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X BTHEEANEEEAAS, . . ffdEik
FRMEETEE, ZAI,ETEA BFAHEe) 1%
DREAFEZ MR AEIRIE, ARR A PR He 5 dm LAY
SEAEL TRl SR R T IR LAY AT 45 B
B 5 5 fil A i L am R SE AR B AR E 09 BT
T E AR AR 5F EHFHAR RAFASHE
BB B -FBE R AN ST A MR i
WA R RRP B THEM ARG T
BRI G RE—FRIUAE - FEENHA e d
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FiAELERBGERAE, WmEST AN, EhHIE
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FRAT I e g 0 o A FEALH) TR BRI P
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B F 1838 (ion channel) £ 40 AR 1) —FRFik R K
YA RMALIE, e, LA 40 A B Bh 4 R
LRl BE S T R BRI R, AT
B A T A SRR T E IR A RA R,
HRDE FEERIIRE. SR STLRBNE
AR RGN EAER, R TE TIEE SRR LR

WIBFITERAS T HREEE, AU B & T IEEm 7
SR SAR T BRI, 0 R B 1R T
SNSRI TR B A M. AR IR 1B IE Y
ERERRL, Dhe. WA RS BOR RR

| B @EEnEREE

B IRE R T BN OC T, MR TR (gating)  ARYET]
VLRI AR, 8 FalE 7o = K28 (1) T
P (voltage gated), NHKHEMKHIE (voltage
dependent) B HL T U E (voltage sensitive) &1
T - U B AL AT T B RO, AR & il )
Bra4, WKL Na's Ca’, C17 i 4 F 2%
B, BN HETLAL (2) A% (ligand
gated), XNHRMWZE[1#5M (chemical gated) &l
H: s S EEEARZERS T LRSS R EE
MR, VL4, LB RH 652 4@ 1A
DEBZAHEE. [TAARZ R EIES. JRIEFEEA
BT iHI1E (non-selective cation channels) % HED
AR TN Z AT, R 2 Na'y Ca® 5K
Wi, BTz () P 1=k (mechanogated) ,
SNFRHU A M (mechanosensitive) B FiHIE: & —
HRIRAZ M MR T Y A, SEBRAMLAEAE =
ML SR ETE, R EE N N B IR R
SRR IE, ARE DR AR FH 4 b uk O s B A
kN RIETE . A, EEARAS S T,
iz A T FLB AR B AR AR A B b R E A
PEF B FifiE (voltage dependent anion channel,
VDAC) , VT4l EM (sarcoplasmic
reticulum, SR) %P JEM (endoplasmic reticulum,
ER) 5 LK Ryanodine ZfAEIE . 1Py 52 fKIHIE.

2 BFEENEREE

BT EEMNEEDREA (D) R ek, A
Tk A LAY Ae . 40 Bt RAR 3 A. Ca™ fik
By JEAE T RO G AL B 1 SRR 1 Rl A TR Y
W —RIVEBANY; (2) fEpEE . LA SRt
A0ML, Na' FHCa® I8 B LA, K E2RE
WA Ry 5 R AL, AT R E 4R M A
ARPERIAR S (3) W7 e i DL 40 is s, H
A K Ca®. Cl BRI R e R ik P BH & 7 il IE
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25 (4) 2 5% Mk®H, HPHHK. Na'y ca™, 1
HIEMF LRI E TEIES S (6) defr 4 IE
WA, EmEWHET, B TIHIENEE RS
ffENa’ C1 A HLE BRI K 433\ 41 P 17 38 775 40
HEAARREE K FERE MG T, Na'y C17 . BHER
AR 73t Hh 40 A T A 4 M AR kD>

3 BFERENEZHRDE

RS BB R R BT E R AR S H R E
I 5 308 Ik B - A ) R BN R A RS ER A ) AR A
JBE B AR R R — A BB ol 7 F R 5 e B
il Rz VAo AT It el U 2R R R B b w1
JEL FL 37 PR 22 A0 ok 4 A 0 3 S AR BB AR ) 3 - R B
I T IE R 7 TR ROR N B TR TE ) 4y
TEW . ER . RERATRIEE T AN
TR, T 9% R4 B 18 18 M 5L A7 0 255 IR 45 4 v] R A
5 RTS8 7 v B A 8 AR Qe 0k BRI E o, IR 5% -
REBRER N . Northern 2270 & H{EZS B AN
) orAT, F Western ZRACFnil 55 PR Sk 7 ) 45 %
TEIRET 5 G 23 A 2 R Ay o 40 L P i i 45 8 IR T
AT HUFE, FHIRICEE A Fura-2/AM.
Indo—1/AM. Fluo—-3/AM. Calcium Green Z&, &
FH BRI #% A RO B0 R ot 3t
REDWES, HAETES Olympus. Zeiss. Spex %
DA AR TN SE A P U B S T A
B, P B AT v A BT S R A B RO
RGP B TR B SRR A R
F 5 AT S B A R, MBS 7= AR I S IR FEE
EHERATHAR 52840 2 07 A 970 15 0, #3R
REZ N FEED AR .

4 B3@&fR(channelopathy)

T AR TS R A A B e R g RS )
PR, EL ARSI AE g b 25 - 8 08 MV B ) R DR AR 5
AR B FRIA T, A P R I X T PR B P R
VIR, B I8 3 ) D) BE R AR A (R T ) Ok 95 B
0, FEMURE AR AP DIRE L, TR L8 5 R R L
JE R, FEBREME, A, O &
MEREMNERE. 125 01k, R HRE R & T i iE
BN A, . 5. SUEIESUR, DA
4.1 4rad i yn BB I TR AT ] e MR
M EE(E 55 St BAEEER, KRR
TERTT MBI, OF, BEEESW. e
il bREAMEAE S BRSNS AT
MARIFEEEH. DRI IRERA L AABHER
PEF M F A LR (benign familial neonatal

convulsions, BFNC). 1- BUAAEM IR (episodic
ataxia type 1) FERPEERIGT EIRBIEFE RAEIEILST
J1M (paroxysmal choreoathetosis with episodic
ataxia) . B 1-, 2-, 5, 6- BIKQTLESHE. Jervell
M Lange—nielsen ZE&ME™ . Andersen 45 & 7E /4%,
4.2 4hididgm NS T IRIETE R 2 E0% w40 sh A/ L AT
PRI B E R, D4 RPN IER G =8
U JE PR BRI . IF I 2R A B JRR S 5T (IR A A
JE S R e R R LR B 25 B R LR
SRS 3-BKQT B A0 1 BUE PR [ R
WRAE . Liddle ZEAMES S PhmOWAE % AFE B
JNYE (generalized epilepsy with febrile sei-
zures plus) ©'%
43 45 TETEET ZAEE TIUERIA RS
HRMprt, zH5mE, MR, 2. EHEERSW
AT RR. O 20 R TIPS A T I A 0%V v R TR g Sk
. (RATALE IAEREE. 2- AR AR JLEE R, 6
AU /MRS R L b A BEME LR (central core
disease of muscle). & #. Lambert-Eaton
WM DS %,
4.4 Foddgm FETIHRIE) Z M THURR > g
TR A v 1 40 PR B Vs g A . Zobi Ak, P ot o9 S5 4
28 T, FE 4N B X6 A M L s b e W ki L 4
MR A 2SR ST m R A EEEH. 24
YR SO TE A S R PEL H (Thomsen ) o Fadk
MAELGHARE (Becker ) . FIEAYEING. iR
ek 450 . 3— M Bartter A 1L P4,
TEUPE, A ENS T EER AL
BRI EOR, TR R O I 2 R BN RO
FURIEAT — B R R AR B 7 Il AP e AT,
W R SR AL TR O B B TR 4
WEThEE R E e, W 1- AURENILS R AE R T
KCNATFER RAZ 518, AZFEBRIN T4tk 12p13 |, %
B P R AR P A 8 B AT o T IR T R P S 2
HEE S R R, WoER S LA R A
PETE (ol DA SRR R IE RS ) « FER A P
JHIHE (KCNQ2 A1 KCNQ3 JEIARAS) - Z e PER 32 14 i 15
(04 N B2 W5 {7 FE IR RAR) 25 oK.

5 B EERNERWRDE
BT IE AT SR R SRR X — [ TR A S
WEETT7 1], TEAE RO FEAEE 2% . I RS 2 A0 AL A B

ETAEEWRMAS, EMAMCBRRNEL —7ET
B 7 AR AR A 1

MR ETFEER, £XAERgESAE
AT 5 1 B0 55 A A ER B A (knock out/Knock in)
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TERAA Y G RERRAR, A= s Bl
B 1B AR DY O S T A R A R A s B
R (xenopus oocyte) . AW'E 4 (HEK293) |
A LB BEAR IS (CHO) 25, AR5 X H T R IA I ¥
THE AT g C S A T, S B AR RLEAT R

XPIRAFE B I E N, BRI DUR S (M7 5l de
Al S ER B AW BN A N T A PR E5hie i T3
PRSEI I ) e 20T 15 B AR AR i 5 B i L
AL TR RIS F, 105 X A AR B AR AT A

Wl & B S s ER R, SE ST
e R HdS . RIS EGR . 4
WA AR REANEZMERFBRIBATERE
(in vivo) MBI (in vitro) SERWIF, EHEH
F I ) 3B TR

6 FRPIVE S EBNEE

T AR T R B TR B A AR TR R A g |
F—MEl UM TEEREE . DRt R g,
FEW AR A B IE TSR B AR P 2. L 2 A
R (Alzheimers’ disease, AD), KEMIFR KN
AD R 1R B — L YR PEBUR Y T (n B- e R R
F. B~ iEmirEAA. R2REA -1, 2) 59
B, SEE AR E R IR, v R R
WE. FEERNAS S/ RS, 25
AD BH BLNAIZHR . INEI DI RE T BEAEAE R Hh .
St i, i i S B AR ZEL, AN ATP &
BT B, SEAlE BRI S 2RI, BEMREM T N-
FIJE —D— RAZ IR (NMDA) 244, 5B 2 AR i1k Ca®
WIETTH, Ca® UGN, SHEMA4IHA Ca® AL
DRI ] 28 NMDA IRATAS Na" IE /R, 51 Na”
WA, BERISIR C1 A H.0 PR, SErhegn
Mz E K. s UE RN, BUR R AR
THERA G, 540 M RS @8 T %, Ca®" i, 2
fif 4, 5 ZWEMRBENEMENLET (PTP.) A ™ AL LI — i
W (1Ps) , JEHEHNIZR MBI Ca®, FEUMA Ca®’
Wade, HETHOE S - F5 R B A AR Bl (BEIR 10 eI
B IRETIRIALEE . BEER —REESE) 2 5L K4
TORL, B I, T B S AT s A A 4 i
BELVS R AR 2R 30~ o AR hr e oK BEFHLIBT E5 I T8, J5/b i
P Ca® WREE, H0GHIAE K40 M B R0R: , 98048 S 14 7
PR S AR, 4 R Wy AR BT TRD 5 I g IR

7 HEARE
BEA 7> T R s BRI AE

ZERE X RRIRAN, CEELHM T L E T
HAER 7> T4k, JoRE TN T IEIER) cDNA, i
i B T EIE S S TR R R . FERAE K
W OC A B BLSE,  ITIEE 7 0T TR LIk — |
PP AR LR R AL A HLRIA AT Z K.
EIEH — LR @A FFIRANF, i EE R AR 5 R
TIIA — 200k, RARR U R R I & 1 E
WA SEAFE L D RAR . IR B 7 R AR AL, AR
R BB A mARIEIRFRIE, 5 —# 0 &E W
TEARADAERANARAL ; 340 2 Fft 2 1 48 18 25 s Th RE 7
HRHWE TIRIER, A AR R R AR B )
BE W 2 HH DUAH [F) AR AU RE DR AL ; P A el 8
T A S ME 2 A, R AT — 25
TEER AR SRR IR, RN £
T RE R T B IE W B A IR AR
MNETIRIES WK R RME, #—2 e
THEY . BV Bt AW EZ AR
RESCGRNBEGT, TS ROE (& T B IE AT TR Y
ANSERERIWIIL 525, IR AT 9 28 1 I B ) 25 F R DT RE
RN 8 7 T ) S G5 R RN D RE S, In s
SRR T IEE D R BE PT A T IR v T
HIE WA T HRATT I, ARG R
o B A BN B2 W A A BRr S T 25 B
Y BAT + 2> T RN SRR X
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il B

B2 AR 4 LD C) A 3K R AU Kok AHCV) SH e e i E
BRI RITDIRT TENAE AL RSERLTE
DCHER A H e T, LA R HCV & FEEFF, DC
T RaB At R B A C ALK - e SR 4T
3 ¢ A dE A F 4T (DC specific intercellular adhesion
molecule 3—grabbing nonintegrin, DC—SIGNE* 5 &
Bis | ARRE R AR R e MG 5642, DC—SIGN T4k
HHCV 121 4 BTt B BB 3T ik O 4 L TE B 45 i —
RS DE$a
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RESEARGA M (dendritic cells, DC) AANEEK %
TAPLR 2540 i (APC) , AU T bk B2 40 fusks 7 1k %
R N E B S sh RN . AR, SR 4 )
SACRE . PURIN T 2P R A Mg K, B
B G B AR AT R T VEH C & BOh Sz 5 11
AU, AR SSOTR A R 4k 3 B o TR H TR
P25 S AT K — I AL S X DC IR AN B T
LA G e N R iR LA, T HL o BT f# DC X AH 5%
P g R AE B REM AT S 5 AR PR TSHS R I 7 it

1 TSR DCBWER

TR BR300 R (R 2 e R 4 2 — M E R Bk
fl, AEICIERR R DC 3 1B B A . AR M
B BBTBL TANAMEM FROR G DC T
AHE S ARG DO, AT PR IE A AR AR IR0 T A R
A 2 N T A R (R P Z 55 DC BT R i

B, PR 22 MHCs JE A S KB B, A
AR B AR RS RET A . SR AL T 4R
ML R R R T A, % 22 B A RO R A
DC L 415 SRV T 402 3, LA T
PO 7978 T AR O 928 I I3 PR 2 5 . AR DC TR 3l 52 368 PR 0
JRARIIANE], 4hHET 4HManT 73462 Thl 400, 20 ild
IFN-y. TL-2, TL-12 %, {548 Th2 40, 4r
W TL-4, TL-6 BL& TL-10 %%, Th1 48 i v 45 R xf 41
Y B PR SR, BB TR AR TPN-y 306 T 9 e A
W EIPURAEINLED. M, Th2 4188 AT A ot xd 1 i
AN R AR AT AR R, B R DR 5 5 AR I
BRER [ E NIMETR 4R M R AL T 35 AL L.

2 fRERE DCHVIhAET L
2.1 DC T E A CTL BB DC RPURTE XN
() = BLHOE TR F-. DC 2 B A A IS 812 CTL Y. )
PR 2 A0 ML, DOBOE R B I MY IAE A D& 7E AR
TR A A5 FINIE SE . B B A R R R A R I
R SRS E A (NS) BT DL SRt e A DC. {HIX Ff
AN HATEHIRE S, 3 B DC IAEEAR BT TFN-o [
1E1E; M, WA bl i e S5 AR PR 2B TR T,
DO\ G R B Sk OTL S B PR 77 4 S PR = Fefr]
B« /b B B B BB RO DO 2 LA AR A W SR TL,
I HIX AR AT B8R A T30 b R i HL 3, fE I8 B DC
AT AR R AR ; DO I T DASSEH S 1k Pt Javs 2 A LA |
K CTL N, HEHEMIX —ITFEAR AT g8 2 ) A 45 4 5
G IRk IR A Y T B SE, DCEIE AT 40
H A SRAT BN TR RS, HED DC AR AT RESRTS T
VRO T 2R CTL A8 R M B
22 DCAERR A IERBFHER WECEERTITZ
FH AR 2 Gy SN I X ELHE  Ji D PR R AL
Foak (R M P EBYR Y , MHCRA FEE R 5848, CTL
o [ HREYE (HTV-1 559k 40 Al Ak 2 M S 2 095 25
LCMV), "R MHC- T 285 MHC- JRE&MIMRE, 774
T AN HLIR T 5 524, T TR SRS e R R i R T L
FIFH DCAE A EEA SR 3G A5 380 75 2 4R 41 i 5
BHIRIE, BRI R (MV) B DC 5 (R
EIT A RBES R FR, SRS ETRKEMDCET
MM T MA, $RRTEAREI T 4NHE AT LS & Fas A &
) DC AT, FFH MV ECEL ) DC 95 & ¥ TRATL (TNF-



B, . NSRRI S AR RS R L3

3

589

related apoptosis—inducing ligand) o] BLRAGTH
M. PR TR IR, RAREVE CD4™ T 40 M i Sz
JOsHIAE F 2t MV S DC SR, TR T 41 i
FATAER, 3 BT 40 B B 4705 AN B S stk
FHE AT O, MV S5 R B T 40 B A8 2R R BE BT T B8 ok B
DC P B3 85, Bk DC R FE Al BE O S i = L 4L
[T 4 B AR ELATE R S e R

5 MV AR, HIV IR et v] DUTS R 845 S CTL
CL R B4 Y, HIX — S | AN 2 DR A R 3
P, ANBEBHIEFR FBERE. BARHIV 75 DC R EHIA
5, EUI B UL R SR A TE SR BRI DC A TR 4
JPEMHC- 1 RigfRiB 2, JFHEBERZHREER
HE S FISALCTL. AME TV S (1 2 5
KA AR PR B2 O LA DL 5 5 40 B B
& R HIV R B, HARADE DC HATR
FHREGE CDATT A AEIRE ), RS bF s
CDAEIZT AN M ) 7= A 5 3 1R A 0%, 76/ R BT &
L, CD4" T UM 5 H R DC Wbt REfl)s, B
TEAGIER L CD40 L, MIMITE K CD40 /511 DC 1 i&
th, JEHGE— S Thl KR+ (1 TL-12) ,
$2= CD8” CTL R NAR. AR BRE, KIFET HIV
YL B35 DC P2 AR TL-12 FIBE U855, 76 ATDS KA
i, CTL RMEHADEEMN R, KBS CD4”
T 20 i ) 32 IR A O, T 24 B 38 HIVARE 4% CDA'T 41 g 3
A NSRS, UM R AR ) CTL AR R — AN Ik
S, REAR G PR R E . ORI B,
HIV 538 AN [R5 05 B B ) 5 A% 4 >k 3 1) DC 3585 ] 44
AN G A HIV R SR CTL. b AT L, SRS HIV I
T IR DC X TL-12 [ = AR Ik 95, AN 72 1 CD4'T
4 IR 595 1K) CDA0 AT BEF R, T 52 05 55 LA & 55
TR ) 7 S

T SRR AR 1 TR LI 2 998 253 (HOV) S e S 3 AT 9
BRI, RYET B AL AN I DCAE RS A IEH R
DRI R BE ), (EE D AR RIS ThBe, J5#H L
e AMEPE R TL-2 5 TL-12 Pk & Bk o W.CD4" Th1 4
L N 55 HCV 175 R RO I o B 119 2 e Y. 588 P AH 0K
QSR DC S = s B AE A/ B R0 A Th 3%
AR F 1 8E 1, AR T EBTHCY S VK
KT, RS RrE L.

25 BT, DCHIThBEA 2 — ANV, Atk A
M5 B ek B IR R S AR R, 1K S A T
RIERI AT (IL-10, TGF-B%%), I 4%
P K4 DC R A IRE Sy, AR DC A, AT R T 40
RIVE R 9 B R A DCII T RE, TR T 2 Fhdb i ML
FEIE R DC LR B 28 5 2 AN S E S PLE, LA
S0 B QAT R T B R S 8 A B DC 7E B AR PR

AR, X 2P TR R B O R AR AL
Fet 7 EE). ROR AT BT ek B B R B X A
B DC PR v, Ao T8 1 3B A Y T S Rk 2
LA DC 2y LA 4 e iR T 1

3 DC 5 HCV B%
3.1 DC i@ i 4 184 SRR FI HCV # R HOVER G 5
HAtR R R G/ AR, HOV G R H R &g
PEAL LR, Ak 80% LA L, Wi EAERKEE
P HOV IR HL H BT M A R TR FIva T i i, 22
1% HOV I LB AR BT AR N A S . BLAR 0 CD8L.
LDL-RAE A HOV 5244, ik HOV 44 A ABE 40 i 2
YRR IIRIE, T CDS1 AL 2 A3 A, ToId AR
FEHCV ¥ a7 ; LDL-R 13R85 HCV & a7 — 2L
HEATHE HCV IR A4 & I E AR
IR, DC &R HIV-1 Al A AR 45
B il —CDAT 41 ™. DO R ik C BB EE 2R DC-S TGN
(DC specific intercellular adhesion molecule
3-grabbing nonintegrin, S IRYH ISR HI4Rr
MM E ST 3 G EEEEES T CwLHN
CD209) 7E TR i TARE E A, fh 3258
5 HIV-1 R0 B0 2 1 gp120 1R = 55 F0 g 4 Al 3R
HIV-1"). 8RTf, DC-SIGN FEARZAEHE HIV-1 %F DC
TG, TR B AR AR, 455 DC-SIGN T HIV-1
R ] B A 8 22 5 SRR CDA'T 40 . B 7 alf& 3 HIV-1,
DC—STGN i A 34 555 FE00 T 40 i 1y Sk 4 < (R B 0Kk |2
i, A e LLRAVEA D7 A B, s A
PRGN T ANH . XK, B HIV- 1 R ERRWTE
K P B ) L AR, DC-STGN FRIA77E % B B s 2k
AR T A i 2 0 B 5. Jdlt OB SR UE B, DC-SIGN
ATV A AR VY 200 TR AR I S2 4, B8 38 T 2 0
FZ V) B4R (M) Y, Ebola i,
SARS FEIR I EE (SARS—CoV) ', Wy TN 1™, Jil
ZER Y ST B Y R 2 R B R S i R L
SRBE R SR R, BT HIV-1 LA, HoAt i R
A LA DC-STIGN 2y Bbx, &2 A1 H 1.
32 HCV B 6 DC i B4 AHOE™ "HEH, A
JRYALHCV J5, A1 A I A B BE IR I DO 2R 41 B 14 DC &%
DC AU N B 2Z 0 N, Hal —#F i cpa’
T 40 M VR I BRAE, 2334 TL-12 p70 F1 IFN-a FiI7K -
WD, M HCV B H YR M DCE AW 4 CD4™ T4 i
i, 1% DC ¥k Thl [N ThReBR(%, (BRI T3
Z W TL-10 4N . R0k, FA1IAh, HOV B L3
JE 1B HOV B35 if b 2% 8 DC 3= B, HL DC i3k
SRR T 40 JE I Th REBR (%, AT RE R HCV R HTHCV
Yo Y55 N 25 KSR B IR L R, fifer 285 4R &5 DC
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REDIBEMET, BSHERA N EETZHR
TN, NYECN B AR R ST R A ) SR
] 8 2 —.

BATEEZ BRRIZEERHEIT, B HCV CHE
K5 A 1gG1 Fe BEHENE, MWESUWEIEEOME
BRI AR, HRAARIMNERI DC Z 5, R
BALB/c /I, FI A BT IZRIE HCV C HTJR FIHE 40
fiid (SP2/0-HCV-C, H-2°) Je HAurfd B, (BALB/c /N fRL) #5
R, RBLRERE MBI DC, 7R R AMNE SR FT HCV
FEFE CTL. T 40 MG A2 R P v 2 1) o BT B J vy T
BAAMHCY C—DNAYE W Pial U7 JRAT T8 e« B 4
DNA 325 1 5 YL AR MG 1 DC, v] BESRIL ThREAR T DC
XF JFURE DNA ZR Ik P2 3 AN /2 R, AT Bt Jm 7
DC HEEM L. &5, miEip D, Th 4 H /3
Thy 5 Thy KM T HIAR, AT A )45
SR AN AT/ B AR G 2 I P B A L T A
R 5 R A AR R AU B, o3,
HCV 77 ¥ R i) JE B A B i s
3.3 DC—SIGN 4% F I % A 55 L A g i, HOV 7] A
FH DC—S TGN 0 SR A1 B AT Ay e 3 A AR O 256 2 1) 3k
1T, XAl Bes HIV FILEIAR R 0

DC-SIGN £ B RKIE THE R M SRR ™, 7EHF
U A 5 440 L AT ARG 1) DC-S TGN, 45 4 i 2 T
MEASE B E R 40 M, 5 4 it R SRR A 5 48 i
(liver specific endothelial cells, LSEC)#H
&K, 1M LSEC R t38 A DC-STIGN (¥ [FlJE 4 T L-SIGN
(Liver and Lymphoid specific intercellular

adhesion molecule 3—grabbing nonintegrin)mﬂ.

TN, RAMBIEN DC TR FIEAE S, FEAER CA
45 DC-STGN BH Pk gm0

DC-STIGN F1 L-SIGN /E4 C BUBHEEZ, HEHEA
) A AE 2 T e e A i Bk 7K Ak B ) TR ) 4 ) 3
(CRD) 508 2% A 10 H B R A EAR ), dx Rk
FH AU, . TTHCVIR #E1 /B2 A 7E RRIRE T 2
B REELAL . HOV R 75 B2 B A & H BB L i %
5 L-SIGN F1DC-SIGN 13 1 FE S Ak (kd 435 R 6 nm Al
3 nm) P WA, EHR TSR EA, B
IAPIEIHCV 7, LLHCV G ERE BT (3 A 235 iR R s 4
SR BT 5 L-STON F1 DC-STON Rk 45 £ 15 227,

WA, FERFIT IR R, (1) Hifth C BB =
langerin, CD23, CLEC-1/2 H: A5 HCV [ E2 &5 4 202
(2) —ER ERE AL B X SIGN 23 FHIRA )
RARE A S HAEE ™ 2 (3) HT L-STGN #1471 DC-SIGN
PR LT LA B H R 34 T 406 DC X o] 5 14 B2 R HCV (1 4
2 I EHERIE R T SIGN 2315 HOV A A s k.

PRI BRATTIA A7, A7 1 %5 R 40 0 if 7 24+ 7 DC—

STGN" DC HT BE 745 55 1 S5 B A7 s 3R HO Y. DC S22
PURSESBANN, TS5 B AT R R B R RO,
FELL DC AR HOV IR Y. F 46, DC it & 7 AF H
I3 2 3t P 30K B P 52 40 o 3813 440 L, AT AR R
TGS B R A S 5 B TR A B A,
HOV A3 45 T4 .

4 EiE
FAZ, WSO MR S HOV 0% 35 5 1) B 48 B AR 1R 11
R TEENME, EHCV R, AREE
77 1 LA SR A1 3 T DC- S TGN JEAT HR 4P H5. 418
DA R A 30975 5 IR e ¥R L (K % 4%, DC-S TGN AT BE4g
HOV {2 33 25 WF 40 FfS LA K% B B, T 90K T 40 J S0 PP ARG 5
0 it H RS I 21 DC-S TGN DA B 7E 324 A% Y 12 41 i
TR P L-S TGN A5 A R HCV 1) JFE- 400 it 44 A A T . DC ]
BESL 2 HOV B L3 %, DC fIX FU@ it DC-STGN
B ABADC—S TGN ] 73 44 At 1 [ 44k 356 47 4 40 e 1)
1B F A CLRT BT B 26 RS R . 308 J2 0 50k 40 it ¢
A S — A, R HOV IR U 7 i — A
HEIR. A 5 DC K DC-STGN fRSERIAH 57 EAR R A, DC—
STGN Bt CLFI I % F73E DC f& DC-STGN HIThEE,
W B T30t — 5 1 B HOV B e B0 40 i 1 B 4%, 148 B
DC-STGNFE HOV A3 s Qe # o 1 1 A, R 2 Hev
e 1o Ll 2 PR B P AL DL S B B AR R ML), RTEE A
TR TR FE 8 PR Y 6l R T I 1 88 i P S B AL 1 S
AR R K

WATO7E E A AMA R AL L, #2255 HeV
SR T AR DC IR ThBEARAL , RIFST A P 2%k 4 DX 11
U, bt DC-STGN B Zh eI 5T, #i72 DC-SIGN
5 HCVAERI A s, T FE AR SR I HOV 3897 Hh i i BH
DC-STGN Xt HCV i 25 (K AR M2 38, 10T HOV 754K Py
e, S HOV PRI AT BT SR 1R 9T SR

5 ZENE

1 Banchereau J, Steinman RM. Dendritic cells and the control of
immunity. Nature 1998;392:245-252

2 Feng ZH, Wang QC, Nie QH, Jia ZS, Zhou YX. DC-SIGN:Bind-
ing receptor for HCV? World J Gastroenterol 2004;10:925-929

3 Cameron PU, Freudenthal PS, Barker JM, Gezelter S, Inaba K,
Steinman RM. Dendritic cells exposed to human immunode-
ficiency virus type-1 transmit a vigorous cytopathic infection
to CD4" T cells. Science 1992;257:383-387

4 Pope M, Betjes MG, Romani N, Hirmand H, Cameron PU,
Hoffman L, Gezelter S, Schuler G, Steinman RM. Conjugates
of dendritic cells and memory T lymphocytes from skin facilitate
productive infection with HIV-1. Cell 1994;78:389-398

5 Geijtenbeek TB, Kwon DS, Torensma R, van Vliet SJ, van
Duijnhoven GC, Middel J, Cornelissen IL, Nottet HS,
KewalRamani VN, Littman DR, Figdor CG, van Kooyk Y.
DC-SIGN, a dendritic cell-specific HIV-1-binding protein that
enhances trans-infection of T cells. Cell 2000;100:587-597

6 Kudo S, Matsuno K, Ezaki T, Ogawa M. A novel migration



Bt

£ 5 WRNARESAIFSRSRBRR

591

10

11

12

13

14

15

16

17

18

19

pathway for rat dendritic cells from the blood:hepatic sinuso-
ids-lymph translocation. J Exp Med 1997;185:777-784
Halary F, Amara A, Lortat-Jacob H, Messerle M, Delaunay T,
Houles C, Fieschi F, Arenzana-Seisdedos F, Moreau JF,
Dechanet-Merville J. Human cytomegalovirus binding to DC-
SIGN is required for dendritic cell infection and target cell
trans-infection. Immunity 2002;17:653-664
Alvarez CP, Lasala F, Carrillo J, Muniz O, Corbi AL, Delgado
R. C-type lectins DC-SIGN and L-SIGN mediate cellular entry
by Ebola virus in cis and in trans. J Virol 2002;76:6841-6844
Yang ZY, Huang Y, Ganesh L, Leung K, Kong WP, Schwartz
O, Subbarao K, Nabel GJ. pH-dependent entry of severe acute
respiratory syndrome coronavirus is mediated by the spike
glycoprotein and enhanced by dendritic cell transfer through
DC-SIGN. J Virol 2004;78:5642-5650
Appelmelk BJ, van Die I, van Vliet SJ, Vandenbroucke-Grauls
CM, Geijtenbeek TB, van Kooyk Y. Cutting edge:carbohydrate
profiling identifies new pathogens that interact with dendritic
cell-specific ICAM-3-grabbing nonintegrin on dendritic cells. J
Immunol 2003;170:1635-1639
Geijtenbeek TB, Van Vliet SJ, Koppel EA, Sanchez-Hernandez
M, Vandenbroucke-Grauls CM, Appelmelk B, Van Kooyk Y.
Mycobacteria target DC-SIGN to suppress dendritic cell
function. J Exp Med 2003;197:7-17
Colmenares M, Puig-Kroger A, Pello OM, Corbi AL, Rivas L.
Dendritic cell(DC)-specific intercellular adhesion molecule 3
(ICAM-3)-grabbing nonintegrin(DC-SIGN, CD209), a C-type
surface lectin in human DCs, is a receptor for Leishmania
amastigotes. J Biol Chem 2002;277:36766-36769
van Die I, van Vliet SJ, Nyame AK, Cummings RD, Bank CM,
Appelmelk B, Geijtenbeek TB, van Kooyk Y. The dendritic
cell-specific C-type lectin DC-SIGN is a receptor for Schisto-
soma mansoni egg antigens and recognizes the glycan antigen
Lewis-x. Glycobiology 2003;13:471-478
Kanto T, Inoue M, Miyatake H, Sato A, Sakakibara M,
Yakushijin T, Oki C, Itose I, Hiramatsu N, Takehara T,
Kasahara A, Hayashi N. Reduced numbers and impaired
ability of myeloid and plasmacytoid dendritic cells to polar-
ize T helper cells in chronic hepatitis C virus infection. J Infect
Dis 2004;190:1919-1926
Murakami H, Akbar SM, Matsui H, Horiike N, Onji M. De-
creased interferon-alpha production and impaired T helper 1
polarization by dendritic cells from patients with chronic hepa-
titis C. Clin Exp Immunol 2004;137:559-565

B, 2%, B, BB, BEFM. HCV-Fc R ERREE
EV i%ﬁﬁfitﬁ’]ﬁ@&i%ﬂ HFRLE A JE Ay 2003;11:697-700
Wang QC, Feng ZH, Zhou YX, Nie QH. Induction of hepatitis
C virus-specific cytotoxic T and B cell responses by dendritic
cells expressing a modified antigen targeting receptor. World J
Gastroenterol 2005;11:557-560
Lozach PY, Amara A, Bartosch B, Virelizier JL, Arenzana-
Seisdedos F, Cosset FL, Altmeyer R. C-type lectins L-SIGN and
DC-SIGN capture and transmit infectious hepatitis C virus
pseudotype particles. J Biol Chem 2004;279:32035-32045
Geijtenbeek TB, van Duijnhoven GC, van Vliet SJ, Krieger E,
Vriend G, Figdor CG, van Kooyk Y. Identification of different
binding sites in the dendritic cell-specific receptor DC-SIGN
for intercellular adhesion molecule 3 and HIV-1. J Biol Chem

20

21

22

23

24

25

26

27

28

29

30

31

32

2002;277:11314-11320

Pohlmann S, Soilleux EJ, Baribaud F, Leslie GJ, Morris LS,
Trowsdale J, Lee B, Coleman N, Doms RW. DC-SIGNR, a
DC-SIGN homologue expressed in endothelial cells, binds
to human and simian immunodeficiency viruses and acti-
vates infection in trans. Proc Natl Acad Sci USA 2001;98:
2670-2675

Bashirova AA, Geijtenbeek TB, van Duijnhoven GC, van Vliet
SJ, Eilering JB, Martin MP, Wu L, Martin TD, Viebig N, Knolle
PA, KewalRamani VN, van Kooyk Y, Carrington M. A den-
dritic cell-specific intercellular adhesion molecule 3-grabbing
nonintegrin(DC-SIGN)-related protein is highly expressed on
human liver sinusoidal endothelial cells and promotes HIV-1
infection. J Exp Med 2001;193:671-678

Soilleux EJ, Morris LS, Lee B, Pohlmann S, Trowsdale J, Doms
RW, Coleman N. Placental expression of DC-SIGN may me-
diate intrauterine vertical transmission of HIV. J Pathol 2001,
195:586-592

Gardner JP, Durso RJ, Arrigale RR, Donovan GP, Maddon PJ,
Dragic T, Olson WC. L-SIGN(CD 209L)is a liver-specific cap-
ture receptor for hepatitis C virus. Proc Natl Acad Sci USA
2003;100:4498-4503

Feinberg H, Mitchell DA, Drickamer K, Weis WI. Structural
basis for selective recognition of oligosaccharides by DC-SIGN
and DC-SIGNR. Science 2001;294:2163-2166

Mitchell DA, Fadden AlJ, Drickamer K. A novel mechanism of
carbohydrate recognition by the C-type lectins DC-SIGN and
DC-SIGNR. Subunit organization and binding to multivalent
ligands. J Biol Chem 2001;276:28939-28945

Lozach PY, Lortat-Jacob H, de Lacroix de Lavalette A,
Staropoli I, Foung S, Amara A, Houles C, Fieschi F, Schwartz
O, Virelizier JL, Arenzana-Seisdedos F, Altmeyer R. DC-SIGN
and L-SIGN are high affinity binding receptors for hepatitis C
virus glycoprotein E2. J Biol Chem 2003;278:20358-20366
Pohlmann S, Zhang J, Baribaud F, Chen Z, Leslie GJ, Lin G,
Granelli-Piperno A, Doms RW, Rice CM, McKeating JA. Hepa-
titis C virus glycoproteins interact with DC-SIGN and DC-
SIGNR. J Virol 2003;77:4070-4080

Tassaneetrithep B, Burgess TH, Granelli-Piperno A,
Trumpfheller C, Finke J, Sun W, Eller MA, Pattanapanyasat
K, Sarasombath S, Birx DL, Steinman RM, Schlesinger S,
Marovich MA. DC-SIGN(CD209)mediates dengue virus in-
fection of human dendritic cells. J Exp Med 2003;197:823-829
Cormier EG, Durso RJ, Tsamis F, Boussemart L, Manix C,
Olson WC, Gardner JP, Dragic T. L-SIGN(CD209L)and DC-
SIGN(CD209)mediate transinfection of liver cells by hepatitis
C virus. Proc Natl Acad Sci USA 2004;39:14067-14072
Wykes M, Pombo A, Jenkins C, MacPherson GG. Dendritic
cells interact directly with naive B lymphocytes to transfer
antigen and initiate class switching in a primary T-dependent
response. J Immunol 1998;161:1313-1319

Kushnir N, Liu L, MacPherson GG. Dendritic cells and resting
B cells form clusters in vitro and in vivo:T cell independence,
partial LFA-1 dependence, and regulation by cross-linking
surface molecules. J Immunol 1998;160:1774-1781

Dubois B, Massacrier C, Caux C. Selective attraction of naive
and memory B cells by dendritic cells. J Leukocyte Biol 2001;
70:633-641

B KiET



PO Box 2345 Beijing 100023, China
Fax: +86-10-85381893
Email: wcjd@wjgnet.com www.wjgnet.com

World Chin J Digestol 2005 March 1;13(5):592-595
WRE A BN ZE ISSN 1009-3079 CN 14-1260/R
2005 R R B BRF RS

*iX 7F EDITORIAL »

EEEAZERESSUEARENELETHEE

B, INE, RE

T, KRS, RO, TEARMAES —FEXRFWERLER T
EA L& 200003

S, I, 1967-3-8 B4, LA, S, 1995 TEAl T ERPERR
=R, BIEUE, TRMEPAESSHISINENIGRIAR.

R AREEI YA E, No. 30271626

T B 413k A T2, 200003, HEHNEE 415 S, PEARBNEE _ZE
EXSZEATERDER. czzyvk@smmu.edu.cn

B35 021-63610109-73406

WisBHE3: 2005-01-10 $ZHHR: 2005-01-20

fikj B

R BR % SPE(SNPs) BT H—ABER/RA R
N ENBREREART, N F5 T AR BRR
ARG AR oG £ 5 I 98 B ARG ST R R Fe b
BT AR 0 H B RS F Y 5SNPsH £ AT AR A H
BBISF T £ 5, B A AR B B AR R R 0904 57
WRFMETRIE, ERAGERAEZI “THRER”
KGR 897 %,
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03I
Ji e 2 7 B U N R A A RO 2 —, HET2 It
JRFAR AT BT EWRIT . TEARITEZ A
ST 718, SRTT AN AN G4 NIl 97 U757 3L
Wah, (EARATRE “WTIS”, BEAEHIH e 40 M 3G A=
WS, O B WA= A5 RIAE BRI T g )
BT SR MRE BRI B A MR | MG TE R, B
KPR RE B B2 BIE AR T FlE R
JTRR. PRI ARG ERYT 7 X0 T e i ki = CE K.
NBE B AR S5, AR R T 38T
=00, BHFEFR AR R ER A& s E
B RIRARIER A PR Z &M (single nucle-
otide polymorphisms, SNPs) &¥ciim=Bit. 48
PR FRPTE DA 259 S Y A S AR S IR 22 U I TR
TSR Y B IR % T TR RN
. NEERIANAZ 8] DNA J7 9 1) 22 7 DA R IX 26 72 S5 Py
FEIRIRY 2 SCRERF 5 2 W va 7 TR 7 iy ok S
(R AR A —SEEET R N 2= ST 8 MR R TT
RICKRE, HEEZEWEZRMFERAULT A
ZEHFUE AT FUE I ERIE IR VAR R, SO T Mk

WS W5Em, —T-LaZFERISR, BERE
WA JARAY . HYRERNAENEDE %
MRk, WEZHEFRSN. SEFMHEEEHR. 22K
L E BB EEE T, BMUESEREZEN T
RGBS B RO E B B SR, 3
AT 2 R Ay AT A s BACAL T 7T

1 ARERBOEZERDTIE(single nucleotide
polymorphisms, SNPs)434Re N FE
L4 DNA B AW AR Al AR 8 L SRR IR B 40 i 2
filt. NIk 22 AR R B R 20 e A0 ) — B0 =i 99% LA
by BN A S AR B 22 A ARAR K, B AR X
PRI R 2 T R [R] — 0 YR I 2 I T . S
LRI F) SNPss 2 T2 R 4[] 22 S 1Y) B 2 a4 2 LA
SNPs 2 F5 3l AfF R AR R R FA h  HE— 5
MG R SR L 1%, X RN B R O
U AE BT (0 B e A% T PR AN BR Lk 25 SNPs 7
NEERA T T 2477, P48 500-1 000 /I
i 1A, A HEEUE 300 AN EEE L.
TEHERIZ DNA Hr, RIS A T Be R A 5
LRI SNP BEAG o] e 7EJE R P4, A nl Be e R R Ak
FIFEg S X P4 b SRR, A T M SNP
(cSNPs) ELBUD, BIATESNE 7, HAREMY
JARF AR L/5. (BA RSB A R h A R
. IR eSNPs [R5 58 52 K3
M AP A PR K e E 2R, oSNPs XA
43R 2 it —F A X eSNPs (synonymous ¢SNPs), B[l
T SR 2 b5 3 1 PR 25 AR SH AN 2 e L B IR ) 2 1 )
REEMRTH, RARGEE S RFARWIER & SOHEE ; 75—
F2 KR X cSNPs (non—synonymous cSNPs) , {EH8E: 7
B S A A DA S AR I B B TR A R AR R
T REM T 8 E R RE, X P 2 S 2t
RSB E R A oSNPs 2945 — 2 4 JE[R] 3L cSNPs.
NRFER A PR 2 S TERT T8 75 B Ff
NFEFNAS A 2 8] DNA > 91 1R 22 5t LA B K 6 22 St i AR 3,
EOSCE R B 2 . BT TR Ak Ak
WA A G AR TR 2 SR OB A 2 AN TR IR
BEAEH, HPas: (1) 3T 5% M B L E S 5 b
(linkage analysis) XFBE#T (association
analysis), F TR 5 BIERENL; (2) 7AW



IR, & MEEREZERSOAR K TAKES TS

593

2% (pharmacogenomics) W5 H, W@ AL SNPs
FRY 32 1 22 2 AR A0 18 75 AN RE R AN R A0 AN R 24
U 2 AR A SR A L R R 50l ARG E
77 BE AL,

2 PIZETRZSE S IERATs

JiRg 7 B N R I A arfd E, T. OT S B
TEM R I R N A, (EATR CXRTI8)”, BE
BE 00 i 8 4 P o 8 AR AN B R, R R IE R A
A, BETFERAMEH, WiEeE RN B EE
S, IR A R BRAS R 1 ke B 3 EL T RORD B R
AR LR, HEANBERATRIMITRE, A
COA TR B R 2 B2, M RAERMERS
BAEAR A o0, I IR AR 1) A BRI S 1R T T AT
TER BRI ANMEZE R, AMTE S RIEE 75 R
HAZ TR 2 A (SNPs) 525997 3k 2R i
SHA AR S AR O

2.1 MIB M ARE R R ARAMERN T 2RYT
RER AT 2 AR R s i, FEAEAFE R G R,
BEREMS, AYEENERLR, S9EAYs
EAMPMEIER BEAE R R AR R, 7T
Lk AR 25 RN ; 2535 i B A P RS TR AR e, 25 5 )
IR A A FIHE Y 29 RGP RS R A e, 45
U 25 ARG DNAE R RS R AR S, VT e A 2
VI 2 s A TR BB LA 2 R R RS R
5, SRR R R R e v AR R E
T AR B R AL R P450 RIBE T, 1T
DA 250 097 R B ARG PASO FRIFI S 700 WU 1T & 5 | s 24 4
S54RI EA RAEA. FAk, S8 BOmA RES
MR R Z R, BT R 2R, A R
. DU S 25 A 2 IR 20 i B IR R 5 s A G 3
DRI 28451 130 BF 5 DR 22 A 78 g 250 96 7 T I
2.1.1 Hap R A E AU EP450 (cytochromes P450
CYP) B4 N A 25 1) 2L 2R 48, CYP450[H
81 RHE 3 KiERS S AV SRR, T H 40K
Ry FER A 2 80, HACYP3ATE SR I i A AL 2
Rl A R AR, R BT AERD /)
HEMEFNFEEN, 205 &5 5 CYPHI30% R 70% .
BUVF 29T 2572 CYPSA PIER IR Y, W@t Zs. B
M (Vm-26) . EERERG . RIABERENG . KEBE. &
S CYPREE ) 22 2 M5 44 Fh 25 (A U A
AR MR K, | CYP3A RiIETELEM 24 KIAME
E5, frEs AREREHZ 30 L ET, BT AR
AT CYP3A W AR FH 22 A0 i bR 22 AR 2=
. CYP3AZRIA I Z AN TV 7 FH 228 I e 2 ik
AT 255 N TS, RO 1K 22 1) T e R PR T 3K

A Wy AE A B 2 AN X AR CYP3ASeDNA T
ITHIZ MR B, $E3 CYP3AG1 HE PRI AU iy A HoAdk
5T CYP3AGHRNA {55, HAEFRIA HH CYP3AS R
(. T AR S CYP3AS*3 FE N AL AESE 3 N & T
FTEFHIISRAS, bl iR i B I mRNA, X Ff
mRNA TR PRl AR, BT DL B SR A Bt
CYP3AS [ R IA AR X i B R e, 1M
1) 8 R Rk B 0k A P I R AR R AR, T DA X 2R
B TGN A 7 R A REak B R IT AL, 1
XPAr A CYP3AG*3 4l & F 1 ¥, WmT CYPARI &=
BAR, VSRS, T LA 25 P TE A P A7 B A TR SE
K, BREHEBTHREERE, HESHEREX
MEREM, MizEYROAHEE. HRFEEM
&, A& CYP KigkE, RS EREEAE
PEHEHARSS, B S—3IT 2548 CYP R S #4540
RREBUEY, TR EAEER R R E RA B RE
TR, X AR R R A 5 CYP3A
ZAMF K. Felix et alWF5 7 CYP3A4 HEREIE ¥4
7 DM M 2 TR R R R ET A U CYP3A4 54k
7 51 R AEA MLL 2 R BB AL 19 [ iU 25 DA oG, T 45 7
AR CYP3A4 [ A AR AH S 1 I8 14 2 9 28 W) 5%
fiK. X Fi CYP3A4 S8 A RIFE & A F iy 4 A AN A, 7
FEEAANF G 9%, EEZEAF L 53%0

212 BpiEm ke Ll ANMENARZEARA
EAY N, A Y s A
(transporters), HH—KIEN MRP & H. A T4
P25 B PUSE 8 MR PUR SN R AW, A
[FIA A b IR R B B R R IA AT A K 2= . e e
BERERAS T, BT MRP —Fh P REE A (P-
glycoprotein, P-gp) FIFREKT, FHIEH AR
M. EERBAKCFLLE I ZES, WL EEE W
S 257 40 M P9 IR R B, T T 2 e 25 I K.
BEEAWTY R I B MRP 25 [ 2 245 1 5 s A0
JEPEAHISE ™  MRPEE R (1 1 I 5 28 4M B F AT TR 2
SYESHZRT R T BARSCHE, T MRP 5 10 b
T (5B 1 249 K750 ) SNP 55 51 8Ly (10T BUR 38 DM
R PR A BT S AR S E A AT AU
213 RmmELR BRAYRGERE T B IR FE 5%
AN, G BB B0 B RS B R A S AR I A R T
LS BN 258019 S e A= 784k B4, Ja e J8 35 1)
T 4 M AT LASRA —Fh 2 2 254 0B ) (multidrug
resistance—associated protein MRP), h =22 MRP
FER SRR J5 3R, 1 RfUER [ AT LUK S e 10T B gk N e
T AN MR 29 B R Hh s Bl an A, RN T 24k
IT 2N A AR K. MDRL [ 4R A5 = 4 P-gp J2 —
PSR AL 1, 10 254 40 I P9 1) — L 2 9 iz B A
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oAk, Kim et alX}35[E AMDRL ZH BT KL T 10
MR T REZ ST, P4 AMEFAXE, 6 4
SRR LB RAR,  FF ol T B Y R Y B
MDR1*1 JEPR AL/ E A BF rhodpe i W, HUOZ MDR1%2, il
—RERINAET 325, 124827 C1236T,
21 4MEF G2677T F1 26 4 E + C3435T, HA1 21408
F62677T 2R XK, Al gwmis s [ Ala893Ser
P, AN 2 A2 AN R R, AR Rk
HNSEEG R BN, 5 MDRIx1 FER R ELE:, 7e/Nimh 4l
Jf | 3 IA 1) MDR 12 5 R B4 5 1) P-gp ELA BE SR
iz ae )y, BRI P-gp KV H 40, HE
Bl v, ATk 33X 28 T AR 25 90 IR i . 3K el
MDR1 A% T R 22 25 1R 3 BCIR) P—gp 4 245900 A4 it P %
BRI MANEE I E T, Both S 5 R AT KT
B, ATLATRL S MDR 11 ZERI B LR, #%57 MDR1*2 2%
IR B HAIT T 2, A Gkt 250 .

RZHFHRkE T BRI )5 B (NAD (P)H: quinone
oxidoreductase, NQO1) X £ &M E kA4 B iE Gk
Ve A ZEASEME Y, Kolesar et al7ext 11/111
HHE /40 Al A A7 A R T R IR NQO T R TR 4k
T RISNPI A AE AL e 7 B B AR TR IR 25 4 B, ()
HF A A 7 R A7 SRR RN TS 7 THD , NQO 136 PR AL AR
B, 1M B 0T RE IR IT AR/ 0 i Y 25 ) et 1k A oK
% 1A AT 4 R 2 .

B Wi IR AT 254 b 5-9RUREE (5-Fu) 2% H
7y, HEllEKR B E RS VR TIRYT. Kawakani
et allfi5% T 158 Wi 20 40 i b P 3 DU & PR L IR il
(MTHFR) 5 FEA % Fr s WFSTER B MTHFR 7E TR
B A EEAE A, MTHFR 2ERIAL(C667T, Ala/
Val-type) 5 MTHFR ()35 PR3 DI AIDC, MTHFR BE 1K Y B
ATLUES T3 T 5-FUILST, ReiliE s T M Res
HATAN R IBIT IR R 787 S .

22 MG AR s AR A AR B IR R ) R R X
T VB R 1 2 2R O 1R Y ) — A2
Kk, B R OB TAMBIBUT B H KA
WP, QR ROT FIEMBE Y. FEXRRTIG 2
BORATAT AP VEAT 5 A0, e eg R0 IE B 4 2R T80T 1R
SNVEFEANF B 2 AR, 1 E AR R
FOP IR 7 N ) 2= etk 2 DA K2 HCk B TR R .
NI B U7 IS o = AR R R P I £ 4
b, RS ZANEA, TR B T4 4%
Y 40 IR Rk TS P ERIANTEL. Andreassenet
et alfR1E T A1BIAEE RTINS B H B T ILIRY)
BR AR HOT , R B3 BCAT 4 40 i AR R R )
SNPs:XRCC1 (515§ 399) . XRCQ (55 241) . APEX
(0T 148) . SOD2 (B HLF 16) #1 TGF-B1(-509,

TR 10 ARG T 25) , Ik IR T AN ) A
YR, AL TR RUNY L, TSR R &
VAR st RER SN A R At p e &
XRCC1 (551~ 399) KPR SOD2 (B A4 1~ 16) KA AL
L7 U5 S BN AP YEAL B AEAT 9K XRCCS B 1 241
B 5807 S BT SRR AT B 4 M 5K A
R TGR-B1 (B S 1-10) FE AU 50 7 U5 S B T £ 44k
KA R TCR-B1 (1 25) FER R 5180715 5 A B4
IS 5KAT IR IR RIS W B « IR LE R 22U
SHEURVE R LN R R SR B AR IS IR, L2 Mt A%
Fric A LA 7 R B AR T e P B0 7 TE
AL R AR E.

it JeE By R TR R A 7 A 0% A TR 5 i TR A A
HRZ STEXRRWBIH AT ES 2T, BTuis
FAFRIZE S WEROS G AR AN B AN A
AR STAR I AN 7] 45 R 3R A RIS 45 SRAFAE 43 05 [
TEEE, FEAEFTE N SNP #RA IR B L. WHBIR &
ERIYNATT AT R WA SNP, ik LA T
VI SNP AR AN — 8870 IECE T 478 38 2R A Y
SNP, 21 5 BUE 1 2 25 IR g i o A2 B2 R AR TR %
PR IK) SNP, - B S BUER F R ANE A2 i) SNP, - &
SEAYNB D) Sy SNP, B 5 B 3 B K 2y
VIO AR ¥ SNP, SNP KI5 H A — 20 AR DT i85 ol
ERENEE T SNP A, SRR I KR SO D Re T
SNP, JE 25t {2 A~ (AR I 27 BT T I ) 2 K Pk
fif. DI, H AT AN DURE BLA BT Sk 2 B A
R AR5 56 A R T S IR AR O B 2k
DR R s B (R A5 SNP B 1), TR I e Je A Rt 7y
P2k R BB B A (5 B2 Bk, Rl 2k SNP 2L
a5 AN O N F ARG S E. 29— A EUE R
e o, AT LARERIEE X2 B A 225 24
2 SR EE R AT & A Y2 Rt 5 25 B N DA
RIS XA B AL IR T . cDNA B
FIAT E i SNP FRIEBOARIEHE 140 DNA A RNA 5842
WIRGL i, MG AN AR R R ) A PG R T s
NRSE, WIS HATRIPTRELTT BT IR DL,

3 PELE—PENTMAMLESS

biE AR AR, JUHER S A A 5 2
LR Mg, g s “ AMide” AR
RERARREZ — MR, mHE2ABEEFE
AN B it “ AR B AR A T IR, F5E
E BT XA AR A 2 I R Y
g, AT BLBETE TR ST RN IR e A FUR R AR
FEAR EREmR. NEMAENE, FESTRS
ZRTU A, K ERNEE TR R AL ISR M
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JPVERIERE, DABHTRT . A= AR R R I 2 5k
G, TR RGAE R BIE T H A IE
ARG, W (EBEEIK). (TeE7) M 4k
BME) FETHWARL, (HER) FETHE
R H A HH 0 R AU BERPBOR K7 A AN A JE AN
i, TR AR ST N e B FE R B R TR
T RBRA JRE T m A it S LA S A S5 DR 2R BT 5 |
B, B AR T [ A L

B kia, RIAEMLRRIZEZ G, RIERRA
BSLIA ST TR . X T LB Ty SR B R U, AP iR A
LLECH Z 2. (H)E, V2 RWAZ LR B A il
R, FERAMEREA, &P BB AL AR A
A, ARMEFRE] A — AR RAST ik Rk, HAE
AR PRI A J IR B — W BRI BUIR DR 52 VR T
Jikt, RV, AR BARIEN, TR EIEk
BB IR ik D AR B 22 0 TR HHIE 1R V6.

B RV  , BEHFUE X R . TR — Fr
Wi, T EUREER . A FUR R NAPERIANR,
WIS AR RIAE. Bt LLIA Z57E 5 B RE AL | 45 & #
i, A B RtbEiG. Bl B X — P, ImR AT
B IR A FERL R P BELAY L B A 2 R A L
RUMXT RS, T T RARARRE. L, BRI AL
AT IR Sk RS R B AHIE T AR ANy
BB £, — SRR ST T

RAE “AAEERST 7 W ETE — T 2 a0 51k
THEMEY, CREERTHIRNETm, T2
TELE 25 22 0 R 7 AR AE R “ MAALER ST 7 31X
B R TR R, JRER BRI R T —
BATZARIPAZR, WHHERRAER. AEUT
B 25 IR N FE AR PP IR VA A R S IR A E R VP2
MITERE AN ILZ, 0 8 i &6 B R B B
GuE ik PERSETIE. EL R DTSR E.
R BE S PR ERAANREE R, NEER, 1l
2T RERERE. Sidh, IEERKZ RAMNEAJEE .
BLLO A i B S RL IR AT SR R (0 “UE 7, mLas bL 1
TG, ML “ 355 MR [ “IE” AR

AT BN i DA 4 A A R 5 B R T
UL P A — G5 M — A EAF - R &
FURA A M 4 — a7 IR, BARIEOmTE
REEE BB A A PR b, TF He R AR s ) 4
&, AL R R G AT, B i N2 iR R
I, EANAREAEIT R DIEE, A A RSN K R B
CREIR < AL TR MBKE) 2 IE M T BE 222 1 e
W, IR AR A RS REN % 5 AR
F FEDIREE SO BT S D B A A S, A SNP I8

SR LAE . SNP 5 AR AR BRI 5 B4t
2P S AR DTG, TR e E 2 R IE 1R
AR EZENE. B, BURAERIB R R
EEAER T — PRI A,

{ECE FATTRE 2 A LE = 2 AN K= 10 5 200
B “UE” BIPRT L E R R, R TR
MR e 255 R 27 0 5 SR T RO A 45 R
FHATANE &, GEO T EEER SN EUHE, Lie
ZREUER, HRGK . 2R RS EAT 50+ EE R
Z IR IRIBR AR, BAAAKIRER, A
RARIT —HFIERYA, T LAS BRI 7 T2 WAl 45
F SEPTEERTT R B,
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AR PCR B AR AF#AR, ALESHFE, &
REM, TEE, BT, mFRTEZGER Z
HA I K EIRAE T 44 (fluorescence resonance
energy transfer, FRET)RFE, X itH48 569 % X AFIEH
R4, @i PCR R A48 32 DNA 34T H) 48 2
M R AR ARIEAC I T PTAR R 6 R WA R,
B && & & TagMan, Molecular Beacon,
Scorpion, LightCycler, Single—labeled probe,
ResonSense, Angler VAR SAEIEAT 548 A H A A ot
FHARG B R RAF— 4R

KR ARG WL IIRGEERA; KIS PCR

HeeE, SHAE. KOS PCR IFIRANER. RN ZAE 200513
(5):596-599
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0 5l

1983 4E2E [H PE-Cetus A a] ¥ Mullis {8+ %P T PCR
FAR, T 1985 FEAFFRIE. 1987 FE P ARG T
ELHEPERB, FT 1993 FIRME T WKL, 1992
FHiguchi $2H T SZH PCR FBIAH. 1996 FE3E[E Ap-
plied Biosystems 72 &HF5Y H L %8 E & PCR #2
AR AZARAMYSZIL T PCR W EHEFIE B/ IR, 1M
HRHTER2WERN, A7 PCRGAME, #e T
54, B LM R [R5t PCRAY, %/ PCR &L F2 Al S2ER,
Hantt, BFEN 5, BAEE, B2 ESNE &5
BN, G T RRUEALARIHE N . s AR R 2,
IR, ZFEH, Rk, BUFEESUEE R THET N .

1 FRET [RIE

SEIN 20 POR HAR I ERTE TG 0 Bt 300
HEEHIORN IR S L SEBLRL IO £ AR 52 A,
L85 A S R0 92 0 3 9 4

(fluorescence resonance energy transfer,FRET)
W), =AU T (K 1) KO0 5 5
— RN T ARG ) WBUROGIEHESR N, ik
P T BERTICIRE TR, ARG TP
o P MG, X F O S B FRET. FRETER G K i A2 S
ARGy T (B PR B A G, — A 7-10 nm IR
R, BB BB AE K, FRET LG B0 55, 4 PCR
RN HFIEE, BRI ILREEHBIN IR, FOt
TREF I ROCRE A B A Y R 9OG R E 5 PCR =) ) # &
BXFN R FR, BRI 9605 5 AT A I gl v] LA SE BA
PCR 74} R HERF & .

2 WY PCRESFE

SEE SN PCR A — MR E B S, R Ct(E. 1R
FAEH (Cycle), THKBE (Threshold). Ct {H2HE
TN B N I FOEAE 5 Bk U I 1 (B IR AT 7 )
TEIR . — B PCR & MY RET 16 MEFR 58 645 S1F
HRIAIRME S, FOGHEENRERER 3-15 ME
TGS S bR 2210 10 15, BF5T R, &AM
BRI C t {5 2 AR PR RS 448 DL B A £ 1 O
R, A DU ZE, oD, I B AnR dREE TEL
FRUPRIE o T A . PRI, BRI R ANAE M )
C{E, BRI AT M ARHE Bk b TH 50 B 1% RE R i 4 DAL

3 Y PCREVETA

YR %t PCR Aar il 75 2241 5 48 PCR B LA B I A%
&Y, XTGBT 5 ARG GR
AR PR 5 Y PRSI T R T N 96 0 e LA
DU B T B S Bt PCR S N AR R B AR TR &, 22—
b A SR R T 35 3 B8 T 5 XU DNA 45 4 11k
AT G ekl B IR 5. YO-PROL YOYO, SYBR
Green IJ2SYBR Gold™. Al TR EES: & J5 K& H 5%
TGN EE 25 A G Rk TGRS 2 . X R T E AT
) 1] B Al AT T AN B 2 e e 1 P PCR ™= 4 AR JEL At X%
DNA, Wi5|¥) R4, B, FF3E7F PCR J5 BT 55 th
o, T B A R A 0 BB NS A T 2 L PCR
SRRSO T R G, AR R T R Rk o
FEBREFHIAR . M PEORIREN AT S bR 2
R AL TR R e hrid 1Y) DNA $R4%t. @
WE 5 PCR =PI RIERI 45 &, 75 PCR AR T mp X 7=
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YISEIRAE S SER . e RN RN WEH T2 EE
Forill. LR E PR S 5 PCR AN 5 48 (1 TagMan 43
TAENR) , H AT HET BBk 2 B A P R e ) —
TR 2 A 2 18] 1) BE B LR E A I JE Al . AR PR
PO AR N SEIN e B LR 7 7 N AN A, R
Jt PCR JIT F RS 7T LA 43 0 K28

3.1 TagMan 34t TaqMan fREME—B 57 imbric iR
HPOCER(R), 37 sbsiciBE K9CHER (Q) FIFE#
TR, HIpA 5B DNA i — B e & B A (1) 4R
SR (R) i FAM. TET. VIC. JOE. HEX. %
KNG TAMRA (Q) . Y44 EH B RAEAERS, BT
JEHIRBE BB R AR, RS2 BIQRIHF K. TEPCR
WHEEH, BT Taq DNABERI 5™ -3 AMIIEEIE PR
ER, EREM 5" P RGEDIN, MKT 5QMIEE
MAEFE YR E . 5 —F P4 Single Labeled
Probe Technology, 5 TagMan $2ARZEL. ANFEZ 4k
7T HEZ TR RA — 2R N ER, ZHEH
AT RCRE N S IM, iR id e BT R
WEI 57 Ui, 37 RimEA 2 MRFEAN G
BOXT, DACRUFERE A E . TEUF S PIRE T B &
Yk TG IR PR AL IR I 08, UEREHIR K
SR EANCA I, 75 DNA REFI 57 -37 4]
FERIERT , IREF B DI ER 2 S W) R B BRI PEOLE
5, ML B ) 5 4.

5511 ROEH Q
S I1™ \TT?( 5
5 ’
. 3
gl 2

BE1 TagMan™ S ARRE.

3.2 5FAEAR S FAE MBI Tyagi 1 Krammer $2 Hi.
T ERKAN TR, feas A4t B2 R RAL, i
AT A R () 2) . B 741 5 ¥EDNA JP 91 B AR, K418~
20 MEHTR. M KA 5T MEHTR, HGC S &
B SRR S S HANT A . 73 FAEVRE) 57
sbric R EER, 37 Imbrid dEKER. Yo T EAR
T B HUIREE, AREE M R im SR AT F 5 Q5T
PR, MAF IR, 7T En SIS,
B0 FAEFRIZAT B B IF . IR R ZEOCARERE K,
AR B, POt 4K 4 T X4 Coumar in—
DABCYL. EADNS-DABCYL. FAM-DABCYL. TET-DABCYL.
TAMRA-DABCYL. TexasRed-DABYCL &%, E I {24 T8
PP AR EHESF BRI ARE Anplifluor. Sunrise,
Amplisensor. Scorpion % Hrt Scorpion HA
N Z. B A TE S AR 37 sl ok iE 2

BB 3) . g & R RS PCR 7~
Y. G E R I EE R PCR 7= )75 18 KN T 23 1 9 2%
A, RREGRIR, WAEE 2 18 A A S et gk
REEHAE, Mk 2.

AR

R £R4t
Q

I
R Q

B2 DIEHRARE.

Ot
AR

(e

B 3 Scorpion IF{HRARE.

3.3 AEEAT EERE RO B A HEE, A
PEACRER I T KRR 57 AR IO IR A, 37 i
PIRAL, BRI 3" dRicEKEER] (K 4) . BT Rty
MRAFAENS, P2 BRI UR A 18, SO0 K. Bt
FIFFEIS, A AT 4R 22 a5k I BE AR BT A0 #E 45
. RlEt.

R
Q7 EEs
R

[TTTTTTT et

B4 NERHEARE

3.4 Je At HHANASRIIRE AR LD, ARTRE B
BAES BT, BB B ICH. BT =Facrtk
%ﬁ[nfw]‘

3.4.1 FAT / FAHE X IXMOT I A AR AR IR AR
B PICHARNRICHE — & BRET B, 55— AR AR AT
PRl — KB I9E 32 k701 (B5) . PARET I 5 HL
Fealtr b ai &, BEi& a1 s aeet RS 1-5 4
k. 4 PCRIR KB BUN, P 2 IREH I HRERAR 4 &
P2 RSN 2 (B B4 T FRETBE R 5678, ml LUK F 41t
TR IEIR LIRSS, AR DOEIRE PG R, A2 A 9¢
Y B 8] R] R 1 B N d A & B TETRIEE R 5-
10 BAE IR 9645 5 R EZ FF K 50%, {EAE[RLEE 15-25 T4,
FLAT BRI H 55
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D] [A FEE
[ [T T 1]

AR
ES5 Rt/ REHERRE

3.42 314 / AR B —&PARLT | — 4 AR
ICIRE R () 6) . bric 51 AT T PCR 731, BE 5149
37 U 3-6 ML T ARIE L B M T T8 e gkl
FIFRIC. 5 —4BRET I 37 smbm il AH B R % e ] T2
65 B AT . 7E R AT It A g o' i A AN
B2 AR NG I 7E A s B _LAREE 4-6 IR,

D

‘ PCR j=4j
A

Eo6 SI¥/ FREHBRKRE

3.4.3 G#ERIFEAH XA 7) KA S Hbric FERE.
TE 44T B AT LWL SR 29 6 i s B 99 .  7E4K
B 4478 B FAM 8¢ BODTPY-FL 7E #2310 G A% T R B ] B
FEHETE R P ERET AT LAAE 37 B 57 MARiC. 4R
BT bR IR 2 et S 5 48 DNA B G E 4. #
DNA EARIT (G 3 s i K IR (B — ML B S
[ G 2 e T LY.

PL B2 85, 57 dmbric & 37 i 4 20k
PR A LABH 1L 7E PCR AR IR R {75 3938 R 5 H I
I AT A FAM. FITC, 2440 3% A LC-RED640.
CY5. LC-RED705.

D
[TITT . .

E7 GEHERIRARE

3.5 FARIT I HIRAT 5 UGk N oA AR 28 A0 A
K, DNAHR AT AT BLR AR 96 AR B2 4. fi44mr LA
SYBR-GREEN I. SYBR-GOLD, *Z4&n]f] CY5 5 CY5. 5.
7EiR KB B, SYBR-GOLD DNA R A 745 & 27 A 45
Bt — WEHR DNA XURE e HLAE R 9tk FERER ERIsZ
IR A=A FRET VEF B2 4 = A58, H Rt O R N
FAEEH A ResonSense. Angler''™® ResonSense Ffl
Angler AHEMIARRITE THREFH 3 1T ResonSense
BREF IRy A BARRICIRET . Angler 2 — BN F 4l
—BAE RSNG| AE, T HE A Angler £

K] PCR 7= 4. 1B KBS T B F N ARA8,  HR%T B2
A4 e 0L 358 [ 5k 2 R0 N DN A SUUIE JE (1) 9 ' A 4 55 [
(G ¥l x A7) SYBR-GOLD AHAE FH 1 7= A2 % ).

B BL B S RGeS, — S IREF T Light -
UP. Cyclicons., LUX""Y L2 #%3. M H BT E P 4
IR R IR N G Sk G, Bl TagMan, 70§15
¥r, Scorpion VLR A2 EE N A N iz, 1EE 4
O IT RN 3RO T i PCR Byt F & b, fris
() FEZE TagMan . 7> F15 45 LA Z2 38 SR IX = Flid
K. Scorpionft —FHGHRL 2 TEks . hTH T/E
JRERY SRR TR, FibAEH BT
I zh F1 22 N3 R . ML B3R =R/ 4 PR 23T
PIHRET, Scorpion ZRATHERR, FEE A PUEASF
WPCR. HEH THA MM MEL LR &, MRS
o, & TH KN, B Xt TagMan $57 K f ok
WAEHRITH, Dmitri Proudinkov i iF K MNEE 3°
Ui R EER A, o] UK R SR 4R = 30 £ LA b A
— PR FAM PR ¢ Ya 4t Bl Alexa Fluor 488 f
EFRCN G BAE KM E N AT TagMan AR, wIf#
HRAGER DR

4 SEEYSE PCREZARBIRIFA

4.1 9% w2 T Wl RS 9T B 2GR WOEPCRIE &
JEEIM R, T LAMERfSE B 10° 2 10° /42 DB % TR
&, BAEBERIREEHNE™ . LLZIFAs, %
TI7C i Bt PH 1 ) 28 3 o o mT AR =A== 10°-10°
PR b, & WRIT ERR, R R AR D IF
ik, 4 B e VR RUG , 157 HFom 22 550 B (I AN .
ZHBHEEPUREW G, M PCR R NALEHME, &
FIPCRICES H e 5| HE , TR H P86 E =PCR
WU AT DA B4 330 ML 2 10— 1 0004 23 B0k, JE 1,
AL IR RN FigkitrdE. Bt 2T
HER T AN BT 5 . S AT B R & W R K AT
BRI S VT 2297 D A ER) ARG

42 RRHER TR EHFB® S SESNP) > AR
5305 A2 EH B R P s A8 5 R R A 9y g 2
I, DR A DG S PR A R M R A B B L R R
AR T AR E, — S IREM RS S AR L, T
—SNHERRE, SRR RIERT AT, A
PREF A FIOANRI I RO AR IC. W75 i e s 4,
WE R E e 2 ext, WA s, NEREF 587 4AR
SEAEIAT, PRSI IAR T M, AT B L e
P TR T R DR (0 5 AL N &2 A AT 0 BT

4.3 B Bk B e A Aeig bt ArbRE B DAL PR B 1 T
P R RIS A FLIR R A 2L C-erbB-2 3Rk FH 4
RA[IE 50% Zify, ph3 PHMERTE 50% Aidy, EnRIL
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R FE DRI LA R 38 DoRn 4 5% 7= 490 mRNA R85, 3X PR FR
AR AHT AT E I %' POR B 7 v B AT AN . ek 255 DA
e =2 LT LA WIEHE] C-erbB2. c-myc.
N-myc. K-ras. int2,N-ras.Mdm2., C—fas. K-sam. Met.
4.4 DNAF S A AR AR E D PEKER,
B- R ZEK. apob FEEF HA Z &M HAEAH
PP EEBEEREBER EZRM. XMERNMZE
PEANE & R E) 22 et O N H T AR SR
RARBE JIEEYNE. R A3 ] LA —18 3k
K — M. — KT EURE A AR R DNA
fear i, HRrHNHME O KRS, SEH
TG B Je B st A5 R o
4.5 2 F Begtem BEEICEDBORKI R R, %
TR B DB DNl B P ARTE. TR B
FrEAREEIEZ e, & BRIk T | %
BUMTAA R B BB, T TR T
A S DNA FF BRI PCR B v 2 N T8
wn PRI . H AT BRI R R P EY R B E BT
35S, #1EF NOS. i BrELFIFL K EPSPS Fnd AL K
CryTA(b) SR RE R sy, LA B A R = .
WILPCR BRBENLICK, RERE. MHT
2, RFHEARANM A . gk, 2Rt
TAEBE R T 986 PCR BB A SR B 58 )t PCR BT
ARSI, AT9% 0% PCR BiR1E 2] T3 —
Hh e, HAEIREERS BT R TR Z POt PCR
FiR. B ROGPCRECAR I AW R R A B (R A%
MEZEFEMF . Rk, BW2E. HditR. &
di s PROREETZ B A A5 B 5E vz B HETT A
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Abstract

AIM: To investigate the influence of oral cavity and gas-
trointestinal tract environment on the biological behavior
of recombinant Bacillus Calmette-Guerin (rBCG) that ex-
presses with allergen Der p2 after oral inoculation.

METHODS: Four groups of 6 to 8 week old Balb/c mice
were vaccinated orally with 100 pL of 10° CFU with natu-
ral BCG or three kinds of rBCGs. The BCG CFU was
counted in several tissue (oral pharyngeal lymphoid tis-
sues (OLT), gut associated lymphoid tissues (GALT),
spleen, lung and liver) and feces from the inoculated Balb/
¢ mice at different time after inoculation. The DNA and
MRNA of Der p2 gene in various tissue were identified by
PCR and RT-PCR, respectively.

RESULTS: All three kinds of r BCGs were observed in mu-
cosal-associated lymphoid tissues, indicating that they could
penetrate the mucosa of oral cavity and gastrointestinal tract.
The Der p2 gene was expressed by rBCG in above tissues.

CONCLUSION: It is suggested that the oral cavity and
gastrointestinal tract environment does not interrupt rBCG
expressed Der p2 from inducing immune response after
oral inoculation.

Key Words: Oral cavity, Gastrointestinal tract; Der P2-
rBCG; Biological behavior
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HAY: WL 2 kA AUR KB (Der p2) £20(BCG @
"B B W8 FRIEAT Der p2—rBCG 47 4 69 vy

Hik: AH A BCG A4, 4F Balb/c R 2 IRAEFE
Z AP R(pik, JLAEFRL ) &K Der p2 49 rBCG1 X
10°CFU, #4:5 d, itRRENE£EE, oBKE
$HL(OLT) HALE A £ #2022 (GALT) VA BT BE
MR Ao iR BCG #9409 8 400 PCR Ao H A R T—
PCR =M Z % rBCG # AN B 2045 % ¢ Der p2 A A
FE K.

R =P BCG ¥ 7Tt o ffe § Hia 460, Sk AZE
JEARE MR E LR L7 AR 42 P 84 rBCG 1348 3k HL AT
HawagsrR AR, FESHKREOAR P EREIRES.

B3 BCG RIS 00 B LSRR BCG A4
A A R4 R IR A 8 R

KE2ia: LA & iE; Der p2-1BCG; EMEITH

SER, IR, 2EH, ¥, OIABBEAREN Der p2-rBCG {TAHY
FI0. HRENEIHYE 2005;13(5):600-603
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75 Balb/c /N U= A i U AR S A 1) Th AR 3N
St A R B iR AL AR, 4 SR PR AN L B
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MUV TFIRREITT -, WA RN E R A d
210, DRI S 22 B BE AR K s T IR v BCG B B o v
FEVFZ T EA IR BTk, BATRA D RGEE %
% Der p2-rBCG T Balb/c /MR, T8I A I 1A 74 40
TE AN [F) B AL AR G L UM ML AR v BCG 3L
&, LI rBCG 7E &AL 3RIL Der p2 TEM, LA
PEAN TTIE 5 i 38 PR 855 X6 Der p2-rBCG AT 4 R RE .

1 HRIFSE

1.1 ## BCG D2-PB302S F 10 Bk (Pasteur 1173 J8)
FH 2R DU 22 = oK 2 BE Al ER s AR V) O = AR AT b B
(SEC) . JwRERL(CW) A1 Py B (IC) Der p2 E4H BCG
VEH Iz SPF Z2MEME 6-8 F#S BALB/c /iR 32 A,
&R D22 e K22 sEaesh o2, o 4 41, s fe
FERTREEK, IRHERA 4T 100 pL(x10"CFU/L) A
100 mL/L H Rk mI My . B BTN M4 753 = Fh 7
. F Ak Der p2 [ rBCG F1 BCG K REERN, BEJSHL T
30 g/L NaHCO; 50 uL, L5 d. 43 5U#H BCG 8 rBCG
T200 mL 7THI (£ ADC) T 37CHF2E 4 = 1. 240U,
LKA A 288, Akt e 2. B E e R
YETE A 100 mL/L HymBEs 2 I, ARYE AT E 1 40
BB, AR RO S AEE FR Y A 100 mL/L H
MR LOPCFU/L. il TRIRGIE )G 2, 14, 28 N
56 d ALFE/NER, JOBE 23 BB H /N R R L 20 2
(OLT, AL4E T AT R R4 R 2 45 A B0k e 45)
WAL A S AL (GALT, QIFIREIREG. WA
JEAR L 4E) o BRAE . XURAFRRE, — 364 BT 4
FRAE, AR T EENELE S, REEMN
NAEBEK S ml/g. 513 5% AL

1.2 % oM THXRGEEL, 6, 8, 10, 14,
28 56 dWEKHNRIEME, H2 g/LILELM
30 g/L NaOH Ab¥E, FAH 20 mL/L HC1 1, 14 470 g
BE, FAFELEK T 000 pL #EEUIIE, HL 200 pL
VAT T THLL BEJE~FAR. RILRPART 37T°CHE 97 18 d
JEUFHUBCG 1) CFU. S BUAI A 23 200 pL, ¥RAR T
THI1 BEE M. T 37°CH5%% 18 d J& 1% BCG [ CFU.
¥ BRI ST AR E) OLT, GALT FIR AT 235 K )
W2 4y, ZRSCHRAT Trizol RNA $REUER/ETER
T4 5 DNA R mRNA. BT 75 5 DNA F RNase V1L ; LLAT 1S
mRNA VEARH, 4% AMV-RTase $8, LLOligodTi K
FIPHAT e 3. 2 B Taq M0 B L SE DNAT iz B 7
YIANBENG, H Der p2 WIF &R M 5144T PCR, RiEx
R HBactinfENS . W1 15 g/LE 5 Mk
FVK, R CFERA (10 mg/L) . RT-PCR ALk BB H
Dual wavelength Flying spot Scanner CS 9000%!Y
HZEHERN(SEAR, BHA) J#E T HHEN =

Py G5 Der p2 F B-actin DNA RYZGRE, HH
D/BZtt.

2 BER

2.1 £48 fotBLnF BCG @it S4/NR D RG %
Ja Uk BRI aE /e300 T R B, 5k G 5 18 3 i 0, [
JEITFE T B, FHES (R RE K8 BCG B ik, =F
WG 14 d FHDRIEMEHBCGIH K (R D). Lk
BOG it & =Ff rBCG LLIE T T AN FEEM AR, —J7 1
ViRV AL PR BCG (AR AN K o — 7 T4
ANy AT B B S S A R AT A B T )
BCG Y rBCG, XHEA Al B BCG 5% rBCG 5 4k 1 1) %
AU BARH, R A TH A TE S O v . /N R H
BB A J5 TR H BV AT AE 22 Fh 2] 23 K i 2 BCG 2K rBCG,
14 dikmg, FEEJTAR TR, 256 daMkeEd:. Mg,
Ff AT R ) A AN S BCG 2% rBCG (58 2) . 3X 6 AH VY
RGN AT I3RS T BCG 8% rBCG Sz il ¥ E H.

=1 RENEZEEED BCG ITEI(*X10*CFU)

Derp2-rBCG

Day BCG

SEC cw IC
1 2.36+0.78 315+1.32 2.67+0.83 4.03+1.56
6 511.33+131.25 752.41+237.34 681.53+178.43 558.76+145.91
8 37.23x£27.95 1.61+£42.15 79.13 +55.59 77.44£37.53
10 6.66 +5.89 7.97 +6.05 8.63+5.72 5.51+5.38
14 0 0 0 0
28 0 0 0 0
56 0 0 0 0

2.2 Der p2 LA S 2047 84 & ik LA —FEE 41 BCG
¥ 14 d /MR OLT, GALT Frhf iy DNA Bt H
Der p2 BJIFRI75 94T PCR, ¥HHI1F 2] T4 390 bp
) Der p2 ZEKF (1), UAATEXLEA N & F
Der p2 FEEIMK BCG, RI#%Ff BCG ¥Re 7 REIR LAz,
BENTUME — LTS AR DGR R 2 b ah, 5 R B AN T

B OR=#bE2EBCG %52 14 d /5 BALB/c /\F8 OLT. GALT K141 rBCG
INEERBIETE. 1: Marker; DBIRA 2 1 3: rBCG-SEC 48 OLT F GALT,
4% 5: rBCG-CW 42 OLTF GALT, 6 #17: rBCG-IC 48 OLT ] GALT #I DNA
JIEIREFE Der p2 51417 PCR 1813529 390 bp B3 Der p2 ER.
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M rBCG-SEC rBCG-CW rBCG-IC

OLT GLT Spleen OLT GLT Spleen OLT GLT Spleen

2 000
1 000
750 * o

N — — e e e —

250
100

B2 OR=HELEBCG %14 d /5 BALB/c /NGR OLT. GALT FIHAE
484000 rBCG ANBEERBZRIL. M: Marker; D3ILL rBCG-SEC 4B, rBCG-
CW 480 rBCG-IC 48/\E8.2Z OLT. GALT FISAEAT RNA JOtE4R 42 A RT-
PCR, 13183# 390 bp HY Der p2 EEF] 540 bp #Y B-actin ERA.

MEH Ry ¥ Der p2 R, H—PRRER
BCG g A RE el MAT IR RIS T J R4, B2
WAeSRENER. RWEAY = Fhk =428
(OLT, GALT FUJEAE) B mRNA, £ RT-PCR 041448
F|Der p2 W (K 2), A5 Der p2 I BCG 7E
FAL A T AP IRAS, HMEHE RS E HuA7 76 T BCG
A, IF BRERERIA, 1K T 75 S /MR T R e = PR )
o N 2 R E E. rBCGTE A A 2 AMEIE R ) Rk
HAHAR (K 3), —Jm5 rBC6 fE &AL h &
BAK, B AEAR MR A2 B 5%k RS AE A
%) 558 P A AN ).

3 e

BCG EA AR, RigHhibE%4e. &
RERE N Z —, RETES TR k% LT
Z A0 AR 2 EAL. 1990 ALK, B WAMF 2 %%
RO, LLBCG E A & AL I B A s 7, B AT
5 2 DR S VRGN AT T 40 B A6 N =040 ek, S

&2 RELELRD BCG iHEI<10°CFU)

O SEC
uCwW
0.4 0 1c
0.3
0.2
0.1
0
OoLT GLT SPLEEN

B3 RE rBCG HEHARELRDH] Der p2 RIXES LSRN Der p2 1
B-actin RT-PCR =¥ =E2LL.

AT LA S EURs SRR A 8 2 A e . AR AR
IR H B, rBCG Bk & RO ISP M A I T I 2 22

AT a7 A UR B A Msvasr . B
KB 5 R e wBiia & 7 e sy, e T4 AR
RS RS BEAE SRAT TSR A A A SR E AL BCGH A
BEM, BFURIL, KM ip #HMEABEHER (Der
p2)-rBCG AT B BN Der p2 31 Th2 &, #27R
rBCG 7E It B A i By v 7 T B A B K P RN E.
Ak, #RZHEMATTRHANER T2 H
HAH (FRBK. . . BFIRS) , X hkE
BTG SR RENE AN, ANHEXERNA
ROBITIRAL T B2 (a8, SRT, 20 SCAF B BLR
FLTR AR B2 B RE IR, AT AR 4 0 5 P 3R A5 1Y) e T AR
PR, AN EEEHEARMNAR K
N, 28Rk G i sk e, T BCG 781 S0 s 7 1
PR s R A B AR PR, W = A e
SHE DRI PR R M G 52 00 TH LI R IR

OLT GALT Lung Spleen Liver
BCG 2 10.35 + 3.01 9.52 + 2.13 476 + 1.38 8.07 £ 2.19 3.58 + 0.77
14 74.25 + 8.75 85.39 + 14.76 63.45 + 8.59 95.86 + 15.73 43.18 £ 5.43
28 32.12 £ 6.33 29.54 + 9.36 5.85 + 2.39 42.49 = 10.27 12.34 £ 4.26
56 0 0 0 0 0
rBCG-SEC 2 13.26 £ 2.43 8.87 + 1.95 6.48 + 1.92 11.23 + 3.53 577 £ 1.12
14 94.16 + 12.35 71.67 £ 11.22 49.37 + 6.58 93.46 + 10.13 53.39 + 9.84
28 26.92 + 4.65 33.23 £ 8.19 8.35 + 3.27 34.91 + 8.94 10.16 £ 3.75
56 0 0 0 0 0
rBCG-CW 2 8.52 + 2.84 10.36 £ 2.17 7.35 + 2.61 9.42 + 3.13 5.93 + 1.09
14 76.18 + 9.64 83.57 + 11.63 57.39 + 6.95 86.49 + 11.92 46.34 + 4.53
28 36.65 + 8.74 28.18 + 7.83 9.69 + 3.12 44.67 + 13.85 9.64 + 3.78
56 0 0 0 0 0
rBCG-IC 2 6.95 + 2.67 7.56 £ 1.43 5.15 + 1.62 6.56 + 1.38 5.18 £ 1.07
14 73.16 + 8.37 81.66 + 10.34 54.39 + 6.26 81.32 + 12.62 47.52 + 4.61
28 26.25 + 4.83 25.44 + 6.51 7.68 + 2.42 37.33 £ 9.18 10.54 £ 3.16
56 0 0 0 0 0
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B G e R, AT X A O AN S G v kB G
(HIV) @A mpmafe AN Xk, DOREARE,
BCG A= 5 iy — S8 P (TR . M e JiE R & ) AL
i o AT A G, FIRPT AN DR 2R G 15 IR R I ) o
fif. EEHEEE, AR R AE R S 2 T LA
P A E AT AEY (PPD) 31 KR & 728 A& RN
(DTH) , AT B G0 /> B 53 4 5 | P N B B 27, A
WFFERE : = vBCG Yy A 1 WA AN B il 2, 3t
ABEEMRHR AL, HEEa SR AT/
R L U 25 T35 HH 1K TBCG 7548 BE RF Sl 1k H BT 5
Hr BT AMEE DR, AT 2 (AL RF A FD S 33 TR BN A 54
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Abstract

AIM: To study the expression of ghrelin mRNA in gastric
tissue of weaning piglets, to investigate the correlation
between relative gastric growth and fundus expression of
ghrelin mRNA in weanling piglets, and to study the role of
endogenous somatostatins.

METHODS: Eighteen litters of newborn piglets were di-
vided randomly to control and treatment groups. From
12 days of age, piglets in treatment group were fed with
starter diet supplemented with 120 mg cysteamine to
deplete endogenous somatostatin (SS). Piglets were
weaned on the 35" day of age (d35) in both groups. 6
piglets from each group were slaughtered on d28, d35,
d36.5, d38, d42 and d45, respectively. A semi-quantita-
tive RT-PCR was applied to detect the level of ghrelin
MRNA in gastric fundus and antrum with 18S rRNA as
an internal standard.

RESULTS: Ghrelin mRNA was detected in both fundus
and antrum, which was more abundant in fundus than in
antrum. Ghrelin mRNA expression in fundus exhibited a

trend of increase from d38 to d45, reaching a peak on
d45. Cysteamine significantly increased the level of ghrelin
MRNA expression on d35, d36.5 and d38.

CONCLUSION: Ghrelinis involved in the regulation of gas-
tric growth, and endogenous somatostatin downregulates
ghrelin expression.

Key Words: Ghrelin; Somatostatins; Piglets; Gastric tissue
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BHHY: FF AT B ET /6 B 2040 ghrelin 2k B & ik fo H
sEH AL EFRTGH A, Blarst kA KirE
AR AT T 5.

Frik: LRI AT 18 8, MLy A Ll fest
W, G 12 dA, sHRBAsREILEH, £ha
AR R AR Fohe 120 me FREME, AFEIR R IRMEA K
Ik, WIAATEI T35 d Wi 4. 43 T 28, 35, 36.5, 38,
42 f2 45 d AR IR 2 B 2R Ao 3T PRALIT 3 &6 2k, 7,
HREE EfREFREE RAF E5E, A RT-PCR
Jrik, VAISS IRNAMERAR, T EHHF kA B F LR
% ohrelin mRINA %9 3 & .

ZER: ¥ R ghrelin mMRNA# FEA 25T H £ F &
ghrelin mRINA 7K-F 4 35 fo 36.5 d &K, LGB #7HE
#m.45 d ghrelin mRNA K-F £ %% F 35, 36.5F238d
(P<0.05); ¥ BLiz 42 21 B J& ghrelin mRINA &5, 9
35, 36.5 4738 d B X35 2R ghrelin mRINA R ix 8.5 5 T
2 BB 48.(P<0.05).

Z538: Ghrelin # AR MBIEA T RAR, AF H
A%, AW Ghrelin 5§ 498 St s 8 5 A A Eth
% R PIRME A R I T #p ) B Jkghrelin mRNAR KA.

KE1a: ghrelin EF; £ RKME; (75 BHS

MOUE, 8, TI5, K&, XUT. MIDBIDISEBALRD ghrelin £X
FINRARM IR OVER. BRENHNE 2005;13(5):604-607
http://www.wjgnet.com/1009-3079/13/604.asp
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0515

AK# (ghrelin) /& 1999 I —F & A 28 2
FERRTRFLI 22 K, At =2 B EH B R LA — it 5 A 40
ST IEAESK, YRR U i (RTA) L R
e AL oy T AW 22 T i AR R Bt
ghrelin R HAZRMAT T —EA 57, &IN ghrelin 1]
DA 3t 5 1R 2 A S i 0.

WHERE, Bk ERE, BRI LERE
SEUPEIREREZRK 2 —", 4 ghrelin 27
5B R B AR E S AT AT
B IEIK — o) AL, o 4 0 2000 BT 4% B U AT 0 T R
ghrelin BEFRIAKBIALNA T T, mMie5HRT
173 B 20k ghrelin F5 R Rk BT 57 i R ILHRE.
ARKANE (SS) WR M7= 4 T B IR IX KK Y IR,
& H R W BRI, A LA S 2 wh i 7 S
2 B il IR E R W ). e (cysteamine,
CS) BEREIR SS - BEE BR AL IE 1 —hit e, 1 SS AW
TR R, 2RI (Cysteamine, CS) AN
BRI PR KRR . B A+ e SS-14 1
TR i PER A A YE, X SS mRNA A
T ] PR s T R BRI s AL SE R R B,
SS G RNV Al L 5 ghrelin S MY 41 M AR M, %
Jk 5SS T PR M ghrelin MRS, HE4 K0t
Jig 2 75 0] BE S W WT AT 4 B AL 4 ghrelin ZE R R R
K2 XA EE A AR ARSI R IE . Sk, R
TR AN 5E B RT-PCR J79%, WERAT R W Rl /5 B
WL F ghrelin [ FRIA & G AR 10 AT B %)
ghrelin mRNA 3215 KA.

1 #RR0SE

1.1 ##F REESKEF (MMLY) . DNA R4 (Tag) . RNA
B (RNase inhibitor), & B Promega 2y &) ;
18S (N #4R), T B AmbionRNA 2y &]. PCR ¥ (Gene Amp
PCR system 9600 %) 3% [E Perkins Elmer 2\ &)
TN VKRR i 585 (1D Electrophoresis
Documentation and analysis System 120) 43 [H
Kodak 2 &) 7= f.

1.2 Frk KEHL 2 80 3 IR IRIE =i thg 18 3k, 41
W S BERL A R IR A R0 R #5953 . S0 AR, A1 04
H HMILAK, 125 R8T . A5 12 dJTF
LRIAME A LR SEI AT B AR AR D 120 mg
el AR 38T 35 d g, 43T 28, 35, 36.5,
38, 42045 dFEALIERON R AR TS 4 A0 %% 6 3k,
o, WHCREBERME ZMEAN, BERAE
%, —T0°CHWIHRAE. XHRRMERIN—Hh—3 1 —
SVEER I RN SR A 2R RNA. TSNy e E

T 5E B RNA YR FF (260 nm) , 38 oL 20 1 3 IR ot e
FE MK R ES B RNA B9 R =. FIRENLS Y Random hexamer
primer X BT A AL N 1 RNA BEAT RT, 3R15 &FE 5 RNA f)
¢DNA(RT product).RT N MAEFA 25 uL, B4%52 ug
& RNA, 20 U RNA BRI, 100 U MMLV J 4% 51,
5 pL 5xRT buffer (£250 mmol/L Tris-HC1 pH 8.3,
375 mmol/L KC1, 15 mmol/L MgCl,, 50 mmol/L
DTT), 0.4 mmol/L dNTP, 4 umol/L FENLT|¥. &
I RNA 45, dINTP FIBENLE14, 75°C&ZMES wmin,
SERITBAEVK BV HD, PRI AAR] 37°C RV 60 min,
95°CK#ES5 min. ghrelin 5|¥R#E GenBank
(AF308930) 12 A%% preproghrelin mRNA {4541
Wit EWsIFA 457 ~TCCTCATGGCAGACTTGG-
37, P SIFEF R 5" ~TGGTCTCAGGGACAATCAC-
3 HKIEEEY TIEAR A, T PCR =YK E
29326 bp. KA 18S rRNAYE AR, FHAHREHE (fr
TRE 5 25 LU )R &) 23 BIXE PCR R 45 11 1 27 Pl 5%
PLK B FIZE R 5100 18S IR LB S8k 1T oAk, Sk
AT e Y AR AR TE A [tk ¢ 8] RT 0 PCR 2K 28 1)
Z 5. PCR S NARRR 25 pL, &4 (RT ~4) 2 L,
0.5 U Taq DNA 4§, 5 puL 10xPCR Buffer (&
50 mmol/L Tris-HC1 pH9.0, 100 mmol/L NaCl,
1.0 mmol/L DTT, 0.1 mmol/L EDTA, 500 mL/L
glycerol, 10g/L Triton X-100), 0.2 mmol/L
dNTP, 1.0-2.0 mmol/L MgCly, 0.7 pmol/L HI¥
BT, 1.0-2.2 pL 18S rRNA PI#%. PCR 4748 4 £
M 94 CHIAMES min; 94°CAPES0 s, 55 CEME30 s,
72°CIEM 40 s, 25 NN 72 CHEM 10 min. 25
MEIRE, 18 s A H BFIFEH ) PCR = # 3 f4e pE 9
WG A RAE 2 IREE, A ddH0 FIRNA #
i 23 AR RT P2V E X RE, DA 36 2 15 A A R R0 2
[R#H DNA V5 %%, Bl 20 uL PCR P=#7E 20 g/L I3 fig
PR LK, EB B A Kodak 1D G T R 4
SIVTARTT R, ARYE H WA ghrelin FIPI AR 18S
PCR F=#R K BE L, # 8 FE ff ghrelin mRNA ik
AR & &

Gl ab B A BUE FPIE AR ROR. SR
SPSS 11. 0 Gil#k kgl 7= 5 B PR ie R kT
FEA t f 3o A BN 77 22 7047 (one way ANOVA, LSD).

2 BER

TP ¥E7EWT 3 J5 B AR T B R R T m s, 38 d
LIRTE KA BB AZEE, 12 dEEKR R
o, 45 dEAE S, A EEHE ST
28, 35H/136.5 dFEH AN R SXTRAML, HAR
NI R ) B AR R R R AR B R (BT
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HRE MG 20062831658 &E13% £418

(g/kg)

=l WAL

28 35 36.5 38 42 45
Age/d

B1 SEEDaIEBENRELI, °P<0.05, <P<0.05.

18S
Ghrelin

B2 Wi SEEEEAT ghrelin mRNA B98I, 1-3 BK.4-6 S5

M:DNA D FFHEEHRIC.

1 23 456 7 8 9 101112 M

18S
Ghrelin

B 3 SEEIDEIEERERELR ghrelin mRNA B9 RT-PCR B3XE. 1-6: 3¢
BB4H 28-45 d;7-12: {3840 28-45 d; M: DNA marker PUCI9.

2.1 B 4bJ% ohrelin mRNA £i% Ghrelin 7EAT5E B K
WS SR A, HBKEE Ghrelin mRNA [
FRPE S TEHERIE (K 2).

2.2 Ghrelin mRINA % #9 % F P AR F- e fic 49 1F 7
{3 K ghrelin mRNA RIATEWT 935 2 F B3,
W5 35 F1 36. 5 d 4T 48 B JEE ghrelin mRNA AHX}
FERM, WEZH LA, 45 d K ghrelin mRNA
FEEEE T35, 36. 5138 d(/X0.05). 5t H4AM
e, B IEpE g 7 B K ghrelin mRNA [F4H
STERE, H7E35, 36. 5138 dif i & K ghrelin
nRNA AR B & TR (B3, 4).

2.3 BoyAAs R TS B RS AL ghrelin mRNA
R R IEWA R B AN R E TS BIKA
Hghrelin nRNAFRIE & B AR AH M 73 47 3R B
(E5), BRMHNRELHEBKAN ghrelin
mRNA RIE R B YL EHSIEME, HRKREN
R = 0.424(/0.01).

3 e
Ghrelin & — 3 & R0 3k AR K38 3 B0 B 3

rRNA

Ghrelin mRNA/18s

28 35 36.5 38 42 45
Age/d

B 4 ZEMIDBIGSEMD ghrelin mRNA BIFRIK, °P<0.05, <P<0.05.

BRE/ FRE
(g/kg)
o N D a

L L L L
0.2 0.4 0.6 0.8 1.0 1.2
Ghrelin mRNA /18S mRNA

o

E5 SHENRESKIDBISSE B ahrelin mRNA ZRIAMXDHT.

Ik, ERBRAASF, b= E WA W
Syl am I gy k. s KR ghrelin N AR v B 2
RERUE, RILTIHAMLEE A ghrelinf
T N AN A . B RT - PCR J7vkiEW,
ghrelin mRNA J"3Z 7040 T NAERI S A0, E
By AN BEL IR BRI Sl gt
MAFFURIE T &I, HETKT ghrelin IR 2
ERENFRR S b, T 05 45 5 2 W 9547 4 i At
FUR . TATLAB W50 /5 A6 A SEBe X 4, 35 - RT-
PCRT7 ¥ M ghrelin MY 73 A7 T B K MATR X &b IR, T
HWrmTEs, HE2N ghrelin mRNA EFHE
T BEL, XHEnghrelin 0655 B 20 W1
TR BB S e W KR, ghrelin MY AT T8
MR IX 8, T AT EEM s
Kojima et al'™RMIATHIITHEIES, Rik
ghrelin mRNAFKSH MR ER 73 AT T B HEWATR I I 200350 2
JEH. AT S R 5L B4 AR — 3L
HAT % T Ghrelin X B MAK M BER B R
HRRER D, HHRKRZEDT ghrelin X BRI
WG s s 7 . KT ghrelin XM B A
ZUR B AR R ok WA ST RGE . AT IS RT-
PCRIT VARSI B4 Wi 5 67 5 B I & i ghrelin mRNA
R IE B AR R OB B4 #, H ghrelin mRNA f)
KB PR E A R A B SE IEAR G
Ghrlein 7£ 8 WiEEA M notilin FRUKI{EEE B HE
EH. shscse 8o, SMEPER) ghrelin o] BLME S
PR o WA RS IR Bl . I G 2 A0 TN RO S vk R IR
76K BB 1 ghrelin G B 40 M Bl A5 5 08 1) A2 AT



MO, . BDEISEEEAHL0 ohrelin ERRIA RAURIE EITRSER 607

RAEZMN, BHEEBSKERET, MHEHAKMEZ,
IR [ ghrelin B W™ Date er al'** (2001)
TR, ghrelin M AEH TR fHEE R G
By, A% T/ W= N ES ghrelin, 7
AN R RO B S TR i, R A DI el
TFRIFE MG, BEBHIT ghrelin SIS B R oA 2.
25K iv ghrelin o] 5| A EHCBVE R S R 74 1
Z, Bk, HHEmk™ . Trudel et al"*if
1B /PR SEE F ghrelin #1 Des[G1n(14) ] ghrelin AJ{E
HEM N HET, HEBERETRIG51E W E
BH, TR AP RF A motilin BUALE RAT
. Sibilia et al"Ri# ghrelin HAG iz P AR S
FRBAE . AR AT b, AEH] ghrelin nJ A AR5
RS R S 57, HENEMR X THEREEk
FAREE Mk ERIZNEE, ghrelin FnlBEmk
H—PARET FE. UL EFREEREH, Ghrelin
NERAEKND R AEEZERNRTEM. A
Dornonville de la Cour et al"® (2004) %tk KIS Le
FFUERH, ghrelin X} &R oA A (2 3k s ik
YER, (EE BN = N ghrelin v{EF B HEAS. W]
W HATR T ghrelin X & MR BIVE A AALE 73 8,
X5 ghrelin FALIEFIE, SA@EULIHNE
BRI WA TR K. TR, BN AKIIRRIE S
FIAFHE T BT T B R - D TEFRA TR Fu 85 R,
Wi AT ghrelin mRNA FOSERAHUIE AL 355 i
Hh GH AT 44 GH mRNA FeIAAH—3; 17 H. ghrelin RIAHK)
KRB AR HEAFR I E A KR mRNA ik
FasEE (R A E) , $2or ghrelin 7] BE B 428k A EEAE
THEAHAL, ANEMEKNER®R W, XWUFHT
Ghrelin 5B MEEMIEE R EABEVINKER.
Ghrelin & BOR 7352 BV 2 I BT, T
2, WPEMESS B2 Y ghrelin BERIRARIET? &
TR W fickesm IR SS, RIWT 104 B KA
ghrelin mRNA FRJZRAF= 2 B T0 R4 7270 SR
BT, GLP-1, Gastrin, Insulin, Somastostain Fll
GIPZ4R%} H Ghrelin (¥ /i BAPTEA, HdrSSxt
ghrelin 7 WARIR A EBZ G, SRIMBTI T 24+
TEANEYES S WFEH, W{Es TAMNERAEKMES
ghrelin 75 5 () GH 73wt 50 73 BELT ; #8 FIG SS mI PG
KU ghrelin BIMEEE™ . K B S e 240 SE B 36
B, SS 4k K NAN AL ghrelin Gy S M40 ALk Rzl ™.
AIFFERAZTR N UEE SS L E A H0H] ghrelin mRNASR
EER, MRS A T — 2P 5.
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Abstract

AIM: To compare the effects of emodin and berberine on
the gastrointestinal motility of type 2 diabetic rats and to
investigate their mechanisms.

METHODS: Seventy-two male Wistar rats were randomly
divided into six groups, i.e., control, model, emodin,
berberine, emodin plus berberine, and cisapride groups.
Murine type 2 diabetes model was induced by intravenous
injection of a small dose of streptozotocin plus high fat high
caloric laboratory chow. The rats were treated with emodin,
berberine, emodin puls berberine, or cisapride for 10 weeks.
10% mixed fluid of Arabic gum and charcoal powder was
given to the animals by lavage to measure the gastrointes-
tinal propulsive index before sacrifice. The blood glucose
and serum triglycerides (TG), total cholesterol (TC), high
density lipoprotein-cholesterol (HDL-C) were determined by
biochemical methods. Plasma and tissue levels of sub-
stance P (SP), somatostatin (SS), vasoactive intestinal
polypetide (VIP) were determined using radioimmunoassay.

RESULTS: In the mice treated with emodin, berberine, or

emodin puls berberine, blood glucose (8.87+1.3, 7.9+£1.2,
7.7+1.3), serum TG (0.57+0.39, 0.61+0.22, 0.59+0.27) and
TC (1.79+£0.58, 1.85+0.42, 1.70+0.62) were significantly
lower than those in model group (10.3+1.7, 1.47+0.45,
2.18+0.17 for glucose, TG and TC, respectively, P<0.05
or P<0.01). The murine gastrointestinal propulsive index
in model group was decreased remarkably as compared
with normal group (52.3+7.9 vs 60.7+12.5, P<0.01), while
those in emodin and emodin puls berberine groups were
significantly elevated in comparison with model group
(63.449.9, 62.7+5.7 vs 52.3+7.9, P<0.01). In contrast, the
index in berberine group was even lower than that in model
group (46.5+8.7, P<0.05). Compared with normal group,
plasma and intestine levels of SS and VIP (SS:18.7+6.5,
47.8+14.8,VIP: 26.5+6.5, 28.8+12.3) in model group were
significantly raised (P<0.01), while plasma SP (35.6%6.5)
was decreased and tissue SP (70.6+20.7) was increased
significantly (P<0.01). In comparison with model group,
plasma and intestine levels of SS and VIP (SS:15.5+3.6,
14.645.6; VIP:26.5+6.5, 28.8+12.3) in emodin and emodin
puls berberine groups were significantly reduced (P<0.01),
but plasma SP levels in both groups were significantly
increased (44.2+5.9, 45.2+6.6, P<0.01).

CONCLUSION: Berberine inhibits, while emodin promotes
the gastrointestinal motility in type 2 diabetic rats. The
combined application of both drugs not only reduces blood
glucose and adjusts lipid profile, but also improves the
gastrointestinal motility. The enhacement of the gas-
trointestinal motility by emodin might be partially explained
by its rectification of the aberrant expression of gastrointes-
tinal hormones.

Key Words: Emodin; Berberine; Gastrointestinal motility;
Type 2 diabetes
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iRl F. ARmENEERY 2 BUBERB AR B8V
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2H. VAN B IR E T K (STZ) 3 S 15 HHE 5 X R
DARBEFBAEY FoRdkEE, EEEA. KE
Tk A BIWANEF TSI 10 wk. e
FA100 g/LiE MR B IT B0 MR A% E F AN KR
8 B ARk 35 20 (GPI): & A S A L B - Hod = B
(TG). BIEEB(TC). &FEMRES — I2E B HDL-
C), HAM L FRMKR LR EREKIrE
(SS). B EEMA(VIP). P HR(SP) A F.

GEER: khFm., HEEANBKRE L ogEAme
AE®.87 £ 1.3, 7.9 £ 1.2, 7.7 £ 1.3). fF TG
(0.57 + 0.39, 0.61 +0.22, 0.59 + 0.27). TC(1.79 +
0.58, 1.85 + 0.42, 1.70 £ 0.62) ¥ BKAER 28 (5 A A
103 + 1.7, 1.47 + 0.45, 2.18 + 0.17) B Z F K (P<0.05
FHP<0.01). AWM E EF M F et is R B I %
1&(52.3 £ 7.9 vs 60.7 £ 12.5, P<0.01), KR¥HKZ4HAe
KFF Rk Z 0 E iE kR R AR 5
63.4 +99, 627 £ 57 w523 £ 7.9, P<0.01), ik
FF WAt AR Z M R T (465 + 8.7, P<0.05).
AR e R Ao R 242 SS(18.7 + 6.5, 47.8 £ 14.8), VIP
(40.8 £ 11.4, 284 T 13K EFHREHAZH, PSP
(35.6 £ 6.5) B FHEAK, ZHZLSP(70.6 + 20.7) R &5
(P<0.01):m K& FH AR KF F & H 40 SS(15.5 +
3.6, 14.6 £ 5.6), VIP(26.5 + 6.5, 28.8 + 123)& R
20(18.7 + 6.5, 40.8 + 11.4) B FHBAK(P<0.01), R
SP(44.2 £ 5.9, 452 + 6.6)%. % LI, AL SP(57.6 £
12.6, 60.5 + 12.8) %2 F & (P<0.01).

it HE AR 2BBEARRRGE M, mRk
FEN RS HF W3 A1, =3 A0 T I 3 e e e
PR, MREFHERGRE T BEHGER. KEE
AR O BSR4 B M AR F AR, FFT AR ATk 2
R kIR KRB BEh A e L 2 —.

XEE: KER BER B, 2 BERR

B YR, 82, mE, THE. AeENEERN 2 BERAA RS
a0, TRENBIAYE 2005;13(5):608-611
http://www.wjgnet.com/1009-3079/13/608.asp
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¥R I% B 54k (diabetic gastroparesis) UL g IhgeE
FHLRWE A DL P AORE, 70 0 TR Fos
Ik 75%, B LAE s AR A
H AT, XA a7 EZE LR &, v »], £
VTR (TR . L RED S R, PRI R
PRI B FLFF RAETE I IR S R 50 77 T2 BUE TR K
HERE, PR N R 28 N BRI LA 2 58 e B 3R ke
B PR S PR AR I A RIS R 2 se e ot
PR SRR, AR G B 2 A /K BAT “ HERREUHT, 18
FAKE, WA E, A" (AL KD &A1

7 LAEEXS B AT 2 B0 PRI R B0 SE R A 5T O
SR AR K B B R . KRS LA
PR B0 MR TR 20 0 BT B K5 T 2 BB PR
R USRI — 2B 5T B R0 K B B R sh S 5%
Me, ) I E B R AR KRR (SS) L i
Fa ik (VIP) o P #J5 (SP) FE M AN U RIE T O
AR H AL

1 HRIFSE

1.1 A A8 & g Wistar KR 72 H, i 200+
20 g, WA AR R KS RGF I 2 B SE e s A 0.
FEMRVE TR 2R (STZ) Wy B 36 1H Si gma 28 = 5 MR E 43 &
IRACH WA A A 4RSS, SP, VIP UM S ik
&AL R AR A F R opE . iR iR
FIG WL AR B A H A TR A A= KR A
1 84%, T MIERA AR LA AT
RN EVAE T R O A T IR 2 ) A

1.2 Fsk BENLEE 10 FUKRAEN EH 4 (NOR) , H
AR BILL30 mg/kg FE iv 0.01 mmoL/L IR
SEIPVRICHIN) STZ ¥, JFAE 1 wk IS4 T &k e
BE ARl (F K RO @ AR - g AR R
o= 63:20:30 4 2EIEIE).2 wkE&O
PR A b i B 06 (OGTT) OB i 2 57 K 53 A bl
Lo AR (MOD) « REm# 4 (EMO) . HiEHRA
(BER) . FIEZ I AFTHEA (BE) . TH¥P LRI (CTS).
BZALLPBS 5 mL/kg HEE ; KEENHIK S g/L iR
B, HERIHI 20 g/LBEE, FIERENK
HRBAERIEGT 8 ¢ KEFEI 20 g FEREH,
oy A FIRCHIR 3 g/ L IREIR. [HI91% 5 g/l 2R
B. KR ATEE R 12 h. KEALSERT 30 min AEH
100 g/L ¥ETERFA 100 g/ L Falh {1146 12 P Ve AR i e
(10 mL/kg). LA 30 g/L [LELELZ4% (2 ml/kg) ip HREE,
WK R RBEI, Pl Tl BRI R
BT K, RIEAR A il s .

By R A o B e T RE LI WLEE S (em)
KEE iR = X00%
1AL E N R PE S (em)

M2 B BKECM 4wl yE N BUHT 25 40 A0 B 6 SR af
&, 2 000 r/min B> 15 min, RSB MAE, L
e E B A AR A3 AR WU R i =R R R R RN
FEEAREA. HESIFKEUL 6 L, EAKE 100 g/L
EDTA-Na, 90 pL DL K&HMIKEE 25 MU B — IR IRE
1 500 r/min 3RS0 15 min, BUMKEAEET —20°C
UKFERATATIN. WA 23065 A B i 25 BRI« BYHOK R
Bl 152 cn b —B, £40.3 g, MIEESG
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*®1 KEShHEHEEH, MFEFMAISKIE(meantSD, mmol/L)

yapss| n GPI(%) TG TC HDL-C FBG

BER 12 465 + 8.7° 0.61 + 0.22¢ 1.85 + 0.42° 1.46 + 0.23° 7.90 = 1.2¢
EMO 10 63.4 + 9.9° 0.57 + 0.39° 1.79 =+ 0.58° 1.45 + 0.37° 8.87 + 1.3°
B&E 10 62.7 + 5.7° 0.59 + 0.27¢ 1.70 = 0.62° 1.51 + 0.41° 7.70 + 1.3¢
CIS 11 65.7 + 7.3° 1.39 + 0.33 2.14 £ 0.74 1.07 + 0.32 9.59 + 1.5
MOD 10 523 +7.9 1.47 + 0.45° 2.18 + 0.17° 1.09 + 0.37 103 = 1.7
NOR 10 60.7 £ 12.5 0.49 + 0.23 1.62 + 0.23 1.48 % 0.14° 6.20 = 0.7¢

°P<0.01 vs IFFE4H;°P<0.05, *P<0.01 vs B EUZH.

ST RIFENAE I B AR B SR K R 4R 3 min, TN
1 mol/L VKEERR 1.5 ml T 4°CHIEAIN, #E 1 h,
PR 1 moL/L NaOH 1.5 mL ##1, 3 000 r/min{iE
B30 min, B LM T —20°C KA AE M.
yH B R 52 M 41 S [ P, SSAIVIP &5 .

Biit2e b IE T U F A SPSS10. 0 By AL,
VB %L F meantSD 755, ZH 1A LSRR A ek . B3
PEAKF R 7X0. 05.

2 ER

2.1 Bmistdes HEFHLE, BEAHKXRE

HEFEFE 3 B 35 TR AT (X0. 01) . 8% A FEFRELI i
BEET BRI (/X0.01). KERERHA. KEZNFHE
FA. WP LRAYEE S THIRYA (X0.01). K#
FU . KEZENFERYN 5V 0 R4 %4 8] b
TREER. (1)

2.2 SdEfe b figK-F BERAURRMPE. (7 16, TC
YR E B2 T (X0.01), Ty HDL-C M &2
# T (KO.01) , ULIAREREIETLE B, s RA
MRFFRA . KEF AL RN RMPE, 16, TC,
HDL-C 4B 21 (5 3 2ie s (X0, 05 B X0. 01). (K 1)
23 B F AR SEFHRE, BEAUHKK
M FRAL SS. VIP KPR T & (£<0.01),
M2 SPAC 225 B AR (0. 01) . B RA K& B W

&2 KEMEEAFHELRSS, SP A VIPKFE(meantSD, ng/q)

PR EBEUALR LN EZER. KERA. KRR
FHERA. WP HAA R RN IZALSS, SP AP
RRABLAA LA 22 AT S 1 (X0, 01). (3R 2)

3 e

KEHpRWEHLEE IS, WeSsih
S EERRE, EM. RIS AH R gE RS, R
FT-T6%. B A R B D e AL R I AN 4
G, 5E TSR, mImeERImEE . S5
BERKHE. WHEEHKMERE —Exig P g
i Bz 5l 32 9 7 T YT, B el 2 AR G AN AR
. Bl —HWHEFETER, KR hK
Ap EBEA AR (1) 38 MR PR LAY 49 306 B X
VEF 718 ILAN BAR R 32 4 5 (2) 28 Bk B pi e B ol
S0 LA E s . ke A R miEmE RS
(ENS) M EEA 4y, hEEWIEEMAE. JB5
FRRREphes, MEBESMRTYEEESENER. &
K ENS $5 3 B0 AT PRI R SP, 1T f 32 B K
PR TR VIP, SS. SS RSB H E HeS, S0ihig e
HE=S . 045 Rz 4 R P e 2 R B R B P s . FHTSSHER
KEEAEE R, SSMHEEARMENEHENS
MEEsh=, HAE AR E AR T SS 22 44k4t,
] e s id st B /R FIE RN T A4 SS Ik
E I 22 S i R 2 WA LA B P B T .

SP SS vIP
A3l n
Mm% 7450 Mm% 7450 Mm% 7450

BER 12 36.4+87 68.7+15.4 187+35 476+87 356+68 2.87+1.66
EMO 10 442+59° 57.6+12.6° 15.5+3.6° 385=10.6" 265+65° 231+142°
B&E 10 452+6.6° 60.5=12.8" 146 56" 40.81+97° 288+123" 229154
cIs 1 443456 55.4+15.7° 154 +32° 425+10.4° 38.3+15.6 274174
MOD 10 35.6+6.5° 70.6+20.7° 187+65 478+ 14.8° 40.8+11.4° 284+134°
NOR 10 487 +87 54.9+12.4 123+53 35979 205+15.6 1.97+1.13

°P<0.01vsIERAR; °P<0.05, *P<0.01 vsiERIZA.
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M SP Xt i & —F XIS, fEAERN
T, AR AT CAAECE W I L, TR G
A I AT CA SN B . KR AT - RAT LS R IR
g5, MIPOEE I Y. VIP R B g 2 I
R, I R VR R IR L TR AR E A R B
HREFNHIE s S, X B AT Bk i & B R
P P B TR RE B 75 2 1 i | T 4 2 A AR A

B0 A I e 25 0 T8 PR sl A L 14 B I 3 ) v
W LA AT S OB EE /. AT &5 SRR, mERMK
TR Y68 D PR 2 AURE PR K R E TG, TC /K,
$ERHDL-CACT ; Horp 0 H I B EAE F L TR &
T TR | oA % I e b b R AL 4 A R
FEVEE (0. 01) . TE S A3 IR 7T, EiER
PHIRERE KR E s, X4 R B
DA S0 o oK SR &l KRR 4G LS. TR R 3
RE BF 2 O W PR K B e T Re R, B
FEESHE AT L RATHEES. —#H A5
7568 2 25 4 ol PR X SR B I e Fe 2. e, K
ZEULR BoR, IR K RIS R 2L SS, VIP /K
FEE BT, MM SP AKFRETR, AL SP
KT R LT, XS E P AMEA 8T K E
BE 2 2 H2 mORE R K R SR I SP /K, BRI 2 R
o H 25861 SS AN VIP 7K. IX ] g /2 K 78 25 oo s R
KRB B e D RERGR P LE 2 —. SEE T =
)7 SR TFRTE -9

B2, REFMBEIE R0 LA S BRI 2 BUp
PRI N RMUFE RN T MG, KR 25 REA A 0 R
KB B Th BEIEAS. F0E R APE RIE K RS i s B
FOHIERA, T AR WA B IR 1R oA 2
=, WBEHRTY B B s s AmEIfE . RS
B AT 2 RURE R K BUE sl R i T B AL S
HAy B P 22 2 e AN [R) I 5V A %
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Abstract

AIM: To investigate the replication and mobilization of bone
marrow (BM) cells in support of liver regeneration, and the
alteration of hepatic oval cell markers in the regenerated liver.

METHODS: In the Sprague—Dawley (SD) rats receiving 2/3
partial hepatectomy (PHx) with or without 2-acetylamin-
ofluorene (2AAF) treatment, CD34*, CD45* BM cells were
measured by flow cytometry. The changes in cell markers
of hemopoietic stem cells, hepatic oval cells and hepato-
cytes in the regenerated liver were determined by fluores-
cence immunohistochemistry at the indicated time points
after PHx.

RESULTS: The numbers of CD34* and CD45* BM cells
were increased in both PHx (2-6 d) and PHx+2AAF (2-4 d)
rats. CD34 and CD45 co-expressing cells were observed
in the regenerated liver sections, which was significantly
increased after 2AAF treatment. In the PHx+2AAF rats,
the cell markers co-expressed with CD34 exhibited dy-
namic changes: Thyl.lappeared first, followed by AFP,
vimentin, CK19, and Alb; while Thy1.1, Alb, and CK19 dis-
appeared earlier than AFP and vimentin.

CONCLUSION: CD34+, CD45+ BM cells replicate during
the liver regeneration in rats. The changes of the cell mark-
ers co-expressed with CD34 reflect the in vivo develop-
ment of hepatic oval cells.

Key Words: Hematopoietic stem cells; Hepatic oval cells;
Partial hepatectomy; Liver regeneration.

Pan XB, Liu F, Wang SX, Cong X, Fei R, Chen HS, Gao Y, Wei L.
Changes of bone marrow cells and cell markers in regenerated liver
after partial hepatectomy in rats. Shijie Huaren Xiaohua Zazhi 2005;
13(5):612-616

il B

B AR R BRSO R R EFEASRPAS
BHAFHmeey £ 53 R LFTIERATRE, A
T T 9 [ 48 L (hepatic oval cells, HOQC)ZEAK K 4m JiLArn
AR R AAR.

Fik: SD(Sprague—Dawley) X £, 81 R, KA 4 3 4:
2/3 - IFPrFR 28 (partial hepatectomy, PHx). 2/3 3F
Stk e 2— TEER A % (2—acetylaminofluorene,
2AAF) TR AL P2 40 (PHx+2AAF) R AR F K20, #4054 9 )
(n = 3), ¥ TARKE1, 2, 4, 6, 8, 12, 16,
20, 24 dRE K RF B a0 LR B A BT 4025 R A percoll 55
JEAR R4 B R R an P 6 A e, ST R AR e
SR AK M AP P CD34+, CD45+ tn vk ;
KR R ER BRI R BARSATBAT AR, 3R Rk
R R LA Je A B A 2R L0 P S5 CD34 3R ik 81
ik dn T an B HFIP IR 4 B BT g MY L B AR A
Thyl.1, CD45, CK19, vimentin, AFP, Alb.

ZEE: EPHx AP, AX @A 4R BT RXAE
B/ m P CD34+ & CD45+ b ERE 2, 4,
6 d 55 2t B ARAR KL HE 2 (581 4 2.774 + 0.166 vs 1.903 +
0.044, P=0.016<0.05:3.164 * 0.056 vs 1.862 + 0.057,
P = 0.002<0.01;2.708 + 0.160 vs 1.897 * 0.149, P =
0.032<0.05), %% % AMBAF R E 2R FEFELE
TH 4 dRIY B CD34, CD45 RE@mib, 124k
Mot R KGR WY 4 AT E M AR PHX+2AAF A
AR 2w AU 22 B R CD34+ & CD45+ T ARG 2,
4 d 5 2t RBARAR KL HE 2 (5 A A 2.472 + 0.141 vs 1.903 +
0.044, P=0.020<0.05:2.985 *+ 0.120 vs 1.862 + 0.057,
P =0.008<0.01), ®ARFBLENFLEELTLAEAL
AFang 5 CD34 &k 89308 Thyl 1, CK19, Alb,
AFP, vimentin ¥ 5 AKX EL . EHFEEH EALR
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P, Thyl.l 258, ST E AFP, vimentin,
CK19, 1 Alb 5254 i AR E M6 a2, W Thyl 1,
Alb, CK19 s&-F-if %, FiJ5 AFP, vimentin KA& .

B KRALZMEIFReTIF AR P 5688
CD34+ 5 CD45+ a3 A %, BAMHAL TS
CD343F 3k 3R 09 3h 578 & 7T 48 R W iT 97 IR 4w LR
K A ey i Tt AR

REEIE: G MLT20P; RTEREIZEAE; B0 FO0ER; RFRE A A

EEA, NUE, TS, B, B, BRI, Sk F8R. ARFIERAIRS
HRIFSIHER SERMBIRIZ Y. BRENHATE 2005;13(5):612-616
http://www.wjgnet.com/1009-3079/13/612.asp

0 5l

BEAE A 9 FHE I P9 A T G A0 AR U T8 B8 1) 3 1T R
gr, I HE RO T 40 M 5T R B G SR YR 1 T
A0 B AT LA a) HE B 0 EL A 40 P an O R A e . PR
BEan . T4 I B I P B A R s 1 oAk T, OF
BTN A B B R0 o R 2 T e — 2 10 3
B (B B i 9t s 4 A 5 VT A R U
40 1 BF AR BT S “ otk RO BRI g AR,
Ng et al't NITFRSAERE A 5T 2 6 40 A 70 AT I
HH PR 46 DR T 3 73 A R TR TR, A 1. 6% 11 i G >R UK
41 B SR h T AR R 4 4k, TiDahlke et al'iRIETE
KBRS AU R o A /D 5B e SR D P 41 o 7 A
LA 23 A Y DRk JEL S0 O e A et AR R I T e
B SCNR. HA A DA A 2L Y IR AR S E
R ATRE RA EEAEA, TR, DR
AT RESH I A G e B BT A S P E BA
JH-40 B 73 A e T4 i, AR R e 1 O 6 i
A AT B O R, SR TB R RN e A
PR A A R R 2 KA P A 4l kB
FEAEA R AR B 50T B B8 40 A 5 A AR A2 v) e

TERIBCR, FATRA T KM PHx & PHx/2AAF #7!,
52 - BT 7 A4 2o B 8 i i 40 B A X T 2 AR 4k,
DL P A= A 21 b — L AR DG 4 B b i P P 3 AR

1 $ERGE

1.1 #4F Percol 1% BA T 8,00/ (PharmaciaA#]) ,
2AAF (Sigma A ), Wi 9 Jehric g : PE-
PLCD34 (/N RUE), FITC-PLCD45 (/b K PE), PE-
PR 1gG, FITC- /bl TgG(Sigma A A . #it
CD45, PLThyl. 1(BD %)), PLAFP(Santa Cruze
N, PLALb(ICN AF]), $rvimentin, $HLCK19
(Biogenex AH]), L EHUABIRE /MR, FICT-$iL
/N IgG(Santa Cruze A ®]), PE-$7CD34 (LL¢k
JE, Sigma A#E]). WA 4085 H{ (FACSCalibur,

BD A, D)t BeE (AX80TF, Olympus 24 )). SD
KRB sER sy hofeft, 410 wkih, HE
200-250 g, SPFZ%. BEALS A 341 :PHx 41, PHx+2AAF
HERBFERA, FHH R PNH (0 = 3). PHx R: K
SABIZER 12 h, LEHRABREE. ¥ Higgins et al
B 71 R e D1 F L RRER, &5 40 IF DIBR I Ao v
Jormt, PR R4 70%. PHx+2AAF 20, KEARRT 1 wk
BL20 mg/ (kg +d) 2AAF EE, TAR5 PHx AAH[A,
RIGAELL 20 mg/ (kg «d) 2AAFJEE 1 wk. A
Ao R I o S B il 2% o D i 5 | R A
WA R, TATRABFARA/E X . g KR
fFIOFER G, e TS mESN 1 ok, AT
FRBKEUM 1 mL, AN FEUIRR. PR A s scie iy T
B 8: 30-10: 30 7EJC R SK % 5 56 ik

1.2 Fik

1.2.1 mRampesndr 0 DI G AN R B 8] SR
R Z AN BRI, AR E, BRI 2R, 158
BY5. 18 SEHEANREE BN, A PBS 5 mLyfyEAR
BN, LL100 pum fERFLIR . 200 r/min 005 min,
FF 3E, HPBS 5 mL EEa. B0 3 K. B4 E
W5 mLEE T 570 g/L Percoll (B M1 073 g/L) %
EEEW 10 nL FE, 400 r/min, 4°CEL 30 min,
HCHR () BN Z 40 R 2 . PBS YRR 5 T HE B 40 B 3ok
Ix10°/ & BAEA 2 &, WEEMA FITC- $it CD45,
PE-$TCD34 455 PLIEICE 4 CIFE 30 min. X FE 0
TRPUE PE- P/ IgG, FITC-Hi/h i Ig6 % 5 pL
BEOLE 4°CHE A 30 min. JIAY PBS 200 WL @008 3
K, UBREZRAREGEPUE, A1 ol X 40 M
SEW 4 CIRAE, by i 75 47 {3l 52 CD34, CD45
K RH A 40 A v 5 0 B g (T 1) .

A 10*
10°
102

FL2-H

10!

. .
10° 10' 10* 10° 10°
FL1-H

100 {— 5 Z;.
10° 10' 10 10°® 10*
CDA45FITC

B S5 TR CD34, CD45 PRMEMmBERTOWE, A: 10
ToRTKIINIR; B: B LSRR CD34, CD45 XUPEMELMIE.
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R TDFREEMHES ™MZAIEH CD34+, CD45+ WIRINOT
ER(meantSD, %)

t/d PHx PHx+2AAF control

1 1.767 + 0.164 1.966 + 0.203 1.749 + 0.112
2 2.774 + 0.166° 2472 + 0.141° 1.903 + 0.044
4 3.164 + 0.056" 2.985 + 0.120° 1.862 + 0.057
6 2.708 + 0.160° 2.073 + 0.167 1.897 + 0.149
8 2.078 + 0.287 1.476 + 0.088 1.720 + 0.109
12 1.584 + 0.092 1576 + 0.136 1.647 + 0.161
16 1.884 + 0.120 1.634 + 0.061 1.759 + 0.109
20 1.768 + 0.074 1.985 + 0.191 1.715 + 0.121
24 1.792 + 0.098 1.533 + 0.133 1.653 + 0.057

°P<0.05, PP<0.01.

1.2.2 %98 W3 ea A3 ARJE AN AR SRR &
BEIR N BRI, VIR IT PRI, TTERIKIRE, BY
W HE A PO B SN R s ER K, EVEYA PBS50 ml
CAPPSEAE A F2 40 i i v 4t . DJBOFE I ZE 23 (/N2
5 mmx5 mmx3 mm) EEE A E, HHBIH K
PIA (4-5 pm), WNEIREE, RT)5E 4CHRIT. R
AL FFA 2] BA PBS S5 5 min X 2 %, 0
PBS 1 :20 #BE I —Hu [RGB P 50 pL 2%
H 20 min, JIIESFFE—PT (F—PUMBEE BT Thyl. 1
1:100, $T-AFP1:100, $ivimentin 1 :200,
FLCK19 1:200, HLALb 1:10, HLCD45 1:100)50 L,
37°CH%E 60 min. PBSYE2 min X 3 k. i1 FITC- i/
ff TG (1:100)50 pL 37°CHEHE 30 min. PBS ¥£2 min X
3 K. VLB F ¥ PE- 3. CD34 (1 100) 50 uL 37°CH¥
B30 minE 4, PBSYL2 min X 3WK. HH, THE
48 (Olympus AXS8O0TF) WL, PE- 47 CD34 5 Hifth FITC
RGBT R 5 4 B oA A S a5, tnfER—
A XU RAA N B N . AT &-D) ) i HE
gett, LIYDRE ST A F T 50 5 40 e 7 A AR

"2 PHx+2AAF e AR E REER

—¢—PHx ¢
—8— PHx+2AAF ¢

—a— NI
2.5

Percentage(%)

1.5+

1 2 4 6 8 12
t/d

B2 ARZIOFIRERRNELREES TMZMIET CD34, CD45
MRt 4RIREE L HhLk.

2 ER

2.1 Brmiaa X owe R WAL RRA
SPSS11. 0 G il22 3 Mk fF, %} PHx 2, PHx+2AAF 4145
1] S B0 5 ) B AR S SR A T T A5, 7X0. 05
HEEMWZERAKT (R D). A, BAITKAH Excel 8
PR S B R 0k 2R 1, LWL B L B A& 4k
(K 2).

22 B RMpA R {E PHx 2 PHx+2AAF 41 FRAE
JHEA 23, HE Jeta 35 n] DK stk 2 40 fuizie (] 34).
7F PHx 41X BE WL /b8 CD34+, CD45+ 40 i (& 3B) , {H
71 PHx+2AAF 20 CD34 55 CD45 35 235 B9 40 A Ky A X PHx
W%, LA THELEFD (B 3C), JF7ES d
AL vimentin BHPESN ISR N Rk & N, ERTES
A1 (B 3D) . 7EAN A A S5 B ] ik T R 21 55 CD34 3%
TR IHABPUR (2, B 3E-F). (BT AR FAE A2
R At 5 CD34 B HoAth 4 S AL i 4 .

3 1he

TE T MER A G B PR AE IR N FE A, AT BEAEAE 3N E IR
) £ P 85 A s 1 - R AT 40 AR, TR/ FEL AR L e
BE YR AT 40 i ; AN R AP B AR A R 2 5 BN ]
P00 388 A s L BRATSR A T PHx B RS PHx + 2AAF

t/d CD34+CD45 CD34+Thy1.1 CD34+AFP CD34+CK19 CD34+Vim CD34+Alb
ABC ABC ABC ABC ABC ABC
1 - - - - - -
2 - - - -+ - - - - - - - - - - - - -
4 -+ + -+ + -+ - -+ - -+ - - - -
6 + 4+ - + 4+ -+ + -+ + -+ + -+ -
8 -+ - ++ - ++ + ++ + ++ + ++ -
12 - - - -+ - + 4+ - -+ + + 4+ - -+ -
16 - - - - - - -+ - - - - -+ - - - -
20 - - - - - - - - - - - - -+ - - - -
24 -- - -- - -- - -- - -- - -- -

A, B, CIEEA 3 RARNEMONRERN AL NERDER, + NARRSNEIA, - ATERIE . Vim 7 vimentin.
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B3 AERWHENESESE ABEFELHEPHX4E, 2 d, x 400). B: CD34, CDA5 XPHMMIEEAEDTHTITE, HEWR/D(PHxE, 4 d,
x 1000). C: {I@&LRIMB AR MR CD34 EiEY:, BI&EiL) CD34 5 CK45 XPAMEMIE(PHx+2AAF 42, &4 d, x 400). D: FITC- #1 vimentin
FRIELRIE, S ASEEEEMIE, vimentin ERERRBASTZLIRHES(PHx+2AAF4E, 8 d, x 1000). E: PE- 37 CD34 5 FITC- 47, AFP SPETEL

[, TRCD34 NIRIRFE(IPHX+2AAF4H, 8 d, x 400), AFP NIERAE. F: O®EILIE CK19FEM:, CD34 [EMMIE, I NXPEMEA
FE(PHx+2AAF 4B, 12 d, x 400).

BEAL, PHx AR UL PR AL RS HUEE RS, 1M
2AAF T 01 T 440 M 085 2 5 0 6 0 s . & R
B, 76 PHx BRI, MUIBRIE 2 d, & #ET Y CD34+
5 CD45+ M AKFRIE &, T4 daEXRME, it
JE T, T8 d5XHATEEMZE . 75 PHx+2AAF
BRI RS BRI EE R, HTARE2 d, 4 d/f
A, (HHEEL PR PHx 4%, TARE6 d
ExacEEEZRGEL, E2). BHEt CD34,
CD45 XPHMEAN i = 2038 M 4H \ T4, Hophs
= ARG, RORTE S E BN, HREE
T I 4 A7 AE A 3 AR K AT REIE RS R R . K RRAET0%
FIFEDIRR G, 10 d AEEASEREATRE, HAZE
A e 22 i A0 M P 5 A 22 £ A SR IR T it
TR ER AL A, R EED e —,
T JFE B () S0 AR 2ok R TR K S 1 A G A i 2R A A
78 BAEFFA S HE e n] LA KR RIEMN N,
SR AN R (B 34) , X T e S IR A 2L
FAAA O, JE G4 B F0AR L 0 ) SR T B e 1f SR 4%
AT B 4 e 1T 2R 4 B PR 38 A A AT R AT A4 Y R )
A, [ A0 LR AR 2L 41 P — ol i 0, E EL AR A [
JFF O ) JE Atk 40 A a4 A, SR b R 40 A P 2 4 L
JH- B[R 40 ff 2344, FATT e 7 e — AR . ¥ 2 hm) A
78 PHx+2AAF 20 rp i B 36 I &0 Ji ) 7 e R P AR T B
PHx 41, Ml el N0, HENRGAE X WAH

. 2AAF X% 1 CD34+, CD45+ 40 fufr) 4y SR INE — &8
FRAMAEIE F S B 2AAR 2H B 6~ X o 40 g 5B 1) A M
B SFEERK? WAFE— PR,

KR PHx+2AAF S22 BB F I T B (5 40 i 7= A A
T, M PHx+2AAF 4 () e A2 22 45 vimentin,
CD34, CK19, AFPZE5[[E 40 MiArEYIHIRIE, UFH
FATTIYFH eAsE R B D . 7E PHx+2AAF 20 G 8 X581
AR T, BT CD34 2 s il 4 B A B IR
ML EIbRE, FERATRA T CD34 fE A X E
SEMPUERRREY, LR ER R A bR i S AR 5 . 7
HAtprladr, €D45 5 Thyl. 1 4 M40 fuds,
Thyl.1, AFP, vimentin, CK19 %% 5[5 40 futs &
Y. CK19 5 AL1b W) 43 51 0 AR AR b 52 5 1T 40 fa A
B TENT PR A R A TRATTTE R 82 A 1148 IX J) A mT
W H /> ) CD34 J CDA5 [ A, 7E PHx+2AAF 41 LY
P PHx BB A% (K 3B, C), XEBEBEfie
pE MM TT e 25 2 T FFIE R AR 2, (H i Tk
Z BN, BT — P IFsE. 75 PHx+2AAF
20 P A A 2R A 1 e s A AR I 5 SR R mT AR R F)
CLUF 4 i bs S A (GR 2) < AR B B R o,
Thyl. 1 55 BB, BE/JS ATk H AFP, vimentin, CK19,
M AL B TERR S YR R 72, W Thyl. 1,
Alb, CK19 2k, /5 AFP, vimentin B2 Ak
. B 3F 5L G BT o 24N CK19 41 g e G P
VI 1A A CD34 R B 35 3R L L 7Y fe e T 40
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bR DR, FeAT 145 SR K SR P AR 4 b 25 4
e ] P 5022 T 6 S 1 T oK B O [0 440 JH R A P A= 2
RS FEPRAVEN NI, S5EAMOESNL
B A SR 5T 8 AR R4 A R A A Y CD34
A GAEOH A0 e Bt Ak, SRR
Alb, CK19 %5 p 2040 i S R/ b 17 40 g T 3R Gk e ]
M. Thyl. 1, CD45 5 CD34 325 ffik i 40 M A%
H, HERME AN ShREAULEHESCDLS,
CD344M i [ AH Y. 385 = mT e 4R 7 B 1 I 40 Ji = 3h 3 ;)
FEIT A 2 I LI T P AR I R A S F

MBTREAN, fERTRER A R, MR £ M
MO IR T I B 28 B Ae, 1 TNFa, HGF, TGFa, IGF-
I, EGF & IL-6 %% i HCF 2RSS 1 h B &I,
—HHNT72 hEFEE FE A B R IHGE X A4S s 77
) F 4 A B S OIS DNA & il 5 40 i 0 44 L, (BT
LS R IHGE X 2 I8, BRal s 4:4b, i6F
AN MRS 5 R AR A . T PR AR P AR sRE, EGP Ay £ F
Rk i 20 25V R S gl T 4 4 it ey g A B T T
6 Xf AN R AN L B A AN R e 40 B Ak, 4 i
IS BIBAL A A AGE R, TL-6 R A BT
AN M AR AR RE A BT, BT R AR I R X S R R A
TR P AU T B 2 0 e L 3 A ) SR R

JH P AR sk A2 A i JRE AT F: B SDF-1 AP, B
A5 0T ST MMP-9 BTG M, I S8R 25 w2 1k CXCR4 F¥)
FIE F SDF—1 A S 3 ofin 40 B 1) B IRV 48, T 7E AT
HA075 T = i HGE A (8 A 4 g S8 Ak A2 B, CXCR4 B
% SDF-1 41 F: 1) CD34+ H HE4H L%, A T4
BRL T 200 (K W [ /E . BRI HGF, SDF-1, MMP-9 %536 ik
Tt o] UL A S BE Y CD34+ 4 it ik it 40 B Az T
S RE A E N T UL B FRAEBE. B,
BATTHI T &5 F s e 7 K SO B9 [ 40 e 4k P 1 234
AR, IS B 7E BT AR R TR AR B SRR A
WA RIER I R, B HAE 2 KRR SRE I AR 7
A TR e e o 0 R A i 7 2B ST
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Abstract
AIM: To study the effect of somstostatin on the apoptosis of
polymorphonuclear neutrophils (PMNSs) in rhesus monkey.

METHODS: PMNs were isolated from whole blood of nor-
mal rhesus monkey using one—step discontinuous Percoll
gradient centrifugation technique. PMNs were cultured with
5x10-°*mol/L somstostatin. Cell morphology was examined
by light and electronic microscopy. Apoptosis was detected
by flow cytometry and DNA agarose electrophoresis.

RESULTS: Somstostatin at 5x10°mol/L induced signifi-
cant apoptosis in PMNs. The cells manifested typical
apoptotic morphology: cell membrane blebbing, chromatin
condensation, nucleic fragmentation and apoptotic body
formation. Agarose electrophoresis revealed specific DNA
ladder. Flow cytometry analysis showed that the ratio of
PMNs undergoing apoptosis was remarkably increased from
22.1% to 50.5% following somstostatin treatment (P<0.01).

CONCLUSION: Somstostatin induces apoptosis of PMNs
in rhesus monkey. It may be a new target for the treat-
ment of multiple organ dysfunction syndrome (MODS).

Key Words: PMN; Apoptosis; Somatostatin; Rhesus
monkey; MODS

Xu LT, Tang CW. Effect of somstostatin on apoptosis of polymor-
phonuclear neutrophils of rhesus monkey. Shijie Huaren Xiachua
Zazhi 2005;13(5):617-620

fifi &
B WL A K A Ba SR s o bk L R R

FriE A K A 5 R A e b s PR R —
i G, SRR AR @Sl DNA k. SO0 08B E s
JA f v ks dm B A AL, I DNA A3 oA T4k,

ZER: ARIpF A FIRAEINE b ks A T,
BEHEE LR AMBERE, 2ERE %S, B,
T T NRTG R Rk 2B T AR AR Ladderdf; 7 2, 2 FLAL
SR T, PMN A T4 B 5(22.1%vs50.5%. P<0.01).

gEi: & RI K ALiE T B ST P bk g AR 1
KA Bl AR RIME; R, AT 28 RS

=% BAE. EIIRESMRNBMOPIEHTBRE T . ERE N E
5 2005;13(5):617-620
http://www.wjgnet.com/1009-3079/13/617.asp

03I

AR 4 i (polymorphonuclear neutrophil, PMN)
R AN ThEE Ik, BB —2K"7 PN R
AT LUR TR H 2. BABEM AR Y, JFH
o UL SRR R A AR 5B Y (cascade
reaction) ®¥ | iEk Z B ThEEREME (MODS) T,
T PMN A A A HIAR K, B T ANREIRR &4, W5
CLVA T AR TR B 7 A5 . 4 PMN R AR IRFE IS, A0E
RPYAK, 1 R A 234545, W PMN A AR PR T, )]
B 5 40 Ff N 2R R ) e, IR AR AR
PMN 38 B (1) 77 2. T AE R B AT, Tl JE L B
MODS Hf PMN §5 [k 17 028 1K, PMN VAT 5500 I R 4 R
JE R EEHR SR 2% O, PN T B TR R
1F 2 H AURHIF AT — M TR R 8 ) 3 PR
H448 7 MODS T R rf PMN (K1 F A, S 4% HH AT X MODS
AR R B G i . A KINE (somatostatin,
ss) &Mk, AT Z AR T AR A RS
MEWE, ERESETEE M. 3 akR, £
A 22 5530 S o 4 AR K BIER BRI AT S e R4
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WATZ AR, BRI AN R el 4L A it
TR TLIA T 2 40 IR BRI, T3 MODS 9
B, S NEASTRE . AT T A K s b
or 441 B I 52 ).

1 HRIFSE

1.1 ##+ Percoll 5 B¥8, A HEeHinf Dextran, Hanks
7. RPMI 1640 #5583 . 73 A% (Merk, Germany) .
BB B C— WA g . AR A T
WA G A LB AR, Annexin V FITC I H &%
A A N B AN R E KM 5 wl, FFE TSR,
IR IH B0 FF 2 8 2 /IR I3, 4% 1f A7 e b B Dex—
tran 500PCRELLANM, ¥ EE B E T Percoll
ZYEVE, LL 630 g/L Percoll #1720 g/l percoll
VB FERAE B O PMN, 2 500 r/min, 10 min,
FH Hanks ¥ BEiE Pk, 2 500 r/min, 10 min, ¥%EH
240 LAVK YA 25958 S ACEO W (NHACL 155 mmol /L,
KHCOs; 10 mmol/L, EDTA 0.1 mmol/L)3%9 : 1%
fift, FFH Hanks G 2 8, &% & 100 nL/L
NI RPMT 1640 5 H, JRIH 2 5%10°/L, 432K
THELPMN Sy 95% LA L, 4Rl 5E 38, & 5 iR 50 3 A 99%
1.2 % EEFRIRET, FGIE SRS E 4 Mk
KRS R, F6 5%10° mol /L A KN
YEFH30 min 40 fare BB ™ W2 T4l B I . 2.
WA B OO, IE RSN 4 Bt PMN, B E
5x10°/L PMN 473 Al 54K EH 5%x107° mol /L,
5x10°° mol/L fIA KA ZEAEA 30 min, FEL 5%x10°%/L
0 A0 244 e R AR AN i FH PBS PRI IR
O JEREZ: FWEW, NN 100 pL 28y 58— HR
IS L Annexin v; FIIA 10 uL #UELREE; N
100 pL R4, fEBDGALIEH 15 min; JIIA 400 pL
PBS; MU, % 5x10°%/L PMN 1 5%x107° mol/L £ K
EMEH AL, AR5 S DNA FEHIK. PN A
DNA JHALIE 500 pL, ®|ABEK 5 pL; 37 CABIEIR

@l -

B hiEhiliE. A TTATE; B: BT

Eah2 h, WHBEER; EEPEE .. &0, =7
I (25240 1) BHIRA], WL, S —k;
10 000 g &0 15 min, S0JE EENE=/KAE, DNA
Wt FHIRA TR, Wik Bl T77 7 B
—R K EEANEEAMERE R ST, AN
WA, LAt DNA. JIA 1/10 4 3 mol/L BEIR
W21 40 uL, 2.5 fEABUATCKCEE, LTHEIERS,
FAN —20°CUKAE 30 min;12 000 gB90»20 min, FF Fid;
IOV ZEE 1 nl;12 000 g&0 5 min. 5 i, %
DUVEY T 40pL TE AT MBS, A TAE 100 mL ¥#f#
2 g WENE, WIRGEENS, 7E80V HEAMT, Hik
30 min, BAMGES T MBS R
5x10°/L PMN 4355 5x10 °mol/L A= KA ZEEH 30
min, PBSIHVE2 WK, 25 g/L K REEME 24 h, PBS
SEIPVREYE 3Rk, BFK 15 min, 10 g/L HMRE E 1
h, VG 280 N IZ [l K , Epon 8126034, LKP-
2088 RUEHE DI AL, BEIRAN - MR e It )
b RNV EE Y

Grit2hbrm AR LIS AR Z (meantSD) &
TN, BT 22 M A BRI, LR ST A S X A,
e RERNEENE.

2 ER

2.1 WG A AL R A KINEAE I k4
AR DLV TR0 MR TN, (B LA) T BR A ) i 28 A
KANZEAE FH 5 R AR S L R 40 AR R AR /N,
', KRR, WETMEEEC (B 1B) .

2.2 AR A (R 1)

x1 AEREERKMEREY PMN B TR

AT BTE(%)
1 WA 22.1 + 0.28
2 ss (5 x 10 mol/L} 33.6 + 0.52
3 ss (5 x 10 mol/L} 50.5 + 0.56

P<0.01vs WHB4E.




=R, 5. ERKIRBSAMEIN SR ERE T

619

23 DNA W k2t 2 #5x10°/L PN 41855 5%10™ mol/L
AEKANZENEA 30 min, DNA HLJK 2R BT, X
I )T VE T2 (1K1 2) .

YTREZH JHToHF Marker
3

‘ 50 bp
2000 bp

& 2 DNA E83X Ladder &.

2.4 d AR B 5x10%/L PMN 4105 5%107° mol/L 4=
KANZHAEH 30 min, AT QO FTE S, RE
TR B, MRS, RO iEtsE, 400
WG, HB AN MLRR R, T BUR B AL RN A
SR T AR (K 3).

) T
Al

B3 DRI BMLESIE TEM x 8000. A: IES:; B: JET; C: AT ME.

3 e

Mo FAEYERE, THRIRERTRITEIR
PRI FH o FE AT AR S, B P9 Ah 2% 3 ) 90 188 T 1
EHRETRIPIET, BUET R MODS & ANLEIVE T 8 HHR
1. HasTett ™ T4 Hy JoE W (0 21 5 s 4 oA

T-HERA . Keel * O 7EMODSHIF 7T Hh s B AN & I o ok
Fr A0 (PMN) P T 4E3R,  FF FLift oA B T K 775
AT AEIR 5 | i PMN 3 iy 284 0] B2 5 MODS i A2 K.
Goris ™ g HH 20 e R S 40 IR 1Ak 2 0 1 T LSRR
AT I BT ST S B v B & 31 MODS (1) 8¢ J5 R i

H AT £ B MODS 2 & RIE R NS R, 75
B4 J5 A MODS = KRS I B3 1, PMN P T &g iR, i
W AR PMN PR T AR, 3E H PMN FAE S R it
55 90E RN S 48 B U, 4% J5 PMN [ 7276 MODS [#)
RERRED R RAEZEMEN. TR TR E
L7 R T A0 L e A 5 A e L 20 2R A T
AR TEBRTI AT R SRR N, BRI S0 A 18
THRET 7 B R SE IR ALY PUN A2 PRI 505, (€
WS AEIR W B ZEHLE . HEERRE T PMN (K8 0 %
ik, REFITI PMN ANGEAE K IG5t 4 5 17 R4 I
e, RIEANZEH] RHX R GR 2 5 S EMODS.
ASLISHT AR A KA R BE s S R A M T, ]
CLg/ 4 B s BRAEER R RR R, FRT
WA f A, oK VAT MODS FF R T I 43k,
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Abstract

AIM: To investigate the effect of endotoxemia on enterocyte
apoptosis and proliferation in baby rats, to provide theo-
retical evidence for anti-apoptotic or growth-promoting
therapy.

METHODS: The model of endotoxemia of baby rats was
established by intraperitoneal injection of either saline
(control) or endotoxin (4 mg/kg of Escherichia coli
lipopolysaccharide). 4 cm lower ileum was collected at O h
(control group only), or within 10 min after dead (endotoxin
group only), 2,4, 6, 24, and 72 h after injection respectively.
The pathologic changes of small intestine villus were ob-
served by hematoxylin-eosin (HE) staining. Apoptotic cells
were detected by terminal deoxynucleotidyl transferase-
mediated dUTP nick-end labeling (TUNEL) staining and
proliferating cell nuclear antigen (PCNA) expression was
measured by immunohistochemistry staining.

RESULTS: Apoptotic activity in each endotoxin group was
significantly higher than that of control group (37.4 + 7.1,
44.1+9.3,46.6+8.2,54.7+9.0,45.3+7.2and 33.9+6.1
vs 0.02 £ 0.01, P<0.01 respectively). PCNA expression
in each endotoxin group was significantly lower than that
of corresponding control group (P<0.05). The markedly
increased apoptosis index started from 2h after injection
of endotoxin, and increased continually there after, peaked
at 24 h, retrieved to the level of 6 h at 72 h. The signifi-
cantly decreased PCNA expression was found from 2 h
(30.2+8.3vs 74.6 £ 16.2, t = 6.874, P<0.01) after injection
of endotoxin, reached the lowest level at 4h (21.4 £ 6.7 vs
74.6 £ 18.7,t=7.566, P<0.01) and 6h (23.9 + 14.7 vs
73.6 +13.7,1=6.999, P<0.01), retrieved to the level of 2 h
at24 h (35.8+11.4vs 76.3 £ 11.8, t = 7.010, P<0.01),
and did not get normal at 72 h (59.6 + 18.0 vs 78.7 + 16.9,
t=2.185, P = 0.046). Apoptosis index (33.9 £ 6.1) and
PCNA expression (20.2 + 9.2) in dead group were close
to those of 2 h and 4 h after injection of endotoxin
respectively. Comparison was made by the time points
between ratios of PCNA expression and apoptosis index
in the same hours. It was found that the ratios of endot-
oxin group (0.8+0.3,0.5+0.1,0.5+0.3,06+0.2,1.3+
0.3, and 0.6 = 0.2 respectively) were significantly lower
than that of control group [(3.2 + 0.8) x 10%-(3.7 £ 0.7) x
10®] (P<0.01), and that the ratio of dead group was close
to those of 4, 6, 24 h after injection of endotoxin group,
and it was approximately the lowest level.

CONCLUSION: Enterocyte apoptotic activity is increased
and PCNA expression is decreased during endotoxemia
in baby rats, and the imbalance between apoptosis and
proliferation is one of the pathologic mechanisms of gut
barrier impairment during severe infection.

Key Words: Endotoxemia; Enterocyte; Apoptosis; Prolif-
erating cell nuclear antigen; Baby; Rats
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Abstract
AIM: To express and purify recombinant heat shock pro-
tein A subunit (HspA) of Helicobacter pylori (H pyloi).

METHODS: Gene hspA was amplified by PCR, and in-
serted into the prokaryotic expression vector pET22b, pQE-
60 and pGEX-4T-2 respectively. The plamids were trans-
formed into the Escherichia coli IM109 and BL21 (DE3).
Expression of hspA gene was induced by IPTG and was
analyzed by SDS-PAGE. The recombinant proteins were
purified through nickel-affinity chromatography. Antigenicity
of the recombinant proteins was analyzed by western blot.

RESULTS: The hspA gene was expressed in two forms
(HspA and HspA-His6) in pQE-60. The expressed protein
accounted for above 40% of the total bacterial protein.
The purity of HspA and HspA-His6 were 88.63% and
86.32% respectively after purification. Western blot proved
that the recombinant proteins could be recognized by the
anti-H pylori serum.

CONCLUSION: HspA of H pylori has been expressed and
purified with high efficiency, which can be used for vac-
cine development and immunological investigation.

Key Words: Helicobacter pylori; Heat shock protein A;
Recombined expression; Purification
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5 E
BH): #) 8 Rk k ik BAR AR K dh 1B AR AR
G A(HspA), FFaE474i4b.

Fik: PCR ¥ 3 hspA A, W50 £ 84 LK H AR
pET22b, pQE—-60, pGEX—4T-2 ¥, #HAL XM
B, Z1PTG#H %5, SDS—-PAGE 4 £ ik A F4L
B F 3 Fo AT 3T RK JE M AT S S B A R G
W AR,

ZER: PCR ¥ #4323 hspA AW, EHIK pQE—60 F VA
HspA f= HspA—Hiss A% X442 £k, RAFHAH
HRREEGWH A0% A L BB BT HENG, LRy
#1 4 88.63% F= 86.32%, 42 HspA—Hise & bt 42 4
B Ve 95 PP A 2536 R B, HspA F= HspA—Hiss 4R
T ARSF G R

Z5i: FILT HepA F @) Sk ik fothit, A 13%
AT HspA T2 f4% 9% ¥ 09 0% % 30 3 2 Jk o

REEE: WITRITE, PR E D A BEHRE; 4

UFEAW, sk, PBESER, Rfm S, XAbA. B IR & HspA ITENRIAS
k. HRENBLAZE  2005;13(5):626-630
http://www.wjgnet.com/1009-3079/13/626.asp

03I

B T THEAT I (Helicobacter pylori, H pylori) 2 5%
B E & AT A S B REA O A
20 (MALT) Y0k (08 45 15 BB 0 1K) - B U A 17, 19944F [H
BREEIET ST H pyloriih e 8 —RBUER 7
TATIR SRR B R, H pyloriBi B 4BR0AR, E KRB
HERANFEF, H pylori&Ge R @iET70-80%, BEAEK
EE S, H pylori WIRKGLRMIE 50% 5. T H
B R A BURE S T H pylorilfERE, —£ KT
H pylori, BRMEHR AL 1 pylori REVERT
5, A B s AR R e e T
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WaAs5s, IR G H pylori BEGHIVE A IR 046, #
pyloriX A Z IPTHE H 20, i — P REHAEH#
JPVERIN . DRI, w2 PR A6 H pylori B s
gL —. H pylori P2 LRV E 1, HspA Al
HspB, HAXF 27 &2 54 #13 000F1458 2007,
HH T HspA 25 R Z B0 418E, I R FERRS M, 7 E
REER, NI EBRARTH pyloriffE ™ ™.
HH A W HspA JE H py lori I EEEUR R T, [T
CUUF B HspA J& — R AR B CRAP BT R B 7, R0 3K
PR BLAE 2 P S TR . FRAT T4 HspA JE IR e 1% 2 JUA%
RIEHAE, SEIHspALE F WP alidh, A R A
FEMERIHI & H pylors YVERTI% B8 FEAT.

1 HRIFSE

1.1 M4 H pylori NCTC116374 [H FRbriERE, Katt
B JM109, BL21 (ADE3), TOPO10; itk pET22b, pQE-60,
pGEX-4T-2. HAZELRAF. BRI A TIEENco 1, BanH 1
F Xho I,Ex Taq DNA BE&-HEGHRN T, DNA H:EE, 14
AW TR KES R G . B S ALY B bR iC 10 28
ZhuUk, B Signa A H]. R ETREMENE (G nl),
SR S VIIRIA/NEI B

1.2 Fik

1.2.1 HspA &k #key g WEEMFRUREH IR 1
H pylorigd &, FHTESE M (pHS. 0) BEF N E & )5, W
KU 10 min, SO0 B AR (B 0 &
i - RYIEELRILLEIh 25 124 1 1) HEEPRIR, JEH 2
1% ZEEDTRER BA 700 mL/L ZEE VRS DU 5
F-TE i, 4 H pylori NCTC11637 F R ZHHiH. PCR
FIET|Y) R P1:5” —CTG CCA TGG AGT TTC AAC CAT
TAG-3’,P2:-5" —CGG GAT CCT TAG TGT TTT TTG
T6-3", P3-5" —CGG GAT CCG TGT TTT TTG TGA TC-
37, P4:-5" —CGG GAT CCA TGA AGT TTC AAC C-
37, P5:-5” —CCG CTC GAG TTA GTG TTT TTT GTG-
37 PLFNP2 ¥ B py R PR A T 5o 2 2044 pET22b, pQE-
60 b, b5 194 VL e i b 1R 4% 05 57, 44 HspA 2
DAL E )5S 4 ANOEE A 782 G, AT HspA 22 )56
AR EERR M Lys & Glu. P3FI P2 M RE R A T
7 B AR pQE-60 I, HEHspAZR A AU AN E I
R H Lys 4224 Glu, 111 B C AR A A B S 4
M FERAN (His) e, HRLARIEFEE. P3 P2 F 1K)
R T 5 2 B0k pGEX-4T-2 b, 5GSTHE [ TE ik fil
Mk, PCR g N4 % : B 1OXPCR buffer 5 pL, HEH
DNA 1 pL,50 ng/pL 5° 13" #3141 uL, Ex Taq
0.5 WL, dNTP 4 pL, fIEH K E 50 pL. 94°CHAA P
5 min J&, #H4T 30 4~ “AVE—E LM IR, 94°C
B30 s, 56 CEHYE30 s, T2°CHEH 30 s. SRJ5 72°C

FEMH 10 min. A& IR A & B Bl PCR =4
FH Xho TR0 Eco RIXUEEIHspAZE R 15tk pET22b, pQE-~
60, pGEX-4T-2, B D174 F g e [n G s B [ e, -
7ET, DNAERREGE A T T 16 Clt ROEHe, e =it it
KM FF B TOPO10 JE HRIEBAYE 7eF%, Zeit iR ok, EED)
IINT e . G BN E AL TOR 2 A6y % 4 pETH. pQEH,
PQEHS F1 pGEXH. 4 F 20 ik EA T P4 02 .

1.2.2 HspA A B¢y k& %% HEA K pQEH,
pQEHS ¥4k E. coli JM109 B2, % pETH. pGEXH
HALE. coli BL2UEAZ 2%, TRiE AL A 1. Bt
[ B o B T M & LB B5 3R 3E 3T CHE 92 3 h, Asoo A
0.4-0.6 I, JIANZIKE N 1 mmol /L [ IPTG, 5 5%
B4 hE, BOWE L nl E K, RJEIAK T0 L, 5x
EREZZ 20 pL, 1 mol/LDTT 10 pL. ZZ ¥ 10 min,
B0 10 min, B B3E BAE, BE1TSDS-PAGE LYK, %5E 5
B IIFRIA. 78 LB AR5 52 I th K ERE 97 400 nL %4k,
B, 5 A B OSSR R AA, A 0. 02 mol/L [ PB &%
PP (0. 2 mol/L NayHPO,, 80 mL;0.2 mol/L Nall,PO,,
20 mL;H,0, 900 wl;)12 wl, #FEHHEL0 nin, 15 000 g
B0 10 min, W _ESEFIGUSE, SDS-PAGE HL ik &Ll &
R E )5 A L.

1.2.3 HspA A H #9464t A 10 mL — RS 28505
10 mL/K SHEAF#E DT ERRER:, IrET KRR
B, AR 200 wl/L 28, vRYE 20 wl, FHEAE
HHFEH 0. 1 mol/L NiSOs £910 ml, 2R/5FH 2 ET/K
PP¥EL5 wl. ABinging Buffer (0. 016 mol/L NagHPO,,
0. 004 mol/L NaH;PO,, 0. 05 mol/L NaCl, pH7. 4) #10
AR, 2950 wl. FERSEH 0,45 po RSB YE, E
#E. fH Eluting Bufferl (10 mmol/L BKPA 0. 016 mol/L
NayHPO,, 0. 004 mol/L Nal,PO,, 0. 05 mol/L NaCl, pH7. 4)
S 25 ml, ] Eluting Buffer2 (0. 25 mol/L BRME,
0.016 mol/L NagHP0,, 0. 004 mol/L NatlPO,, 0. 05 mol/L
NaCl, pH7. 4) %Efit, We#E 1 nl/%F, SDS—PAGE vk £ il
1.2.4 Western ¥F i SDS-PAGE ERG, B I R e R 22
W& (39 mmol/L H % M2, 48 mmol/L Tris, 37 mg/LSDS,
200 mL/LHEE, hizK &1 000 wl) {EyE. &N 87— 58
KNI EBR AT 4 25 B S ek, LT RIR B s
0.8 mA/cm® ¥4 2 h. BUHAHIR AT 4E 2 0%, A 3 P
(0. 05 mol/L PBS, 0. 5mol/L NaCl, 50 g/LBSA, 5 g/LTween20, )
ACH A, SRIGHH pyloriiEREW, FiE FVEH
2-3 h. B (0. 05 mol/L PBS, 0.5 mol/L NaCl, 0. 5%
Tween—20, ) EESHEAIR, BER10 min. SRR RE
FRARLL AL Yy B bR B 2R LA (1 15 000 Fiks, Fiike
W4y 0. 01 mol/L PBS, 0. 25 mol/L NaCl, 0. 5% Tween—
20, 0. 5% BSA), =IEAEA 2 h. EIEE, MR TR
(NayHPO, 0. 05 mol/LAFHERE 0.24 mol/L, 10 mL; —Ji&
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ATG AAG TTT CAA CCA TTA GGA GAA AGG GTC TTA GTA GAA AGA CTT GAA GAA
M K F Q P L G E R Vv L Vv E R L E E
GAG AAC AAA ACC AGT TCA GGC ATT ATC ATC CCT GAT AAC GCT AAA GAA AAG
E N K T S S G I I I P D N A K E K
CCT TTG ATG GGC GTA GTC AAA GCG GTT AGC CAT AAA ATC AGT GAG GGT TGC
P L M G Vv Vv K A Vv S H K I S E G C
AAA TGC GTC AAA GAA GGC GAT GTG ATC GCT TTT GGC AAA TAT AAA GGT GCA
K C Vv K E G D Vv I A F G K Y K G A
GAA ATC GTT TTA GAT GGC ACC GAA TAC ATG GTG CTA GAA CTA GAA GAC ATT
E I Vv L D G T E Y M Vv L E L E D I
CTG GGC ATT GTG GGT TCA GGC TCT TGT TGT CAT ACA GGT AAT CAT GAT CAT
L G I Vv G S G S C C H T G I H D H
AAG CAT GCT AAA GAG CAT GAA GCT TGC TGT CAT GAT CAC AAA AAA CAC TAA
K H A K E H E A C C H D H K K H *

B F2HEZE pETH, pQEH EfHsp A RKIEREINSERES.

RBP4 ng, 300 mL/L30% H0, 15 pL) Zim N B, 15 WA RIE (H 3).

BEERN, F12 mol/L HeS0 28 1E [, /KA T

2 BER

2.1 hsp AR A 84 %% 2 55 ik FE41ORIpETH, pQEH,
pQEHS #11 pGEXH £ g 17) 73 A7 %50, 3R B ks hsp A
PrRFE R el & JeAR Rk ok (B 1-2) . 19 AP il
AT AN e, BReli@se. Je ol iR BH, 1744 hsp
AR 357 bp, 7l 2 pETH. pQEH b (%) HspA R4
USRS FH A AR O G, AT HspA B8 IR 38 — N 2R
B Lys 4224 Glu. FE % pQEHS ARG HIGGA TCC AGA
TCT CAT CAT CAT CAT CAT CAT 30 MEHM. mER
pGEXH _L 1) HspA S5 GST SEE Al A, 03 B AT
22 EHsp ARG kix BANEHE TEEAIPTG
V555, 42 SDS-PAGE Rl & B - 55X fE JM109 Bé BRAH
Et pQEH F1 pQEHS Y477 14 000 AbFik kb — 45K 7.
A2 B W N A B2 HspA B2 H. HspA R A S LR A
42.51%, HspA-His6 B A G MEAM 43. 07%. 55X
BL21 #H kL pGEXH 7E 43 ku 2245 FIE AL 3 4%3tF, T pETH

M1 1 2 3

4 M2

B 2 EEFRKAVESLIE. M1: DL2000; 1: pGEXH / XholBamH I; 2:
pPQEHS/Nco I+ BamH/ ; 3: pQEH/Nco I+ BamH); 4: pETH/ Nco +BamHi ;
M2: DL15 000.

2.3 E4 Hsp A B G g4k Ik pETH REKX H &
H, TEH pCEXH KB JR R Rk =457, 4S50 LA
pQEH 1 pQEHS 4y 4l A0 FRIAHF 00T . HUK S35 77 (1l 75
B0 BIERNPUEAE L AT AR IR AR S P
TETURAE ot R R DA 8 R AT SDS—PAGE FRIK 737, 45 5%
R IRpQEHZR A I Hs pA £ 38 LA ] ¥ i xR 1A, T pQEHS
FIA) HspA-Hise B HER 73 A B A SRIE, &3 LA
AT ARIE. HspA T A SRS & MR ITF, 76 57 ik
HoR N 2 HspA 22 . T HspA-Hise B N 546
2 7 it B Hs pA-Hise B A, HAESEIE b
HspA-Hise 25 1 IR BE ity . 2046 HspA B A2l
88. 63%, T HspA-—Hise 2 [ I4LST N 86. 32% (45 P #
7). M 400 wL JE5 7R T 45 3 HspA £ 12 mg, AHIA]
[ R = HspA-Hise R BEF 2 3 mg o fq (] 4).

2.4 HspA #Fo HspA—His, % & 49 e 7 EP ik 447 LL150 g/L
f¥) SDS—PAGE ¥ HspA 1 HspA-Hise AT 5, 4
Ja FBtH pylorifiiG AT e NI, 45 BRI HspAZl
A =97E 14 KDA AT A —PBH Atk B2, T HspA-Hise 4fifk

M 1 2 3 4 5 6

M

@ 3 HspA BEZOHIEFROATE. M: Marker, (66 200,43 000,31 000,
20 100,14 400); 1: JM109,2: HspA—Hiss(pQEHS),3: HspA(pQEH),4: HspA
(PGEXH),5: HspA(pETH),6: BL21.
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-$-" .

B 4 HspA fLEONERDHTLESE. A: Expression and purification of
HspA; B: Expression and purification of HspA-Hiss M: Marker(66 200,
43 000,31 000,20 100,14 400); 1: Centrifuged Supernatant; 2: Centri—
fuged precipitate; 3: loading peak fraction; 4: Equilibrating peak fraction;
5: Eluting peak fraction.

FEMIAE 14 ku 2o 2 4 BAVE BT, B b AT WL HspA-
Hise 7EALAL IS FE A BRI S (B 5).

3 e

H pylorit A —A 4513 ku FIHUATE B HA (HspA)
fth 5 KA B8 GroES /& 5 R YR B9 sL 5 i 57 3 B3 A
HspA (EFIAEELFFZ CT) S s /R, mId /D B4k B
WA 1 T o PR A4 22 S 80%, 15 BH HspA J2: 45 2 {47
PR FA R T HspA A FSIEAR H pylori
BT PR [ i P AR S, DR JEL Bp i Aol P B8 5 A e i BB
H, AT ECR MR = AR s, & H pylori FE T
HARZ 2 P A T hspAJE [H] 7 [ 55 A [ ) R ik 404K
L H R S I R TR = R A R T adiqh, 7
pET22br, T IR R 22005 J5 34 (E A, (R BESE I
TIE. ¥ %5 i i 2 pGEX-4T-21, {FH 5GSTRL &,
SRJEF I GSTIRAN E Mt Hoafi ik, BAR v b i 5 53 471
SERETCIR, (ARG B O 7ERA BE R I Ak 33 2 A v B
Rt AR 404 R IR #: . °T =112 HspA 7F pQE-60 1
DL HspA 1 HspA-Hise ML 23R4, BRI 7E4
A3 A2 T A TLA 44K, HspA M HspA-Hise 4 .

Hsp A N T H pylori B3R, HC & A 4 M4
AR AN AR, e R85 S8 E T, i EIER
BRI SR BB pylori BB EM
A7, ftid it g R = e A LA R B /R, M H pylort
P EH R A AF R 4. IREBNELE SRS TN
EAHAZEY) 7= 5. FHittUrefHsp A [R]85 T

tHll=

@ 5 E4B=E HspA-Hiss and HspA BYERIEEREOHT. M: Marker(97 400,
66 200,43 000,31 000,20 100,14 400); 1: HspA-Hiss; 2: HspA.

B R, TEREH pylorisE FARER T7 HE WA
A PO B THE hspAZE IR 52 22 pQE-60 1, [l pQE-60
HEFNAAR, AT HER SRR gk, IR
B hspAZE R LA B R AT A hise B B ML A RIA.
I AL SE B0 A IR, HspA TG IR 7E RIA 2 (AT RIA Y,
BLIRRA) LR TE S SERNE S S B HspA-Hise FIRCE
ARELLT. IXATBESE hiss B E I MANMER B 5
SEMMEMIEE S, T T HspArl MR E FiHspA R
HRGEERE T IIEH X, SC@mieii . sSCRmR
K HspAXT B B T HIREFI N4 BE J1, XN H pylori
EH HspA FRlA 5 R R 8 1R RET 2T T
Fehill. SEE BT IRAS B = AL I HspA B oA S — 2D i
el sttt 7 REPUR.
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Abstract

AIM: Toinvestigate the effect of Helicobacter pylori (H pylori)
eradication therapy and H pylori-Killing Decoction on
chronic pathological mucosal changes.

METHODS: Forty-six chronic gastritis patients with positive
H pylori were orally administered with Livzon Weisanlian
(Bismuth agent 0.22 g, b.i.d. + Tinidazole 0.5 g, b.i.d. +
Clarithromycin 0.25 g. b.i.d) for 7 days for eradication of
H pylori. The patients were then randomly divided into 3 groups,
treated with H pylori-Killing Decoction, Weifuchun and
Gastropine respectively. After 3-month treatment, gastroscopy
and histopathological biopsy of antrum and corpus were per-
formed to assess the pathological changes of gastric mucosa.
Meanwhile, the serum concentration of epidermal growth fac-
tor (EGF), the mucosal content of phospholipid and epidermal
growth factor receptor (EGFR) was also detected.

RESULTS: After the eradication treatment of H pylori, the
acute inflammation of gastric mucosa was reduced
obviously, but no evident influence on chronic pathologi-
cal changes was observed. After 3-month treatment with
H pylori-Killing Decoction and Weifuchun, the chronic
pathological changes of gastric mucosa were improved
significantly. The mucosal content of phospholipid was
increased remarkably, and the serum levels of EGF were
decreased significantly in both groups. However, the
mucosal EGFR expression was significantly increased
in H pylori-killing decoction group, but not Weifuchun goup.

CONCLUSION: H pylori-killing Decoction has therapeutic
effect on the chronic pathological changes of H pylori-re-
lated gastritis and protective effect on gastric mucosa barrier.

Key Words: Helicobacter Pylori; Chronic gastritis; H py-
lori-Killing Decoction; Epidermal growth factor /Epidermal
growth factor receptor; Phospholipid

Yao HS, Wang TY, Yao XX, Liu L. Effect of Helicobacter pylori
eradication therapy and H pylori-killing Decoction on chronic gas-
tritis and gastric mucosa barrier. Shijie Huaren Xiaohua Zazhi
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Abstract

AIM: To investigate the antitumor effect of dendritic cells
(DC) pulsed with lysates of heat-shocked tumor cells and
the prophylactic effects of this DC tumor vaccine in mice
inoculated with tumor cells in colon.

METHODS: CT-26 cells were heat-shocked at 42°C for 1h
(HSCT-26) and then frozen-thawed repeatedly to lyse. Bone
marrow-derived DCs pulsed with the lysate were used to
immunize BALB/c mice. Using IFN-y enzyme-linked
immunospot (ELISPOT) and LDH release assay, the anti-
tumor response of cytotoxic T lymphocytes (CTLs) was
evaluated. The immunoprophylactic effectinduced by heat-
shocked CT-26 cell lysate pulsed DC (HSCT-26 DC) in
colon cancer mouse model was compared with that in-
duced by non-heat-shocked CT-26 cells lysate pulsed DC
(CT-26 DC) on tumor volume and survival time.

RESULTS: Compared with CT-26 lysates, pulsing with
HSCT-26 lysate enhanced the expression of MHC-II mol-
ecule (66.3% vs 59.1%) and co-stimulating molecule CD86
(39.4% vs 36.7%) on DC surface. The quantity of CTLs
induced by HSCT-26 DC was more than that induced by
CT-26 DC (P = 0.001). The specific cytotoxic activity of
CTLs induced by HSCT-26 DC was more potent than that
of CTLs induced by CT-26 DC at the same E : T ratio.
Fourteen days after colon inoculation of CT-26 cells, the
tumor volume of HSCT-26 DC immunized mice was simi-
lar to that of CT-26 DC immunized mice (P = 0.480), and
both were much smaller than that of DC immunized mice
(P = 0.000). 50% of DC immunized mice suffered from
peritoneal metastasis, whereas none of HSCT-26 DC im-
munized mice and CT-26 DC immunized mice was
involved. The survival time of colon cancer model mice
immunized with HSCT-26 DC was significantly longer than
that of the mice immunized with CT-26 DC (P = 0.0384).

CONCLUSION: Pre-heated tumor cells can enhance the
antitumor effects elicited by tumor cell lysate pulsed DCs
in vivo. Vaccination with DCs pulsed with lysates of heat-
shocked tumor cells can prolong the survival time of mice
with colon cancer by effectively suppressing the growth of
colon cancer and peritoneal metastasis.

Key Words: Heat-shock; Dendritic cells; Colon; Tumor;
Immunoprophylaxis

Qiu J, Li GW, Sui YF, Song HP, Si SY, Ge W. Prophylactic effects of
dendritic cells pulsed with lysates of heat-shocked tumor cells in
mice with colonic inoculation of tumor cells. Shijie Huaren Xiaohua
Zazhi 2005;13(5):635-639
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Bl #F 5 Bk 50 55 tm L B i 2K 69 A 52K 4 LY
AR R BT IBAE R VA BT R AL EEFE 4 W B i ) B89 R
PEIPAER.

Hik: MBI CT—26 %Ak 5 422 )5 4] & 74 Ak dn
Jo, PSR R BAT AR G, SR BLR A RURAR 4R
IEN-Y ELISPOT % . LDH sk £ 3 4ml s RAK R
PP T s F Ve T 4n L e SRR, A JRAS AR 45 W I s 4
ARARVABAT J /1 B 049 A BB 8] RPN A 22K am B
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W T B BAL A CT—26 /N Rh btk E R, 5
Ak BR SE BT B 2 R R ARG TR da e R R
(AE #AK F L E— b

ZEBL: AR S 4k ZR I 5 2 BT 3 I 4 B R S ey
MRk k@ MHC— TT £ 5F(66.3% vs 59.1%). 3£
R BT CD86 # KX (39.4% vs 36.7%); #Ak 48]
R T P B 4F R CTLA % 3 T 4E #tk 40
(P=0.001), A8 $ert T a7 & 5 5 bk b B 5 0E
V3R TG 4 Bk suan S Ak Bk 4l RORAL AR 45
WA 14 dJE WP BRI 2 TR 4 DC £IEH
(P=0.000), /2 HSCT-26DC %5485 CT-26 DC %,
JE LA ) £ F R HPE(P = 0.480). 345 DC %.92 40 50%
(3/6) T W #:45, CT—26 DC %95 2AVA R HSCT—
26DC IR RIS, Bk B BB A A
B ) B K TR AR R4 (P = 0.0384).

ZEI: AR AL B T G n BT VARE 3 I 9 4 LR 3
8914 52 K G LAY R ALY I AE A, BRI B 4a R
JR i BB AR 48 RO G A RAL AR 2 B Y B ) BB
A RIFE R TARAER.

FEEE: PURTE; B SIREBE; 4 M RIETRBE

o, FEE, BN, R, a0, B RS IMERRARAZOIN
RIRBIRBEN RIS RITENREMRIER. BREAHERE
2005;13(5):635-639
http://www.wjgnet.com/1009-3079/13/635.asp

0 SIS
SHWERREABZ R, —, BERLERERE
B EFREAN . B ATs E e mIE AR DI,
BT ARG & RS MBS A 300ie T TR i
o8 A1 LR BT R 7 R R SR AT i (Dendritic cell,
DC), AT LAY A AHZ PR fdr e M 4N A 2R Tk g
M, A AT R BB R S e i O . T 2B
i3 4 LB S 7 28 P DC IR RE S RN, A RRIR A
WY IR, A0 B R AR T A 2 A o 18 i iR 40
PR G S, v e 4 P S8 = ) e S
FRATTHR T FAIR T Ak 2 ey 4T i A 5 2 e e R 0 SR B A
DC FIFUIIRE G BE RO A K12 DCJRE T o B o 135 ok 25 i o
JB /IS BRI G OR A .

1 HRIFSE

1.1 ##F RPMI 1640, AIM-V, DMEM 232354 Gibeo
FEdh, Ficoll WRELYN M4y B3 BB B A H AR A
"), R E G 1 B BN Y25 Ay A
"), BN - B AR E T (rmGM-CSF) 24
R&D AW THRE A F =5, FITC- R $FT/NR CDllc
mAb, PE- KEH/PE I-A/I-E mAb, CD86 mAb &

[F T4 R Biolegend AR =4, WA EFZEY
&]. /N IFN-y Elispot flli&#|& 4 Diaclone /=
, Cytotox 96 frilliAF & N Promega /A &) 7= & {6
15 CO. 3235746 (3548 1) 7= H Forma Scientific AT,
FIE B I H A 0lympus 2 ) 75, W40 4y
FACS calibur #26[EBD A&/ M. 6-8 wkitfi: BALB/c
ANEC(H-29 T B SV R KL sh o, W3Rt
SPFZR 55 ; BALB/ ¢ B I8 45 17 o 73 44 i 40 i iR C T 26
(ATCC CRL2638) W |7 H R K 2% it T = 2% Bt g i o
Jr, T4 100 nL/LFBS DMEM, 43 df:1X.
1.2 F %k

1.2.1 /D RBBORM K G IR IR E IR R R AR
%# Lutz et al™ 59k, NEEMIALTE, 750 wl/L
PRI 10 min, FURESKE, 750 nL/L ¥k
=1 min, RPMI1640 #fyk, By, IRE Fik,
2 ml RPMI1640 fhybfefs, Yo E ST 51t 200 H
R, 1 000 r/min B5.00 10 min, ZL40MZLAEE 10 wL
BHE, 4CHES5 min, 1 000 r/min &0 10 min,
T2 4R FR AL (RPMI1640 4 100 mL/L FBS. 100 U/mL
HFHEE. 100 U/mLEHZHE. 10 mmol/L HEPES. 50
mmol/L NEAEREN. 20 pg/L rmGM-CSF) H &, 1x10°/L
EAN 10 em BEFRIL. 3 d P8 5 5 ARG IR WOk M
DC {EXT 4T CD1lcy I-A/I-E. CD86 ¢ HARHT
PR, A ORI

1.2.2 bk S AL 22 P 9 2 BB H % Bk AR R ) B 5F R
kg e CT-26 418 90% A& ), & 42°CIEHEAK
WHRAKTE 1 h, 37°C, 50 mL/LCO, ¥kE 2 h, HEREF
AL, TCITE RPMI1640 PRIk G &, B AREE
M 1x10°/L, WA 10 nin, 4°CRL, RT3
W, 12 000 gE0»10 min, HUEiE R #AK T iR
YA (HSCT-26) Rk TR ; [RIB HUR & K 701 CT-26
0 sl S R BT R . BERER 7 d B IR DC, SEAREIRIE
YN M B e R 1x10°/L, F1 6 LA 5 mL/ L. 5550
AP HSCT-26 AL PTIR 1 mL, X REZHB:Fh CT-26 1%
FPTIR T mL, BIVEXT R FEF T RPMI1640 1 wL.
37°C, 50 mL/L CO,§%& 48 h, W3 DC, PBS ¥E%k
JEE R, I DC B RE S 5%10°/L.

1.2.3 SR 9% 5 48 W I i R A4 A 7y i BALB/c/)h
RN, BNl 34, A3 .51 dERAER
k5T HSCT-26 DC 5x10° (100 pL)/ R MY, x4
5 CT-26 DC 5x10°(100 pL)/ K, BHYEXREAE
FHREH DC 5%10°(100 pL)/ R, %7 d[EEEK
T, 514 d ALBERSIN ARk 40 e Ao R R Sk CTL
B MM EETEE. 5 BALB/c /MR 36 R, S ik R
A, 14 d/DNREMMTHIEFR, TERER
MR SR ATV ST CT-26 48 1x10°(50 pL) / H, P

Io &>
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ML N34, dl12 K, $28 dfgd 5 Rt
AR I R B RO K AR (L) SRS, AR
Vo= (LxS%) /2 WWEMIE AR, Jid BN
TR 4 7 SN, UEERA D RA
BRIE T A WL 4% 5.

1.2.4 IFN-Y Bg B %% 82,5 523 (IFN-y ELISPOT) K
W EERDEE A BS B, RPMIL640 3 mL T5/8 940 it
W FT BB, K O 0 I 2 8 S A 0 0 o R
A, ATM-V IR, A MEER 2x10°/L, K
A . THAG CT-26 4, LA& 50 mg/L 2HFER
f¥) DMEM &, 37°C, 50 mL/L CO, ¥ & 30 min, PBS
ek 3R, AIM-V HE, AN AN 1x10°/L, K
B0 . F AR AR 700 mL/LIEREVEN 10 min,
PBS ¥t 3 ¥, T :PBS 10 mL FFMIEPTIA 100 pL
fb 4°CiE R, PBSBE3 X, AT:20 g/LNRFL37°C
B2 h, PBS¥EL R, AT BILa A MARN A
MI 1x10°(50 pL). #B40Hd 5x10°(50 pL), 37°C.
50 mL/L CO.W¥F 20 h; 1100 pL PBS-1 g/L Tween—
20 (PBS-T), 4°C 10 min, AT ;PBS-T BE#R 3 X,
1T :10 mL & 10 g/LBSA PBS #F¢ 100 uL H:iHt
&, 100 pL/FL, 37°CH¥HE 90 min, FAT, PBS-T
VMR 39K, 481510 mL% 10 g/L BSA PBSH#iF¢ 10 UL
HEH ORI R - ML RER A, 100 uL/ L, 37CHEH
60 min, AT, PBS-T¥E3 ¥, #1T. M BCIP/NTB
100 pL, ZEECEE, WS AT RE AR
|3k, BTG 4CHEHRK, 5 LB S,
HSE TR, LADE S 3R 75 36 TEN-y () I ey
etk CTL I % & . PHA BBE by BT R, 2405y 4 i
FLAN DI 240 i o = 120

1.2.5 CTL & P 55 F- b 245 & Ml 2 (LDH #83800%)
P B AE U PH B P 4N i 22 96 FLIRI JEc A - #E 41 i 5 R BT
FLEE RIS f 5% 104N, 3 5L ; SE40 M R FL 4
Mg 5x10* 4>, 3B AL B IEFL S B R = IL%
IIANAIM-V 150 pL. 23 40 H0 5 AR AL 23 Al AL
MY 2. 5x10°, 5x10°, 1x10°f1 2x10° A ; s2E 7L,
Sy HIBIN 2. 5x10°, 5x10°, 1x10° F1 2x10° /&N 4
FELRT5X 1O ANE 4 i ; DAATM- VI B2 FL AR FH 150 .
1 000 r/minE54»5 min. 37°C. 50 mL/L CO. & 4 h
Ja . PRRRIE FLAER 40 i B ORI & N 10x R
W15 L, ZE4EEE2£45 min. 1 000 r/min 204 min.
UL 50 pl AN 96 FLF AR SEFLINA B AR
50 pL, MG B 30 min, ALIEWE 50 pL,
490 nm BIMEFILIEZE (Optical density, OD){H.
(HALAEMBE: szi I, S e BRI, &
R 40 i B R R TRCFL A I 8 55 70T = AL A, 340
B KR TRCFL A Ik AR R IEFL AME. )

WA A- N E R A- AR EE A
FMuze (%) = 100%<
YRk A- A G K A

Bitaabse tHEIOREUE Mnean = SDERIR, £
Y] F B ORI BR3P 2507 2041, Kaplan—
Meier VAL I AR RIAEAEIIER, Log-rank B PR 40
P AEAE I IR],  BL KO, 05 AR Beds#E, LLSPSS8. 0
B AEAT 8 2

2 %R

21 RBHBRDCHAR ABFEHRMLE /7 d DC
RS R ROk Lt ¢D11¢” TA/IE" 31.2%, CD1lc’
CD86" 17. 7%; CT-26 41 JR i #k J5CD11c" TA/IE" 59. 1%,
CD1lc" CD86" 36. 7%;HSCT-264 /5 1% /5CD11c™ IA/IE
66. 3%, CD1lc™ CD86" 39. 4%; Img/L LPS (FHME R HR)
24 hJ5CD11c" TA/IE" 69. 8%, CD11c'CD86°45. 4%:;
H59 d DC HEFRIAR RIS ML CR 7 8iT)R) CD11e™ TA/
IE" 49.9%. CD11¢'CD86°28. 6%.

2.2 BRI wn B B4 R CTLA % LAELISPOT Y
VA 1x10° BRI L0 i R R e CTL 2,
HSCT-26 DC Fy4H . CT-26 DC FysH . B4l DC %
R A TFN-y (+) BE A &= = (P = 0.0 001);
PAG ELAE, HSCT-26 41 IFN-y(H) BE S 3 B % T CT-
26 40 (P = 0.001, & 1).

300

200

ELISPOT 2% /5 %%

—
o
o

B RELEESFREMNEME IFN -y BB SR AsCIg4ER. 1: fE
HENSBR 0 ma/LLPS RUED; 2: BAMENSIR (JCELMMR); 3: 41 DC & %5; 4:
CT-26 DC #8%5; 5: HSCT-26 DC o¥5.

2.3 R E LI I A ECTL A4 /&b BRI E
0 IRg e e 1k CTL BO40 B s BE AR EL 1) BT T a2 42
. HSCT-26 DC Ay A7 REbk 5 10 01, 2021, 4001
I e R 40 R 2R 4 R s 14, 5%, 36. 9%, 66. 1%,
T CT-26 DC 2] 75 3l 4 :9. 4%, 25. 0%, 43. 3%, A
HYETEE. AR R R GEE A (K 2).

2.4 LI AT HEAT Y B 0 AR S AR oL BRAE DC
e, CT-26 DC Fe g ¥y ny WL B Js A I8 e
i, HSCT-26DC Hf 4l 5/6 nl WL i B JgL A fif g T
B, 3 MRERFR 23 A 107 £ 69 mn’. 24 + 8 mm®,
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8 + 7 mm’;HSCT-26DC Fu s £ BA Kz CT-26 DC Hus 2 5
A5 DC Rl A B %= (P = 0.000), {HHSCT-26DC
Gl 5CT-26 DCAuyed a] 2= I B (P = 0. 480).
DC Gz 4 50% (3/6) ] WLAP T iy 1 2 JEE LA % B RE fy e
M, fEAEDSEMEEA, RELTIERE. CT-26 DC &
P52 2 LA J HSCT-26DC o 20 45K WLAE fis sl AT 46 %5

_ —®—HSCT-26 DC %325
— o CT-26 DC 4ugs

0 @ i DC fgis

I T
5:1 10:1 20:1 40:1
L

B2 A DCEFERREREMNBERME CLARSEE

2.5 #E R A AarE Al DC A, CT-26 DC
Go e 4. HSCT-26DC Fa sz 2 /]y B, A A A7 I 18] 43 31 A
27.0 £ 1. 3(24. 4-29.6)d. 43.0 =% 3. 9(35. 3-50. 7) d.
57.0 & 7.9(41.6-72. 4) d. Log-rank I JEH 3 2 8 3
HAAZI [RIANE] (P = 0.0001). CT-26 DCH ¥ 2H A7)
BT DC Heg 4l (P = 0.0001), 1M HSCT-26DC #eie 2l
AEXEI TG T CT-26 DC A4l (P = 0.0384, ] 3).

—mmm————erires

N b HSCT-26 DC 41
1 H -
= CT-26 DC 4
. DC 41

BRUETR
o
i

0 T \ \ !
20 30 40 50 60

A= 7Eist e /d

B3 R@E DCEEERERE/NBINER L (Kaplan-Meier 3K).

3 1R

BSR40l (Dendritic cell, DC) AN LHRMIHT
BB E M (Antigen presentation cell, APC), fif
TR ACIE R AECHTR, BAMHC- T 28452 MHC- 11
Koo 2 2 DC 3R,  FEALEsr I R
R T T IR BT B e A e AR S i
BT, BosEMeEse ek DC FB B MRk / &
72 BB B SRS RS AR g o 4 i g 4 i 34
=R, RN S DO Rl g s 4 i B
T 98 440 it SR A P S — R M B, DA DC
AJ AR A A SR A 5T 0 R i g 22 Flepit )R i 22 47 DC
BAMI. 19984F, Fields et al'™ iR R MR 1) it

#HDC A5 SR S CTL, DLH A /N T A=
A Al o 122 iR 1) G e TR AR L. B oe S A 4 £ 28 DC
UM CEHTEFEARRE. B, MHeEm., 4
L AE P I 22 el R P S T 0 AT TR
GM-CSF, TL-12 =% TFN-a 2540 oA 1 RS 1 2,
SREE A A e g Ve KLH, F1t3 FRik ok CpG BA% 1 iR
gl e 2D R B DC IR T PR T RS 2 R
PR EEENEERN T8, SHABRAPURIES
& B BPTIR “ a0 b 45 APCEYL K iR 4 i 2
B AR 0 B 3 AT LA S R R S g R
PR ATEARAN 5 PR BRIk & T S R =
PE A S N T BRI T A B B A R RS A0 PRI 4
JEE, 5 S LA AR S g B T I St VR T R 40
Ffg 2 e ik w R A IR, BB i e,
L B Re 08 S A S TR P PR e O, AT LATE]
ARATBR AR AN ERAE S A I PR 42 1k 2 I P AR 5 1) ) 4%
DC J8 17 F) 7 i

AR TR, PR 5T A TR S 0% 4 25 IR 40 VR
RlPT JER A 28 AR SR AN R 3R 1T MHC T 284+ R0l
T RIFRIE, R3EDC MR, MTMRE T DC Pt
JiR g8 SR 7. 5 TR 40 i o A b SR S 2 ) DC A B
DLFAVOR 52 98 40 Ff o i b S S 2 DC e /b, 2
2 180/ R TR AP 9K ECL 400 A R e e PR CTL B B B
FLAR R CTL (40 A2 35 1k 38 0 AR e S8 40 A o4
PR A DC BEMSTE AR P = A 5 S U8 e
. S0 U 9 S R 4 R ST P S B W 5 Tl B )
PR, DLFAPR o iR 40 A v R SR 7 B K DC 4oy
AT e (2 K S s, BLAR B P b R L 4 5
I8 41 9 U Al T SR 4 A DC I S g TR BRI, 15
BB 22 AR A e AN R AR A7 ). X — S5 SRR,
AR T o988 A0 Mt kR p R £ B DC S AR B
RFEA TR 45 e B /)N = A B8 4 ) e e R4
VEF. X 55 [ A0 A R AN 3075 S0 T b oRe 40 i S
DC PR FRIE AR ). B o b 472 o PR 4 e SR 17 3
K3 DC F¥ BT g P PR LA A 00— 20 B B, L AT AERY
BLEIELAE : (1) 18 24 B AR v A 25 R A% 442 = Jrh 8 440 it 44
KR B ARIRIEACT. SHETRSE SRR T EA,
Bets @ DC K TH 4 1 CD40 LL & CDI1 A5 iM AL A B
PEYUR, hEh s, UL PTURIKS MHC 73+ 11
AR, FihE % D0 KM, HEMEE CTL® ™ (2)
55 bR 40 B B SR 45 A OBV 0 2 1 T LR MR (R 5
(Danger signal), fEidFMHC 112847, FLHES T
RIS UL A MM T IL- 12 f& 5 20 b, M
5 DC BT SRk B AE P

IR ERe 2 FRBITNS AWiEEE, £
g Dukes’ CHILLT, o DU 5838 1 D) B i g 2
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Tof e 63 1 S B A8 b BT RO e 28 SE AR S I A
A7 I 8] ASHIT 5T A i PR T 2o P e i 88 4 231 % DC
AT BT S Bl AR S B Bt 1
—E I HEIRAKYE. 12 DO B X B e T L e A2 R 1)
B B A Fr kP B SEIR B AR.
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Abstract

AIM: To investigate the effects of matrine on the release of
interferon-gamma (IFN-y) and tumor necrosis factor alpha
(TNF-a), and the hepatic histopathology in mice with con-
canavalin A (Con A) induced liver injury.

METHODS: Forty-eight NIH mice were randomly divided
into 4 groups: control group (group A), model group (group
B), big dosage group of matrine (25 mg/kg, group C), small
dosage group of matrine (12.5 mg/kg, group D) and
bifendate group (group E). All mice except group A were
injected with Con A (20 mg/kg) via the tail vein at the first
day of experiment. Group C and group D were injected
with matrine (25 mg/kg and 12.5 mg/kg, respectively) via
the tail vein. Mice in group E were orally administered with
bifendate (150 mg/kg). All the drugs were given once daily
for 3 days consecutively. Four hours after the last admin-

istration of the drugs, mice were injected with Con A once
again at the same dosage. Blood samples for determin-
ing aminotransferase (ALT) activity, IFN-yand TNF-a con-
centration were collected at the 8th hour after Con A
administration. Histopathological examination was also
performed for liver tissue.

RESULTS: Serum IFN-yand TNF-a in group C and group D
were obviously lower than that in group B(IFN-y:25.5+£6.1 vs
69.3+33.6 ng/L, 26.5+2.5 vs 69.3+33.6 ng/L, t = 4.0,4.0,
respectively, P<0.01; TNF-a: 49.1+11.9 vs 106.7+64.4 ng/L,
52.945.2 vs 106.7+64.4 ng/L, t = 2.9,2.9,respectively,
P<0.01, but there was no significant difference compared
with group E(P >0.05). Serum ALT activity in group C
and group D were apparently lower than that of group B
(1 086.9£675.8 vs 2 477.2+529.9 nkat/L, 1 121.9+957.4
Vs 2 477.2¢529.9 nkat/L, t = 5.1,3.9, respectively, P<0.01).
Hepatic histopathology changes were alleviated in both
group C and group D compared with group E (P<0.05).

CONCLUSION: Matrine has a remarkable therapeutic ef-
fect on liver injury in mice by suppressing the release of
IFN-yand TNF-a, and alleviating the pathological changes
in liver tissue.

Key Words: Concanavalin A; Hepatic histopathology;
Matrine; Interferon
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Abstract

AIM: To determine the expression of laminin receptor (LN-R)
in gastric adenocarcinoma and its clinicopathological
significance.

METHODS: Immunohistochemical staining was performed
on 76 cases of paraffin-embedded gastric adenocarcinoma
tissues and 10 normal gastric mucosa tissues with mouse-
anti-human LN-R polyclonal antibodies.

RESULTS: The expression of LN-R in gastric adenocarci-
noma was significantly higher than that in normal gastric
mucosa tissues (P<0.05). The expression was significantly
associated with differentiation degree, Borrmann stage, in-
vasion depth, tumor size and lymphatic node metastasis
(x?= 10.606, 9.979, 6.838, 7.611, 12.509, P<0.05). The
positive expression was negatively correlated with the
survival time (x?=9.980, P<0.05).

CONCLUSION: LN-R might act as an important index for
judging the invasiveness, metastasis and prognosis of
gastric adenocarcinoma.

Key Words: Gastric adenocarcinoma; Laminin receptor;
Immunohistochemistry
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8 %, MAWE (Pm)28 4, LT (SS) MIzEiE K
JZ (Se) 40 ; B K/ : Fi 42 =3 om 4541, HAR<3 cm
3160 R 255 RS < FHE 44 1, B 32 1. X RR A A
1O 1) 1E 1 R AA 21, A WA i (WHO1997 1E [F
b 5 0 R 2 2 45 2 B A R A R e
HEEUIRES po. WANRGES aBfETh 7kl MPTALN-
R B AL Al A AR A A
1.2 ik RAS-PIEGEALY AT  AdE U1 B
W K46 30 nl/L i EMAEN G UREE; Win—
PU(LN-R JRIE 1 ¢ 80 W ke) ; WM = hx i i —$i;
DA It BB AR G P RE RS UF (13 TAFW ; DAB &
t, HAEEYR, EWH, B LIPBSAAE —91, Hith
o AN Ay B B AL s A A Sy BH A ) e
1 B A o AR B R, R AL gl =
10% A FHYE, A5 4 B < 10% A B 1.

Btz ab3g N SPSS10. 0 BT 4 b T,
X° R B T H v 2% kL, A Kaplan-Meier 244
1757, Logrank ik Wi B 3 AL A2 AL AR I T ) oF 5
EMFARH B EIRE Y H e TR R #B Mt
T H A Ik

2 BER

2.1 BME L LN-R 89 & ix LN-R [P RL T4
ML )ERTH, S E AR, 5 B G0 ME bR 2E 5 B
(B 1). 76418 IR A 23 LN-R BHER A 3941 (51. 3%)

Ty
B i -
. r -L"-:._h," T
= ‘l.-;l'.?:; -\.::_-:_l.- -';
oo A
=g [.'.1 &L
% .?_ - g i
-t'h %
D

C: PEDEBIRE: D: ROLBRE.

10 ) 1E % 4128 LN-R FHESRIA 1 41 (10. 0%), LN-R
7E B IE LA RIA I 2 T E R B 4128 (X0. 05).
LN-R 7E B IREH R DR RIEKFES SRR
Borrmann 7384, RAHRAE . BhERC/N, WREL 45
GO H BRI K R (/<0.05, F£1).

2.2 LN-R &k 5 4 B ot 69 £ 2 52 A Kaplan—Meier
kit FLeE R R IN-RIHMERIA AN TR B Bk T
P15 # (] Logrank 37 x* = 9. 980, /X0.05),
BEHE LN-R FRIAF2 AL 3 & AR i (Rl 4 J, (18] 2).

3 e

LN-R XFCHERIERAL GEA, & LN RIEERT
B LN 2 240 9 5 0 e e T B 2 1 e T R I A
2, 5 IVEIIR RS 6T S A 42, 5200 41 i
M. B8, W ARAK. 9, 5 R R
HREA X, I LN-R ERN AN RIEE AV EE
PR, IEH bR K BV 20 2R 40 Ff A5 7 3 5 e JBE 1 ) 4 LN
RGTIAE G, 18 40 M I 7E 1 400 e = T g O BH A
. EARAITH, IN-RZESREALS FHE AN
FIZRIEM LA B2 7 (K0, 05). IEH _E 7 FILN-R%
A TERERIBE SR, T ek AR o LN-R AT 9 20584 4
WL, RN SR T A B 2 IR A5 LN-R, Dk i
Wi TREARBO - — DR 3801 T 440k, TR/ 4N et
SRR, W5 R B 2R R ER, T A S B A R %
BV, A e A R 2 B = R s R
RN N R MR A 2, I B B
AR, P SRR, R NS Liotta
FRAE ST, T R R 4 P R T (R S R 4
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R 1 LN-R EBIREPRVRIXIER (76 Bl)

FPEBIFAIE n PEMETRIA(%) X P
DEE =) 10 2(20.0)
s] 23 3(56.5) 10.606 0.014
{5 43 24(55.8)
Borrmanna | 11 2(18.2)
yagitl I 17 6(35.3) 9.979 0.019
I 40 26(65.0)
\Y 8 5(62.5)
RHRRE M. Sm 8 2(25.0)
Pm 28 11(39.3) 6.838 0.033
SS. Se 40 26(65.0)
BB /) <3cm 31 10(32.3)
= 3cm 45 29(64.4) 7611 0.006
MBS Negative 32 9(28.1)
e <30% 15 9(60.0) 12.509 0.002
=30% 29 21(72.4)

AHEZ REEWLN-R, HIA AR LN-R (1) 2
D E R LN AR R () B 7. AR P S LR 40
ST e Pk 45 LNV 8 0 38 1E 5 B R A LR RS 7= 50
i1, 488 LN-R USRI, 1 B4 & pis bk
AR R, X AT e 40 R o T AR O 1E T 4% A
sk et al [V PCR BT LN-R cDNA, 4R/5
W HsZ A s s U AR A R A R A, SR AR A R
TR Be 012 29|, E—uFE] T LN-R [ RIA %L
& 5EYREEE B RER R T AR .
AWFRERE, LN-R 55 IR KRR,
Borrmann 73 FAHIC, BEAE MR /0 ALAR MG . Ik
IRFR K L SRR b, IN-R FIAK &, R IN-R
52 R A IN-RIE S B IE KM B SR %E D)
MIE. 7R 7 E A AMRIBIR D, 2K et al'Xf
BIE TSR 67 KD-LR 78 EI R4 e oh Rk 22
o, wig A K S R AR S R e
$#27R 67 KD-LR FHPERE A MBS R mRE S, H
55 B0 R B DI Fujita 650 B e RO
G LN Rk [ 98/ B 2R 2 40 W e g (R 28 BRI IR

100 7
80
60
40
20

0

Survival rate(%)

0 1 2 3 4 5
t(survival)/a

B2 IN-RBESEFENEHXRER.

B E MR R A KO A E e bR A A M ELISA
Fll Mg o LN KPS R R, HEABEm T ER
M, WMELEHBAS T ORESRBEH, HEEA S
FHF L. Dancker et al® %4 s FIRFSTIE S
TE AR ARG, B LN I BE BRIk, TR A4k
PR ) 0 40 L % ELZH 2 P 22 e g i 2 A 1 KR B 1) KT
I . kAR et al™ Atk S-P iR HRE
A LN )RIAGE SRR, EB WA LN R A
S5 WRREA R AR 2 R, ML
RIS EAE IR AL, T 2R 2340 B M) 52 5 4 B 2k 7 i e
JORTY, LNSRA RAE 5 B e (R VR Sk B 5 5
BAEWHEXRA, BEMIAKNLN 2 SRS L
. LN-R I8 45 & LN GE(E 1 8 41 i TV LR R i 1
B0, LN-R T8 Fo o 5 S8 T BEAT P iR AR
(1) 40 B9 20 Mo R T B9 LN-R R4 & 95 10 297 2 Ik
A, R LN-R BEEE A S ERLN; (2) W

SRLN-R B A 4 i ORI 4 5 B 4 &
(LN DG BFGE, 2 RERE A TV BRI b 40

X LN RS 45 P s A 2 T SR8 A R A A e A ) B

WERZ — MAEHLRIEG R, MEHEBEIAK.
X AT RS (0 AR I TC 18 R B PR, A AT IR S TV A

I SR AR ORI AN 1 PR 968 40 i i 57 T R I it (A7
T A e UL . R, LN-R o e i 18 iy v &Y
IR E AR REH LN 5HES, ([
. B AT, LN-R 755 R . Rk
EEAEM, W T MR RCEEAT N, 2N ERE T

B bm. I AR AT, bR S HOR
%, AT A BLLN-R 5477 (8] 2 A5, I LN-R A]
PB4 B I TS e b 2 —
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Abstract
AIM: To establish a bioartificial liver (BAL) that can me-
tabolize both ammonia and diazepam (DZP).

METHODS: HepG2-GS-3A4 cell line was produced by
transfecting cytochrome P450 3A4 (CYP3A4) gene into
HepG2-GS, a cell line established by Enosawa et al by
introducing glutamine sythetase (GS) gene into HepG2
cells. After the expression of CYP3A4 was verified by West-
ern blot and immunohistochemistry, HepG2-GS-3A4 cells
were inoculated in a BAL circulatory reactor. When the cells
grew to enough number, medium containing NH,Cland DZP
was infused. Samples were collected at fixed time. The
concentrations of ammonia, DZP and its metabolites were
analyzed by Berthelot reaction and HPLC.

RESULTS: The expression of CYP3A4 in HepG2-GS-3A4
was much stronger than that in HepG2 (P = 0.02). The
BAL with HepG2-GS-3A4 showed much higher capaci-
ties of ammonia and DZP metabolisms than those with
HepG2 or no cells (P = 0.04 and 0.03). The concentra-

tions of ammonia and DZP were decreased by 31.7% and
36.7%, respectively.

CONCLUSION: BAL with HepG2-GS-3A4 processes
strong activities of ammonia and DZP metabolism, with
advantages of stability, easy subculture and storage, and
abundance of cells.

Key Words: Ammonia; Diazepam; Bioartificial liver;
HepG2 cells
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fikj BL

B 4 33% HepG2 4l i B e 3E = SUEE AR5 1
A Enosawa et al %9 HepG2—GS #a i ik mk b VL4 K H %
R, &I —F 5 R B A R BE (glutamine sythetase, GS)
Fetm &, & P450 3A4(CYP 3A4)HRit & X 49 HepG2—
GS—3A44m b FFEA TIFIEVEER B PR de b am e, i
M FA TR0 B Ao % Z (Diazapam, DZP)#gKH 5.

Fik: VA Western 4% X Ao %, 9% 20405 5 4 52 CYP 3A4
EOit Rk, ¥ HepG2—GS-3A4 m sy T —4F
ANTIFEERE, FaRETWERGS, NS
NH.Cl fo% £ 03k, %F 24 h, TR, o
#) VA Berthelot B A £ IR E, vAHPLC &40 DZP
B AR E W

Z5E: CYP 3A4 % G /£ HepG2—GS—3A4 e R L B
5% T HepG2 4 liL(P = 0.02). B H HepG2—GS—
3A4 4a feLey £ PN TATIEVEIR 5 F 5 HepG2 0 A T
mig LA, BOREY RIER(P = 0.04), RUR AL %
AKZ 31.7%:; DZP R ZALR B AR (P = 0.03), LA DZP
W R M AR T A, DZP R EK 36.7%.

ZEi8: AP HepG2—GS—3A4 4a JiLey A A TR A
Bl 249 DZP Fe B A RKAHAE A, KA I R Tk
oy R e, fR B RRET, & THERFH
B, R E R L PR 5

XA &; BE; ATFE; HepG2 41
T7, BoF, S8, S350, HepG2 BV A THITAINESZE

BUCETRETD. R AHEILING  2005;13(5):648-652
http://www.wjgnet.com/1009-3079/13/648.asp
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JHVE i s 1) 2 2 2 DR sR SR RIE IS5 5, iz f
PR R R k1 T AR M Basile
et al™ KB IR EER 5T R AR
K, FEAE BRI Dy 25 5 U 1 o s B If 2 rh
R 21258 12 L2258 . Ttzhak et al™ A N ILE
18 = T S BURF 32/ R I 41 8 B — F 2 RS f
JIEIBE . Baver et al™ RILLIZE = FEAZ AAREHIH
ST e vT T R R B B R PRI o B AR R
AR R B e AR & R O
2 FER AL 2 e AL A S ), I 2 3 vy o B8 0 ok &)
U2 B AR SRR ) R GABA REFIHIMEMIZE 21,
PRI IHL 22 7. — B B X U S B A 2 — W I
il 13 BN T HF A e st R VR T PR s . AT TRy
AN THIEA S A T EEAMAH, TEEIER %
A, MMEEE, B S R R SN i RS
s RS54 . Enosawa et al G RIEB ABE
fe& KBS (glutamine synthetase, GS) [ HepG2
(HepG2-GS) 4l LA T iZ IR A%, HAF H A =g 4
£ 4x10°, MEMAELBEIT . BE T S WAL
(R K BE, (HAETRIR ) 3F R B K. g a %
P450 3A4 (Cytochrome P450 3A4, CYP 3A4) B &
E‘Jﬁx:’f&kﬁﬂtlﬁf{ﬁ‘ﬁm K, 7F Enosawa et al
FEAiR b, FIHERERBOR, @AL T AL RIE GS FX
1t 9k CYP 3A4 FY HepG2 41 il (HepG2-GS—3A4) . FLA
HepG2-GS—3A4 4 MU 42 T~ B3R A=) N T LA 21 4%
FeAF G40 A H IS A 2 Kz e, W AR A
AN RGBSR 2 2 AR g

11 RRGE

1.1 ##+ HepG2 W T Riken Cell Bank(Tsukuba,
Japan). HepG2-GS 40 0 f ¥ 57 %% (RDF) B Enosawa &
I (National Research Institute for Child Health
and Development, Tokyo, Japan).#J% HepG2-GS—
SAM BT UEF 2 AL mEA A, 535 human
cytomegalovirus (CMV) fl human elongation 1-a
subunit (FF-1a) ZEEM N B a1, # zeocin i 255 [
IBORERAR. H5 hams ter BRI GS A CYP 3A4 FE[N 7
SHEA BIR 2 2 R . FELUIR A iR i e T
HepG2 413 HepG2-GS—3A4 I 255 T-47 100 mL/L /N
IMiEF Zeocin 200 mg/L {) D-MEM/F12:RPMI 1 : 1 B3¢
i HepG2 AU RE 3% T4 100 mL/L /N IfiE FI 75 & 2% 100
kU/L AIBEE 2 100 mg/L [ D-MEM/F12:RPMI 1 :@ 1 K55%
WA E T 37°C, 4 50 mL/L COp FRINEAT ks 5.
1.2 ik

1.2.1 WesternZ 3 fe 5, 9% 2140 3646 M CYP 3A4 H510°

AN S TAR R g, FARARARUE (cavit-
ation) ffF. ¥ 20 pg BMAE T 70 g/L SDS-PAGE fXH
VK, FREB|EERR A LRI |, LA CYP3AA /RIS (WB
human CYP3A4 kit, BDGenetest, MA, USA), LPIABF
WRAES I, BENEEEREM . REANE, %
B g: oA b, 4 B e A R 0s)E,
5, FRLLFR$iA, FH LSAB2/HRP (DAB) kit ik &
(DakoCytomation, Denmark), HEAT HeieAAvAa].
1.2.2 BN A DZPA R /K H & FiHepG2-GS—3A4
M T Enosawa et alM A MIREIFERI AN TH
WG48 (US patent 5270207[1993]). 7E/GH 42
PR s T, 40 BB A T — Rl g se T Al ) B s A
YERE b Z R AR AN A IR OKAE IR, A P B R
3T°C. BEFRIE 0o A1 CO, AT I S5 S 2% - THI AN Wi b gy N
Bk, H20 4. 0x10° HepG2 F 40 M i T iz [N 88 1y
24 h G, FrEERIRE IR L1 L/d BN N A,
1 RN R G, DA R Y sege
YRR B 40 B AN [R] 43 340 - HepG2-GS—3A4 41 i ; HepG2.4H
MR TSN M. FG 2 SEH0 % EE 4 R MAIREA T Jd,
TR AT s DY A% B SR A A R A TLIR & =, TR
B N A% ATV B, FRARIIE DZP A& B A
FOESE, FIEEIREIEIS. A5 DZP M NHLCL 1Y
FFRWEARNR A, AWK EILF DZP dng/L;
NH,C1, 2.5 mmol/L. fR¥F R4 EHIR T 37 CAs.
R N5 50 mL/L CO, 1 0. 2450 F0, 1, 4, 10,
24 h HUEE. FFLLHPLC VKM DZP R AR =9, 2
%2 ZE (nordiazepam, NDZP) . BIHELE
(temazepam, TZP) . 2 F 3545 % 5€ (oxazepam, 0ZP)
I FE™, BABerthelot SRy kI & Ik .
it ph3g 45 B DlmeantSDFE k. LLANOVA X £
PTG 00, X0, 05 A HE B3 2 7.

21 &R

2.1 Western 2 3 F= %, 75 244 Western 22748 45 4
BoR, CYP 3A4%E [17F HepG2-GS—3A4 41 f R HepG2 41
He e AR I 21 (B 1A, B). 48T, HepG2-GS—3A4
AN ) CYP 3A4 25 & 404 HepG2 119 9 (0. 18+0. 014/
0. 02+0. 009) 1 (/X0. 05) (E2B). G4l fh45 B 5 R,
CYP 3A47E F7EHepG2-GS—3A441 i i )5t 15 5 B B 08
F HepG2 40 il 5 FH % (Bl 1C).

2.2 DZP #4915 ARG 40 M i AR N T e
IR e, DZP IR LI B BEAK (70, 05) ; FE R
HepG2 4 ML A N THEIEFE A48, DZP Wk EH B¢
ik, RMILL 25 X (20.05), HIENDZP, TZP
FTOZP A A (B 24) . TEE:FI A HepG2-GS—3A4 4 i)
PN TR gE, DZP & B BT (X0. 05).
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aepGZ-GS-3A4 HepG2  Afckiik
(n=4) (n=4) (10ngn=23)

HepG2-GS-3A4 'Il
.ﬂ
o

e e

B1 CYP 3A4 EEMMLER. A: CYP 3A4 By Western ZK3245R; B: BEMEEMMN Western 2RES®ER] CYP 3A4 EENMENE, AIEH=N
10° cells.®P<0.05 vs HepG2; C: CYP 3A4 NGB LEILER, HepG2-GS-3A4 MRIESE RFANE.

HANDZP, TZP =4, TZP F=&# 4 NDZP 1) 5.2(1. 3
975+0. 072/0. 2 701+0. 015) f%. £1929. 01+ 50. 33 pg
DZP ¥ {Li4, NDZP, TZP 435745 148. 55+ 7.54, 768

63+40. 64 pg =4, DZP IR A PR 36. T, JTERMI4 h
PRI EE 4 0. 0 587+0. 004 pg/(h « cell), T 24
h SFH5EEE 4 0.0 194+0. 008 pg/ (h « cell) (& 2B).

2.3 BRI TEARIEFE A0 L A 90 N T REE IR
A, SR LT B S BRI 7R M HepG2 40 1R AE 4
N TR RS (K] 3), ZIREARK, SRSt
TR X (P0. 05) ; TEEA A HepG2-GS—3A4. 41 fL ) A=
I TR R s, 20R A B B BRI (P<0. 05) .
IR AP 3L, 7%, R4 h WFEEEN 0.
435%x10%+ 0. 028 nmol/(min * cell), Tij24 h-F#
WA 0. 075+ 0.005%10°° nmol/ (min * cell).

30
HRAEG IR 2 B i B Th e, a2 o i — IR

A
= —49— HepG2
£
g —a— L4
#X
¥
[a W
N
a
0 L | | | | |
0 5 10 15 20 25 30

arEy(h)

ke MO Re R ml SR Z S RNER, wzm
WA PR R AN N TP 75 A T e i )
B & AT Dy Re, DARESE S5 AL A e it 1|], £E
ZAE GRS R E IR E Ew e L KR
[ K 22 £ Dy RS2 v 40 ISR R AT 1R . Bh e s 2 0
A5 I I ) e K i U N IE % R4 B KA
PRI ; LA EL R S 0 N 40 3% ) LA e IR TF 5 T 440
KIFA R B EEBE. B NG L HepG2 4l B #4 B N T B
EREAT IR R 5211 BARABATTR 5 AR B AL 9% I AT
MM ThREICA R TROY, SR B Ik R IR TR A A b 3 o
— LB A SR IG IR — L5 D RE, AN KA N AR
11 Enosawa et al % ¥4 GS BEPHEYL T HepG2 41
R RIA, &M T AN TR, a2
EWAEE 4x10°, WEHEIT . BRIRT S
AN ARG, (A AE A 3 R B3 i K
i R PR A 2 R R 8 R T s ) S R
MBI —, CYP 3A4 B M2 5 & KNS

6 —e—DZP

5
=, —=—NDZP
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2 2
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AT BRSO CEER(n = 4).
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B3 SEEMATHRERSET SR = 4).

P B, FATTE Enosawa et al Z5AH I, FIFHE
FEHBAR, AT Rl ik 6S T3t ik CYP 344 ()
HepG2 41 il (HepG2-GS—3A4) . 7 B2 7= 1L 4 HepG2-GS—3A4
A A A AR RE ) 55 HepG2-GS 4TI B 2 57 (P
0. 05) #4142 2% = T-HepG2 41 g (/0. 05) . 1X 1 [ B2 Hh iF
B T GS7E HepG2-GS—3A4 4H g P ) ik 36 15 . Western 4k
TR A R 7R CYP 3A4 EARIKTEWMT
HepG2 4. A1k, HepG2-GS—3A4 4 i 2 & F = 14X
BEE BT HepG2. M0 L o THME
HepG2-GS—3A4 41 M A N T FFIEAR 45 A B B 11
DZPFNZ AT fe g . DZP A HIAC G 22 15 15 5= L i
WA &8 AT, VO Z AR A T LG 26 48 T 42
HEE S T HepG2-GS—3A4 A A KA EE. HoP4R 4 h
P R, TR, EIT IR BE A,
2 HepG2-GS—3A4 4 M AT 5 W B B B, b N
HepG2-GS—3A4 4 f 232 g0 i B, e f Qg0 ok
P BRI, T DZP eI, b A4,
ATREH THRR BRI AN FERE T I, 2 ia W 1T B,
ARG P R . 7E A TRIT I, R AR EOR
TR BRI MR RN R NS, HARRL R B
ST E 2 Bader et al™ K EAE T B ph T
—FZ ZERMA T RS, HLIAARE 4.8 pg
DZP, T MG 51 d DZPRIERRH K 0. 47+0. 37 pg/
(hecell), LHARLHHFANTHIERZSER 8 5.
SNTIREAL,  JRACHTE 40 B & A AR A B R T TE
JH-4R MO 26 T AH RO AN CYP 3A4 Be A DZP, 1
H At 305, 2C19. 2B6 “#8 Al {15} DZP ; 1M 77 AT 48
HEL 1 28 11 AR e S A ads o] LA DZP AR 5 7=y 0ZPFATZP
HIERERE TR Ak, PRREJRHE RSN, T FEIK CYP 3A4
AR =R BT, T A 1% R B4R 82457 . CYP 3A4 L R
HEAGEE TR, EERTHRITE, B8R
SERCER 1L AR R S IHEAT, BEAE DZP B4 =4 0ZP AN
TZP T B ST A A AR AL, K A
RV S RS SR IO 5 = — 2. [E R BL R DZP 7R
NARP FEZARWNDZP, TZPFIOZP =M F= 4, 43
AIELLNDZP, TZP 2 M ig4% (Kl 4) . NDZP & 1EIEHE A

CH3

!{I-SO H—SO “_S%
. - — H TS
CI O CI =N CI - R
ZE ERELGE ERBIEE
(Diazepam,DZP)Nordiazepam,NDZP), (Oxazepam,OZP)
N CHs
CIO R
37z (Temazepam, TZP)

B 4 DZPHIRBIERR.

PRFIAAR AR B = T, S DZP 2y
FEVE AR, HYIE BIE K (30-200 h). 2RT, TZP
1 0ZP BUTEHA (10-20 h, 5-15 h), #1kL DZP (20—
100 h) EEAE3 2. R, NDZP FOHER: 75 Z ) 5 K,
7EDZP BB DI A2 B fi 3 K. T HepG2-GS—3A441
il =224 DZP AT TZP AN NDZP,  fir UGk o
TN TIE R G, 8RRk TIEBRDZP 2 H
U= st Ta], 3 DZP AR R AR KA ). Enosawa
et al ¥4 HepG2-GS 40 Ml T A S50 fir N THHE
NVES, FEEFE 40 d JFIASHX) 2. 3 mmol /L &K
K% 4 0.5-0.6 f mol/(min « cell) ™. T A% SEH & 1)
EEEZE K 0,435 f mol/(min + cell), K NASELR
IR FF IR E S 2. 098 mmol /L BRAR, #a 1L
AR KA, T SE PRz TS BR R FE A — 3. Enosawa et
al 8 ¥ HepG2-GS 40 M T J A 40 it 7 ol 4 T
AN IR, IE R HAR S 2 ) e
BT AR 1/7-1/8 2471, ER W Bow,
HepG2-GS—3A4 4 i i) A BE 70 BH {2 95 T 78 I AR
. SR A4 i BB AR Th BRIz L B OK, AR T HL D fig
PRI AR (Z910 d), H aPRE i e i a1 R0 40 B
. JRACHT R AR IR — Ik, B AEARDIRR, 42HL.
AR B N e, T BB AR E s s 1) fa b . T
HepG2 BARIREE ZE, HERE, & THEAMNME
17, FREUAN M B A2 IR BEE AW T2 R
R, WIEEEENKTEF LR ZE, #END)
e, T B b E T I A), RN R i SR 2 1%
WESHH AL, — € Bee WY v L TR A DZP Az i)
K=, MH, EAZMKR, BT Ay TERHE
A, —EBEIRR I M B S AN TR, AR
SRR R A, Tk — P g R AR B
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Abstract

AIM: To study the dynamic changes of p38 mitogen-acti-
vated protein kinase (p38 MAPK) phosphorylation and to
assess the effect of p38 MAPK phosphorylation inhibitor
in severe acute pancreatitis (SAP) in rats.

METHODS: The SAP model was induced by bili-pancre-
atic duct retrograde infusion with 5% sterile sodium tauro-
cholate solution. Eighty Sprague-Dawley (SD) rats were
randomly divided into sham-operation (SO) group (n = 30),
SAP-NS group (n = 25) and SAP-CNI1493 group (n = 25).
In the SAP-CNI1493 group, SD rats were administered
with 10 mg/kg inhibitor CNI-1493 (i.v.) 30 min before in-
duction of SAP. In SAP-NS group, rats received same
volume isotonic saline (i.v.) as CNI-1493. Pancreatic tis-
sues and serum samples were collected before and 15 min,
0.5 h, 1 h, 3 h, 6 h after operation. Western blot analysis
was performed to determine the phosphorylations of p38
MAPK in the pancreas homogenates. Serum levels of
interleukin-1p (IL-10) and tumor necrosis factor-o (TNF-o)
were measured by ELISA; Pathological changes of pan-
creas were examined and scored with light microscopy.

RESULTS: In the SO group, basal p38 MAPK phosphory-
lation was detected. In the SAP-NS group, the p38 MAPK
phosphorylation in the pancreas homogenates reached
the maximum at 15 min, remained at a similar level at 30,
60 and 180 min, and declined to the same level as that in
SO group at 6 h. In the SAP-NS group and SAP-CNI1493
group, the densities of the band detected by West-
ern blot were 5 200£360, 3 500+250 at 15 min, and
4 910+320, 2 500+340 at 30 min (P <0.01). In SAP-
CNI1493 group, the serum levels of IL-13 and TNF-o were
decreased significantly as compared with those in SAP-
NS group (P <0.01). The severity of tissue damage in the
SAP-CNI1493 group at 3 h were significantly attenuated
in comparison with that of the SAP-NS group (P<0.01).

CONCLUSION: The p38 MAPK plays an important role in
the pathogenesis of SAP. Inhibition of p38 MAPK phos-
phorylation may be a potential approach for prevention
and treatment of SAP.

Key Words: p38 MAPK; Severe acute pancreatitis; Phos-
phorylations
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ik 2

HEY: TR p38 L4 REE & #BE(p38 MAPK)E 5
A RAE KRR TR SRR K SAP)RIL AL T o &
ALHAE | 23T p38 MAPK 4% F- P47 ) 7 CNI1493 & SAP
#y PR AP AE R

Tk 50 /L 4R B AN MR AR 8 35 AT 02 4 3 LAV SD
R FESAP BEA | FEHLH A SO H(RF KL, n = 30).
SAP—NS 4(n = 25)% SAP—CNI1493 41 (n = 25), &40
K R F A8 Western blotiE 4] X R %M 28 27 55 5% 1L
p38 MAPK #4 4% ik ;ELISA J5 i 4] s 7 IL—1B, TNEF—
KT AL T RS AR 2L R B AR A

LR SO MM AL B EAFRAL p38 MAPK 55 &34,
SAP—NS 28345 15 min M5B 1L p38 MAPK & £k
PPRER G FMM, 3hEIFE TR, 6h a1 p3s
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MAPK &5 SO 2848/ SAP—NS £8.f2 SAP—CNI1493
20 Western blot# 15, 30 min &4 565 Z A 5 2002360,
3 500£250 F= 4 9104320, 2 5002340, SAP—CNI1493 48
15, 30 min B MM 20 47 AR 85 1 p38 MAPK 84 & % B 51K
F SAP—NS £8(P<0.01).SAP—CNI1493 483, 6 h B[] &
S F IL—1B, TNF—O /K-F & 3 h i) & 1k M 20 27 5% 22
AR B F KT SAP-NS £8.(P<0.01).

Z5i8: p38 MAPKAE 5 #% F18 % 5 A 5 ln ik 44 K S SAP
B IRME A A, CNI1493 F4L PR 5T 4p B it 374 p38
MAPK #9387 . 8V Ko an B T 49 /5 4 i SRR
KRBT T ERE.

KE1a): p38 £RIFIEME B e B 2 M RAR 28 BRI 1L

MR, 3K, B3, VPG, RIRE, =S, B FER. ARSIE
RIEERERIEARIANAIC p38 L RIRBICEDAMBOWER. TRENENRE
2005;13(5):653-656
http://www.wjgnet.com/1009-3079/13/653.asp

0 5l

BE SV R 98 (SAP) PRI ] R 4 5 ROE e N 45
HAE(SIRS) « 45 Z MEAS DhBERENG (MOF) KFET - 5
1k 10-30% 1M — ELE F & T . IRk (E 5 5%
SRR A RRHLEI R RS E AT, &
AR B3 K BRUERAE SRR K (MAP) &1 /5
LA P IR 20 2 p 38MAPK BRI K B 8 A0 75 1k 17T p38MAPK
R S P 1) o N R IR A R AR ™ R T A
FURLI 50 g/ L AR IE R A IE JER A ATV E S5 § oK
Bl SAP 52 R JE iR 20 23 p 38MAPK IR AL 5 AL 7K, 4R
p38MAPK {7 5 4% T 1 B e e PR 31 771 CNT-1493 XJ SAP
IR E .

1 HRIFSE

1.1 A4 SD KR 80 K, idiEdk, &, Fi&E250-300 g,
e B 5 R RS Sy, AN SER % IE N R A
71 wk FFER5EE, KMIEBRIZER 12 h, HBOK
AHR AN (Singa 2 H]) ; MUFTER EHA S & (NE-PER
Pierce 2N a]) : p38MAPKIIHIF CNT-1493 (36 [H Pennsylva-
nia M Cruz {81 208) ; KM% IL-1B. TNF-a ELISA
R R & (g A R A 7)) 5 p3SMAPKE 1R 14,
BTk —$i(Cell Signaling Technology 2y 7)) ; L
7/ R Tg6-HRPZ#T (Tmmuclub Labs. Inc. CA. USA) ;
ECLiRF & (LumiGLO Chemiluminescent Substrate,
Lake Placid, NY).SZHwy 2 hZEK. BEVLY NIRF
ARA(SOH, n = 30). SAP A FHEh /KT Xt 40
(SAP-NS #H, n = 25) J% SAP-CNT1493 T i4H (SAP-
CNI1493 4, n = 25), SOH4 0 (IEHEXTHRA), 15
min, 30 min, 1 h, 3 h, 6 h, FHEILS5 H;

SAP-NS 40 % SAP-CNT11493 #4043 #5455 15, 30 min,
1 h, 3 h, 6 h, BELS K. 30 g/LKEH%Z
AR IR O RRIEE, LA 4 5 b0 T8l S B BCER I AT 2 -
“ielmarkE, B e IR AR T, 4
BITEILHE 1 AR+ 58 W T 11 A Bl ik R iR
PRSRER T, LLO. 2 mL/min SEEVEN 5% 4 RENHER AN (1
wl/kg). SO FFIE 5 IUEIBN + 5 At f s i i AR,
SAP-CNT14934H T 1& #5271 30 min, B kiE A CNI-1493
(10 mg/kg), SAP-NS ZHiE NAH AT FE K. 1]
) IR 22 By kR AR A0 K B, S B JIR £ 2.
1.2 % WA, TEAFFmUIE KD T
ITHE 368, WML RHEITGEE T WS iR 4 2% 1 AR
1r,, ZH Rongione et al(Gastroenterology 1997;
112:960) bRUERHATIESy. M3 TNF-a. TL-1B &
KA ELISA J7iEMsE . BRIR A2 100 mg PG5 AT
WFEE, PR E IR R B, A &K A BCA
1 B A0 ug FERH ILHEAT SDS-PAGE HLIK G, HLERS
PREMRATAE 2N, 50 g/LIBENE Wk IxTBST i =
i . P IR AL p38VAPKmAD, 3 ZHUA A L
24/ IgG-HRP. ECL B, MFEFluors
MutiImager B 553 11X (BioRad 2y &]) £ fQuantity One
4. 1R EHGE S B R A AT 23, DUAE Y B 46 P34
TR FEAE R R p3SMAPK R A 375 A0 AT R AH X 5 2
Bt TAEIE L nean + SD KR, @I
SPSS11. 0 Zul-#kfl, KM E T 22 0 Wt %411
BT MR, P0.05 B BEER.

2 BER

2.1 foik TNE-0, IL-1B &K-F SO Al TNF-a, IL-
IBATFAEO, 3 h &6 h EREEMND, WKTHA
2H (/X0. 01) ; SAP-NS £H % SAP-CN11493 4 IfiL35 TNF-a,
LL— 1B 7K b e A5 I BT ] () S T a2 o v, e
SAP-CNT1493 #H & I 8] )5 TNF-a, IL-1B /K P8 &
ik T- SAP-NS 4 (/<0. 01, F1).

2.2 AR LR TE SRS SO R A S HyiE e,
BRIt /N e JEIRBE . [R]TK B R0 98 E 4N v i
SAP-NS ZH 3 h i ] A JBR A 28 23 AT LA o K Jiek, /N T[]
BRI, TR RV K ; AT 0 i SRR AR R )
I EEMIREIR , TRBEIX A A K 5 g Ak 40 i e
% 441 52 48 i 440 MO SAP-CNT 1493403 hi (] s i
PRELGUAK IR, SIE. HI. RIER 5 K A4 B %
F&{K (P<0. 01 vs SAP-NS group, 3 2).

2.3 MM 4R 27 p3SMAPK AR B2 1 SOZH K FRUBR IR 40 21
for il 21) /b 2 W W2 4k p38MAPK [{) 14 ; SAP-NS A i 1 /5
15 min iR 1k p38MAPK [¥) 3% 1A RJ) ik 25 48 = 22 0, 4
¥r3 h 5 B2 PR (/X0.05), 6 h K #R1L p3SMAPK
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&1 SAP RRINE TNF-o, IL-1B 7K (mean = SD, ng/L)

TNF-a IL-1B

ay il

0 3h 0 3h 6h
SO 60.3+15.2 65.8£20.5 66.3+21.2 90.3+20.2 85.8+25.5 95.3£27.2
SAP-NS 286.5+50.3° 500.5%45.3° 293.8+46.3° 388.0%44.5b°
SAP-CNI1493 188.4+31.2 355.5+40.2 200.6%27.3 270.7£31.8
°P<0.01vs SO, SAP-NS group.
2 SAP 3 h KERERARZELVREBEEARD (mean = SD, n = 5)
7348 IKAD SSIE i} 17394 ISYiava)
SAP-NS 33+02 23+02 1.6 £ 0.1 2702 99104
SAP-CNI1493 2.7 +0.2° 1.8+ 0.2° 1.1+ 0.2° 1.9 £ 0.3° 7.5 +03°

°P<0.01vs SAP-NS group.

1L 5 SO AAEML(P>0.05). 15 min /% 30 min K}
SAP-CNT 1493 £ joi J520 40 b i B4k, p3SMAPK 1) 363k i3
ZAL T SAP-NS ZHAH MY S ] 25 (/<0. 01, 3 3).

3 e

Aok 22 R4 5 05 A0 B L BOE (MAPK) 5 5 % S 1l B 1
SAP RIGHLEIF e H 255 R R BN EMR, H
H p38MAPK 2 f5 2 W FUIRIRA B MAPK S5 B 51
Z— TENUAAR BN JE I N FE b A i L
(PR, p3SMAPK {55 4% Sl i ] 55 NF-KB il B 7
TeRA0 ™, WS TINF-a, IL-1B, IL-6. IL-
8. E- MEFEZE M. p3SMAPK FIBLIE 7 2k B iR 4
(AP) KA. RIEREWHLELERVEM, Wagner et al
(Digestion 1999;60:41) 7E i35 MAP LAY R IR,
AR R 40 P ) p3SMAPK 3% P RGE 5, 30 min i
VEPELF| WM, 120 min I p38MAPK FF 28 LA 1k
Dabrowski et a][gjﬁfﬂ?ﬁ‘ﬁ/‘fh(ROS)ﬂu@%ﬁ?ﬁ
MAP i IR IR V.40 i Y p38MAPK.

H AU p38 MAPK 7 AP & Ui H 4 A BRI 5T 3=
T VAP BRI AR IR KA AL b, T RARE
BEE N HSAPIL G Z RGBT Y. FATH A SAP K B
B, IR SO 2 Ji i 4H 23 G A I 381 % R 14 p 38MAPK
(85, WS 15 nin i p38MAPK [ R AR 2 2

WA, %RREKFES hEHETRE, 6 h
I} AR Ak p 3SMAPK F1 6 1A 5 SO ZA ML, SO 20 e iR 4e 241
W AEAE IR AL p3SMAPK RS AIIER 1A, i B p38MAPK {5
5 i S AT BE S 5 R 1T JER R MR VL A R P RS A A B
3, RNVAETEREG N BCRE AN E S S H
B MEA S R IR 2 ) p3SMAPK Bl B 2754k, 42
7 P3SMAPK {55 5 5 Sl B 7E SAP RIR K25 T
RIEFTHS, SFSAPEAE. REWREAEEEN
7S SAP R BRI AR 1 p 38MAPK v A AR 488 e AP 1 I
], T H ST TR R A BRI AR, KT LT
T FEARE B9 MAP ABE 7Y r ) 4 R85 v v A A P e i)
AN HEAE 5 5 GOk B3 7R T MAP R SAP & LI o]
REATAE 22 . p3SMAPKRFLE 13 vl 5 | 48 P4 41 i P 1
FRIAN I = A, T A W7 7 A ) 8 A DR A A S B
KA IR AT RN, FHFH IS ECSIRS, MOF
(¥ 42 £ 10 Bt T p38MAPK {5 5 %% T 1l I B AR 1 1y
BE S HLAE AP RAFHLEI T AE BT S ABOINGR, CL&F
S p38MAPKAE 5 4 T3l 1 vT LAYE 9 MAP B 4098 ¥R 7 T B
AL HH] p38MAPK REfS RIEG SN BT RAEA , 141
DRI F ARIE I AR, IR R IR R v 4 447, B
REZ YRR R, I BR B SRS e .
Blinman et al"HRHL, 1RAMgHR S5 I AR AR 1 40
Ml p38MAPK y&PERH B =, JFH S TNF-a, IL-1B,

=3 SAP KRRJERRLEINBEER L p38MAPKWestern blot BREEMLESE (mean + SD, n=5)

yapss| 0 15 min 30 min 1h 3h 6h
e 1 200%105 - - - -
SAP-NS 5 200+360° 4 910£320° 4 300%230° 3 800%120° 1300140
SAP-CNI1493 3 500250 2 500£340 - - -

°P<0.01vs SO, SAP-NS group.
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IL-6, TL-8, MCP-1 %52 40 R 7 & 111
PRI, TR A p38MAPK 437 1 SB-203580 5%
R BF 2 A0 ok A i IR R R e A,
F2 B Wk 70-95%, FF HAWHI40 M R+ A b K7 i 2
& 530 p 38MAPK (R 3 i 1F bh. A 50 45 AR
CNT-1493 BEFNHI 2 E40 LA+ TL-1B, TNF-a fid
e, R p38MAPK [ B S, Ml sOE R T
PRI S8 T R 8 9 B A ) — AN L
AHFFUHR 7R p38MAPK J2& SAP [ R AL Th — 4 E K
5 i S, p3SMAPK R vT e ik i 45 AR i
TR 241 L R 4D 7 A T ek A SAP P 38 40 ) 7 TR
EARR R R TR tS Y, HIRAEETET
BLHIRIBT ST, T HAEA SIS R B 43 22 > I TA) sUFAS
[ NEHZGBTHTHI, 5EIERZHE 0
HNIRA —EMZEIE. i Ge et al™ RILHA R MKK
PR B BB 5 MAPK R3S 170 HLXT p3SMAPK 7E AP
FIME ARG PIERIRIE, W Fleischer et al®RIHf
5T R IR p38MAPK #3115 SB203580 1 Fil f5 th B E S A1
Bl AT T v 8 B H DRMAP IS AN B 1% H R B (2
ARV 240 IR BE. T MAPK 7 28 5 MR B0 A 4 T i
PIRIMLEA R 5 28, R p 38MAPK {5 5 45 Sl B 1% 1L
Je FAMEIFIRTSAPAE F B B ARNLEIE A Fr ik — DA
e .
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Abstract

AIM: To explore the expression and clinical significance
of MAGE-Al, MAGE-A4 genes in human colorectal
neoplasm.

METHODS: MAGE-A1, MAGE-A4 were detected by
streptavidin-peroxidase (S-P) immunohistochemistry in 38
normal colorectal mucosal tissues, 31 colorectal adenoma
tissues and 83 colorectal adenocarcinoma tissues.

RESULTS: MAGE-A1 was located in cytoplasm, whereas
MAGE-A4 was observed in both cytoplasm and nucleus.
While hardly detected in normal colorectal mucosal
tissues, their expression was significantly increased in
colorectal neoplasm tissues (P<0.01). However, there was
no difference between colorectal adenoma and colorectal
adenocarcinoma. The expression of both genes had no
relationship with sex, age, histological type, recurrence
and malignant transformation of colorectal adenoma, or
histological grade, depth of wall invasion and liver metasta-
sis of colorectal adenocarcinomas. However, the expres-

sion of both genes was significantly correlated with re-
gional lymph node metastasis in colorectal adenocarci-
noma (Pa;<0.01, rsy; = 0.287, Pas<0.01, rsp, = 0.312).
There was correlation between the expression of MAGE-
Al and MAGE-A4 in colorectal adenocarcinoma with re-
gional lymph node metastasis (P<0.05, rs = 0.247).

CONCLUSION: MAGE-AL1 and -A4 genes may play im-
portant roles in the occurrence of colorectal neoplasm and
the progression of colorectal adenocarcinoma, especially
the lymph nodes metastasis. So they could be regarded
as two molecular markers for early diagnosis of colorectal
neoplasm as well as prediction of regional lymph node
metastasis of colorectal adenocarcinoma.

Key Words: MAGE-AT; MAGE -A4; Colorectal neoplasm

Liang R, Wang F, Wang KX, Gao Q, Wang ZQ, Yang Y. Expression and
Clinical Significance of MAGE-AL, -A4 Genes in Human Colorectal
Neoplasms. Shijie Huaren Xiaohua Zazhi 2005;13(5):657-661

5 E
BH): FiT MAGE-A1, —A4 L B A& XI55 & ol £k
B R L

FiE: £A B FELEAS-P ik, KM IEFHA KA 38
B, KWMAEE 316, KR ELAL 83 ) F MAGE—
Al, —A4E G0 R K Fo T A4 5.

ZH: MAGE-A1 &9 2L TR, MAGE-A4& G &
A% TR0 R B = e B KW ABIR 4047 B L4 R
Kk, FEXGIYIB(RIAMIE . RIS T ¥ A K ZHKR
T4 A AR K AT 5 KB IRH P o Rk £ ¥
REVE A RIS TR S B R R
RFEAM RFLARSELTZNE 2R LR ENE, =
FHAERBMRSE T oY R A 5 B AR Fi ARF
DR ARERRE . AL ESZ A LATFEL, ¥5
A Tk B2 A 2 A A Soit 5 & L (P<0.01), B EIE
FaE £ R (Pu<0.01, ra=0.287;Pu<0.01, = 0.312).
AEHREE S XKBRBZ T, MAGE-Al L5 A4k G
A R OEAR K K R (P<0.05, r5=0.247).

2518 MAGE—-A1, —A4 X BETaE K Iv e & 4 |
BER(LEAMRELE S FRAER, AZRALH K
T B R B R AR AL 6 - A M AR — .
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MAGEIX AN ARGEE T A28 P15 (Melanoma antigen—
encoding), Van der Bruggen et al''*' 1987 fE7E
5T R AR I B ORI T MAGE-1 4t )R (MZ2-E) .
EWAMARIEN, HArC 3 23 > MAGE F L
G, AT AT N X et ik B AR AR Ytk
AT XIRANE], 5 MAGE K738 A, B, C, D,
E, FAMNESEY. i, MAGE-A KRS 12 4
R, BT A Gtk Xq28. K 2 5 LR ™ g
Jp N RS PR 2 —, HORR IR TR 8
B THEES, BT AMIRKEEumEd, Hk
A IEAE BTG INCY. HAT, PR R AR KRR AR
KM IRg HER o6 T MAGE SRR S i k4B RJE (1R
LR KAEMUURE, THEXNERE, BN
HNBIR WARTE. ik, FRATRA A BoR, N
VAGE-A1, -A4 BBETEHZWI T Ea R = nAb MA454
FBTBY N, R EH KBEIE. KaiRwE. X
W A Rk — F I RIEFE MR, T =S
KR A REZERKER, LLEE— 2w Y]
KR 0y 7AW EHEL, S5 00K
TR ) 7y A ARCY), D RIE ) B2 E
Rt E RS HKAE.

1 HRIFSE

1.1 A B RHEE 2 B B 2 0T =5 R0 5 — Bt J8 = Be 4t
BEFEARDIBR . KR LIS B 7 A A 350 o i IR % R
SEREHIAF RS B 152 ). Horr, IER KGRI 21 38
X5 A 2 4 B K e T R DT A A5 1 D)
%, VGG HRE WS LR A RALRE. %A IR
JARESE R KA IIE 31 B384 A BB T A I AR AR
K e bm A= 8 34538 1 K e F- AR U1 B i i A A, 6
FE IO LG e 45 BIRN G K B 45 5655 38 1 1) IR b
A, oo K g s AR 5 B T RN R N B AR A
T, A B AR RATROT FAST . IT A b A3
£40 g/L Pk HEERE, WA A, 4 po gLk
PIA, U BEHE Yo, BRI FMED , %
HE 2000 £EWHO iz 18 iR 21 23 2% 3 R b v o) K o ek 983 1)
S, P TBI, SEE LG —.

1.2 Fk REANEERAHS P (EFEIAY R
T AT EAERERE) . nAb 57BHEi 1 Spagnoli GC

YT g nAb MA454. BIFIM Ul tra
Sensitive™-S-PiR7&. A DAB B B AR
£\ PBSHHF. 1 mmol/L () EDTA $7L A& I (pH 8. 0)
10 mmol /LIFFARIR BL IS5 B (pH 6. 0) LL R HifA M
BB I8 0 3% [ Maxin 24 &) 77 5, ) B A8 M HT A P
AAWRAF, PRI S T, —PuMA454 1%
1400 MR, PUREE R EDTA LR iVE E ik
K 010 W 57B 4 1 L 20 IRIEFERE, PiRIEE
KRR R i i R R s R T Rt
R AN S AL ) R PR B X R S, LU PBS fOF
—HOAERE X R, B8 HE U R YRR TR A2,
ERAREZE S FNEEWNERARY A, RHYE
AR O e s TR EL AR U T o e e P
SENL, SRJEH T I AREREAT PR - (1) PR 40 e
B.o<5% 0%, 6-25% K14, 26-50% K2 %),
51-75% A 353, >76% A 455 (2) FHYERAL : LA 047,
WREEAN Ly, BHEN2 G, BWEEN3 Z. K (D)
(2 ZFR e, 0 Bk, 1-4 73 R8stk
(+), 5-8 4 AMAME(++), 9-12 3 AsRBHYE (+++) ,
F AN B X 4 AR ZE 3 73 M E A €

b2z ph3E N FH SPSS11. 0 Gk, 5w
#L%H Nonparametric Tests Jyik, MHIKMESHT R
Fd Correlate P ) Bivariate J 2.

2 %R

2.1 MAGE—A1, —A4 8 kik fo @ 414 5 MAGE-AL R
H 2R AR 5 e T T 76 B & K ai A
i, FHPEAR 5 0 iR E g ok (] 14) 5 78 K iR
AR A, FRYE S 5 o B - iR o
i (E 1B-D). M MAGE-A4 R A B2 THmE, 15
A MR G (B24) 7R IEE KIn R4 230, RS
TR IR B R R (] 2B) ; 78 K I8 s 41
Arp, FHPE G S A & - AR e R (B 2C-E) .
VAGE-A1, —A47E1ER KN REEA K i yeE COR e
K i) 23 3RIA 22 A B (P<0. 01)
BE K R CEMEME RS 2R LSRR X
(B3, £1).

&1 MAGE-Al, -Ad ZAREBRIILCR(PER)

£8 A FENZOE KR PN
MAGE-A1 EBXZHE - ®P<0.01 ®P<0.01
RIRE ®P<0.01 -
RERE ®P<0.01 -
MAGE-A4 EBXZHE - 4P<0.01 4P<0.01
RIRE 4P<0.01 -
PN 4P<0.01 -
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E1 MAGE-A1 EEAREERMIRIERADINRIL, S-PIE 66, A: EEABIEIR, S5FEYE+); B: KIFAREE, FAME(++); C: KRB UTHELS

), FEHE(++); D: KIZRB(EMNELEZER), BEME+++).

22 MAGE-A1, —A4 £k 5 KGR RIRIL S0 £
7 HETERMIE D RREY S BN, T,
AR (B BB IREHEIRE), BGERK
JEAL 2 A 22 IR g X, IR LB S A O
2.3 MAGE—A1, —A4 ik 5 KRR RIRILFH
* A ZHEERBIREDRRES S BEEREN. B
W MRS Y RFERE . AR LEE R

.
¥ -
@A # II -.}- B
N . .
& §
. i >
L &
J'L- .
-‘ = h 3
D E

LEFEE, EHS5EEFLRBEHBZNERGE
FE (X0, 01). ZHE R hmREY 5 EEA L
WMEEHERE EIEAH KR (A = 0.007, rsy = 0.287;
Pu = 0.003, rsu = 0.312), MHE5REEFEE.
A% 2 B T BAROHE (GR2) . fE A B 454
PRI IR T, MAGE-AL 5 A4 S ASRIA B IFAR R
Z(P=0.032, rs = 0.247, #£3).

B2 MAGE-4 ZEOEARBERNEIRPIIRE S-PIA, A: KIFIREERMME(+++), EUTFREZMNMEA, x132; B: EFE KBRS+ ELTF
MR, x66; C: KERAREME(++), EAUTFIEMA. x66; D: KIBRB(ITTHEEERD), BIE++), EUTFIEE, x66; B: KBRBEMNEE

%2), BEMG++), BAUTRRAREZ, x66.
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R"2 MAGE-Al, -AMABEHRESAERERE. BRIVEXME

MAGE-A1 MAGE-A4
temIng par sl
- + 4+ 4+ PEN B - + 4+ 4+ PBENSE
RERE BENZEMA 8 2 1 0 7 0 0
E-al =HINE=IDEY 54 9 8 1 44 19 3 6
MBS - 39 3 3 0 ®P<0.01 34 9 0 2 ®P<0.01
+ 23 8 6 1 /s = 0.287 17 14 3 4 /s =0.312
AT - 49 9 6 1 41 17 1 6
+ 13 2 3 0 10 6 2 0
J MAGE-A1 =3 MAGE-A1 5 A4 ZEEREEIHEFENE
MAGE-A4
" EBRK - + 4+ PE rs {8
~ 50 38.7 MAGE-A1 23 8 6 1 2P<0.05 0.247
X 40 35.53S
# 30 MAGE-A4 17 14 3 4
* 20
10 2p<0.05.
0

EWRBREE  KERE

PN 3

B3 MAGE-Al, -A4 AZEDNREE.

3 e
MAGE-A1, —A4 FERI 4 MAGE-A WK IRk i, 1
EN T AN Qe B4k Xq28. Dhodapkar et al"™'{scie
R, MA454 [ HPEAS 5 0 0 T M5 57B A PR
SEEEM TR, HHEELREEE A X4
REATLR T MAGE-AL, -A4 EHMENMRZ I
[ BRI T MAGE-AL, -A4 HETE 38 7l IEH K
R R IEE N, SRER, SREZHIEAAN
H, (HH 2 FIRMAMA454 FE (+), &F 2 4
KU ABIBEE(H). X—4RE5EN. JMIREY
A=, FZ BTN, BT S AHSANREAL,
MAGE-A WL R TE IE W AR EARIEN, MRET
DL S 2080 A K 2 AR e B e 2 e
B FRATTSLHG A B ik B 3841 1E K W & IR X B A ik
ELEE B I K IR F AR DI A A 14, JATIA
R AR — 2 e R R 0] BE N IR B3R A (+) bR A 2
A AR L) 2R (e i s 350 DX 35l g — 28 b e AH OC
FTRIRERAET AR).
HRMAGE-AL, —A4 7EKWlgs bRk,
v N 0 DL 3 ] P L A SOk R . AT SE RS R, —
HAE R IR R b AR IRIE, HEERS R
35.5%(11/31) 1 38. 7% (12/31), MM SH N
& - iR, HoH e KmiRm -t mRisy s
BRI ERe . HA SRR EEE R AER
Z I ZERTG U EE S, IRAR N B, R
155 K i R R B UG B A A DG, 1K 5 JRATT T )

WARANE], R R SR ARG AL, A1
KR E A K. Hasegawa et al™ 't 80 K
FRAS AT RT-PCR 5%, & IE MAGE-A1-mRNA (¥ At 22
Jy 22.5%(18/80) :Miyashiro et al®®fsziets kI
MAGE—A1-mRNAZE K J7 98 40 23 (R 3R a5 2y 25% (3/12)
& RS HATIAT I % 414k MA454 [F)35 (R 25, 3%
(21/83) #H—3. Park et al™" %} 3845 K Wi % it
AT RT-PCRAF5Y, & IN MAGE-A4-mRNA [FIFHPEZE Fy 15. 8%
(6/38) , HAREHRAL T A TIATHI Gz 40 5TB I E
X 38. 6%(32/83) , HJRPF I fig SFEAGIEL . R TTVER)
BURAE . mADSTB X MAGE-A4 (KR 2T F R A K. &
(ISR, MAGE-A W5 2 Bl i e B 2w ™. R
RVERFEDY . &8 N hEr O R
BB ST R .

AR SE U TR MAGE-AL, -A4 7ERBIRE. K
Wl mRIE, B IEE KBRS LT AR
ik, P8R AR R MR ) R ARl AR B — e IAE
A BT REAE A K W Big 2 A AR e 4. JAT T S B ik
T, MAGE-AL, A4 fE Rl ERR 5 B e
e Penl. AR, RBIRE . R EKZE
TR ENE, B 5EEA LB 6K 2=
FAEGUFEEN(/K0.01), H¥EFMHAKRR (A =
0. 007, rsy = 0.287;A4 = 0.003, rsy = 0.312) ;3%
R BT KRS R TR B, BB K
TER R B G EER bRICH. hAh, TERA Tk E 4%
BRI 2, MAGE-A1 5AAE A FIA L IFA
KFE(P=0.032, rs = 0.247), R _FHTE R
eSS EENE R R EEN. ZE A MUAE
FT Ko e Je FEEFE (2 i, LA 4% 1) e 3 2 1 s
AT KRG inT Y.
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HRIR@WIL(DC) LIS R BRI R T EX TR K,
PERGBTREN, —LRBRARBIRT DC oA AR L
BB S IR E LT 5RECEBEGESEFT RN
TSRO e LA ik, MR, AT AR IR 2R
F AT 1B A ¥ B N M. HIV-1 3T 5 DC #57
# C B % 4 & DC—SIGN(DC specific intercellular—adhesion—
molecule—3 grabbing nonintegrin, A5 K &m B4 7V fm JL1A]
R T -3 4 EESTH T CD209) &4, "SR
C, #®¥mE DC-SIGN BT 75 HIV-1, HCV &4%},
BT 5 oAl G FY IR R AR A TR B AR A DC—SIGN #48 &
TER ARSI DC ity —H A5, LAFA B Tk
&I AL DC—SIGN 55 f £ iy s Je oy BT 50 0 e A — 43038

FE, BGHE. DC-SIGN SHA-MRAHFER. EREABUARE 2005;
13{5):662-666
http://www.wjgnet.com/1009-3079/13/662.asp

03|12

PSRN M (DC) FEHUAH A I FE b 22 00 B 22, 4R,
BRI 2 FIER R, — L FARB IR T DC BT R LAk
Wiz il IFZMMEH 7 T HWSaEEEASE)E
HANSWFIEAIN T AR, Mk, MO 7ELE
SRR R R A S AR B R EUR A . HIV-1 ] 5
DCHF R C BIBEE R DC-SIGN(DC specific inter-
cellular-adhesion-molecule-3 grabbing
nonintegrin, WSO MIKE TR0 M B R B 73 -3 &5
GAEBESER T RICD209) 454, “48287 DC, REYLfsE.
HIV-1 5DC-SIGN & & /G rl A T 218, HZ Th&iE
FWEALR, FHARY THREN T 4R EESL. DC-SIGN it
b —Fp C Z9%EER 2% L-SIGN 5 A s 8 (HCV) L B 2
HE2feRtdG, MR E, M mREas R 4
A6 A0 M. SRR A CUE R, DC-STIGN ) w495 IR
ZAR, BT A5 HIV-1. HCV 456 4h, 16 m] 5 H A 2 Fh s
JE A LS. PR AR DC-STGN (I4H B 1E H BL & % DC Thig
R — 2o, R B TR AT

1 RISRBIEEE RN RBIRRIS
RBCFE D C 33 Of 57 1 21 8 IR ) 5248 5 99 T AR 4 B4R

M, IR R R KA S P AR R R R P ) L A
o FHEF . R AR HES Toll 524k (TLR) =90 f0 C 7Y
BHEZEYTLR BN GE S HBTOMER, BT E
R RARAE SAEEZ DC, T 51 40 B P AH R 1 3
2, WDC WRAFPLEMBETFHES ™, SR,
C R4 2 230 1305 IS AR (R B0 K Ak & 0 6 M AR 96 A,
HAGH AL, RIEEmRPURR R MR — R
A ndE LA SRR AR R TR, AT
XA, gemBbBinE EhmAEY RN, Bk, &I1E
VB TR RS SR A BRI LS, DhlE
PURSL NG, B, DC 4 RE C BUEESE 2 DC-SIGN i
BET AT HIV-1 B3R DC Thg M 418 EHLHI T #7.
DC-STGN B a] 15 by H AT 2 9 JEAA (3244, B H6 TR e 25
(HCV) "7, E41fEHi & (CMV) ¥, Ebola %%, SARS
R EE (SARS-CoV) MO, W T iEdt s ', Al A% o 4%
FRE R, A2 R R R0 & i I R P S SRR A 1Y
WEPRFAA, BRT HIV-1 DIAh, HADRR R ARE L DC-SIGN
hVEF B bR, BEETE = R R Y, AR AFRE .

2 R BIR A2 INAE C BUEREER DC-SIGN
DC-SIGN & —FhEE 5244, % DC FLEThEe R IEIR =
gl i, DC-STIGN ] 5 AL fk—4n i e 5 B 4 1 2
(ICAM-2) 856, ZBRRIA T MM EE N E F. DC-
SIGN 15 ICAM-2 (¥4H B /£ F nf 4 DC H 3581 DC P R
¥, XXHHFE DC ZERAEALE LR BE G DC 1Ak B
MR E e IO, A R 4140 Rtk 40 M DC | DC-STGN
KEF IR A 5 D00 ifin i DC-SIGN'DC FTRIAE
TEFRTR, I 4 440 P B ] M 4 0 T M09 1 0K JORE AL
BREWRIE AN T, ERES AL R T e I LA £ e e
DC-SIGN & Al j5 5 DC 54hHE T 4 A AR, X
I REE ST DO-STGN 454 5 5h—Fh 40 M i ¢ TCAM-31°)
MSEHL, AR TEShHE T 41 R T B /KPR IL. IR
DC-SIGN 5 ICAM-3 FIFHEAE AR E T DC 5 T 41 Mo fuJigt
MRk, MITISERK T 40 i 5 32 PR i T8 ). DC-SIGN 53
S M C A TCAM-2 AT TCAM-3 FOAR B4 ) 1 N O B fr il
A0, B T 40 M R RO R
DC—STIGN 8 A 1E 24 TR (¥ 524445 il 3R 1 PR 2 388 45 V5 il
th, EHEBRAA, FURMTHS5MHC 11K5 1445,
Ak RS T gt

3 HIV {£8) DC-SIGN FH ARSI AR
HEr, HIVECREZF AR E, IV E0RHLH T



LT, % DC-SIGN SHIEMIBAHT =

663

R HIV-1 B fE 3, W40 i IR A S A 75 22 Uik
EHN, R, WEABRAECDA T AT EH.
B, RBFADC FBT “ALihE ", o 85 5 A7 1l 3%
HIV-1 KRB HEZEEMREHS. EREHHF, DC &
HHIHIV-1 A #E 2AfE 84S CDA'T g™ =, 76 il 72
B, DC-SIGN ¥ TIREEM M, T EET S5 HIV-
L ARHEE I gp 120 B EM AERMHIRHIV-1070 &
M, DC-SIGN FARIRHHIV-1 % DC Ay, 2%
PR E A PEE. 455 DC-SIGN FIHIV-1 B A #1425
B CDA'T 4 M. CH LR, 44 HIVRDC 5CD4'T
MR E, AREMT MKz BT Al fLi
HIV-1, DC-SIGN & mI 3580w 20T T 40 M Al J 4%« i 5
WER, WRERDC URAEATRMHE, il
ANFURG T AL, XAR7n, BHIV- 1 IRERL (fEfE
PRI B I, DC-STGN FI 576 K 25 Bk A 2% ) &
LTS K EE.

HIV-1 &Gt F2rh DC-S TGN LR A AH 2 AN 1R 2
AN TR AR, BLAE, RACSEIA MR 800,
an, fEEAE R DC-SIGN 5 A DC-SIGN HA R & H
EH, FATUENHIV-1 MR /EAZH, X5A
DC-STGN f&H J7 z0AH R P 7280 . g, RAKFEFR AR ] 78
MEHA B LR KEMEFIL, EHIV-1 AR
LA KREBRIE TFBHA ), KAt 5 AR M.
Xghdton, EHIV RS, AR —
ST 5T DC—S TGN 7895 55 4% 13 AV 3 S i 72 b 1 T g

DC-STGN fE HIV-1 &% 33 72 7 A I B B LA Ak oh sk
BAEs T, EIR MR, M RO S BRI D C -
SIGN'DC Ff& 40 iy A & 2% &% HIV-1 3 T 4R fite). £ HIV-
1 ARG, XS RATREN HIV-1 3Kk
BETEENMER, Uk, FEHIV-1 2 EFRERYE
UK, ZEBEAHHAK DC-SIGN'DC fEHEH R DC-
SIGN AT 5 HIV-1, HIV-2 Fisg Ao fiim & (SIV)
HEOLSG, XERITMLEEILIT 418 5 &
(17, 4275 DC-SIGN AlFe 4189 88 (@ A2 440" 7. DC-
SIGNRAIREIR gp 120 LmH BhEgs =), BREHF
AreHREASEOMHBERNZE 2 RITA L EME
% [F5T LA 2 DC-SIGN 5 HIV-1 | gp120 f1E Nz pi s
X T R AL AT RE A B

BR T DC-SIGN 4b, DC iEFRIEFLHALN C B BE4E
#, g5 HIV-1 [ gpl120 555, ki, #H
Bkt SOV R AL C B g 2 AT B A% 38 HIV-
L. Bt — B HHAEM T DC-STGN X — 4k hpe, B
SRIMYE S DC-SIGN' DC Al# HIV-1 %3645 T 40 M, 1B DC-
SIGN™ DC HIAEEDS), A DC-SIGN™ DC AJ LAZ ik HoAt ()
CRIBMEER R G HIV-1100, 4R, FEHIV-1 Hd e
A, IXEER[ S HIV-1 £ C BB & A AT HA i 1
A ER PR 236 FEd, R DC BB Hi SRk % HIV-
L 23645 CDATFCDS'T g, A4 X eekise &= m) g2 fil
AT HIV-1 il 0.

4 BHSIRLAAE:HIV-1 FRLANEEIR DR
5 DC-SIGN 455 MR RS B b 26 45 B R,
{HE5DC-SIGN &84 1 HIV- 1 %5 Wb HAE 4 fa s,
HARFF T KA MR DY. DC-SIGN £5& 1 HIV-1 A g8
“RRER EAMPY, L FAMEME, SRR, I
B, SRR AN IEEE AR A, X R R
T DC-SIGN ™~ {8 % T 40 M frp s e B0 A i Fhig 12 7y
DIV BR DC-SIGN b 2/ T 41 A I 3 3 4F A, 8%
AN A HIV-1 #6519 pH B P4k, BLZBR DC-SIGN
Hf R A 0 DA RHL LB 25 A 40 B 2 P e B 0 2 DA R oAb
PAGHYS DC—STGN B A 2 fn o) ok Rt o B AR O B A, oA ]2
AR B GASZMBRM I T, BTG E.

BN, DC M TEEsE HIV-1 &2, X fh
ARG T MM R A2, HHIV-1 &L DC 5,
WIF HIV-1 Nef SEATHELT HAEDC-SIGN Wiz, &
KT DC-SIGN YR BRI P4k, 360 T H 7840 3 T () 3R
i, TR EE T A0 MR B3, PR TR R T 4
it ey A% 3o 125

DC-SIGN Zufifid 5 CD4- %7 - ZRE 5
WER T REA ARG, B AER. AR
HIV-1 gpl120 5 DC-SIGN &R iASWmEEBEHEAK
MG AR, S CD4 i/ Bk T2 AR e AT
BRWAER, MRS THS T ARERRE. T8 il
K, FREERURLY DC-SIGN 454 f5 I Re R4 T DC (MR T,
XAE I N TR RS A R T CD4 2R AL AR
REME, MBI T AR ANIAIHLER. DC-S TGN IR 55 e
T HMIEE IR D) o FHLEL I Rt — B IR AT

5 DC-SIGN NMSRATRSEHAFAIR

HCV B A BEFI A DC-S TGN 54 SR 40 ML 1E K i 4, M
T AR R (36 4T B4, DC-SIGN EE Rk T-HE R M5SR4
F e 507 7E E ARG A 40 M HP B AT AW #) DC-S TGN B,
G EEfEReERAR, SHMBALLSEC
(Liver sinusoidal endothelial cells)tHAE. 340
My 0 DC Al A6 AE BURFRE A, AT P9 E 85012 DC-SIGN B
PR A MESTIERE, EAM A EMEL |A,
HERN B HCV i, DU HOV QLR A A (B A i
BT 5 DC-SIGN F1 L-SIGN R pE 454 o). i
DC-SIGN FHt L-SIGN By 54t LA K H #EHE a1 DC *f
AIEPE B2 FIHCV AUF 3R, DC @i 5 A7 A4F M YR 2 i
LSEC A T4 M, Mk 82 B tE o S Wb - 5 5
TR AN E B e, TR HOV ARG AT 4 i o). 1X
L HFE SIGN 40 T 5 HOV /F A e 74

6 DC-SIGN Y REMIRSBHVZA

Alvarez et al®iFEB] DC-SIGN T {E4 Ebola JEEM
NIRRT, 1206 508 80 1R R AR, TSR A e 4R
K. REHADC ATk Ebo la BADRE IR, FHREKIHE
R34 5 A AN M. Ebo 1 a 8 AUV ¥ 40 il R 1H R 1A
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DC-SIGN, iX#2/mDC-SIGN A fEZ 5 T Ebola Ji A &
MY FE 42 Simmons et al'HISZIS AR, C
T EEAEE DC-SIGN A1 DC-SIGNR (L-SIGN) #. 5 5 Ebola
REHEEOYSE, FFHEKEYMBEI Ebola HEW]
AU MO S, IR AT S Ebo La 95 25 0] 4040 i 1 SRR .

S HIV-1 488, DC-STGN i8] /&4 A E 40 Hujs 5 (052
R, I DC-STGN sk 40 w55, (R4 8 Ak
B, Akmuifkidss g, (AEMRmEIEAEL DC-
SIGN K DC™, E4NM&YDC 548 T DC MRk, &I
1 i LR 235 TR AN 2 AL B A7 B AR o0,

peAh, B EENEE DC A S E A TR E A R A
SEARIE EE (SARS-CoV) Y spike (S) SR E MR (40 B 1
A, NiS5HEsEs. AiZdEd, S EARATRLES
DC FfDC-SIGN 45410,

M2, BMTHIV-1. HCV DI4h, HibmEtny
DC-SIGN 4454, R DCs {395 & 0 L AR 1 g e

7 DC-SIGN @it O EIVE EAEERR AE

HoAts 4B B9 JE ARt AT 5 DC-SIGN £54 i DC L4, 5%
S [E AR ST AN R HLHIAEER DC-STGN (T LARE i S s
WAL, XmTLERIME.

DC-SIGN 54 H B kb &Y AR =0
), KERZWIEA LRMARTEIE. S&ZFEZES
oo B NRERENFEERREZ —, T AH 5
Z . (EME BRI RED, SR NS R E
0 2 oy AT B 1 R RO, {2 DC A s R
IS f BB A R 4y, A5 AT AT B DC R ThRRD Y .

WIS S BROK A YRR TR T, KRILDC -
SIGN S5E5ZAT WA bovis RABIMEE RS, A1
L EE EAT ST RAM NG H FWE ManLAN) I H B BENE, 45
Gt FEat 2T Man LAM S22, TC Man LAM [ 43 4%
MR BRI T smegmat 1s 7y BT BIA 2 5 DC-SIGN
4.

DC-SIGN J& DC FRTHI [ 43 Kl AT B 1) = ZE 22 44 112 470, oK
B DC [FIB IE R IA BK-F I BB 5244 (MR) « CD11b A
CD1llc, XLELEZIAA BN MM S DC 50 B H
44140 DC-STGN ¢ F PR T HIHI DC 5 bovis F
AERIManLAM 455, MHIFERAE 80% LA |, MR 4¢RH
PrAA T E 2. 2 F DC-STGN 454 3 M AT B AL
JE A BE R T A B PR AR A, BT E R A DO,
W 7 — AT

8 DEATERIE DC-SIGN ) DC ThaE

DC RILM 2 C BYBEAR ZFAR I A 5, P
TR AR I TLR A5 5 520 G S 3 21 5 DR A m) B
IHHREL TLR /5 5108, SEmiia s DC AR s e By 255K
b, B ManLAM 583 DC 44 5B T i8R
4 (LPS) /S I 40 LR EARD TL-12 f943 s Y. LPS A5 11
S0 R B TT TLR4 SRy, Ik, fRATREManLAM

HRBADC &% T TLR4 15 S4&5 070, 1Ak,
ManLAM F /8642 45 b AT B8 A0 I A i 2 3 12224, R b
FF B8 1T BB S 1k 1R 43 1 Man LAM F-45 DC i 5 1 5 0% [ .
HEEFEZ AR MR) /B4 C B4 AT 5 ManLAM 4550,
PRI, TRA LU, ManLAM B&{KT LPS A+ 3/ DC
MR, EFREHR REPUAHE DC-SIGN 5 ManLAM
MAREAEAE, ARRASER EeWE, ##r ManLAM
JH 5 DC-SIGN A8 1 FA Il T LPS 415 A DC Y e ™.
DC 5 ManLAM &4 )5, THT DC HERVMES, 5%
LPS ¥4 A DC F=AE Pt 4 AR R TL-1012). DC BB AI 1461
AVIL-10 W35S a] RE3GSR T 70 B AT ISR 07 KRB DC
8% TL-10 Ab3E A DC AR T 40 M S 57 Y RE 7 PR, T B
P PVURI B T PUsEs 5 2Em 32 . BRIk, DC-SIGN 5Ehk
(R JEAARTE I FT LATR 328 DC A B OV, IRFEH T %
AL SEBE RSP, TS0 T SRR AR 0 ] B

9 DC-SIGN TJEERRRIEERTE F B ISRV ELL
DC-SIGN Al 5 L& H M E G &0 o),
S5EEBEWEDR Lewis MRAPRLEE (Le*, Le?, Le* fl
Le®) M. DC-SIGN [ K& Wi J 3 B T DC-STGN %K
B EARRRAE R B 2 T (R 1) . DC-SIGN Al fE R
T2 R R EAZ AN, XA R H SR bR A R T R
REZ 48 (LPG) SEBLRY, 6 AT LASE R Le* PHEIR FAA I 244,
W R e R Y RORE 2 4E (LPS) A 8 [RBMAIR s AT
PEIRHUE (SEA) U, i 2 R R L R 2 A AT 1 3R A 5 i
KA IR YL, 54\ Th1-Th2 [ 2 4 5 Atk 1
S, SCHL Th B Th2 (%350 58 75 B A2 R A
HarEREEY. FRE, Th2 N9 HEST 2 KRAART dU
I N5 5 R AR R AESC R BT, SEA AN =R HT
J& Le* A LASIAL Th1 1 Th2 fiEHt), Dk, Xe6) sk
IR AT REARN R i@ DC-STGN &L DC, T HLiS#E4\ Th1-Th2
O TIVRZEE SRt S/ i W S 5 S 2 o o= B L L e
TN, HERGN R AR A] B R 1 5 DC-SIGN &5-5 L] DC i
DR AP e OB L B8R, FERUIE I TR0 B A i R
B, DC-STGN X4 3R A Py £h I 5 S 4 B 1R o8 2.

&1 DC-SIGN iRBIVEFDRRE

AR DC-SIGN B4k
= HIV-1 ap120
HCV E1E2
CMV 9B
Ebola GP
SARS-CoV S
# DM EEER ManLAM
{AIESind Sa=] LPS
Z4h AHt2RE LPG
SERARER SEA

CMV: BEAIEIART; SARS-CoV: "B M IIRE BFREIIEINARS; 9B: ¥
EOB; GP: #8E03; S: spikefBED); ManLAM: FTRHBEEHEEAE; LPS: 5%
#8; LPG: BIRIESHE; SEA: TTBMINNER.



LT, % DC-SIGN SHIEMIBAHT =

665

10 458

AR 2 FUFYE R A, DC-SIGN /& DC MR JR3Z4k, wf
BES 5 T 2% IR R M 07 TR Ak (1 4% 3o e L 51 19 4 % 0 461
(F ). HiHESDC-SIGN FEH T35, mIEmEmR
AT 53 A% FF I 454 DC— S TGN 25 T 1244 1 45 Wi T Wk B
W ManLAM SRIHEE DC A 5 M S i b, 45 28 LUS AT 7T E
UESE 2 5 AR 3 R AR th 5 B DC-S TGN sRA% 36, i &
WIHIV-1 WA DC-STGN SRHIH] DC fIThEE. CMV AT HIV-1
RGNS R b i S MR AR AR 7R, S T I L6
AREAAE. B L, HECEREONRE S RBT
ManLAM {433, $&-FEa 88T DC M) RE.

R, AR R AR DC- S TGN 4 3k j5 B # i T35
BT IR 2 0%, TR B0 SR AR B R SR I N R PR A
WE5T BRIRIJE DC—- S TGN 7844 P9 1 k993 JR A4 52 A4 il 3k I 5 44
PUERI DRSS, M — B0 IRIYE DC-SIGN fyIhag!™™ ,
A BT DC-SIGN YE AR . DC-SIGN /]
REARTCK A HL HIV-1. HOV 2505 B i X B &,
T ELAR K B A Ao SR AR R YR 97 7 ).
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AR B AT S dm B 2 K B T (BEGF), BEGE 4R (BEGFR)#w
REAH —2(COX-2)E XM THF LM, ik k
W 95 4 8 P AR R AL B AT B 2 R A2 A AL K R
7 # %k BFGF, BFGFR % COX-2 s, &
A KW I8 0 KR BARIE I S Ty AT AR
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035

MpERKETFSHREAXRCHBZHEN. 2HEKNR
TAEAS [ 0 o8 A 2R mk o R R A 2 R AR K TR
T B2 A AR TR e s 20 2R P R RS A KR T I S D
SR SEmERNE RFEE, 508 4RI REY). Wik ke
HMWA KK T (basic fibroblast growth factor,
BFGF) RELZAARBABEEKE FRIEFRH— 7, H5%
IEB] 5 iR & B S R Y], ILEM IR, HE &8 -2
(cyclooxygenase-2, COX-2) #liHl5m] LL7E 5 HAKY BE FH
b KRR RE. COX-2 ZE RKBREREEIE, COX-2 HE
i gge (1) 22 Rl AE ) 24T R A OC I, BEEH COX -2 76 Kz
MIERPLEIHESE — MY EENME. WHBFGE,
BFGFR, COX-2 My&it5Ihae, RIEAE KR IRIE
FARIBHLHIE — 253k

1 BFGF, BFGFR 5 X7

1.1 BFGF, BFGFR #j#:# 5344 1975 4F Grospodarowicz
e AR T o) B B RR TR R AT 4 A A3 AR 1 2 ik
YR, JH#r4 4 BFGF. 1986 4F Abraham et al WM T
ANHIBFGE DNA T A 3 R 20 R A G 8% DL BEGF 3
B, i TRk 4426-27, FH 4 T, RIET5H)
BFE 3 MR TFRSEAL AR 2 M EF. B R G
AR, AFEAdsFRRE N 18-25 ku E M K
&, AUC B4HFHH 18 ku B BFGF & 146 NEHER, &
2 F4HHa 5, T CUC RRin T 4 T el 22, 22.5,
24 ku [¥) BFGF W& {7 T4 fukz. T4 B 5% BEGF 1442

WEME AN 18 ku [P E). BEGF AHE 2464 2 35—
REEM S ZAR (FGFR ) » RIS EM R E A i
AR R EARER S 2R (HSPG) , BUAT ZFESZ1K,
HBRR LB 2 EAZBRYIR. 2420 4 FRR,
AN A . BERR K . X AT B X RO R e R M R X 4
B, TR FGF SR MEGE KRG MRS S, M
ANIF FGF S AR R IE Y 1746 35 44N 4% 7 1% . BFGFR J2
PSR R A AR B AR EF B, ACTH a3
BFGF 22 5% H"™. i+ BFGF 4 1 &t Z A4 53 904 T 4
WifE SRk, WL WA H BT AER,
B T8 o 4N e 26 T SR A T R L, (BB MR SR A R
BFGF AJ LA i —Ff ATP IR zh i) 2 B 42 85 R 412 . BFGF 7£
EHSAAT I, GETHRE. ENTREMMELE
FhihRE 4, BFGF 75 HSPG [4HEN T 5 FGFR 445,
BoS 2 ARE RSN, B P EEORERL, WM
TR ML NS S %06 RE A T R R TR X IX LA A
HRMAESIINRE, 25 TMBERE. LEAK. B
HBEMEEe. EARKS 2 A M LR ET R,

1.2 BEGF, BFGFR 5 kX Wty # 2 IR0 FHY#HR
FW BFGF it L RIA SR A RERTGHERDIRRY.
FEXREP BRI ARUSE R, Wi et al™ NHRT-
PCR £ AR 50 #l K@t 4T BFGF K324k uRNA £, 45
RE7R, KW@ BFGF KZ/AnRNA R R &KL, 5§
B RESEALE, FEFER. HBFGF X2/ nRNA
FHHERIXKFYE Dukes 42 B E EAHK. $278 BFGF &
HzmaERpErEER. SR, BB REEER. R
et al"™ NG EMBEAL 181 f (BIEEHE. 4
W BEMemss) , 66 flms5 A4 (1) BFGF KiLRM,
W AF AL 5 5. BEGE { g g of 5 9 26, 389 0 e 21 21
(0 MR HERY , AT Ay e 40 ARG TG PR 1 b 3t A= 4 4
AVE F=YI IR . B g 42U I B 5 W AN S5 0 W B FE R IA
BFGF I BFGF 224", B /E T & Fhat fuim 5|t 40 i
Befh, AR PE, SR E UUBUEBPRES. RS eE e
ESE T FIREER, hVRH et al'® R F %% 4 ik 2
B 2T bRl BT 0 TR A TR a9 S AT RSO B2 AR T
FESF RPMI4788 N K@ 40 i BEGE (3R . e hr K I
ZARBAT TWEFT. 45 R Bon RPM14788 40 i r=4: ) BEGE K
o EMTMMAZN, —HWoFETHME L, HFEHR
JEE k. RUIEMENREERBSRES, MR
4 H BFGF H A REfE Qb MEAE K I FRIVEM, MATREE
B 5 IThES. New et al %} 5 AN KGR Hukk CEO,
CBS, FET, MOSER F1HCT1 16 Jfiin A [Fwk B 0 40 5 o
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BFGF, 7EHAr 4 /N0 H b A W2 40 fu 3 A8 B %38 o
(24-146%), HIGALL Sk 2 B3 EAEx. Heg
AR Western ENEVEUESEAE K BARHEFH
BRGF R H3z4k ik, DL EARSNRIE R i R R 536 4R 7R
BFGF R AZ RS KpEZE K. HDechun et alfl
JEAL AT TR 10 Bl K B, 7 BIE R, 4 BIATR
i BFGF RLRIKTA, R HL 10 H1 KB4 ]+ %1% BFGFuRNA
HBE, RHESL EEEZHRE L. FRERERATRES
KIasa 5 R R 5, BEA KNG 2 RAT k.

1.3 BEGE.BEGFR 55 &M AP 5 09 7% &, VF 2 WIFUR W] BRGP
BE B9 12 300 0 M0 A 0 R BB . VF 22 bR AN L A7
BFGFR fymzik, BHHEFEMES 10 FLE, HH
PR A0 i (R e i FRE . RRECL AR . L . B
BER . S B3Rk BFGF X 3Kk BFGFR, Wil BEGF
5 BFGFR £ 5 T B 1) % /.. BRGF B B ik LA R i 3 32
M2 5 e (1% BORN R &« — 77 T & i 1 3% BFGF 17 A
B 43 4 5855 43 v 7 0 HE 40 M ik R A R R A K
BFGF fE K —Fi e 2 73 2408 F R R 7, R g 4n
Mo B AR, B R 42 m R BFGF, BFGFR,
THEES LU RNA AR T, InaRALE A AR
FESE, MRREAIMLA GG B d, MiMifeiban i34, 1
ATl G — g A MR A L R, A R AN e AR
KRB F7. BB AR — A4S B A0 1 e i Y
B, AR AT R R A L B AT M A R R 1 2 R
MBS MRUEPNEBEBERSEEHNEE. EiEY,
BFGF 7EAAM N2 5 LRI % v i 40 A {4 4 50
FALLAE R, RSN R AN e SRR RVAT R R B, BE R
BRI, 55 T B0 ML 9 B 41 17 = 4 JR A58 i b i
¥, WREAMEFEEREH. BEGF B T X152 IEHA
U IS A e Ah, Sk R L R AR R
. B mEAmknr, MREERERL-2 o’ MEBK
G, ATREBANREEAKE 1-2 cn®, FREEKERE
B, GRG0 3K BH B A R 0 A R R 0, R (R R
B M REAR I B3 0. S BFGF xR AEK .. H.
TG AL A FH. BFGF 78 VF 22 88 8 A8 e Hh 2 AN A /b
RZE, EIREME—MREE, a5 Hahgn i
VEGF, PDGF, TNF-a 3R & FEH.

2 COX-2 5XIFE

21 COX-2#4#5 e AFCOX-2 HHEKL 8.3 KB,
EEHL0OMNETF, 9NN ETF, AT 14256.2-425.3, 1tk
MIREHE 88 — MR TATA &, HREGRSERERE
U6 R RVRR 134 AERREE, BFRJSTER 4. 5 KBmRNA, Z@id
—N 604 NEILBRAIFUREAELE, &F 17 MR
. COX-2 ARHENFAR DA, EFEBIT, COX-2
EFRFSFUERE, FRERLSHMEH T, £
BT RIES 4 COX-2uRNA FIE A ED, COX-
2mRNA B DG, 17 COX-2 2R [ RENNAN H,  (HA X 4 45
MNARIEH AT REe EEAE M, MR ALE F =R

COX-2umRNA & H & n] LRSI, WifE #AE. g
TE R 2555, COX-2 RIAR P X BT L, B
MZBREEEE — RIESESIERT 5 mikx,
FEFCOX-2 Rk, XEREHREFAETHBRNS, FE
AR IR T KK BRIENR. EEH M —
FEF=55. COX-2 VAT R T A5 V21
ER, M5 REMEERRE, WERBREHERENF
e, SRS RGNS, RREEMKERMKIELEE
EHIEA. Langenbach et al"'AEREBEIREAR, &
T EITH TS COX F— TR RE A, A5
MEYEZ FER COX B, MRS RIERMN. B
T A AR B R . R B, COX FARTRTE
M AR RFIREE, BREAARMGIIR, B4R
R AR T H, COX-2 Bz Ik COX-1 Bk Z 7 F iRz
(IR0, S SER T £ 0 : COX- 1 BEBEREA 5, shiiry
BEIE WA, HIL /MR I RS S FRAK, 0] o6 i e R 1
R, B, HERERNEFE, COX-
2 W E I LTI R R : (1) O R & A ik
Z5 () BER; (3) DAL, (4) 5 B s e
HETWFRE/R, COX-2 7E & MBI mEIA. T et
al G AARERG I 24 BRI, COX-2 FIRIEN
87.5%, RT-PCR LM IIEAMM P COX-2 mRNA K&
Western ENZE 7 M il 2 40 o b (1) COX -2 TR 3 I 2
. Wulfing et alPYHGZEAMBERN 131 5155
HHE, COX-2 ik d 83. 4%. i, *FCOX-2 fHF

2.2 COX-25 kW h ¥ 7 HTRATHZHRERIKI
IR A NSAIDs (I 440 4 24) RN, e Az kTR
& 40-50%7. HETIAK NSAIDs Hu A ML T HA0H]
T COX-2(cyclooxygenase-2, ME S -2), BH T
A DU 045 B 17) 1 47 i 22 R0 L Ath 2E Wi 1 e 28 A B A D>
Ik, W5 COX-2 SRR AERBRXR, SFHiEK
Wgmttt 7 —FEr e, RAEERIGAE X. Tsunozaki
et al"™F RT-PCRIEWIF 69 BIlLE Edm, RIEAH

RIECOX-2 H100%, HEHBBHIEHEEKEX.
Katherine et al FEAizAam 76§45 Eigm e,
COX-2 FRikZH 100%, LMK/, Duke 73, WhE 4
B . KERE BN COX-2 fEAET @&, 5Xh
PR ARIRRIEAR DS, fE R R4 R R REEEIE
FHEO AR AEAEAR R IS . Dimberg et al® ] West-
ern EIZEr HTAAG I 39 WIS H e COX-2 &R, 4RE
AR T COX-2 mEKIA (18/20) , MiMe T RiIZHRK
(4/19), “HMUEREESR. Konno et al™ FHEy
At 66 Bl 4E Elde, 14 BIBAMERIL (26%), 42 fIFI¢E.
COX-2 5B &EIEHE IR, (H5MVD, VEGF k. 22 C0X-2
RN A R RIE S FIMEA—, 52 KEWBIHRIE,
XYL T COX-2 7E X iah i 1E AR — Bt

2.3 COX—2 W34t m4] COX-2 it fur I HLHI 51 bR &
A (1) TR B4R A K. COX—2  cDNA 532 A 45 79 40 g



FE7:, F. BFGF, BFGFR #] COX-2 SAEmA*%

669

FkColo 32 DM &, AIN&SNJeE40 i DNA & R 5.0 i,
HER AR B4 H T COX-2 JBid H Y PGE,
YRR A L ) 38 AE L PGE, PR AR S T 23 W B 5% 0 ik
BN T R A0 f s 2000 B B AR AR R e, 5
ANAEREH EP B2k 454, B G B A MBGR At g0 i
A, AT R N I S e A AR 0E 32 44 (PPAR) B
Bt an A K. (2) MIHI4N AT Jones et al™
WIE T N ZE HCA-7 £ 58 T SC-58125 (—#f
TEFEME COX-2 7)), JLUMTo3G b0 ; T HCA -7 48 M 91 5%
% TPGE2 J5, Bel-2 EEE/KFERIAMGIN4-5 %, 7E PGE,
VEIT e, B2 52 E %A (mitogen—activatedpr-
oteinkinase) fiEMHEENE, MiEaZnd. 0’ Mahony
et al™¥§ COX-2 Y cDNA B K L B RIE 13k
R RIACOX-2 MAIEME RIES J5, KILRIES 4114t
JHToRE ) WE SR, F COX-2 R M50 SC58125 J
I RIES PP TG M. HVLHIIE A E2EE, BEED
HULT 3 4B E: WmBel-2 Fik, w3 — LA (NO)
fE SR EMF MR R HEHARES E. (3) R¥H A M
B, Kawamori et al®iFHH celecoxiB (—#Pk$
PECOX -2 $HI5RD) , 0F LA R B &5 P e e R 88 (1) 1L
K. Kakiuchi et al™Hf573RAH : L i7E Caco-2 40 i
AP COX-2 IERE, FEHRERMEEKEFHREFT
A, ARIET N R 4 e e e T RO R S B K
Tsujii et al"¥Gpy K05 S B bR 40 M s 72, 4
M g £IL COX -2 JF/ 4 PG, R AR E 1, Fn
FE A ISR ENRAERK, X4 R BERFE CoX-
2 HIHIFRINS398 i, 1 % B 41 TC 40 i = BE 3R ik COX-2.
M AR (angiogenesis) f& Mg #r A (L& T2 R OB X
.M A RCEFE LT LA IR NI A R A1 IR
W, MMANEITR AR, MRAEERPITE. HA,
WA ML b S, B B AW E Y G B B
M. COX—2 i B 2 3 AT fl 3 8 37 AR LB T R, (B
PUHI M AR 5E 4. TTRES N A% (D) R ME N EAEKR
T FOBE A BT 2 B AN A K RS R I AR R T R
&, {HCOX-2 afa %53 VEGF, BFGF SRl A H 7K
RTINS 2. T Re 5L AA PR PGs AR
IR e R R R R I A . (2) IS a VB3
RILEER. 3) 55 —SHEEGMHNFRIER. 4 BuE
BEFEIFHET -1, (4)COX-2 55 mhl. COX-2 4kt AN
JHERF=HE PGE,, PGE, W4T T 40 JL R0 B 40 1 ) 34 4= F0 5 4%
50740 B (R 40 ML 750 S . PGB, AR T4 e Re IR B R
(TNFa) /=4, J55H G MH DiRer = /& 10 (IL-10)
(=4, DAIThT, COX #2851 H,  IRas s
G G . 7E AR AR R, ehRE A R R 4
TEARNE R 7] P E COX-2, HE—B Bk R 1 & .
BFGF, BFGFR B{ COX-2 7E K% #5145 5y M o] W A+
m IS R R A UG, BTN R ES B kK #E
fER, HAETRLAMRIE. EETRAERAN, 015
MR X RSB — 2P B, 4B AR R S ) VR T Y

Hiw, 0P R —Mimie 52, BFGE,
BFGFR 1 COX-2 £ K i 9 B RE i % EZ AR .
RE XA 5T A e, IRIK NI A — BUE
B, HBEE RIS RIRAN, et K B 7 S i it
ENRCECEE-ONIEEE S -9
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B G T 2 K S8 B0 (hepatic stellate cells, HSC) AR £ 4L
KA R AR P R B R T HSC 25 Vit A #)
R Fle A, S mppsbh Rosd ki, Riimie
AF Bk MRS AS )5, HSC & A#E HSC ¥t L %
Frim BB T 05 5 4-ibfe B b RIVER 694 R L PDGE
AR TGF-B A M AR T&65 K -F PDGF 484848 HSC X &
S AL S G TG SR 84, TGF—B #8148 8 HSC 4%
A-SMA UAERARILR ., HiptaEafEa L BEmin
SNA T ET—1 0ok % HSC 19 & Z A M o 2 — BT
MG ad, mpes @i, AR5 HSC B4 4 %M
RO - B AE AR K38 R M) R 89 B 4% HSC #E AT M 4.

BRI, FK. FERAROEN 2RI RSB BRI HREA RS
2005;13(5):671-674
http://www.wjgnet.com/1009-3079/13/671.asp

03l5

HLEL WM, O 1 HSC R 27 4 A0 2 R i R oy %
BEFFAT. RT3 T HSC HAA R v K 15 BF 2T 440 5
HF5t E 2 B PR O HUR. RSO HS C BT 5
S AL BT T L

1 FFERMERHARDEREY S

KTHERMEUTREEA 100 ZEM L. FA7F 1876
%, Kupffer S EREERIM A —Fh 22K
ARG, r2 AR (stellate cells). 1898
%, Kupffer [N EEFENESK, MR FEAEEK
BRI RS BB B4 i (AT RS E
W4 dr 4 o4 Kupffer 4000) . AT, fIRE T E WA
MR ECIRAN L, AR R B T S, R4
M EWAME. L Kupffer LSBT I ZHIA
. 19561 %, Ito KIMFSAE —FE SAEH A M, FR
ZHNBEMAKE (Ito cells) Bi G40 (fat-storing
cells). 1958 4, Suzuki FERZEHIE Kupffer HE L
G Pt iE R I R EIR A0 M R A T AN I R A, A
M EVEA M Kupffer 4000) , B, 04 dr 4 4 Bk
MM (interstitial cells). 1966 4, Bronfenmajor
ESE T A4 MR 0 R L, 45 i 40 Mo ke /> 8 4 Y g 40 A

(lipocytes) . 1971 4, Wake™ [RIAt A &b &S 0140
PG EE R Tto BriR 5 R 40 M F0 Kup £ fer BTk
TP B A0 i R R — 2R A 4 M. 100 24k, P20t
DX IREAT TR, ARt T 2N A RS
FoOR TR AR L AREL, FREA T 4% Kupffer 1K
W, 1996 FEF L ZA G a4 HSC P

HSC A7 T Disse M, EWETENEMME (sinus-
oidal endothelial cells, SEC)AAF40fE, JFHH
KERRS KRR ASE LS. 1Ak, HSCILfdH
SEE AN, AR Y LRG0 MARFE Ak 15 A o HSC A3k
HIRAD, 590 S A% E 19 5-8%, {H HSC fS7AR 5 Af
R 2 DAL 5 AN BT A ER 1

EWEEATHSC RI K E S Vit AR E LA,
HIgef: (LD Z25Vit AR F: A VIt A
AR AR R0 7 7 THI B A 2 B . AL R AR /N i A PR AL
J& L BE O 2 3 W R AZ AT U T . A 40 T DABE L
BERORL L BERE, SRR BYSSRA4S S, #
BEIGEMHSC. AR, WEBEMEE . 7R
HiZZIMEANEBRLESRASEMFET Y. @25
AN FE TR A& A PR . EEH AT AL S, 40 Ak 3
Jii (extracellular matrix, ECM) &5 FFRE SiAE &
5% BRETRIBEFTIA A, HSC & IEF R AT 44k R &
ECM () FZ R 40 M. 1E 5 HHAE HSC & Bt eI BL TV &Y
T, TEIFIIIT B%5/b. HSC IBRE & R E 25 (LM) « 4T
YERE D (FN) . JZ#EEH (LN) . EH (tenascin) |
nidogen AL I E (undulin) FHERERE RS, U
MBI E. MBREERNEYRBEEAZED. E¥W
TEOLT, BHIE ECM 19& Bo R 3 A fE — A sh S P .
HSC B 73 2 b i It g RS TG 9% A 2 1T 5k D 4 Je8 B 1
B (matrix metalloproteinase, MMP)-1. MMP-2 %
DL i 2 A A B AR S 0T, TR 43 WA 20 4R 4 8 2R 1 I 4 1
#(tissue inhibitor of metalloproteinase,
TIMP-1) b7 1 S5 ik P R A (3) FRIA AN MR 1 R 3245, B
BT, HSC AT A4 b — Lo 40 i 5 7. 76 IE % KB, HSC &
FIEAF A AK D HCGF) , S5 4R AR TEED. 1k
&b, HSC iR RIAR D B ALK K F (transforming
growth factor-f, TGF-B) . IL/MRFTHEAEEKEF
(platelet derived growth factor, PDGF)fIjER
EREEKFT (IGF) %, [ HSC feik TGF-B, 111 .
[IZI=Z4R K0 PDGF 22480 a A7 SE. (1) S 5FEmmRHE
W HSC B AR DhEe. M IE S HFAE 23 55 iR iy HSC AT LA
70 2 ML B W PR AR T 7= 48 OB HSC i H B 52 4



672 ISSN 1009-3079 CN 14-1260/R

HRENBVAE 2006383 1H £13%5 SE58

GeE M 32, DR fth 1 &7 48 TT DL B B R 0 R O S A
b2 N NNTTR=A B =@ R O IR e T | D= 9

JHRE A5 J5 s B DR 4t A DU 0T B ok WL B4 26 45 40 i
(myofibroblast-like cell) - 3E4bAI T, B HSC K
B4, AR, Vit ANRWEVE R BRIRAT 4S5 40 b
At % . Rk B HWAHRDEN o- “FEIIEEE
(a-smooth muscle actin, o-SMA), H a-SMA 1
FIE N HSC IR RIFR S, W57 R, HSC MiFsass 2
JH A A A R I R A R O B BR Y. B I HSC — 7 Tl
T I 1 A RO WA A B AN EE S 5 I AR A ) TR ORI T N &5
ffER, Ji—J7 i R AN R, X
KA B A B8 T AT db, TRk & i 0 %) g 2 2
Kfih. HSC My 2+ B A%, RS K40 (Kupffer
Cells, KC). HH4ifa. FFEEN B4R HSC B & 50 b1
Z Fh A0 DK - 1 5% o WA R B i RE I 45 R . FE A2
FI4R ML IR 17, TGF-B 1 PDGF j2 2 e Sk /e .

FERE 5, HSC RABUE. W& I HSC Rk = (1)
JpR3E R, KSR, AURAMI. KR AR K, Vit
TR, BEAHTNAM, moREARE, BB E
M E AR ). (2) MR EE A, FF H i s
T4k (3) RIA a-SMA, AN 4EFEREANME, Aig A
HSC FIfraE. (4) B BFWLAThEE. (5) AR MR £ .
(6) U ZFP A MR ¥, RIXLZHFZ446: 1 TGF-B, KH 1
BIZZAK, PDGF RILZA4 B WAL WREE (ET) RH A,
IGF-1;FGF %,

IO, R HSC TRl . TTER K & T 1
RARERER T REMERIER. HSC BB 7 =/ U
(1) BT RAEM B : A M, S mmEr, &2
fEHSC REMA. (2) ZAERTB :Kupffer 4M. SN
M. RGN MR /MR S, SRR T, JUHE
PDGF FI TGF-B, f&AF HSC J&k. (3) J5 RAERNEL : &L AY
HSC 45 VA4 ML Rl 7 PDGFE FI TGE-B, LA 4 Wb HI55 43 Wb 7y
K, BFHSC H— g k.

2 FFERMIRNvEL AL

HSC MG +480%, E5KC. B4, HEAN
F 40 i AH B AR F I 45 5. HSC FIX Lo 41 i 8] (1 4H B 1 F
HS C RS I FE AT 47 4 4 ik A R R B v P 1
. T KC ARG — 284 M fE o i T EE A AL 7
LI RIAF T bR , KC BRI R 2 56 T HSC HIH8aE;
To 18 M IE K B8 & AT 47 4 46 K R P 20 38 HE SR I KC 1
ZAEREIRWN, ERREARRE HSC MBS, HSC 5 KC fA B AE
SR T — Se R IR, BB AT ARE T
0 (B ZE BT 4> 7 (intracellular adhesion molecule,
TCAM) 2512 KC AT LAPE AR A B IR 1 ARAK S B P DA R
TeAE DY ER 2 HSC 38 AE , 41 AN S S A AR, R4
ZETIRE. W KC PEAHY PDGF REMRAE HSC K& 7 2448 4 I 1)
A5 A4, TGF-PB et HSC & Ak a—-SMA LA &
BRR . FHEBEEAME AL EEMRAER. EW

KC %t HSC fThie B EE M —FF, HSC B3 KC 4k
YIZERG M= A 0. HSC Ay RLP= AR a0 IR 7 s 40 P 45 7%
)3 X ¥ (macrophage colony-stimulating factor,
M-CSF) 1 TCAM, {2k KC 2 RN M i o). hah,
HSC & A] P~ A g ML K7~ PDGF . TGF-B SRt KC B 3E
PLR B o iR 55 4y WA FRAREE B 5 03— 20 s U
HSC ¥ A2 2 Fh A it D51 14 5% 23 b A0 43 Wb B IR
&R,
2.1 PDGFE PDGF & —FhEZ 1A 2250 F K 7. 85
i, PDGF Rei HSC KB 2 4 HRE T RIEZ MK,
b2 B A0 B SRS AR E HSC 43 24 R0 38 2F /) 40 i (K 7. PDGF
A, BPL&REEAKR, HPDGF-AA, AB. BB =Hf R
k. PDGF 24k o, BRI RALAK, Haa. ap.
BR =F. PDGF MIB #Er] 5o, BAMW A4S, A
BERRE S o WAL &, Bk HSC RB X o WL, #
FERIHSC 4 3RIA B W B Ay 40, FERF AP 4 fbif, HSC R
(") PDGF 24K DL B 32444 &, B 3445 PDGF-BB H A
(I3 M 7, IR PDGF-BB LA PDGF () B SZAK7E AT
YL A /e L A5 . PDGF 324464 sre [FR %
k-2 (SH-2) A ER L BR H B2 455 (phosphotyrosine-
binding, PTB) IANEIE, H5ELEH Grb2 45
A REZIHE TFus0S, MMEHE Ras, #— S RFH
MAME ST 58S (extracellular signal regu-—
lated kinase, ERK). Raf-1 ¥i%, HHFHTELK-
1 A SAP BERRLIEM T ERK A = 4iMil%, M C-fos KA
¥, JEsh HSC f3E A, T4 ERK 35 nT LABH T PDGF 5]
L HSC JiE4k. 5341 PDGF 53244645 & J5 38 1 5| R Ha BE L
g -3 Wil (PI-3K) &, (FREEAMRBERRIL, X—ilEs 2L
f£ifi PDGF M 244y 34455, BEPFEBUER+ ZOA
Al/b Ry, FEFAE S LG T (signal transducers
and activators of transcription, STAT) 5 PDGF
AR SH-2 S S, B R AR RBERENE JAK
R RSN AR SR A, KA, X408
T RG22 28T ER . cAMP 30 STAT J5 AT #i5l
DNA f)& . g4k Ca™ 2 T ALEIE AW, Na™/H ZHE
St 40 M8 P pH A TR A2 PDGF 1 F T8 8% 1) L3R5 . PDGF
(1 = Fh S Mg AR 35 AT 0% P1-3K, UL BB /EF 3R, —BB Af
TR HSC A FBAT, —AA RER Rt A, Xnalpb2 T
PDGF %tk a. B VRN METHIREFERLEER.
Ut4h, PDGF ik gE%E S HSC & Fk TGF-B 2540 i (Bl (& i HSC
45 V5 40 AN R R0 395 o - SMA. FRIE, PDGFE 7F HSC %
EE EENER. EWOFHSULRIER D ER PDGF,
JF84% 5 T DLW 82 2 PDGF R A2 AR Rk T . I 2
fit % PDGF FiA M. W TGF-B —#E, PDGF M BLIE &
W RAERTFHSC, BRI, #— 52 HSC
b SR8
2.2 TGF-B TGF-BA—Hm —RAKZ /K, EHMAERKR
R RZOER, T RN S, £ NR
THSC A LA43#A TGF-B #h, KC. AFSE PN R 40 M DL & AT
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CF YAV BRI (%) 28 P 20 B BT 4 . TGF-B 2 H T O AN os
KA HE HS C B A0 3 V06 40 M 40 56 S5 1 A B R 7, i
R HSC G a-SMA DL & IR FEEsE A&
B2 WS A AR, FIR A MMP s &R (23 TIMPs
G, AT B AN T B D . A, TGF - Bk )4k
I IR PDGF (9 /E P R 8E HSC 38 2E . 4% TGF-B BRI #
BN, FHEFFERE, BAERAFFEML.
TGF-B A 3 AR, BITGF-B,. TGF-B,. TGF-B., H
T TGE-B, 5 FFAT4ENOC R B D). TGF-B @i 40 f i 111
ZREEER, K2aBHE T, 11, I11 8, #i1EW
HSC RFAEIT. 111 M4k, BIGHIHSC =AI2 1k
FIRDTE L TCR-B A5 BSR4 & R
b TS, TGF-B 5 11 B TGF-B 324K (TRR-11) 4543
2 B T LA WG RE 1, e I a5E [ A T6F-B 324k
(TRR-1) FHAFZ BEFRAY FLAT I vG 1, 1 13 52 44 B 28
JEE [ BT S S8, Snad KT Smad2, Smad3
Re4h & IR TGF-B- ZMAEE5WH I TRR- 1 H R AR
th, 4L Suadd BRRFEEHERESY, HHNHRE
BN, BEJE KRR RN, BG4 A B A ) 5
. TGF-B 3244 1 JR4 Ras/ERK BB HE R & R, 1
TGF—B 5248 1T F30E WA HI3E 4. Swad 7 E1HH] TGF-B,
5 B AL, PRI TGF-B, BT S 4 e ECM LA & BR
W7 HSC FBEERY . EW R, TGF-B MIRIBIR D, TGP~
B (1 K& & BURR o3 W2 E FF B 400 S5 fi R ). BF PN 22 o 4
BFEHSC. KC. 32 P B 40 M 70 40 B8l v] L& B TGF -
B. M HSC MIBE & IX P A4 LR 71 FZE iz —,
NARAMATE R B SR . o N E B, HSC 40
1 TGF - BELAIE e w5t ) 77 AR 1 B 5 & B B A HSC & Rk
MW EZ I TCP-B, MBI N, 28T HSC
(3 — 5 s .

23 ET—1 ET-17FHSC PG RIS ET 2248 A (ET-RA) &5
4% Ras/ERK B I {E1F C-fos Tk 44 M N, WL
JG ET-RB 3Rk 3, HRiFIIREKFH I, FECAMP
Hahn, MFERK. c—Jun SH AR E HEEF (c-Jun NH2-
terminal protein kinase, JNK)ZZ2F|30H], MM
{4 5240, TNF-a W)3@EiT NFkB. Ap-1. c—Jun ¥#Ef
S0 3 PR VA T HSCL B4k, c-myb AT AR
AW F=Y)% HSC BBE, MR AT (focal ad-
hesion kinase, FAK) M| N3E& # A5 SALHM A LIFH.
W AR ThRe A HSC MR BEAM A2 —. BUE I HSC AME
Fik o-SMA i desmin WL, 1 HiCRIE ZF
EVEMR 2, JFREMTET-1., — S84 & (nitric
oxide, NO)Z&Z Pl I 1 40 S 7= A I 4 R &7 9K s i 1207,
fiF Disse [HFRATHSC BMEHER N T4, HEKE
Kise, BsEirmsE. Kk, HSC W4 bl EE AT
JFF I SE AR B, DA T 522 M 35 O (0 I 370 2 A R Rk P
F3. BBAh, HSC 9G4 IE A 5 4 BOK 2 1 40 i b 2 5 iR

PTHKE . BF/hmr R Disse BB, B “HFEEMN
MW", FETIKIE P R A o] 3 T &

BOE B HSC AR RIFLE A - (1) 408 E Ca™ JlIER
R, R Ca' BERKEFN, MMK Cat JR TN
. SR Mg ) AT HEILT KENS SR
G, WFIKAa-SMA. desmin 25, XL 2e
FAERE D A 4G, (3) RS KI, Rho
B (8 T ras SR —F GTP 4555 ) 25 HSC F4s.
HSC FIWCARIRAS 32 2 SEARB B0 op B LB S PR T
HBTAA S HSC 128 R B oA % V) R I VG M i ET-1 FI
NOEY B Goto et alV W RILLEI TR kR KM
B, BT BRI 2 2 B A AU B A 5 & MMP -1 4=
A% LK TIMP-1 A1 TIMP-2 A Bl /b,

FERAG IS FE A, 405 40 I () A dos 0 K C . i
MORFARAR . PR, I/ MREES HSC Z 8] ; B HSC
() 7 7E 2 Fh a0 B R R AR R 2808 v 4. = bt
Z S K B B 2 HSC e T % ol un, 37 Ik SR
KC, {24yt TGF-B,. PDGF 40K+, #5545
WABRIE HSC; T HSC B0 S5 F AL A LR AT EFF AR i, )
Iy TGF-B, S i R Tl B 4 bk — S 4 kE B 5 103%
AR A FF S S8 HSC. 78 FF 33405 i B2 v T 40 B ) 75 R %
TER TGF - By ANME, TEMINIEAL,  BEH 1 T A58 37 1 3
DRI, LASS 239 5 2XHeE HSC. 4 i PF - (e) 4B v] R A= AH
HBAER, sithRsiEsn, —MERKETF RS — MK
Bl F el L AR R RIL, IR B & RIA M3 0. a1 TGF-
B, MR EBAEA T HSC 4b, IEHH T PDGF ZAKMFIE. AT
WSS LN RE B R 2 4. 2RSS

JH A A SR 40 R T I 2ORE B 1 5 18 B FE A i &
FE R, LLECM 76 BF i B iR 7 BRI, e & n] LA
S5 PR AL AT Ih Be 2 0. HSC R 4 FFREAX & 95 1 SC B 2R
TIEERZ RIS TE . SEATE R HSC AW Rt DL RS
5 B B ST, G B T B R AL I R AL
F A e PRI T $ kB L% 0B 7 .
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1 {IEXAT

DEMERKAE, REZE LI 58 (&M ERS H pylori; Q&M BHR 5B BE, (&M BRSE w314, G)BKH
Gkt E R, RECRA RSB RIS KN A, B AT E R, BERR ISR A (6) &R B R 2 4a T (B BB
PR, YR H pylori, &MEHTER, RGN, BB IRE LR LSUERE), (AEFIRELEE L, B, SHEE
BETT; X & B0 B R A0S WS TR T DL A I AR 5T S SRR AT

2 BRHEk
2T KB (R E 800-1000 ), ¥ HICITEN(ESRE L), BFRHHH 2005 £ 3 H 20 H.

3 BRI REXRT T

Mk T TE LA TR T XA 2525, PHEEFSTTHaF AR5 (IRS%: 110015)
BEZR N XA i 024-23391410, {%E: 024-23391410(F - B« 2 H B A 2 )
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« B SRAR

RERE | TR E XS ERE B REAPERKINER EZEHEAFIMRNA

FIAHIFS

J& 33, R, XA B

Eom PEARMEES —AwERNE £EF 300142
R, S AEAETEHER S REAET 523945

XHL, HEEEXFHEHERSTNLESFS AT 400038
BiEfARN: B, 300142, REMTIXADH 160 S, PEARRK
e AUERSHIVRL. tzbin@163.com

E31E: 022-84683114

WisBHE3: 2004-12-17 BZHH: 2005-01-13

e

B 57 da ITSBAT G (H pylors) B e BARTR AT Z 451§
K (CAGYLL F oy A Ky E AL S IKE & F mRNA £ik#)
6, BT H pylori M ARIB B L E BB A AP oatEm.

ik Rk o E BRI . Giemsa ¢ & & Warthin—Starry
SR B M H pylors, B ) .95 418405 SP ik A= RT-PCR 3
R 56 Bl E4g M E £ 404 745 4 K P E (somatostatin,
SS) % H %K hSSTR2. hSSTRs & @42 mRNA & ikF R,
VAR H pylorife R B IR M EHNE LR PoyAKIpEE
g5 mRNA £k o) T 4.

S8 H pyloriTaMEMEREMEE K48 F0 SS K af
mRNA & ik 3 B AT H pylod L1600 + 1.50 v521.38 +
1.38, 0.30 * 0.05 vs 0.57 * 0.13, P<0.001), ¥ H pylori
FaM 20 £ 45 F K 4040 F 49 hSSTR> mRNA # hSSTRs
mRNA £ &5 H pylor WML £ BT AL 2 ZBE5 57
Wtk H pyloriJs, BHEHET XA HFHSS Ko
mRNA FEEE T BE I m(23.16 + 2.74 v 17.30 + 1.67,
0.54 + 0.11 vs 0.31 * 0.09, P<0.001), ¥ H pylori ¥4 M
M IBMERNT XEL T SS EdFf mRNA £k
T HT LN L B T AL

i H pylori BT AR M E 40 KBRF LK
WEEG A mRNA KL, BT H pylori, A% E
AR FERGFFEE, ETHRA H pylor B3 5802 H
H X o & a2 —.

B, B, WAL RS EN e BWERI A RIIE K
HSAVESA mRNA FRIATIRIIN. HFRENEIAYS 2005;13(5):675-677
http://www.wjgnet.com/1009-3079/13/675.asp

035l

W T TUEFT B (A pylorD) MBS RMEUHRKE, HAPLH
MATEATE . A L R IIE S S R S ERKNE
(somatostatin, SS) RHZRIEFEA LI Hik, MWE
W Z NIRRT # pylori RSB RmARERRR
MREH A EE MM ANIRIRE L. A8 45 H pylori &

PR MR IR 2 A E R B DRI ERE =B 1wk,
KA A th & RT-PCR FHARBR A pylori B
S B R bR A K R S AR R B R mRNA SRR Y
B, FoMEAEBBEAEETHEDFEEX.

1 MRFSE

1.1 4+ WEL EIEIEERY FERINM A S =B
KM EVE R BB . Fr v Be Be FH R PEEE B AT & Beke & 118
PESEAPEE K B 56 1. BRI A B EH, EW
PilAE$52 B e o 2w ¥ 70 AR FH R B0 B s = A R S A v
REHE. FrawpI4 HE R IEWHESL. A pylori
TR P R 2B A5 . Giemsa Y2ff ) Warthin-Starry
WPt JREMREIHHEM, Giensa BRI Warthin-
Starry SBYEHINT 2/ —TAPEEE AN # pylori B
PR =Tk & Y B I H pylord BRI EL
H pylori {REg. Xf 46 | H pylori BHYEEH B4 T 0¥k
B S A VOMER AT 0. 22 g bid, FLIEH0.25 ¢
bid, iEM0.5 g bid)¥&IT 1 wk, JRITHI RIAIT &5
G 1 mo BEZBEHRMGE. RMAERKMEZ wEIEN
%M@ Santa Cruz Aw /=5, R SZHA LA &
(Kit 9709) AIEH A F 5. & RNA $REUGR A& (Tripure™
Isolation Reagent) Af2[E Boehringer Mannheim (B.
M) 2 72, RT-PCR Bt #& (Access RT-PCR
system, A1250) hEEPromega A H =, DNA
marker A _LWEFEANF M, SSEIMFH):F:5 GCCTG
CGCTGTCCATCGTC 3" R:5’ CAGCCAGCTTTGCGTTCTCG
3" FPEWIKEE 285 bp. hSSTR, B[#F5):F:5° ATCTGGGG
CTTGGTACACAG 3° R:5" CTTCTTCCTCTTAGAGGAGC 3
FEEE 148 bp. hSSTR, B14% %1 :F:5° GCTCTTGGTGTTC
GCGGACGT 3° R:5° CAGGTTGACGATGTTGACGGTGAAG 3’
FEYHCE 298 bp. FHF K (GAPDH) 514751 :F:5° CCAC
CCATGGCAAATTCCATGGCA 3° R:5" TCTAGACGGCAGGTCAGG
TCCAC 3" F¥KE 598 bp. FrA 5% H L Sangon
w4, PAGE 4k,

1.2 ik

1.2.1 fyEsmiede e, KA SP ¥, JEFETFIE SP
WHRHEAT. PUALLL (50 k. BGE M DAB B, IR
EEYE, K. EH . HE. BLPBS A —HU A X,
FHELA0 SS B A FEE Y IE 5 B AL 400 BAE X B See T s
SANLLE S SIS, %500 N4 i A SS Y fh B M 4 i %
1.2.2 RT-PCR & B2 RNA i ™% 3% Bk &
VAT, FATH AR HYK, DU640 KAtk
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FEQCm A {5, Dt s MRS E. RNMAERWT:
5xBuffer 5pL. MgSO, 1 pL. dNTP 0.5 pL. Primer
mix 1.5 pL. AMV 0.5 pL. Tf1 0.5 uL. HE4R RNA
1 pL, HNREEKZELARFL 25 pL. 76 PCR 381 (Perkin
Elmer 480) | 48°C 45 min ¥4 RNA IR % cDNA, 4R
JE 94 CHARPE2 min, ¥ 3835 MEH, RNFEMHENR
94°CAPE 30 s, 58°C (SSIBKIEE Tn = 55°C)iEK 40 s,
68°CHEM 1 min, F568CHEMT7 min. Jt5 pL HH
FDIF 5 pL & AFHN ) GAPDH [ PCR F=#7F 15 g/L I
BRI EREAT HVK. HIIKEE RE Gel Doc 100 B4R
T N EE B, MFPUE SX-100 BB 4 #1854 ( Fig Pl E
EERINAE R AT =), W 5w HATHOL B IEE T
AR 4, & B REEH S AN GAPDH FR 53 2 W,
B 4% B ALK mRNA A5 %K.

et pbm AR nean + SD KR, 4R
iT ¢ B, P<O. 05 HHIT%E L.

2 45

2.1 H pylori B3R FE 4t § £ 20409 SS. hSSTR, f=
hSSTRs & ik #)%eh 1E 56 GIBMZEGIEE Ko, H pylori
FHPEE 46 B, H pylori BIME&E 1041, H pylori
PEAR MG TE B RAL PSS EEF nRNA RiXHE
FET H pylori BHTEL (P<O.001), T H pylorifH
MBS gE T LA H hSSTR, mRNA F1hSSTR,
nRNA Hik 5 4 pylori HMEHE T A (R 1).
2.2 ¥l H pylori B4 %7 SS & & F» mRNA & A8 %k 46
Wl H pylori A FATE I8 M2 40 1E B 2 B E % TI0ER
B =B A (MR . W E R M) R, kU
541, 41 HI5ERRE, KA pylori iR 33 #l,
H pylori REERERHE 8 Hl. H pylori IRER411§ 1248
PEE AL SS M mRNA RKIBH VAT T B35 1 by
(7<0.001), T H pylori REMRERAMRIEZLIES KHHA
B SS B FH mRNA 3Rk 507 BT HEo A ARk (R 2) .

R H pylorERIMEMZI BB ASLALAD SS, hSSTR, K1 hSSTR: FRikHY

3 e
BHEEHAEERE—MERWER S EEIHAE, HE
BREMRE., RESHESE T EEEH. REWHRAEI
IR E RS RANBENEHE R, EE2HAHTN
BUBHLE] A T8 2T 2.

ARMERZ-FEELS. BRNGEEND 45
W2 RRRWEER, W EEET RS-, RAOTLE
MRFR R IS 4 B R A2 1SS B E A nRNA &
BB T ER BREAL, M2 hSSTR, nRNA £
BRI RARPHREHE S T EFEREANR,
NS E R %5 SS R HZAEhSSTR, A0,
H pylori B EHFELHMSS RLZAENMERELS
RGN E R WAER. Fk, BATHE RGNS %
W H pylori &4t SS RHZREDIM KRR AT T 5.
GEREM, H pylori BAVEA A4S R AL P 1SS EA
A mRNA A BET # pylori WYL, T H pylori
BH 2 2545 1t B A2 41 4R ) hSSTR, mRNA 1 hSSTR; mRNA
RIEE H pylori BIMHWE THEZI. # prloriiR
Braifg =40 1 E R AR H) SS A M mRNA FRIAE R
TR ZE, A pylori RYARFRAIG ISR K
PR SS B A mRNA ik 53897 77 e o B B AR 4L
KWHH pylori BRI LUHSHIEKMEERYRIE, Kk
HiRkk # pylori, WA P EHB® KX H pylori
ARl H AR KA R AR R A S 51tk E 4t S %
R4 KIE.

BRI R RN A pylori WG, 1@MEZFEYE
PEB 2B E R AW K, B B A IR L 18 M 2E
W BEEIE R, MHA pylori RERZE, HABR KK
REARWRE, DREE B2 mED . A g R
BIMSBR # pylori W] LLRH IEERAELE 245 & At A MR A&
MR, WA R TR B R R A0

B, WAVWRHREY, H pylori E&yen] LA

0

H pyiori n SS EB SS mRNA hSSTR; mRNA hSSTRs mRNA
[EME 46 16.00 + 1.50° 0.30 + 0.05° 0.28 £ 0.10 0.25 + 0.08
R 10 21.38 £ 1.38 0.57 £+ 0.13 0.23 = 0.07 0.27 £+ 0.06
°P<0.001 vs H pyloriBAIt2E.
T2 HprloriRERATG SS BB mRNA RIX
SS =B SS mRNA

H pyior n

SBITHI By e SBITHI By e
HRER 33 17.30 = 1.67 23.16 + 2.74° 0.31 £ 0.09 0.54 + 0.11°
FIRER 8 15.50 + 0.76 17.10 = 1.30 0.34 £ 0.12 0.29 + 0.04

®P<0.001 vs3aSTHIL
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B E g S RARTARKMEEFES M nRNA R, X
e # pylori QS EISHE R EZENHIZ—. %
H pylori BYIAMEREMEZREIEE 4, NARKS T
H pylori ¥697. BB H pylori MDY EAKIE
FEERRERIE, Fa]URHIEEE S HEAE T KR
FRRRE, MTREAR S e R AR fa R bt
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2 EER, XS A RINE R ESRERNE SRR R

FEik. HEAE ANZyE  2001;9:1453-1455

3 HER FATEL BER, IR IS RGeS

M E 2 MR TRONES . B F RS AR 2000,22:710-711
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KBESRBBRENFARIET

PRAREE, B2

« B SRAR

g, Ba, FBEAKREE —WBER T WA S Btk
A RdTH 530021

W H MR AN B8, 530021, [ At EaXm T AR 22 8, [ BE
NRZEIWEEREBIRIAYML. gxhans@163.com

WisBHEs: 2004-12-07 B HHR: 2004-12-18

D)
BHy: Rk § Ak B B LR A A0 F ARG %

Tk MBMAR T 196K B R SHIKRE FEBELEN
Vo Ik 9% 28 KR

R KRB E BB TR R eIk &4 5
A 84.2%. 78.9% A0 62.5%. 25%.7% B R A BIA 193 +
2.4mo, FHELEHE298 + 6.00mo, 1. 3. 5a EHELHH
A 61.8%- 22.6% 13.8%; 34 15 BIAR&EWIRIE 1. 3. 5 a
A BB R A 80.1%. 28.8%. 22.4%:4 Bldk EMF REES R
1 B FBLABOFTHAEBSHA13.0 + 43)mo, FHAS
HAA75 % 4Dmo, 1. 3. 5aEHFE 554 60.8%. 9.8%. 0%;
6Bl dEEMF RAEEN RE 2258 BHEAE T H LB TG ®
Dk F iy A AR ¥ R K T ARG Mtk (P<0.05). % B
Aok B BRI AN g F ER R E EF (P=0.261).

Ghik: MGk TR HKH Ak § B AR B A 0 L0
], ARG k.

FREESE, PO . BB OB B ABNT A HRENBHRE 2005
13{5):677-679
http://www.wjgnet.com/1009-3079/13/677.asp

0 58
REHBEREENLE —ME X, BE—R&Ah, KEE
RIERMERITEVIRARE 10 a DL EERE RAERER
REBYIBARBARL 10 a, [HE5WRHEATRKEEE; M
VB R E RV BT B Mo UIBRARSE 10 aW T
W T ER S 2R BRI R AE RO L i TR R Ok R S
B, A WS MR AT U B e . BT
B Ak B T ORE B SRR B R N R B 5
s HRIT B AR, N IRIRATN 19 Bk E m A 8
5% PR T G R 3 R T AR Va T SR ULt AT 00,
WA RBIEIT T,

1 MRFSE

1.1 ## 19 P EE, Hb 515 6, 44, Py
EG 62 5 (36-84 %) ;8 Bk E R, HhHewl, &
24, FER B3 P (46-69 %) . 19 PR B R EIXTA
B B 12 41 (63. 2%) , = falaist 741 (36. 8 %).
Billroth 13X 64, Billroth IR 13 #l. FEEHKRT
AREREEE, HK26 a, 7 a, F¥Y18.6 a.84l
REHREIERFAREN 8H1¥ K Billroth XM
G, BEERFARRBENE, HKb5 a, &8 mo, F¥y
3.2 a. WAEHUE EH R (UICC) 1997 4 AAR TNM 43 1
WATE IR, A0 R R WHO fRUE.

1.2 Fix 19 BIREEEEPITREEFAR 16 4], K
B AV + AR DR - BRUIRR 1 B, TRE AT+ D)
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B+ LG DIk 2 B, FRE U+ BUIBR 2 B, B
B4V 10 #l. G BHEFAR 441, HTHE=hvaR2 o, &
JERAT AR L, i SER DI | . 8 BilFk B 1 R
HATIRIGPETF AR 2 #], HARBE 2V + BiER Uk + M)
B L4, BRE A+ BRI LA i TR 6 4, Horpah
SRR ER IR 3 1, R LB, FIEHEEAR 2 6. RiE
DB FIHE EE R A Roux—en-Y B E V&K,

it 4038 R3E Kaplan-Meier Jyikih B ERAAF
X, ffH Log rank test W& EEFEHEELEEE
S, X0.05 HRERX. KibiE BT SPSS10. 0 52 k.

2 45

2.1 W EmEE FTH EE S KA AN FFE R B IR RORE
o DA R AR AN R L, A RO R B
R ANTE . B ARCT PR AN B S RS

AR B R AL LAV A DR L (12 ), HoAth
WO BRI (6 1) « R RIEATRE 1 4. KAk5
M Borrmann I 9 2 45], Borrmann II7%!5 4], Borrmann
%! 9 ], Borrmann IVH! 3 . FHEERA : =00 1L BRI
3, otk 2 B, (o4 iR 12 B, R 2
Bl OGS ERBME LI, [, 826, W
T4, IVERLL 4.

AHE B EERESMN: FREE4 6, EA3

B, BRI #l. Kika8Borrmann 1A 2 f,
Borrmann [I1% 6 4. FHHELEA: p o0 IRSE 1 ), (K5
s 6 B, FildE L Bl eSS #l. [T 1
o, 1033 1, IVHE4 Bl PR ESEHEBLI1-4 4
M7 HME LN E.
22 KB mAKEE BARB AR AU 27T BlEF LM
Py, 19 Bil5kE i h AR A E (19.3 £ 2. D mo, P4
TR (29.8 £6.0)mo, 1. 3. 5 a’EfE#45H4 61. 8%,
22.6%. 13.8%, HP 15 FRIEEIREE L. 3. 5 a4l
ZEAY A 80, 1%, 28. 8%, 22. 4%. 4 Flih B F ARIERE L
AF 1 a. WRIGTEDIBRA 5 JEAR A D) B 4 0 A A7 16 ) A
BFEEZR (0.0 001).

8 1 7% H R T B A B (13,0 £ 4. 3) mo,
SEA AR (17.5 £ 4. 1)mo, 1. 3.5 atEm®sy
M 60.8%. 9.8% 0%. 6 %4 BHEF RTFEIAR
2 a. RIATEDIBRA 5 JEAR A I D) B 40 1) AR A7 16 () A
ZR(P = 0.0 334).

P E AR E R RENEGN G2 T EEESR
(P =0.261)

3 11e
IR B R RPN 0. 8-8. 9%, A EE A K EE
RIAFENE. P EEESRERRBAEE —F LA
arf, FREmAEE EREINRRER 4. 8%(27/563),
53wk HE i — 2.

FHE Bl AN B EERORE. Ak, R

ik R T RE B A SR IL R B AR AL - (DB DI ERAR
JE T iR E MR, AF B R 2 E SR 2 R O
Hrp Billroth [ Billroth | 2ARJE B ZAE
RmEmEL QI TIBTE S BRI RERS, B
BRAE R el E R AR EZEERKT . A,
BB 19 WA Ry 13 Bl FRE E R 8 Bl B A AT X
FARME KYFABillroth IR, XERRMNEHIT
T8 A TE i YR &SR A AT D B e R RO
Billroth I ®B{Billroth II +Braun Wi4, LULE/b#%
B B A T RS

SR, TRE AR B RS R AL A AR, A
RN R, RYERW SRR B B2 — M rm, m
WA B YRR RS (5K E R O] B — Fh R Y
2R, BAMRRIAEAMA = FYIRF ARG KRR,
PR A D2 R 2R AN A R[] 1O Tanigawa et al"”
W BN, RAERB RN ERE (25.8 a) KT
FeE R (10.6 a). A4lH, FREIEEERFARRAIER
M (CF18.6 a) BEKTIREBARE CFY3.2 a), §
SCERRTE ) — 2. TR, FRE R & H R I
(12/19), MhkE BEEUIREH(4/8) BmEN, 5
R (101 [ — 2. 1R LL 22 T AT R IE S ABAT AN [ A I AL il 7E
PR _E ) HARR L.

DAEIN N, HTREEAREREREEERSHNZ
B, HUIBRER - REIK. BirEkR, MEFARED
42 i Jont ik e Ak R R R R LR R A, I
VIR RIEE. Piso et alMRIETYIIEZE K 66. 9%,
WEMEDIRZEL 8. 7% T2 VIR +REMME LG
), REHUIBRARES aEHFE 40 7%, AALE
DI+ REMOGERZEFHERBRANERMm. <49,
19 H5R BIE AT V)b 222 84. 2% (n = 16), IR¥QMEY)
PRZZ 78.9%(n = 15) ;8 HlskE B REM I UIkREZ
62.5%(n = 5), WIAHEVIBRER 26% (0 = 2). FREE
ArEE R IERIG DI Z A A R B E s TIER A D
Bra (P<0.05), ULEHAE ZIREmICEkE BAmE, R
BRI E B AR R, R IR T

HRER, FREAKESIREEEFUL FRE : Q¥R
IR ERFARB BBV, S 2 s Ak Bk
B TAEAT, B ERES KR E, QF E RS
DI T8 sk, BRI TR B 1R BE I B i S5 Uk R 45 Y
S, T B A R [ VAR B 1 R DU R R B
Fik JEL R A5 M 5 LR AR 2 252 W& 1+ — 48 .
22l R H A SR B 5 IR AR (OGABE A R SR W E
GEEERLIE L, 2. 3, AL, HRESIL. 10,
TV 9 HMEEE . TR E R AT LR E SR,
AT b G T PR 77 3 110 32 36 0 WA G U0 B2 5 9 T 1 M R
KET, WEEHEBBL1-4 HF7THH T, 5T
B BANERPINEERE 3k, B 53 bk i
KA BRI R, S TERFARITBiIllroth IAE
KUIFEMFEZER T . S AERBERES,
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TFARIE . BB R & 2200 MBS AT Rk E . i in the gastric remnant after Billroth Il gastric resection. A role
in gastric carcinogenesis? Anticancer Res 2000;20:2197-2201

DRSBTS VIR, WERAFERREIITBR 6 seam mo, e, BEw, 9, MR, REBET
T BAETIR A, DI BATIA D 5k B R Ak B & BIFTAT (1 26 BURAE). BIpREAIRPREAGE 2003,12:299-300

N S v > 7 Nakagawara H, Miwa K, Nakamura S, Hattori T.
g DY s b 4 e ) , ,
e, ABEE SO, R ZHRLRE, K Duodenogastric reflux sustains Helicobacter pylori infection in

IR B Gr BL RHE 35 DD o0 T4 5 2B 3 B AR A7 I () A 7 the gastric stump. Scand J Gastroenterol 2003;38:931-937
B, 8 Fukuhara K, Osugi H, Takada N, Takemura M, Lee S,
Morimura K, Taguchi S, Kaneko M, Tanaka Y, Fujiwara Y,
— )Yy > EE e e I=R==) 27 >
Bl SREMHELLZET LML, 5K Nishizawa S, Fukushima S, Kinoshita H. Effect of H pylori on
HEARERREEEREMPIS. Bruno et al™ ¥ COX-2 expression in gastric remnant after distal gastrectomy.

Hepatogastroenterology 2004;51:1515-1518

i = > B e a1 N = = B = 1 o o5
48 BIBLI TR, 21 IR AR 298 PTG AT 1 IR 9 Baba M, Konno H, Tanaka T, Kamiya K, Baba S, Sugimura H,
RN, TR BREREAZmEEEN S atFmR o0l Nakamura S. Relationship of p53 and Helicobacter pylori to
23, 2%, 17. 4% F145. 0%. Az, e XI5k B AT Ria s clinicopathological features of human remnant stomach can-
B cer after gastric surgery for primary gastric cancer. Oncol Rep
BRIGH 5 a HE17EIA 22, 4%, (KT CERIRE N B R i THRIA 2001:8:831-834
RIGHI5 a412% 30-40%"Y. {H Thorban et al"i\Y, 10  Tanigawa N, Nomura E, Niki M, Shinohara H, Nishiguchi K,
P ; N . e . Okuzawa M, Toyoda M, Morita S. Clinical study to identify
REATRIE DI AL B B2, TR R SR specific characteristics of cancer newly developed in the rem-
RS EREER TS, nant stomach. Gastric Cancer 2002;5:23-28

11  Matsui N, Yao T, Akazawa K, Nawata H, Tsuneyoshi M.
Different characteristics of carcinoma in the gastric remnant:

4 %j%jzﬁj( histochemical and immunohistochemical studies. Oncol Rep
1 F%, /R, 8k T, ZREBENME SRR SINERETF 2001;8:17-26
S, BESNESE. eSS 2002;29:297-299 12 Piso P, Meyer HJ, Edris C, Jahne J. Surgical therapy of gastric
2 Han SL, Hua YW, Wang CH, Ji SQ, Zhuang J. Metastatic stump carcinoma-a retrospective analysis of 109 patients.
pattern of lymph node and surgery for gastric stump cancer. Hepatogastroenterology 1999;46:2643-2647
J Surg Oncol 2003;82:241-246 13 Bruno L, Nesi G, Montinaro F, Carassale G, Lassig R, Boddi V,
3 [issE. REEEIZH SIS, ESSHE/NRIEE Bechi P, Cortesini C. Clinicopathologic findings and results of
2004;24:394-395 surgical treatment in cardiac adenocarcinoma. J Surg Oncol
4 Zhang C, Liu ZK, Yu PW. Effects of bile reflux and intragastric 2000;74:33-35
microflora changes on lesions of remnant gastric mucosa af- 14 iREE, HEE, F4f=. BEOMDSERIEEES Y. dE
ter gastric operation. World J Gastroenterol 2004;10:1537-1539 fiRgIE R 2001;28:465-468
5 Lorusso D, Linsalata M, Pezzolla F, Berloco P, Osella AR, 15 Thorban S, Bottcher K, Etter M, Roder JD, Busch R, Siewert JR.
Guerra V, Di Leo A, Demma |. Duodenogastric reflux and Prognostic factors in gastric stump carcinoma. Ann Surg 2000;
gastric mucosal polyamines in the non-operated stomach and 231:188-194

B KiET
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% — B AR AH AL AL 3 R K A AE I3 4o

AT, 2005-10-14/2005-10-164 75 EilgFEH AT th BN B2 & 70 B FERZRBNE —BERENHULARAR .
KM ITET T IOMIES, I = UL SCH R FIUE 10 T

1 SRS

HRMEAN SRR R N AR XN A A EEtEn g, Kat. BFRNE. M. RENSE. ERCPHIEHS5ET
B4R

2 ESCEK

(V)BT HE8 STy i A 7 [ P A1 2 AR 2% i 1) H B 1 A ol At [0 o L P 22 R 2 DU O 8. (2) FLARGE A8 B SR A B O g
(P E 1000 F LA & — 10, SESCHEAR R BB RIESZ R SR UR BRI, AWK AR 7 M http://www.csde.
org.cniwegel H 1% FEIR U R, (3) B A P 2 AT LA P R 44 B9 20 % 22 WCGE200554 43 4h 1A ; th /] LA B 422 18 35 1 BV Re 37 3.55F 2k At
(4) BT RS20 LR ERHBE IR RSB CE. (6) #ife H#7:2005-05-31. (6) K& P A MBCR 7 20 b= T R IUFE K425
Hp e g LR 2 403 X BE4R: 100710,  FEi%:010-65251575.
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B OF, R HRISE, B E, R, Al

s o R AT .

B, EIED, HKISE, WE, KETE, B, 9N KAFLEBERT S
E & AA w B R 610041

B %8 A AT A A R 8, No. 200212

HAMARA B8R, 610041, )| BEmMYNEESRE 37 S, IU)IIRZE
AERDPAESSK. huangzongwen@medmail.com.cn

E315: 028-85422556

WisBHER: 2004-11-23  BZHHR: 2004-12-18

fik 2L
BE: 33t Rk B £ 0905 R AR SRR L I k.

Fikr EBE S AR IR 1996/2003 04 0 & 5E SR K
M61EF 72 h RS NEBHERB 67 6, BABELH
4K A Ae ik 120, DRAT AL AT e T R R AL
T, MR SRR AR IR KRG AT ICU B BBk 9T & o
G R B g AR 20 B Wk 2h W e T R B A L,
Wi B4

R FBAMBBEARMKERL, HIEKREAMBFRE
(38.8%) 4 £ EF B LT F A 62.7%.F-H40 APACHE Il ##4-
PRGHTHRAM(P = 0.016), CT #Fu-TH204K T ohHin
(P =0.017), T hE ZmH b KPR RS Tl
(P = 0.024); % Z WA £ 09 ARDS % B2h 4k E35 48 & F o
B A 97.0% = 67.2%, FHLA B L RBRIK AN E 2 %
B 2.5 T AA(P<0.05), $EAMNIKE G namE E F R B
PR R & TTHL(P<0.05). B e 24 B, 5L 15 #1(62.5%).
A3 d N (28.4%)H 14 d B T(17.9%)2 /> 5k

Gt RA MBI L T T A K WE ML A 4] R %
MEBHE TG, B TRET RN ZRESERD, T
HIRBN R LM E A TR L EEE.

B, R WBE, 3B = XS, MNRE. RRMERIRNE67RI. UFREA
HEIZAYE 2005;13(5):680-681
http://www.wjgnet.com/1009-3079/13/680.asp

03|12

Khigid 20 REMS Ty, MEFESEIER (SAP) 1A
JTHUR T bR, FHIETIZM 1980 FF4LM 40. 5% 5]
T 10. 8%, FERAE SAP Hr, KA R L A H R
T A LA 2 2SI RE R RS (MODS) . AR 72 h
WIS B I REBEAS Y SAP FRON & KM A (fulninant
acute pancrentitis, FAP) ). A>z[a] et @4 & iE
1996/2003 WA FAP6T ], FLAGEHE. I KK
FARIT HE AR E I T

1 RFITSE
1.1 ## 1996-2003 FHOAREESPEREIR R 1 161 41,

Heh BRI 67 01, 5545 61, 22 4], Fk24-
76 (CF¥47.9+£13.8)%, AR 13 I, BahHb12
B, PO 42§l AARBIIIRFG TR 22 RS SAP |
EWibrAE, FAP 2 Wk ™ SAP B R G 72 h HIELLL
TZ—%: (1) BRegEss (MEYLE>176. 8 pmol/L);
(2) WP 32 5 (Pa02 < 8kp) ; (3) APACHE 11 ¥F43 = 20 47 ;
(4) BREBwEE 3 000 oL FGEHEEZERE; (5)
Glasgow<8 4.
1.2 7k NTETON, AR EHRERKER 67 4] FAP,
STEURA. B RIEE T d N, BT d NSRS
HBERmE, 3R35 4], B 2261, o134, FiEk26-75CF
$149.1 + 14.8) . M HAZH AR 7 d LA b, 3324, B
23 i, Zr 9, R 24-76 CEI46.5 +12.7) %,
Giitseab3® ZH SPSS B, ¢ R X R

2 45

JLIET 42 ] (62. T%) , FHIHILT 27 1 (40. 3%) , HHF
3 d WFET: 19 41 (28. 4%), 3-7 dFET:8 4 (11.9%),
G- B Bsh B 8 ) (11. 9%) ; BRIHLZET: 15 %1
(22.39%), HNAFIRFE B3 HEE3 #](4.5%), A/ 14
% (20.9%), Hr, 7-14 dZT:3H#l(4.5%), 14 d
PUSZETS 12 5 (17. 9%) . RREFEE. SR E KRB
%26 1 (38.8%), MHFREM 13 1 (19. 4%) , 44 2 4l
(3.0%) , 1by7 14 (1. 5%), JRBIABAE 25 4] (37. 3%) .
L HAZH RO HA 20 R w5 IR JC B S ZE 0] (P> 0. 05) . L HAZE B
AMAEFE21.3 £13.5 h, MREAZ BisMHIE23.8 £ 11.1 h,
WL TCRH B Z 0 (P = 0.404) . BHILH (¥ Ranson 3F4 0
MHBEHEZER (P = 0.633), CTIEHHRILT
MiBAZ (P = 0.017), APACHE I1¥F4>FH 2 T Wi 20
(P = 0.016, R 1). 52 A 720 (o F0 s B &
HEETZES (P>0. 05) , B =BEH K & T
MZE (P = 0.024, £1).

&1 RRENGHEEXSHEIER (meantsD)

e EHin = 35) FRHAIN = 32)
Ranson {53 4.86 + 1.73 5.06 + 1.77
CT ML 6.44 + 2.19 8.60 + 2.20°
APACHE 11 343 17.85 + 6.22 14.56 + 4.40°
M¥E(mmol/L} 19.27 + 12.15 17.25 + 8.60
HB=E(mmol/L) 9.01 + 6.85 4.92 + 4.42°
BZEB(/L) 25.46 + 4.83 25.55 + 4.17

°P<0.01 vs B2HA.
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FAP72 h WHILHER DhAe Z KKK : ARDS65 4l
(97.0%), BEIhResEus 45 61 (67. 2%) , HF#15 37 #l
(55.2%), >IE3240(47.8%), RTT30 4] (44.8%), Miiw
18 451 (26. 9%) , THAIEHL 15 4] (22. 4%) . PILLAR T L
BEZHFER(P = 0.691) PHILH M RIZH ARDS . L
¥R RS M R AT EE R (P0.05), BRI T
d P9) ‘B ThEE vl SR T i R A SR T i T R4 (4X0. 05) ;
MHATE . BB AR T M4 (P<0. 05, £ 2).

®?2 RRENGREF LR

HRAE EHin = 35) BRHAN = 32)
BEZRBEN 3.88 + 1.34 4.03 + 1.67
ARDS 33(94.3) 32(100.0)
BIEERIB 29(82.9) 16(50.01°
N 23(65.7) 7(21.97
IR 17(48.6) 15(46.9)
TN 20(57.1) 17(53.1)
S 11(31.4) 7(21.9)
ki@ =Tusliil] 5(14.3) 10(31.3)
REBMIE 21(60.0} 30(93.8)°
R 1(2.9) 24{75.0F

2P<0.05 vs FHA.

3 iR
FAP J& SAP HRir EAY, EAMEHRZ N F I EE S
HERR %% (early severe acute pancreatitis, ESAP),
FA A H G R R BRI IR0E, FERIES, TIRIEN
AMeratE R e ThAskERg . 3 d WIETIHE K 23.3%, 7 d
WAETZ ik 53. 3%, AL FAPS d NAET- %% 28. 4%,
7 dREIE40.3%;7-14 dIETE K 4.5%, 14 d J55E
TSRNL1T.9%, BWHEM2 MRLEEN, RHET
REIET] g5 SRS SEAIMODS A 3% ; M I T & 16
A BE 5 L S MODS 55, 5T 4 R 3 21 375 DR C W
BER ZU0EE. BELMESRZEEHRNEEERN
(38.8%), MAEREF M 19. 4%. 5 SAP By E EHH MM
i, HHSER. FAPT-E462.7%, HEETR
Bt [F] 39 SAP FZET- 2 (10. 8%) 1. & T 28 Th A 2535 Y & 4
ZAKIE ARDS (97. 0%) , B LR 2 (67. 2%) , M IIREE
95 (55. 2%), Lo (47.8%), 1R (44.8%), i (26. 9%)
FOBATE L (22, 4%) . fH A3 — 320002 : A4 1 D e vl B
DETIRE SAP 19 (8.5-13.0%) 1), BALKT ARDS,
XT] BE 5 KB 58 = B B0 T Al K% I ¥ Vi 25 IR O IR ) 2
REME, FEEIRRERL.

FLHAZH APACHE 11 PF53m TR HAZE (P = 0.016), 7]
RE 5 FLHAZE T FAP (R #% DO RE 240 LU AR BT (%) FAP P
. BIAH CT VP FREIZE (P = 0.017), mBESH

MR CT BBt ARG R, 2HFEEIN:
SAP 3855 CT B R BRERIAJEAE A 2-3 d LURAHIE, B
B ARE FAP [ 1% 7™ B AL L 5 e IR AR B8 70 [ G IEAH
5%, SRR G DN SIRS RN, FEE RS IIRESZH,
RAEMODS k. FLHIA AL = H KPR s T
H(P = 0.024), XAJRESL i = =B H S B &
BRI ERKSE TR, AT AR RE SAP Bt AL 6. B
AR E LR R THRML (P = 0.000), WHEL
T BAL L AR 3 A UM R 3 B TR e DA oK.
FIA B D RE IR IR A R I T = TR 4L (P = 0. 008),
] e AR TE IR A B AR 2 RE R Rl R B R A X
' INER BN 3G B B R D REAN e ok R4 A
R A AE A G R AR W R/ TR, TRES FAP B
WMEAEER STRS, UKL T RAEPRE, EREA
MR f%, P BRI AL T R E Rk
B, SEUSHI BT LR E SRS AT . 1CU ISR
TRIT « BRI FEHDUB B AR, S80S RS, &
PeSFELMODS, T FEL FAP W I I8 o U

FAP J& SAP MR ERT, BHIARDS . HIhResE
o PR R A E e, RS T SAP, RERBE R
TRREG AR BHANLEIG TR RRIRE
g, YERFAUMEAEES HELARDS B, JREE ICU, B
WRHL AR B PR IR VR T eI R R PR BRI, RS SRS,
DB IHRERIBIE (LS iR sh, SRR IR = I A b
Fo 3 GRTRE RS (AT B 1 P 25 2R AR R . B STV T« B A
SR FRSCRE, PR, FRRBRSENE 2 MRS
W PR AR, 2, FAP 2 SAP BLEPR AL KU T- &S5 s AT
MRz —, WA IR TAR AR, RIS
WA TS, WORIRATRE AN . RIS FAP, IE
i B A HC R S0 R G S A R i BRI R,
EEXPPERIRTT, A BRI FAP f SAP HZET K.

SEXM

1 g, BRR, Er BER, s, 2K Botiz, 44,
FEE, PG, e, sk, MRS SIST EE AR
REIREARTGT (4 1367 FIRE). PUJIRSE3R (EEAR)  2004;35:
204-208

2 PNEH, R, Sk BARMREIRIGSIE BT, ESSASNE
FuE 2003;23:53-55

3 EERE, pEN, kNl SN EEE SRR TSI
. PESZESNRZwE 2003;23:50-52

4 Isenmann R, Rau B, Beger HG. Early severe acute pancreatitis:
characteristics of a new subgroup. Pancreas 2001;22:274-278

5 Tao HQ, Zhang JX, Zou SC. Clinical characteristics and man-
agement of patients with early acute severe pancreatitis:Ex-
perience from a medical center in China. World J Gastroenterol
2004;10:919-921

6 Zhu AJ, Shi JS, Sun XJ. Organ failure associated with severe
acute pancreatitis. World J Gastroenterol 2003;9:2570-2573

7 Mao EQ, Tang YQ, Zhang SD. Formalized therapeutic guide-
line for hyperlipidemic severe acute pancreatitis. Word J
Gastroenterol 2003;9:2622-2626
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c & REZT -

thzhi7 7Bk & UDCA BT EE SRS AR AT

B % XXE Ozl BE2, B

B, BEE, AR, 1ER, 8F), LR R EFRARER
kK AL 063000

HAf R A 58, 063000, T BBUUTHERE 57 S, LiLEREZR
FEERDAESSHORE.

E37&: 0315-3025921

WisBHE3: 2004-12-08 B HHR: 2005-01-13

W
B AR FEELSSG RETEBHAERBGIT, Rk
JRIT 3L

Jrik: 106 BIAEBHWIEITES, BE RS LEE
N B REALS 2 B 25 57 RV 40 (C 40) . W 2597 Al mde 2 B e s
20(C+U £0) e3P AT 5 20(H 20).C 2L F AR . 75 FEAR
Han, THEMPHFH RIFERSET iR, C+U
WY RABETH A mEERERR, HATHPITFR 2
BB, TR A 3 mo. o B T & TR G EF TR
g, AT B 2. CT HIEFHhE, 54, ik
G A E e R AOR.

ER: &5, C+U 4l h ik b A 8K T ) BAKT 7 40
(ALT:622.29 + 13.17 nkat/L vs728.98 + 15.17 nkat/L 7= 622.29 +
13.17 nkat/L vs693.97 + 15.17 nkat/L;AST:511.77 + 12.00nkat/L
vs 650.13 + 11.50 nkat/L ## 511.77 + 12.00 nkat/L vs 667.80 +
12.34 nkat/L;ALP:777.99 + 11.84 nkat/L vs 1563.31 + 16.00 nkat/L
#7777.99 + 11.84 nkat/L vs 1605.32 + 20.1 nkat/L;Y-GGT:
1605.32 + 20.17 nkat/L vs 731.81 + 15.00 nkat/L %= 1605.32 +
20.17 nkat/L vs 756.32 + 14.17 nkat/L;P<0.01), C#15 H 4
WE, & EEER-F AL (ALT:728.98 + 15.17 nkat/L vs
693.97 + 15.17 nkat/L;AST:650.13 + 11.50 nkat/L vs667.80 +
12.34 nkat/L;ALP:1563.31 + 16.00 nkat/L vs 1605.32 + 20.17;
Y-GGT:731.81 + 15.00 nkat/L vs 756.32 + 14.17 nkat/L ;
P>0.05);C+U 48, C 415 EREB(TC). Hib (TG
BT AT BT B(CHU 44T w1 JE TC:7.85 + 0.08 mmol/L
vs 2.47 £ 0.06 mmol/L, TG:4.47 + 0.05 mmol/L vs 0.79 +
0.02 mmol/L;C #8748 57 Wl /& TC:7.92 + 0.06 mmol/L vs4.37 +
0.07 mmol/L, TG:4.34 + 0.05 mmol/L vs2.46 + 0.05 mmol/L;
P<0.01), C+ULTHRE CHF AR FE(2.47 + 0.06 mmol/L
vs 4.37 + 0.07 mmol/L # 0.79 + 0.02 mmol/L vs 2.46 +
0.05 mmol/L, P<0.01);#1%F a8 &4 C+U 44T C 41,
CHMm-THH, ZMEHFHRESAN 41.7%. 27.5%
2 6.67%(P<0.05); Z4LE T 7 ixWESHT KR, C+U
. CANEOEREAZESNSHTHA,EEE30.6%
vs 3.3% Fn 20.0% vs 3.3%;.% 7 3 F:94.4% vs 56.7% Fn 82.5% vs
56.7%; P<0.01);C+U Aty it W EFEAZXEH T CHA, =
gt FEL.

G R RR A T AR mARRIE AT, EREIT

BR e R B, AR A AU AR A S, R PR SR ER IR W T
F 5 EENLEA A, W E 4R F H RT3 8k i B e
BRE KT, R PR FR LR e Bk, Amit
—FRE TR

05, $EE, O, HED, BF. P5RIES UDCA BT IRTBITE
ihat. HREABIATE 2005;13(5):682-685
http://www.wjgnet.com/1009-3079/13/682.asp

0 58

g iy T 2 Eh 22 o 2 9 R0 05 R 5 |2 ) B O g o P 2 . 4
Sk, BEE NV ACE 425, R AT A& 09 A\ B H i
%Z, Bl hFagEmTEibETmAaiimEs—. &
W57 B AR WG RS R R O AT £ 3 106 1], B =4, 4%
BIRAH AR 25 RN B2 T RIngE LR
JEER (UDCA) R BF | =R ik iayr, MR IR R, LA
PR R R AT R SRR RIT T R

1 MRFSE

1.1 A4 RN EE 106 41, 2WTE
2001 5 AR EE 2 o5 F IR 2 40 43 IR I FFF ROEDHS 14 I 99 2%
S BRI RS YR AR G AT W bnvE . B A H kg %k
JEBENL A KR 2594 (C ) « P m A e L FNE R
20 (C+U 4H) N4 BF B 28 (H 41) . C 40 40 49, Horp B3¢ 17 481,
23 B R 21-73 %, SP¥5L & Horh s A R
JF 1L, ARVERE RS IR 22 23 B, JR I AT 44k
BCAFREAL 6 4] &I mi R . MR . mARIAE . AHFE
SRS 28 B C+U 36 B, HA T 15 61, Ltk21
fil; R 19-76 2, “P¥52 % Hop At iR 10 41,
EERE RGP 48 2 1 491, BG4 F 4T A0 sk A R AL 5
il GIFEME . BRP . @ARME. HELEAHE 26
fl. H 24030 4, HA B 13 6, 217 i Fi16-
L%, P50 % HAp paitERE T AT 8 451, JET RS RE iy
PERT 46 18451, AR AT £F e s AT AL 4 41 & IF o L
BEPRIA . IR . HHZELE AR SE 22 4. -4 B E ]
R RPRAY B R R RS T £ R T RE M (P0.05),
HA A .

1.2 Fk CHLUERPNG. 7E MR RGN, FBRF
2R CARIFRERR 7 (TR HEEA . TR, XL, 3
B, B RSB, K. . REL PP, BEIEM
) H Ak, 100 mL/ R (EF#65 g), 2K /d;C+UH TR
FEA 2577770 UDCA iRk, UDCA 150 mg/ ¥k, 3kK/d;H4l
TH R A (HRBIRILERD BB ERAE L7, {51
ZHYEE 720003336) CUIR, 4 5/ ¥k, 3K /d.IFFE¥IH 3 mo.
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&1 1 BEBITHISHINEEE K (mean = SD, nkai/l)

A7 ALT AST ALP AGGT

C H(n=40) BIT A 124275 + 23.17 1108.89 + 16.67 2 946.09 + 17.00 1421.95 + 12.50
yutRfe] 728.98 + 15.17™ 650.13 + 11.50™ 1563.31 + 16.00™ 731.81 = 15.00"

C+U H(n=36) BIT A 1 255.42 + 14.50 1098.05 + 17.67 3000.60 + 17.84 1436.29 + 14.84
yutRfe] 622.29 + 13,17 511.77 + 12.00%" 667.80 + 12.34%" 1 605.32 + 20.17%"

H £H(n=30) BIT A 1 239.75 + 14.00 1 065.55 + 15.67 2 969.43 + 16.67 1414.28 + 15.50
yutRfe] 693.97 + 15.17" 667.80 + 12.34™ 1 605.32 + 20.17" 756.32 + 14.17™

p<0.01 vs NEYTHI P<0.01,

1.2.1 fiFFien THRRDCERM, §iEmEEr

FEIhRE . AR, Rl 77 ok AL dedk, AR B
) 48 2 2 ]

1.22 #iesmhsd WITHE, ITHEMBE. CT ad,
W82 I B I 545 22 U
1.2.3 FaPl e brh GAITRARE (D ZR: MAIERR
(HFIhee. i) FIB . CTRBZERINIENTER. (2)
G AL AR b (HEIhRE. AR U@ T EFEEEE
JTRTRRAG, BB, CT B EAERENE, HEBITH
e, M CT AT &, stk Fa b (HFZhEe. MAg)
MBI, CTHBRFEEPHE WL (BHE—I) KRR
Ew A e brd b Ew. (3) BH: mAELIEIR (BT
AE IMLfR) A B . CT B2 UE SR IT Il ool
BNE. HEFEW S BHEACT 4551, LLCT EENH
W9 AR R I T AR R . AR B BRI AU AR FE R
(L) BT : i, iEm A, Tl s
PSRRI SR TE. (2) AR AR AT O s anE,
IRl SR, @i R R, M S5 AN E . (3)
HEITARIAT: LS5, FilphlE &R, Tl s
WERE, MESMAREHA. RYE CT R I A Wi A2 2
BRY (D) B S ERG, CT MK TR, M/
BECTHE=<1.0. )/ BCTHE=<O0.7, HHNIME
SoRAE. Q) HiEFEE R EREEEEAME, F/BCT
FE=< 0.5, B mE s mT L.

Grit2hbrE PUA R AT E SR BRI It E R
G N AT G 2 A0 B RIT R S I RE (AR A b
FHEL ¢ RS56; YRI7 BT = 4L Zhiae. Mg HLER A 77 =
ST VRIT SR LM AT ThaEe . AR A LA T ZE 0T K& g
R 86 V9T I A MR RN LR X e &G
IT 20 LE B R BRI RS 56

2 &

21 bk JITREER)E, C4l. C+rUARH AEH
R MG B K A AFERE TR, % omas
FPEE R (K0.01) 1897 J5 C+U 41 & I 75 B 7K~ 2 B BAI%
FHMA, FHEoMAEEEREER (PK0.01) /975 C
H&MEBKT 5 H /AT, SHHEomLiElEzR
(P>0.05). (F 1)

BT B=ABR, P<0.01 vsiBTIBHE; "P<0.01 vs3BTIE CAH.

*2 SEBFRISMEETk(mean £ SD, mmol/L)

AT TC TG

C #H(n=40) BIT A 7.92 + 0.06 4.34 + 0.05
yutRfe] 4.37 + 0.07* 2.46 + 0.05""

C+U#H(n=36) BI3HEI 7.85 + 0.08" 4.47 + 0.05"
yutRfe] 2.47 + 0.06™ 0.79 = 0.02""

H £8(n=30) BIT A 7.78 = 0.07 434 £ 0.03
yutRfe] 7.72 £ 0.07° 4.30 + 0.03°

PP<0.01 vs NEBITEL; “P<0.01, BTE=ABR; 'P<0.01 vsBT B
H4E; "P<0.01 vs3aYT/E C 4.

&3 BEBTRIGHERFEL

A7 EZE e ®E =
C #H(n=40) BIT A 10 16 14
yutRfe] 4 14 11 11
C+U#H(n=36) BI3HEI 9 14 13
yutRfe] 2 7 12 15
H £8(n=30) BIT A 6 12 12
yutRfe] 6 11 11 2

X?=13.36, P<0.05, BITB=EBLRK.

2.2 ST JTTREHRE, CH. CrUHTC, TG KF
YR TR, ZbES B REEER (PC.01) ;C+U 4
TC. TGP C AR, FKH% oA BEEESR (XK0.01);
HATC, TG KPERITHMAE T, St ot
FEHER (P0.05). (£2)

2.3 e h ITHEERE, 6B EBACT 452K
AT BB 2e 84k, DU/ BRCT WfE> 1. 0 fE A IR I
THBRARME. C+U 4LAG 7 TR Bk 16/36 9, THBRZFE R 41. T%;
CZHRERT AF I BR 11/40 4, THBRZEA 27. 5% H 41L& Wi AT
HEBR2/30 41, WHERZENR 6. 67%. MR MIHIEH N
C+UMMTFCH, CHMTHA, ¥ EEYT
282 (P<0.05). (£3)

2.4 A a CHIBAE20.0%, HFHERG62.5%, 0H
WA 82. 5% C+U MVAMZE 30. 6%, FHEZE63. 9%, M
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®/4N ZEBTIIEG LR (0, %)

T
% n =B
R B 7o
CH 40 8(20.0) 25(62.5) 7(17.5) 33(82.5)°
C+U4 36 11(30.6} 23(63.9} 2(5.6) 34(94.4)
H 30 1(3.3) 16(53.3}) 13(43.3) 17{56.7)

°P<0.01 vs HZ.

BEWZE 4. 4% HABRAMES. 3%, HEES3. 3%, BF
MEESEG. T%. FIPALLER, C+U 4. C AME MR H K
Z¥ETHA, g% ah, ZRG58EME (P<0.01);
C+tUHMBRENAARER T CH, HLETFEX
(P>0.05). (F4)

3 e
R 77 JHF 2% 22 B o RO ORI 5 S 0 A IR i 8, ml e
FEEMRHACH R AR S Bk
B, BRERI AT RE PR R RS S o0 1 S e U AR R 1
JE i A — B AT R AR, (E R S A SR
HEr S W AT RERA, b ] LU RN AT 4E1k.
JREEAL T B — RY=E I RAES. Bk, BHEIVRIT R
JF AP R IS R, B R BT 2 T O ) FE R
R RGP R R AT B RT MR ERAR, BT R
ZRMBAMAE S HG e RIER, FEmmRE T HAE
REWI ATy T P R . H T s AR SRR, B
Wl 2O A B OB &R L EMHER (UDCA) &5, LAY
AP S . DY BB, KE. MidR g,
IR, Fe AT LRI 4, BRI N B
AL JRIT IR 2 i TR IR B (R Ry b2k
AL R, HRR TS R AHARAR . SRS, MAsiR
HOH, PRRIMIEREET, s e, (kA
MEEREA, o AR AR R AT A — e e T 1R .
T AR AR I T B B VRIT i, AT
e, BATLUERRNE . 75 ARAR AN, HeEE 2RI
R FRT ST FAS B AL R Ak B 258, Bilb gy
FCARRFRERE ", A A B TR, UG, TS
FEE. HERm. K¥E. . BRI BIETED
B, FAH RS L I ARAL S £, AR IERANE,
KFFIEGRE BT, A5, EX. Fi5. EHR
LU, T REGIRAL. ERANBTIR, s
'BEH. AHELAKE, AV IR, SRR mLL L,
HEALAR, FEMEE. MR AEERANE, H5F5Hk
[F) 2 4 3% IALA 5 IR 22 Th 2k MR 48 B0 A 2 B AT 57 0 S 5 1)
ARG, X2y n] PR B AR [ A . H i =
DL B RRE A& E, (IR AT i ik, #iH
JFF Bk L[ 1P 5 P, 6K I SR JFE IE PO BRI AR, DA R ok
/b T Ath i 772 2 i T S P[] e W Wi 25 2 T T B TR AE

HBIPEARE R, R ERETRMEEFER, R0
MRS mHA, MHERFIEFRELE mr SR E
TNs EJTRIAE O B T T Re O [RIB, #AS5 AR B R
Mg BAEEE (TC) . HM=08(TG) KF, &AM
AR R, MMIRE T AR S mEFH RUE.
AV B i e fF T A B A A 224 UDCA &5
“TRETRERE Y BRAENH, WEIRKRER. 4R R,
UDCA M4 m T “fRIFR&EMGE 7 F 38 R £ A5 7 T 1
TR, B EMIIRE. BRI, MERGRY LTS
BT RMA BRI G” A, BIEKIT AR
TR,

UDCA 1R MIaTT IR B A5 B, MhkIEEH
AT B ML « (1) A 20U B [E B AV RE AL /B, T B&
i fig. (2) REFIREIER, AI{EdbRRyT o0, eyt
AR, AT IR (3) AR B A A Y, RRE AT
YRHAE, (RIPERAARDTE () TR RN, IR RN A
FEAE 1 (5) G AN IS PRI AE K R TGF B,
I HLAF AN T2 UDCA 5 “RATRERR YA BRE N H
Al ReIES DL Bt T R R AR AR B S

B2, DLVE RGP . 3 IR AR Ok 98 i 2 4
“OREFFENG 7 WIT ARERE AR AT, B T RR
FIS, REH 2 BRI e, B sl iz RE WA AT 5 205 1
HRELEMEER (UDCA) & H, U B8 2 32 Hh P (K AT Zh g 1
TEEE AR KT, FFAT 0 R SR B aAE, AT
BB TIRPRIT 2. ZT 45 R, KA LS
B M7 R IT AR G T R — 4 TU R S AR R A2

AR R I o —Fh 2R RS R R,
R HAL S SR, FTUS S BRI fIg IE
JIE 2 25 9 S 1K S AH D1 B 0 (1 15 R P E e e AR RS
PEREWT AT ROIRIT 2R . B4, B HERAE EZsh IR
R R B AT AO38 9T HR RN R AL LA R R T A AT
S PR R E MR R M EZERE . A
] N ICTR B S5 7, 7E 25 R ARG 1 R 0 T R T T &
B, A REARAM T, B O A B AR R g s R
. IBEhIRIT ELE . IXFE,  AETERE 1 e B AT BT 0

SRR PR,

4  SEW
1 SO RE  S R AT AE R e T . SRS
BARFIS Wbt (222). PIERTRIDRZ4E 2001;9:325
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H pyloriiceAEF5EMHE &, BHHEIEE:

KRR MEHE, R 7, BRL, £ * 1 1858, 2E5

B R Z T .

. BIEMXAR

KER, SR, RF, BRERL, T¥, {7}, &FL, B4, B2 EH
KFREL TG EERBAH BELERMNT 350001

AR B A THB A AR A, No. 200022

I B4 e A UGHE, 350001, 1BESEINTDAE 134 S, BEERARZE
BB IDRER B AR

E31%: 0591-87699780

WisBHER: 2004-11-12  BZHHR: 2004-11-29

fik 2L
B ARSI HE (H pylor)t iceA KB 5RMEF £
HAMF HE R X A,

Fik: IWE T ks e B R S AR A T 4 838 5
H pylori, PCR ¥ 34 H pylori % iceA 2 K 3£ 138 4,
P RMRA T K476 R EGEE L 226, Kk
T 49 Bl A B JE 20 4.

FER: 138 Bl 9 iceAl A iceA2 AW oyl £ 55 A
47 1% 5= 47 8%, I 36 41(26.1%) H iceAl F= ice A2 3 Falk,
4351 (31.2%) 4 iceAl FriceA2 3 FA M iceAl IR RMET
K. BHEEHE L. HETHREEEE Hpylod

Febk 5] 4 44 7%, 40.1%~ 59.2%. 30.0%, iceA2 &
B P B A 5 53.2%. 31.8%. 65.3%. 10.0%, iceAl
Foice A2 EH LT B P B AAR S T Ak

L5188 H pylor ] iceAl #v iceA2 B B 5 i5 A3 95 04 & J548 %

KN, MGHE, 25, BRRLL, £3, (U, 58, £F5. HpyioriiceA B
ESEMBY%. HMRE. BEIXAR. UWREABIRE 2005;13(5):
685-687

http://www.wjgnet.com/1009-3079/13/685.asp

038l

iceA IR H pylori 5B MBI FRIEM
R, WiceAl, iceA2 WAL, SHEFEET
ANEWH pylori B, WWNATREE H pyiori i
N—8HHET. iceA ERFBRAGIEN H pylori 3R
HREFEHRNRITRERE, RESEMERPEREE X
BfE T — B ae . B4 014 2 1 X G PR 4 3 1
H pylori B iceA EFER, HWITHEB T 218
WP R &
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1 MRFSE
1.1 M BB H pylori Bk E 2003-2004 £,
Biie sz Bt BT A 138 Bl s, HrhiBd ik RIS 4 47
B, BYEEGIEE K22 61, HALMERE 49 FIFERE 20
Bl IR 2 WK IR B R AR A T
1.2 7% BEMBEEREAEN TEREERERE L
(75 nL/LEMEIAER), FITCHTF AT R
F£3-5 d, THEBEE, GEEES. WA RADREMN
RN (RER. SEAER. S48 %, HET-70C
# . — IR DNA A SRR AT /) pylori BERERIEE
K40 DNA, {7 T -70°C# . iceA LI PCR 3195t i
TG TR AT AR GE 1. PCR RNV SAAF A 25 L. iceA
(1R 44 A 10% SR 22 2.5 pL, dNTPO.5 pL, 3
W1E2 %0.5 pL, TaqELU, HFZDNA4 pL. iceA
P14tk 94°C 40 s, 54°C 40 s, 72°C 1 min,
35 MEIF. PCR Y MEF=WE 20 g/ 1 FIE ARG H
K, HEIEG ST ORISR LR
Bt a3 R FSe R Fisher R4, £<0. 05
hERAREE.

2 &

138 FRH pylori WGIREFET, iceAl I iceA2 [.2F
W4 Sy 47, 1% FO47. 8%, Horb 36 44 (26. 1%) K iceAl i
iceA2 YPATE, 43 4] (31.2%) Jy iceAl FI iceA2 HyItE.
1K iceAl fil iceA2 R B LR, iceAl FliceA2 K
DRIV AL R B 2 (59. 2%, 65. 3%) G R B3 E T1aMHE &
(43. 5%, 46. 4%) MBS (30%, 10%)4H (P<0.05), HAhEH
2B iceAl FI iceA2 fURS R R E M%7 (0. 05).
iceAl FEFA iceA2 K RN PHME MR MEA 36 f, H
MBI EPEE B 12(33. 3%) 41, 18MEELE1EE 226 4 41
(11.1%) , VHAMEREA 20 41 (55. 6%) ., WHKILEREE
HHEREEG. iceA2 FFRIN 229 bp F1334 bp M
B, forERRT] A I A 229 bp F1334 bp MUEEDE B, iceA2
(AR By 1 4 JRAE AN R i 2R 2200 (3R 2)

=1 iceAEE PCR3|Y)

ENER Efizsd BRI
iceA1F 5° GTGTTTTTAACCAAAGTATC3’ 246 bp
iceATR 5’ CTATAGCCAGTCTCTTTGCA3’

iceA2F 5° GTTGGGTATATCACAATTTAT3’

iceAZ2R 5" TTGCCCTATTTTCTAGTAGGT3’ 229 bp 334bp

w2 iceA2 HERF BAERRERDEIEE n(%)

3 e

iceA BZE H pylori 5B R ST 2 RIAM
HIE, G iceAl, iceA2 WA EN, 4RELE
FTARMH pylori WHEH. HiiceA2 EFERE K,
A I A 229 bp. 334 bp. 549 bp AFEKEREFF
B iceAl #EUCAH ST IR BERE BT B R £ EVIAH R,
MEH iceA2 I H pylori WFES1BMEE R R LMK,
WAHZEFH NN iceA2 EE SHAMET AL, FHBIAA
e H pylori X —EURZERF """ iceAl S4MLIL MR
BB A TR E nla IR A, HEEAKFHR
BFHAE 2%, iceA2 RHEMAEREK, HREFES HR
HE FFEFIRAAED . BT s R E R
K, iceA BEHEBEARIEN H pylori BURMERE I
WATI bR, HEM AR AR E AT
WA AR ERKNZEEREN iceAl, iceA2 fy
HERESHELMREERBXRBARMEA. fFRfg
iceA2 B H pylori WFRIIKE HZA 90. 1%, SiHALMES:
FeREY). Van Doom et al®HIE iceAl FLE M H 2
Hh56. 4%, iceA2 EPFIRIRTHI AN 26. 6%, iceAl HKHFI
iceA2 FLDF R B E BURS 220 14. 9%, R/ EET]
BEFATE iceAl FliceA2 FAMERIRGRELIE AL, iceAl KL
FBALETZAE K. iceAl, iceA2 1 ST HH
K, BHZEWMERX, GRAE—LHA. BN iceA HEHM
Wb, MR CHERIAN iceA R SHML RS RIE
HRARD.

o4 K1k, XT H pylori iceA X HET+"i&
Wl ok 20 KB BRI T ST 4R, I A s 45 S AT
ReS TAIRERR: (D) AFRMXM A pylori WA
iceA FERFRIXSEH A RIELBAR; (2) iced HEFTTEE

8 7654321

8 7654321

B1 ERFBHYIELER. A: iceAl: 19100 bp §5&, 2-8iceAl I i
FES; B:iceA2: 19100 bp #7i&, 2. 8 AEIRTE 229 bp 1334 bp, 3
HiceA2 BRI, 453229 bp, 5-7 79334 bp.

2T 229 bp 334 bp 229 bp+334 bp =
ISR/ B S 9(36.0) 7(28.0) 9(36.0) 25(37.9)
EMEREEER 2{28.0) 4(57.1) 1(14.3) 7(10.6)
HEH RS 7(21.9) 13(40.6) 12(37.5) 32(48.5)
BiF 1(50.0) 1(50.0) 0(0.0) 2(3.0)
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A pylori BFRIIEBRTE £ VR fE . 1 2 £ 8
BEMENDER: B)H pylori BEMENEEXHEE. B
HHREZSHAEFERMMEEERANSGR. A4RERTRE
MR ABEF, iceAl HFEAMPHERE Y 47, 1%, iced2
FEBR R TEE  A7. 8% 1R E 4 . 1R
oo WALMESOE A E A BH B A pylori BIbEE,
WA B E B A pylori Bk iceAl FEM
iceA2 FEFMFHME 2] B e T HARLL. X iceA2
TPy, RHILT 229 bp M334 bp, MEH AL
Bk BTARGE 1 549 bp KB, HASBEM H pylorith
TEA 549 bp () iceA2 B KB Y. RATRBLA 26. 1% &
ZENFLE iceAl+ FliceA2+ BMES MR EY, =
F 2 HorarE s . LR ik 2= B A, M —
SR BATNK iced B (A iceAl, iceA2)fE
LM % AL BB, iced 1, iced 2 BAME
(69 1 pylori BRI AT W RER AW LR, 1con
L, dced 2 BIYEH /1 pylord BIFRRT LAZE R — S v AL,
BRILCAE H pylord (A th 5 3 W 2 R I 7 2

4  ZEXE
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DM, Magalhaes PP, de Carvalho AS, de Oliveira CA, Nogueira
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pylori strains isolated from Brazilian children and adults. J
Clin Microbiol 2001;39:1746-1750

2 Van Doom L J, Figueiredo C, Sanna R, Pena S, Midolo P, Ng EK,
Atherton JC, Blaser MJ, Quint WG. Expanding allelic diversity
of Helicobacter pylori vacA. J Clin Mictobiol 1998;36:2597-2603
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1814 Z B BT 300 Bl Y A e R = 1

Z 5, NXE, £ 8, KUY, BBER, ik UL, KB

c G REZTE -

23k, PEEE, T8, MBS, SKEL, RRE4L, LT EARF LT
EHFEE AR S BT 201203

ks, AR RFaE T AR EiEF 200032
LiBFARERERSAWELFIHRE, No. 014319366

T HfRA 25, 201203, DEERMXECE 1200 S, HBPEARE
EEHPESBIEEZRAZIN. litem@163.com

B31E: 021-51322636 {EH: 021-51322635

WisBHE3: 2005-01-11  $ZHHR: 2005-01-20

it 2

B i@t 2 300 AR R X B F AG T E(QOLM 4
oA, Bt HaBMROEFLEE QOL AR H-hE
%, BRERERETAIFEEE QOL 1k KT QOL
VR AT RN T AW, A FlE QOL AR & A 4
& M B AT AT

ik it 57 300 AR ORI K B A G R B IAT I R
FRHRFIREE, SIP ZROIE—RTA A G R T RMHR L 5
TR ZE N F Ao MK ERATG 04, B
F] SPSS %t otk L #4743 o #

HRBRLAFEELEAGRERTFTERELERIALLL A
Sh. BARL5HERP)., BRSKESR), EBRATHAB). K
48 (HM)., ZERM). WRAE). HEITHEBFHk
MEAA A B R AN R B H QOL £ 2R 4k
FEMIRRA GG, WA BR ., SRR R

L5if: A SIP A AT AT BN ALE A @ IIF R T
BRF KB A A, BA T,

5, PEE, Tl KUY, BOGRAR, UL, AFEL. 21 ORI 300 By
FonENH. WREABIAE 2005;13(5):688-689
http://www.wjgnet.com/1009-3079/13/688.asp

0 5l

SR BT 4 (HBY) #4413, 5 2. IRIEREN
1992/1994 2 EH MG MAT R HE, HBsAg &
9.75%, £1.2/. 1BHLBFREFL N3 000 TN,
HA10-20% AR ATREL, 1-5% AIVEAE N ATHE. HBV
$EA7 R BEE T OB IS 1 B A RS B L, B LA S
HBV #, 90% DL bJgder b 80 HBsAg #47%, T
— R, A B A B N R A B A A R AR
T - IR - SRS, AR EIEZE R
- N, BT EZBEL AWM, L0 HEELOEE
FHERE, BNEYE LAY BRI S ERA, &
VR R RE B . N AT T AR 0 Mt A R Al M
HRE WA, SR AR A R A U A A7
[f). 267 i (quality of life, QOL) J&7F WHO 248

HIERETMES. McSwveeny et allV/MSEHET MMPI
(minnesota multiphasic personality inventory),
POMS (the profile of mood status), SIP(the sick-
ness impact profile)f1KAS (the katz adjustment
scale) BAT A A LB ST, JFREAT T HOEL, Ak STP 8%
If.Mackenzie et al NN ZEERZLWNZHFERH, &2
FE M TRERANE TR . Mitchell et alBikR
SIP &K\ n =2, R EEIIRSUA. RO T HmE
PEZ AN 2 B QOL M & Ffom K&, DR ts 2t
SR A B QOL HARYE ; #R3 QOL AE 497 BTN B I AT
PR, BT LAE QOL B WP AR E B 48 oF 1) LR AT #R3+

1 MRFIFSE

1.1 H4 BT ERRER. B EZREHEEY
BB, BB M B Rtk b, Bigm BB R, b
R4 RFH B EHEREE LB 2 8. fFehE
EEatEimSTERmY S MR SBEE8IT
(FAERHR 2 20008 (6) ) IR B £ B8 T R IIBH L
RF RS W brdE. B 18-70 B 2 ). HEMAR. 2R
T L AT, R AE>6 mo. L EAL . M. B
I ReREie & EAERE R, R R R DL R, ™
EMEHEMMEERBEL ., bEbERL. B ESES.
1.2 i ERWEZETEAT R R (BEE) B, WE R
WA B LB IRATIRZ AR, 0 TSR H p R
K, BABAETENEETENEL, REEREELD
AT 2 AR R O SEAt A0 . FIRY, W& AW EE SEHRER
RS E. FRENEE RN FEEEERETY, B i
M E TSR R E. HE R ERN TR EERE, HE
TERATR. AR ERE ARGERERITSH, T7F
IEREEREE, BT RERE. A EEERTS
KAV A LT B AT, AT DL R B e TR
(e PR, VEAABIN, TR AR SN PIE
Fo o mEE AR, EFRER. TR (D
WA, AL ER, EE. Bl BHERE. Ed. &
s E QWO RIS, HREEY; Q) 11185,
FS; (DVNZHE. HEH, 6) 2. 5 o ahE
AR B M 22 ¢ A dn R E A AR (SIP) . SIP 4E
136 NI H, HL12 kP m i DhRE RS . Kb BT “ &
I 7 (SD- 1) WA 3 3477 (Ambulation, A) . R
JEME (Mobility, M). 4R{EiZ3h (Body care & movement,
BCM) ; J&F “#h 400 HEJ7 T 7 (SD- 1) U 4 2K BIfE &0 R
(Social Interaction, S1). A% (Communication,
C). 4T M (Emotional behaviour, EB). ZEi
47/ (Alertness behaviour, AB) :JAth 5 25if & F5HE
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ik (Sleep & Rest, SR). T/E(Work, W) . Z%&E
3 (Home Management, HM). #BR57HiE (Recreation &
Pastime, RP) fI7k& (Eating, B). BNMBEREM LS, &H
Apbe LI, DA 12 B 0H0E N 0-100 47, HAG5
ARG TR ) B B AR P B Rl v, R 3E AR R
F RS RHALR 400 RA KT LR, FhE ok
B 3o s, RoaDIRREAT @™ E, QOL /K-FEia(ik.

Gritzeabim BT URKEGEEMNEERRE.
T EMER T BERUR A IR, ST iR B
BRI T EN gD, HdE b3 A SPSS ZEut R 8L 58 BT
RN

2 45

B EXZ 300, B202 6, H67.3%, 298 4,
032, 7%, HAcB2.06 11, AR FELE 85 I,
28. 4%, BB B F 44 1, & 14, 7% FAYHE S 65 1,
g 21 7% AR 184, (5 6. 0%, FHE 17-70 &, Py
HEi839.2 %Py 168 cm, “FIMEAE63.7 kg BH
HROAR 0 A He il s BIAR P TN 7141 (B7. 3%) , 22 F]
HRIZ 4901, MRSATI 184, 224 14451, #m 1141, ok
114, TR B, RE8HI, EmiTIk5 %, ZEN 44,
HoAth AR 98 fiil. HBE L RER R A L\ = BIEAR A
T2, KRFZE98 W, N 24 4], BIFUAE 6 B @ E
18Pt 2B 28 B3 1 QOL, REISRIpREMI R B, &K
Uitk oy RAEA S 2R IIRe 0 ¥ E GR 1) . & 7 L)
RebsRs ek %k ST, RP, SR, AB, HM, BM, E, EB, BCM,
W, A, C. DhRERERSAU™E, R EdiEKEFRK. &2
PEZ B A B QOL &N T T IR dnifEZE s mfE
W REFIIEAS RS (3R 2). WIBB[RIAIEAY (3R 3), T3t
FrlE 8 OB R B G R ENRE, EHEESK
Bk B, PR, WS, WOEEE, BRAESE.

"1 IBMZIREZ QOL IEHS D

REDSA REDIPE DIREIDE
SR 3694.2 12.31 24.67
EB 2415.7 8.05 11.42
BCM 971.2 3.23 1.61
HM 3489.1 11.63 17.41
BM 3344.2 11.14 15.50
Sl 10 032.3 33.44 23.06
A 892.6 2.97 3.53
AB 3605.5 12.01 15.46
C 373.8 1.24 1.71
W 961.6 3.20 6.22
RP 5275.9 17.58 41.67
E 2567.6 8.55 12.13
SD- | 5.02
SD- 1 14.97
SIP 12.50

&2 BESBRRBE QOLIERSD DT

535 TR RE B KS #u
SR 12.31 12.52 1.339 1.303 3.467
EB 8.05 12.79 1.978 4.004 5.233
BCM  3.24 10.82 7.929 89.250 7.464
HM  11.63 17.85 1.647 1.809 4.722
M 11.15 14.46 1.417 1.431 4.150
Sl 33.441 26.782 1.110 2.250 1.834
A 2.98 8.39 5.739 44.555 6.961
AB 12.02 18.44 1.663 1.923 5.069
C 1.25 4.76 5.187 30.920 8.775
w 3.21 9.94 4.970 29.437 7.502
Ro 17.586 15.039 0.358 -0.717 2.867
E 8.56 12.48 3.957 29.731 4.270
&3 @ SIPENNZELOTE

bi Shi STD(bi} t P

85 -37.605  11.168 -0.277 -3.367  0.001
M -4.731 1.766 -0.225 -2.679  0.008
BLESR 5.185 2.376 0.122  2.182 0.030
JER 3.040 1.303 0.133  2.334 0.020
RIRE -3.050 1.418  -0.128 -2.151  0.032
3 e

18Pk BB RO — A H B2 M, R e AT LE B A
K, NEGLIARE, R 520 s iR 1797 80F
U, WAES DLAAE 5 W55 e R A T RO e R &
XU B BT AEFRAN, A RE T EE. AR
N, 1B LTI A B QOL AT IIRERE T,
BAFHHESKR (ST . BEE5HE (RP) . HERSKE
(SR) + 50474 (AB) « RA&EH (M)« RO . K
B (E) . AT A (EB) hae i EAEM, RIEIEs)
(BCM) « THEMW) . 7 (A) . A3 (C) ThEE RSt
REN. AT OB R BT R B AR T, A
T DI, BRS. TESN I ReRER P, SD- 1,
SD- 11, STP HefZIR &7 b S 1% 2 U AT 45 /1 QOL.

4 ZEE

1 McSweeny JA, Grant |, Heaton RK, Adams KM, Timms RM.
Life quality of patients with chronic obstructive pulmonary
disease. Arch Intern Med 1982;142:473-478

2 Mackenzie CR, Charlson ME, Digioia D, Kelley K. Can the
sickness impact profile measure change? An example of scale
assessment. J Chron Dis 1986;39:429-438

3 Mitchell BD, Stern MP, Haffner SM, Hazuda HP, Patterson JK.
Functional impairment in Mexican Americans and non-His-
panic whites with diabetes. J Clin Epidemiol 1990;43:319-327

hit R Tk KET
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c G REZTE -

HAIRIBRE RS ENEEE SR IMREETT FRNE

E B, e, Bhith, Bl B, RRUK, RER

B 3B, Aobtl, s, BB, skRIK, BER, @4 EARFHE®R
TERATIEINA AL M 510282

BiEfARAN: S, 510282, [ A MR TI/RXEDP 253 S,
BERARZWERLERMIBYMY. fch58520@sina.com

E31E: 020-61643211

WisBHE3: 2004-12-27 $=HH: 2005-01-13

fik 2L
BHY: HT iR R AL 3% % (MR CP) AN W 128 4 & 54t
B s T PRI E

ik 36 B AREEE LG EE, R MRCP £,
BARF, RE4ES, SHBIREN AN MRCP #9#14.

GEE 2THF R 4 AR TR h 04 4%, % B R4 G G| A
IR A YR BOR AL . T BREA A D] 100%, REHEAE
5 RH13.9%.

5t MRCP /M AN R4 % 5| Aoy fle s fa F 16,
TG RA AT AL E 45 54 Wb M e 45 5 U &
R HEREL.

BEHE, PME, {0, B, sKNIK, =, BERIORENEETAE
BEOIMEETHNE. HREABIAE 2005;13(5):690-691
http://www.wjgnet.com/1009-3079/13/690.asp

03I

W NEE B T AR R, IHE M2 A, HENES
e HEE, RPEER S A MR, BN A G A 5
. AT P IE A & 0 v o K IE R A 3 0 S R
B2 E SNRHEIT B 7 5T 8. B IR R B IS
(magnetic resonance cholangiopancreatography,
MRCP) A limpRI2 BEHER I &5 e Ar . NHE W =223, X
JH RS 5 A ARG T B EEANME. AN A BIE
ok 36 {4 i B 45 0 B HEAT T MRCP fr & 94T T (Bl it
mA, MAREWT.

10 MRIFFSE

1.1 M8 BT 1998-04/2004-05 A LW iG AT R RE &
5 FATMRCP R fE 3 36 9, BB 1941, & 17 fl, %
3248 %, FEIEBH38.5 5.2 %, FEIKK
KI KRB EEMEEERE, FEHZ2YE . BT,
B 6 mo-30 a A%, MEHRM FEE L. FH
BHEEFRIURES, FXANERAEREAHE. 5%
ERERHEI R R DIES, £13.4-34.2 mmol/L 2
M, GIHFEMIEESEANEE g REEHE, &
71.2-342.1 nmwmol/L 2 [H, VHEMIREaEN T

#, 51.9-193.4 mmol/L A%, HIRE O RERIURY
EH, Dy BEAANREER IR E.

1.2 sk fEMAZEEGE AW Signa Horizon LX 1.5T i
SR ERMITAE, HEET8 h e, K. R
HHRWRE M TEY BRARESE RSN 18 (FHR
) . A (KA | [a AY (595 BN AR DA 0
[l b 2 (R8O PE B« IV AY (FRI% B PR AR V1
TEAY) . 455 ARFTMRCP fn &5 R, DERHANBEESA
PR AR A N AREY R SRR AL . IR
SRR EF AR

2 45

A4 A 36 1 I P IH A 5 4 R MRCP A 2535 1 IRER D,
36 i (100%) B JREY AR SR, H3E 9 1 8 G #l) .
1129 (2 i) P IR 25 55k FR D) B 25 6 1 B B
JAFE T a (17 1) B AR &5, 8447 DL Roux—en—
Y R T E5IRANEARKMGHEGSRA. HE51R
RARRE L, WEfEE=BMUMROER. FAE
M Em) EAR, B TEMEARSE, 1T Roux—en-
Y F RN UK IEE 2= W & 8 ST AR JE A PR AS PRI 3.
S FII b (16 {51) 289 FF P A &85 40 U)o B DXk S84 1) B
B AREARRRK, RN (GHTHEERER, SEkE
B AR DI FFE %) 47 LA Roux—en-Y RA T B3 HA N HE
ERRMEGEIRA. RI\EH L AR, SHAREER
AVEE BE (0 AR A kv RX, an i e IE 38 &5 0 ) I A
FAMIBE BEd 5k, BIE0ddi FLAPLERIEAR. 0ddi 45
LI 055 35 47 RE AN AR BT (O BEBG 51RAR,  BLs b R
R E R R A, AE 36 HIRFNAEE 4 n h IV
RV, AR (R B P B AR R AT 4 T R 2 45 A L
. A2 36 I E M2 W IE S, MRCP AT W IHE 45 A 51k
BT 5k BB A, ol REEHABEY &k, L
Ry o] A Bon (B 1A-B) . 2 flF T iz ey
FEehfa, HPEETY %K, KegseaeEmish, RPAM
EERIESE A Z A WIHE S f, e R 2L 94. 4%
(34/36). A EERGEY T TEEZNE, 36 HIEED
SRR, BRAOEN 13.9%(5/36). 2 B HIAG
FRRIE, HAGEH L], ARG L6, KT Y
R b, LT

3 e

JIF PR REE &5 o ARG )T 1715 (6 B K IR R AT 3R Je A 5 7 A 2R
B, BRTARER, ERES. RETHZ 640 05
. A REREN, BHRETRFEZ —. RuyiH# AT
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E1 FANEELEE MRCP. A: RIFGHE/BBIRNE. ZHEE
kiR, ZERRNE, BLBEHEY K, THER. B: I
KREEEN, ZREY K, ATLEMEERAE, BRETR
TREERLN 0.5 cm BERS, KRERIMEEDZRLEEYT K.

B2 FRBHE1BIMRCP: XZEABREEY K, BEEBEY K, B
B AE "HF R, DEE2RE.

WRHE =2 [ AR 0L . N IEE S50 B 5 Soe
REMME, MPRTEMNEITZREE, K2 FARK
MR —. BETH TRERNIEES Al TiEA CT,
PTC. US 55, {H L3750 i WREAE &5 47 /B8 R TR 20 0L
PRGN — XL A S 0 BB KR R S IR
SMEE S, DUH A WRRE BRI LR A, AR B A
A MR MR R L, FHEK et alRIER
PWRHAE AR AT 3k 22% DAL BARH A IBE 2RI A DI, IR
F—E RS, (AR 5 A — B A (AR
HZ5 K, MRCP mf LASRAN A E R AR B 2 hr & 77 ik (CT
PTC. US. ERCP %) UL A2, Falfe BonlH B R 1)
SERAMEAR T ANE Jrs N A S5 T T T H At ke & T V.
MRCP 2 — xS Ry 4k 7 B & FEBURN 47 72 1t
RITEIPER B T B, ATRHIEES A B BUR A 92%, 5
5 98%, BRI T AR [6] RIER B, CT 0 HIELS A
RIS, 55 28 B 2 RIREIE 1 5% (PTC) HRAE, MRCP fEfF A RE
B AT A BB WIS I L B DU . MRCP
HETAMME. ZaiE. A% X&RS, ZHEERE
RUTHBMEBEEE R, JF0 2T e . 2 M0
SEPURL, TN T A T A FEL 22 B 1 PR 2 1. MRCP
AIHMT RS AR E & G SR YT IRARRE, MR E . B
FAEST, JUH AT RoR BERCP AN S 7 A AH TE A FHIZE o1 JH

MRCP & —Fh 0 G O HEE e i iR B R, AT PR R (R
RS A3 . FHZEmA e E S, HERERRN
WBRERETFRET — 4B iRz,

MRCP AIHHAT 2 FIH R G RERE, BEEW TR
R AR RN G2, AT () A SR o T e JE B R B R
AR Y IR AE TRt FE B A EE R, MR
BRI, TREMAENE, THRESMEH, 2US
Tk R, AT B RE R A . T R R AR
MAEIE. Ak FEMEBEHEITHEF R EZ, RPHEE
WA AR A, RERFEE TR THRAE, FARE
R FEE AN, ATEHE R, . RE7/TMRCP A 3k#g
TR E R AR R A BB AL, AGRIHE R R
KA, IR EARERTS, AR IR mECA
VETRME, 465 P AR TR R b DB H BUA T AT AR 3 R
A

B 850w SR 4, I 25 % e
ERERIHLORYE . BRI, SEHE BRI, B,
BASENERARERIEIEE. S5, MWW MMEER
EEERMME ., BEMAYSY K. MRCP BoR 3-4 L HE
ERECR ARSI AY), BAHIERSEY KA R
i, SATAYS. BRI L S5 4-5 AT N/NRE Y
ik, H2-3 ZME Ry KAHERER (K2), 51
WAHE &5 A5 R E Y Ik AR,

BATA K AR HT MRCP A& & %6} BF P9 AHE 45 4 F RIG97
ARAMEFERAEENRSMME, oI 3HHE1E BN
LR VR, BROH AR RTHE BRI F R T R AT g
fweRl, WiRmHNEES A EEFRNTHAGES
BB, BRMES AR hHAERMEH, BA
ZRRVFE A, BT & E SR N RSN,
DRI MRCP 57 AR 75 AN W7 b s &5 R 5 3

D

ZEXHR

1 EFE PSS ONRRRERBSFARG AR E. SME
e 550k 2003;8:99

2 EEBRR, TR, skE. RSN ARSI N RS, e
IR} geE 1999;14:11-14

3 EiE EHEEEEIMN B LA ORI, 1999:18-19

4 IRR=. MRCPHIZEFNE. ITIERES: 2000;2:580-581

5 Romagnuolo J, Bardou M, Rahme E, Joseph L, Reinhold C,
Barkun AN. Magnetic resonance cholangiopancreatography:
a meta-analysis of test performance in suspected biliary
disease. Ann Intern Med 2003;139:547-557

6 Kim MJ, Mitchell DG, Ito K, Outwater EK. Billiary dilatation:
differentiation of benign from malignant causes-value of add-
ing conventional MR imaging to MR cholangiopancreatography.
Radiolgy 2000;214:173-181

7 Park do H, Kim MH, Lee SS, Kim SY, Kim JH, Kim HJ, Bae JS, Seo
DW, Lee SK, Kim AY, Kim TK, Min YI. Usefulness and limitation
of magnetic resonance cholangiopancreatography in patients with
hepatolithiasis. Korean J Gastroenterol 2003;42:423-430

8 JHIER, A MRCP Bk bR e EIR R IR AR ME. Hh

EESFEEIE 2001;9:387

B KiET
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c & REZT -

thzhi7 7Bk & UDCA BT EE SRS AR AT

B % XXE Ozl BE2, B

B, BEE, AR, 1ER, 8F), LR R EFRARER
kK AL 063000

HAf R A 58, 063000, T BBUUTHERE 57 S, LiLEREZR
FEERDAESSHORE.

E37&: 0315-3025921

WisBHE3: 2004-12-08 B HHR: 2005-01-13

W
B AR FEELSSG RETEBHAERBGIT, Rk
JRIT 3L

Jrik: 106 BIAEBHWIEITES, BE RS LEE
N B REALS 2 B 25 57 RV 40 (C 40) . W 2597 Al mde 2 B e s
20(C+U £0) e3P AT 5 20(H 20).C 2L F AR . 75 FEAR
Han, THEMPHFH RIFERSET iR, C+U
WY RABETH A mEERERR, HATHPITFR 2
BB, TR A 3 mo. o B T & TR G EF TR
g, AT B 2. CT HIEFHhE, 54, ik
G A E e R AOR.

ER: &5, C+U 4l h ik b A 8K T ) BAKT 7 40
(ALT:622.29 + 13.17 nkat/L vs728.98 + 15.17 nkat/L 7= 622.29 +
13.17 nkat/L vs693.97 + 15.17 nkat/L;AST:511.77 + 12.00nkat/L
vs 650.13 + 11.50 nkat/L ## 511.77 + 12.00 nkat/L vs 667.80 +
12.34 nkat/L;ALP:777.99 + 11.84 nkat/L vs 1563.31 + 16.00 nkat/L
#7777.99 + 11.84 nkat/L vs 1605.32 + 20.1 nkat/L;Y-GGT:
1605.32 + 20.17 nkat/L vs 731.81 + 15.00 nkat/L %= 1605.32 +
20.17 nkat/L vs 756.32 + 14.17 nkat/L;P<0.01), C#15 H 4
WE, & EEER-F AL (ALT:728.98 + 15.17 nkat/L vs
693.97 + 15.17 nkat/L;AST:650.13 + 11.50 nkat/L vs667.80 +
12.34 nkat/L;ALP:1563.31 + 16.00 nkat/L vs 1605.32 + 20.17;
Y-GGT:731.81 + 15.00 nkat/L vs 756.32 + 14.17 nkat/L ;
P>0.05);C+U 48, C 415 EREB(TC). Hib (TG
BT AT BT B(CHU 44T w1 JE TC:7.85 + 0.08 mmol/L
vs 2.47 £ 0.06 mmol/L, TG:4.47 + 0.05 mmol/L vs 0.79 +
0.02 mmol/L;C #8748 57 Wl /& TC:7.92 + 0.06 mmol/L vs4.37 +
0.07 mmol/L, TG:4.34 + 0.05 mmol/L vs2.46 + 0.05 mmol/L;
P<0.01), C+ULTHRE CHF AR FE(2.47 + 0.06 mmol/L
vs 4.37 + 0.07 mmol/L # 0.79 + 0.02 mmol/L vs 2.46 +
0.05 mmol/L, P<0.01);#1%F a8 &4 C+U 44T C 41,
CHMm-THH, ZMEHFHRESAN 41.7%. 27.5%
2 6.67%(P<0.05); Z4LE T 7 ixWESHT KR, C+U
. CANEOEREAZESNSHTHA,EEE30.6%
vs 3.3% Fn 20.0% vs 3.3%;.% 7 3 F:94.4% vs 56.7% Fn 82.5% vs
56.7%; P<0.01);C+U Aty it W EFEAZXEH T CHA, =
gt FEL.

G R RR A T AR mARRIE AT, EREIT

BR e R B, AR A AU AR A S, R PR SR ER IR W T
F 5 EENLEA A, W E 4R F H RT3 8k i B e
BRE KT, R PR FR LR e Bk, Amit
—FRE TR

05, $EE, O, HED, BF. P5RIES UDCA BT IRTBITE
ihat. HREABIATE 2005;13(5):682-685
http://www.wjgnet.com/1009-3079/13/682.asp

0 58

g iy T 2 Eh 22 o 2 9 R0 05 R 5 |2 ) B O g o P 2 . 4
Sk, BEE NV ACE 425, R AT A& 09 A\ B H i
%Z, Bl hFagEmTEibETmAaiimEs—. &
W57 B AR WG RS R R O AT £ 3 106 1], B =4, 4%
BIRAH AR 25 RN B2 T RIngE LR
JEER (UDCA) R BF | =R ik iayr, MR IR R, LA
PR R R AT R SRR RIT T R

1 MRFSE

1.1 A4 RN EE 106 41, 2WTE
2001 5 AR EE 2 o5 F IR 2 40 43 IR I FFF ROEDHS 14 I 99 2%
S BRI RS YR AR G AT W bnvE . B A H kg %k
JEBENL A KR 2594 (C ) « P m A e L FNE R
20 (C+U 4H) N4 BF B 28 (H 41) . C 40 40 49, Horp B3¢ 17 481,
23 B R 21-73 %, SP¥5L & Horh s A R
JF 1L, ARVERE RS IR 22 23 B, JR I AT 44k
BCAFREAL 6 4] &I mi R . MR . mARIAE . AHFE
SRS 28 B C+U 36 B, HA T 15 61, Ltk21
fil; R 19-76 2, “P¥52 % Hop At iR 10 41,
EERE RGP 48 2 1 491, BG4 F 4T A0 sk A R AL 5
il GIFEME . BRP . @ARME. HELEAHE 26
fl. H 24030 4, HA B 13 6, 217 i Fi16-
L%, P50 % HAp paitERE T AT 8 451, JET RS RE iy
PERT 46 18451, AR AT £F e s AT AL 4 41 & IF o L
BEPRIA . IR . HHZELE AR SE 22 4. -4 B E ]
R RPRAY B R R RS T £ R T RE M (P0.05),
HA A .

1.2 Fk CHLUERPNG. 7E MR RGN, FBRF
2R CARIFRERR 7 (TR HEEA . TR, XL, 3
B, B RSB, K. . REL PP, BEIEM
) H Ak, 100 mL/ R (EF#65 g), 2K /d;C+UH TR
FEA 2577770 UDCA iRk, UDCA 150 mg/ ¥k, 3kK/d;H4l
TH R A (HRBIRILERD BB ERAE L7, {51
ZHYEE 720003336) CUIR, 4 5/ ¥k, 3K /d.IFFE¥IH 3 mo.
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&1 1 BEBITHISHINEEE K (mean = SD, nkai/l)

A7 ALT AST ALP AGGT

C H(n=40) BIT A 124275 + 23.17 1108.89 + 16.67 2 946.09 + 17.00 1421.95 + 12.50
yutRfe] 728.98 + 15.17™ 650.13 + 11.50™ 1563.31 + 16.00™ 731.81 = 15.00"

C+U H(n=36) BIT A 1 255.42 + 14.50 1098.05 + 17.67 3000.60 + 17.84 1436.29 + 14.84
yutRfe] 622.29 + 13,17 511.77 + 12.00%" 667.80 + 12.34%" 1 605.32 + 20.17%"

H £H(n=30) BIT A 1 239.75 + 14.00 1 065.55 + 15.67 2 969.43 + 16.67 1414.28 + 15.50
yutRfe] 693.97 + 15.17" 667.80 + 12.34™ 1 605.32 + 20.17" 756.32 + 14.17™

p<0.01 vs NEYTHI P<0.01,

1.2.1 fiFFien THRRDCERM, §iEmEEr

FEIhRE . AR, Rl 77 ok AL dedk, AR B
) 48 2 2 ]

1.22 #iesmhsd WITHE, ITHEMBE. CT ad,
W82 I B I 545 22 U
1.2.3 FaPl e brh GAITRARE (D ZR: MAIERR
(HFIhee. i) FIB . CTRBZERINIENTER. (2)
G AL AR b (HEIhRE. AR U@ T EFEEEE
JTRTRRAG, BB, CT B EAERENE, HEBITH
e, M CT AT &, stk Fa b (HFZhEe. MAg)
MBI, CTHBRFEEPHE WL (BHE—I) KRR
Ew A e brd b Ew. (3) BH: mAELIEIR (BT
AE IMLfR) A B . CT B2 UE SR IT Il ool
BNE. HEFEW S BHEACT 4551, LLCT EENH
W9 AR R I T AR R . AR B BRI AU AR FE R
(L) BT : i, iEm A, Tl s
PSRRI SR TE. (2) AR AR AT O s anE,
IRl SR, @i R R, M S5 AN E . (3)
HEITARIAT: LS5, FilphlE &R, Tl s
WERE, MESMAREHA. RYE CT R I A Wi A2 2
BRY (D) B S ERG, CT MK TR, M/
BECTHE=<1.0. )/ BCTHE=<O0.7, HHNIME
SoRAE. Q) HiEFEE R EREEEEAME, F/BCT
FE=< 0.5, B mE s mT L.

Grit2hbrE PUA R AT E SR BRI It E R
G N AT G 2 A0 B RIT R S I RE (AR A b
FHEL ¢ RS56; YRI7 BT = 4L Zhiae. Mg HLER A 77 =
ST VRIT SR LM AT ThaEe . AR A LA T ZE 0T K& g
R 86 V9T I A MR RN LR X e &G
IT 20 LE B R BRI RS 56

2 &

21 bk JITREER)E, C4l. C+rUARH AEH
R MG B K A AFERE TR, % omas
FPEE R (K0.01) 1897 J5 C+U 41 & I 75 B 7K~ 2 B BAI%
FHMA, FHEoMAEEEREER (PK0.01) /975 C
H&MEBKT 5 H /AT, SHHEomLiElEzR
(P>0.05). (F 1)

BT B=ABR, P<0.01 vsiBTIBHE; "P<0.01 vs3BTIE CAH.

*2 SEBFRISMEETk(mean £ SD, mmol/L)

AT TC TG

C #H(n=40) BIT A 7.92 + 0.06 4.34 + 0.05
yutRfe] 4.37 + 0.07* 2.46 + 0.05""

C+U#H(n=36) BI3HEI 7.85 + 0.08" 4.47 + 0.05"
yutRfe] 2.47 + 0.06™ 0.79 = 0.02""

H £8(n=30) BIT A 7.78 = 0.07 434 £ 0.03
yutRfe] 7.72 £ 0.07° 4.30 + 0.03°

PP<0.01 vs NEBITEL; “P<0.01, BTE=ABR; 'P<0.01 vsBT B
H4E; "P<0.01 vs3aYT/E C 4.

&3 BEBTRIGHERFEL

A7 EZE e ®E =
C #H(n=40) BIT A 10 16 14
yutRfe] 4 14 11 11
C+U#H(n=36) BI3HEI 9 14 13
yutRfe] 2 7 12 15
H £8(n=30) BIT A 6 12 12
yutRfe] 6 11 11 2

X?=13.36, P<0.05, BITB=EBLRK.

2.2 ST JTTREHRE, CH. CrUHTC, TG KF
YR TR, ZbES B REEER (PC.01) ;C+U 4
TC. TGP C AR, FKH% oA BEEESR (XK0.01);
HATC, TG KPERITHMAE T, St ot
FEHER (P0.05). (£2)

2.3 e h ITHEERE, 6B EBACT 452K
AT BB 2e 84k, DU/ BRCT WfE> 1. 0 fE A IR I
THBRARME. C+U 4LAG 7 TR Bk 16/36 9, THBRZFE R 41. T%;
CZHRERT AF I BR 11/40 4, THBRZEA 27. 5% H 41L& Wi AT
HEBR2/30 41, WHERZENR 6. 67%. MR MIHIEH N
C+UMMTFCH, CHMTHA, ¥ EEYT
282 (P<0.05). (£3)

2.4 A a CHIBAE20.0%, HFHERG62.5%, 0H
WA 82. 5% C+U MVAMZE 30. 6%, FHEZE63. 9%, M
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®/4N ZEBTIIEG LR (0, %)

T
% n =B
R B 7o
CH 40 8(20.0) 25(62.5) 7(17.5) 33(82.5)°
C+U4 36 11(30.6} 23(63.9} 2(5.6) 34(94.4)
H 30 1(3.3) 16(53.3}) 13(43.3) 17{56.7)

°P<0.01 vs HZ.

BEWZE 4. 4% HABRAMES. 3%, HEES3. 3%, BF
MEESEG. T%. FIPALLER, C+U 4. C AME MR H K
Z¥ETHA, g% ah, ZRG58EME (P<0.01);
C+tUHMBRENAARER T CH, HLETFEX
(P>0.05). (F4)

3 e
R 77 JHF 2% 22 B o RO ORI 5 S 0 A IR i 8, ml e
FEEMRHACH R AR S Bk
B, BRERI AT RE PR R RS S o0 1 S e U AR R 1
JE i A — B AT R AR, (E R S A SR
HEr S W AT RERA, b ] LU RN AT 4E1k.
JREEAL T B — RY=E I RAES. Bk, BHEIVRIT R
JF AP R IS R, B R BT 2 T O ) FE R
R RGP R R AT B RT MR ERAR, BT R
ZRMBAMAE S HG e RIER, FEmmRE T HAE
REWI ATy T P R . H T s AR SRR, B
Wl 2O A B OB &R L EMHER (UDCA) &5, LAY
AP S . DY BB, KE. MidR g,
IR, Fe AT LRI 4, BRI N B
AL JRIT IR 2 i TR IR B (R Ry b2k
AL R, HRR TS R AHARAR . SRS, MAsiR
HOH, PRRIMIEREET, s e, (kA
MEEREA, o AR AR R AT A — e e T 1R .
T AR AR I T B B VRIT i, AT
e, BATLUERRNE . 75 ARAR AN, HeEE 2RI
R FRT ST FAS B AL R Ak B 258, Bilb gy
FCARRFRERE ", A A B TR, UG, TS
FEE. HERm. K¥E. . BRI BIETED
B, FAH RS L I ARAL S £, AR IERANE,
KFFIEGRE BT, A5, EX. Fi5. EHR
LU, T REGIRAL. ERANBTIR, s
'BEH. AHELAKE, AV IR, SRR mLL L,
HEALAR, FEMEE. MR AEERANE, H5F5Hk
[F) 2 4 3% IALA 5 IR 22 Th 2k MR 48 B0 A 2 B AT 57 0 S 5 1)
ARG, X2y n] PR B AR [ A . H i =
DL B RRE A& E, (IR AT i ik, #iH
JFF Bk L[ 1P 5 P, 6K I SR JFE IE PO BRI AR, DA R ok
/b T Ath i 772 2 i T S P[] e W Wi 25 2 T T B TR AE

HBIPEARE R, R ERETRMEEFER, R0
MRS mHA, MHERFIEFRELE mr SR E
TNs EJTRIAE O B T T Re O [RIB, #AS5 AR B R
Mg BAEEE (TC) . HM=08(TG) KF, &AM
AR R, MMIRE T AR S mEFH RUE.
AV B i e fF T A B A A 224 UDCA &5
“TRETRERE Y BRAENH, WEIRKRER. 4R R,
UDCA M4 m T “fRIFR&EMGE 7 F 38 R £ A5 7 T 1
TR, B EMIIRE. BRI, MERGRY LTS
BT RMA BRI G” A, BIEKIT AR
TR,

UDCA 1R MIaTT IR B A5 B, MhkIEEH
AT B ML « (1) A 20U B [E B AV RE AL /B, T B&
i fig. (2) REFIREIER, AI{EdbRRyT o0, eyt
AR, AT IR (3) AR B A A Y, RRE AT
YRHAE, (RIPERAARDTE () TR RN, IR RN A
FEAE 1 (5) G AN IS PRI AE K R TGF B,
I HLAF AN T2 UDCA 5 “RATRERR YA BRE N H
Al ReIES DL Bt T R R AR AR B S

B2, DLVE RGP . 3 IR AR Ok 98 i 2 4
“OREFFENG 7 WIT ARERE AR AT, B T RR
FIS, REH 2 BRI e, B sl iz RE WA AT 5 205 1
HRELEMEER (UDCA) & H, U B8 2 32 Hh P (K AT Zh g 1
TEEE AR KT, FFAT 0 R SR B aAE, AT
BB TIRPRIT 2. ZT 45 R, KA LS
B M7 R IT AR G T R — 4 TU R S AR R A2

AR R I o —Fh 2R RS R R,
R HAL S SR, FTUS S BRI fIg IE
JIE 2 25 9 S 1K S AH D1 B 0 (1 15 R P E e e AR RS
PEREWT AT ROIRIT 2R . B4, B HERAE EZsh IR
R R B AT AO38 9T HR RN R AL LA R R T A AT
S PR R E MR R M EZERE . A
] N ICTR B S5 7, 7E 25 R ARG 1 R 0 T R T T &
B, A REARAM T, B O A B AR R g s R
. IBEhIRIT ELE . IXFE,  AETERE 1 e B AT BT 0

SRR PR,

4  SEW
1 SO RE  S R AT AE R e T . SRS
BARFIS Wbt (222). PIERTRIDRZ4E 2001;9:325
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H pyloriiceAEF5EMHE &, BHHEIEE:

KRR MEHE, R 7, BRL, £ * 1 1858, 2E5

B R Z T .

. BIEMXAR

KER, SR, RF, BRERL, T¥, {7}, &FL, B4, B2 EH
KFREL TG EERBAH BELERMNT 350001

AR B A THB A AR A, No. 200022

I B4 e A UGHE, 350001, 1BESEINTDAE 134 S, BEERARZE
BB IDRER B AR

E31%: 0591-87699780

WisBHER: 2004-11-12  BZHHR: 2004-11-29

fik 2L
B ARSI HE (H pylor)t iceA KB 5RMEF £
HAMF HE R X A,

Fik: IWE T ks e B R S AR A T 4 838 5
H pylori, PCR ¥ 34 H pylori % iceA 2 K 3£ 138 4,
P RMRA T K476 R EGEE L 226, Kk
T 49 Bl A B JE 20 4.

FER: 138 Bl 9 iceAl A iceA2 AW oyl £ 55 A
47 1% 5= 47 8%, I 36 41(26.1%) H iceAl F= ice A2 3 Falk,
4351 (31.2%) 4 iceAl FriceA2 3 FA M iceAl IR RMET
K. BHEEHE L. HETHREEEE Hpylod

Febk 5] 4 44 7%, 40.1%~ 59.2%. 30.0%, iceA2 &
B P B A 5 53.2%. 31.8%. 65.3%. 10.0%, iceAl
Foice A2 EH LT B P B AAR S T Ak

L5188 H pylor ] iceAl #v iceA2 B B 5 i5 A3 95 04 & J548 %

KN, MGHE, 25, BRRLL, £3, (U, 58, £F5. HpyioriiceA B
ESEMBY%. HMRE. BEIXAR. UWREABIRE 2005;13(5):
685-687

http://www.wjgnet.com/1009-3079/13/685.asp

038l

iceA IR H pylori 5B MBI FRIEM
R, WiceAl, iceA2 WAL, SHEFEET
ANEWH pylori B, WWNATREE H pyiori i
N—8HHET. iceA ERFBRAGIEN H pylori 3R
HREFEHRNRITRERE, RESEMERPEREE X
BfE T — B ae . B4 014 2 1 X G PR 4 3 1
H pylori B iceA EFER, HWITHEB T 218
WP R &
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1 MRFSE
1.1 M BB H pylori Bk E 2003-2004 £,
Biie sz Bt BT A 138 Bl s, HrhiBd ik RIS 4 47
B, BYEEGIEE K22 61, HALMERE 49 FIFERE 20
Bl IR 2 WK IR B R AR A T
1.2 7% BEMBEEREAEN TEREERERE L
(75 nL/LEMEIAER), FITCHTF AT R
F£3-5 d, THEBEE, GEEES. WA RADREMN
RN (RER. SEAER. S48 %, HET-70C
# . — IR DNA A SRR AT /) pylori BERERIEE
K40 DNA, {7 T -70°C# . iceA LI PCR 3195t i
TG TR AT AR GE 1. PCR RNV SAAF A 25 L. iceA
(1R 44 A 10% SR 22 2.5 pL, dNTPO.5 pL, 3
W1E2 %0.5 pL, TaqELU, HFZDNA4 pL. iceA
P14tk 94°C 40 s, 54°C 40 s, 72°C 1 min,
35 MEIF. PCR Y MEF=WE 20 g/ 1 FIE ARG H
K, HEIEG ST ORISR LR
Bt a3 R FSe R Fisher R4, £<0. 05
hERAREE.

2 &

138 FRH pylori WGIREFET, iceAl I iceA2 [.2F
W4 Sy 47, 1% FO47. 8%, Horb 36 44 (26. 1%) K iceAl i
iceA2 YPATE, 43 4] (31.2%) Jy iceAl FI iceA2 HyItE.
1K iceAl fil iceA2 R B LR, iceAl FliceA2 K
DRIV AL R B 2 (59. 2%, 65. 3%) G R B3 E T1aMHE &
(43. 5%, 46. 4%) MBS (30%, 10%)4H (P<0.05), HAhEH
2B iceAl FI iceA2 fURS R R E M%7 (0. 05).
iceAl FEFA iceA2 K RN PHME MR MEA 36 f, H
MBI EPEE B 12(33. 3%) 41, 18MEELE1EE 226 4 41
(11.1%) , VHAMEREA 20 41 (55. 6%) ., WHKILEREE
HHEREEG. iceA2 FFRIN 229 bp F1334 bp M
B, forERRT] A I A 229 bp F1334 bp MUEEDE B, iceA2
(AR By 1 4 JRAE AN R i 2R 2200 (3R 2)

=1 iceAEE PCR3|Y)

ENER Efizsd BRI
iceA1F 5° GTGTTTTTAACCAAAGTATC3’ 246 bp
iceATR 5’ CTATAGCCAGTCTCTTTGCA3’

iceA2F 5° GTTGGGTATATCACAATTTAT3’

iceAZ2R 5" TTGCCCTATTTTCTAGTAGGT3’ 229 bp 334bp

w2 iceA2 HERF BAERRERDEIEE n(%)

3 e

iceA BZE H pylori 5B R ST 2 RIAM
HIE, G iceAl, iceA2 WA EN, 4RELE
FTARMH pylori WHEH. HiiceA2 EFERE K,
A I A 229 bp. 334 bp. 549 bp AFEKEREFF
B iceAl #EUCAH ST IR BERE BT B R £ EVIAH R,
MEH iceA2 I H pylori WFES1BMEE R R LMK,
WAHZEFH NN iceA2 EE SHAMET AL, FHBIAA
e H pylori X —EURZERF """ iceAl S4MLIL MR
BB A TR E nla IR A, HEEAKFHR
BFHAE 2%, iceA2 RHEMAEREK, HREFES HR
HE FFEFIRAAED . BT s R E R
K, iceA BEHEBEARIEN H pylori BURMERE I
WATI bR, HEM AR AR E AT
WA AR ERKNZEEREN iceAl, iceA2 fy
HERESHELMREERBXRBARMEA. fFRfg
iceA2 B H pylori WFRIIKE HZA 90. 1%, SiHALMES:
FeREY). Van Doom et al®HIE iceAl FLE M H 2
Hh56. 4%, iceA2 EPFIRIRTHI AN 26. 6%, iceAl HKHFI
iceA2 FLDF R B E BURS 220 14. 9%, R/ EET]
BEFATE iceAl FliceA2 FAMERIRGRELIE AL, iceAl KL
FBALETZAE K. iceAl, iceA2 1 ST HH
K, BHZEWMERX, GRAE—LHA. BN iceA HEHM
Wb, MR CHERIAN iceA R SHML RS RIE
HRARD.

o4 K1k, XT H pylori iceA X HET+"i&
Wl ok 20 KB BRI T ST 4R, I A s 45 S AT
ReS TAIRERR: (D) AFRMXM A pylori WA
iceA FERFRIXSEH A RIELBAR; (2) iced HEFTTEE

8 7654321

8 7654321

B1 ERFBHYIELER. A: iceAl: 19100 bp §5&, 2-8iceAl I i
FES; B:iceA2: 19100 bp #7i&, 2. 8 AEIRTE 229 bp 1334 bp, 3
HiceA2 BRI, 453229 bp, 5-7 79334 bp.

2T 229 bp 334 bp 229 bp+334 bp =
ISR/ B S 9(36.0) 7(28.0) 9(36.0) 25(37.9)
EMEREEER 2{28.0) 4(57.1) 1(14.3) 7(10.6)
HEH RS 7(21.9) 13(40.6) 12(37.5) 32(48.5)
BiF 1(50.0) 1(50.0) 0(0.0) 2(3.0)
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A pylori BFRIIEBRTE £ VR fE . 1 2 £ 8
BEMENDER: B)H pylori BEMENEEXHEE. B
HHREZSHAEFERMMEEERANSGR. A4RERTRE
MR ABEF, iceAl HFEAMPHERE Y 47, 1%, iced2
FEBR R TEE  A7. 8% 1R E 4 . 1R
oo WALMESOE A E A BH B A pylori BIbEE,
WA B E B A pylori Bk iceAl FEM
iceA2 FEFMFHME 2] B e T HARLL. X iceA2
TPy, RHILT 229 bp M334 bp, MEH AL
Bk BTARGE 1 549 bp KB, HASBEM H pylorith
TEA 549 bp () iceA2 B KB Y. RATRBLA 26. 1% &
ZENFLE iceAl+ FliceA2+ BMES MR EY, =
F 2 HorarE s . LR ik 2= B A, M —
SR BATNK iced B (A iceAl, iceA2)fE
LM % AL BB, iced 1, iced 2 BAME
(69 1 pylori BRI AT W RER AW LR, 1con
L, dced 2 BIYEH /1 pylord BIFRRT LAZE R — S v AL,
BRILCAE H pylord (A th 5 3 W 2 R I 7 2

4  ZEXE
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pylori strains isolated from Brazilian children and adults. J
Clin Microbiol 2001;39:1746-1750

2 Van Doom L J, Figueiredo C, Sanna R, Pena S, Midolo P, Ng EK,
Atherton JC, Blaser MJ, Quint WG. Expanding allelic diversity
of Helicobacter pylori vacA. J Clin Mictobiol 1998;36:2597-2603
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1814 Z B BT 300 Bl Y A e R = 1

Z 5, NXE, £ 8, KUY, BBER, ik UL, KB

c G REZTE -

23k, PEEE, T8, MBS, SKEL, RRE4L, LT EARF LT
EHFEE AR S BT 201203

ks, AR RFaE T AR EiEF 200032
LiBFARERERSAWELFIHRE, No. 014319366

T HfRA 25, 201203, DEERMXECE 1200 S, HBPEARE
EEHPESBIEEZRAZIN. litem@163.com

B31E: 021-51322636 {EH: 021-51322635

WisBHE3: 2005-01-11  $ZHHR: 2005-01-20

it 2

B i@t 2 300 AR R X B F AG T E(QOLM 4
oA, Bt HaBMROEFLEE QOL AR H-hE
%, BRERERETAIFEEE QOL 1k KT QOL
VR AT RN T AW, A FlE QOL AR & A 4
& M B AT AT

ik it 57 300 AR ORI K B A G R B IAT I R
FRHRFIREE, SIP ZROIE—RTA A G R T RMHR L 5
TR ZE N F Ao MK ERATG 04, B
F] SPSS %t otk L #4743 o #

HRBRLAFEELEAGRERTFTERELERIALLL A
Sh. BARL5HERP)., BRSKESR), EBRATHAB). K
48 (HM)., ZERM). WRAE). HEITHEBFHk
MEAA A B R AN R B H QOL £ 2R 4k
FEMIRRA GG, WA BR ., SRR R

L5if: A SIP A AT AT BN ALE A @ IIF R T
BRF KB A A, BA T,

5, PEE, Tl KUY, BOGRAR, UL, AFEL. 21 ORI 300 By
FonENH. WREABIAE 2005;13(5):688-689
http://www.wjgnet.com/1009-3079/13/688.asp

0 5l

SR BT 4 (HBY) #4413, 5 2. IRIEREN
1992/1994 2 EH MG MAT R HE, HBsAg &
9.75%, £1.2/. 1BHLBFREFL N3 000 TN,
HA10-20% AR ATREL, 1-5% AIVEAE N ATHE. HBV
$EA7 R BEE T OB IS 1 B A RS B L, B LA S
HBV #, 90% DL bJgder b 80 HBsAg #47%, T
— R, A B A B N R A B A A R AR
T - IR - SRS, AR EIEZE R
- N, BT EZBEL AWM, L0 HEELOEE
FHERE, BNEYE LAY BRI S ERA, &
VR R RE B . N AT T AR 0 Mt A R Al M
HRE WA, SR AR A R A U A A7
[f). 267 i (quality of life, QOL) J&7F WHO 248

HIERETMES. McSwveeny et allV/MSEHET MMPI
(minnesota multiphasic personality inventory),
POMS (the profile of mood status), SIP(the sick-
ness impact profile)f1KAS (the katz adjustment
scale) BAT A A LB ST, JFREAT T HOEL, Ak STP 8%
If.Mackenzie et al NN ZEERZLWNZHFERH, &2
FE M TRERANE TR . Mitchell et alBikR
SIP &K\ n =2, R EEIIRSUA. RO T HmE
PEZ AN 2 B QOL M & Ffom K&, DR ts 2t
SR A B QOL HARYE ; #R3 QOL AE 497 BTN B I AT
PR, BT LAE QOL B WP AR E B 48 oF 1) LR AT #R3+

1 MRFIFSE

1.1 H4 BT ERRER. B EZREHEEY
BB, BB M B Rtk b, Bigm BB R, b
R4 RFH B EHEREE LB 2 8. fFehE
EEatEimSTERmY S MR SBEE8IT
(FAERHR 2 20008 (6) ) IR B £ B8 T R IIBH L
RF RS W brdE. B 18-70 B 2 ). HEMAR. 2R
T L AT, R AE>6 mo. L EAL . M. B
I ReREie & EAERE R, R R R DL R, ™
EMEHEMMEERBEL ., bEbERL. B ESES.
1.2 i ERWEZETEAT R R (BEE) B, WE R
WA B LB IRATIRZ AR, 0 TSR H p R
K, BABAETENEETENEL, REEREELD
AT 2 AR R O SEAt A0 . FIRY, W& AW EE SEHRER
RS E. FRENEE RN FEEEERETY, B i
M E TSR R E. HE R ERN TR EERE, HE
TERATR. AR ERE ARGERERITSH, T7F
IEREEREE, BT RERE. A EEERTS
KAV A LT B AT, AT DL R B e TR
(e PR, VEAABIN, TR AR SN PIE
Fo o mEE AR, EFRER. TR (D
WA, AL ER, EE. Bl BHERE. Ed. &
s E QWO RIS, HREEY; Q) 11185,
FS; (DVNZHE. HEH, 6) 2. 5 o ahE
AR B M 22 ¢ A dn R E A AR (SIP) . SIP 4E
136 NI H, HL12 kP m i DhRE RS . Kb BT “ &
I 7 (SD- 1) WA 3 3477 (Ambulation, A) . R
JEME (Mobility, M). 4R{EiZ3h (Body care & movement,
BCM) ; J&F “#h 400 HEJ7 T 7 (SD- 1) U 4 2K BIfE &0 R
(Social Interaction, S1). A% (Communication,
C). 4T M (Emotional behaviour, EB). ZEi
47/ (Alertness behaviour, AB) :JAth 5 25if & F5HE
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ik (Sleep & Rest, SR). T/E(Work, W) . Z%&E
3 (Home Management, HM). #BR57HiE (Recreation &
Pastime, RP) fI7k& (Eating, B). BNMBEREM LS, &H
Apbe LI, DA 12 B 0H0E N 0-100 47, HAG5
ARG TR ) B B AR P B Rl v, R 3E AR R
F RS RHALR 400 RA KT LR, FhE ok
B 3o s, RoaDIRREAT @™ E, QOL /K-FEia(ik.

Gritzeabim BT URKEGEEMNEERRE.
T EMER T BERUR A IR, ST iR B
BRI T EN gD, HdE b3 A SPSS ZEut R 8L 58 BT
RN

2 45

B EXZ 300, B202 6, H67.3%, 298 4,
032, 7%, HAcB2.06 11, AR FELE 85 I,
28. 4%, BB B F 44 1, & 14, 7% FAYHE S 65 1,
g 21 7% AR 184, (5 6. 0%, FHE 17-70 &, Py
HEi839.2 %Py 168 cm, “FIMEAE63.7 kg BH
HROAR 0 A He il s BIAR P TN 7141 (B7. 3%) , 22 F]
HRIZ 4901, MRSATI 184, 224 14451, #m 1141, ok
114, TR B, RE8HI, EmiTIk5 %, ZEN 44,
HoAth AR 98 fiil. HBE L RER R A L\ = BIEAR A
T2, KRFZE98 W, N 24 4], BIFUAE 6 B @ E
18Pt 2B 28 B3 1 QOL, REISRIpREMI R B, &K
Uitk oy RAEA S 2R IIRe 0 ¥ E GR 1) . & 7 L)
RebsRs ek %k ST, RP, SR, AB, HM, BM, E, EB, BCM,
W, A, C. DhRERERSAU™E, R EdiEKEFRK. &2
PEZ B A B QOL &N T T IR dnifEZE s mfE
W REFIIEAS RS (3R 2). WIBB[RIAIEAY (3R 3), T3t
FrlE 8 OB R B G R ENRE, EHEESK
Bk B, PR, WS, WOEEE, BRAESE.

"1 IBMZIREZ QOL IEHS D

REDSA REDIPE DIREIDE
SR 3694.2 12.31 24.67
EB 2415.7 8.05 11.42
BCM 971.2 3.23 1.61
HM 3489.1 11.63 17.41
BM 3344.2 11.14 15.50
Sl 10 032.3 33.44 23.06
A 892.6 2.97 3.53
AB 3605.5 12.01 15.46
C 373.8 1.24 1.71
W 961.6 3.20 6.22
RP 5275.9 17.58 41.67
E 2567.6 8.55 12.13
SD- | 5.02
SD- 1 14.97
SIP 12.50

&2 BESBRRBE QOLIERSD DT

535 TR RE B KS #u
SR 12.31 12.52 1.339 1.303 3.467
EB 8.05 12.79 1.978 4.004 5.233
BCM  3.24 10.82 7.929 89.250 7.464
HM  11.63 17.85 1.647 1.809 4.722
M 11.15 14.46 1.417 1.431 4.150
Sl 33.441 26.782 1.110 2.250 1.834
A 2.98 8.39 5.739 44.555 6.961
AB 12.02 18.44 1.663 1.923 5.069
C 1.25 4.76 5.187 30.920 8.775
w 3.21 9.94 4.970 29.437 7.502
Ro 17.586 15.039 0.358 -0.717 2.867
E 8.56 12.48 3.957 29.731 4.270
&3 @ SIPENNZELOTE

bi Shi STD(bi} t P

85 -37.605  11.168 -0.277 -3.367  0.001
M -4.731 1.766 -0.225 -2.679  0.008
BLESR 5.185 2.376 0.122  2.182 0.030
JER 3.040 1.303 0.133  2.334 0.020
RIRE -3.050 1.418  -0.128 -2.151  0.032
3 e

18Pk BB RO — A H B2 M, R e AT LE B A
K, NEGLIARE, R 520 s iR 1797 80F
U, WAES DLAAE 5 W55 e R A T RO e R &
XU B BT AEFRAN, A RE T EE. AR
N, 1B LTI A B QOL AT IIRERE T,
BAFHHESKR (ST . BEE5HE (RP) . HERSKE
(SR) + 50474 (AB) « RA&EH (M)« RO . K
B (E) . AT A (EB) hae i EAEM, RIEIEs)
(BCM) « THEMW) . 7 (A) . A3 (C) ThEE RSt
REN. AT OB R BT R B AR T, A
T DI, BRS. TESN I ReRER P, SD- 1,
SD- 11, STP HefZIR &7 b S 1% 2 U AT 45 /1 QOL.

4 ZEE

1 McSweeny JA, Grant |, Heaton RK, Adams KM, Timms RM.
Life quality of patients with chronic obstructive pulmonary
disease. Arch Intern Med 1982;142:473-478

2 Mackenzie CR, Charlson ME, Digioia D, Kelley K. Can the
sickness impact profile measure change? An example of scale
assessment. J Chron Dis 1986;39:429-438

3 Mitchell BD, Stern MP, Haffner SM, Hazuda HP, Patterson JK.
Functional impairment in Mexican Americans and non-His-
panic whites with diabetes. J Clin Epidemiol 1990;43:319-327

hit R Tk KET
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c G REZTE -

HAIRIBRE RS ENEEE SR IMREETT FRNE

E B, e, Bhith, Bl B, RRUK, RER

B 3B, Aobtl, s, BB, skRIK, BER, @4 EARFHE®R
TERATIEINA AL M 510282

BiEfARAN: S, 510282, [ A MR TI/RXEDP 253 S,
BERARZWERLERMIBYMY. fch58520@sina.com

E31E: 020-61643211

WisBHE3: 2004-12-27 $=HH: 2005-01-13

fik 2L
BHY: HT iR R AL 3% % (MR CP) AN W 128 4 & 54t
B s T PRI E

ik 36 B AREEE LG EE, R MRCP £,
BARF, RE4ES, SHBIREN AN MRCP #9#14.

GEE 2THF R 4 AR TR h 04 4%, % B R4 G G| A
IR A YR BOR AL . T BREA A D] 100%, REHEAE
5 RH13.9%.

5t MRCP /M AN R4 % 5| Aoy fle s fa F 16,
TG RA AT AL E 45 54 Wb M e 45 5 U &
R HEREL.

BEHE, PME, {0, B, sKNIK, =, BERIORENEETAE
BEOIMEETHNE. HREABIAE 2005;13(5):690-691
http://www.wjgnet.com/1009-3079/13/690.asp

03I

W NEE B T AR R, IHE M2 A, HENES
e HEE, RPEER S A MR, BN A G A 5
. AT P IE A & 0 v o K IE R A 3 0 S R
B2 E SNRHEIT B 7 5T 8. B IR R B IS
(magnetic resonance cholangiopancreatography,
MRCP) A limpRI2 BEHER I &5 e Ar . NHE W =223, X
JH RS 5 A ARG T B EEANME. AN A BIE
ok 36 {4 i B 45 0 B HEAT T MRCP fr & 94T T (Bl it
mA, MAREWT.

10 MRIFFSE

1.1 M8 BT 1998-04/2004-05 A LW iG AT R RE &
5 FATMRCP R fE 3 36 9, BB 1941, & 17 fl, %
3248 %, FEIEBH38.5 5.2 %, FEIKK
KI KRB EEMEEERE, FEHZ2YE . BT,
B 6 mo-30 a A%, MEHRM FEE L. FH
BHEEFRIURES, FXANERAEREAHE. 5%
ERERHEI R R DIES, £13.4-34.2 mmol/L 2
M, GIHFEMIEESEANEE g REEHE, &
71.2-342.1 nmwmol/L 2 [H, VHEMIREaEN T

#, 51.9-193.4 mmol/L A%, HIRE O RERIURY
EH, Dy BEAANREER IR E.

1.2 sk fEMAZEEGE AW Signa Horizon LX 1.5T i
SR ERMITAE, HEET8 h e, K. R
HHRWRE M TEY BRARESE RSN 18 (FHR
) . A (KA | [a AY (595 BN AR DA 0
[l b 2 (R8O PE B« IV AY (FRI% B PR AR V1
TEAY) . 455 ARFTMRCP fn &5 R, DERHANBEESA
PR AR A N AREY R SRR AL . IR
SRR EF AR

2 45

A4 A 36 1 I P IH A 5 4 R MRCP A 2535 1 IRER D,
36 i (100%) B JREY AR SR, H3E 9 1 8 G #l) .
1129 (2 i) P IR 25 55k FR D) B 25 6 1 B B
JAFE T a (17 1) B AR &5, 8447 DL Roux—en—
Y R T E5IRANEARKMGHEGSRA. HE51R
RARRE L, WEfEE=BMUMROER. FAE
M Em) EAR, B TEMEARSE, 1T Roux—en-
Y F RN UK IEE 2= W & 8 ST AR JE A PR AS PRI 3.
S FII b (16 {51) 289 FF P A &85 40 U)o B DXk S84 1) B
B AREARRRK, RN (GHTHEERER, SEkE
B AR DI FFE %) 47 LA Roux—en-Y RA T B3 HA N HE
ERRMEGEIRA. RI\EH L AR, SHAREER
AVEE BE (0 AR A kv RX, an i e IE 38 &5 0 ) I A
FAMIBE BEd 5k, BIE0ddi FLAPLERIEAR. 0ddi 45
LI 055 35 47 RE AN AR BT (O BEBG 51RAR,  BLs b R
R E R R A, AE 36 HIRFNAEE 4 n h IV
RV, AR (R B P B AR R AT 4 T R 2 45 A L
. A2 36 I E M2 W IE S, MRCP AT W IHE 45 A 51k
BT 5k BB A, ol REEHABEY &k, L
Ry o] A Bon (B 1A-B) . 2 flF T iz ey
FEehfa, HPEETY %K, KegseaeEmish, RPAM
EERIESE A Z A WIHE S f, e R 2L 94. 4%
(34/36). A EERGEY T TEEZNE, 36 HIEED
SRR, BRAOEN 13.9%(5/36). 2 B HIAG
FRRIE, HAGEH L], ARG L6, KT Y
R b, LT

3 e

JIF PR REE &5 o ARG )T 1715 (6 B K IR R AT 3R Je A 5 7 A 2R
B, BRTARER, ERES. RETHZ 640 05
. A REREN, BHRETRFEZ —. RuyiH# AT
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E1 FANEELEE MRCP. A: RIFGHE/BBIRNE. ZHEE
kiR, ZERRNE, BLBEHEY K, THER. B: I
KREEEN, ZREY K, ATLEMEERAE, BRETR
TREERLN 0.5 cm BERS, KRERIMEEDZRLEEYT K.

B2 FRBHE1BIMRCP: XZEABREEY K, BEEBEY K, B
B AE "HF R, DEE2RE.

WRHE =2 [ AR 0L . N IEE S50 B 5 Soe
REMME, MPRTEMNEITZREE, K2 FARK
MR —. BETH TRERNIEES Al TiEA CT,
PTC. US 55, {H L3750 i WREAE &5 47 /B8 R TR 20 0L
PRGN — XL A S 0 BB KR R S IR
SMEE S, DUH A WRRE BRI LR A, AR B A
A MR MR R L, FHEK et alRIER
PWRHAE AR AT 3k 22% DAL BARH A IBE 2RI A DI, IR
F—E RS, (AR 5 A — B A (AR
HZ5 K, MRCP mf LASRAN A E R AR B 2 hr & 77 ik (CT
PTC. US. ERCP %) UL A2, Falfe BonlH B R 1)
SERAMEAR T ANE Jrs N A S5 T T T H At ke & T V.
MRCP 2 — xS Ry 4k 7 B & FEBURN 47 72 1t
RITEIPER B T B, ATRHIEES A B BUR A 92%, 5
5 98%, BRI T AR [6] RIER B, CT 0 HIELS A
RIS, 55 28 B 2 RIREIE 1 5% (PTC) HRAE, MRCP fEfF A RE
B AT A BB WIS I L B DU . MRCP
HETAMME. ZaiE. A% X&RS, ZHEERE
RUTHBMEBEEE R, JF0 2T e . 2 M0
SEPURL, TN T A T A FEL 22 B 1 PR 2 1. MRCP
AIHMT RS AR E & G SR YT IRARRE, MR E . B
FAEST, JUH AT RoR BERCP AN S 7 A AH TE A FHIZE o1 JH

MRCP & —Fh 0 G O HEE e i iR B R, AT PR R (R
RS A3 . FHZEmA e E S, HERERRN
WBRERETFRET — 4B iRz,

MRCP AIHHAT 2 FIH R G RERE, BEEW TR
R AR RN G2, AT () A SR o T e JE B R B R
AR Y IR AE TRt FE B A EE R, MR
BRI, TREMAENE, THRESMEH, 2US
Tk R, AT B RE R A . T R R AR
MAEIE. Ak FEMEBEHEITHEF R EZ, RPHEE
WA AR A, RERFEE TR THRAE, FARE
R FEE AN, ATEHE R, . RE7/TMRCP A 3k#g
TR E R AR R A BB AL, AGRIHE R R
KA, IR EARERTS, AR IR mECA
VETRME, 465 P AR TR R b DB H BUA T AT AR 3 R
A

B 850w SR 4, I 25 % e
ERERIHLORYE . BRI, SEHE BRI, B,
BASENERARERIEIEE. S5, MWW MMEER
EEERMME ., BEMAYSY K. MRCP BoR 3-4 L HE
ERECR ARSI AY), BAHIERSEY KA R
i, SATAYS. BRI L S5 4-5 AT N/NRE Y
ik, H2-3 ZME Ry KAHERER (K2), 51
WAHE &5 A5 R E Y Ik AR,

BATA K AR HT MRCP A& & %6} BF P9 AHE 45 4 F RIG97
ARAMEFERAEENRSMME, oI 3HHE1E BN
LR VR, BROH AR RTHE BRI F R T R AT g
fweRl, WiRmHNEES A EEFRNTHAGES
BB, BRMES AR hHAERMEH, BA
ZRRVFE A, BT & E SR N RSN,
DRI MRCP 57 AR 75 AN W7 b s &5 R 5 3

D

ZEXHR

1 EFE PSS ONRRRERBSFARG AR E. SME
e 550k 2003;8:99

2 EEBRR, TR, skE. RSN ARSI N RS, e
IR} geE 1999;14:11-14

3 EiE EHEEEEIMN B LA ORI, 1999:18-19

4 IRR=. MRCPHIZEFNE. ITIERES: 2000;2:580-581

5 Romagnuolo J, Bardou M, Rahme E, Joseph L, Reinhold C,
Barkun AN. Magnetic resonance cholangiopancreatography:
a meta-analysis of test performance in suspected biliary
disease. Ann Intern Med 2003;139:547-557

6 Kim MJ, Mitchell DG, Ito K, Outwater EK. Billiary dilatation:
differentiation of benign from malignant causes-value of add-
ing conventional MR imaging to MR cholangiopancreatography.
Radiolgy 2000;214:173-181

7 Park do H, Kim MH, Lee SS, Kim SY, Kim JH, Kim HJ, Bae JS, Seo
DW, Lee SK, Kim AY, Kim TK, Min YI. Usefulness and limitation
of magnetic resonance cholangiopancreatography in patients with
hepatolithiasis. Korean J Gastroenterol 2003;42:423-430

8 JHIER, A MRCP Bk bR e EIR R IR AR ME. Hh

EESFEEIE 2001;9:387

B KiET
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ZBE, EE, T R

c & REZT -

MR BE MIERTREST FAREMHELEX

%FB\E, XRE, FHXFEZRS B FEMET LAEET LT 266021
BR FHRFE %r‘mrﬁ/‘% EmAait LAREEHT 266003

T B A ERi, 266021, LRE EEHENG 28 2, BB ARELE
ZWTEEEAZS. 12x99@163.com

E31E: 0532-2911511

WisBHE3: 2004-12-27 $=HH: 2005-01-13

e
By #HitE BB EH £ (UCE L hhiT kS FHEHK
Foy Ak

Fik: KA ELISA R4&m 32 Bl &84 UC &4, 20614
A UC BF R 45 248 st BALE S AR R & —140
(GMP—140), &R o ZFKEF(vWE:Ag), @i
FEG(TM), D- =R DD), %mdf— it — his g
A4 (TAT) &2 I AT 5T

ZR: EHHUC EBH GMP-140, vWF:Ag, TM, D-D,
TAT 2239 2.5 T4 M0 85 TR (P<0.01), %5
UC & & b ik s 5T A 4 K-8 .5 T2 B4R (P<0.05 3,
0.01), RREHEHRELESNH UC & FiArd HEUKIR S

Fatkipfn, AXAmi, HTmRM, Bk, &
287 8] Yhdk 2 A M (P<0.05 &, 0.01), F3EAE A
UC & & & 3472 8] 2 8.3 E48 £(P<0.01).

Gi8: UC B AT RO aAiTRE, albiTRkEsFiad
%K%%%E%%&&%E@@ﬁ% IRk A S FARE
MK T W WA S ) UC B F 7S B P BT say Fe 4.

RIE, XE, @7, RSB MMERMAS D SIRSIEE RN,
HRENEAE 2005;13(5):692-694
http://www.wjgnet.com/1009-3079/13/692.asp

03I

mEM A (ulcerative colitis, UC) E—FhHiEfE
KPERAEVE NS, RAE IR 5  E  0 PRl 0 HE 2 I
RIETT B 0 BB E . UC B HEG RN RIL, Hp
MARKE R W, ESFEURESMMERFRFL —
ATFTNT 52 4] UC B35 [ IfLA2 BR S o T hr B /K- P AT

&1 UCEZMRL GMP-140, vWF, DD, TAT, TM £8(mean*SD)

W, BRIV UC B M T8 B A 9% L

1 MRFSE
1.1 A4 B UC B 52 6], & 2000 FEEENE
W93 25 UIE 8L AR 06T 4 i 2 v wn%m?ibxm 2 WibrvE™
HeBgo . B B B WS RRESRRESEE, #ig
B4 wk 2R R FH 5 a5t i ﬁf"%%‘é’]%’ﬁ% HepiEsh i
UC #3201, B18 4, 144, F#23-58(FY
40.3 £9.5) %, WRIBWRETMAR S HELGEmE. K
FeeklnR . Bodmk. Bms, BB UC B35 20 4,
BHLLEl, 9, FRE22-55 (SF138.14+9.3)%.
SR S sl ARk L 45 44, B 26 44, L
20 4, F#20-55(CFF36.8+9.6) %, REHT4 wk R
RSPz, WAL ER . HHER TR EHE.
12 Fik ERAFEFEIKIMO0.0 018 LIEAER 0.0 002 L
20 g/LEDTA-Na, #¥Ed, 1 hA3 000 r/min B0
10 min, ERIMILHETFTEP BEH, -30CHME, 30 d
P TR M GMP-140, vWF, DD, TAT, TM #/K
SF.GMP-140, vWF, TAT {5 &dH Ll KHEMHEREGR
AR BRE, TM G0 & B B DR AR B IR A R4
DD R L HE I AR A E SR 4, HRE T e B
UL AT

Britez b WSS R (nean+SD) M RE R, XK
FH SPSS11. 0 Xt 3k AT ¢ #5%:, Pearson AR5,

2 &

FEBHHEIUC B3 GMP-140, vWF, DD, TAT, TM/KER
EFm, SEBNEEEGEANBEREREE (¢ =
7.282-54.079, P<0.01), TMEMEPUC BEZiEhrE
A ERMEEEM (¢ = 12.999-25. 280, F<0.05-
0.01, #1).WEEHHIUC BHZF GMP-140, vWF, DD,
TAT, TM KB BURINT & K. YdEmi.
Bk, BM%k, SdzEbBEERYERESE (¢ =
3.15-19. 15, /0.05-0.01), HApELMm % &EHRKTF
WEtHEE (¢t = 17.40-3.15, /X0.05-0.01, #£2).

barEl n TAT(Mg/L) GMP-140(Hg/L) vWF:Ag(%) D-D(mg/L} TM{Mg/L)
oA UC 32 14.2 + 1.1° 206 + 1.8 192.9 + 8.6° 0.86 + 0.11° 47.2 + 1.3
ZEAIUC 20 7.7 + 0.50™ 14.0 + 1.0™ 137.2 + 3.6” 0.45 + 0.06™ 35.0 + 5.1™
WiRAE 45 4.6 + 0.40 98+ 15 123.8 + 5.9 0.35 + 0.03 265+ 1.4

2P<0.05 vsERIHAUC, "P<0.01 vsITIR4A.
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=2 UCHRTZfISMEE GMP-140, vWF, DD, TAT, TM Z&(mean*SD)

A n TAT(Hg/L) GMP-140(Hg/L) VWF:Ag(%) D-D(mag/L) TM{Hg/L)
SEFYS 7 158 + 0.7 23.2 + 0.6 204.3 + 8.4%* 1.0 + 0.03% 48.7 + 0.2
LY 9 14.5 + 0.06° 21.4 + 0.5° 195.1 + 2.4° 0.9 + 0.02° 47.7 + 0.5
BoEmS 10 13.6 + 0.3 19.6 + 0.5° 188.9 + 2.1° 0.8 + 0.04° 46.7 + 0.3°
B 6 13.0 £ 0.1 18.22 + 0.40 183.0 £ 2.5 0.7 £ 0.04 453 + 05
°P<0.05 vs LAY, BHIEHS P<0.01 vs BFS.
+®3 UC BESEBIRZEMEXRELLR (A

GMP-140 ™ VWF:Ag DD TAT
GMP-140 - 0.788° 0.837° 0.840° 0.858°
™ 0.788 - 0.856° 0.790° 0.855°
VWF:Ag 0.837 0.856 - 0.831° 0.962°
DD 0.840 0.790 0.831 - 0.819°
TAT 0.858 0.855 0.962 0.819 -
°P<0.01.

WEENMUC B GMP-140, vWF, DD, TAT, TM K
Z A RS IEA S (# = 0.788-0.962, F<0.01,
*£3).

3 11e
Btk 2 R — M R B B R E SRR g e R
RIELD, RREEEE, REEME, 5 E AR R L E IS
ATy WA UC HEAE AORE R AR I T RS B R B b i
A RRM, MR RILER HILE s, R4
MR EWRBRMEL ERANES, X558 %
PR IR A FiE RS E DA ), REJUC Bk
T B A AR ERRAE D, X E SR & K Ag FE R LR
TG U 8 B 1R A AGr 0 2 2, 3 A ) A o R ) R L
B FAREY A B UC B ik BBk R a el
TAVGI UC BF BRI, PUREIL J A8 R RWEE 1 Fr
BB, WEEIEIUC B3 B GMP-140, vWF, DD, TAT,
™ B2 & T UC B E oA, HodiedimRr A
H &R AN B, RaEsIHUC L THER
MARTPRES, HIEFPRE S PSR SRR EEE
FEYRE.

vWE o TN PB4 L8 N B 40 B 32 40 M U F s, 72
R, vWE & TN AT A, vWF R T ()38 & A F)
T NRAESZ B B AR R . SR AR, A R T I
BRI, AERER, WEEahUC B& vWF K TH K
YWHE I, HRiRJEEE 2, 3K vWF & TN K FIH
A S, SRAH P R AN M 1 7 X 2 A I B I R R
WA EZEM, BE5RAMMRNEDMER. B,
UC B FHE R SERIRE, WXL R E AR 4> 5 W
1k &, ki R ER S G0 EE S Uk A R it A T i 1 24

Y, TN PR 2, AT R sl T

AR RMA, M/MREES UC BR S L2
DIAASE ), GMP-140 /R P R R R IR EE K 2
—, BRI MRAE G BURIR R, 2R A AR M s
RS DA, RO R Y PR EEE Y. AR
BoR, YEBIHIUC B GMP-140 /KB & FLERFE UC &
AL, MEARRAGRER UC B, BERL
R, GMP-140 /K FtpEE &, RFMEEHI UC &
FARW LI TS, TR P IEFR R PP R SGE AE X
24t UC B yad7 1B A0 il /MRS AL A] B T 2
RUERT, —HHEESSOERN, 55— 77w
MR, Z5RERN, RESIHFEHBGEY,
RGO T R, XS SRR, TR IR
BHEBATHANRIT BEAD T L TAT B4 A S LIEC
AREIAERR, TEMLAR TR TAT &8 15 0. AuT5iiin
M3 TAT KA B UC 1835 I B T2 A7 1A R 5 O R
4, FEATESHHIUC B B R 44 BEGE, XAlRgS UC
BB i R B LR T i DA

DD 1EAATERETE R M R =), FLAKT 38 m e
U0 LTS A P v RN A M AT IS VR 3G 5R . AN 45 R BRI E)
HIUC B 1M DD 7KV RH s T 22 1 UC (B SO IR,
B5HAHEZ EMAHX, KRGS UC B fFadk ikt
A TIRE TR R I A B, XSSk (27 ] IRiEAH—
A I PR A AR (O FE AR vWE R TM, IR AE
RATFE R TAT . M/ MRE LA AR GMP - 140 DL R 49 &
GG FEER DD, EVEBIEIUC B H T B T
WA REMAUC B3, BRTUERT, firHt ik
B, &IEREJRNIUC B 2IEMIE, KIIUC &
R PUEE R A RGBS, SRR AR EE A S
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+ _IEmiEmEE HoviorRigRI G
RENX

BN, BERA, kHT

c & REZT -

NO. TNFa & =% NOS RiZH T

BWE, DEAR, hFHE, TLEHXFEE -
B L FE AT 050000

I B 45 A B, 050000, Tt ARED, TIERNAZE_ERH
AR ffly513@sohu.com

E37&: 0311-7222301
IFsBH8: 2004-12-10

B 94 4% A

BZHH: 2005-01-26

e

B SLE M pylori B 35T+ 380 3% %5 (DU) & % NOS.
NO #= TNFO #5%+h, 3£+ H. pylori B3 . NO #= TNFO
F£ DU #4458 Fa L

FiE MALEBE 28T § B A smiZn S My o) H pylori MM

DU &4 60 41, KA MR REHRI BERHA Gram %
@, Fo Warthin—Starry 4% 3¢ & 347 H pylori ¥ A 2% vk +
MEBK+ FBEEESLF 7 d, T H pylori #4856 &)
diE NO, TNFO 96, SR EMA N F £ FE NOS
A iNOS E @ eh ik, It NatA Rl &85 § X 5
EF H pylori A6 15 &8 LR EAET BULE.

GER: H pylori it & H 82.14%(46/56), # H 4% 89.28%
(50/56). EHAF #IEL e NOS RiEH £, INOS RiER
Y, NO. TNEQ &%V, H pylori B %5 B 458 eNOS .
iINOS 4% 42 NO., TNFEO 48 % iE 5 27 FIE e (3568.78 +
624.34, 23843 + 72.92 5 244827 + 723.31, 138.53 + 59.65;
P<0.001), iNOS &L F BH#F H pylori ®IR G, eNOS.
iNOS #) %k YA & NO #= TNFO 4% (2908.74 + 717.58,
142.43 + 58.63)34& T 74 77 71 (P<0.001), 42 iNOS F= NO 13
B T AR AT FLH(P<0.05).

58 INOS i # £ 5 Fo NO. TNFO 45 5 Ao o] #4204 46
MR 9% 0 R LR R E— AR, A TR H pylor B
B BOH A 5 09 K R 2 — NO 35 5 09 &4 P A
—ZAER.

BIE, DA, YEE. TR ES H oviorRBRIE NO. TNFa
28 NOS AR REN. HRENBIAE 2005;13(5):695-697
http://www.wjgnet.com/1009-3079/13/695.asp

03I

Wa | TREAT & (H pylord) 2HAIESE (PU) B 3 22 20% K
T, W H pylori WRMBEAE, BEKRHER. &
SRIEH pylori FEPUNLEIFRTREY, #H—% 4k
A4GH (nitric oxide synthase, NOS) 1k L- &/
AR —FALE (NO) ENUAR I —Fh EZ A s o, H2
SEEEEHG. BEMIGERNY. BATWE+ 15k

I (DU) BELERIG H pylori iGN NO, FET—5

R GHE (INOS) - WM —F AL A GHE (eNOS) FIfifEzLR
JT a (TNFo) S BIELL, LRI H pylori Bt
NO. TNFa fszmg Ll f IR P 7 DU K9 R s & R I VE .

1 MRIFFSE
1.1 MR BEVLEEL B FE S (Olynpus GIF-XQ10;
Olympus Optical Co;Tokyo, Japan) FlJm 3t 25 7

CHIH pylori FATEDU M3 60 6 (5 50 4, 2 10 4,
Eﬁ@%ﬁ ~70 %, Py 43.5 %) ML H BAVRE HAL EE

HEEKBUEHR H pylori FITERIERESEIES 16 4 (5

12% W3 K, FR20-65 %, FI42.6 %) AL
TG BRANT L B EIhRERE, MIAZE. B
A2y e

1.2 Fsk WATHE H pylori AR DU BE G 5 2R
30 mg BART30 min DR +FTEPEHR 0.5 bid + 7o
#H#0.25 bid, EM7 d.IRITHEHRE 4 vk HEH
1.3 H pylori ¥ EEEM T TE&IIO3 cn IRME

TN, ATEE. REAFEOSERALR 1, 4 HE T IuE
JREBRE . HBURK Gram Bt Farthin-Starry

WPAFYAT H pylori . BI85k 2 WLl FBA M
H, EANH pylori M 5454 vk 1k 3 TR
FIvEE, el H pylori tRER.

1.4 NO Mz BT REIT G4 vk UK 2 nl,
FEIRBEN LGS, B0 10 nin, 2B, -70°CH
AR, SR B A E LRSI, DU NO, T/ NOS
SR BRI NO AR E.

1.5 NOSm &z WITHREZAG4 vk HIE EHBHAR
%1, 16g/L HREEMWEE. BiAK. G, KAHSABC
EGE . eNOS FIiNOS Hifk (—Hih RPN 186) WH %
[E Santa Cruz /A%, RIFHZA! SABC W57&, WE Kt
TIEAY TREAE]. 4550052 « 40 M R PN HE BIUAE 38 68 ks 4
B, G toRfs ROHMEAN A, M 7 matir e
BN, AR 0-3 4. Gemampr B (0 40) ; o0
SS(EH A T B B (1 43) ; YRt (2 ) et (3
43) . BHYEAN SR E < 10% (0 43) ; 11-25% (1 43) ;26-50%
(2 43) ;= 50% (3 43) . MRYE I bR AU AR %é&"ﬁlﬂlﬂ 0-
LAY R “=7.245h “47.3-4 53k “4+7,5-6 40K “+

1.6 TNFO @& JRITH0RIGITIE 4 vk BUT Eﬁﬁ%ﬁﬂkmz ul,
FEDTA Fikt, mEBLE LE®R, E-20 CKMRT
Rl TNFoo )5 PR BX S 2 R % (ELISA) , Blng/L 2K
AR ON TS SR
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et ph3g HEWRA AR R,
VORI X2 BB, PO, 05 W H BEZE R,

2 45

B BIEHFNNENT, KA pylori BRI A 4
BHEREANEEEEH KR, CTHRAEMFTELTL H
(H pylori BH4A56 i, XfHE4L 156 #), HAFEE.
PEN S — IS LB W (P>0. 05) . A pylori iBiGH
H82. 1% (46/56) , R E%E 89.3%(50/56).

2.1 DU &# H pylori B4 W1 )& fu.7%5 NO #» TNFO A& ¢
4 DURSETE H pylori BEHLnt NO FIl TNFo & &3
BETIERAWG = 14.4/16.1), W H pyloria
TESEWHEBEK. WIR A pylori IRKI, NO M TNFo
)& BEURIT IR R S i iE S, BRI E X NO
BEEHA pylori RRFBKTHRITH, B&TIEEA,
TNFa ZETE A pylori RE S BB EF AN (ED.

R HpylorfF5E81G NO F TNF 28 K STEEXRLANIEE R mean = SD)

n NO(Hg/L) TNFa(ng/L)
H pyiorifR3a80 46 3568.8 + 624.3° 238.4 + 72.9°
H pyiorifRaa 46 2908.7 + 717.6™ 142.4 + 58.6°
H pviorifasi 10 3998.1 + 628.3° 273.4 + 79.4°
EEWRA 15 2448.3 + 723.3 138.5 + 59.7

°P<0.01 vsIBYTAI; P<0.05, “P<0.001 vsIFENBA.

2.2 H pylori# & B J6 B 4508 eNOS ## iNOS #5 &5 IEH
N B FHE A UL eNOS 2550, INOS RikiRD>. H pylori
YL R E R eNOS FiNOS KB R & TIES
AN (PC0O.001), BIGERIAERZE. WIGH pyloria,
eNOS F1 iNOS KA B FE(K TIVRITHI, 1NOS 5% IE 7 0 B
HRBWME (K2).

3 11e

NO ZEIS ARG AR AN D2 A FDRE T, A
—ENEEE (cNOS) (EH W EEFAETHEMBR™, &
eNOS; iNOS AKIABIRDFRIE, NO EERIFF cNOS, 77
AEAD, BEHTEBEERW OGS, MHE %R
W, ERRE B EER, WERRE, B i

;2 H pyloritEiBRITBEAIR eNOS FINOS BIZRIK (1)

B, PRIE RGO VE A T AR IR AOE S 0 H R
NO FZiH R4l i, B4R iNOS E41 i+
BHAZE(IL-1, IL-2) . TNF R4 EIE 2 WSS N
&, EVLEIESR B HLAR BN R AE I RE TR, X
A MR I 8 21 SUE R AT S R or, WA
S R IE eNOS, INOS AR, FE4/bE NO,
H pylori Y E 35 1 E FHELIZIPK eNOS L iNOS Rk
¥ (PC0.001), {HiNOS RIEFERZ NOSEHES
TIE® AL (P<0.001), H pylori HiAJG NOS FikF
NO Zr B398 0IT 7T FFE, eNOS FiABHR FEH A A, W
iNOS [ IEA = T IEH AT B (£€0. 05) ; WR H pylori if
B RO NOS RIAMINO & BIFFLETH . £ # pylori
BPANMEFEFERR INOS KA Z, thAF eNOS KA
%, ZHEWBHT H pylori #X DU BIREHLEIY, Bf
BE INOS fEH R . IfLiE NO & B A5{k th4k 5 NOS KA Hh
LA, WA pylori BERPEAERINOS FIFRIL,
i EL3% 3% NOS f3d ¥, NO f 7= 4 E ok IE T iNOS. B %
H pylori FIMRBEAFG AL, eNOS HIRIEKEIEH,
{HiNOS HIRIBFINO FE & T IEH (P<0. 05), $#27-NO
WEEANBET # pylori X PURIRFENLE, &35
THREAELRE. AHAHRE", H pylori YT HE
W I e NF-kB K5, HEmfedt COX-2, iNOS mRNA K
FKik, NOWFHEMES H pylori FIEEREEEEAM
K, H pylori WEINORES IR T ZHEBFE LY
R, I B A A NO T B 5] 4N i 4 F B
W55 B AR AR R B R I U R B 2 TR R
Hi%E, SRASMNBELBRGAIRIE, BlkE. 9F
WK ANO AMUS 2 FEMAG R, T BL7E 58 Ak
HRAT MRS EEHIERY. Tatenichi et al™Hf
RERUBH AT, 1NOS REBuis s it g kb i 40 A
MIMETE K, B iNOS HEESFEER, 5B RE K
P B4 I N T E. NO AL 3 U A0 M A S a4k
B R IUIAR S I A, R A DY AT DU &
FEIEWB H pylori J5, iNOS FINO {3 & 5K, 7]
RES BRI SEM A, W EE. BEas
JREAELLRNO 482 55N EREIEAX, XiiF
HE R — .

TNFa /2 B fyg i T a0 =4, SRR
A G PRI A0 U A 2R AR . AN ST DU BB 1

eNOS iINOS
n
- + ++ +++ - + ++ +++
H pyioritR a8l 46 0 13 27 6 0 4 29 13¢
H pyioritRsaE 46 6 34 6 o° 10 20 14 20
EEWRA 15 3 10 2 0 10 4 0 0

°P<0.001 vsiBITHI;°P<0.05, “P<0.001 vsIFENIBA.
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H pylori BYRAET, s TNFoa GBS, H pylori
WRigfE, HEBTHRELERWRA, 4 pyloriiRia
KM TNFo GE4kE:F, FHH INFa #1345 NO.,
NOS REGHIF, $2~ H pyloriEYen] 33 TNFo /=4 3%
%, TNFo XA iNOS vt ss /= 4 B NO, M
Z5PU PHRAREDRE. WERSE P ME—F . T
B4 TNFa B T NO R R5 5Rm BESN, &5
AREE S G A S R R W R N, E R
B, IR NF-kB A B B EBmE AN, A TNFa
PR A HA 100 WA EE R R B T R L e
H pylori BY5|iEM TNFo BRI, BEH pylori
B GBI G R — N E BN
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TRA LR ARF R AL F R ERS) U 55 23R % 2NA)
TR, RIGFE&HREE.

it BARAEEBEEHNT BREEREE, ML
BT8R, REMES ., AT R o F Rk 5,
FRE S B R, RMAMAF KeE KA #

s, @i, THRB, REH IRE. B3L0SBEREOH. BREe
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0 5l

h TR R EEAME R IRFEARMAL, HEUERESRR
JEESHOR. B R RS . D) O/ B0 SRR 45 TR
BEMFRBML S, BB T M “PILTKEER
G725 5 a ikl it s, EPREARIER: (D)
L2 em EHYIA; (2) TR, B) HAEG T, (41
HALF I AL ORI [ 456 T 58 U AR B AR . IR
wr.

1 BRFISE

1.1 # Af “RATAEERES” —&, B 5HE
3 mm SFH LA OCIREELAN 4 mm 3 TR LR
Bkiutly, “BmAA GRS, WEETL R, S
LB s, LMEREE. 39, BUT. ASAETT . WS
&, HBIE. DS, FBgE. DVD 2R RS 37 Ke
FH10 R, 20 Kgfm4 H, 70 Kg ¥ 3 k.

1.1.1 BR XAk RyEY RWECH DR LRI
W, AR AN TR, RREREE T FAT RE,
A3 R I BT R AR A (B 1) .

E1 BRIVONIRAS.

1.1.2 #ILRAMMIESE AP, — Mg R
BBk, ATHEEESRRERMITAR REFEFR
RIEBAL I R T IO W —FOR AT A el Bk, M THE
R BRI MTFAR, A, EHRWE(E2) .

B2 PITSEERR.

1.1.3 FHb i L L RBHNIT RN 4 nn, 7]
WG HAEH R PALEH, BEFAXTOEE L
L. ERAL FE(ESI) .

B3 REEBRFTLEES.

1.2 Fk EHBEEEY L2 co £V, BA “&
AR, Riutmng, mERE, AR
e, ETFARTRE, W LAWK, |
MT L. BT AEERERIETEF RO LRI R
Mg WEEENIT S5 4%, B, mn G MA g4
FLepaigisl; S ML BIME . 7 T ol
B, BUERABBOCEHWEML ST TR, AEN
SRR 2 — B R, PRSI AR, RmARHE
(R E AL ARAE 2 2. (1) KRFYER: KR 10
o AR, B sk mREE )G, BREEEF 2 cm
PIAJTUIREEE, RS RN, WA S nn ALK
Rk, kAt =ity M, REETE, oA
JHFEE . MEFESIK, MEEEITE SR | S&aHL, 4l
N _bE& K, PG (BTN, dHFRRIGAT k)
AEFE, BULAEFE. Joh 3 IR B O0T, Wl B, e
BEEUIH, il BB BANR 2 GIsE G 4L, s
BUBRAFR:, HTHAH MR E S S . 5L, SEGIEEE, K
W PIER. (2) JzhP)sEk 4 R 20 kg R, WMMEE, K
BEVHE, WILEIN, A L2 on U DRAERRA L
frtly, A3 mm FRRACIREER L, HIEL T2
W, AR, R BIETE, T A REEE S — A
BFEHFEEEX, A4 nn S BFPRE A 5 IEZEE F
NEZES ik, FHERER BT 2 4 TR AL R 4913
W, B2 AL, WWETEE . HIEME, HRHFER
b, fEEHEEE. (3) L% 3 R, 7wl 70 kg, 65 kg,
72 kg, WUESEIEE 1 32, SIKRRBES, BOK & MEML
6, PREEH, MWW, EFHEEE2 cn U] OB,
A B R IER A, A4 mn FFA IR B R 2k,
I3 mm APEHRAERHFES, BIOTHME, IS RUAPIR EL M
B EFEE MAHFES K, FIVRES R BNIT 459708 4 S 44
. FIFE VAL L3 IR, B2 ANehLek, BYMIHZEE RIE
FME, FHah W, AEREs HUETE, REETER
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