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Abstract

The Wnt signaling pathway participates in many
physiological and pathological processes such
as cell differentiation, carcinogenesis, apoptosis,
immunity, and stress. Many studies have shown
that blockage of the Wnt signaling pathway can
induce cancer cell apoptosis. Many signaling
pathways are associated with the pathogenesis
of liver fibrosis. Several studies have shown that
the Wnt signaling pathway is involved in the
formation of liver fibrosis. Blockage of the Wnt
signaling pathway could inhibit the proliferation
and induce the apoptosis of hepatic stellate cell
(HSC). Since the activation of HSC plays a key
role in the pathogenesis of liver fibrosis, induc-
tion of HSC apoptosis represents a new strategy
for treating the disease. Elucidation of the rela-
tionship between the Wnt signaling pathway
and liver fibrosis will certainly provide a theo-
retical basis for clinical treatment of the disease.

Key Words: Wnt signaling pathway; Hepatic stellate
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AN A Wt 5 KA 4y Sy Py b i e, B 22 0t
B-cateninfk fi {5 5 1 M FIHELE $LB-catenin i 57
TH .

Z W B-cateninfl {5 Z W I Wnt/
B-cateninill B, T 1 ALFEWntH 55K
Frizzled/fIu# AR 5 1 32 AR AH % 8 1 (F2Z/LRP).
Dishevelled&z [1(Dsh). B-catenin. B-cateninf#
fif 52 A4 DL KT Wb B8 40 Jif A1 -/ 9k T2 3 i BT -1
(T cell factor/lymphoid enhancer factor, Tcf/Lef)
B R PR 5ED. B-cateninBR Mg 52 4 1Ak HBE I
& N3 B(glycogen synthase kinase-33, GSK-
3B)~ M ER 1 ocasein kinase Ta,, CKlo)s %
B I (Axin). &5l Mde 1 L PR (adenomatous
polyposis coli, APC)JEP H 41 R, H P Axinly
APCREHBARMIEH. M2 I Wntf5 510 2% k4
SIS, 23 B A A Wt 5 85 B 52 ARF 2 A
G2 FE e B L AH S Z AR LRPS/6 2 B 45 &, T
PS4 A B Dsh, 05 IDsh ] #1 I GSK-3B 1
WAL Axin BBV, i sZm T AR
G CKIa M GSK-3pX} B-cateninZ Z( 1R & /i
SRR AC B VAR, 33U B-catenin e L BT )
FH. YB-cateninf BIE B — & UiF 25 K i RY)
AR, IE SN sk R T Tef/Lef4i &
JE B 51, WosAH G H I ER R Rk, 51
AN A= R R B, 53 AR Siah A 31K
B-catenin AR AT 2 SRR AL ) B Mg, LA AAR
Wntf5 5 i i 5 15 B-cateninZ [A)AH FLAE A4
IS A5 5 T A %51 Soriano ! I 4 M Hi
RIIFFE T KA IIGSK-3. B-catenin. & [
A(protein kinase A, PKA)A] 5 LR 1455 TE
WEEY), BRI TS PKAZ P AR T
B SR AR A G SK-3 X} B-catenin M B B4 A FH ik
T, FEB-catenin[IFEAE, XWFFIESE TPKAL

R 1455 nT I Wntf5 54> 1 B-catenin 1)
e RS ZAH R 4518 5% T AR 4 i 5%
FEIIWFFT N 9] T PK AR I T HEK-29341 i Tef
(G55, Hi A IR R E2WEPK A JG T H AL
B-catenin Ser675, Iz Ak, HIE A4
W RR, RARNEBY. FRPE K TPKA
EWntill #% - [7] ¢ R N LS5 R AR AE o7 B, 24
IR AT D) BB, (AR

A28 B B-catenin VL B AT 2 B, FLr A
2 I AFEWnt/Ca® 18 B A1 4N i 20 PR T # (pla-
nar cell polarity pathway, PCP)">'", #EWnt/Ca™
fF9 s, Wnt-FZ2 8562 A6WidGEN
Wom B IREEC, MM T3040 i Ca> 7K P T I
NUHE S R C I EGE. PC P il i
BOEDVLL /NG A (Rhoi # Rac) LA & Rhoklify
INKOR AR HE R 17 20 J i 28 4t o # AT DL R 4t it
B tE AR Y. PCP & Wnt/Ca™ il I AIE S/ 8
SR 7 THI AL AN m] sl ) U Y, AR R A
Wnt5a ] il i B PKC/Ca® 5 5 b 5z (1) 7] H-21 g
4 (epithelial mesenchymal transition, EMT), /-
SR RS R B AT R I Wnt
HASHRPCPl g h!, (HREH MDY
PCPIE % 1] i E L M Wnt2 (1 i WntSafIWntl1
WO, IX TR AN T B-catenin 1SS,

2 WntEBEREZ{EK
Wt 1 — P e 2 2 DU e 5 U8 ~ (1) 4) Wb
PR 1, 2 AWFR L 2 19 Wtk (47,
2 528 45 S8 I I WntsE 14T Wntl. Wnt3.
Wnt3a. Wnt7a. Wnt7b. Wnt8%, 5L
5 5B WntiE 1 H Wnt5a. Wnt4. Wntll1Z£,
W n e PR 6 AE T JUE 45 b afl B rh 344 3Rk, Bt
e 22 gL K AR 28 LW nt 2 AR AR /DS BUTFIIE 1) %%
FhAn M 34y R, BRI, IR Lk gn
i, HSCHIKupfferdi i, #l41Wntl, Wnt2,
Wnt4. Wnt5a. Wnt5b. Wnt9a. Wnt9b.
Wt 1 7EH 41 HH 214, Wnt2. Wnt2b, Wnt3,
Wntd. Wnt5a. Wnt5b. Wnt6. Wnt7a.
Wnt8b. Wnt9a. Wnt9b. Wntl0a. Wntl0b.
Wntl1. Wntl6/EHSCHZRIER", [FI, %Rkl
FEPIE B RS Wt AR A B A —FF
(1), & B FARE 55 55k 2 A B AR
1, B RIBIE I & A

Wtf 5 2 A6 A2 RIS [ 244 Fz
EIWntls 510 222 — M7 s,
EARIAT10F EFz-15Fz-10, AN I Wnt & [
A DL A0 [\ 5EAS [ 22 AR 45 2, AR5 0E A

www.wjgnet.com



Gk, . WntiESRSBIE SR AOATINR

1763

[ BAH [F] R 5>+ 5 Wnt/B-catenin, PCP
JWnt/Ca™ 3P 58 % 11114 5. LRPS/6/&Wnt
15 5 L 7] 324K, A5 F 258 (A IF A2 %
H 5 Wnti (RS & R A4S 5 57 SRR, M
Je PR 2 )5 Wn B (A R = R A, AT R A T
2RSS, Wt (IEELE S RIS
A TE], SZARFZFILRPS/640 i A1 X 355 45
5 Wt (AN R 45 45 5 20 F Al A
SRR, WO ST 1A, F22 AR Mk
AP Wt (1, 552 454 s 3R
Fl {5 5 W B (4% 3, W RIE A Fz- 11K BUn] (e gk
Wnt87E 41 g 2 1 ) SR T3 ZWnt/B-catenin
TH B O, AR, RILERIA A WntSasi # Fz-2
SZ AR AR TOE IR 40 L Py [ Ca™ K P 18 v, idE—
A HEPK CIRHOE .

3 WntS5S 5B B0I B 0VER R HNHF
Wnt 22 M5 5 38 %08 1 A% N B-cateninE 1
Tef/LefRIFAA H KIFERRIL, ific-Myc.
cyclin D1, Fral. c-Jun. b5 bmes e oS
Ak (peroxisome proliferator-activated receptor,
PPAR). ZZACAHIKEE . CD44. JK KT £
VS IO 32 AL Tef/Le £ R 45 45 A7 i Rty
IRl -3 7 4 J8 2% (il (matrix metalloproteinases,
MMPs)(MMP2, MMP3. MMP7HIMMP9).
COX-2UA St VEGFRAE? ™ MMPsjft—2 HAT
Ca™-Zn™ B TR PI Y5 2R I, JHF P 322 iy
HSCHHL, W FEEZ FECMESY, (EFFETUEALY
e F R R RC A B AR .

Wntf5 5 38 % 40 1 7 AR 2 WAF zAH
KA M (secreted Frizzled related proteins, sFRPs)
FIWnt4iil & F1(Wnt inhibitory protein, WIF).
sFRPsHIWIF 1] 73 il 5 Wt 1 457, Al sFRPs
WA HFz2 k85 &, T8 5 5 LAE2
IAF 5 P R AR 3 RO S AR e FRPsT]
L AEW ntf5 5 5 2 70 1 AH LA R 2 5 4 i AR
i, 190 Ji e 4 ff2 43 WA FX) sFRP2/EEC M B B
M ERA-BERESWHEAER, BiR
FAK SN - B AT #0075 48 H PR30 12 B INKCs,
HE— 5 e L0 A P A A,

Wntf5 54 )38 (45 A DRk i F 5K, 1
UWIDKK-11EHLRPS/645HUAL A nIHF I Wt/
B-cateninfF ‘T EK (114 F. WiseMISOSTH 1L )
Hh—RLRPS/6FEPIIAR KR, A 5250 K LG
TEFIPLA] S DRk- 1AL, SOSTH] AW ntiE 1
-Fz-LRP6 — SRR 54, Wi K455 iz 45 5 il
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(AR R, 53 4h, Shisafk [ 5 REWF ST
/D Wntf5 5 5.

4 WntlSS@iE5 SHSCiEkL 51858
HSCo— TS T PE 4 i, FCU0m 7E T 21 4
AT i i B R 3 B R B AE A il
HWFFRAHS CIE N — P TR 40 i, o7 16k
W2 AIHE . 40 M L S 1 (lineages), FF3E—7E
KBS R LR IE A T4 bR &4 CD133
FOctd ) #1l HS C 5 4 25 A Je ik fil
ZAYERR ML AR A (glial fibrillary acidic protein,
GFAP), Wi o R WU AT 4 41 i iok 7 rp 30k
o-SMA B A A S G 1. Wt 5 B ik S
TERFER G R & A A mEMAEH, 51
JEF I A4 R (1 184 R R T 400 i 00 P 344 22 46, [i)
PR S HHSCHIM A 5 o AR AE R B DI RR.
Kordes% "WF 0 R B/ i 1L MHS C
B-catenin XM WntE [AWntl. Wnt2. Wnt3/
3a. Wnt7a/b. Wnt8a. WntlOb&EIHH £k, 7F
HSCHM b A USCET 2k 4 i ok Fi v, 28 i 1 B
WA Frak, (AR TR R, HERIAK
SEHRT R, R AEL L WntsE (A Wntd. WntSa
FIWnt1 155 1R i EFE. 534b, it GSK-38
FHIFITW S1198E0)7 28 S Wntf5 5 38 6 il HS C
Ja, RIMa-SMA. 55 41 Mtz PR Ki-67(99 +
)% Wnt5a% KA M, MIGFAP. Wntl0b
RIE LT, X TEAWntfF 5B S 5T
HSCH IR LERE, R T DNAR G 1 X BH
1E T HSCHE N2 M FSRIE R, BEOR FIRAF 5T B
T M WntfE 5l H A S HHSC I A 4 41
(myofibroblast, MFB)¥j#5 1k, {HIT JLAF KK
WSS R R Wt Sl 2 5 THSCIE
b BEEE A R, 20064EHaughton Ve 10 4
FHRIAE P 0T LA A A1 15 5% 1 A I 32 B
fJHSC a-SMA. TGF-Bl1{IZiA, [FE FifWnt
5 5 A OGS (A B-catenin FIMF R i 85 1 (desmocol-
lin) R IE, XE—EFREUH T2 R/Wntf55
Z 5 THSCIHTE I, JET BB S TGF-BUE S
ZIAAFAERE — B WIAT S, 4 ik 72 4 PV o s
Te P 1) %< ' 25 Mg 4 5 IR (p TOPFL A SH)
JHSC-To4 it N [ Wnt/B-catenin®b sk iG 1, &
BLHS C-T6 % G BH 1 2H ¢ 25 Bl 0 17k ) il v 1
B PEXT B Z1(P<0.01), R IAIEAFIHS Cid f
HAE MWt BEOE, JERTe ity B 7k R AR 4
dnTefFIA Tk % YL HS C-T6 I Wnt/B-catenin
S R RO, o-SMARIT i J (1 I8 TR

Wi £

Liv¥ A k%
F M A Y
R R A
I AF AL K 3R
E koo kA
B-catenindg %, A
T AW = Hcy-
clin DI. MMP-7
FoTGF-p 4 M 8
Evfmie. M
b 4w e v R
JR P 6 Ak AL AE
S B £
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[ TaRcRe il F(P<0.05), DUl T4 Wntf5 SlEE S SE T FHW & W ntf 5 0 5% 0] 155 540 00 A2

EOE W, T kR
&, R T AP LT
AE 44 A F 12 A e
HRNE.

HSCIGAL B PIM 6. KangG o6 12835 R 9T
AR IR 22 H(OX-LD L)l il 45 & %
PR(LDL-1) ] 5 FHSCHI¥E, RIATGF-p1. i
INRATAE A K A F (platelet derived growth fac-
tor, PDGF). oa-SMA J T B J5U5%, 12255 2 )
ATHIHIWnt3a i G L M Wntf5 5 35 15 S 1
LDL-1/{3%35, [AlINB-cateninff gt % . 2z
SR 25 WIF-1 1) EAZ Fob % YsHS C-T6 )i
RIS 2 2 4 o) A R [T o B B R
F%(34P<0.05), [Fifa-SMA. Smad3 X B-catenin
(205 R B, 3K 150 WAL BHL B W n e L4355 7T 410
HIHSCHIG L. B L% 57 4h— 106 X Jy 1
PIWEFCRE—2PAESE T a0 o5, TR0 Tk 4%
P AR K ILW ntf5 5 FHI I Pokeweed il £
# [ (pokeweed antiviral protein, PAP) W Ji#%
JFE £ 4 0 3 5O, S TF DD g, BRI ASE 2
KB Mo-SMA. B-cateninff] ik M ARSI F7
HSCHIE 7.

H A K B e e dE g fiwntfs S5 5
THSCHIEAL 51958, Tiang& 2 F 57 48 1
FRERTIN T LT AN, RN AZARF -2 A
Wntd. WntS55 3 I7E 0T 55 75 ITHS C R 41 4t
A ZAIh R IE ) T, MR AL 1) B-catenin FI %
B NFFICM AR, el B R S WntfE 5
Wnt5a. Fz-225 THSC i) UL LT 48 5F 41 i i)
ORI T A0 1 T B FH I N BRCRT AR 2E K A
F-BB(platelet derived growth factor, PDGF-BB)
BORHSC, 7148 h FIDNAS 2 AE 3L A KF _E
I 575 F - 100 o5 /45 1 28 1 44 i 2, 11 i i
II (calcium/calmodulin-dependent protein kinase
Il alpha, CAMK2A)KIE Tt 1AE & AKY E
HATFz-1084 &, bt wnyCa” il 25 7
HSCIHBE 515, R4 MLE 5 5 I Wnd.
Wnt5a X 52 AFz-1. Fz-2. LRP6MIRyk mRNAK
SPAERE IR T dRMHSCHR R IA B 2 7, At
FrEFHSC ETF3-1205 26 47, FFilid 5 Feyclin
D LFIHCE W 2E A 1 (PPAR B) K I H S C 1) 14
B, a-SMARR [ARIEWHE RN, 546, B4
HUE FIWntd % 2 AR Fz-2 7 SDK U £F 4 AL
R (3R IB B EH K RAIXHE 2, X3
B T AE S e Wntfs S 3E BT REA T T AT 4L
SR I AR,

5 WnHESBIBZSHSCRIRTIES
T R VF 20 50 T IR K g 99 2 1) T 9 R AIE

S R PRI T AR R AR Y AL 2 R I W nt/
B-cateninf5 ‘T & WA 1), T4 -0 2bn[ fMHIZAE
53 0 (R A A0 R R T SR A R T R A
P28 AR W nitSa ] {iE A) J5 P M 28 o i Bl 2T 4
S0 ) 35 S A EITHL 0,15 IR E T, Sk %
W L F-aS IR IER,

B K TARHS CH TR A 4E Ak 697 HL
W71, Watfs SAEAHSCR TR 51 —4ki&
PR RE IR TN, OC T 1K J7 i AH S 7T A ]
RE N RERIGTT I AT HEA B 58 S BEA. Wntfs
UEHE RSN o 37 A J PN TR AR U b S
HSCH T, AHIAT 51 bl Axin K FOSFEPLIR
1(FOS-like antigen 1, FRA)E AR LH T
BEEY. ChengZ:P 3 il ARSI RE 75 THS CRI A H
T BE ZE 1 2T 240K BB vh 23 B4R I HS C
HIE SEW ntfi 5 3% 7] 52 A4 BH BT FID K K- 1 0] 38
JIE 5 1% 1k 2 i TR 7+ (C/EBP ) X PPARY R 1%, M
MAEAFHS CHERF i IEARAS, [FMFZ HTUNNEL
SR (R IIDK K- 1 5 21507 B I H S C
T, caspase3#K [ AH N BN, MyungZ:P 15T
K2 I Wnt3 85 F A0S AHSC LX-2 74 ib
JREIRHE R F I 12185 S AR (tumor necrosis factor-
related apoptosis-inducing ligand, TRAIL)% S 7]
JT:, LX-241MIFz2. Fz7. FzI10R! T AU ) dk
PIFIEHE N, o-SMAEHAREW [T MsFRPI
(149 3 2% 328 R DA T Wne3 a3 s 76
caspase3F IR/ WAy, 30 T TRAILYS
(THSCYHT.

6 WniSS 5T ANGISSEINE

JH- £ YA T i 72 v 52 3 A 2 4l B D81 1 O
A7, HATA A Hh i E 2 2 PDGF 5 TGE-B.
TGF-BIEHSCiGfk < 38 06 75 108 15 K1,
TGF-BIAG SIS A 1 B2k sk &, 15 18
ARG A BOE T T B2 AR-TGF-B1- T Y52 4k
SRIEEEY, W2 AR R EENE
T4y Smad kK A2 W IR IR A, Smaddr 1B
82 [ 058 B0 S VR 5 5 B N A A, R YR G
FER % AR A B-catenin ] il I 45 &
SmadtZ i N EZ AW E RS Smad s 5 13 A
SO 2 g TS BG RILT Wt/ 5 i
FIWIF-11] Fi#3EHLHSCI¥IB-cateningkik, [}
AT HISmad3 3K IE, P RIE AT,
X W IF ] 3 ik BH KT T G F-B 145 530 i A A 71
WALHSC, KA A TGF-B1/Smad 5 £ Wt
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5 5 Z IR AFAEH X i (crosstalk). PPARs & —2
T I D] RS i 3R S A, R T TR R AR
T, PPARY[PZRIAIE i vl AFIHIHS C I 34 5 |
LA, JHIHSC /i Ji s i 28 IR R 22 Fh 41 i
7, W55 725 T A 4rdn. wy
P 2 8 TR L 0R PPA Ry B T Wntf5 53 1%
I FILOX- 1Rk, M gk AR % FE IR
B EONHSCHIE e, HE— D4 1 208 R
T ARTORS T 98 AH SCPE IF £ 4l fb 1) R 2B AT
FEUL U] T Watfs 5 8 3 5 2T 4ELPPARY (R 5
LA RIEFIRT .

7 WSS SR8 ST A AV IBERTASR

H AT ¢ T-Wntfs 5l % 5 e 50 1 e AR A 50
82, WDing 5 W R ILW ntf5 54051 71
DDK-3HIWIF-11"F i %1% nl 3l 2l #0% Wntf5
5 I B R I R RS T H AT X WntfE 5l
5 FET 4E A IR R F U85 D, Shackel 5%t
JR A PERHY PR g4k (primary biliary cirrhosis,
PBO) MG IR FE A I, AH LR IE S NFFA LR,
Wntl13. Wnt5a. B-catenin. FzfEPBCHT4LZf)
mRNARIL I T 5. 765, 3.66%. 1.8f%.
4.44%, Wntf5 5 H I Rle-myce. cjun. c-fos
FHEHUIR L eyclin DI1ZE )2k AN N, 5
AN LG IE P2, WntSa. Fz M B-cateninfE
PBC. [ &AL PENRE 58 (primary sclerosing
cholangitis, PSC)FIHCVAH I T AL ) 2%
AR BT, X Watls S S 5 T B
AIATFEELL. Bengochea: "Ik PRI 57 3E WAAH LL
IEH N FFALE T 14195% N 40 i J 41 2R F168%
Jees J] PRI AL 2 AT R ZE 8ANWnt/F z i, A A1 43 )2
Fz-3/6/7. Wnt3/4/5atk 44k ETH KsFRP1/54
HERIA TR, I ILARAEAL 1 g J8 4 236
A R A B ORAE 0.6 0.6, HH ELAE AL 1) 98 4
H411.440.9, 25 HA G022 L(P<0.01), N
M HE— 2P UESE T A ) & A 5 Wntf5 5 K.

8 4518

Wntf5 54 S B AE BT 2T 4 b A O i ol
AR, AP s AT A R R T R
FLAAAE ) BHLH] A 5 4 B 1. BUR H TR 2
WFFEIUESE T Wtfs 5l 55 5 THSCHITAL,
BEL 7 8 it ol R 22 S Wntf5 5 38 3% n] 3 EIHS C i)
WaBE R HR T, H 2T O S B 1
FUAIAR D, [ IR BEL T 1230 % v] fE AT T2 IR
RAEMZEN. 55T Wtfs 5 /L 5 2 HHSCHIE
IO B T T AL 25 R SR LR, JF
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L5 T A 5 300 3 VW) 00 AH EL AR 25 1 22 ) R v A
Rk — LS. BEAR WSRO K A7 B T4
AR WntfUTEF ARG K AL, BT 2T 4EAL K B
AP POB K AT REIR AR ST T AL
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Abstract
AIM: To investigate the effect of H.pylori ex-
tract on cellular morphology and apoptosis-
related gene expression in human gastric cancer
BGC-823 cells.

www.wjgnet.com

METHODS: After BGC-823 cells were treated
with ultrasonic extract of the east Asia type or
the Western type of H.pylori strain, the changes
in cellular morphology were observed by mi-
croscopy, and the expression of survivin and
caspase-3 mRNAs was detected by fluorescent
quantitative polymerase chain reaction (QRT-
PCR). The possible correlation between the
expression of survivin mRNA and that of cas-
pase-3 mRNA was also analyzed.

RESULTS: Hummingbird phenotype was ob-
served in BGC-823 cells 12 h after stimulation
H.pylori extract, which was most obvious at 24 h.
The percentage of cells showing hummingbird
phenotype was significantly higher in cells treat-
ed with the extract of the east Asia type than
in those treated with the extract of the Western
type (29.3 £2.1 vs 8.0 + 2.0, F = 164.73, P < 0.05).
The expression of survivin mRNA was signifi-
cantly higher and that of caspase-3 mRNA was
significantly lower in BGC-823 cells treated with
H.pylori extract than in control cells (both P <
0.05). Statistical difference was also noted in the
expression of survivin and caspase-3 mRNAs
between cells treated with the extract of the east
Asia type group and those with the extract of the
Western type group.

CONCLUSION: H.pylori extract could induce
changes in cellular morphology and expression
of survivin and caspase-3 mRNAs in human gas-
tric cancer BGC-823 cells. The extract of the east
Asia type of H.pylori has more potent biological
activity than that of the Western type.

Key Words: H.pylori; Hummingbird phenotype;
Apoptosis-related genes; CagA typing

WuY, Li X, Zhou H, Fan Y, Zhang YL, Shen Y, He YL. Ef-
fect of H.pylori extract on cellular morphology and apop-
tosis-related gene expression in human gastric cancer
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WA 5 A 0%

B R IR AL 6
BER— B A B A
R AGHE . W
Bk AR A
kT, £ F
AR &
TEZHM. £
Rob R Fead A2
H.pylori 51 #2#3
TEZHRET —
Bont i), 422 A A
15 MR %9 5T Bl
uE L

J&, *tem BTy 25 vA R T ip ) AR B Survivinge
78 T 3 B caspase-3 mRNA & ik 4% v.

Fik: »RNAERRRH pylori ¥ ¥k Ao 8 F
MH pylori 8 ¥4 5 Iy, *) F J& 4a e
BGC-823, R T A BN 070 A5 09 T AL,
) B A R 3R 2 & R A B4k RS (QRT-PCR)
ol F 5% 28 R BGC-823 4 T #p4] A B Survivin
#= B T 3k B caspase-3 mRNA #9 & ik /K-

LR Hpylori®)i# 8 54 fBGC-823/512 h,
L B R A 2R R B, 24 hR AR, &
LA 0 AR AL, A R B
A E o F B3 H(29.3%+2.1% vs 8.0% =+
2.0%, F = 164.73, P<0.05). H.pylori#s # 3B
BRI JE e lBGC-823)5, 12 R BA A fe T
7y 2R 35 s LA A IR B Survivin mRNA
oy R E 2 LA, Bt Eatarkeaspase-3
mRNA# & i& 9 2 FHP<0.05); + LA
A ZASurvivin mRNA#) &% 65 Lif v B cas-
pase-3 mRNA# & k&% 7 A 203480 & F %
(P<0.05).

L8 Hpylori# # RBOR T 5 8 & e
BGC-823 X AWM A F K%L, FAZIRA T
# A B Survivin mRNA£L LA, ATHARA
caspase-3 mRNAK A T . & &7 BH pylori
AR Z 8] B 2 0 £ 5F

REED: WITRITHE; BERE, HTUMEXER,
CagAEH R

28, T, B4, 5otk KAH, BB IR, W IEMTENS
JE4BIEB G C-823S BT MR ERZRIARIHIN. HFRENH
75 2011; 19(17): 17671772
http://www.wjgnet.com/1009-3079/19/1767.asp

03I

A T VUEAF B (Helicobacter pylori, H pylorr)i&4x, 14
T B R AR, R i, T
DU P AR i B 4 S H pylori &G O A K.
Hpylori &G IRIKES R, LH pylorif RS )
ZeSe WEIIN K I # A0, Hpylorisr
cagA LR BHIE B bk FllcagA FE R B PR B RR, W97
RO Cag ABH M B IR I G FLAT B A B R R o
ARG cagA DR TRTAR I G 5 T i
AR Rt vty 98 IR AE O R T B V)] S H pylori TG
AN L) K ARSI 2 RIS SR, Hopyloris
We 0 Y R AN B, ST R S R AR A
5 HecagA R FHYEH. pylori8 i f2 BUOROR H
g b R AN IBGC-823, WLEEN il JE A 27 1 52 LA

B T K Survivin AT 7235 [Fl caspase-3
mRNAZKIA P52, TR H T G121 HLi.

1 SRIRIFE

1.1 M8 HpylorE AR FR3E . Tl A B & R
88 P B RS IR R A E Mer-
kA )L NAR AL Ry 24 N BGTREAE ) T REAT R W)
FE b, JCRE SR A Ik SR G 2 7 7E . Hopylori
W24 B AR FH YL I3 K22 B 2= Be v LR HR AT, 0 28
H VL 75 K27 B e 1= o 1) B s A 3 (L — 45
BRER T 1) R, cag ASEIRIBATE), JELIF, 1
SE FLEEDR R Oy 2R 28 [ bR v K 11637 (cagA
FE DRI BH ) BT 750K 2% B = B S 56 = AR A,
LA (125 R 20 5 0 1 7 B (L% R S 7 51 Gen-
Bank$%%2 5 AB015416; & 13 4)GenBank %452
51 BAB20926.1)!".

1.2 Fik

1.2.1 H pylori3& 3= B A G B 0 ) & WG54T
(W H. pyloriw F R -1 FHAe LG [ R B g 1 7R 2,
BIANT00 mL/LIFHT =1, 7657558 385, 37 C
NREEFE, 72 W WER AN, &5 8 I H. pyloriF R,
WRIE K B K AT RIH pylori®) F )G HIPBSE L
i, AR5 2 BT AR L DM EME; F2 i,
AR AR A 248100 W, 30 s, 107K, [AIBE20
s, VKA A, AGIE B50, 12 000 r/min, 4 °C), 10
min/i7, B, -20 ‘CLRA7F 4.

1.2.2 mpassde: NBEE LA kEBGC-823H
TLH R 2R B2 B A, 5100 mL/L# A=/
IS IDMEME; :3E, F37 ‘C. 50 mL/L CO,
AR R TE, 2-3 AR IRIE, AN AR RS,
FH2.5 /IR BB 4b B A4 i, gk 7, HX
XA A0 B AT 55 5. BGC-823 N B i b7
AL, AR E A, 2B 162 1 H
e R 3L S RN R, IR
g2t 5L

1.2.3 # B E WAL QI 30s, BLREL3
X 10N Bz Rl o LU, Frdll OIS BE 5, InA
T MFEDMEME FE B I YLR12 hi, &R
25 g/L Hpylorn @ FHE G100 pL, HUEFAE
PR IE, Sy BIAE12, 24 hi a0y 8, WA T
HE A1 LA AR 10, BEAL 220045 70 5
10041 B e S R A H

1.2.4 RT-PCRA& M A8 % A = A B $2I5 1 [A]
B AN MERNA, AR5 AR OE A E, T
PRI FIRN AL FEA /A 1B 1E1.80LL |, 422 I
SR S Ul B, R 40 R S RN A 2 55 %
cDNA, \GAPDH A W IEATPCR. 5Hi il
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54 2 GenBank ™ HJSurvivinflicaspase-3 R 1 HpylonBEiEBRAIM S R MIEBGC-823/G, 125 mie £ RE

R R4 5% PCRE Y. Surviving| ¥
H): EW514P1: 5-~AGAACTGGCCCTTCTT-
GGAGG-3'; NiFyl4 P2: 5'-CTTTTTAT-
GTTCCTCTATGGGGTC-3', (GenBank & 55 5
AY795969.1); caspase-35 #1741 351 4P1:
5-CAAACTTTTTCAGAGGGGATCG-3"; R
YP2: 5'-GCATACTGTTTCAGCATGGCAC-3',
(GenBank &% 5 AY219866.1). 514 ih Lilg2E T
) TR AR MRS AR A A G RN A
}:95°C 305,95°C 405,61 C-71 C 405,72 C
45 s, 40MEHR, 72 °C 10 min.

Beit AP HISPSS13.048 HH A kAT R 36,
SzIG K Dlmean = SDEF TR /R, £ 45|
L, MR 227 2293 #T(One-way ANOVA), ¥
P EL AR FH SNK A B, P<0.053 78 2 5 AT 4 il-2#

2 BR
2.1 Hpylori# 5 3 Bk k) #BGC-823 1 i j&
tm R By R A6 T AL Hopylorit8 i 2 BUR M
BGC-82341 /012 hJi, 4H T4 H I e 1 R 7Y
g 19 3R R Gy e o I ) S A T 3 o, 5 T A
AL, 24 hig B L), 2N S5256 20 53 59 55 6 IR 4
L, 256 G 27 R L(P<0.05, #1). 36 hJrilk
SRR, 400 B A AR, 4 AR, T
JSCHRE . R HEA A0 A H I S R R SR A
i, RLH, pylori B FEH I 53R 70 1 43 24T
12, 24 h, 558 H pylorr {1 AH L, B B4
i, ZE S A G R (12 h, F =52.00; 24 h, F
=164.73,P<0.05, %1).
2.2 Hpylori# & ¥Rk # % B %% iBGC-823
J& ta e A R AR B A 6 TAL Hopylorit
PEHGRBES T e 41 B G C-823 1 T il 5
KISurvivin fmRNAZIA & R0, F¥#E12 hitf,
PEAT-INHIFE K Survivin fimRN AR L H ik, b
Jei, SurvivinfymRNARIE =T N, 53
A EL, 225 52 Geit 24 = L (P<0.05). #2324
o RS, 55 TLALFRZHAH L, Survivinff)
mRNAFIFRIELEL2 h LA E R, ZRA5%1
2 X(F = 326.260, P<0.05, [K2A).
H.pylorii /5 $EHOK RE W 51 i 5 i 41 i
BGC-823 T3k [Klcaspase-3fmRNARIL )~
W, ARSI A, 2 hisk, T IE Rl caspase-3 11
mRNAMIZFRIE T Fdn B 2, 5555 AU L 22 e A7
Gl X (P<0.05); Fifi)5, caspase-3[FimRNAZR

www.wjgnet.com

REUEAVELER (%)

fEREdE XRE  RUESMEE FEHENEA
12h 1.05+05  5.0+0.5% 2.0£05°
24 h 150+1.8 29.3+2.1° 8.0+2.0°

P<0.05 vs WWIBLE; °P<0.05 vs FO/5AUNNBLE.

AT FTIA TN, AR WA, 5575 0y RALFRALAH L,
caspase-3JE R mRNAKILAE12 h K [E45 5 1
i, ZRAG R X (F = 240.388, P<0.05,
2B).

3 1Hie
cagA RN Gt I CagA TR 1, 2H. pylori () T E i
HTF2Z—, B NH pyloriZhHt I E Tk 4 i
J&, TS re S AT FL LR 5T 1) C- iy 5 2 PR 1ol
RAIEP-EPIYARL 7 T RS R IR R 1L, JF
5 240 J Tl T I S L P- 2328 6 5 | b L e o () T 2 PR
BERR AL, 51AD AN M AR 2 A e I 3 T R
MM o Dh 2 WA, X P i B A L)
HAREG . REZEEHE A0 E ) o
HIRFIE. [FII Cag AL 5 [ EEErk (5 5 i@ 428 I e 5 di
W, %% Teyclin D1, 33 T G,-SidFE, 25
J8 &% (11 1 (matrix metalloprotease-1, MMP-1)ff]
Sy, WA T IR, Cag ABR 3L EIFINF-
wBHESEIA 1, 28t M A P I8 4% i) S 40 i D11
FA R, FRIL-8"%. Cag AZE 13X Se4f FI7E B iR
FE B S R TSR IR R R T
H.pylori Cag AT [ E15 ) B I T L 28— A~
B A0 B B 1. Cag ATRITHS 2 R T R 1k LA
JCag AT [ SHP-2 &£, /&l SR
BT 75 (24 b FE . 0 9 R A (A AR, fEcagA
SE R BHYEH pyori (R R A9 BT ke S B FH T,
AT FOAE BT A2 W24 TR bR, 2 2 AR
YL — AT 4R ks 1 8%, PCRINGE W
7N MNeag AFER P kK, Cag AR FHIME A
RIS Ty —BR11637H Franif wkK, 1 HcagA
BELA B B 6K, GenBank I A J7 51 & 7~ 4y 7 77
RS BRI X 245K [ 4V 5 IR, pylori # Bk
S SR B 41 BGC-823, ¥4 1 T 41 il
R AIAR, K RRAL LT R X R R, 2= R
Gt S 1 BRI AR A 24 hivkd5
2, 5ZhangEP B R, A
[ ) B 5 | Py e 155 26 2R 73 22 4 i) & v 7 1Y
B2 3M5(12 b, F = 52.00; 24 h, F = 164.73,

EBEFOHRRE
TALUL R R
H.pylori#jcagA ¥
BB H3 TR K
LEM T, AR
R R 3 R H. pylori
cagA R B B I
TERELEZA
ey £ 57, %
TCagA&k G A&
R A Fo g Iy A
#) % J+; Higashi
FOH R AL LT
T CagA& G945
A5 H. pyloriéy £
mERME, 5
RBBEEYS. W
k. FREAME,
R I Ae G Ty Z 1)
CagAZk G L5 H)89
TR EHE T iR
[5) 44 X 4.
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WA\ # & 5
H.pylori T vA 5| A&
PRI 3 R w0
BERMKE, A
H.pylori3| # tm
Mo B R 6 B
B EF #
—F AR,
R 7 H.pylori3)
Ay m LR T A8
%A HHmRNA
Rk A E S
#—FBTT A
% 7 B H. pylori %9
T AR L
Z5.

1 HpylorBFEiZBERIH B R MIBBGC-823/F, 12 24 hBIRFZASSHINES. A, D: AR B, E: AV BERRNTEA; C,
F: PRI BERRAOTELE; A—C: 12 h; D—F: 24 h.

P<0.05), Bon AR, 5407 BB BRA L,
REAE 7 S B 22 (14 4 i e 12 2 0 402

[W hcagASER B IH. pylori W kE 2 8],
ARG TR 22 5, B35 Cag ARR 1) C i 1%
FIRBEIRAL ST (EPTYA) I H AR JE 1R 7 4
ARG, R H pylori bR, LR E T
. BHA, g, BAMLICagAtE 451,
RPEPIYA-A-B-DAL; W75 R H pyloriifitk, T4
Sk H BRI S ORISR 5K, B A A AL
fF)CagAZE 45 H), BIEPIYA-A-B-CHY. i L)
SHP-23%E#; At 11 LA K Cag ATR 11 R ZU IR i I L g
I FE L Cag A HIMTHI P IEPIYA-CEL
EPIYA-D. 1fi 4 VA TR WEPIYA-D, 57477 714
BIFRIWEPTYA-CAHLL, FLAT S5 1) 55 SHP-2 ()i
e )y, LRSIk Re ), R Re S| & 5
Z I SRR T2 IIL-8 1 ik, HATH
SIR (1 A A 022,

cagAMYEA pylori(PFF RIS, 115 H LR
M FF S22 BIAWHE N BrCag AR H B,
FFELRZ B Cag AW (1S HP-2 80 £ 1114 2 35 ol
P, BT DS IR T T R A iR oA, i 9 T AR
KIEN R IE WAL, 78 H 9 10 b K45 T =&
FAEH. FEARSNSZEG R, HopyloriRERS 51 AR
B LA AT, Hpylorif) K1, B4
Cag AR A, WHES M TP, (HIEA AR
ST HLEN AR B, — e B, N &G
Wl R S caspase-3 S H pylori, 751 H
AR T RN . 2 AR R E kL
R 1%, W AESEH pylori G5 RIS b5z 40 iy
PTG R EAE T iR R,

FATHH. pylori 75 $EIOR B 92 41 i
BGC-823, 5l T 4l o i -k JE Kl Survivindt
[ImRNARIE ) L, #1-3EH caspase-35& A
mRNARILI TR, S0 AML, Zra5it
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A 30 M@%ﬁgﬁ (P<0.05), WoR T 4 W BB bk, 504 75 284 P AR AH ;jg ?f“f}ﬁ )
R " it —F R
PR L, LA S 3R 2 A2 T b
K 20F FATHITF T TR, Hpylori 7= $RI0E 51 é%gfﬁj;/?
=< N N ¥l AE B2y
£1st T AWM OB R T AL R BRI, & b2
cLof SORH pylorife 1) H A SR AR kg, 75 R
205t SE AT R TR T 1A 4k, LLRIH MG . A CagA R
N - b 8 % R FFL,
00l . - FRk A, WSurvivin IR, ST g s
B 120 o i WSROI VAR AL cagA BEIMT - 69367 X FCasa
Lol WP R VEROR V)5 B Z VA TEAE SO 22 5 AR g,
& osl AR, 5507 R L, o TR
B o6l A4 ML 5 4 A 5038 1 9 LA B U 1A R
Lol FBAAL ISR, BRI % T SR04
% ' Tk, ARG T H. pylori IR Z 8] ) A1) 280 1k 22
o2 S, T AR D 7 X R i)
0.0 Fram 12h 24 h J AL

2 H.pyloriiBFERENVR X B EMIRBGC-823AYcas-
pase-3RSurvivinERFRIAEBIFN. A: Survivin; B: cas—
pase—3.

R X X2 BT H. py lori Il A Y
Ja12 hig W, SRR, XS5 R ek
H. pylorifriX /> 1] B i 40 0 1) T 42 ) e
H, $&7R-H pylori (P F¢£E R B2 it 1% &5
P VE R E P ) FEA. Survivindl il il & iR
N Zscaspase-3Hlcaspase-7MM PH1E T4 2. Valen-
zuela®G RSN ST WoR, Hpylorii& Y H bRz 4
fa), Survivinffy ik FIE, wb T T
Uk, Survivinft [ i BRI LA N T Yo
IS 7, 76 B 9 Survivin IR IE, 5T
> COX-2HRIEM K. Ji—T71H, fEAEMIE
ML, SurvivinfFRIE SH pyloril& 4. B R %
DIAR DG, N TS i R0 OE 3 R AR AR (P9 o,
FEIEH R, B SurvivindE K (1 FRIE, H 2
caspase-33& A [ mRNAFI 2 [ 380 78 1 9w Al
REARUT 1IEH 22, Survivind K (1218350,
M7E B bR AT, X fiprocaspase-3[1KIA, 1M
iEPEcaspase-3M5E KGN AS B, 5 I AE AL UL 1
WAL, AR B caspase-3HIFE R AIEE A
FIRPI AT Survivin R Ik 1 B i, 41
LUE AN W, S urvivindE R T E
TS (i AREY, #flSurvivindE R £
W B A 7R, K, caspase-3M1Survivin#
KK R AR A IE B R0 5 ) S o e A O R R
PE T EEAE .

ARNCTI B bR, 57477 AR L, 51 T
FHCIE R R IE AR W] W, HAAgevh 2 X
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Abstract
AIM: To explore the effect of interleukin-10
(IL-10) on hepatocyte apoptosis in biliary-ob-
structed rats.

METHODS: Male Wistar rats were divided ran-
domly into sham operation (SO) group, obstruc-
tive jaundice (OJ) group and IL-10 group. Rats of
the OJ and IL-10 groups underwent ligation and
severing of the common bile duct, while mobili-
zation of the common bile duct was performed
in the SO group. The IL-10 group was intraperi-
toneally injected with IL-10 (4 ng/kg) daily after
operation. The mRNA and protein expression

www.wjgnet.com

of transforming growth factor-f1 (TGF-B1) in
liver tissue was detected by fluorescence real-
time quantitative PCR and immunohistochemi-
cal staining, respectively. Blood samples were
taken to measure serum total bilirubin (TBIL),
direct bilirubin (DBIL), alanine aminotransferase
(ALT), and aspartate aminotransferase (AST)
levels, while hepatic cell apoptosis was evalu-
ated by TUNEL method.

RESULTS: Compared to the SO group, the
levels of serum ALT and AST, hepatic TGF-f1
mRNA and protein expression, and hepatic cell
apoptosis index significantly increased in the
O] group 3 days after operation (ALT: 91.83
U/L +21.47U/Lvs 47.67 U/L £12.79 U/L;
AST: 208.67 U/L +32.36 U/L vs 75.17 U/L #
11.96 U/L; TGF-p1 mRNA: 7.48 £ 1.51 vs 1.21
+ 0.79; TGF-B1 protein: 6.11% + 1.11% vs 1.26%
+ 0.64%; apoptosis: 15.06% + 1.17% vs 3.94% *
0.46%; all P < 0.05), and further increased 7 d
after operation (ALT: 178.83 U/L £ 46.25 U/L vs
4450 U/L £9.97 U/L; AST: 461.17 U/L + 88.48
U/L vs 76.50 U/L £ 12.39 U/L; TGF-1 mRNA:
11.98 + 3.05 vs 1.01 + 0.52; TGF-B1 protein: 9.97%
+2.84% vs 1.68% * 0.71%; apoptosis: 23.49% +
3.35% vs 4.31% * 0.67%; all P < 0.05). Treatment
with IL-10 significantly decreased hepatic func-
tion, hepatic TGF-B1 expression, and hepatic cell
apoptosis compared to the OJ group 7 d after
operation (ALT: 94.17 U/L £20.02 U/L vs 178.83
U/L +46.25 U/L; AST: 257.83 U/L + 56.53 U/L
vs 461.17 U/L + 88.48 U/L; TGF-p1 mRNA: 7.05
+ 1.15 vs 11.98 * 3.05; TGF-B1 protein: 7.06%
+ 1.32% vs 9.97% + 2.84%; apoptosis: 15.08% *
1.69% vs 23.49% * 3.35%; all P < 0.05).

CONCLUSION: IL-10 could attenuate hepato-
cyte apoptosis by suppressing hepatic TGF-p1
expression in biliary-obstructed rats.

Key Words: Obstructive jaundice; Apoptosis; Inter-
leukin-10; Transforming growth factor-pg1
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A% PP SR (O) 28 AT L-1028. OJZAA=1L-1041
LI e ¥ E S AR A R EAE A SO
AL B fe B IL-1028 K6 5% | R 46 A KR
= RESIL-10(4 pglkg). 5B 32 K€ 2PCRZ*
Ho | A2 2 40 & K B FB1(TGF-p1) mRNA
Ay K, IR AL F R AR T AR T GF-B1
FOFEE . KB PLAMHBA-F AW AR
J&(TUNEL)# AR K FAT 20 f 8 =45 0L, 45
M f2 75 TBIL. DBIL. ALTA=ASTAK-F.

R mEELILRES d, 5S04, 0J4
K R i 45 R B, AP TGF-BlA kKT
BT 2m B B T 535 80 2.5+ 3 (ALT: 91.83 U/L
+21.47 U/L vs 47.67 U/L£12.79 U/L; AST:
208.67 U/L%32.36 U/L vs 75.17 U/L%11.96
U/L; TGF-B1 mRNA: 7.48+1.51 vs 1.21 %
0.79; TGF-B1& @: 6.11%+1.11% vs 1.26%
+0.64%; T 15.06%+1.17% vs 3.94%+
0.46%; 34 P<0.05). e ¥ FLIKET d, 5
SozAai, OJA K R kit & %I I8 AR
#—F I H(ALT: 178.83 U/L+46.25 U/L
vs 44.50 U/L£9.97 U/L; AST: 461.17 U/L+
88.48 U/L vs 76.50 U/L+12.39 U/L; TGF-BI
mRNA: 11.98+3.05 vs 1.01+0.52; TGF-B1%&
B:9.97%+2.84% vs 1.68%+0.71%; AT
23.49%+3.35% vs 4.31%%0.67%; ¥1P<0.05).
BRIL-1038 97 J&, 5OTaAamt, IL-1028 K R,
o4k FFAL R TGE-B1 & KT BT 40 i
R B EAK(ALT: 94.17 U/L+20.02 U/L
vs 178.83 U/L£46.25 U/L; AST: 257.83 U/L+
56.53 U/L vs 461.17 U/L+88.48 U/L; TGF-B1
mRNA: 7.05+1.15 vs 11.98£3.05; TGF-B1
&8 7.06%+1.32% vs 9.97%+2.84%; A
= 15.08%+1.69% vs 23.49%+3.35%; 3%
P<0.05).
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DRI 453 407 o R v T AR, 2 AT A
T B2 —, AL A E K T
B1(transforming growth factor-B1, TGF-B1)X}
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[£[Roche Diagnostics 2\ 7).

12 7%

1.2.1 428 Wistar & KE30 - BENLI A BT A4
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PrimeScript™ RT Enzyme Mix 1 1.0 uL, Oligo
dT Primer 1.0 pL, SARNA 1.0 uL, I ZRNAJ#E/K
2 RAARIN20.0 pL. 37 “C/K¥E15 minJq, 85 C
IKHATS SKIE PGS, =) ET-20 CUKA N
18 H; B)PCRYHY: NS KL B-actin: L5114
5-GGAGATTACTGCCCTGGCTCCTA-3', Filf
514%)5'-GACTCATCGTACTCCTGCCTGCTG-3,
P =YK 150 bp. H FIFEKTGF-B1: 5|
¥)5-AGGGCTTTCGCTTCAGTGCT-3', Fiif5l
)5'-CCATGAGGAGCAGGAAGGGT-3', §" #47~
YIHKCEE141 bp. VAR FRH20.0 puL: RS9
0.4 uL, SYBR Premix Ex Taq"™ 10.0 pL, dH,0
7.2 uL, cDNARR2.0 puL. 460t 95 C s
PE10 s, 60 ‘CiE K20 s, 72 "CHEHI20 s, TL45/ME
IR, TEIR K BOBUCR R et 2005 . 45 AR5
AACt = (SEERZL H ZERIC OE- LI 4L ) S0
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APV TGF-B1 mRNA KL K FHBAK. OF
S Bt A I A S LI ) P G, AR L2
TGF-Bl mRNAK LKV 2¥ T im A5 TS0
Y, 2 A Gl L (P<0.05); TL-1041 4141
PTGF-B1 mRNAKF AT O, 257474
TR X (P<0.05, %2, K2).

2.4 AL TGF-BIE & 69 Ak ot PHIEG R

38 3 4 AT 20 8
TGF-B1 89 £i& @
BVl IR R
&% T BT B
it A2 o 64 AT 4a e
.



1776 ISSN 1009-3079 (print) ISSN 2219-2859 (online) tHFENGEAFTE 2011F65188 198 F17H
LGRS A xR 1 BEARBIBEALT, AST, TBILFIDBILKIELLE (mean +SD, 7 = 6)
AP R KR
RE B AR, ALT(UA) ASTIU/L) TBIL(umol/L) DBIL(umol/L)
B aA-E-107T pariil
ey 3d 7d 3d 7d 3d 7d 3d 7d
TGF-B16 & ik, SO 47.67 + 4450 + 7517+ 7650+ 5.36 + 6.44 + 3.69 + 478 +
*"’fg*fg"?%’i 12.79 9.97 11.96 12.39 151 1.93 0.98 142
B ém 8. ) ol 0JA 91.83+ 178.83 + 20867+ 461.17 % 7246+ 10928+  61.16« 95.79 =
ENE Vil
21.47° 46.25° 32.36° 88.48° 11.35° 22.68° 13.85° 19.00°
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Cycle Number

Cycle Number

2 BEKXEAG7 dFFBELATGF-B1 mRNASEEFSLESY IBHEL. A: PCRIIEMEINEE G D, FFHZTGF-B1 mRNA
SrEfiE; B: PCRYIMIEINESGL 2, P TGF- B 1 mRNASERIL.

FRBEOHIORL, A7 T4 M5, SOZLA G %I S
S 2R 5 AT WL/ ) A0 M S P R I OJ4LBE
FNE R S5 U T I K, A S5 4L 2R B
0 0 23 BB T i HA s SO, 2= 4:
T2 X (P<0.05); TL-10Z41 20 23 BH I 40 i 2
IRRHRARTOI4L, ZRA G = X (P<0.05,
%2, 3.

2.5 IFm e A L SOALA G 85I T4 20
Y] W B TS . O T4 B A6 JIH ST 45 3L
N TR) () 2B, A TS 40 3 T 4 H50Z 7 v L
BIm SO, %= AT 4824 X (P<0.05); 1L-10
SR R T FR B0 AR TOI4l, 2= R gt
7 (P<0.05, %2, Kl4).

3 T
JFF 3 il T i 2 A0 L 9 R () B T B A

Wi 55 40 L0 0 v S, Ok R 2 1 IE
P 22 BH, JH 2 PR R T A A B B T ) i e
R A AR . LA A0 R T A
(RIIA YT 77 1) H 25k R AR RHIE 504505 1 44
USRS RG 9 4 AR OR, KRR R R A 4
$L3 dJe, B BLISS HALTAIAS T B 7+, AT
Y ZATGF-B 1A A4 B T 3, 22
AR JG BB TRIMG AR bRt — 2D T, P2
TGF-B13IA 5 A4 Jo i T2 [ 22 0. itk
AT DL, A BRI AR R ) A
JAT, AFThRERATPERZ 17" IRk, R RRI4h T
AN YR ST 15 e, ] SR A 50 BEAR )96 7 AR
TL-1042 —FTh240 i ™= A 1) G i 1 15 11 4
A7, 762 R gt R A R IR, TL-107] B
SR P A TR IA Tk R I s 4102022,
IEFFURIR, TL-10m it i 2R TGF-B1T
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B 3 BVBAKRBARGHFLALRTIGF-BIHITRIAISP x 400). A: SOHAJE7 d; B: OJHASS3 d; C: OJHAJST d; D: IL-10HAJ57 d.

4 BEREASHAREVETERTUNEL x 400). A: SOAIARET d; B: OJAE3 d; C: OJAF7 d; D: IL-1041K/57 d.

FeIk iR P 25 L T T, Shisk!
W R ILAMEETL-10 0] 30 3 # HF 41ZA TGF-B1
(02T T A FF AT AL, A, AR w145 PP 5%
R IRANIFPEIL-10 1] LRI K R Sk i 3R 28
PRI ST AN MIPR T AEARSER , AR
PUAE BELE B K UM FHIL-10¥897 )5, S5 0T41H]
bb, FFA1ZATGF-BIIKIZR A B W 2 T FE, 4 i
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A A S BEL 2 S JH 4 0 1k i s I
BERIE, IX T BE STL- 1040 AP AT GF-BIR £
A G, ARSI R, 315 L& RIIL-1025 94K
T 21 2 A 122 DL R E R A A LA S R
i N R B A RIS HH AT RE S5 M TL- 107 Wi
THL, B, 7EIL-103697 AR B8 A JG3 dEUH

iR EE
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WX AR, &t
VAT 20 i B = A
e 508 7 WA
A — Y
e AR L.

1EH FFHERR, TGF-B1 3228 i i 552 P4 R 40
FESS Sh 0 B AN AT 2 FE 40 il (hepatic stellate cell,
HSC)FRIAEP, MR AN B, AFAHSCK
e e S S BN E B S YN =) R A WS i |
HTGF-plRKERIE, M, HAI P TGF-B1 3%
ML ITHS CHIEP . 45 I HFEPS I 5T R B0,
AMIEVETL-10 1] LA 1 P 3 56 40 i 15 5 MTH S C
BRI, AN, Shi%POFoT & W, SMETEIL-10
AT LA A A 55 7054 T H S CRIATGF-B1. fH
TL-10/2 75 38 i F0HIH S C 1) 14 5 % Ak 10k i s 2D i
HIRTGF-BIMRIE, MFFdE—Pursk. [N,
TG0 L DR R R AR R e, At A R R
T34 2 5 TL- 10504 BH A4 B 4 B o T () 4
H, WAEAHRANTRT.

B, AW FRAT L% 2R BE P 2 5 |
JH A 2T GF-B1K 5t 2T SO 40 i 07 738 hn i JH
IhEesz B, NHIL-109697 5, 40 M6 RS2 45
JH- Dy RE 4145 21 1225 (1 253, 1X ] g SHIL-10F%4IK
F LA B P20 2 TGE-BLI R IA A 5.
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Abstract

AIM: To investigate changes in the expression of
fibrosis-related genes and proteomic expression
profile in rat hepatic stellate cells (HSCs) exposed
to the cocktail to explore potential anti-hepatic
fibrosis mechanisms of the cocktail therapy.

METHODS: After HSCs were cultured in vitro

and exposed to the cocktail for 24 h, the expres-
sion of TGF-p1, MMP-2 and TIMP-2 mRNAs and
proteomic expression profile were measured by
RT-PCR and SELDI-TOF-MS, respectively.

RESULTS: Compared to control cells, the ex-
pression level of MMP-2 mRNA significantly
increased (0.094 £ 0.051 vs 0.023 = 0.056, P <
0.05), and those of TGF-p1 and TIMP-2 mRNAs
significantly decreased (0.301 + 0.025 vs 0.503 *
0.042; 0.719 + 0.03 vs 1.204 + 0.418, both P < 0.05)
in HSCs exposed to the cocktail. A total of 176
differential proteins were identified between
control cells and treated cells, of which 32 were
up-regulated and 3 down-regulated.

CONCLUSION: The cocktail therapy exerts anti-
hepatic fibrosis activity possibly by regulating
the expression of related genes and proteins.

Key Words: Hepatic stellate cells; Cocktail therapy;
Gene expression; Protein expression
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ik %

BH: BFR A RIE T &K BT Z K 08
(HSC)#y &4F e eAn X A W £k A& Giga) &
A, KA A RIB IT ik BT 4 A AR R a9 bR

Fik: BEIEAERN K KHSC-T6w ks, R
A ¥ & FRT-PCREAN 42 i P TGF-B1.
MMP-242TIMP-2#9mRNA & ix K-F. & A
SELDI-TOF-MS# R4 #THSC-T6%m it % & B
6 T,

5B HSC-T6%m e 223 BB 4E A &, 5+ 18 m
AAEMMP-2 mRNA £ A K -F B 2.3 5% (0.094
+0.051 vs 0.02340.056, P<0.05); TGF-B14=
TIMP-2 mRNA & i& K-8 2 54%(0.301
0.025 vs 0.50340.042; 0.71940.03 vs 1.204+
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0.418, 3P<0.05); X BIBAE R &, £k 2 F24%
AL ey BZaA3SA, BiE32A R LiRe &
8,3k TGRS,

SRR M RIB T B0 LT AT e ACAR R T Ak
WAL AR K IR B Ae B G 0 R E AR AL

REEIE: FFERMAE, BRI T BRI, BRRA

BHE, £y, Blt, O, £S5, BELTAVASFE2RDI
WA B RERTENEBENTIN. BRELNBURE
2011; 19(17): 1780-1784
http://www.wjgnet.com/1009-3079/19/1780.asp

03I

&4 0 1k, KL a7 o= BAR IR YR YT
T7 5. ZARER LT YA I 298 ST /AR 2
R PIR AR SIS Th B T — @ 9T AL, FEA
FEHIHIH AR 41 (hepatic stellate cell, HSC)f#)ZY
Wit EY, VR4 B A i (extracellular ma-
trix, ECM)AIAI A 711 2920 B pe 1", bt
RFIFIE, AL AR 2EH W2 LT i 1
PO T YEAL 25 W7 S PR R AT 238010 T PR TG R
RORAR 22, 3K T BRI T B 25 4E AL 259 1) i
PRI FHRIIG T R RO BT 4F did it — R A E A%
12 KR, VF2 2990 TP 2T 440 7E
AT R — BT RO AL, AL YAR
SN K F IR, ASE IR Rk,
VEF T I AR YA R A R REAN TR IR Y . BB S 2
VIR N HI BN 2 11997 (Cocktail), BABHIETF
Pl R, IE BRI IE ) H 1K, AR P
EF YA S T T ).

TATHT AR BG4 SRR W, 4R (tau-
rine). KK T ILRFR T TR (epigallocate-
chin-3-gallate, EGCG)F = ¥2 4L 7 ¥ ifi (genistein)
=AY H IR R R R vk AT UK B £F
Yefu e U ARSER ) B 2 R FRT-PCR
VR AT R ST VR I AR 4l fUARH S C-T6
YA AT I R B A 2B KA FB1 (transforming
growth factor-beta 1, TGF-B1). J&ii4EE A
fi2(matrix metalloproteinase-2, MMP-2)F12H £1
4 )& B WA R F2(tissue inhibitor of metal-
loproteinase-2, TIMP-2)&IA 52, JFIH
SELDI-TOF-MS$ AR /3 HTHSC-T6 £ H 1% (¥ 221K,
DA — DR R 7 B 1 4EAL R L.

1 #RIFE
1.1 A4 FFELR 41 R W HSC-T6, J3SV40H; 4y

www.wjgnet.com

SD_KFHSC, A7k A4, L8 A TEAHIHSC,
FATYEA R k. g ) VG B RE R 7 24T 22
Frims. EGCGVY ISR h S Am A B kA
F 2y #]); DMEM(Gibeo); I (Hyclone);
TRIzol(Invitrogen); 1% 3R A & (Fermentas);
taurine. genistein. i AFERE(DTT).
iR % (Urea). H&EMR. MR EF K
(Tris). 3-[(3-MHMELE - — L HE]-1- i g
(CHAPS). T LR e (SDS). fillk. —
IE T3 (TBP). pH3-1099 1 A g ot ik
(Apotinin). ZJi§(Acetonitrile, ACN). Jo/KIi R
BI(NaAc). =FLIR(TFA). £ LIENRIE £ fif
IR(HEPES). pH7.4W5MR 2% M (PBS). HPLC
K. 88%MME . 950 mL/L Z. [ 44 T35 [ Sigma
/A7), 2XPCR mix(TaKaRa). CO 557746 (L H
Thermo); I8 5k 5.0 HL(3E B Thermo); AH 213
BB (1 [E Zeiss); PCRAY(ZE [EBio-Rad); #%
T e 1 (A By ) e AR 43 AT &R 4
(3£ [H Bio-Rad); K& KX (3 EBio-Rad); &[]
O TRAT I ) i 43 (Ciphergen /A w]), & 11000
JrCM10(Bio-RadA ) .

12 Fik

1.2.1 23 KA VR ORAE T AR KA 1)
HSC-T65Z 75 5 BT 100 mL/LJf /- L7 ¥ =
BIDMEME:; J2WH, 37 'C 50 mL/L CO 41 F
Fige. Al 5 R BRI, 2.5 o/LIHER 1
AL JEAAR. BRI SEI /e BB E K4 i
FRIEAT.

1.2.2 448 43 % B2 RS 2 P9 4l (taurine 60
mg/L+EGCG 70 mg/L+genistein 14 mg/L), 7|4t
23 L SCHR B T A

1.2.3 RT-PCR*# M TGF-B1. MMP-2%TIMP-2
mRNA# F A KGNS X 107/LEEFHT-50 mL
Rige i, oy onh BEALRIRG R 41, 59712 h
S, X0 A X RV B SRR AR SR 7R 24 h. R
M TRIzolZ M40 b MARNA. HIZ IR 5
D2 A E RN AT 5 A, RUEA 160/A 550 =
1.8-2.0. BXRNA 5 pg, KHM-MuLVi¥i # % i
W H W 5 Bic DNA. HAENCBIfGenBank 4k
Ky 5 BAT k519, 5190754 B-actin: FP:
5-AACCCTAAGGCCAACCGTGAAAAG-3',
RP'": 5-TCATGAGGTAGTCTGTCAGGT-3', j**
YK 240 bp; TGF-B1: FP: 5'-ATGGTGGACC-
GCAACAAC-3', RP: 5“TGAGCACTGAAGC-
GAAAGC-3', K% 329 bp; MMP-2: FP:
5-TGGAAGCATCAAATCGGACTG-3', RP:

W £ E
RAEFEAE
LAY U I TR A B,
HFEERNHBEH
) TP 3 1E 4%
FF 45 240 69 T A%,
Fo % e, GBS
JE K R TR & A
KeELEFRYE
X B 4 e A8y
FRA I, HIE
JA A — &6 W R
YER.
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[ I A B c
7 L AE o K ak
L, RART-PCR bp
ERMBAEE b b 600
A K ST Z K 288 MMP-2 288 200
JHHSC-T6)E
TGF-pl. Mmp. 300 p-actin 30 TGF-B1 300 TIMP-2
2/ TIMP-2# 200 200 B-actin 200 B-actin
mRNARZ K 100 100
-F, #] A SELDI- 100

TOF-MSH R 5 #7
HSC-T6%m e 4%
G B T4, 3
— F IRt a8 BiA
JF k0 ST AT 4
AAE R 89 PUA .

1 JEREIERBHSC-T6HIMMP-2, TGF-B1RZTIMP-2 mMRNAZRIAEIZRY. 1: Marker; 2: XHB4; 3: X R4,

5-GCAAAGGGCAAACAAAGCA-3', =K
527 bp; TIMP-2: FP: 5-CCAAAGCAGTGAGC-
GAGAA-3', RP: 5-TCCCAGGGCACAATAAAG
TC-3', WK JE: 262 bp; PCRY HECcDNA, 444
Ji: 94 CHASTES min, 94 ‘CAPE30 s, & HiB
KILEMMP-2455 C; TIMP-2. TGF-B1J
52 °C)30 s, 72 CHEMH30 s, 72 ‘CLEMI10 min, &
FL30/MIEIR; FTAPCR“WIAE20 o/LEhHE:
K, B S R G4 B, Quantity OneX
P AR, AP AE LA 7= ) 5 B-actin R FA 43
W JE (A HE R R,

1.2.4 SELDI-TOF-MS4#7: WA IR 41, &
R P AR, IO N 2 AR R A, DO TR A
ARAS s X2k, VK EF#E30 min, 12 000 r/min
4 °C #0260 min, BU/b b e SR IR,
LR BIE W 25547 T-80 ‘C & H.

#30 pL EIRFES 90 pL CM10 Buffer,
100 pLin Nt v &AL 2 TR 4 b
PL200 r/min& 0% & 60 min)o I, SEFLIN
200 pL CMI10ZzM, 9% %5 55 min 29K, &a
5 H 120 mmol/L HEPES(pH7.4)¥kuk, W15
. S A EELAR 2K INSPA 0.5 uL, 29k 18] AR
T

JFEAN S 5% O sR 220, REBUES,
PEALTEHI800-20 000 /5t fif LU (m/z). 545305 v HX
1 A —IEH NEEN S, SR RICVS
10%. #FTHALLINONEZ kbRt 15 Fr L IF,
RGN 2 <0.1%. JR4G %S LiProteinchip
3.0ATZIE.

St F A SR ERE MG N
SPSS13.08 AT G vk 40 i, Hidli ¥ Limean+
SD# 7R, 1A LR A %, P<0.05% R A7AE
Goit g . B ARIEM G 0T K H Cipher-
gen Protein Chip# £f FlIBiomarker Wizard 544X}
O R AR A5 21 1R B 11 JTOMD6S 2 i R B 1S Ay

A60
40
Zow
; =
5000 10 000 15000
B 60
40
20
0
5000 10 000 15000

B 2 {HESEESELDI-TOF-MSEIL. A: X HRZH; B: A5/ 2ir4H.

Eb S i F B A2 P R B AT AL B, HBiomarker
Wizard Software3.1 ¥ fffiBiomarker Patterns
Software 4.0. VA Hl BEAT A OCHE 70 A, LE
WA 2 R) R T S PN, P<0.05 B A Gt
FEX.

2 BR

2.1 % REXHSCHTGF-p1. MMP-2&TIMP-2
mRNAZ A 6% em S LA, 3R 4Lm
MMP-2 mRNAKIE BT &E, 206 %0t
2 3(0.094+0.051 vs 0.02340.056, P<0.05); 1
TGF-BIAITIMP-2 mRNAZIE W] FEIE, 204
it 3(0.301 £0.025 vs 0.503£0.042; 0.719
+0.03 vs 1.2044-0.418, P<0.05, &/1).

2.2 SELDI-TOF-MS % #7 % & & 649 AL LK)
B 176F0 a7 Jot Lo AS 7] (1) 8 1 0, L5 00 BR4TAH L,
XS REH G, 32 & EIRMmAELL L, A3
AMEA NG B, A7 EAS 798.33,
6499.74, 6 896.73 %18 110 ) L8 173.96.
4.22. 4.28f%(K2,3).

3 e
H A7 A A EC M & 38 22 F1 e i B U B 41 4
AR A R R LA, A IR 4l 2R b e A
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B, F. BB AN AR E2RBROA4HBRERTANETENFI0 1783
A40 MZTIERIAIT6 mo/F M HITIMP-2/K YL W& R £
» O BAEC, T L, FERFREAL IR MENFRRRE 0 o
10 5795.4+H B B M P TIMP-2[ AP B B B 7t P, #F HSCH#ITGE-BI.
6729.2+|F897.0+H NN . e - MMP-24=TIMP-2
= I R THEHSC-ToJa, FATRHRT-PCRIZAL  symrNA £ i
°0% 6500 700 JIMMP-2FITIMP-2[(JmRNA %Kik, 45 RAM, 5 "Z 22 j:é‘ ii ’@‘
- AIATLEMMP-2ft &I R B E, WTIMP2 3 0000 5 7 ¢
N s 5T B PUEERA TS R T il g B R
20 I TTMMP-2/TIMP-2 [ 3R35, T R AFEPieT it
10 732.444§0%8.8H HI7ER.
0 6 000 6500 > 000 JFFJUE 2 2 B I AR, 0 A

B 3 REASTMNEORNEZEBFEURSE, XD FR
295796, 6730, 6 898EI3TRAE LIAINER. A: WK
/H: B: AR,

HECMIII A il AR I B A 1A, 2T A 21
Y ah A AT IR, & TR R S0 R 13
HECM G il BEAR 1) A TS 2 T 7L K W,
TGF-BUESRA I I EET A g i R 112, ZEJT
YL RIE ] B 2, W EH S CIR i A
th, (FECM A 8 2, Bk, JEA7ELE IE Rt
TN, AR TSRt HERE R ZEFRAT 10
WFFT 24, A8 R T FHSC-T6 ), 5 xf 4 EhAs,
TGF-B1 I mRNAKIA & I WK, RS
X, BRATTHE TS R T ) G T I T GF-B 1
IR R AEBUT A 4EAb 1 .

MMPs £ ECM P& 1) 121 R, 1L TIMPs
R AMHEIMMPs, BHIEECMII B, M ek
LTk T AL, MMP-29) R BT /N B 7
PE I8 40 PR RN G B AN B R R R R .
WFFTIN MM P-27E £F 4E AL I B, 1T 8 Al
PRRNT AT ALK AT 310 7 A1, 2R R} A0
WG R I, 0T 5 40 T i #2 MM P-211)
FERFRIL . HEARIE LS & MMP-2
(1) 2 15 55 il 5 1k A T 7 4 Ak 308 4 3ok 0K 97 B
%, BEIAMMP-25 IF£F 440 It & A R R 2 D) AH
K, M TIMP-2175 FF4F YAk & Ji i 72 vh A 1 58,
MMP-2/TIMP-2[FJ LA T B 15 AR R F= FTHSC
H, TIMP-2AN3R1E, HSCHGE )G TIMP-24 1%
. T AR TURIL, PHBY R B Eh nT i
T GF-BIAITIMP-23 32 1M i 2k B T 4 Ak 1) 3
BRSSPI R IR R I TIMP-2
[R5, W] ) SR MMP-2 (5 1, BRAG IV ke 5t
FERF AR AL TR, JkE I 2T 4EA0 I R . I
RIFFCR I, RETRFE AT 2N T R
B S I TIMP-2/KFAE6 mo i i & T,
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ZUE I MSELDI-TOF-M SHFFT 1] 31284 2 1 1
FME TSR 21, RO T2 Witbs &8 m, 2
PR HAE VLA 45256 K H SELDI-TOF-MS$:
ARAFFEXG R A H G HS C-T6 )i 5 1% (1) 42 1k,
RIVHSC-T6M & % K A T W R o, 4732
A B2 b, A3 EA AL L.
DX R TP 1k AT g T o X B R IA AR Ak,
MNTTIE BT AT Ak (7
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Abstract
AIM: To perform a proteomic investigation
of the effect of celecoxib on Helicobacter pylori

(H.pylori).

METHODS: Total proteins of untreated and
celecoxib-treated H.pylori 26695 were extracted
and separated by 2-dimensionals polyacryl-
amide gel electrophoresis (2-DE). Differential
protein expression was detected using comput-
er-assisted image analysis. Differential proteins
were identified by matrix-assisted laser desorp-
tion/ionization time-of-flight mass spectrometry
(MALDI-TOF-MS) and matrix-assisted laser de-
sorption/ionization time-of-flight-tandem mass
spectrometry (MALDI-TOF-MS/MS). The levels
of mRNA expression were measured by real-
time polymerase chain reaction.

www.wjgnet.com

RESULTS: Seventeen differentially expressed
spots were detected between untreated and
celecoxib-treated H.pylori 26695. Seven spots
were positively identified as three proteins: heat
shock protein 60 (HSP60), elongation factor TU
(EF-TU) and gamma-glutamyltranspeptidase
(GGT). The protein expression of HSP60, GGT,
and EF-TU, and mRNA expression of GGT and
EF-TU were down-regulated (0.07 £ 0.06 vs 1.01
+0.16; 0.31 £ 0.13 vs 0.98 + 0.01, both P < 0.05),
while the mRNA expression of HSP60 was up-
regulated in the presence of celecoxib (1.85 £ 0.26
vs 1.07 +0.27, P < 0.05).

CONCLUSION: Celecoxib could down-regulate
the protein expression of HSP60, GGT and EF-
TU and mRNA expression of GGT and EF-TU
in H.pylori; however, the mRNA expression of
HSP60 was up-regulated. These results suggest
that celecoxib might interfere with the pathoge-
nicity of H.pylori.

Key Words: Helicobacter pylori; Celecoxib; Pro-
teomics

Gao PP, Wang WH, Wang ], Li J, Dong XH. Proteomic
profiling of Helicobacter pylori treated with celecoxib. Shi-
jie Huaren Xiaohua Zazhi 2011; 19(17): 1785-1790

Tib B
B H9: 3R i 4 COX-24 4] 71 2 3 5 A7 x sy
IVRAT B (H.pylori) & & TR 4889 % .

Fik: R #IR 8k KRQ-DE)» B EEEH
4 B AT )G WO H. pyloriAR FE#R 2669542 H & &, 4
FkBREE, B o R R 5 £ 5%
A, KRB OL R Y B AT R 1) R
(MALD-TOF-MS). % B i (MALDI-TOF-
MS/MS)4#7 £ 7+ % & ; SYBR Green | 528 E
FPCRM T £ 4% & K B b9 £ L T4,

GER: EEBWNIIG, Hpyloriks /26695
ZIMNVINE G Rt SR EA £7F. INRE R
5547 B| ST, 503 A H pylori #9358
b fi: #4K & G 60(HSP60), BrgroEL, %t Af
B F(EF-TU), 4 BL4% K H(GGT). 5DMSO
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HFRENBHE
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mia £ 88
Wang ¥ ot % &
I, hIPFETF
T, 8] I Ak A
AR Wi 3 A )
H.pyloritg £ K,
42 & H. pylori s
AT AR,

ERE A RRARIL, ER G M LE G HHpylori
HSP60(groEL). EF-TU. GGT#&iA Fifl. Sat
% FPCRA % 2.7, %HH pylori EF-TU, GGT
A A A9mRNAK-F 41%(0.07£0.06 vs 1.01 £
0.16; 0.31+0.13 vs 0.981+0.01, ¥#1P<0.05), 1 %
#H pylori HSP60(groEL) 2 B #9mRNA /K- 3%
m(1.85+0.26 vs 1.07£0.27, P<0.05).

i REFH @i TEHpylori EF-TU,
GGT mRNA®M E A BIKLE G R, ™
HAHSP60& & Ft 2569 TRAMERA RA &
EmRNAZFRF. EEEHTHBTIAY
H.pylori 8.J% 48 % & & 0 £ 35 %0 F MR .

RERIA: W TR ERER; BEHRA

SIBIE, TR, T8, =T, S, EXSHMNHEIRNEE
BRANSIN. HRE BKAE 2011; 19(17): 1785-1790
http://www.wjgnet.com/1009-3079/19/1785.asp

0 51

AR AE &8 751 4 245 (non-steroidal anti-inflamma-
tory drugs, NSAIDs)I¥J i [ THEHT B& (Helicobacter
pylori, Hpylori) B4 5 IR L& W, — 353
[F) A 75 I 0 P 26 FBE 1 8005 1 A 380093 AL 1 i AR
WA, Sl H AN, HopyloriFINS AIDs e $5(
AR E N O S B R 2, AR, EE
WA B, NSAIDsHIH, pyloridt RIAELE A
]t G M AL py Lo () AR 40 27 1 R 2 30
PER A . /Y AR SN o, Bl A DG AR
I FE 2 1R C O X- 241 il 711) 28 3 5 A n] 5] 124K
VNI py lorif B, JHIH pylori R % 1
F A B R IR, AR pylorilf i)
71, SHIH. pylori®) B ¥ b R 41 bk A G S41 i
(RGP, B 2P MBI s, 2 38 A 1] B AR
Hpyloritfi £ F A (flaA. flaB)mRNAZEKIX, #41
JRZ M KN (ureA « ureB) MM 2 FE N (babA
sabA - alpA- alpB. hpaA. hopZ)mRNAZEY,
H.pylori 305 N 10046 5 @ MAH G A 1. &
JEEA0 ARG IR 7~ S8 I AT S TR TR 146 %2
Tt 52 2% 1A 8006 IR 70501, g AT T it 2 3 A k)
H.pylori Z MEUGR N 1 K BURTER W, AR
I B 1 A BRI 9T 58 3 8 A A B S Hopy lord
A E A AW AR, B R ZE S A A
H pyloriBUiAHCE H 52, K BIFINSAIDsHI
H. pylori SLIRIFAAE I B0 E X BUR LI .

1 MRRT5E
1.1 A4 FrUEE KA, pylori26695(1E 1 American

Type Culture Collection, ATCC) 1 [F 5 T
2 1l o0 A G 3 ST A ) ke o v B S
FES A AL TR WSO R b0 E I, T
L AR(DMSO) 4 .

12 F ik

1.2.1 s &5 B AE AR IR A K R P
H.pylori26695 K5 nl#AT170.01 mmol/L7E
SELFAT e F L (DM S O) (ZE 3 85 A7 11 ¥ 1
SHDSMO, Ui PA R A5 FE D SMOAE X i)
FEIE0T (171 000) A G A RS IR, 37 CHl
TR R, 25 FRIKT0 v/min, 853524 b,
PBSYLS HEARITIE3IX, 4 °C, 4 500 r/min X 5 min
B0, 75 LG, 4.

1.2.2 RIBAREZ G BFARTTTE A IDIE & 2
fE, TRATJE VKBS min(EE 2 s, [HIF@3 s),
T SRR, IMAN10 mL/LER (A B0 vk - 7e
I3Z4#1 h; 4 °C, 35 000 g 15 min .0y, F i &)
BCA I & £ 11 0k L

1.2.3 Z 2wk GHEMHEEF)RH18 cm.
pH3-104E 4 PE T 47, AR 150 ngd
/4%, B SR HEA (Amersham Biosciences)Fi /¥
49: 20 “CERIME AL, FFLRESO pA/R 4%, 30 V.
6 h; 60 V. 6 h; 100 V. 1 h; 600 V. 1 h; 1000
V. 1h; 8000 V. 10 h; ZEHZEVhT 8 000. H i
SIAT P 5, e R D 12.5% 11 58 A A
ket ie, HEAT 55 - TSDS-PAGEHk: 25 CH
B4, 2.5 W/, 30 min; 18 W/, 4.5 h; 4R %e. LU
ImageMaster 2D Platinum5.04) 74X f/:(Amersham
Biosciences) KAERIG. FALFE M HBTAATIE,
[F] — ) % (1) 3 2H B 1 R il i 2 e U A, RO
LRI 25 5 5, i ImageMaster 2D Platinum5.0%%
PR T 3R AR (1 R T AL ZE R L, B
2-DEfi FUCHC AT 5 8 R R 1) 1 20 L n sl
K2 /D345 0 2 e ite, DIBCPAT I AR — 3
2 5 5, TR (Sigma) AT 12 Y .

1.2.4 Frig%w: ABI 47005 54 Bhiso's i 2 fii
M1 RATHS 8] i (Applied Biosystems, Foster
City, CA, USA)/HHT, Nd: YAGHOESS, 335 nm,
200 HzBOBBEUK, B85 ik — 20508 73 4, A H
GPS Tk 5 (GPS Explorer™ v3.6, mascot v2.1){#
HENCBInr£ i i, 454 R ek r vk K EAH
I P A H T AT o 7 R DUHC R B
(1) 2 > AN B IR 7 41 1) 75 3 S SR B A T i
CIEEHINEAS P

1.2.5 %6502 SRT-PCR: ;5748 hify
H.pylori26695, X FHTRIzolAFIFEHURRNA, £

www.wjgnet.com



255, & 2FEMNHU IERTEEBRENIN 1787
1 EEESMABEH pylori WA #E E
26695BHRRENER. A1 AMTAAER
DMSO%; B: ZE3E7H4H. & FH. pylori

R 1 Hpylori26695 HSP60(groEL), EF-TU, GGTRER
ERS | ERRES

S|¥2FR BEBRE5—3)

groEL-F CGGTCATTTTCTCAGCGTTTG
groEL-R AAGCTAAGGGCATTGAAGATGAA
EF-TU-F CGCGCACTTCCATTTCTACA
EF-TU-R GTGCCTCACATCGTTGTTTTCTT
GGT-F TCGGCAGCGATATGGATATTC
GGT-R GCACGCATTTGATCCAGATTT

16S rRNA-F GCGTGGACTACCAGGGTATCTAA
16S rRNA-R GGCGACCTGCTGGAACATTA

AN VLD ERN AR E . BIRNA 2 pgisf
sk, 51t R Primer Express3.04k
(Applied Biosystem Perkin-Elmer)(#% 1% /7
FIILAT), SRR A e 45 A, Al R
60(heat shock protein 60, HSP60) mRNA. 75%
Pk K (gamma-glutamyltranspeptidase, GGT)
mRNA. ZE{H[AT-(elongation factor TU, EF-TU)
mRNA. HZ16S rRNAKIL. §H%f1: 95 C,
10 min, HZE1E; 95 °C, 15 s, 61 °C, 1 min, 40N
P, R £95 °C, 155, 61 °C, 305,96 C, 15 s.
K2 mRN AN R IA .

i F AR TR 45 R Dimean+SD#R
7, KHISPSS13.05 v A FREAT RS FEA ALK,
P<0.05 0 Z5 A Gt # R

2 BR

2.1 2-DEB#5#1 E R &4 & AT EH. pylori
26695 DM SO FZESEH A 21 b 43 ) v ] LS il
F1 614, 1503 MR, W HIKIRIT & & E
J ) FE 8 p T AIM W 23 A 95 R U RD, 43l
3 560-9 720 Dafll13 380-98 430 Da. #§#£12-DE
BT AR, R TR A REAR Lf S, (R4
RS A 22 5. DA AT AR BEFE iy i 3477
ZE S IR A RS o R R E S, R
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b 5 DM S ORI 22 57, VIHASFATHE i
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(B X A4 1 195%, H.ZE /DA AR B 4>
>5088 — MK AS>60 0 158 A, 7N E AR
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N TR BT S 2 Mascoti¥ ZNCBInr & JE 5 R
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v R I 4 T v b 4 B B0 PR AT RE R OGN
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[%1%39.6%. 68.4%(0.07+0.06 vs 1.0110.16,
0.31£0.13 vs 0.98%0.01, P<0.05); H.pylori
HSP60(groEL) & I AEFImRN A A 7K 114 i
72.9%(1.85+0.26 vs 1.07+0.27, P<0.05, [£]2).

3 e

IR Bk HINS AIDSIFH, pylori &4 15y & L,
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FEEAET, LFENECOX 29k 7] 28 3 H A ) &
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P ARG R, T AN TR AR PR [ U T e
00k MO B LR, ASHE SR ] 2-DER A L
FEE AT R IR S5 H. pylori % W (1R IE W %

EF-TU. GGT#
mRNA %%, Eif
H.pylori HSP60
I mRNA K&,
TRH.pylori
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EF-TU. GGT4.
®E, AKf TR
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VElES
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R X AR EL 1070 HSP60 ™ 397869 5.6/31866 47
E3L 1255 HSP60 ™ 397869 6.9/25008 41
542 EF-TU T 2494256 5.9/52917 42
627 EF-TU : 2494256 6.3/48183 37
768 EF-TU T 2494256 6.2/41888 41
1349 Chain B, Crystal Structure of H.pylori ~NE 2314270 7.7/17905 52
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groEL EF-TU GGT
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GGT mMRNARMEITRIAE. £<0.05 vs DMSO4.

i, WE T 3R EUR AR OCE 15T, RIHSP60. GGT
Ko sk R S  IEF-TUR I R A28,
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FH R30I AL 1 B3 LAl
BATHI T AW 7L 45 K 2R, 0.01 mmol/LIF)
SE B AT TR, pyloriff K, (BRS040

FHIE, 259 FE 40.05 mmol/L, kG 76 S 26 5
(1 Je3 3 A mT e By, DRIk, BRATTHEM, £E RPN
e 0] LA B LR pylori HSP60. GGT.

EF-TU# 131K IR EE, ARAT) 5 44 P9 ik 56 3 —
RS AT IR, T ZE SR AT 1R X A
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PIM G, ZPTHSP6OT) 5 B BT A H20 40 21 5
H.pylori % MKN4S [l (¥ % b 0 5 Bt
GGTRAFAE T IR A 1 — P AL IR 75
YEF B, AT IR 2 3. B SE Ak R i i 25 &%
FRFAE, 225 0y Wb RSOt A2 4 Sk B i B
(11 5 4771 G G Tl i 155 40 i F 350 42 G
IAE TR 40 M PR S 58, BETT IS5 CD4" Ttk
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Ry A AFTTR IR, JE Sk A b B S H pylori
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1) G B T A0 R B A 1 T R g
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T RN b PR A1 B ) R ORIk FH 2 D
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BH P 5 T RIS 0 S P2 AT TN, i
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H.pylori &4 175 K 11 15 RN JRI0 G2 SN A 20T
BRI 7R TN 5 RIS R DR 5 5. ARRIESE T, 265K
AL G, Hpylori HSP60 mRNAFIE (454
AR A B, AT e B S B A I A7 AR
AT 45 2 3 E AT AE BE RUR1 &R A UK B XTHS P
PR AT ANIE]. 40 1A H I B S o R
o BERRALFN S WAL, Bl LA K e R
MM A RAE AR, BRI &
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IALAEAEN, AT T A Bl JE R R 51
. SMA(modified spectral alignment)$5.% K it
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HSP6ORH 15 ) 12 1 A AH SGHRIE.

— IR ST A B, AR HINSAIDs 3 molA
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AR D

AW TA ZE e E R R, 5 2
542, 627. 768[MHE [ MNEF-TU, 451021,
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B, RSN S AT ] Reil il TR H pylori
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Abstract

AIM: To explore the possibility of using serum
complement C3 and C4 levels to estimate the he-
patic pathological status in patients with chronic
hepatitis B.

METHODS: Four hundred and fifty-six patients
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with pathologically proven chronic hepati-
tis B were enrolled in present study. Serum
complement C3 and C4 levels were determined
using the Beckman-Coulter Immage 800 im-
munochemistry system and auxiliary reagents
(Beckman-Coulter Inc., USA). Bayes stepwise
discriminant analysis was used for evaluation of
serum complement C3 and C4 in discriminating
hepatic pathological grade and stage.

RESULTS: Only serum C3 or C4 entered the
Fisher’s discriminant functions for discriminat-
ing hepatic pathological grade and stage ac-
cording to the entry criteria of the independents
(Wilks' A = 0.967, y*> = 15.312, P = 0.002 and
Wilks' & = 0.938, y* = 28.724, P = 0.000). The cor-
rectly classified rates of the originally grouped
cases by the discriminant functions built with
serum complement C3 and C4 were 46.34% for
Gl1, 6.28% for G2, 20.61% for G3, 72.73% for G4
and 6.90% for S0, 46.51% for S1, 7.58% for S2,
8.91% for S3, 61.11% for S4, respectively. Ac-
cording to the discriminant functions for dis-
criminating different pathological grades and
stages, patients had a higher probability of G1
and G4 when serum complement C3 level was
no less than 0.84 g/L and no more than 0.65
g/L, respectively, and of S1 and S4 when serum
complement C4 level was no less than 0.18 g/L
and no more than 0.14 g/L respectively.

CONCLUSION: Serum complement C3 and C4
levels have appreciable significance in discrimi-
nating hepatic pathological grade and stage in
patients with chronic hepatitis B.

Key Words: Complement; Hepatitis B; Pathology;
Non-invasive diagnosis

Zhang ZQ, Lu W, Wang YB, Rao M, Feng ], Shen F, Feng
YL. Serum complement C3 and C4 levels for evaluation of
hepatic pathological status in patients with chronic hepati-
tis B. Shijie Huaren Xiaohua Zazhi 2011; 19(17): 1791-1795

fig
BH: 35T o iFAMKC3FCAH) 3V 1% M T AT

m¥E %4

AT A A R AN R
A EEETE,
2590% 4 Ao 3 Ah
Rk > B A
Bk B FFRE. Ak
HRC3FeCA4 £ T
B m fo o %, B
o, it b3, AT
JE AR 45 7T Ak 5 5
An 7 C3FC4K T
#) F .

W@ 5% LA
AR, %, A
BPRFLEBEES
a2 &



1792 ISSN 1009-3079 (print) ISSN 2219-2859 (online) U MLZYE 201163180 5195 55175
mALRL S EIARARE S A A 520 b5 YL 0 T T AR 2T
AFBTLAL, . Ao R g g g TP IOBHE ORI 5o
g, 1A ASCPIRITARIRR T B ORECE  p e somni b BRI, L0 B

A FAMRC3F=C4
KEH—RARE
o9 &, £ BRI
ML G R ET
&, 42 fe AT AR AL 6h
Eonh B R AN
FORE G B,

I X BHENLAFR. fiEAMRC3F2CAR A
Beckman-Coulter Immage 800 % 5% /L 5 & %
B BB X A . i AMAC3 Ao CAF) 51 R
T2 % B A i J) 49 3R A K A Bayesiz % #) 5
SHF.

R FOBAANTE. EANHHRE
JRIR F W A BB Fisher'sH) A & $069 3%
A7 3 R A AMAC3F2C4(Wilks' A = 0.967,
y’ =15.312, P = 0.002; Wilks' A, = 0.938, y° =
28.724, P = 0.000). J FTAMKC3 89 ) 5] F 2 H]
FREFEHAGL, G2, G3. Ga4Anik TAME
C4ug 3| 5] 2 3 H) IR 2 5 5 #S0. ST, S2.
S3. S4uyFF A F 4R 446.34%. 6.28%-
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. LN ZR 5 R G, HEAT AR R
SE~ BREETDRS K. —H2REW . AR AR
AL PR, TR - Y i RN AR £ 4 e £
JFF2H ZR0b A 1R 0 S VE A T2 23003 B2 2212 W e
1246 G50 (R BE 2% B A ST SE . I 41203 B2
LW 2 B 20004F 74 22 4 [R5 2 M JH 98 A
SR SUUET I bRE; W FL24 5y i (grading, G) Bl
$5G0. G1. G2. G3. G4 5%, 43 ¥(staging, S)
fUHESO. S1. S2. S3. S4 5.
1.2.2 o FAMRAER : BT 38 T 20T e 1
wh P R R AR K L, 433 I35 . 1 37 M
C3MIC4K £ EBeckman-Coulter’ il 42 % )
Beckman-Coulter Immage 80051 2% 248 I I
BRI 5, A g 92k g b ik, 1% S
FAH Y W) 40.79-1.52 g/LAI10.16-0.38 /L.
SitFEAIE Gt TR HSPSS13.08K 4.
MLIE FMAC3FICALENE I 18] i LG IR FH P At 57
FEAR AT, 550 2 (R R AH K H Pearson
KD HT . I35 RMAC 3N CALE T 4L S5 BE 2% 4y
R4y 9 22 1) 1) B AR B DR 35 22 4 M R
P 7 2SR S AR, LIS #MAC3FICATEAN [F] 5
5207 S TR ER) PR A LR A 9 il R FIL SDV M Tam-
hane T27%. IfLIE AMACIFICAH) 51l JF 20 2397 P 2
SRR SRR PEN K I Bayesig 2D H 5 404, 43
ML R Wilks' M, BRI AL & (11F>3.84,
MRS R IF<2.71.

2 BR

2.1 feiFAMRC3F2CA 5 M3 o F b e F K b2
LR IS AMAC37KF 23 51 24 (0.81 £0.29) g/L
H1(0.78£0.22) g/L, W3 A =R LG #FE X
(¢ =0.980, P = 0.328), 5 2 {34 ML AMACAIKF-
39 3(0.16£0.06) g/LAI1(0.154+0.06) g/L, P
Z M ER LG EE (@ = 1.352, P =0.177). 1L
THAMAC3FICA/K 55 s 08 2 ) 3 T i #5 AH
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i
PE A 7 AE UK %,
TR A I, fo
—_— . 0SB AMAC3(g/) IISE*MACA(G/) gzﬁf}% ZS};}TE
mean = SD 95%Cl mean = SD 95%Cl SRR ALV A
G1 123 0.84+0.24 0.79-0.88 0.17+0.05 0.16-0.18 EE T T E0F
G2 191 0.83+0.28 0.79-0.87 0.16+0.05 0.16-0.17 L’iiﬁggzﬁi
G3 131 0.76+0.30 0.71-0.81 0.15+0.06 0.14-0.16 A =
G4 11 0.55 +0.22 0.40-0.70 0.13+0.06 0.09-0.17
xR 2 MBE*MECIHICAEFFARARERES D EARE PN
IR " MiBE*MAC3(g/L) MiE*MACA(g/L)
mean + SD 95%Cl mean = SD 95%Cl
S0 29 0.80+0.27 0.69-0.90 0.16+0.05 0.78-0.83
S1 86 0.87+0.26 0.82-0.93 0.18+0.06 0.14-0.17
S2 132 0.87+0.26 0.82-0.91 0.17+0.06 0.17-0.19
S3 101 0.76+0.23 0.71-0.80 0.15+0.05 0.16-0.18
S4 108 0.72+0.32 0.66-0.78 0.14+0.06 0.14-0.16

KMk (r=-0.057, P = 0.224; r =-0.045, P = 0.333).
2.2 fFAMRC3 A CA5 LA L% 3 3 5 B An
S-ARg AR KM LG AMAC3FICA S 41 2 3
I R A (r, = -0.190, P = 0.000; r, =
-0.162, P =0.001), L5973 2% 43 ¥ 2 FUAH 5K
-0.242, P = 0.000; r, = -0.246, P = 0.000).
2.3 e iEAMRC3FrCAJE AT LL L2 R Rl JR 3L 5 5 %%
Fo o B0 B PSR MG AMAC3FICATE T 4L
U)o B 2% oy G 2 ) 22 S AP R R b 2 R X
(F =5.186, P =0.002; F = 3.382, P = 0.018). L+
IMEC3TEGI 5 G2 A ZE R LGt B X (P =
0.713), f£G15G3. G4z A=A G 2EE X
(P=0.029,0.001), /G25G3. G4Z A1 ERH %
TR (P = 0.041, 0.001), fEG3 5G4 1] % 5
HEHH#EXP = 0.014); FMECATEGIFG22Z
5], GIFIGA [H], G2HIGA [H], G3FIG4A [H] %
SIG A . HAEGIRIG3 2 1A, 7EG2F1G3
Z I ZE R AR (P =0.015,0.021, F&1).
LY #MMA C3 T CALE JH2H 23 A 6] 95 227 73
Wz 2R BE G 2 B X (F = 6.594, P =
0.000; F = 7.398, P = 0.000). Hh¥MAC37ES0
S1. S2. S3. S4x|HHZER LA FBRIEP =
0.210, 0.210, 0.471, 0.162), {ES1 5822 [A] 2 53T
Gl 2# R (P = 0.929), fES15S3, S42 [r] 2= 57+
HEE 242 (P = 0.004, 0.000), 7ES25S3. S4
Z 25T g2 2 (P = 0.002, 0.000), {ES3
5S4 R g2 B (P = 0.309); #MACALESO
5S1. S2. 83, S4x W ZER¥ITLL2#E (P
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=0.065, 0.246, 0.680, 0.165), 7ES15S2 [H] 2 5+
TG 2 (P = 0.250), 7£S15S3. S4 )2
FHEFEREXE = 0.001, 0.000), £S255S3.
S4Z IA) 2= 7 ik 5 B (P = 0.014, 0.000), 7&
S35S4E R LA F R X (P =0.141, K2).

2.4 fn i AMAC3FnCAF) AT 4L LR R Bl JA 22 5 5
2B Am 5 B 04 F) A F B0 DU HE 2R 4y ORI 43 AR
SRR, AMAC3FICAE ) A4S &, N HBayes
BL R AT, Mg Fisher ) B s 4550, 54
BRI NAR 5L 1E N0 JHE A RS () 327 )
G RN 53 SR 40 ) R K0 8 A 2 ) AT AMAC3
FICA. SXoF ) 5ol AN [w] o B 27 53 29 0 43 B 1 40 5l o
B A R R 50 4 s L3 A 8 1 ) A
(Wilks' & = 0.967, * = 15.312, P = 0.002; Wilks'
A =0.938, = 28.724, P = 0.000). 5= [ri) 95 B
SRR R G1 = -6.036+11.109 X C3,
G2 = -5.907+10.954 X C3, G3 = -5.236+10.108 X
C3, G4 = -3.387+7.286 X C3; I HIAS [ 75 #2743
W 5 R B : SO = -5.670+51.878 X C4, S1 =
-6.883+59.121 X C4, S2 = -6.378+56.217 X C4, S3
=-5.426+50.295 X C4, S4 = -4.884+46.583 X C4.
2.5 sfeiFAMAC3FeCAF) ) IT 208 R ) 9 22 52 4
e o B e AR SR B — A8 SRR IEVE 43 0
AMACIFNCAARNF N ok K, 25 R B, He T
AMAC3 1) 40 ) R 5 L B2 Ay G L. G4
UL T AMACAT J1 01 e 5O )95 B 2% 43 S T
S4MFF & Fde i, 70 h46.34% . 72.73%Al
46.51% 61.11%(F3, 4). 73 H¥ M5 FMAC3FI
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L LE LU = 3 = AMACITHBIRMEHBIRIES SR 5 STRRES S R —IE
JF DR 3% K 89 A A%
AR C3FaCa
% & 2h 4 oA BT Sl
FoE kSR DR
C3mCamon  SDDOR ol 62 o3 o
¥ T 48 5T o o n HRKEL (%) n HARREL(%) n ARKLEL (%) n HARREL(%)
}ﬁ gf?"nc ﬁ j% G1 57 46.34 5.69 37 30.08 22 17.89
ZH 2R B R JE
& 15 A Ot 4 A G2 89 46.60 12 6.28 40 20.94 50 26.18
52 2 E A G3 44 33.59 3.82 27 20.61 55 41.98
LY N A ] G4 1 9.09 0 0.00 2 18.18 8 72.73
EX-Y 30

& 4 ETAMACAARIREEVAIBIRES D SSERRES DB —3E

B R
TR R S0 Sl S2 S3 54
n L% n MIRREL%) n KEEE%) n MEREE%) 7 #EEREL(%)

S0 2 6.90 24.14 2 6.90 5 17.24 13 44.83
S1 8 9.30 40 46.51 5 5.81 3 3.49 30 34.88
S2 8 6.06 57 43.18 10 7.58 11 8.33 46 34.85
S3 11 10.89 21 20.79 8 7.92 9 8.91 52 51.49
sS4 4 3.70 21 19.44 5 4.63 12 11.11 66 61.11

CARMRNIETHMAC3 4 31195 2127 73 2 1 4 5
BRI BORT TR MACCA TR 5ol o3 B 27 53 ST 1 )31 o
£, SRR, MEEAMEC3=0.84 g/LI, L
HYURH 20 % = GURTTREMER K, M3 #h
RC3<0.65 g/LIN, LHFAIZUR L2 5> 2% = G4IT)
ATRETERCR. M B AMAC4=0.18 g/LIE, HT
YLLVFEL2E S I = STR AT REMERK, B b
RC4=<0.14 /LIy, SLHFLHZUR B4 50 1 = S411)
LN TN

3T
JFF RS2 A5 MR 143 1 388 B, £4990% i
HMA B B TRk FFRES. #hAkC3FIC4
T A A Y, R, FEAE EUR, BRSO
A fig S BT C3FCAK TR . i e 4
LGN BT T AN I R S 20 2 700 98 6 3 1) L i
C3MNCAIKF, g5 BLdRth, TPk 28 g AT T4
SR T, S R R 48 R K TR RN
W, R 58 AR B AR TR T 5 . Ui
1135 C3FNC4A7K V-t T3 43 1 Jn 27 . AR
HERHE R, L AMAC3FCAL [T 241 24U H 2%
GY R 3 Y BB OO, S C3FIC4/K
B 20 R0 4 00 S RN oy IR T i T 2 00 T B,
PEIR ML C3IFACAT] eI LRI 9 -4 20
AR HDIE.

AR H 3 53 B it — 2R T I35 fMA

C3HICAR; M2 1 2 AL 28 JH A1 Z3A [A) 93 322 4R
BHF KR, 45 R, FFEBRg AN &
HEN ) 3B A 23S [R) 993 B 2 0 R0 43 19140 5 Ry
B $a bR 5 0 U AMAC3RICA. R —38 X
B UE VR L35 KM CI AN CA TR N ) 5 b5 B, &5
RN, FETAMARC3 I 055 eR 0 TS 21 2 4y
PG GAFIEE T HMARCA ) 51 bR £ ) 531 95
oy WIST. SAMFT & Fd i, 3 46.34%.
72.73%F146.51% 61.11%. 43 HPK L5 #MAC3
FICAACE RN A e £, &5 4R, B b
1A£C3=0.84 g/LI, SLHF U0 L2250 2 = G
ATREMERCR; M AMAC3=<0.65 g/LI, I
YRR = GARTRETERR. 24 iR 4k
fRC4=0.18 /LIy, JLAFA LU0 BE 453 B = S111)
ATREMERER; M B AMACA=<0.14 g/LI, JLAF
LYUP L2 = ST REPEROR. $Eom i
AMACIFICAXT & E 2RI 98 T 4L ER AN ] 9 HE 2
RESH—E HIE L.

BARAMAE RGEAE DR D LARHRAR S 75 12 G
i — A, AR 8 1 M T 2R R0 RN
SEHLAI R IR F AN 255, Talaat 5090 712
PR B 98 AN ) i B B ML i C 1Q( A ZE kY T
PR AN £ SRR A AN oA G 4 )y b
RCIFICAA T AL, 25 oK, MG CIQRENH
Y12 J NG B R AT LA RR B ) T e T g 0 T
T, AMAC3FC AR I 2 28 98 RE T 5l A 2T 44k
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P8 (0 T e 1 A0 AT K EE S (R 5048
MG AMAC3TE S ST 2 HA(1-2 wk) i 3%
i T I, S g (3-4 wik) T T i R
W M2 PR S B O R S RN T T R N
TR RN L AR R W oR, LS FMAC3FIC4
JKFAE I B2 2 20 G A B 27 2y AS 1 v, OF
H TS0, $25FMAC3IFICAS 5 BT A 1
RIHU, LE T IE H BT 20 23 2 4% 0 R i
YA R FL2E 0> e = G2, TR BR22 50 W = S2) 2 i
R T

BaumannZs"%F b2 B T AS [ R JEE 1 1A 754
JHF 98 FH 9% 2 AR P JIF A 4k B8 3 1) 1fL 35 A AR C 3
FICAIKN, 45 FARH, M AMAC3IFICA/K bt
ChildZyr 2Tt =i iE A2 BEAIC, I HAEChild A%
5jChild B¢, Child CZ¢ 55 Child B2 [R]34147
H 2R AP TN Ry, 18 1 A AL 9 4E
HYELITEAG 2 BT, 5 AMAC3FCA/K A — &
FEEE Ty, 8 UL 2 )5 2 R %, (HAE
JF R4 () SE Al A B AN O S T TR . AR
SCERMB AR, 75T IIE D) B8 H B 5 280 (i 2R
Pt = GA)FI AL (HH 200 BE 2250 1 = S4)
2T, MEFMACIFICAAK T BB B, (HFRIEAS
% 525 T 58K IR RN C3FI C4 11 it 4 T
RE LA BT 9305 2185 S AMAC3 FICA ) & g i v]

BEAZ ML AMACI FCALE I ZUAN [R) SAE T ) 5
A A AR A RN ATE J RS
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Abstract

The incidence of non-alcoholic fatty liver disease
(NAFLD) is rising worldwide. Investigation of
genes involved in the pathogenesis of NAFLD
is significant for replenishing treatment scheme
and improving prognosis. Multiple studies have
established a correlation between patatin-like
phospholipase domain-containing 3 (PNPLA3)
gene mutation and the pathogenesis of NAFLD,
suggesting that PNPLA3 may affect lipid metab-
olism. However, the precise mechanism remains
to be elucidated. Some researchers believed that
PNPLA3 as a patatin-like protein might have tri-
glyceride hydrolysis activity and therefore affect
fat metabolism in the liver, while some others

thought that PNPLA3 mutation might interfere
with the lipid transfer process. In this paper, we
give an overview of the PNPLA3 gene and its
expression, and explore the correlation between
PNPLAS3 gene mutation and the pathogenesis of
NAFLD.

Key Words: Patatin-like phospholipase domain-
containing 3; Adiponectin; Non-alcoholic fatty liver
disease; Gene mutation

Li DY, Lin L], Zheng CQ. Advances in understanding the
role of PNPLAS3 in the pathogenesis of non-alcoholic fatty
liver disease. Shijie Huaren Xiaohua Zazhi 2011; 19(17):
1796-1801

ik 2

AE IB AP S B AT 9% (non-alcoholic fatty liver
disease, NAFLD) /& H#J%58 B W & 9% £ B &
LA, ARk AR AT T E L R
W, AN EBT A ERKEMEE AT SR H
A7, B Ak %R EIEIE 5 A patatinkE g B3,
3(PNPLA3)A A % % 5NAFLDE Aa %, #
F& 5 AT RE RS AR A &, 423k 2 SR AL A
P m A, R4 Lkl HPNPLA3YE #patatin
HEER RS B Kk, % 83 T Ae A = B b R B
&N T vh AT IR RS B AX 5. L SRR A
PNPLA3RE T T T Mg stz eyt 2. KI3F
mA-ZBPNPLA3L B A B & ik, 3 PNPLA3
E AR T 5NAFLDAY & M3 AT 45

KEEE: SpatatintEBERREHENS; RERTEFED;
RSP Re B A B R SRR
TRIB, IELR, KHEE. PNPLASERIEIIEIIEITR

hEVER. HFREAEKZYE 2011; 19(17): 1796-1801
http://www.wjgnet.com/1009-3079/19/1796.asp

03I

ARG YERE Wi ME T (non-alcoholic fatty liver
disease, NAFLD)& —FjJoit iy s, BUHFSE
S G D5 AR 1 IR AR A1 40 R I AR A
AL I A6 B4 G E. NAFLDAE 5495 Bl N
RIRZE R H 2 @R, WAT R R AR
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FE XN AFLDI R % 020%-30%"", 7EF[H |-
HEH XN AFLD A 2 4 15%". NAFLDI# L
WL — BN 5 O . 2 BB R . e IR I
i R FE PSR O R G B DA DG, (H AR B
Sk 160 FF A L DR 58 A8 4B JE N AF LD A 1) £ I 1R
FZ—. Hil, HAMEZHIIELPNPLA3SE K]
AR N AFLD R 2% PIAHE, R rp [J 7 A 1X
JF ST, GPNPL A3 VR AN 57 %) 58 3
NAFLDEURHLHI, #h 7697 75 R M s

1 PNPLASER

Trpatatinf i IR BHE3 (patatin-like phospholipase
domain containing 3, PNPLA3){/ 1225 4§+ tffk
b, FigmiE R iR A X AR Aadiponectin, &5 A
A INF IR AL, & T patatinkF i M 5 k.
patatinj&— MR I 0, 7R R ER =R
ZATAE, BAT IR WAL K S D). PNPLAS3
740 55 AR 2 1], P R IR A,
ik EpHIE S TLVEW 43 JF. PNPLA3 W]
REA EE TR 1R A7 7 T A5 199 3 A I i T
(LTI, 5940, PNPLA3W a] fEi ik py 5t
i R SR B MU, AN P T I B A 32 21 i 3
. PNPLA3W AT G 75 BRI T 55 2 18] AT AN [F)
IhRES. PNPLA3EE AWM e Ao
X LW SR 5 PNPL A3 S H Bk A i 2
PNPLA2, PNPLA2 O F 52 2 AT = H i /K A
Pt RN I 5 H ol e TR S TS P T O R A
UESEPNPL A3 = H vl 7K A Bl A0 350 43 R 2
T IR S R 1, (R ILAE AR N BT RIS I AR )
WIS, fildn: N 285 G 40 A
PNPLA3 W LB I A 51 40 iy =
M AR NRNATHHLHIPNPL A3 R R
B RW3TI-L140 b =B H & &P A%
M cDNAPCRE], PNPLA3KIA F- ik
JEFIE, LUKy B2 JUR R0 T 10 40 P A /N BR AR N
PNPLA3WKIA F LA AENR I ZR. S5 b
/N RF 4 B R AR 41 RPN P L A3 1) 40 Aii, K I
PNPLA3 mRNAJK-7E AR A0 A2 25 2 U
AN I23%!"". SR8 2R, PNPLA3YE/N
bR H I 1A 2 4 % 125 96 4 il (Kup ffer cells)H?
B A 2635 R, PNPLAS3MR Al g 3 245 i
A0 o N 22351 PNPLA3 K21k th I 107 412 A0 T
JUE AR T 455, PNPLA3 mRNAZKF-7E 45 IR
A TRE, SRS B T A
KGR, 2 AR R & ] LI PNPLA3
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mRN AR K AR A JFOR 117317 ) AT s 3
i, PNPLA3 mRNATE I 308 5 74 5 i
Fa i (BMI) R IEAH MY, Ty A R A TR 8 A
PNPLA3 mRNATEMGIT AL IR IER G 4% —
gEi, et R LI o L i St 3R
I JEJHE A BE T PNPLA3 mRNA &G4 7K S H g le),

2 PNPLABERZRZE 5NAFLD

2.1 PNPLA3AH R T 5NAFLD % H HE A 41
AR5 (genome-wide association studies,
GWAS) Ji i FENAFLDI ) s 3K, HAroe
HEGWASTEN AFLDJ5 A5 ) 41 T8 STk 3= 22
A28, Uk 2x 23661 L PENAFLD 4 1) 51
WEST, %W AR B R4, BRI 9T I R 2R
PNPLA35NAFLDHAH M, HHEAR A
TE R, WU NN AT e 5 R AL AN BRI SO0
BRI e, AR R 441 ST [01d
Order Amish; Age, Gene/Environment Susceptibil-
ity-Reykjavik study (AGES); Family Heart; Fram-
ingham Heart Studies]*' ()7 176/ M&AT T T,
FESUEW] T PNPLA3 S5 NAFLD % A .

HHI ¢ TPNPLA3% 4 [rs738409[G], Zwhid
1148M]5NAFLDAI R PERT T 45 18 T2 EUR
JULANJTIHL. 14, PNPLA3SEAR 5 A g 1l 75 &=
(AT 3%, JF HPNPLA3rs738409[G]4li 4
TEERRWT & s T A G 2. E R
BMI. B PRI RS B AR5 85 DX 25 1) 5
PNPLA3AL 5 5 JH AR 7 75 5 AR G P AT AE 5
B2 R, PNPLA3RASTE — 46 A E Kk
P 1S T F A OCHEAE (K 7 5. Romeo 5™ & I
TEVGHE 5 95 BN h 45 4 % 24 i (alanine amino-
transferase, ALT)JF iy, 75 HARAR P % 56 [FFIEK
F i 2 BN ARAT W W BUR. 1 Yuan S5
FH ORGSR PN PL A3 AR E BR 56 11 A FHE &
FEE NN HE S HEEALTI T . Huang 25" 050k
HIPNPLA3%5:A7 5 K rs738409[ G115 IfiL i 43 B 44
%4 f#(aspartate aminotransferase, AST) & 4152
Y4N, Romeo ' VR FIPNPLA3 rs73840958 A5 7F
11 000RK 75 56 [E A7 S IH [T S8 7280 AHOCHIT
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Abstract

Many factors may affect the prognosis of liver
cancer, including late diagnosis, cirrhosis, and
insensitivity of tumor cells to chemotherapy,
and postoperative metastasis and relapse. Pre-
vious studies on the metastasis and relapse of
liver cancer focused mainly on the migration
and shedding of liver cancer cells, adhesion of
liver cancer cells to surrounding tissue, and gen-
eration of peripheral vessels. The advances in
research on liver cancer stem cells (LCSCs) have
led to a better understanding of the metastasis
and relapse of liver cancer. This paper gives a
comprehensive review of LCSCs at the genetic
level in terms of their origin and surface mark-
ers, signaling pathways involved, and treatment

implications.
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Abstract

Irritable bowel syndrome (IBS) is a multifacto-
rial functional disorder of unknown cause and
pathophysiology. Commensal bacteria in the
digestive tract and host co-exist in a mutually
beneficial relationship. If this relationship is
interrupted, various types of diseases will be
caused. In recent years, the development of mi-
croecology has led to a better understanding of
the relationship between intestinal bacterial flora
and IBS. Many studies have suggested a close re-
lationship between intestinal bacteria and IBS. In
this article, we will review the role of alterations
in intestinal bacterial flora in the pathogenesis of
IBS.

Key Words: Irritable bowel syndrome; Intestinal
bacteria; Dysbiosis
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T B v] L5 | 5 1B SAHALL 18 P 15 W i e
K. Chaudhry %5 7RG 9¢ [H A= X IBS 2275 1N,
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XA RGN 7B L0 T R i i
rh G L S A P B (myeloperoxidase, MPO) TG .
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Abstract

C-Jun N-terminal kinases (JNKs), also referred
to as stress-activated kinases (SAPKSs), constitute
a subfamily of the mitogen-activated protein
kinase (MAPK) superfamily. Apoptosis induced
by a variety of extracellular stimuli (such as
stress, Fas, TNF-a) is mediated by JNK, and the
JNK signaling pathway is involved in apopto-
sis of many cell types and plays an important
role in the pathogenesis of many diseases and
pathological injuries, such as neurodegenerative
diseases, tumors, type I diabetes, chronic viral
hepatitis B and ischemia/reperfusion injury.
Therefore, components of the JNK signaling
pathway represent potential molecular targets
for the treatment of related diseases. This review
aims to elucidate the basic composition of the
JNK signaling pathway and mechanisms behind
JNK-mediated apoptosis, and to highlight the
role of JNK signaling pathway-mediated apop-
tosis in diseases.
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5B IETAE A e R EAR K KA — 0T
J7 ¥ b A SLRRINKAS 5 38 5609 JL R %,
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Abstract

The intestinal microbiota plays a key role in
maintaining the normal function of the hu-
man gastrointestinal tract. Many probiotics are
derived from human gut flora, and have been
confirmed to be valuable in the management of
gastrointestinal diseases. Probiotic effects are
strain-specific, they do not act through the same
mechanisms, and nor are all probiotics good for
health. Nevertheless, they do have several com-
mon characters in that they exert anti-inflamma-
tory effects, they employ different strategies to
antagonize competing microorganisms, and they
induce cytoprotective changes in the host either
through enhancement of barrier function, or
through up-regulation of the expression of cyto-
protective host proteins. In this review we focus
on several probiotics: a Gram-negative probiotic
(Escherichia coli Nissle1917), a Gram-positive
probiotic bacterium (Lactobacillus Rhamnosus GG,
LGQG), a bacterial mixture (VSL#3), and a yeast
probiotic (Saccharomyces boulardii).

Key Words: Probiotics; Intestinal microbiota; In-
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Fe)a, MIUHT (using)#EL % 70 A A AT ] b 1 ) i
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O157:H7 1) Jl3E H i K AT 18 (enterohemor- 138 b 57 40 i B 11 I 1 35 12k R A0 1IN F - B 1 -ﬁffﬁﬁ N
— A B A H

rhagic £.coli, EHEC)ZHE!". {Eix A4, 41
N2 LGGTALBE, & YLE. coli O157:HT ), HIHL
TR A AN . R AN B8 BEL L M 5 v )
BB, ARAR AT LAORE 40 i 45 4 1) e 4, JUH R By
1EHHE coli O157:H7it 1) B8 A FE MR A T8
Tk AW R LB, 12— 2P R ML GG T B )5 n]
PR 23 BH 11 HHE. coli O157:HTA T 1 N it 1
I AR T84HF B LI eI 5. LGGIRAEH M o — %
FENLHILHE 155 0K 70 8 [ (heat shock protein,
HSP)[{#IE"Y, e i 2 a1 FLGGH
IR NG TS 55— Pl (R AR
[HSP25HIHSP72 )41k, If HARINHSP720] LA
R o FHBH 114 i B 1 B AR 0, ORI R A
P 2 S AT B L FEARSNLGG AR A )
2708 FFIP40FI P70 1] DAYk 4% it A Ak &0 i i
b R AR AT FEAE PO B2 A, A ATTAE LR
0 i IR 7355 5 1 RN 22 R B i e g 9 1l
AR, 2, 3K e A Py ARSI 5 A1
T LGGRA Wit Bt b D e R e 47

22 WARAR JIAMRARIRE OB LGGH TRIT
T2, At s ot F F a7 LE R SRS
LGGIT R RN RIS B 73, /ELGGAL 2 (1)
SRR, A AT LG R R AR TS f A 20T
flAE VAT BRI N3 A P RYS (antibiotic
associated diarrhea, AAD) A7 %5, — AN
AR AADAE I ffMeta > #r, L5 B K6 i
FLGGHIRL:, X80 B B AUA8 1741, o
SRR, 19 B IS VIS B3k AR
1HIT B S 12 (number need to treat, NNT) A
6N, BB 1 — > R AADEIR I R, T B2 LL
LGGI7 6 MESZPLH R MR

3 IWEEVSLHS

A BV SL#3 2 H 8 AN [R] 25 == [ 4 40 7 41
FSCR)TR 5 RIS, LA A g R e e 80 K T I o
(Streptococcus salivarius subsp.thermophilus). 1
& FUAT B (Lactobacillus caser)~ TS 1% (Lac-
tobacillus plantarum). VERILIT W (Lactobacillus
acidophilus) PRIVR)IAE [CFLAT B (Lactobacil-
lus delbrueckii subsp.bulgaricus). KXUEFF
(Bifidobacteria longum)~ %)) LA 1 (Bifi-
dobacteria infantis)F i XU AT 1 (Bifidobacteria
breve).

3.1 Al 5 I XVSLA3 TR BLALAT 133 (¥
YA DG B RAE L S K NF-« B, Jf Halid &} P41
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T(inhibitor of NF-kappa B, IxB)FIFA#. 1t
Ab, VSL#3I =)L e 5 FHS PR IL, XAl LA
T G 21 RS2 AL TR ) 40 B T R B S TR T
R TR F--1(heat shock factor-1, HSF-1)ki% 5
HSPHRIA. VSL#3WE B AR S I3 WA 1 40 1 22
AT DI 3o 5] e AORE 7 R S HSPAE i
b B A L (R R B A 2R AS [R] 1) S5 1 4
Jigr AT e AR TV SL#3 40 4> BS DN AR HL
RGP FA S, HANVSLA3 B 43 25
HDNAMFEIL-106 = [#12 , 2 wk)G 20 HT 2L
g, g1 EK W], H252VSLH#3DNAMETE 1 5)
YIS0 RALAH L, A2V D, DRI T
TNF-auff AR, SE24N 525, SR DSS AR B 1 512
91k &5 i Y, {3 W) A& % T DSSHIL0 d, )
V)52 DNANE, SR 582 VSLE3IFDNA, B¢
Kk H DNATALEE, FFLADSSARHET d. &5
RRINEZVSL#3 7 L W DN AFIE coli DNAY]
DSSEi A, 5 — 4L 4 4 .
A FHTLROEEZ 1)/ BLUSES, WFF0E AW TLRY
15 5 BRAE A TP AN Hh ke A 0 1) A L BY.
VSL#3 0] LUE I R B-Bi i FE 200 R IE VR IT /D R
gl e,

3.2 AR E—NIFBERE b T B
VSL#3VRIT I N kit Pk 45 W 98 5835 B A, iX
LR R (0 = 34) TS R N, e
WA 3 2B R RIT 6 mola FRVEAL. SR H 1A
J7 0T, 7EVSL#3 67 I 8 Th A 53% 1 2% fif
K, 9% FEAT LA, 9% B FRERINE, 5%
(1 5B A 58 B 2 VTG PO %I ST A R A
JEAETE R AU T 16S rRNA IR R Tk
MEVSLA3BH M IR, fE— BN, AUE IR
Boh, 14401 B EBH S R BE CEEK
Z 5 /b4 wk - EKMIRIGTT GRVRIZL.6 g/d
B LI A4.5/d), SR FESZ Yo 2 0 7 [ P
1.5 mg/(dekg)al&6-5RMEM 1 mg/(dekg)]i577, i
TR IASL K. SEE 41718 A VSLA3 3.6X10"
CFU/d. % HRA1(73 1) Bl FH 22 JBL 7). P T HRF4E8 wk
JaVSL#3d itz 4 KD AT FE50% 1) 3
W12 TP = 0.031)°7. VS LA X}
PERRE RO, Rt Ik 45 W & iR IR 2k i 46k
WAT A VIR Rl R V& RS R ih
I7 A IR AR T2,

4 HHKESE
i) (G 9 1) 18] (Saccharomyces boulardir), &/ HUA

s AADAE A #
Metap#7, L3 %
#H6AME AAILGGHY
R, X SIX IE B
* % 3k 8174).
[ L @ A
B LR
REHGEATE
W7 0 KR ) 2
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ik —AEHAAD
R R, &%
VALGG % 7 6/ 4%
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Tk,

S.boulardii TR BER 1) — ALK, AR i
KRB E3T C, I Bt T S A,
b IFALESE b

4.1 Keh R3S boulardin] AT HHE LR A1 M
gk, Wil E i, AR e, AT DR
SR AE RN 2 AT B35 ZARIBY). S.boulardii
Ay DAL g A TR 53U - HA%5 T 60 MEHERR IR 28 11
FFHE B 22 ARE S MET g A ) G g3 b 21494 B ge 2
g AHAT PR R AEHY, IS boulardiifif
J7 MEHFRAR ZF AT AR SN (Clostridium
difficile associated disease, CDAD) "% &%
B AR S boulard i v] e A U153k
Ty M R A BT, AT LGRS e b
MA 525 . NS boulardiiFsFEW)H LK
TR IR, T ATEARSMRT b R 40 B, G2 A
HEROR 2 FAT 3125 38 AN SLB A D) RE KBRS,
T8 IRz 41 i Caco-2 PR AE Transwel IR K5 FR LA,
IMAHEFFRR 2 AT B R R AT, INARCKIE
S. boulardii 5 F 55 77 3 (conditioned media, CM)iJk
AT ACTAL . ZEMAFEYIHIL heT M # Y
Jri 120 min, ££30 minH] LA A HL 2K D040 1
P ISR (AR 1. Z80LS. boulardii CMTRALFL (141
-5 5% FE AT L 40 7 00 fi 2l 2 ) /7,
4.2 W6 KA CDAD S A HEROIR 28 F AT 3
(Clostridiu. difficle)i& ). it ™ =,
CDADZ 38 48, B tdr FEOET. IRZ
HCDADHEZ YT IR, #4481 i) 21k
2k, I HARE S A & e, JLAMIRE
ZEAUE S S boulardir AT i AADFIR R
SR NECDADIGIRAE . S.boulardir CARIE
S, FEAKCDADR K%, JEH &R v Iy, kG AT H]
RFVEMJT 2, W {FCDADINE K FL S
50%EH. A FH TP S R RE R4 A 25 A 1A, 20
PP AN TR B R (KIS boulardiii
TR PIRIE, KIS, boulardiiAT F I LA UAE
RAAERAEZZS. boulardii i T I g & B

5 &iE

YRR BT 28 AR B T T SR R,
BIUNE. coli Nissle 1917 T30 1t 45 Wi % 4 ¢ iA
J7, LGGHIL. reuterri&J7 5 R 21875, VSL#3
WRITHEES R, S boulardii ity ME IR ZEAUAF A,
LGGHIS. boulardiiifi )7 AAD%E. [ T 5 Ik AR AT
RSy AR Ak, a4 B ARATTAE FH AL A1 25 AN AH
[l 2 %20 v AR Al i OR 9 41 (5 S HS PN

BRMAE H T LR N F- B AL ). K110 & 22
VA FAS B AT 7 (K5 55 4 1 v e S BUR S,
JUIRAE B BRI (0 A R A A
AN T RN I U7 55 A T B R 52
(IR A A5 REFT . AN INA R AR
R 0] MR 28 Z 28 Al PR R, X 6 A AR
2k, T ad A AU R R ISR, AR A
AA72400 50T, ToxtIRAF B, 24w A RIE
9Bk IR TE, 7S B2 EIAAT N, XM
K a5 R JA T MRAF B R 7S, FAIPIRB
A 564 1 2L AL AR IR ALY, 18 b) 5 2
BN EER TR i i FUBC NS
WAEMIRIREST, S A B A A
3‘%%[65-67].
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Abstract

AIM: To investigate the effect of KangXian Fu-
Fang I (KXI) on acetaldehyde-stimulated extra-
cellular matrix synthesis and cytokine secretion
in cultured hepatic stellate cells (HSCs).

METHODS: HSCs were isolated from rats and
then primarily cultured and subcultured in vitro.
Serum containing KXI was collected from nor-
mal rats intragastrically given the drug. HSCs
were treated with acetaldehyde and the drug-
containing serum. The contents of hyaluronic
acid (HA) and transforming growth factor 1
(TGF-B1) in the media and expression of type
I collagen o1 mRNA in stimulated HSCs were
measured by radioimmunoassay, ELISA and
reverse transcription polymerase chain reaction

(RT-PCR), respectively.

RESULTS: After HSCs were stimulated with
acetaldehyde (100 pmol/L), the expression
level of type I collagen a1 mRNA (1.193 + 0.0344
vs 0.988 £ 0.0208, P < 0.05) in HSCs and se-
creted levels of HA (1243.22 ng/L + 58.13 ng/L
vs 602.33 ng/L + 194.06 ng/L, P < 0.05) and
TGF-B1 (2734.43 ng/L + 787.12 ng/L vs 559.92
ng/L + 97.63 ng/L, P < 0.01) in the media sig-
nificantly increased. Drug-containing serum
(10%) significantly inhibited acetaldehyde-
stimulated expression of type I collagen al
mRNA (0.973 + 0.0605 vs 1.193 + 0.0344, P < 0.05)
and secretion of HA (1032.667 ng/L + 77.65 ng/
L vs 1243.22 ng/L + 58.13 ng/L, P < 0.05) and
TGF-B1 (759.62 ng/L + 205.34 ng/L vs 2734.43
ng/L +£787.12ng/L, P <0.01).

CONCLUSION: KXI could inhibit acetaldehyde-
stimulated secretion of HA and TGF-B1 and ex-
pression of type I collagen o1 mRNA in cultured
HSCs.
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vs 0.98840.0208; 1243.22+58.13 vs 602.33
+194.06; 2 734.43+787.12 vs 559.92+97.63,
¥ P<0.01). w100 mL/L#) 254 fo i N F7 2h)
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+0.0344; 1032.667+77.65 vs 1243.22+
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UL X 2 H A 23 W 5 49(602.334 +194.062)
ng/L, IEH MG+ OME4 (1 243.225 £58.126)

ng/L(t = 4.73, P<0.01), 25 MiE+ L4 N
(1032.667+77.658) ng/L(t = 4.65, P<0.05).

2.3 TEER i b i THSC3E 4 L& $ TGF-B1
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Abstract

AIM: To investigate the role of the c-Jun N-ter-
minal kinase (JNK) signaling pathway in the
proliferation and apoptosis of human colon car-
cinoma HT-29 cells.

METHODS: HT-29 cells were divided into two
groups: normal control group and JNK inhibitor
group (pretreated with SP600125 for 24 h). MTT
assay was used to detect cell proliferation, and
TUNEL assay was used to detect apoptosis.

RESULTS: The proliferation of HT-29 cells of
the JNK inhibitor group was lower than that of
the normal control group (0.287 + 0.008 vs 0.479
1 0.012, P < 0.01). The apoptosis index of HT-29
cells of the JNK inhibitor group was higher than
that of the normal control group (13.000 + 1.080
vs 1.000 = 0.147, P < 0.01).

CONCLUSION: Inhibition of the JNK signaling
pathway significantly inhibited cell proliferation

but promoted apoptosis in human colon carci-
noma cell line HT-29.

Key Words: c-Jun N-terminal kinase; Colon carci-
noma; Proliferation; Apoptosis

Zhang ZY, Zhang XF. Inhibition of the JNK signaling
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RHPCIT T c-Jungd JE A i (c-Jun N-terminal
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1 MRRSE

1.1 A N 45 40 BEH T-29K [ 1l K2
BE . iaA-iiE . RPMI 164004 H 35 E Gibeo
AT INKANHIFISP6001250 [ 38 7 KA
A]. TUNELZH A 1 J5t A7 A8 I X700 6 S 4 i 4>
AR BGAR S8 B R IR Y A F]. p-INK
PUARIE 1 A6 BT B AR A W] BRI A Bl i
2Pt lgGIE F AL st A2 84 A 7). HRPARID
B-actinlly F pCIH 48 23 ).

1.2 i
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FEHER R, M E 137 CKBH, BRERA
SRRl A8 TG B I A R,
IR B, N0 mLEFFE3E, 1000 r/min
B50S ming K FIEEIL)E, IR FREAEE U
B, RGN MR, PR N TE R FR37 C
BrFRF PR R, AR gR2-3 dJE, SRR
T, R MK A 80% Ae AT I, A FH IR AR 1 il v
1k, 40 R, KRR 290 A%
AR FEEHT-2940 i 73 Sy 15 6 B2 . TNKA i 51
41 INKIHIF AL BT 1 ke % %2k KA 4 i
et AL, BeRh T oL, IRIFRLES
X 10°M 41 fg; FIDMSOKFINKANHIFISP600125
TR I ION 20 40 M 35 75 ko, R Se Sl A L3y
A1y A, AR E60 pmol/L, £59724 him e
0 Ff, FH T4 6 DA% 440 B T

1.2.2 Western blot#elp-INK % @ #9 £ i&: HT-29
S i HIPB ST W2k ; Hli42 40 i 5 1 I &

50 pgdE FAEME]10% SDS-PAGER FAf, HJE
90 V, s LK 120 ming B A I £ 6 sy vh i
720 min; AR & B RIBONIELR. K. PVDF
JE L JEAR, I IR TN AR I A RS0 11 A M A
i HLR90 V, AE R FL YK 120 min. H5BEECH, DA
S%ERE DR PB S B 11 h. 20 B —t
p-JNK(1 : 200), B-actin(1 : 1 000)%5% i Jig /- 1
W, A MR LS h, SR VER4IK: 1X
PBS 15 min 17%; 5 min 37 205N —Hi(1 -

3 000)35%/l 5 “F 45, 7E=E A1 h, ek
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Y 1XPBS 15 min 17X; 5 min 37 LL ¢ 404
TR B AASE B A AR, A R L, #E2
min, FOREFIOR AL, BRI 2 R B AR
T, JONIE &, 64 minjs, 8 RS Al ]
I BB O3 T R GE AT R, R4 10 -5 FH 4R
fFImageTool 3.0M K JEAH, JT5 N ZAH LA HAH
XPAH, B4 S0 4 R IEAT LR,
1.2.3 MTT kA 4 o3 5 HT-2941 1T 405,
A2 X 10* %5 b 296 FL AN 15 7245 40 i
TRACBEJ53E 9524 h, WAEE UM REA: K R 4f
JEEFFLIIAT00 pLIMTTRF, k855774 h; [
F B IR, FEFLIIANL50 pLif L% (T DMS O,
P10 min 7873 Bl 45 50, 148570 nmig K,
TE B ARA T A &AL BEAE (A E). REALAME
2 L ALAE R A FLA . 35 40 55 A
JAE EE. B ¥4 AL, A,
1.2.4 TUNELZAM) 40 B8 T 2848 7K U040 iy
€ FHk. 41 € F FPBSPES min X 37, 7241
JXIJ€ J b3 T d TR s NV, 37 CHFAL h. 4l
U F T-PBSYES min X 37K, 740 HIC H 13 i
streptavidin-HRP TAE¥, 37 ‘CHF F30 min. 4l
J€F FPBSYES min X 37K DABE (1, /KIE&IL
KN, SRARZEE G min, HRAKMYES min. fii
Ky B RPER RS, a5 RS &R b
Jiik: 10N BAET, m AR R MR D
1 000 e 4t i, ¥4 7454k (apoptosis index, Al)
= TUNELPH it 58 48 o £/ e 48 1 25 < 100%.
R Bea 524, BUL 1.

it B FE K HISPSSI13.048 11 24 Ak 3k4T
Bl b B, Gt TR B SLRE AR AT 56, Hcis
Plmean+SD# 7.

2 BR

2.1 BLAHT-29%8 fep-INKE & 69 £ 5 1F %0
41, INKIHIFIALHT2940 i p-TNK I AH %
AR E1.092+0.060. 0.2461+0.044, P4
) 22 5 BAT Ge il 2 2 X (P<0.01, K1), thah %k
WA, INK AN AL EL ), p-TNK &R F HI T8 A,
2.2 MZAHT-29%m it 3§ 75 INKAP R4 HT-29
2 1 1 B B A 95 T 1 R 0 B 4H.(0.287 40.008
vs 0.47940.012, P<0.01), XL RFHIINKSE 5
PR 5, feRH 145 7 HT 2940 Jf Fr 4 5.

2.3 WLHT-294m feLey 4 = TUNELFH 40 i &
AN S U 121 AN 8 N A E (N
AN R A IRAZ A SR I TUNEL B P
Getty, FR 40 M5t S B e RH P G (B 2).

A7 G A %

iR R SFINK A
TBHBH R E
TP L E
J& 3t % APk it
A2 R Y AR
&, L AIEINK
155 2 se o &R
5 b 22 iR AT
PN T AN
5 5 APk IR A
A A&, INK
e R S GR T E v
F R, AR H At
to 4z 5 38 % 0 48
TAER A B AT A
AR W B G

Wi £ B8

She % #F 5% £ 9
INK ) *F TPA S
509 R R
RegIpRAER, W
Nateri % # 52 I 2p
& W INK 5 82 4L
I B R EREW
NSy ¥
A, Farat k.
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Y e
T AR 4 W 4R R
PINKitE Rk B 1 FEHT-29%IBp-INKEVEBRIX.

TReALE] T AL
m a3, Al m
) R = SR

miA2E

AR E % INK
15 5 B B 3T 45
I B R R A
2R, INKIE
LR SC
W 6 ST W R
Y52 —.

TN 7 £EL 1 200 o 1 4 5 L 1 %o e 4 T
#1(13.00041.080 vs 1.0000.147, P<0.01). X i}
M I INK AR 530 % i B (2 2 45 1 H T2941
(T

3 1tie

INKJZ 1993 4F 4 Hibi 5 2R HL 1A {2 3 24 754k,
O, 2 R RS AL E TP (mitogen-
activated protein kinase, MAPK)Z 1 (1) 3= 5 fi b1
Z—, INKfG 5@ v L4 K. s
Al L A0 B o AL RN A0 1A 22 Bl BEAE BRI
FECY SRAESRIFE W, INKS 2R & AL
A 2%, MIMAEINKTEIRG R b rlE ) — /MR
I TIRTT R,

FI TV 22 52 50 #5000 2% 31178 Jop 3 41 2 TN K
TEPER , INK S R 2 A2 B 1A 57, Uhlirova
20 1o BUw IR as/Rafi7s 3 0 b Rg 72 1k, & B0
Raf5INKE I F/EH, 75 540 i 74 14 E. Na-
teriZE IR /N Bl c-Tundi K Bk O INK IR 1k
A7 R, BEAS /)N BRIV 8 i Rg A /0, iIed 4 Pl s>,
I HAE KN R A . ESheZ " IwF o7 21 K I,
FEMR T INKIEE R /N RO TPAE 5 10 5z s
H B E UM, R EMREH 2. 51K, KW
INKAE {7 s (4 R A — AN L (4. 1%
BERIFFT G5 RS /R TN KA o 30 B A JPh R 1) A2
(A AT BEAR 4 R A8 R 2 R

INKAE 5 10 4% 5 25 W F &5 e 0 A SR Ml
T2 B . Sl IIFF T R 45 1V 40 LN K 1ol
PR A ] B T U B A 4 e 2 T e R R
P 1R 23 A 4 N, 5 A W e AN L ) 0B B RAR 28
JyHEIN, S 2L AN M R e A, T i )
T T G g A 2N 2 I 5 72490 45 1 i A 40
1 18 KA 2 INKFIMR P18 [ 380 S ¢
R EIRFRW, INKEE (17545 B g 4143 1 FH
PERIEAR N 47.22%, B & T8 IE 5 S 4L 2R
W R IE(7.5%), INKER (1B I 20K 34 5 i eg 4
. WhELEEEERE . AL RS e Dukes 7y B 3
AHIE. LA ERIFST 28 1 I INKAE 5 100 346 (1 s )
RELENEHE 4 I I R AR R S v A% T A
T ST 5T i AR 3 RN G X 67T 45 i

2 INKESEBIEHEHT-298E BT aIS20m(TUNEL
5% x 200). A: IEHOWIBZE; B: JNKAHFIZE.

HR S T o N R 4 £ 2 o A LR
VER, JX 470 BB TN KA 530 4 ) &5 i e LA
— € AR . AR FHINKAS 5 08 % 1
5 S RIS P600 125 T AL B 45 i H T-29
0 PS, PR A B S 5 O AT B, g5 FIE
SET 0N KA 5 300 % 1 S mT DA o &5 s
(114 5.

MR R A ZER S SRR
s B AR, WS R A P R T — A R
T2 ST 1) AR AR, A A 1 5 A
R AR EAEZEXRM, By, Widif S i
ALY T AR R % 8 AT, R A
TRIT T INKAE 530 6 7 S 2 Sl R -6 8 1197
A5 S SWABOA L T rh A, RILBHINK
I T LA 2TV T S WASOAH I I 1.
AT, INKHDHIFIA N 25 s HT-29 44
JRLUE AR B R o B A S e,
INKAF 538 i Ja G AL M AR il i T, 53T 4E
SEIOE 25 IR — B0 SR TR INKGELER T Be Rk
TEIT G W (B A, I TN % 1 8 T A
R 3 Je 988 440 1D 9 1 AT R A PR AN T
TRINKAE 5380 26 0] LS 95 16 46 W (1) S —Ff
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Abstract

AIM: To evaluate the application value of Phlo-
roglucinol for Injection in special endoscopic
treatment for esophageal diseases, such as nar-
row-band imaging (NBI) magnifying endoscopy,
endoscopic ultrasonography (EUS) and argon
plasma coagulation therapy.

METHODS: Ninety patients who were willing
to accept NBI magnifying endoscopy, EUS or
argon plasma coagulation therapy for esopha-
geal diseases (e.g., Barrett’s esophagus or early
esophageal cancer) were randomly divided into
two groups, one using phloroglucinol and the
other using 654-2. The frequency of esophagism,
operating time and side effects were compared
between the two groups.

RESULTS: Compared to the 654-2 group, the
frequency of esophagism was significantly lower
(1.45 c.p.m £ 0.68 c.p.m vs 2.88 c.p.m + 1.48 c.p.m,
P <0.01) and the operating time was significant-
ly shorter (174.77 s £ 48.63 s vs 225.00 s + 59.48 s,
P <0.01) in the phloroglucinol group. Patients of
the 654-2 group developed adverse side effects
such as dry mouth (5 cases), transient urinary
retention (2 cases) and obviously increased heart
rate, while patients of the phloroglucinol groups
did not.

CONCLUSION: Phloroglucinol is likely capable
of effectively relieving esophagism and short-
ening the operating time in special endoscopic
treatment for esophageal diseases and causes no
adverse side effects like increased heart rate, dry
mouth and urinary retention.

Key Words: Phloroglucinol; Anisodamine hydrobro-
mide; Endoscopic ultrasonography; Narrow-brand
imaging endoscopy

Chen NJ, Cheng B, Liao JZ, Li RX, Hu JF, Yang YZ. Clini-
cal application of phloroglucinol in special endoscopic
treatment for esophageal diseases. Shijie Huaren Xiaohua
Zazhi 2011;19(17): 1834-1838

il %L

B8 4R AR R IR A Tk MBS i e B
BRIEENBI)# &8 K A4, A F NE(EUS)
& A% Barrett's® & 2.5 T % E(APC)% %7 F
VRS IR K = Ey e R A

Fik: RBFR AT KB Barrett's R R -F5F
FHATNBIE &8 K W4548 24 . Barrett's2 8
N4AL FATAPCR AR EUS KRS & 5904, AL
oA R R Z B4 fe S8 B2 L B E AR(654-2) 48,
YO UL B 4L 1) $R AR B R R SRR B B4k
I # 2 5, S AL A R B R L.

Z£R: AIR=ZmanEEERR. B
A 45654-240 % % 8,V (1.45+0.68 K/min vs
2.88+1.48 X/min; 174.77 s£48.63 s vs 225.00
s1+59.48 s, ¥P<0.01); 12654-240.4% 18] K = By
s R R FI P, By R 8 v T (56])fe—it
PR B (26)) % R BOR L, A R B4l R
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B2 LIHAERWIZ IR E T B, BE N
BEHORI R R, — S8 N BL R & ARG 9T T
BOg 0 N TR, WA g (narrow-
brand imaging, NBI)4 (45K P 85 T Barrett
T8, B, NEUE AR A AR(endoscopic
ultrasonography, EUS)J Wi & & i 1 955 A2
R BTN W, S 7%t (organ plasma
coagulation, APC)KifiJ7 Barrett's #5452
AR ) A IR R S R R AR OB S, A
DRHRAEINT TR, EL A RS A EATT I RCR. R
FH R fidf 93 24 S0 IR 1L BE 5 (654-2) il E — 5
PR 8 A, Ha R, HIRE RO
PR G W N B S ERAE . Si A e T
HFy O KR SEARMEN. R =5
(phloroglucinol) & —FHAERTFG AL AE2E SERS
AP R 24, R ELHE R T AL R L,
iR RO R AR, N RAEHAEL ARBFI B fE 8T
SR TR) 28 = I3 £ B P00 e R A B2 8 TP I Y
L.

1 SRRT5E

L1 A AR A R B R 27 [R5 I 27 Bt B 8 [+
T2 5 15:2010-06/2010-11 5 £ 45953 i Barrett's
£ ol LR 5 HEATN B IYE (080K BT 7
Barrett'sf & M55 FAPCLL M EUSEE ) 54590
fil. 536341, L2274, hAFERE47(16-69)% . R
P2 07 BEAL 23 4 () 2R =y 4l flle54-241, IL
R K =y 46001, F4245], L1841, HhArAERS
47(18-69)% ; 654-24130%1, H2141, 9,
I 0347(16-68) % . [AIK =My 4 rh e J8UR
Bi. APCIRYY HEUSH 204, 654-2417 % 1041.
PRALBEAEPER . SRR . DI O B A
T H &5 7 3 TCGe v 2 7.
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1.2 7 WER & AT A 8 hil b ME4l
TARATLS minfJLERIZE =910 g/4 L, XA
TR TR L B R (654-2)7E SR 10 mg, PR4LE
HYITAREIS-10 min 7R B 8 H R 2 R IR
10 mL. MBS A FVAYT i34 BATSAE L F Ak
WML KE N, TEREERE. HAER
() 45 2 FR b B — 3P L4 B TR 2 i k.
1.2.1 8B ERHEBAEME HZE15-20
minFURERAE, EAF I Fe S0 S f o Bl 4
JEAEREL, IEARYE I R ASUEVFLL: HL: 0-17%/min;
K 2-47%/min; " 5-8{%/min; 7= = 8{K/min. ${E
SEEE LURD Ay B T SR AR I ().
1.22 s &, bk, fiofe EoFa BIET
PR S BB R L I 4R PR 45 K T
AR A ARAE. B 45 A IS 1) F il Sk B E A
TN B Sk, O R SEA
YA

Geit S TR DA E R R
R, N HISPSS13.040 i AT HEAT GE v 27 40 AT, LA
P<0.05K 2 A gt X

2 BR

2.1 BEBRFERY PR =AM EEREEX
M (1.4540.68)%/min, 1Mi654-241 )&%
AERHCK (2.88 £ 1.48) R /min, 7% AW W% PE
(P<0.01, EI1A); EUSHS Ao i) 28 =y 4 1) &
PR AR VB B /D T 654-24H(1.434+0.54 vs 3.35
+1.56, P<0.01, E1B). ZENBIBUK M 855 FIAPCYH
ST NBE, MU & B R AR IR B A AR W
F(1.2440.66 vs 2.80+1.87, P<0.05, K1C; 1.69
+0.76 vs 2.5+0.85, P<0.05, [K1D).

2.2 BeAREat i AR =y AL I BRI TR D 174.77
s+48.63 s, M654-220 I #RAE I ] 4225.00 s+
59.48 s, Z= A EMEP<0.01, E2A); 7ENBI
R MBS FIAPCIRTT BT, 9 4L 3 A 1 ()
W AFAE 3 22 5(150.75 $s+29.48 s vs 224.80 s
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207.10 s+57.35 s, P<0.05, €2C); {HEEUSK: £x
Hh ) 2K = By 2 55 654-2 20 ) 5 A 1 1) O 8 2 72
(206.55+54.34 vs 243.10+43.71, P>0.05, [¥12D).
2.3 MR MR 654255 S BAafeE Lk
8% ef )2 =18 5 654-20 HL oo 5 e M R
5 R e 3 G B 7 e, {H654-241 0 A
) 2K = 4 5 R (3R 1).
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MEZDEAR 45 ) BERABREET PREE
ERAREAE, T 40 5 ZEREUR/min)BILEER. A: FUAEL
mEAS BRSO = . N
R ) 2 35| ¥ &5; B: BUSKREFUERAS; C: NBIKL
P AR Sy S o4 KR LR D: APCIATTHOEL
LAsh, T =30 = 5. 'P<0.05, "P<0.01 vs 654—22H.
LABEGERR ol ¥ S
BB, BHSEA 5 b =
X Xl
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__ 4.0} 4.0
= g
£3.5; 235 a }
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ﬁ 2.0 ﬁ 2.0
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v : (1N R —
[EIE =FyH 654—24H [F12E =R 2H 654—241

T kL DR RS RN, 1304
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(16.7%), — I 1k R B2 24511(6.7%).
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B A FINATE R 12 16 P A Ok B )
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FB, WM R A ETIOR N B S NBIR IR
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AR A TN AN WS I i (4G A R0
7T FBORBEM I & T B R IZ I8 K, (HAE
HEAT X LB PO R ik A B2 v s i R v el
TR ORI 2 1R Rk A 2, AT S B
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AT, 22ROk B )T, X
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GO SJ il 33X e B 1R N B 1206 Bl i 45 1
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1. 53 AR 654-2 0 G52 AR BELA 77, AN R OB AR
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HOGHRE, IR N H A R BRAE.
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TR 220 L, AN 52001 JULLE & 110 A2 21
Wedi, HAREBUR, SR B, 22 RE0A
A R NS %, Ak B IR &
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Abstract

AIM: To compare ultrasonic hemodynamic pa-
rameters with portal vein pressure measured
via a catheter placed in transjugular intrahepatic
portosystemic shunt (TIPS) to search the optimal
ultrasonic parameters.

METHODS: Twenty-five patients with hepatic
cirrhosis (HC) were observed in this randomized
double-blind trial. These patients were divided
into experimental group (PVPG = 6.8 cmH,0, n
= 18) and control group (PVPG < 6.8 cmH,0O, n =
7). Intragroup differences were compared using
single factor variance analysis. The ROC curve
is used to evaluate the diagnostic value of ultra-
sonic parameters.

RESULTS: The diameters of the portal vein (PV),
splenic vein (SV) and superior mesenteric vein

www.wjgnet.com

(SMV) were higher and that of the inferior vena
cava (IVC) was lower in the experimental group
than in the control group. PV flow velocity was
lower and the blood flow volumes of the SV and
SMV were higher in the experimental group
than in the control group. ROC curve analysis
showed that PV diameter is the optimum param-
eter for qualitative diagnosis of portal hyperten-
sion, with a sensitivity of 94.4%, a specificity of
57.1%, an accuracy of 84%, and a Youden index
of 0.515.

CONCLUSION: Ultrasound has a high sensitiv-
ity and accuracy in qualitative diagnosis of por-
tal hypertension.

Key Words: Cirrhosis; Portal hypertension; Tran-
sjugular intrahepatic portosystemic shunt; Ultra-
sound; Hemodynamics
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hemodynamic parameters measured by ultrasound in
patients with hepatic cirrhosis and portal hypertension.
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Abstract

AIM: To investigate the impact of the traditional
Chinese medicine Fufang Banmao Capsules on
immunological status in patients with hepatocel-
lular carcinoma (HCC) before and after trans-
catheter arterial chemoembolization (TACE).

METHODS: Fufang Banmao Capsules were
administered to HCC patients before TACE or
1 wk or 1 mo after TACE. The proportions of
CD4" and CDS8" cell subsets, NK cells, and serum
levels of ALT, AST, TBIL were measured 4 week

www.wjgnet.com

after treatment.

RESULTS: The proportions of CD4" and NK
cells were lower and that of CD8" cells was high-
er in HCC patients than in healthy persons (both
P < 0.05). After 1 wk or 1 mo of TACE therapy,
the proportions of CD4" and NK cells were in-
creased (33.1 £7.5,38.9 7.8 vs27.1 £5.6; 159
3.7,17.9 £ 53 v5 10.6 £ 4.7, all P < 0.05) and those
of CD8" cells were decreased (299+£3.2,28.7£6.5
vs 34.8 £ 5.6, both P < 0.05) compared to pretreat-
ment values. The proportions of CD4" and NK
cells were significantly higher and that of CD8"
cells was significantly lower in patients treated
with Fufang Banmao Capsules for 1 month after
TACE therapy than in those not receiving Fu-
fang Banmao Capsules after TACE therapy (all P
<0.05).

CONCLUSION: The cellular immunological
functions were inhibited in patients with HCC.
TACE could reverse the immune suppression
state in patients with HCC. The combination of
TACE and Fufang Banmao Capsules could re-
markably improve immunological functions in
HCC patients.

Key Words: Hepatocellular carcinoma; Transcath-
eter arterial chemoembolization; T-lymphocyte sub-
sets; Fufang Banmao Capsules

Yin F, Li J], Cao F, Yao SK. Fufang Banmao Capsules
improve immunological status in patients with hepato-
cellular carcinoma before and after transcatheter arterial
chemoembolization. Shijie Huaren Xiaohua Zazhi 2011;
19(17): 1843-1846
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Abstract

AIM: To evaluate the efficacy and safety of bi-
opsy forceps polypectomy in the management of
diminutive polypoid lesions of the upper gastro-
intestinal tract.

METHODS: The gastroscopic data for 91 cases
of upper gastrointestinal polypoid lesions which
were removed by biopsy forceps polypectomy
(diameter < 0.5 cm) or by high frequency elec-
tric resection (diameter <t 2.0 cm) at our hospital
from 2000 to 2009 were retrospectively reviewed
to compare the rates of complications and recur-
rence between the two groups of patients.

RESULTS: Of 56 patients undergoing biopsy

forceps polypectomy, 48 had single polypoid le-
sion and 8 had multiple lesions. Of 35 patients
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undergoing high frequency electric resection, 23
had single polypoid lesion and 12 had multiple
lesions. No upper gastrointestinal bleeding, per-
foration or other complications occurred in all
cases. At six-month follow-up, a case of relapse
occurred in the site of previous lesion in each
group, and there was no significant difference in
the recurrence rate between the two groups (1.5%
v51.9%, P <0.05).

CONCLUSION: There were no significant differ-
ences in therapy effectiveness and complications
between biopsy forceps polypectomy and high
frequency electric resection in the removal of
diminutive polypoid lesions of the upper gastro-
intestinal tract.

Key Words: Polypoid lesions; Upper gastrointestinal
tract; Biopsy forceps; Recurrence
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Abstract

AIM: To investigate the diagnosis, surgical treat-
ment and postoperative maintenance therapy of
Crohn's disease.

METHODS: The clinical data for 19 patients
with surgically and pathological proven Crohn’s
disease were analyzed retrospectively, including
clinical manifestations, preoperative examina-
tion and diagnosis, intraoperative performance
and diagnosis, and postoperative complications
and maintenance therapy.

RESULTS: The rate of misdiagnosis of Crohn’
s disease was high. Only 3 patients were de-
finitively diagnosed before operation, and the
misdiagnosis rate was 84.21%. Crohn’s disease
showed atypical clinical manifestations. The
symptoms of Crohn's disease were mainly ab-
dominal pain and gastrointestinal tract symp-
toms. All patients had varying degrees of
abdominal pain. Symptoms were related to dis-
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eased region. Emergency surgery was performed
in 3 (15.79%) cases, and elective operation in 16
(84.21%) cases. Reoperation was performed in 4
(21.05%) patients. Postoperative incision infec-
tion occurred in 2 cases, fat liquefaction of inci-
sion in 2 cases, and death in 1 case. The rate of
postoperative complications was 26.32%. Post-
operative maintenance of remission appeared in
12 (63.16%) cases, of which effective results were
achieved in 5 cases and recrudescence occurred
in1 case.

CONCLUSION: The rate of misdiagnosis of
Crohn’s disease is high, mainly due to atypical
clinical manifestations in the early period of the
disease. Surgery can lead not only to a cure for
the disease but also to verification of diagnosis.
Surgical treatment can solve associated com-
plications and improve patient’s quality of life.
Postoperative maintenance drug therapy can
reduce recrudescence.

Key Words: Crohn’s disease; Surgical treatment;
Maintenance therapy
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7 % B (Crohn's disease, CD)s&—F J5L KA+
G3VE FE () 18 M AV R EE I PR, 5
W M5 119 9% (ulcerative colitis, UC) SRR A JAENE
99 (inflammatory bowel disease, IBD), 11932
S [E Crohne 4B B JedIE I dr 44, % ] B
JE B i & AN IAL, ABIF KT AR BLRl i M AR
WL E . A 2R b ), FERE T IEAN T
0o e JB SRR 12005 S N ECAS K 3 %2
(ERCXEIF Y ()7 7S SNy A ER T N R G BU B
FARIGYT B2 W7 4 C DI 1946155 51 [ i 43 B
HIGR TR, T2, FARKF ARG 4EFr
BITIITIE.

1 MRRT5E

1.1 ## 2005-06/2010-05 [F N B A# I E 5
JN—EE B FARICDEE 1961, B sl s T
A ()8 BRAE 524 %99, Hodh B 1641, L34,
W 25-74(CF1)42) % . T4y A RIS T IR
CT. Wi, WHALIEE R T KSR B
. AR I % S R s B 7R,
AR RER I, KRGS WERHATT, Bl
BIFET A0, HoA 180 43K bt 1.

1.2 7 i hEmrE S Hr 198 B F IR RER . R
AR S Wi BRI R T W& T
RIS ARJGHRE LR IRTT.

2 SR

2.1 W AR AL EH1911(100%), % 015 JE AT
NSRRI, k%O X 645 (31.58%), AEAK 841
(42.11%), 1BT56%51(31.58%), NEV5 M AT FAAZ 5
HEL61(31.58%), {HIML551(26.32%), K64
(31.58%), 3151 A [A] W PEAIC#(15.79%), 34914 %

PE1I(5.26%), & IF R E HIE S 141(5.26%),
A I FUR I IRIRE 14510(5.26%), 45 I 2 Sk 2. 45
S5 1191(5.26%), G H I 141(5.26%). 5 3F
S bR R A 3491(15.79%).
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Abstract

AIM: To evaluate the association between single
nucleotide polymorphisms of the X-ray repair
cross-complementing group 3 (XRCC3) gene
and colorectal cancer susceptibility.

METHODS: By searching EMBSE (1974-2010.11),
Pubmed (1966-2010.11), CNKI (1994-2010.11)
and CBM (1978-2010.11), We collected studies
evaluating the association between XRCC3 gene
polymorphisms and colorectal cancer suscep-
tibility. The effect size was odds ratios (OR) of
variant allele of XRCC3Thr241Met in the case
and control groups. Random or fixed effect
model was selected according to the results of
heterogeneity test. The OR and publication bias
were calculated using Review Manager 5.0 and

www.wjgnet.com

STATA11.0 software.

RESULTS: Nine case-control studies involving
3294 cases and 3 947 controls were included. In
the Met/Met versus Thr/Thr group, the odds
ratio was 1.30 (95%CI: 0.86-1.98, P = 0.22). For
the dominant genetic model, the OR in the Met/
Met+Met/Thr versus Thr/Thr group was 1.05
(95%ClI: 0.67-1.66 P = 0.83). For the recessive ge-
netic model, the OR in the Met/Met versus Thr/
Thr+Thr/Met group was 1.45 (95%CI: 0.94-2.25,
P =0.09).

CONCLUSION: There was no close association
between XRCC3 Thr241 Met single nucleotide
polymorphisms and colorectal cancer suscepti-
bility.

Key Words: Colorectal cancer; X-ray repair cross-
complementing group 3; Single nucleotide poly-
morphism; Meta-analysis
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518 DNASZ A HXRCC3 Thr241Metd &
PHER SIS L AMIE D RENEGERE
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ANEDNAB I N X8 R 28 X 4N H T
3(X-ray cross-complementing group 3, XRCC3), i
W1 M [ B 40 i ) 5% A8 AR irs IS FAK 1 43
S E1), XRCC3FEEK 4K M 19 843 bp, HKIA
PRI N AT 346 R SR IR R L 1 B 1 .
XRCCIEK AT 1IN, {7 TZEE B 74 8
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B AT B R I DR A IR 1 A AR B,
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PR (recessive genetic model)%f (Met/Met) vs
(Thr/Thr+Met/Thr) BT 7341, VPl SRR A&7
(Met/Met) 55 45 B 2 Pk R IR OC &R S ik
KT = 78%>50%, K H BEHLRL N AS R o347, 78
Bk R, SARSL R T (Met/Met) 5 45 H ks
() 5 S TG FIE(OR = 1.45, 95%Cl: 0.94-2.25 P
=0.09, K3).

2.6 B F AR A Statali O (12 1k [ ) Y
(Eggerik), VPl Ry, LLEHFRMIOR 44
X {10 gOR 5 KR HEIRS elo gOR [P LU AR A W
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A, ORI EIEC) AR, ZH7 et RDA
Iri. LN ARG T A S IR, fy R E(Coef)
419.26, 95%CI: -2.89-21.44, I {5 X i €150, HP
= 0.12>0.05, 5t PIAAAAEI] B 1 R Rty Wik
B, Mo R E(Coe)H5.03, 95%CI: 2.18-7.89,
A5 X Af50, HP = 0.004<0.05, it HIAEAE
B S 0 R R A s B, A R E(CoeDh
5.50, 95%CI: 3.65-14.65, n[ {5 X [0t 50, HP =
0.198>0.05, Tt B AN BH 1 1R R 4 M

3 iie

45 T 5 At S AR iR — 2 FRE T A A 5t
0 L 1 o e S, R S R H T AN
3G R XRCC3J2 2 IDNAR M 18 52 5L 1A,
Fak )it Rad-5 TG A KR S 2 —, IF
HRad-5UHEAEH, 25 FEFYIMEL, Fik
LR IE 3R P 6 AR G A (AR e M N
BDNAMME ke FEAE Y. AT XRCC3
SR Thr24 IMetfr i AL HIR 2 SV S 4 H W
T 5y Bk 52 R HEAT T MetaZh . B A% 3E R b Ay
MURAZ AT IR A 25 2 A PR T BB AT TRk
X8, RABME TR Met/Met) 5 B A= 4l & 1
AMA(The/Thr)HEAT UL S PERLE RARAN A
(Met/Met+Met/Thr)-5 #2474~ A(Thr/Thr) 2 [8]
ML BabER R R (Met/Met) 5 B4R
TIAMA(Thr/Thr+Thr/Met)BET LU, 4558, BT
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m2AZE Study or Colorectal cancer  Control Weight Odds Ratio Odds Ratio
AR LERKR Subgroup Events Total  Events Total (%) M-H,Random,95%Cl M-H, Random, 95%Cl
FHREEET S mprota 2008 26 66 8 75 110 5.44[2.25 13.18] —
Lﬁ;jfiﬁi; Jin 2005 1 125 1 269 21 2.1610.13, 34.84] .
gﬁli’e‘il‘ﬂfj—ﬁ Krupa 2004 23 24 8 19 3.1 31.63[3.51, 285.28] 1,;
E R U LA Moreno 2006 51 191 47 158 16.9  0.86[0.54, 1.37] _ml
EUAL AW E Skjelbred 2006 60 198 20 84 15.1 1.3910.77, 2.50] -
AN H U B Stern 2005 77 452 92 472 18.9  0.85[0.61, 1.19] 1
% % Awmk5ap  Tranah 2004 119 450 179 621 19.7  0.891[0.68, 1.17]
% % Btz Mg Wang 2010 10 223 9 206 106 1.03[0.41,2.58] r
£ ATHRLL  Yeh 2005 1 661 2 660 27 050[0.05, 551 ; | ; ;
RN E Total (95%Cl) 2390 2564 100.0 1.30[0.86, 1.98] 0.01 0.10 1.00 10.00 100.00
AFEZIE L, B Total events 368 366 Favours experimental  Favours control

b, E gt — e
KRR T,
[ B 247 % K
A% B A

Heterogeneity: Tau’ = 0.21; Chi’ = 27.65, df = 8 (P = 0.0005); I> = 71%
Test for overall effect: 7= 1.23 (P = 0.22)

B 1 UBLERAEFMet/Met) ISR, XRCC3 Thr241MetB75it S5 E IR S RRIE X REVRME (Met/Met 15 Thr/Thr).
Study or Colorectal cancer  Control Weight Odds Ratio Odds Ratio

Subgroup Events Total  Events Total (%) M-H,Random,95%Cl M-H, Random, 95%Cl
Improta 2008 69 109 54 121 11.3 2.14[1.26, 3.63] -

Jin 2005 16 140 12 280 96 2.88[1.32 6.27] 1

Krupa 2004 50 51 89 100 35 6.18[0.77, 49.28] 2

Moreno 2006 221 361 205 316 12.6 0.851[0.62, 1.17] -

Skjelbred 2006 261 399 93 157 12.2 1.30[0.89, 1.90] -

Stern 2005 362 737 607 787 12.9 0.2910.23, 0.36] h

Tranah 2004 504 835 719 1161 13.1 0.94[0.78, 1.12] :7

Wang 2010 89 302 94 291 124 0.88[0.62, 1.24]

Yeh 2005 61 721 76 734 124  0.80[0.56, 1.14]

Total (95%Cl) 3655 3947 100.0 1.05[0.67, 1.66] ‘ ‘
Total events 1633 1949 0.01 010 1.00 1000 100.00

Heterogeneity: Tau® = 0.41; Chi® = 119.31, df = 8 (P<0.0001); I> = 93%
Test for overall effect: 27 = 0.22 (P = 0.83)

Favours experimental

B 2 FMHEINTXRCCS Thr24MetZiSit S5 E IR SRR X ATVFRME Met/Met+Met/Thr vs Thr/Thr).

Favours control

Study or Colorectal cancer  Control Weight Odds Ratio Odds Ratio
Subgroup Events Total  Events Total (%) M-H,Random,95%Cl M-H, Random, 95%Cl
Improta 2008 26 109 8 121 10.9  4.42[1.91,10.27] —
Jin 2005 1 140 1 280 2.2 2.01[0.12, 32.33]
 m

Krupa 2004 23 51 8 100 10.2 9.45 [3.81, 23.44] -
Moreno 2006 51 361 47 316 15.6 0.94 [0.61, 1.45] -
Skjelbred 2006 60 399 20 157 14.3 1.211[0.70, 2.09] .
Stern 2005 77 737 92 787 16.7 0.8810.64, 1.21] bl

I
Tranah 2004 119 835 179 1161 17.3 0.91[0.71, 1.17]
Wang 2010 10 302 9 291 10.1 1.07 [0.43, 2.68]
Yeh 2005 1721 2 734 2.8 0.51(0.05, 5.62] 2 2
Total (95%Cl) 3655 3947 100.0 1.451[0.94, 2.25] ‘ ‘ ‘ ‘
Total events 368 1949 0.01 0.0 1.00 10.00 100.00

Heterogeneity: Tau® = 0.27; Chi® = 37.13, df = 8 (P<0.0001); I’ = 78%
Test for overall effect: 27 = 1.69 (P = 0.09)

Favours experimental

B 3 BRIHETNTXRCCS Thr24MetZiSit S5 E IR SRR X ATVFRMBE Met/Met vs Thr/Thr+Thr/Met).

L FXRCC3H A Thr24 IMethy AL R
S 45 Wi 5y B () S5 A7 ANLE WY AH DG
Gy JE YT, F NN TR = i 2 N A [) gk
ITT 3 2o, 45 RAE SRl R R B
XRCC3 Thr241Met% &% 5 45 H i 2 Bk 1)
KZE. B b, MRk oy U8 T 2 3 Rk,
AT A5 7R FAKE DRI A%: (R B4R R, 24

Favours control

T/ INBONE R B [T, AR G B3R 58 D) 7 1) 4
FTR 752 AN B RN AT 3 SO 1 5 2, At
Ky A% Jo T 2 R DAt A%, iR 1) agt 4% JF A R
(FIA B, T AN AN IR (35 A% 2l PRl it
FEA B LA DA R A B RS LA B IR %
ASVELS R 2 Ik 2 TR 5% 2 AT REAN AL AFERR
ANFEA IS OL T IR, DI, 25—
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KRG REA T, [ EAT 2 3L DR 2 fir 200k 45 Lett 2003; 191: 171-178 A
N 5 Krupa R, Blasiak J. An association of polymorphism A& X 5 4f & X i#
RO, AU A BN A R S A SRV, B of DNA repair genes XRCC1 ond XRCC3 with W, %3 5 & 16
2 M 9RE 2y B ONTRE, T A S B IR 11 = 2% T i colorectal cancer. | Exp Clin Cancer Res 2004; 23: %, ﬁ(—ﬂ‘?‘—l”ff~ ”B;J
o 285-294 H P Fo T A AR
%ﬁt B J: E/J AT ﬁﬁﬁ?ﬁ‘ EEﬁi& @J +7 E ﬁm‘" 6 Tranah GJ, Giovannucci E, Ma J, Fuchs C, Hankin- 5";&%%5»”%& =
S N, 0 oy N BRI T SR T, 2 5 8 son SE, Hunter DJ. XRCC2 and XRCC3 polymor- i;?iﬂzﬁi
7T AN W ‘, S hisms are not associated with risk of colorectal les JR A s B BT 50
i Bﬁ, Q/ﬁﬂ 1/?/\ Ii‘ﬁ, —%‘/ﬁﬂ V& ﬁ, M*Ezl—(iﬁg{k H Ia>c1eI1oma. Cancer Epidemiol Biomarkers Prev 2004; 13: HRARF
iR Wria T R RE R K h Je i 1090-1091
I \ — e ) 7 Yeh CC, Sung FC, Tang R, Chang-Chieh CR, Hsieh
M eta b BT IR A7 458 () BRAE, LL. Polymor;%hisms of the XRCCgl, XRCC3, & amp;
5'[, A2 PG NWF T N B2 /B<300%4, XPD genes, and colorectal cancer risk: a case-con-
X S e e WAL 2 IR " trol study in Taiwan. BMC Cancer 2005; 5: 12
EE %1&1T1L1§ Eﬁjﬂ‘iﬂigﬁ EEJEEE’ 8 Jin MJ, Chen K, Song L, Fan CH, Chen Q, Zhu YM,
/J MREAS B AR FRAR S v RRE, A& R AR e v Ma XY, Yao KY. The association of the DNA repair
et — %E/J A I -2 D A b gene ).(RCC3 Thr241Met polymorphi§m with sus-
ceptibility to colorectal cancer in a Chinese popula-
AR BIAFAE G vk 27 e ik, RS XA it tion. Cancer Genet Cytogenet 2005; 163: 38-43
A B}ﬁ l‘i HJ kaﬁ %HL%&F%’%}FU l&ﬁf,ﬂkﬂz{ﬂ;ﬁ; 9 Stern MC, Siegmund KD, Co?‘ral R, Haile. RW.
XRCC1 and XRCC3 polymorphisms and their role
g5 o3 B R B S DX R] IR T, oof &0 (0 A e v as effect modifiers of unsaturated fatty acids and
AL — I T A HE;];%JE N, &k antioxidant intake on colorectal adenomas risk.
A Cancer Epidemiol Biomarkers Prev 2005; 14: 609-615
PERAE R (Eggerik), INAAFAERRMMT, % 10 Skjelbred CF, Saebo M, Wallin H, Nexo BA, Hagen
ﬁ'ﬂ% E‘JZ?E, 4:1&7‘12@':;“':4: W E@ﬂéﬁé‘ _ % PC, Lothe IM, Aase S, Johnson E, Hansteen IL,
. X Vogel U, Kure EH. Polymorphisms of the XRCC1,
T ERRRE, A EXDNABRIEIXRCC3 XRCC3 and XPD genes and risk of colorectal ade-
Thr241M et% RS é;j:f EH@E 5 Ji& HES g E noma and carcinoma, in a Norwegian cohort: a case
control study. BMC Cancer 2006; 6: 67
ﬂ‘ﬂ:#’} E/‘JEJ lﬁ'h 11 Moreno V, Gemignani F, Landi S, Gioia-Patricola L,
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. G, Canzian F. Polymorphisms in genes of nucleo-
4 SEXH tide and base excisyion rle::)pair: risk §nd prognosis of
1 Tebbs RS, Zhao Y, Tucker JD, Scheerer JB, Siciliano colorectal cancer. Clin Cancer Res 2006; 12: 2101-2108
M], Hwang M, Liu N, Legerski R], Thompson LH. 12 Improta G, Sgambato A, Bianchino G, Zupa A,
Correction of chromosomal instability and sensitiv- Grieco V, La Torre G, Traficante A, Cittadini A.
ity to diverse mutagens by a cloned cDNA of the Polymorphisms of the DNA repair genes XRCC1
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veille C, Davico L, Piazza A, Vineis P. DNA repair 13 Wang ], Zhao Y, Jiang J, Gajalakshmi V, Kuriki K,
gene polymorphisms, bulky DNA adducts in white Nakamura S, Akasaka S, Ishikawa H, Suzuki S, Na-
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Abstract

AIM: To detect the methylation and protein ex-
pression of the Runx3 gene in sporadic colorec-
tal cancer (SCRC), colonic adenoma, and normal
colon tissue and to evaluate their clinical signifi-
cance in colorectal carcinogenesis.

METHODS: Thirty-four colonic cancer speci-
mens, 34 colonic adenoma specimens, and 34
normal colonic tissue specimens were used in
this study. The CpG island methylation status
of the Runx3 gene was detected by methylation-
specific PCR in these specimens, and the protein
expression of Runx3 was detected by immuno-
histochemistry.

RESULTS: The rates of methylation of the
Runx3 gene in colonic cancer and colonic adeno-
ma were significantly higher than that in normal

colonic tissue (23.5%, 20.6% vs 0.0%, both P <
0.05). There was no significant difference in the
rate of methylation of the Runx3 gene between
colonic adenoma and colonic cancer (P > 0.05).
The positive rate of Runx3 protein expression
was significantly lower in colonic cancer than
in colonic adenoma and normal tissue (17.7% vs
61.8%, 76.5%, both P < 0.05).

CONCLUSION: Methylation of the promoter
CpG islands of the Runx3 gene is an important
genetic event of colon carcinogenesis and may
be associated with altered protein expression of
Runx3.

Key Words: Runx3; Methylation; Colonic cancer

He SY, Han SX, Jiang RF, Xiang YS. Significance of meth-
ylation and protein expressions of the Runx3 protein in
colon carcinogenesis. Shijie Huaren Xiaohua Zazhi 2011;
19(17): 1860-1863

ik 2

BH#: M Runx3A B 23+ XCpG & F AL
KA ZRunx3% G ik 1 45 I I K A P etk
A BN R & L.

Fik: 2 ADNAW AL FHPCR(MSP)H#
RAEMEmBE. EMRG. EFEMmERE
Runx3 A FCpG & W ALK, B f k2148
16 & M Runx3 & & 89 £k

LR MSPZ 42 M A I Runx3 A K CpG &
VAN ELE R FEE., RBALE EFEZ
H R F M Z F[23.5%(8/34), 20.6%(7/34) vs
0.0%(0/0), 3#P<0.05], M %M s 5 MR B a
] R E £ SF. R A RAL T K R I
J 5 4P Runx3 % & & A FabE R AR 8 40
EFMZ A R FEEF[17.7%(6/34) vs
61.8%(21/34), 76.5%(26/34), 3P<0.05].

it Runx3A A B3 F X CpG iy ¥ A2 42
B 4E W R A0y F AW F A, THE 5 Runx3
BEO KRR K.
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XH#13: Runx3; FEAL; i

BRI, SRE, BE, [EE. RuneERPELRRUNX3
EQRATEREREPHRN. BRENEILHAS 2011;
19(17): 18601863
http://www.wjgnet.com/1009-3079/19/1860.asp

03l

DN A FBEAL 2 doe i WL IR A 0 38 4% 2 e A4z g =X
fil e F S-HEF F R Z 12 (S-adenosyl methionine,
SAM)FAIE 5L, ZEDNA UL HE RS i (DNA meth-
yltransferse, DNMT)ff L ¥, DNA C 437 [f) e s
ARy 5-F L OMEE (5-°C), KA XIKPEA
MAEDNA R S5 R A 1 7 20, AR
LA T5'-CPG-3' A% AR, JE K IR AL ) V2 A7
ETAFE MR T, 2850 R I 5 R P
A i g e e IR A A v PR Ak ASHIE 9 R R
FAPCRIZ(MSPYX &l . &5lmlf . 1B
4L E IR unx3 3 K Cp G & F AL R 34T K6,
B ERITRunx3 3K Cp G iy F RN TE 45 Wi
AR .

1 #RRIT5E

1.1 A Bc8E2008-10/2009-02 P9 J1145 A B2 Bt
F- AR 1) 25 W g S 45 Mo W 96 20 23 b A 6.8 46,
IEH AR T e IS RhR A 3441, Fiv G s )
BB MEIRBMERES, WhHKEH
B, RATRATIOT « W7 B inyr. Hopgh
W34, R34, 1EH 234450, BrlicsE s
BEAL LR AT 220 min A ARAE T-183 CHAF
LA . il 2, 51801, L6, ik
38-78(* 1158 £2.5)%; dillRmA LR t, 517
B, L1741, FEEE28-73CFIS3£2.7) % . IEH &
WARIRA L, F1841, 166, FF1%38-78( 114
5842.2)%. TIANamp Genomic DNA Kit A b5t
FARAD R AT B2 7 7= 5, EZ DNA Methyla-
tion-Gold Kitif 71 & 4 A6 st RBIRHE T R A PR 2
)7 b DNAFREADNA/Hind 11, 50 bp DNA
Labber. 2XTaq PCR MasterMix &1t 5{ KR A=
PIRHSAT B2\ 77 iy Pt N B 5e B HTAAR unx3
H AL 2 7P DAB Kt RAZ G
G/ /NI

12 %

1.2.1 514896 m B4 &: DNAFHI S Gen-
Bank, PCRY5 |2 MUCHR[2]% 1. Runx3 1AL
BT 5 514 7 51l (methylated-specific forward prim-
ers, MF)5-"TTACGAGGGGCGGTCGTACGC-

www.wjgnet.com

GGG-3"; Runx3 FIEAY [ 7] 5| ) )7 7] (methylated-
specific reverse primers, MR)5'-AAAACGACC-
GACGCGAACGCCTCC-3'; Runx3d4E A4k
A S 5197 %) (unmethylated-specific forward
primers, UF)S-TTATGAGGGGTGGTTGTAT-
GTGGG-3"; Runx3 3k HAL [ 0] 519 ¥ 41
(unmethylated-specific reverse primers, UR)5'-
AAAACAACCAACACAAACACCTCC-3.

1.2.2 DNA#R I A5 2 [ Herman 5 I (1)
H AL R PCR T V4. K HI TIANamp Genomic
DNA Kit{£ R ZUFF ADNA. DNARI: £EZ
DNA FEEAL B 7 £5-G o 1d T AR Ak 42 B i1 21 21
DNA. Runx3M#A& #: 2 X Tag PCRMasterMix 12.5
uL; Runx3 Mf 1 pL; Runx3 Mr 1 uLH 24002
JA fIDNA 2.5 pL; ddH,O 8 uL; Runx33%[KIPCR
RN ZAE: 94 °C 10 miniAETE, 65 C Rl k45
s, 72 CHEANT0 min; DA 1Y) 28 1% I IR B ok
ik, 12 FlGel Doc 1000%E K2 B {5 1 AN (3 12
Bio-Rad > 7).

1.2.3 o9& LR AL S A Runx3 & & 49 A S
R UL BT, (Runx3PUEBRIR A &
E#ER), RHAPBSIBAE —HU/E R BT,

1.2.4 FIdrARAE: 5897 Pan th 075250 bpb &
AN HLIR A A B E, A5 A B E; ZRunx33E A
JE H AL S 9 S TR DN AP~y 0 H L E 240 bp
Ab 71 L K A S B, A5 0k BH R, Runx3 2%
FIFESE e 2 . &5 W P Jed 401 B 0 4 v f BH 1
FAk N MM BA P, SAR A, SfEE N0
AR LET, JEBHPE T E-10%, 4052 A BH .
St RE I L BCR F Fisherffi D)%
AT GE v 2400 M, FISPSS13.048 24 5 A %
BR AT A, KKK o = 0.05, P<0.0517 4e il

YR
¥ B K.

2 BR

2.1 XML Runx3AWBFH FCpGH FHhA
Runx3 /)i 3l Cp G &y I EEAG B 1k ik 2 A0 45 )
Tt FBRIRE v 23 501 A23.5%(8/34) 20.6%(7/34),
TEH AR AR B Runx33E K CpG i KAk, 45
W dl. IRy EH A B E R
(P<0.05). & g 20 15 g 20 L 35 e Yl 35 1 22 S
(P>0.05, %1).

2.2 Runx3%& & &1k Runx3E AR IA RS
gl IR A5 I A5 0 17.7%(6/34)
61.8%(21/34). 76.5%(26/34). 4 g 55 &5 1 g i

W £ E
Ku# & AMSPH
R 3FA L5 B 95 2a
JOARHEATAM, &
B50% 09 A2 1
S 48 L #kRunx3
E @ £k T HXR
FEk.



1862 ISSN 1009-3079 (print) ISSN 2219-2859 (online) tHFENGEHAFTE 2011F65188 198 F17H
| PR XA & 1 BLARUNXSERCPGREBEILIRILE (1 = 34)
Runx3 A H &3
FRCpG & T A
A AR B 45 R Runx3EHCpGREFEL
AE TR »a . : At
H¥EH, Ty
Runx3% & % & Lhsfi)Y = At 8 26
B, IR 7 27

[FRER 0 34

B 1 RunIEBESAEHERPNRERBARLS
x100). A: IEHEEZRAFHES; B: BRRALY, C: hipmiisl.

2 IEHE AL PR W 2 R (P<0.05, 22, ).

3 11e

DN A F 56465 g & A2 3 DIAH G, A2 SE A
AT AL . Runx3 3% R 8 R BLAI 4
Jer FE DN, I LA IR unx 5 DR 50 P 8 JEUAG TP
L B A A K. R R IER, X
SR B ATt R 3 EEA/EH. Runx3
R TGF-BI 57 Tl b i — AN R 7,
B HR-Smad(Smad?Z 4454, 8 FTGF-p1/
Smadfii TP BEE I Smad(—FHE TR 1)
55 W) MM 5 e N A AL A, INSRT GF-B1/
Smad& G FIHEAL fihi G, UETGF-BUE 51%
T, A FHMREF T, PRI TGF-BUNT IRz 41 iy
AR R, ETGE-BIE S iz ik
PECHEVE S, E A2 5 R IR unx3 56K 48
g W b i HE AL, Runx3FEKCpG Ry AL S
FURunx3HE K K35 5 45 W g A= 25 DIAH 5,

R 2 BYARUNXIEBBRAPBMER (n = 34)

Runx3ZEBRIA
P4 pRE RRIE
BipkaBiR 6 28
FRIEBRZR 21 13
I[ERER 26 8

Runx3# kK4 FHTGF-BIUE 518 %
BELOT, &fl X T GF-B 175 5 (19 A= KA il 4 F A
T2 N RE S R B, B-cateninfE iU N FLEE, Wnt
O B O, AN R R TR TR A, 1Ak
I ANEEE (R A0 P v B R R AR AR, (R R
KAV AR IR BRR unx3FE K11 /)N L
Runx3 % [R5 FRE, /N RUMR R R 0 5 E T,
Kuf5 R FHM S PHEAIE A 45 19 41 o bk 2 A7 46
W, RIN50%I1 N 45 e 4 Ml Bk R unx3 8 (1 R IA
FREEARIE. WFRIE RIS 40
s RHAEE . PRl M. SRR, AIRSE
o FLARUTIAE R s Runx 3 88 14 BH 1 RIA R A
R INATER 7 AN ] R R G PN ST N N o
R IN 3441 6 s AT 8IRunx3FE K Cp G iy H it
1k, WAL Z N23.5%(8/34), HKuE K HIMSP
FEARNE I A I 8. 4% 1) 45 Wi 21 2 R unx 3 3 A
CpG&y AL, IEH &5 AH 2 ERunx35EFICpG
By PIEAL . 5 Goel2GE" R 21%(19/91)
4E Wi B AF fERunx33E R Cp G B FR AL, 1E 8
AR R IRunx35EF CpG iy HIEAAHEL. AWFA
IR BUIE B 45 B R unx3 8 (4 B ME 08 KA
76.5%(26/34), B ZHRunx3 4 (A FHME L L H N
61.8%(21/34), & ERunx3 & (A PHMERE K
F17.7%(6/34), 4l 20 0 AR T IR 41 J E
WA, HAT 8% 5 (P<0.05), 5ChenZE!H)
B AL AW LR Runx3FE K CpG & F HE4k
R BB R AR T IE b W R — &5 1 g — &5 i i
P 1K — Ry A I B, 2 4 e AR L
S TEAE. ST Runx3E AREE, TR
4l ERunx3 3 K CpG & AL A K.
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(SR NBHRE ) BRI

(A A0 4k

&) HHREM
R FRRE, A
B B R AG ¥ B AT
AT HL, & —1
AP B A L
Yeit BoAE s A7),
L RN GRS
BNk ke
REHF).

1 BRREN

1A (AR A& [ISSN 1009-3079
(print), ISSN 2219-2859 (online), CN 14-1260/R]J
— 3 [FAT PESLPE AT TR B (open access, OA) I
FIT). OAS K HIAL AR I ] 4 AR L K S
TFIBICTFEN, S 23R PDF&E k% 43, V)
SERR G T AL G 3 BELAS RE A AF 9% 1, SR B A
FRIBERT. OAE— T FLIE R XA i Rl A 1%
TR, gnZs. AEF TR 56 0 i KA B AR,
B FZR BRI .

(IR AL EDY EM56.000T, 44
2016.007t, ME&AR582-262, Mt F4E Ntk A%
BRI AR, (R AE R FEHR
T E e IR % BRI 2% . WBEAT N
LN 2 2 B PE S S IE RIS R IR
SRR AR R EE, HARPN AW K B,
SO tE S K. Barret'sT R . & ERIK ik
MRS, B, B aE R, o
% B kg, B B A R
TR iE s, wlgiE i sl il
FHL. il & 5E(WIBD/CD4%) . il &g, K
e RO J 9 45 FEL S0 92 9 o 2 1 %
JEAEL . MR B4R didh . M. IifG
i~ MHYTASAL . RRAME RO . . IHER .
JOFL A g P D 5 Ak v s 56 TR, J i 58 AR
JER MR A, A RV AL R G, i S
Ptk SO VESI « I T AAS AR
R A, LR DL B AF DG (1) 3 PR S (A
Y25 A KO TR A RIRE L AT
o s MK NANEHZ W 5697 (WA
g7 Bl EIRE); BrLLEAN, AT iRIE 12
Wrbiimie. WEBRL L. AR SRR,

(T NI 2435 ) BE R R R4
FLE (LAY (Chemical Abstracts, CA).
fuf 2% (= 24 SCH PR/ B 24 ST (EMBase/Excerpta
Medica, EM)) FkZ iy (A 2435 (Abstract
Journal, AJ)) Wk, [ AT ER R G
3T T R R A3 A vh B8 S e v-UsH
T Ch OO BT H B (20084F )N
BRI 08T Ch B 2RI 05T
& -RCCSHUE %0 TIHAT R e ra ) F1

H ] T R RIS 20094 (AR U
2K BBEEIAIK3 0097, 520 R T-0.625, 45
BV E5349.475%, 3 A s R SR A8 T
PERONL . SN 6N, 7l irfE1 946 [H
RGOS T R ER RO IFD 1
WM. 3784 3514 HAb g ks BI4ETR
Fr0.112, fl512£0.79, 51 FH TI%473F, & A 1
15.72, BUBLIR 71 170.03, #5238 114.0, K
BREE752, SCHRIE 20,93, HUX 2> 41 %30, LK
I3 ARHE30, FE 418 3 ER0.39, HFAME S ER0.01.

1.2 & B RVE SRS, IRRITIT, fERibis, 3
BREER, WFFTERR, IRIRZKs, TR BIIR T, Sl 5.
SRR HARREYE L el rE Rk R sz b,
R, SCFTRTZR, Bl vl e, SRR, FaaUER.

2 ERER
2.0 BARARE SORGEES VB [ S AR EGBT713
BEEE AR . FAR M ER R RS
1% 3K, GB6447 I % SN, GBT7143L )55 %
SCHRE RN, GB/T 3179Fh 245 A T 44 HE
A AT K [w) I ] o . 2 390 1) i 4 2 1
2 (International Committee of Medical Journal
Editors) il & ) (R 272 3] T BEA ) 48— 25K
(%5K%)) (Uniform requirements for manuscripts
submitted to biomedical journals). W.: Ann Intern
Med 1997; 126: 36-47.
2.2 LR ARE NAMEL, BTEgE—, Wl
HZ R HIHE, v T KI5 RN
T AETRTRR, BAG B RIRR. B2 44 i L4 [
HRB 2 Z i g g T n A (R4
Wy o CEAE A AR R A4 D)
(Ce A ALDENERC LAt DN NN
T4y o (AR LD K (A
ZAA) BRIV HE, 254 LD Ch e NRIERTE 2y
gy AN DAL IR B (AR b
7, ) St 24 it B B R e e (KB 24, SR M)
HEHERI 2540, QUBTIEB 24, 5 2 IR IR E 25 Jh 2% 5%
E I Y N1 = A VA L P /A
JH 206 0 v T P CRE USRS — kB 5 427,
UWIALT, AST, mAb, WBC, RBC, Hb, T, P, R, BP,
PU, GU, DU, ACTH, DNA, LD50, HBsAg, HCV
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RNA, AFP, CEA, ECG, IgG, IgA, IgM, TCM,
RIA, ELISA, PCR, CT, MRIZ%. Jyyili/bHEENAS 5%,
AR, BRI EC T bR AT S 2R AT BN A
A4YL b rp B 2 44 3R] PR A DA R SR (DA
A5 F, EHER R AT 9], b Kistroke,
Rdfever; (2)F 0 Wi & NARYE FH3CH BLIE
FH J5 e84, 2 J\3%eight principal methods; (3)
YT AN A ] B Y R, B DGE PR
i ¥lyin, Fyang, BB % lyinyangology, A
renzhong, < Hiqigong; PEPFE LU A HLAT
15, Wiweixibao nizhuanwan( & 41 i % 1),
guizhitang(F:A% 7). 1 H /NG .

2.3 ShXFHF TR KRNDNEIERMES EH MAbr.
K v, WURIYE S im, IS S ip, B2 R
Sse, Mxw=E S icy, kit Hia, Hilkpo, #H
ig. sS(P)NBES LS, kg NAES iKg, mLANAES
ML, Iepm(h 5 A 1/min) <+ E%({X 2830 % ) +
60 = Bq, pHANGE S PHIERP", H. pylori NGE'S
HP, 7, /NS 5tl/284 T3, Vmax AN fEVmax, p A
HOAgE . FHERMA AR S0, - AMER S,
R T AN R A SR A, AR TE
PR ARFh. ey KT 1R (Helicobacter pylori,
H.pylor), llex pubescens Hook, et Arn.var.glaber
Chang(fir 4 Z ) RIME L), WK, — S50 iH 217
SONFEA S, Y% imean, FrfEZSD, FKE, ¢
K3 ML 2P, HHOC R M), A7 44 h ks IR
FEC s G EM BAT 5 (N, o, P, S,
d, NWin-(normal, 1F), N-(nitrogen, %), o-(ortho,
48), O-(oxygen, %, X MWAE), d-(dextro, A7
Ji®), p-(para, %), ¥l iin-butyl acetate(HH MR 1
T'M8), N-methylacetanilide(NV-H & Z B K 1%),
o-cresol(Zf H 1), 3-O-methyl-adrenaline(3-O-
FL B IR 2%), d-amphetamine(47 KE A A %),
I-dopa(/CJig % 1), p-aminosalicylic acid(i4d &
KR, i 1 5 KA Bin vitro, in vivo, in situ;
Ibid, et al, po, vs; HIAN CFBHCER Y B &, W
m(Jii), VIR, FO1), p(I577), W(Eh), v ),
QUAED), ECBIAHRIE), S(HIFR), ¢(IF i), 2 i
Pk, kat), (3 IR SE, C), DORIH] &, Gy), AL
SHPEIRRE, Bq), p(H L, MHBUTTE, g/L), c(RIE,
mol/L), o(AF14r %k, mL/L), w5t 73 %, mg/g),
bUFT R FEIRIKBE, mol/g), /(K JE), b(% ), A(F
FE), dJ2 1), RCEAR), D(EAR), T Conas VA, T
Cre&. JERAF 538 % H /NS RUE, Uras, c-mye;
SEIR RS IEAR, WP163 .

2.4 3t F A5 KT BR AL O A OC E K

www.wjgnet.com

PR, GB3100-3102-93 1 FIELAL. JESK 1) “Ir T
7 NSO T IRARRE 2> R 30 kDECh
M, 300005530 kDa(M K5 RHE, r/N5 IEK, T
fakbr), “JRFE” NSO A R R, BlA (A
KERHE, NEIER, T MbrR); n] R H R 5
i, LR RN IER). TR+ — M-
Jadlth. fE LRI E RS, W37.6°C+1.2°C,
45.6% +24%,56.4 d+0.5 d. 3.561+0.27 pg/ml}
43.56 ng/L£0.27 ng/L. BPHkPa(mmHg), RBC
11X 10%/L, WBCHUH 1 X 10°/L, WBCH &
EE H10.00% 7%, Hb M g/L. M, BIHH H 44 N ) )5t LA
nmol/LE{mmol/LE&7R, ANWIHfi# Hg/L& 7R, 1 M
BRI, 21 mol/LARIR, 1 NfiR, & 40.5 mol/L
g, K10 cm, %6 cm, 14 cm, N5 10 cm X
6 cm X4 cm. AEFEbR —HER v E AT
TR, B, b RES. WEEA. BRE
. JREE. mMakma. BigfHeL, ek
HHmg/L; w40, #. K&, JRER. CO,
ity iy LR, WERR. AH[EEE. AHEEERG. —
BEH . . 5. BE. dEEAA. &4 i
L%, HmALAW. . DI, 2. 8. Bt
INIMFER . JRAEC. & g RA. HAKE, 4
EEBL. g EB2 i EB6. KRR, AT
PIFACR RIS B ERRE . k. ZA. HURIR
. S, MR Fnmol/L; JHEEE. ME TR,
e EIR R . 4EE EB12lpmol/L. Ei
R His . G, AEAS . fln, 185, 1
s; 27040, 2 min; 3/, 3 hy 4K, 4 d; 5)H, 5 wk; 6
H, 6 mo; MEPE S, HMEPE &, BEWEPEE PR RAITU =
16.67 nkat, Xt #log, % 4tuv, 17 th%, FHL, R
E1X 107 g55X 107 g2 2k k1 mgtj0.5 mg,
hrifUsh, Ty U8 mg, K melimm. [F R4
SAMTIRE W SCA T, Bt RANE Bid,
{H4EKS mgn] 58 mg/d. fE—AN4LE& AT 5 A
AFH 14U BRI, #l AN GE'S img/kg/d,
1M Y5 lemg/(kged), HAEHEG LR NG —. H
PEFF5 AT B STEURIX oy, B, 2 min AN Jé2
mins, 3 h/AN /&3 hs, 4 dANJE4 ds, 8 mg A /&8 mgs.
AL 15 d; 1558, 15 g5 10%468 /K8 Ak, 40 /L
1 95%315%5, 950 mL/LZ1#; 5% CO,, 50 mL/L
CO,; 111000 EMRE, 1 o/LYT EIRE; BHE
JE e R 336.8 pe/mg, BCh BRI A A
H ¥ #36.8 ng/g; 10%7 % % 44560 mmol/LEL,
100 /LA ZBE; 45 ppm = 45X 10°°; B0 gk
AR (SRR 38) i r/min, #E3E H g; 2970 e ds
Fk i, — AL “/kg” R,

(S A ATE A
&) AF B
b X it R4
S HAF) (20105 A=
A ) &
BEREETE RS
A 548, 20084 52)
T ARAT.
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2.5 G FHT (DASR /NS Q)FKE HI 9%
XKREF; 3) R AR NGy (HFEART
FHR REH 30/ S (5) A A SO So;
(O)FEAH 9530/ Sn; (T)MEAR FH JESCRMA K
GP. fEGeE 2 E A B AR S RUR IS4 5+ b
WEZE 2R 78 Jymean+ SD, T340 £ br#EiR Jymean
+SE. gt ag i # EHP<0.05, "P<0.01(P>0.05
ANE). WF—FR T HA—EPH, WP<0.05,
1P<0.01; 4 =45 HP<0.05, 'P<0.01%%.

2.6 FF R % 1 RE AR HEGB/T 15835-1995H
W b R B R e, AR DOE R = R A
IS | B R R /I et = 7 N X N
VUBCER R . FLDUIE S BEINEE. Gk %8
KB RLAR $0F, 11 000-1500 kg, 3.5 mmol/L
+0.5 mmol/LAF. I (1) 54 A Bk ik I
PRSP, B 6 347 R 456 0005y 2 — Rk 3
B AT — AN, R v G — ARz, w
T BRI A R 2. fE—HECF T fmean £
SDJV. 2% L& BIAMA )AL 72, — R LASDIF) /32K & A
B, Biltn3614.5 g+420.8 g, SDII1/3ik— T %g,
SERIHOE N AE T AT AL, WOV S 3.6 kg +0.4 kg,
W2 e E . 8.4 cm£0.27 cm, It
SD/3 = 0.09 cm, &/ G 24, MOV
I I B /N B S S 24 A R B A I BT A
TR, My, KRECT, DTSS0I, K5
b, eSS, WET— 07 Hog Ay ik, & (w
07 ) HSZ a4 omlss. AR 1k5E
B, ANFZ RGE S F1N23.48, 45 ANELNE S, )
I 523, AN 1%23.48—23.5—>24. 4F H HFXH
BHCF RIS, HIEE KA HEGB/T 7408-94+
5. 198544 H12H, nI'51E1985-04-12; 1985
F4H, H1E1985-04; M19854E4 11223120
4r50FPIEE B 19854E6 H25H 100304 1F, S 1E
1985-04-12 T23:20:50/1985-06-25 T10:30:00;
M 198544 H12H £ 198546 H15H 1k, S1F
1985-04-12/06-16, _-/1-81 54£08:00, /-4
PEAE16:30. 173 B S8 BOR 73 BEK e -
53 BE<100, H 3 E 2L 101< 73 BE<1000,
H BN ECR R LA AR EHE. /DR S 1)
BT AA 07, 534 8] 2% /480 41 207 B 2,
1486 800.475 65. SE I Bl PR H - AFAT!

2.7 AREAF5 ERIE AR HEGB/T 15834-1995kx
RURF FVE LR, AT SCH A5 58K
IR i B R SR -7 Tk, JEBIM
DOVE ] 8] F 45 43 FF, T A A0 SCI BT
fHECF . A SRR ] S DR BRI S ] )
SHIE S 5 TF, S22 SO AR TR — R HIE S

O30T Fon& T ks AT, WAS . 325,
T WS AR SIE A, WA
T AT MR TSR BIbS KA 5, WG S R
P, AEN T AT R, b
SHC R R N UL TTES AP CAS NI S NITTRCE B 1
P B IR SESOE A R DU AF
58, ANE K, WS-FU. #hSCFR X8
LA RHE, W NG, —R8kor
MRS, s AR,

3 Wt

3.1 A4 fi WA D) b e i i SRR T 2R, B
BT A, BTHAn A Ik, AR 4,
— 204 R ] CRBEST” B Mg
SR ).

3.2 MEH WIEHRINE A, HREPRE2ESE
Yn 48 7% 514> (ICMIJE, International Committee of
Medical Journal Editors)/f# % # bR AT, 1
FRRAE Ny (DXTWEF B & R s vk Bds 3R
(ENI I e GG NDAY W V)] SR e I
X SCEE I B AR N AT HEPE AR G (3)
FEZ N2 R R LW e —Ha. AEH NS
A1, 2, 3, RBFSTCAER DTk HoAt A AT RN
A AEFE A IR TR O NS, 21
TR R IE S, WA, WITERE S 4 2 1)
UK (IE SO 22 S0k P A %), (RN
AR SR A ELNGER A O IE
P oTmR. A WA S A v B AL R 2 — 1
AL R AE R

3.3 Bhx EH S AL MG S AT
M BB, # X sKE R, HEArHr, A A
Wit Jod BT 3 T 645 KA 1T 067000

3.4 F—AEF A kR KR, 1994400 5T
W 2R 2, YRIM. BT AL RGN
)99 BEIT 5.

3.5 AR wak oA Ml RS DE TN 4%
B SCHTAE DTMR A 3 45, R A R )1 DR T
LIS 2 N 7 | - N o || & S 7 a7
WIS R BRES . M=, k& a7
Wide 250 N Fr AR sE G W9 B K
F oy A TR A5 IRt s 20 B ki R
M =2 RN 4 50 i A 18 305 AE B R
N DERTAR S 2k 22 56 k.

3.6 RIATHFXE A T IR T SO ) e, A
U RIRs U5 SEAT 52 A A 1R R AT PR TF SRS,
B FATVFSCE 44, HARR, PRI PR 5 ScE —
[ 7B R A X P, iz, bBilgAcil
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3.8 dBARAEH A% WIRAER: B, BT,
3300006, {T744 FE B i RAERR 1S, & ORSER
B = e v A I RE, TP A8 73 1 B 2 R A S =
huang9815@yahoo.com

HiTH: 0351-4078656 {4 EL: 0351-4086337

WeRs H I &R H

3.9 E L%

AL SR AL N TR R, TR R, SR
AL 104N 5210 4 5L, W o idids — 2
& EF AR DOEPFE PHEME N %4, 5
Ok P RERSE, WA Z L <7 0, £
VEFZ I A4 (A s . wg i “i TR 1L
WEPE¥ N “Bo-Rong Pan” .
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WS B A= BB k%A Received: Revised:
W2 AR HM . ik 48, 45, PEEkY
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3.10 ¥ LHEE UALE300F 047, WA NS H
T ONA IR TR == 1% - N = 1) WA RN O
ISR RD RO G N R TR R FE AR e v, XU
B HREHGERTBE, AT, i gEAT
Gy ARG, KO KRS AR . WS Bk HE 4
PF 5 B e A BEA LA . FEIRML IR R I, %)
VTS RRAE. Qim0 S i, BV i i 3 I
IRFRIN, S WbritE. T ifick o 4, A5 2 D HIdEAT
RS, A7 2 AP EIAS RO T a4
5), GR(NAH F AR, R S, AT
2RI, U E AR B, RUAZEE S, #E
ffs FAA, A0 s e AT o 42 v 27 D7 V2 Ab B
I 4t 45 ) A DX TR R o 27 il 3 A 5 1)
BUME; MRS, Ja N5 AN 525 R S AH),
S5V0(4 30N, MER TG R IO s AN ).

3.1 ESARAE R 0515 1 MEHRINE, 1.1 M
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Bl 1.2 7k 2 8555 3 WHe: 4 250k JE S
—HIE TS, J5 A VR S AR 240 bRl 5 A5 1
RFEIESC. IESCH R S IEHERI(L), (2), 3). AR
0 31 % NMAF TN H AT S A
FHRBIE TR AR,

1 Mt ik NS, (AN AL AT 250
IS Re e T A% S0 R () 5 ik N
AR, LART R RIS 7385 | 226 SCRRR],
A ISR B AR T T 0 9 1 SR A A
ek 2 AR
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