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Advances in the prevention ’ ) (
and treatment of fatty liver
disease xHa: ; ; ; FLD
Xin-Ming Chang, Jian-Wei Yun a ,
2009; 17(35) 3573-3578
Xin-Ming Chang, Jian-Wei Yun, Department of Gastroen-  http://www.wjgnet.com/1009-3079/17/3573.asp i FLD
terology, the First Affiliated Hospital of Medical College of
Xi’an Jiaotong University, Xi’an 710061, Shaanxi Province,
China —~
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Abstract e FAE AL I HE TR 4 o AL E BT+
In recent years, lifestyle changes have resulted Wit T 26« MR VENT &5 4tk . g b o4 AT g4 g
in a rising prevalence rate of fatty liver disease N EL. mh W N =, $408 TUOHE 29 0 W9 kS 1
EIFLD). iven worse, t'herehare some 'misunci IS0 P JFF9i (alcoholic fatty liver, AFL)RIIET RS
erstandings concerning t e.p.reventlon an VE N7 HE I (non-alcoholic fatty liver disease,
treatment of FLD. Therefore, it is necessary to s . e %
improve our understanding of FLD and explore NAFLD), Ji# 355 0 R AL AR R AL 1 2
and summarize effective countermeasures for JR K TENAFLDF %5 ﬁlﬁﬁ?é\?ﬂf(metabollc
prevention and treatment of FLD. In this article, ~ syndrome, MS)# %", 4k & YENAFLD X % AN i)
we will revieV\'/ the recent adyancaes in research 5 R4 Sk 2 A IS T FEE < 95 75 A ek s iy
of FL]? from .flve a.spec.ts: epldemlc-)logy, patho- FFRE PR 26 P IS 5 7
genesis, relationship with metabolic syndrome,
misunderstandings concerning prevention and
treatment and countermeasures, and highlight 1 BSARETEYRITAS
the necessity and urgency for prevention and LK, FLD &R RATEHT ETHEH. LERKIEA
treatment of FLD. H ARG RIA K, H R R B E LT, JF 28
Key Words: Fatty liver disease; Prevention and e e e
. ! [2] N o S :
treatment; Misunderstandings; Countermeasures JRA. 20 BEZE804F AUBKSR M H AR A F LD
B [ R 2 10%, IR F IR w @ i ik
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A H92.6%, MR B8 WA SCERRGE H AT 2.2

FLD NI o N - "
KIEE KM NFLDEIR R4 H17%-33%, Hh 221 A N

1/3-1/29NAFLD. Jialli Ve 2 2147 15%-25%
T 10-154F Je Ay 1 e o0 g 10 VR A, 5 5 )
F30%-40% T 104F o A7 46 T o . JHF 2 i Al
PR A G 2 &Y. [N L FFLDRAT IR % )7
TR > 28 iR oK, dbats Bl R
A I FLD &3 % 73 1 11.0%(116/1050)
12.8%(513/4 009)F15.2%(157/3015)1°). {H[H py &h
AT 5038 o L BB 3 NI BT 3
A ARG, Rk AEE AR RS, FLDR RN
P B va 1 EZEX G, sn 5 Ut T XTFLD
iRE OB ERPIL SR DA G

2 RERHATEY RN

FLDWJE 2 2 Flid 45 2 (A AH B AS H B RO %
24 B IR AR HT I &5 3L, AHOCHIF 7008 A&
Z AN J7 IR 2 7 1 /KPR R ALH] AR
RG], Hurh 25078 2 (38 hDay
et al¥ H IFAE A 2% 38 5 SRR 5 v AN W 5 5 1)
COPATH T 2ERUY k3T RFLDA
Js LA, Ok JBE B 22 HKPi(insulin resistance, IR)
S DR 2 5 1R B I P9 I K B R S B 4l v i
Wi A, AT FR IR DU 3 80U
A ORI NG st Ak s Ao e R A RE 301 55 — &R
o ALK A AR B T TR AR AL,
o 2 A5 03 A2 TR B B 0 i v R B A O B
2+ MR T 27 4E AL G 107 VA4 T Tk
JH VAT B e R ) D R B G B0 e A4
PE—Tjid.

2.1 R A 2T
41 i N B 1 H v — R(triglyceride, TG)s
W LG Y LB 2 ANV IR 7 1 2 S DU
INETERRFLD. H AT A, FF40 N R (fatty
acid, FAY{ 2 . TGE RN, v h Bk S BU15 i
REPURAEEE S LR35 F 4 6M: (1) FAM
TENECA AN IR, Ry 28 A oKk
WAL Z . @R (leptin)flt = siHbT. ML
SN FEOE ZFATENIERUR, & B 2,
JER I HF I LA A AR FH R 1 o 1 e e 1) g
71, QFEASERERS: IR, 8Py Jasi AL N
T AR 2 S HE & A (very low density lipopro-
tein, VLDL) 15 BOFH 20 Wb, 40 IR D7 A e
w4, FEURNIR; Q)RR I BUw
K28 5| S FASE AL B, JH- 40 il i i & TG
A 41 il A FA & R R 2, AT (22 i 107 AR,

BUARAE T 52 8 A7 35 JONT, A A TE P43 B
H(reactive oxygen species, ROS)FIE & H H
H(reactive nitrogen species, RNS)Z5 i 1 43
Tt 2, BRI ITERRGE ), A
RGEMPUE RGBS KA. a0l Ak 2
FERO S5 2 AU NI Iy R e Mg oo 284 Jse v A=
R A AR AR Bi(lipid peroxides, LPO). 1E 7 H M
TEAE B R PEPUEA D o, i TR B4 e T
IR(GSH)F 44 25A . CKRES. LW, Sl
FEVE. MHJR. Bk, M &VFZEAROS AN
WA, )] A N IR O B BOUR 1. %
TR AR B B EH R ] 5 R A P i o e A A
ML B AR YR . DN AR MRS — R
FIRETEEH, & R EURF 4 RS JEEE . Ho
LPOA A AN YRTEROSHE in . #E Pk g, [w] i
AN HTAAG ZRGE, B0 4 B AL AT Ah
ROS(U S04 85 1 (i U E®. B iy 2 3%
A AR A S ORI Jo e S AL S Y ] A PRl
P 7 P8 R A T I 2 JHE 26 R 4 e Ak 1) o 22
*J‘L%IJZ‘___‘[ZIO»IZ].

222 b R R
A FHIK upfferd oy b, 12 im &8 e i i
T RIEAN TS — R B AEYE V) ot 5]
A1 ET . REEREIR - (tumor necrosis factor,
TNF) S5 545 40 i DA F1 98 0 A ot m) ke it 1
JIE W 40 ). Kup el a2 AT 28 5 FN£T 44k
20 it R 7 AR ) R R P RS A 22 R B0 A
o0l LI I B Ul TE AR AR R R
& Z Mi(lipopolysaccharide, LPS)Ilj &N 7 %
MURE, AT LA 05 4n . A 2 2500 i
iEKupfferdi i, BEiMEE 25V 2 40 b1 A
RAEA TR (1) L DR IR e s DR 1, Az e
S KFkappa B(NF-xB)&E, M TR J5OK 2 40 i
K7 FIEEAN T, WTNF IL. #Ab K1
B(transforming growth factor B, TGF-B). —% 1k
H(NO). SN N I (CRP)SE, ARATTR] N
JHEA M 28 0E . N6 TR AR 4R TE . DA
TNF-o 4 5, P55~ B% DA Ay At BV g 1y JH- 3k e
R G 07 TR A TR A M, AR AR B R
FAZ B IR (¥ H E. Koteish er al'%f K
iU JH 2 ABE 28 PRI 5 2 WY 40 6 TNF-o 5 B8 18 B
AL EIANAFLDIW &R —.

223 I 104F2k, B R
05 BRI PR R B, AT 3 A R I IR i 4 28 (3=
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SR, WAT)ER T figfesh, R HA
Wit Dy fie. R DR 2 A5 07 2 R 4t AT R
FCARAR AR 5 70 WA Ry ] R 22 P AR ) 27 0
PEM S . HRTA AT TAEFLD & AL
A =BS5S IRA G, (U B ARMLE A fr it
—BWF9%. IR 2 (adiponectin) £ W 705 £ 1A JIE
U R U LA R v e S B U . B L
A I F A AL T AR LTS FAZKS . B4, $T
Bk R R A 55 22 P AR A 2 . LT KO
5k ta i (BMD R b i I 2= 7K P AE
FBE S R JERE. IRFIFLD & 2 R,
Nahum ef a/4r A JARNREE 22K T ZFLD!,
2HL R (T,DM) RO I 5 R U R Bk ST 5 1
Rl 7. HKBUE (resistin) & 7ERITFTMEMEGE M fi7 A4
YI(TZDs)HIE AT RO B, SRR b g 107 21
SURF A I 23 WA IR Y, AT B0 R = A . T
IRFAEH . ZE T A S IR B WA 2 11 v 4%
PR K00, Yagmur er a/'WE5T W], FHEtk
S MG D HEBTZR K T i, W] 2 A AL
IRF L A . 3 (eptin) HAEFEEE K (ob
LD S i« AT I/ £ £ R0 0 B T AR A
Uife, nIREZ 550G 07 & o o il AR 8l s
A" Oral er al""WF5T 4 W Ab 7698 2% v 4
NAFLD & M iR . AER 2, 42
IR R Z R R — . AT
FHPT S FLDI AR K Z R %), s 2 1
P8 K5 B BMISE L3 K

3 BB EMSEVXA
HATWE9t &0, FLDS5MS HAT W B A 5 1
FLDEFH ZH MM mi . SR maE . b
PRIF S ILAAR S S M. FLD S MS AT fg A2
JAER G AR R, FLDA A RESEMSH—3 43
DRI A 28 A7 2 () 10 A i At R i ) ) A ELAE
PR H BA YN ER RS, Roland et a/
I3 BIVCHFLD & FUHTIR AIMS [ 5 52
IREFLDOJLHAENAFLD)FIMS 55 4 5 ()
LI e od He i, JBR B AR R 0 A B AR
BRI R IR R RGNS LR R
WA L — TR 0 R 3R BT B0 4
JRLRE 5 R AT % A R NI R, TR Sk — 20 i ik
JH- A M e A Pk, AT “— k4T, 30
SAE IR I R AR S — D5, SRR R R S R
MIRZMSKA . KIERFZ O, IRE LA
B8 T e 5 2 o WA TR AR AR T B I T, DM IR
A IE g B B, A I B F AT R, AT e gk
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TGAr Jldne I s H i = B i ;. TR n) o if 5
LSS 3 NS SIS /A IR S SEacki g8
SRR RIE T A, FEGR . FLDOUI 2
NAFLD)HIMSHTRH [R5 = £ 10 ik g 197
DAL~ SR

FLD(JEH /AN AFLD)AIM S Bl 8] 5 141 5.
YEH EZAAIAE: —J7 1, NAFLD A#fHMS
(R s 26 R0 B 22 R sy — T T, MIS
HHNAFLDIR A2 5 T EMS AR, HixX i
NAFLDE# T 5) J: A A0 A5 71 56 1) B 2% AR
k. Cali et al™' X 118HIACIE . BEAC T A 175
ADAEFLDERFH W7 R M S o) i EFLD A9 1
HERE.

WRE A e al* 0 24 NBEEAT (10— 50
[ 2 AT 27, MSFIAR 45 Ak 2 fa e IR 32
FLDFIAH PR W R e B B> > i Hol =
R I > pey L ] R LS PR g > g I s m) DL
JRERICGTS S F LD AR OGRSt NEJE A7 60% )&
T P4 U AR R CORR H O R TR AR R,
visceral obesity, VO), JEMSHIZREIFFEZ —, &
EJFLD K & I 3 V) (S M G 6 DR 22 03t S
FLDMALFE G R 25, RS P (ALD) M
PRI IR, 0 T R 5 R R LA O, S
BE T R BRI 2 —, JEE2005458 112
PRI ) 5 43 2/356 T ALDPY,

4 BERLATRE/EENREX

4.1 , X J& HATFLDB v ik
Tt ep R P AN Bl . RV I AR X FL DR R i WL
il 9 BRAR A B 5 MIS S50 R AH DG A5 5 THI 1)
WEFCH RN, AT AN FLDAN & ECIE (R
i, Fo Mg BOIRE, IRATFHFRIRIT. B F
NIAKHFLDAN A E . Bk, e FLDEA IE
IR, 2 AN 99 DAL 395 2% 1R AN [ B B SR
ENGIOREERE =y RTINS R oS S I (R IR IR G}
U7 FE 2 T 55 1 L S B, AR AN [ DR R AT
[ AT </ TE 7 N W= 5 T P
BIT IR AT SR I, T 208 AL 0 B I 07 1
RIS FRARIATT V] g 75 21 A L R B I ) A4 ]
FRAL, 457 R g B Ak JU) sl LAt .

42 , FERI AR
JH-25490 I 24 ) 8 i R 245 40 P A4 i s e
M2 BEERRRNEYT. NCYIRH, 299
ANV FLD I ME i, (Al i ki, Nk
B T 5, 78 0 AR AR VR YT . 455

LI 25 ) i B B sRAG IR T IO SR T 5K Bl

=R LRE
FLD

FLD
11.0%
(116/1050)-
12.8%(513/4009)
5.2%(157/3015).
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. @ 7R

(FLD)

FLD

of B I T AR IR R R R A RIS B RO
PR EE AT AT 5 JEF 24 2 Rl I 24 4 ol A %%, 1HL
OV 2% 7 DN S AN B R, A R B i
5 kg/mo 1| U Ak, S TRRNE 25, IR H
ARG G, MR TS
JIG MLE Y FLD i3

43 , g
SN NS A 2 BFLD, J&+ S Bk
N R G AR —FE 2 W2 K SR FLD AT B 6 4
. H52 E, 35%HINAFLD G IEANERE, 5%FH)
A BA MM IR, SR AR S5 ke K %, 1E
PRI ke 52 2%, FLD IR Ao LT H I 0 A 22 456 )
B, TR E SRR, WA ThRS
SR AR, AR, Dk, AR R
i~ e I RE A AE Bk I F LD g R AT gk &
PRI, HEARER 2. Bk g5
G, O YR 2, N R DT R AR
4.4 MS KSR, #%
HATFLDB; ya 1k B v 2y e 20— e XL A
ASCHE = LT ITEFLDEMSHIL R, HAr
TOWL IR 43 - A= 4002 T 42 2 WA IRAT T 2 E 9034
KW, FLD 5MSH] B2 il 5 #4481 X &R, FLD
A AEREMSH 4. R MSEBLIIFLDI
Biiier, 70 3 FAA MS T

5 BEARATEIRGIEREE

5.1 V1% 78 43 B AR A R B A
7, FEAFELL AT (DI SRy
A B N R BB I SR, R TR
L, BAT R KA A5 ] F AN
MAEI15%-20% 20%-25%- 50%-60% i £
sk, REEmE A IR PR
FLURJS T RE 2 £ 0 6 3 52 LA o G 2T 2 1) 4
N PRI %A BN C =48, ) A JF 0 R
BAH/S5. 2/54 25 LB AL (2)I8BNiR YT
PRI W = E N S S K C YO N A D S R E E = e
FFEH60 min/ifi . &R DSIR, WRRKED
20-40 minsk 4G HAT 4 Uiik45-60 min, nJ 98>
#iE1673.6 KJ, MM {2 3EHsE. St George e a/™”
X 1415IN AFLD A58 R W DR sl Ik 7 iz
BN F L DA A T4 5 5 AR A0 A7 52 25 DR 37
GAT AT FEW AT AT 1515 KT
(180 BRI A= 35 7 i 2 > g 37 1 IR A AE L K
RS Z) 0. RITE SR BRI
W67 ROR, R LB XU 1 BAS A R

PRBE (4) P70 P2 VAT ALD I d 1 2
T, A LA R A AR S A DRk S
K IR AR VT AL DI 8. X T-AFLIf
o, I ME— A RIR YT i, AR R ] AR
KR B H 5 e A

5.2 H i TFLDIG T N2y IR %
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Abstract

Nowadays, minimally invasive surgery has been
widely accepted, and a variety of endoscopic
devices have been devised. The use of various
endoscopic devices has resulted in a more rapid
convalescence and a shorter hospital stay for
many patients. Treatments for choledocholithia-
sis have been changed greatly from traditional
exploratory choledochotomy and T- tube drain-
age to laparoscopic common bile duct explora-
tion and primary duct closure, transcystic lapa-
roscopic common bile duct exploration, or en-
doscopic extraction of common bile duct stones
before and after laparoscopic cholecystectomy.
Combined use of laparoscopy, duodenoscopy
and choledochoscopy will be the trend of cho-
ledocholithiasis treatment in the future.

Key Words: Minimal invasiveness; Choledocholithi-
asis; Surgical treatment
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Abstract

AIM: To investigate whether celecoxib, a
selective cyclooxygenase-2 (COX-2) inhibitor,
can induce the apoptosis of human gastric
cancer MGC-803 cells not expressing COX-2 and
explore potential mechanisms involved.

METHODS: Cell proliferation was measured by

methyl thiazolyl tetrazolium (MTT) assay. Cell
cycle distribution was measured by flow cytom-

www. wjgnet.com

etry. The expression of Bax and Bcl-2 proteins
was detected by immunohistochemistry. The
secretion of vascular endothelial growth factor
(VEGF) protein was detected by enzyme-linked
immunosorbant assay (ELISA). The expression
of COX-2 and nuclear factor-kB (NF-kB) proteins
was examined by Western blot.

RESULTS: The expression of COX-2 protein
was not detected in MGC-803 cells. Celecoxib
could inhibit the proliferation and induce the
apoptosis of MGC-803 cells in a dose- and time-
dependent manner. The reduced rates of growth
in cells treated with celecoxib at concentrations
of 25, 50, 75 and 100 umol/L for 24 h were 48.4%,
54.9%, 58.69% and 63.80%, respectively. Flow
cytometry analysis showed that the apoptotic
rate of MGC-803 cells treated with celecoxib was
4%, and a sub-G1 cell peak was present. Cele-
coxib inhibited the secretion of VEGF protein in
MGC-803 cells. With the prolongation of the du-
ration of incubation with celecoxib, the level of
secreted VEGF decreased. Celecoxib could also
inhibit the secretion of NF-kB protein by inhibit-
ing its expression in a time-dependent manner.

CONCLUSION: Celecoxib inhibits growth and
induces apoptosis of MGC-803 cells in a COX-
2-independent manner. Celecoxib exerts its anti-
tumor effects possibly by inhibiting the expres-
sion of NF-kB protein.

Key Words: MGC-803 cells; Cyclooxygenase-2;
Celecoxib; Bcl-2; Bax; Western blot; Nuclear factor-
xB
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u F B 0 ; celecoxib celecoxib ¥ 2456 FR A 7] $24t; BCAKE A&
COX.2 DNA , A AL AR AR A A
Bax Bcl-2 , Elisa VEGF VEGF ELISAR A &5 [ i LA TR
, Western blot COX-2 NF-«xB B ] ;ﬁCOX—Z*ﬁ&ﬁ%:ﬁ)ﬂQ [ 2 [FSanta
Cruz/ wl; 15 3 R T« B(NF-xB)mAbI [ 5%
8. MGC-803 COX-2 : Santa Cruz/s v); JREE F . NF-xB . HG5fl
COX-2 celecoxib R GAAF(ECLYE F AL R il AR, AR
MGC-803 (r = 0.985, A E i, NS A RMGC-803

P<0.05), DNA W [ RS L A

G,/G, G 12

. Bax Bcl-2 , celecoxib 121 COX-2 -4
VEGE( = 0'913]% P];O‘Ol) NF-xB I b FH % 5 BN SE 5 (Western blot) | COX-24F
! o, COEER e Rk ORI 4 (2
10°-10" cells/L), HUKPBSHUES 2K, I NZf#
Z5i: celecoxib COX-2 22 (50 mmol/L Tris-HCI, 150 mmol/L NaCl,
MGC-803 IKKB-NF- 02 ¢/L NaN,, 1 g/L SDS, 1.0 mmol/L PMSF, 0.2
kB MGC-803 ’ g/L aprotinin, 1.0 g/L NP40, 5.0 g/LJit% HIRE,
cOx-2 pHS.0)IA], PKH30 min, HCAEAN I ZLRIE4 C,
e85 MGC-803 o 12000 g#5.025 min, W L, BCAILE HE #
Bcl-2; Bax; ; —«xB )5, WHEEE A EVE1TSDS-PAGE HL Uk 6 A

-2
2009; 17(35): 3583-3589
http://www.wjgnet.com/1009-3079/17/3583.asp

03I

KEMFRERM, HEE-2(cyclooxygenas 2,
COX-2)MHI 7 e A 24 Ptk b g e A= AL 32
TGS AN ML T YR A R S e
S B AR LA A A X RE ] S AR S AT R 2
(non-steroidal anti-inflammatory drugs, NSAIDs)
YEHTIHE B -RT IR R (PG & BRI CO X -2
KL AT SR B, IEFEPECOX-24M 7
celecoxib(ZEK &AM nf 5 FAKILCOX-211 H
AN MG C-803 4 1. 3t — 2 I 5 K LI 4
Hil 5 IE AL PCOX-2REF LW E 27, &
fii#EMIcelecoxibifs T AL COX-211 5 I 4 i
MG C-803 4 T4 AN 2 il il COX -2 /F H,
AT REAE AR HoAl AR AR, DR, ACHIF 9T 40038 i
PRI AN AR 9T celecoxib & 7 175 F A KIA
COX-21#7 9 4 f () R 2, kI A 5 — I R 1
celecoxibi 3 5 Ji 4Hl L 4 TR L .

1 #RFTSE
1.1 RPMI 1640355738, /N1y W 3 26
[HInvitrogen’/A #il; MTT, DMSOW [7 Sigma’s #l;

A PIPVDFE L. FIPBSTYEAR3 YK, £:1X5 min.
i T H A 50 g/LI IR 9% (PB ST F) & 141
PVDFEL halid . Bl IS 47 R 1) — Bt
(iCcOX-29u/4, £ [ESanta Cruz/A #]; B-actindi
&, NewMarker 2 i) ) &3 & 1 h. FIPBSTYE3
5 N Y. PRI 5 B 1 —Pu(Pi s — e, 5%
[¥Santa Cruz/A#]), 3L & 1 h. PBSTYE/I3 7 i gt
e B, B E R GRS R

1.2.2 celecoxib S (Hd
A3 R e (MT TR WA UK
MGC-8034H Jifa, i 4 4t Jid B B2, 73 T-96 LA,
41100 uL, 5000-60004/4L. #37°C. 50 mL/L
CO, il AR IR AT A Wi B, 559724 h. WA PIAPAS
)% B 2 IR i 4200 wL(S0A1100 pmol/L, ¥
175 mL/LLEERPMI 1640), 473l 4445
RIRE12, 24, 48, 72 h. MO BN, A
80 uLBrfRPMI 164055777, T-45 A T4 hin A
20 uL MTTHH(S g/L). SRJEW s i, [l
A150 pL = HSEMP AR, B 47 R T AKE % 10 min,
i 45 S ) 0o AR . TGS 2 KX 490 nm
A B A LA RN B A L (175
mL/LZEERPMI 1640, MTT. - HFIELIFAK),
SHEFLA M. 5175 mL/LZEEIRPMI 1640,
MTT. ZHIEWHN), Fdliee3 R fL. TS
o= [OR IR F)-(45 25-25 D )/ O IR 1) X
100%. ()%t =Xt A 73 #r: HX50 pmol/L celecoxib
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(RCEE S
Yu et al
celecoxib
DA 12h 24 h 48 h 72h vGe 8(‘)§
1.033+ 0.079 1.032+ 0.079 1.086% 0.159 1.086% 0.159 )
0.220+ 0.003 0.202+ 0.008 0.165+ 0.008 0.161+ 0.004 Bel-2  Bax
celecoxib(umol/L) . Ghosh et a/
25 0.707+ 0.009 0.631+ 0.007 0.526+ 0.006 0.419+ 0.013 COX.2
50 0.689+ 0.011 0.577+ 0.009 0.449+ 0.001 0.327+ 0.003 . Narayanan
75 0.669+ 0.003 0.546+ 0.007 0.393+ 0.002 0.257+ 0.009 etal  celecoxib
100 0.639+ 0.009 0.503+ 0.009 0.342+ 0.007 0.206+ 0.006
NF-kB COX-2
1007 —— . B G DN 258 1 —HU(PINF-« Bk, 24
90 —— . . .
80 celecoxib o RAEVE ARG B-actinPiff, New Marker
70t +§g umo:;t o)) EIRILE 1 h, FIPBSTHEM3 VG I A
< L —— pmo Ay TR < N N N . .
= ol e 7smovl  MRUE MR PR A, SRR
40! —e-100pmol/L  FESYRT), VA1 h. PBSTEEM3UUGIEG. B3,
;g I IR UG RS B 4 3
10l 1.2.5 VEGF : HElisallil &g
0f NLVEGFE FIARAE M2, HOR A= K 0 41 g,
-10

B 1 RESERAMEEKIHR SIERIERR.

L5 BN A 24 hJE 4 (1 X 10° cells/L),
PBSUESR2IK, B0 LL4CHI700 mL/L 21 [ 5
IR W B ONE 2 ZE, InAAL  E J(R
50 mg/L PI, 10 mg/L RNase A)#E):4e(%30 min.
DA 28 AR A 5

1.2.3 Bax. Bcl-2 : BX50 pumol/L
celecoxibfEHI48 hJiE HIXTH A K A4 Mo 4T fe
LU g th, [ HPB S — Bt h B
PEXTHE, FH C AR BH I B 8 4L 2R B B 4
SEHE bR AE: PLAH AT R 2 R R
BihBcl-2. Baxfx HBHME M. &5 WeisA
LR, AN F5004N 40 e, iR 40 i 4 (B
PEFRAE0%IC07), 1%-5%1C157, 5%-30%1ic247,
30%-60%1c 75, >60% it hj44).

1.2.4 NF-xB :
Hilcelecoxib(50 52100 pwmol/L){F Fi124 5248 hitix}
BRI A 40 M P B SYE 29K, I N 24 1A 22 vh
¥’ (50 mmol/L Tris-HCI, 150 mmol/L NaCl, 0.2 g/
L aprotinin, 1.0 g/L NP40, 5.0 g/LI45HFRYN)IE
A9, VK30 min. CAEAH JRAAFA4C, 2505 min,
W 13, BCAVEER A i), HEEE & N35
nglEfTSDS-PAGE K. JK i A% 2IPVDF
JEE . FIPBSTUEME3 K, RS min. %3 TS
50 g/LNil5 W (PBST#Hi#) & FIPVDFJE 1 halid

www.wjgnet.com

F1X 10 cells/LIFHEE, F:FL500 nLEFFRHEE5
TN EI48FLAR 1, 24 h4i i I BE J5 43 5 N 25 (50
pumol/L celecoxib): X4, celecoxib(50
umol/L)AbFHA, 12, 24, 36, 48, 60, 72, 84, 96 h)ii
Wt BE R IREE, REANINAIBE3AS, B0 e B
e Ntube &, B R TR O P
2 FAEE AR AL (BFFL100 pL). 37°CH#AH
J% 120 min, HUHARFE M PEERSIXK, muELR FEp
FIERALIIA—PU LAERS0 pL, 7m5riRA1, 37C
SEEAE A 60 min, YEARSIR, T BRI EEbr BT
A TAE100 pL, 37 CHEAH % & 60 min, PeARSIX,
IINJEY) TAEWAEFL100 pL, 37°C A AL
V10 min, REFLIIAZE 11, YA ED 00
A yor nmfE, ok 2575 (1 FLAMH, 159 5 ARA A (.
SEIHHE Llmean + SDER IR, K
HA AT G T 22 B, SN HSPSS134¢ 11
BRAFHEAT 7 22 50 W e LR IR S5 AR DG R 40

2 B8

2.1 MGC-803 COX-2 I El
TESZIG (Western blot)4f 3 ik, ZEMGC-803 5 ¥
i H AR A B COX 23R4,

2.2 celecoxib MGC-803

KM T TV I A IAS [k fE celecoxibih
FEMGC-803 41 L AN [R] I 1] J5, MGC-803 41 L fr)
173 Z B celecoxibifl) 5 in AR ] 42 4 1y B
IR(E ). 259 S A i /512 hith, O a4l
JH AR TG S6F FEA () AN [R] I 8] A {E 2 [H]
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LR EERG

& 2 celecoxib/EFIEMGC-803/MARAETHNHIZR (%, mean + SD)

12h 24 h 48h 72h
25 umol/L 40.25+ 1.04 48.40+ 1.09 60.87+ 1.07 72.12+ 1.12
50 umol/L 42.42+ 1.12 54.90+ 1.10 69.20+ 1.11 82.10+ 1.62
75 pmol/L 44.84+ 1.08 58.69+ 1.03 75.26+ 1.06 89.74+ 2.08
100 pmol/L 47.79+ 1.18 63.80+ 1.11 80.80+ 1.15 95.20+ 2.41
A B it B DipG, st b200s 2 RRMEER
iPS2 Klr?glslsls type Manual analysis Blggz Model. 1nnOn A , B 50 I/ L
§ L oo o000% Analysis type: Manual analysis . Bl WMol
o a o Diploid: 100.00% i
§ | Ié!gtg 3?7%?6%(%%%9 Qr E:Eg 2%%%%.:/.,5; 1‘3‘% geog celecoxib 24h .
g % [ Ett:: magﬁ%g‘gebﬁs no aggs g § . ¥£I lsilrl;‘a fﬂgﬂzﬁvgebﬂs no aggs
§ Q[r Egegresga tes: 0.00% =1 Debris: %
= R eybe cvemts: 10543 = Mo%ﬁgﬁt:egéoggls
§ Cycle events per channel 363 8 L All cycle events:
ROS: 1.448 ~ %cle evems per channel 170
g
o o

o

20 60 80 100 120 0 40

Channels(FL2-H)

Jo 75 5(P>0.05), U4 M IEH AE K TE . AN
[F) 771) 2 2 2 18] FRLA (B 22 57 (P<0.05), AN[R] I 1)
AMH 2 TBAT 2 5(P<0.05, £ 1). ikl Fcele-
coxiblfIfF F I i) Sl s HERAH DGR R, BIE
KK Z (r = 0.985, P<0.05, #2).

2.3 celecoxibfeg i S
MGC-80341 My &A= 12, DNAK % FRIL N
Go/G JHT I — AR T4l .G, 1. [R]
1E 41 S B AT LG /G 3 40 i B A28 589, S
HHANGy/ M 41 i LA FRAR(F12).

3 BaxFIBcl-26 B 4RAS . A-B: Bax; C-D: Bel-2. A, C: 50 pmol/L celecoxib

80 120 160

Channels(FL2-H)

48 h; B, D: 48 h.

2.4 Bax. Bcl-2 Bel-2H 4
@f%%@ PE T B i AL R0 s, 0%
LB IR R IE. Bel- 22 A e 441
B G TE S N 48 WA IRAH 043, 50 umol/L ce-
lecoxibff 48 hZH04), SxF AL LhEs L4 vh 2%
=, Bax B S N AL T SR i, A
A RURL, Bax t 1 Sl 2H U 2 Bt 0F 5 0 48 h
XFHEA1073, 50 pmol/L celecoxibff 48 107},
5 A LU TR G vl 27 7 L (E13).

2.5 NF«B celecoxibAMGC-80341 il

www.wjgnet.com
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A B C D E 35, «
L : 30t

W ~ 2516 \

- -, \%3 20! ’\‘\*\_§~\‘\‘
— 15}
4 NF-xBEARIL. A ; B: 50 umol/L(24 h); C: 50 10+
umol/L(48 hy; D: 100 umol/L(24 h); E: 100 pmol/L(48 h). 5t
0

SHUIENF-«BE A MEIEH, H HAlcelecoxib
WRERIS AH G = 1, K14).

2.6 VEGF celecoxib A MGC-803 4 Jf 73
WVEGF&E A MHEIER, 3 HHfcelecoxib R
) A e = 0.928, P<0.01, [€]5).

3 111e
NSAID S A R IHs HAT B a4 H A K&
=iz, AILHURAE FH LA B, A5
A A BE 5 I C O XX — /i 41 iR 25 28 it &
J5C () AT A0 R 3R 2R T A s A %, B
COXfk M PERAA", Jok AT, NSAIDsth
Al DLAE 58 A%k 2 C O X% 11 40 Mo & 4 i 184 7
B, eI R B8 ok o 12 A mT i 5 4 e
JAT. ARSEZI N HAMTT 72460 T celecoxibX)
B MG C-803 40 Ji iy A= KA I 15 . 45 SRR W,
Wt 55 24 40 94 1) 358 TR ERE ) (0 K, 40 PR A7
KB, DNAKE RN GG R H
P — MR TG0 1G0T I 40 ik
EEH] LG /G 39 4t i LL 451528 3 164, S AN G,/M
140 e LA BRI, (HE, COX-288 I i 7E
MGC-80341 il AAIME]. Yu er al™' W57 IE
HEATWE 3, dE— 2 Ui celecoxibdil
90 kKA AR HoAbaR 4%, T RE R CcoX-24k
RO IR AR AE . A AHRECOX-24R (M 1
PUHIRT B 5 W R g 42 6 0% (DIWHIPPARS, %
il I8 440 L T, S PPA Ry i R 4
AR KL ()3 HIKK B-NF-k Bf5 S 57 (3)
P Akt 5 8 i

AKIF ST P BA T I A i A S 2 T
KrBax M Bel-235 K WARIE, Bel-2 5K R 1 1k Al
P R 4l A T S E R 2. Bel-2F1Bax 4y
B el-2 5 5 B AT AR PE R A TR (e E ) 1
L[N, I HBax &Bel-235 P 1) = ZH TP 4
KHFFTRZ W Bl-2FBax i 1 40 e dd 1=, B+ 1
BRI AR, E5Bax/Bel-211 H A4 el
Bel-2/K i FBaxif, Bel-2HBcl-2 K i [R5
AR, A1 T 52 30, Bax#&IA = T Bel-2, 1
TEBaxFIBax [V — 544K, 40 ff i 3 a9, m
Bel-2F1Bax/KFAH N, JEiBcl-2Bax 281k,
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12 24 36 48 60 72 84 96
t/h

B 5 VEGFEERENERL.

AP T2k FATHEFER], celecoxibifs 3
AFIECOX-21) B FEMGC-80341 M I3 Tk A= ]
€5 Bcl-2 &k Bax L. FEIRZAR et al IG5
IR & R — 2L

ARA LR, AR MeelecoxibXi 4l
JH 53 W ML PN B AE KK F-(vascular endothelial
growth factor, VEGF) X NF-x B 134 #l ]
VER], Jf H fllcelecoxib Sy B AN [a] 44 #6i 1 .
VEGF 55 AA 15 5 00472 18 8 A8 i 45 Ak i
TERAEH], 250 BEPE . AR B0 Ik 1 R it 4
Bk 2N E AR VEGE R, B X
HIF. 41X 7 (EPDGF. bFGF. By %
FEARKIE 7 Mg A KR, REAEK
A ¥. TNF-a. TGF. IL-1. IL-6). ZH/i N
M (AFEAP- 17 % K+ RasH A 24 1R
EEPEE . VHL. COX-24%). A [ Iy i 2 4%
KX VEGF I 45 7= A= gt 70 Je a4k
M COX-2KIE 5VEGFRIEM K, #n
COX-27] il i i G VEGFZR ik b i (e 32t s
4K, UefujiK et al'"A i COX-2 1] fE7= £ 1i 51
IR ZE2, ML EPAZAA/c AMPIE 124 1 45 il Jg
VEGF3E R % 5 23517, A6 rpR Il celecoxib
MG C-80341 e 73 WA VEGE, AL AT gl i
COX-2FAk PR g AR AL E Y, FLARBL 75 2k —
AR,

NF-kBJj& — M HEZ 1 H T E A, IR
FWINF-x B T AW RAE . P [ WV AH
RIEDR e A I Ab, 3 mT LU 15 41 P 4, NF-
kBJLTAEAE T A 40 M, 5p50/p654i & K 1
RARUS S EUIRA I, p65 ik BIIEI & A
(inhibitory kappaB, IxB)&i &, LAETGHIRSA
FET- 405 A FL A R T SR R L SR I BE . Y
M2 BN FER . R BURYSE a4t
5 RO B O OE, Te BRER AL T %
i, MIMTBEINF-ic B 5844, 48 A5 LUBE AL kN
Ak, SRR )R 21 X T RE 2 DN A
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FPAN s, 5 S P01 3k AR A K DR A5
FE DR [ 3 532020 FRAT 1 OATE 92 R MG C-803 41 fify
MEFRIENF-xByG . AR 25909 BE i) celecoxib
A FEMGC-803 41 il J5, Western bloth il 45 5 &
JRNF-x BHE [ T8 B A0 B 1 B B, FF FLAN
celecoxib S i BEAN AT ] f i1, K Bcelecoxib
A AIHIMGC-803 41 RN F-x BAE [ &1L, 7R
celecoxibA] il it #IHINF-« BAE (1 (14 IA, i
FHHITKK B-NF-1e B 5 18 i 1M A B s 75 .
Dai et a5t 45 H B 4LV NF-«BEE (1315
L VEGFH [RIE Z MAFAE IEAH G R R, $/RTE
B AZ P NF-« BRE AT VEGF R IA B A
IE TR E . Choi er al®Szi k1, HINF-
kB SR B 4R TN F-ou 75 5 110 1L 85 25 1 1)
F, G FIHTNF-a/ 3 IbFGFAIVEGFIH&
i, M HERNF-«xBXTVEGF R 2E i 1 V8 75 1)
IE ) 4 AL X BV MR A BT VEGF 4>
WA S WM S Z —, ANF-«BXTH
S PR R R 22 1 YR R AL T ) e
Starenki et al"WF57 N INF-«BR 1% S 41
B cl-2 55 8 A R FEMHIE T-AE . Bel-2/33)
- FAFFENF-« B 1 45 G A7 05, NF-«BH] il
WSk ig e B EiRBCl-2K 1A, [A)IHE n] 3 i
TNF-o. p2 Il WAF1PY25 842 (2 iE Bel-2 3604,
5 % 40 i P PN F-e BRI A AT LU &4
kBI¥Bcl-2 & Bcl-X LY HE I (1) 55 5 K IE,
Tox BA £ FIBax FIBadFE R G e AE H, 15k n]
RE A 75 PR AN [R) Th B 1) £ 11 30 1t A, AT
58 5 Je R A () R T RINF - B T
HIBcl-21FRIA, BETE T MR 40 i g -2,

BATHIWF 5T 45 K ncelecoxibn] #4l
MGC-8034 i1 £, FF ] HIHINF-«xB & VEGF
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Abstract
AIM: To investigate whether Helicobacter pylori

(H pylori) infection can induce oxidative DNA
damage in human gastric epithelial cell line
GES-1 and human gastric cancer cell line
SGC-7901.

METHODS: H pylori was co-cultured with GES-1
and SGC-7901 cells, respectively. The morpho-
logical changes of GES-1 and SGC-7901 cells
between before and after co-culture were ob-
served. The 8-OHdG expression in the two types
of cells was detected by laser scanning confocal
microscopy.

RESULTS: H pylori infection induced oxida-
tive DNA damage in both GES-1 and SGC-7901
cells. The expression levels of 8-OHdG in GES-1
and SGC-7901 cells co-cultured with H pylori
were significantly higher than those in control
cells (64.9396 + 17.8142 vs 32.3010 * 7.3620 and
102.8344 + 30.2632 vs 77.1336 + 32.3223, respec-
tively; both P = 0.000). The extent of 8-OHdG
upregulation in GES-1 cells co-cultured with
H pylori was significantly higher than that in
SGC-7901 cells co-cultured with H pylori.

CONCLUSION: H pylori infection induces oxida-
tive DNA damage in both GES-1 and SGC-7901
cells. This result supports the hypothesis that
H pylori induced-oxidative DNA damage plays
a pivotal role in the development of gastric car-
cinoma in patients with chronic gastritis. GES-1
cell line is superior to SGC-7901 cell line in the
study of oxidative damage induced by H pylori.

Key Words: Helicobacter pylori; GES-1; SGC-7901;
Oxidative DNA damage; 8-OHdG; Co-culture
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o 10% FBSIHIRPMI 164055 75k (T Hi 4 ) 1M
o S secTet B, 44 A U L5 %8 X 10° CEU)
L. PCRI M IESEH pylori B ARTE Sy FE R AL Ny
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50 mL/L CO,M 35 F-4 h 595, B 8 443
0515 Ve, U B K0 AT I AT S (2)2
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1201 b KR FHH pyloriBi® -5 NIEH B #E_L
ol a . F 4 L2 0 M B G ES- LRI B2 45 1 ik
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NADPHSE Y Bgx | T5#Ak BB ET KRN S4L MR 220

; stress level in the portal vein blood. The changes = ¥ % % #
518026 518026 in endothelial function were evaluated by as- ’
saying nitric oxide (NO) and endothelial NO (©8)
No. 200650 synthase in the portal vein. The mRNA expres- _ NADPH
’ ; sion of NADPH oxidase subunits gp91phox and (Nox)
p22phox was measured by real-time quantitative
reverse transcription-polymerase chain reaction
(RT-PCR).
, 518026, 7019
- 20090818 'hu'?z%%%@)égh_ofécom'cn RESULTS: Compared with sham-operated rats, NADPH
: 2009-10-12 :2009-12-18 the activities of SOD and GSH-Px significantly
decreased (93.79 + 8.87 pU/L vs 103.05 + 8.07
pU/L and 157.44 + 26.46 vs 709.09 + 83.21, re- ,
Role of NADPH oxidase in spectively; both P < 0.05), the content of MDA
oxidative stress involved in increased (5.33 + 0.35 umol/L vs 3.59 + 0.44
cavernous transformation of umol/L, P < 0.01), the expression of NADPH
the portal vein in rats oxidase subunits gp91phox and p22phox was
significantly upregulated (16.77 + 3.27 vs 1.31 *
Jian-Yao Wang, Lei Liu, Jun Yao, Bin Wang, 0.95 and 11.64 + 7.34 vs 1.93 + 0.86, respectively;
Fang Chen, Jian-Xiong Mao, Xiao-Ping Miao, both P < 0.01), and the endothelial NO content
Fei-Fei Lin and endothelial NO synthase activity in the por-
tal vein were significantly reduced in CTPV rats
Jian-Yao Wang, Lei Liu, Bin Wang, Fang Chen, Jian-  (2.33 £ 0.82 pmol/L vs 85.00 + 3.16 pmol/L and
Xiong {‘430, Xiao;;ir:)gthriag’h illzc(lari-lr:]?i |}-[in, ]iie{)agin?; Orf 0.24 £ 0.11 U/mg prot vs 1.76 + 0.78 U/mg prot,
?f;g;, Gllllragféc}ll;ng 6I:’rovfi:nce, Chirfa S O, SR respectively; both P < 0.01).
Jun Yao, Shenzhen People’s Hospital, Jinan University,
Shenzhen 518026, Guangdong Province, China CONCLUSION: The upregulation of NADPH
yingg(r)té% by: the Foundation of Shenzhen Health Bureau,  oxidase subunits gp91phox and p22phox genes
C(())ll‘respondence to: Professor Lei Liu, Department of Gen- is correlated with the oxidative stress status in
eral Surgery, Shenzhen Children’s Hospital, Shenzhen 518026, ~CTPV rats. NADPH oxidase-dependent oxida-
Guangdong Province, China. liulei3322@yahoo.com.cn tive stress may contribute to endothelial dys-
Received: 2009-08-18 Revi§ed: 2009_—09—29 function in CTPV rats.
Accepted: 2009-10-12 Published online: 2009-12-18
Key Words: Nicotinamide adenine dinucleotide
phosphate oxidase; Cavernous transformation of
Abstract the portal vein; Oxidative stress; Nitric oxide
AIM: To investigate the role of nicotinamide
adenine dinucleotide phosphate (NADPH) Wang JY, Liu L, Yao J, Wang B, Chen F, Mao JX, Miao
oxidase in oxidative stress that is involved in XP, Lin FF. Role of NADPH oxidase in oxidative stress
cavernous transformation of the portal vein  involved in cavernous transformation of the portal vein in
(CTPV) in rats. rats. Shijie Huaren Xiaohua Zazhi 2009; 17(35): 3595-3600
METHODS: CTPV was induced in rats by partial . @1 AA

portal vein ligation. Antioxidant capacity was
evaluated by assaying the activities of superox-
ide dismutase (SOD) and glutathione peroxidase
(GSH-Px) in the portal vein blood. The content
of malonaldehyde (MDA), a marker of lipid
peroxidation, was assayed to assess oxidative
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A . CTPV( ) ) FCET 440 i 7 (N AD PHAA AL 77 2E IR O S£E
CTPV 5 re I s+ SR S AR A A 10 2 R R R IR HIL
(SOD). HhiE A B . NADPHE L (nicotinamide
NADPH (GSH-Px) L . . B
ROS adenine dinucleotide phosphate oxidase, Nox)z/L»
(MDA). NOS) (NO). L AL A 1 2 B 2 — . AR T
REPCR CaDpy  ATT TSI REAEHK B LA R R
-NO i 5 K NADPHAUH BRI I, A S, AT
p22phox gp91phox mRNA R * » A0 =
, ROS T EEFE LN ADPHAEA I CTP VAR il &
NO Z&R: Sham , CTPV P FR) 28U IS PR A8 PR 55 W) DA S A N 3 5 T T
SOD. GSH-Px  ( ) O379 Bk B Dy figha i AR S
NO  +8.87 pU/L vs 103.05+8.07 uU/L, 157.44+
26.46 vs 709.09+83.21, P<0.05), MDA | #BF5E
< ; - e WA o N N N
pmolL o0 P CR 10 g PR L, VT
=N i } LI 3 o
p22phox mRNA (16.77+3.27 vs ﬁ? SCXI?(F)2008 0002, ¥ 1EF2008A020, f5
1.31+0.95, 11.64+7.34 vs 1.93+0.86, HEEL, A HYOK. BEAYE LB (superoxide
P<0.01); NO eNOS dismutase, SOD). i A ¥ (maleic dialdehyde,
(2.334£0.82 umol/L vs 85.00£3.16 MDA). &M H KLY (glutathione
pmol/L, 0.24+0.11 U/mg prot vs 1.76+£0.78  peroxidase, GSH-PX). %4k % (nitric oxide, NO)
U/mg prot, P<0.01). PLK — 4 & & B (nitric oxide synthase, NOS)
S IR 7)o (Rl i Sl 2R BRI, mralle
& CTPV P SLREDD LR j“g) L
ADPH epolphox  p2aphox  RNAPGEEILGU (IR F 4 A 2
mRNA : NADPH #]); PrimeScript"™ RT reagent Kiti7f]£5(TaKaRa
CTPV AR F]); SYBR Premix Ex Taq™ PCR
A (TaKaRa & AW B2 7). BS210SHL 7R
3 T56PCEAM LT EOGIEGE A R
R NADPH ); Hema tol-18R% sUA-RBH L™ M) — R}
LAY IAT A F]). BCD-215K AND2UKAE (75 &
, R G R T), Mx3005P QPCR Systems )
NADPH 1 PCRAY (Stratagene Products). 3%/ (5 LL 244 ()
~ 2009;17(35): 3595-3600 ARUMEF T 77, 4-022 26 ( R AR 30
; f;f&;ﬁ http://www.wjgnet.com/1009-3079/17/3595.asp @ﬁﬂﬂﬂ.z\ﬁ]ﬁ%); A Polab-US/EMIE 2
ukui et a . e
R RERGEE.
» 0 51 1.2
NADPH - X X . .
(NADPH | JHRIKIF4RFE A2  (cavernous transformation of  1.2.1 RO B AL BEA LR =R BE AL 5 M
oxidase)

p22phox mRNA

(SOD)
; Kuzkaya et a/
ROS

NO

NO

portal vein, CTPV) &g )&k =+ (=) H 4
SRR BLZE IS, TR 4R Il i)
S 3L SR T AV 22 ) SR 5 AT T ) Ik o,
I FE AN S A B4 5l BH 28 i P38, 2 WL A f Gk
M & AU D) IE & 0 — MR e A, &
JHF AN ] bk e . I AERIF T I AL
W(oxidative stress, OS)£E ML o3 2% i 35 S gt
YER. A NSO R DU PR AR i 2 5l/AN
BUESTAAALRE T FRAR, SEPEAISE AL, 23
T PR A N 3 22 5 | 4 i S 4540 1 B
REARP R ST LA A . P R 40 B % A i

Sham(fTF-AR)H . CTPV(I 1EHIKHE47FEAS P )R
R4,

1.2.2 : K SCHRI6TA 2810 T 1Rk 2 4
27 LRI CTPVEI AL, (1) CTP VA
YR BRI, 2 2 D) TFILIA S, 33 NI
TG WA B s, eI, SE -
Fala Ja A TV ER K . B KR R . R
TERRK S, BRI T emAh FH 25 Sk Ba0 otH E6 52 th
a0y S AR SR A e it 59177 1) 75 i B
YRR EEAT g, LR N ER IS T I, 21G
BUET SOPAT TR IOBCE, FH 22 28 11 ik 5 4t
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BfSk— gL, gh4La P i i Bk, B4k
k292 mm, By WL JH I 41 23 JoTE Bl It
i, R ERIEAA AR AR E I, 382 0% AT IRGE
WUZF L. (2)Sham4] TR [F] FIRCTPV3)Y)
BORSHE, RRIFIE G RE -+ =48 5 3]
Bk IFBIIK ST B AT s30T K, HEA
TR K S, B2 DG PN . L2 R k.
123 : KJG6 wk, shHIRRIFE 5 14,
TG G v A I B By, R s | e, 25
JETTIX. R+ 38l )5 B T Tk 3 ik
K FEN T TR, PR HR 5% T ik S AL
Ji F A0 2 bk R A AR I 0. T M AR i K
0.4 mm AR IR R 3% A 10 mLiE:
A%, B IRAL T T 1K N T KON 1Ak, A
0.4 mL/sIF38 8 1 N 60%2Z s AL, fi T 4h K
W TR I R4 2.
1.2.4 : RJE6 wk, KRS, B
JEETDIN, ERSIN, FRIME A BT,
B V) TT R RIUAL. TT 1 5 U /N i 7 R
PRA W I Rk, O B 338 o0 Bk 0 25
o 2R JE L K. P R R o i i R B
S, TS T TR A A CL T, 18 R
ERKRE AN MR 4-042 2. T IRER Ik S 1T
I A T A N A S AT 1 100 KU/LIF 2R 1K)
IR 22GEEE, R EEE R, W
A MBS B B s 2 T i FH 4-0
22 2 e AR Sk, S LT . R i
RIS 5 R MNLREE 5 R, Fa TR ITKOK,
Fi R 05 A Ja il .
12.5 GSH-PX. SOD MDA

DS UURRRITIE, TIERAKEUM, 25003000
r/min, 10 min), 7SI E4°C & H; BN
Iy XARULR, R A A0 LA B TR K, R,
TIN5 UK A TC 1 1) A= 21 R /K T 3h 1 e 1 0% ]
fikA) %, 85022500 r/min, 10 min), B E3ERE
4°C 25 . R H B S A0 2 5 1 SO DK
S R A B B2 e H VA E G SH-P X 1
KGR AR L2 L ik e MD A K. 54k
Pl 5 1) 71 B TR U I R AT, DL R
47 R R R A BT R AL
1.2.6 NO eNOS D%
AR RIFIE, N3 AR LR, B el PR ik oy
NXARUA b TV ER K, FROTCR, 0N R X R AR A
(10574 TG VT IR A B 2R 7K T Bl 1) 1 1 0% 11 ik 21
U518, B0(2500 r/min, 10 min), B E3S 7 CE
4°C . N B3 A S BT ORI ANy St B
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VI TR AL AN O LA S eNOSTR 1, 4% 1
A ] AT
1.2.7 RT-PCR  : (1)ERNA$E
I A2 R BT TR IR (2 N2 SCAd, T &
PR BRI A AL ), A B ER 7K e 19 3R 10 L VR
PEAUR ST R, 150410 mg,
TN A R IR A4 1 B BB oy ACHR, T
T mLAREBRLIG I, 4% 21 RN AR
PG LA ZUERNA. HUH % 47 HRNA,
IMATE Bufferi& o, HISAMr 0GR, 2
AT P (R 3, A 0/ 250 19 1.8-2.0. (2)38i 5 5%
SV(RT): BUR T ES500 ngffJ MRNA, I 4 5%
RIVAKZR50 wL, $i el A @ EE Y
N )W D BHEAT. S X PrimeScript™ Buffer
10 uL, PrimeScript™ RT Enzyme Mix [ 2.5 uL,
Oligo dT Primer(50 umol/L)2.5 uL, Random 6
mers(100 umol/L) 2.5 uL, Total RNA(0.5 g/L)15
uL, RNase Free dH,0 17.5 uL. RN &MN:
37°C W30 min(S4Ex), 85°C I MV5 s(Ae k).
Q)R A BHE X B(PCR): H M EED K i 2 3L A
5197 5: GenBank & H 5| #mRNAJF 4]
5, primer5# A% PCRG1Y), L\GAPDHA
WZ. 5|¥ 540 ~: GAPDH: M17701, sense:
5'-“GGCACAGTCAAGGCTGAGAATG-3';
antisense: 5'-ATGGTGGTGAAGACGCCAGT
A-3'; gp91-phox: NMO023965, sense: 5'-ACAAG
GTTTATGACGATGAGCCTA-3"; antisense: 5'-
CACTGGCAGCAAGATCAGCA-3'; p22-phox:
NMO024160, sense: 5'-ACCGTCTGCTTGGCCAT
TG-3'. antisense: 5'-TCAATGGGAGTCCACTG
CTCAC-3'. HWEERY 1) 54 BIH50 uLix
NAA R, MJHGAPDH mRNAfE NS, 4514
P2 95 CTIAEES min, 95°CAEPES s, 60°CiE k20
s, T2°CHEM20 s, 45MFR. € B ITIEZ IR
(7], B B s 5 3 0k, B85k, Bk e A
IREAR. 8 SRR it ik, AR AT 38—
AR5, 45 H B HE PR AR 6

H g Limean £ SDER IR, %
21 W) EE R A 56

2 BR

2.1 6 wk Sham#1 %
71N, 8 5 T T R R N, JER IO P 4% 25
IR K S R R, SRR A, TR K
a0y, Lk 590K, NG AR BRI
i i O S AE A TE (I 1A). CTP VB B,

LRCEE -3
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=L RAEE
CTPV
iy 4R SOD(uU/L)  MDA(pmol/L)  GSH-PXESENED
Sham  103.05+ 8.07 3.59+ 0.44  709.09+ 83.21
CTPV  93.79+ 8.87° 5.33+ 0.35° 157.44+ 26.46"
P<0.05, °P<0.01 vs Sham .
NADPH

1 RERfTIIRIRARGESS. A Sham
; B: CTPV

mmHg
A+16.89 r

el

B mmHg
+33.78 -

of

B 2 KRBIIERENDNUE. A: Sham
; B: CTPV

TEUR 1] iz () o 2 52 R4, B S 5 43 id 5 )
ATHHE 11 0 OO 128 N, N 10 Ae 1) 8 ik gk
A5, IR P& G DK R S BE S 2218 Y, B
FOIR A A, AHRE N IE 1 38 5% 73R T AR 24K
B3 S IS ) S sl D, 7 PRI PN 5 T T K e S
BRMIRI B R by R R R IR A
IR, WAL — B SO k%, Ao
B E R K S B, BE R IS B, ) Ahit e
AL SR JH T DA 4 ) e A HG ) L ok
ERAT ML AL T IKE N ). 3843 1 5%
TRV 1) s v ok [0 S 08 B 100557 e ) Pk R e e
NI HEK R G, UL LTI R 35 i B
iy S LR R SZAE BRI TN SE AR 3 D8 T8
B(E1B).

2.2 KJG6 wk, itk
BT T S P, Sham2H K BRI ik R 15921+
0.20 mmHg(E2A); CTPVHIR A K 15 Ik s
7716.2940.11 mmHg(&2B), 5Sham4l K i Lt
AXCTP VIR K BT T bk Hs g W) T i, PR HL
oA 7 51 B MR X (P<0.01).

23 CTPVHIRIZH
K B bk L35 G SH-PXFISO DY PR T-Sham#,
PR LG 2 e e 3 v L(P<0.05). CTP VAL
LA KBRS M D A e Sham 4 3 2 1 7+

20
15—
[ ]gp91phox

10 - [l p22phox
<
Z
¥ 5r-
1S

0 —

Sham CTPV

3 KSR IE ERT-PCRIIIERAXCINADPHE (L ESHY
W Egp91phoxPAKzp22phoxBIMRNARE I RIAS.

i, WA LR 22 S A i 3 PR L (P<0.01, K D).
2.4 CTPVHERIAL | ]
WK ZHZAN O i W AR T-Sham4L [ T k412N O
WP /KT+(2.334+0.82 umol/L vs 85.00+£3.16
pmol/L, P<0.01); CTPVA A2 | ] E ikeNOSTE 11
B EAK T Sham4l [ & ke NO ST 71(0.24+0.11
U/mg prot vs 1.76£0.78 U/mg prot, P<0.01).
2.5 NADPH gp91lphox p22phox
mRNA R4 H 5L R 1) JR 46 o 12 45
R, @ EFERRIEG S Elgp9lphox Bl K&
p22phox AL IR & S 45 5. 3R UL, Sham
T i ik gp9 Iphox 78t i€ fE 45 HA1.3140.95,
W B TFCTPVIEAIZH16.77 £3.27, PALHLES
ZA B E MR X (P<0.01). ShamZp22phox
PN e RE R N1.934+0.86, W] K T-CTPVAH
HIZH11.64+734, ALK ZERHBEMER X
(P<0.01).

317E

ROSZ 5 B AT i FEA A 0E PR S8 E 231, At
FEHEAH ST BARE, LA A
A B AR . RN PR R S
b A S I R AR S5 1. 4 308 20 A 0 o 20 .
PR B S T AL IR ZSOD. CAT. GSH-
Px ] A i AU A R I A AR, B AR K
oy 14, R FE R B 5L 7E ] SOD
G SH-PX2: A py Al B2 A 42 1 Fh 3 B,
REORA 40 0 G 52 45045, L 3G 1 110 s 1 ) o e ke

www.wjgnet.com



. NADPH

3599

THUAGS B B R AN, B R
Joi BRI 5 R o 404k, MDA I it 44
A AR =4, LK P AT s W BLAA I o it 44k
PR

ARSI R I, CTPVRERLL K BT 5
ik MLy LA AL E 1 48ARSOD X GSH-PX % Sham
A LGRS AR, WAL 22 e W R
(P<0.05). M J WA LA S AL N 380 1 (1 R FRMDA
B Shami LU W2 14 I, WAL Lb 37 ey B
PER X (P<0.01), #UFE T CTP VK B TE# K
AN RS A AE. T BLACK, KR
ik i 25 BEAR R I e 2B L kR R R AT R S A
A DG, AR TR IR 4 SRRt i I g it TR
1. BEEIUE.

NATTAERIE T e I« 20 ks s 40 45 o A
PR R, YT NADPHZEALEE IR O S i,
RO S & I 7 1ML 55 &5 84 A0 3y e IR A 1 T 2245 5
Oy, MU B AN B T LN H RN Bl ik A
YY) A = 4EROS, ROSIEZ 5 R P I
B kR Ak L OB R L o It Hs RN R (9 R
Az AR S NADPHAE AL I 2 Hi gp9 1phox,
p22phox, p47phox, p67phox, p40phoxf1/NGTP
ffRac 6FF I HLAL A AR A5 4K, gp91phoxFil
p22phox B A7 AL T M b, 45 M st b 1 5
A0 JLRR G 54T 45 45 I 0] B AT TR N ox B
Gk, P gp91phoxie I 3 EE 1 Th BE W HL A,
p22phox (M CAK A — & & 2 R 12 [, 1 G
FH R &5 6N ox I s IR 7, AT K 72 75
PUIRATAE L AR S AN E T, T
fift N AD P HA AV B 7 ik A N B 4 v 1
YEH]. 4530 B/RfECTP VI 4 PN ADPHA {L
K gp9 1 phox 5 p22phox IV fymRNA R 1A B
T e, ARIE T AR R TE K R A A S BO BE; F]
N, AU 3 TR Ik ZH SAMDARS & | X s gt JiAT )
Ui, S DO 1) BT 40 A P 5005 1) R
AL RIENLIZ —.

FH UL HEDIN ADPHA AL E P39 5, 7 g5
BT TR KA S AN R AR, I BT
ik A ZIMD AR 75 (1 45 AR &I, CTPVALALA]
MDA, UESE T AT

NOJZ 4 7 41 o WA G D L, A — i
DI EF sk R, BAA PR A 5K ), fREEN
B )7 I e HE A S5, NI R #4287 ok L A ) A
F. RS AR U B AR b ) B JEPENO
AR BAA, 3K T R P B A 4 40 1
FERIN NO = 1M A P R A A i, R IR

www. wjgnet.com

W) 1 ERS R R (L -arginine, L-Arg)fE W 2 —4
WH A B (nitric oxide synthase, eNOS)HI/EH T
FEAE, DA IS (tetrahy drobiopterin, BH,)
JENOS A H 1) T B4 B P4 11,

AL N R NLARO S AR £ |t BLA
A AL A RE ) (K05 B L AR, S A N O A AT
LS | I 35 98 i 3E ot 5 IR o a4 Ak 53 445
Z: 5 1M A, i By DL I 9K . ROS
TR NG P A R 2R DR R IR T P
NOPEEA RIE B A B2 Dhfig, FF HAR S
L 0 60 285 B P9 R 4 M 5 | A A g A A S e A
Ak, ROSH H i HNOZ A, SEN ENOfE
WY B AR, ki 5 1 P9 B T RE Bt

B AN B H, 55 L5 P B2 D R Al 2% DI GG, 4
BH /KT B a4 )R F B2 BRI, eNOSIFAE
FAASZ = ENO, T = Az A B 81, [ 3
NO#/> 545 H R, Jf H, BH = 485]
eNOSTEME RSN, 5524 58Ul P 2 Thie
S BHZE AN OAE AN AR 3 A
JiT A AR . H BT IE SR B = L
FIRFBH, I, 214k 1eNOS=/E0™, 1M H EL ik 52
O™ I 4E 1 Bk A T e N O SEE AL i 1) if 21 % v
LU BH, BT A NOSIH T4 N 7, LA
FENOSLE . FENOSIHTE R4k, B hnL-%5
AIRFINOSE & JIAEH, TR 2, BH,
B N OB M2 1 1 7 A1, M BH, &
BN, eNOSEZ It /7K ANADPHI H
T, TEIRYIL - R B IR AOLAFAE T, eNOSHS i 154
1B EERL-KE AR AL o 8 WAL -, [ I
FEBEN O™ 4=, ik F B Ay 1F 5 L - RS 2 R /N O
W, MBHKPA L SAE YR B R BRI, B
T e N OSAN R AL - K 2 I AL AX 17 2B 1L -
FRHINO, {H/2eNOSTIREENS 52 K INADPH
(10 LT I FL 7 i A o B FLAH 255 1A DY 8 T e
ARG R L AR 4G ) — IR0, SRR
(L= E0%, AIENO, IR FE R heNOS
Jii A5 15 (uncoupling)!™. I H.eNOS i BT 7~ 2k
(A B 25 7 e UE S NOZE 7, IHFENOIF A 1
BEPE SRR IS A PR S (ONOO), Ja7 X fgil
HOHBH A, FEBH Dk, NI ECE
PEFRER. fii 5 2, BH, = I eNOSBL AR, NOS™
Ay, i AR AR T RS, TS B
PN T S 2,

ARSI 2 R CTP VR R ALK BT ik 9 1
NOT; i 5 Sham41 LA W BRAIG, W 2H LR 22 5+
B E MR L @P<0.01), HH HCTPVHIAIZ] K

n LARHF
1
(CTPV):

)

2 NADPH
gp91phox,
p22phox, p47phox,
p67phox, p40phox
GTP Rac 6

, gp91phox
p22phox

Nox
gp91phox

p22phox C

>
Nox
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w @ 5 F [Tk P NADPHE LB I Dh e HE I mRN AR ethnicity. Hypertension 2000; 36: 878-884

K%, AT LLERTIR TN ADPHSA AL A 3G
PEERIEZ, I ENOK N, NOEYFIHE T
B, FEUTHK A R ThAE R B, Ak, fEASER
WL Herb, CTPVALI ALK BT 1k 41 21eNOS
i PE S Sham4 LS 2 T B, WAL ZE A
BEMERE N (P<0.01). HIXLELERATLIA, I
DML A A B A0 PR 52 B M 1) ok o P 55
W&z DAL S, NADPHAE B (10 375 2 1, 5 B
NADPHAE GG A2 38 2, A Hm ]
B U A R A AR N, T S
PRI JEOR A, B HL M 4 AL BB H, HE £ B,
HLAME DS B [ (BH,—~BH,), Ml 5:3BH, &
HORNFE WEPERRAG, B SR — R eNOSE
IR 55 0 MR A AR 38 2 BB PR 3, B A R
FENOEYIFIF 1 — 25 B, 1138 ik
fe TR
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Abstract
AIM: To identify differentially expressed genes
between ulcerative colitis (UC) and irritable
bowel syndrome (IBS) and analyze the difference
in the pathogenesis between UC and IBS at the
genetic level.

METHODS: The microarray data for UC and IBS
were downloaded from the Gene Express Om-
nibus (GEO) and mined using the BRB-Array
Tools software package to obtain a set of differ-
ential genes. Differentially expressed genes were
then analyzed using bioinformatic tools.

RESULTS: A total of 131 differential genes were
identified between UC and IBS. These genes are
involved in inflammatory response, immunity,
signal transduction, cell secretion, transcription-
al regulation, cell structure, cell death, etc. Com-
pared to IBS, 124 genes were up-regulated and 7
down-regulated in UC. Cluster analysis showed

www. wjgnet.com

that the two kinds of samples could be distin-
guished by specific gene expression profiles.

CONCLUSION: Compared to IBS, many genes
involved in inflammatory response, and cell
growth, proliferation and secretion are upregu-
lated in UC. Microarray analysis can success-
fully distinguish UC and IBS samples.

Key Words: Ulcerative colitis; Irritable bowel syn- IBS
drome; Microarray; Data mining
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RASRILIBSH ™ E ik, REN T4
AAFRIBET S JORE I A S5 AH K 37 I AH DG JE
DRI 23 T, X 518 MU CAHIR ek (45405 A
SRR BRI — 3, G RKRE, UCKIL
T4 A, 24 ke, i Huc/
IBS ratio<0.5, #uE Bk & i e T A e e sk i
Bk, SRR M o l/o2 4 I gA 1/IgA2 1]
T, WEEDH P RE 8, BYRLERN
FERR B RN 28, UM S i B R AR
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Jiv R U A DR 1 e T B RO R, HUCK
VR R R FY). WL, UCHE 45l %k
JETNF Rk, HILERZ A S5UCh &t
W A OE. TNF-aftfKinfliximab Ok I R TG
FYUCZIY, AT e 7 O™ Rk

poly (A) polymerase alpha

immunoglobulin heavy constant alpha 1 ///immunoglobulin heavy constant alpha 2 (A2m marker)
immunoglobulin kappa constant /// immunoglobulin kappa variable 1-5 ///immunoglobulin kappa variable 2-24
type 1 tumor necrosis factor receptor shedding aminopeptidase regulator

T 8a I8 F 32 A 2R bi6(tumor necrosis factor
receptor superfamily, member 6b, RTEL1///
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Abstract

AIM: To investigate the distribution, location
and growth of CD3- and CD8-positive cells in
developing lymphoid tissue of human fetal
ileum.

METHODS: Thirty samples of human fetal il-
eum between gestational weeks 9 and 32 were
collected. CD3- and CD8-positive cells were
identified by immunohistochemistry using the
streptavidin-peroxidase method. The positive
cells were counted using BioMias image analysis
software, and the data were analyzed using the
SPSS11.5 software package.

RESULTS: At gestational week 9, there were
few CD3- and CD8-positive cells scattered in
the connective tissue of the ileal wall. At week

11, these positive cells were distributed in small
clusters. At week 17, CD3- and CD8-positive
cells gathered together. The majority of positive
cells were distributed in the connective tissue
of mucosa, while few positive cells infiltrated
into the ileal epithelium. At week 18, CD3- and
CD8-positive cells were seen in the lymphoid
nodules and participated in the organization of
lymphoid nodules. After week 24, the number
of the two types of positive cells gradually in-
creased with fetal age, reaching the peak at week
28. The distribution of these positive cells were
particularly prominent in aggregated lymphoid
nodules. A significant positive correlation was
noted between the number of CD3- and CD8-
positive cells (r = 0.831, P < 0.01). The number of
CD3-positive cells exceeded that of CD8-positive
cells at all time points.

CONCLUSION: CD3- and CD8-positive T cells
begin to appear at gestational week 9 when gut-
associated lymphoid tissue is forming in human
fetus. The development of CD3- and CD8-pos-
itive T cells is basically synchronous in human
fetal ileum.
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associated lymphoid tissue, GALT) 1] 5221 il 55
5y, S5 EHUEIRPIAN FENAR I 2R —E BT £,
8 38 G s Th g 10 R Y R rpok EE AR AU
CD32 P TA AL IRIAR S, CD3 1 ) TR i it
JRZ AR, WG SR WRAL, R TCREEZ NPT
JEHIEE 55 R 40, T4 % fk, 7ET4H
8 G g AL AN HT A VR Y. CDST Tk L
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1.1 SRR AR T 5% B 11 5 2 ot DR i
IESEURAT G304 (RE B BR A Y AEAT Z2 10 A N T
=). %P1 ACD3 mAb(rabbit monoclonal antibody
anti-human CD3). R#I ACD8 mAb(mouse
monoclonal antibody anti-human CD8)J5 T4 M|
W EMEARIF R AT, SPHRILAPIF Gt
G AR P G R EORA IR~ w33t SP
e LU 2 Gl A 2 N IE I S AL
BELIKT 7f1](endogenous peroxidase blocking solution),
EH AR s I 3E (normal nonimmunone
serum), A=Y R FRIC A — Bk (biotin-conjugated
second antibody), HE %7 P4 V) 2= 5 -k A
(streptavidin-peroxidase).

1.2

1.2.1 s BT NI RS AR I TV
K(crown-rump length, CRL), {%Pattenkr#Efffi & ity
#: 9-12 wk 5%, CRL%39.0-79.0 mm; 13-16 wk 7
%1, CRL}91.0-137.0 mm; 17-20 wk 645], CRL A
147.0-185.0 mm; 21-24 wk 644, CRL4197.0-230.0
mm; 25-28 wk 64, CRL4240.0-270.0 mm.
122, L IR Rl M, FH140 g/L
FEE[ 8, 28 QMR K, B W], AT, 4
pwmdELEYI R WG, A8 SRR Fr
Pk AL, VIR TAIRR36 pum.

AL A SPYA RS W 7n C D3 B R AN
CDSFHIPETAN M. fe e 2H LML S P 1 2D B
IR s S 47 A OK, Wit )si 8 215-20 min,
WA F10 min, PBSHE3 min X 37K, X 7IB
it 10 min, —HL(RPICD3 1 : 50, fHLCDS
1: 254 CHH A, PBSHE3 minX 3K, HIC
37°CH¥ 520 min, PBSPE3 min X 37K, XD 37°C
§5% 7 20 min, PBSYES min X 47K, DAB-H,0,# &
o, VR Rt . BT I FHPBS &2 AR
— L, KL RIFIHL.
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KGR ATSPSST1LSBEAT HLH 3 14 5 22 43 BT,
21 5] 9 4 LA g A 6, A S ] 1) 50 R T Bk
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; C: 11wk CD3 ; D: 11 wk CD8 ; E: 17 wk CD3 ; F: 17 wk CD8
G: 18 wk CD3 ; H: 18 wk CD8 ;124 wk CD3 i J: 24 wk
CD8
2 FR I 40 AR, A T TR B 2 e 8 = ) 2 S AE
2.1 CD3 CD8 9 wk, Al SNV, RO, TBE T R ) 4 g 4 20

f 9 vl WD B CD3 P s N 40 M AIC D8P )2 W, BAE A (EI1A-B). 11 wknr] WLCD3 FH 4 Al
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s 2 RAEE
V) 2E ] 9-12 wk 13-16 wk 17-20 wk 21-24 wk 25-28 wk CD3" CD8'T
cD3 6.80+ 5.26 17.00+ 8.06 46.60+ 19.35°  93.00+ 40.78°  144.60+ 15.52°
cps 4.80+ 1.79 9.20+ 1.92 29.20+ 8.90° 49.60+ 19.00° 75.40+ 24.05°
%pP<0.05 vs 13-16 wk.

CD8PH 1 4il i = T e 23 A (Kl 1C-D). 17 wk,
CD3HNICD8 I PE40 Jf B g 38 2, s W W] 4 1
S, A SRR S, B T Ok E Al DL A [
HIZE 800 0N, [0l R b R A5 0 B 40 i
B (B 1E-F). 18 wk, CD3F1CD8BH M f v 4 fifd
AR /NG b 2 5 R Gk /NS, JERLCD3
BH P e I3 4 i 35 e 22, 1 PN B P A vt v
W12 (E1G-H). 24 wkJ&, CD3HICDSFH M 2 W 41
[IEA§=STE S Ay VR BTN hE S T RRNELY
A2 54 (EI11-D).

22 B i S B8, CD3 P S5 o 4 it A
CDSPFH 1 5 5 40 Jf £ i 2 T 14 n, G LA25-28 wk
%, 52124 wkilllt, 270 W&y
X (P = 0.001<0.01), HCD3 P 5N 41 i 55
CDS8FH T S N4 il 2. AR o3 KR, 7EN
iR B AL, CD3AMICDSFH 40 o 1 B A8 1k
R IEAR K R (@ = 0.831, K 1).

3 111E
J B AR A WCE FRP I3 BT, it B
HAT F 0 g SRR D BEN . 3 1 S 2 B
I = B2 P i A S IR B 4 PRI T 0 6 I G 28 A O
20 M AL iz, (] i P P A E 400 P A Ay i T A S
WL 1 — ANREER AL, WK S RS
55 A1 ST 5 DA B kA e e A 1 e 4 e,
7 41 2 50 L R A g2 I F 4 a1, L d ok
SPUAIL-2+ 1L-5. IFN-afITFN-yZik L7, i
S FEA RS R RN, B, [BlE N
R LG AL Bt DL oA R B i
e S 268 M A 988 i i 4 ST o K G S S B A
R SE AR AL

ARWFFORIN, 75NN W AH Gk 42 JE
R R, 9wkl iz A RIS CD3BH M 52N T41
FCDSBHME R N TA MR E, 1X—45 1K Spencer
et al™. Aifflier alt" R8Tk CLA0 A H B0
(] 5. CD3 &2 AT bRz, CDSILHETA i
S S N IR RN A M, $R R AR IR R L
FE, B R & R Tk L4 T Bk A
WAL RE, 304k I CDSFHYET A oV B, 25
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AR Sk g I, Y AN R ) B Dl BE AR T 46
. AR M1 wk il WLCD3AIC DS
PR MR 24T, 17 wiRSE BB 5 H s, 18
WkIE R B NG, 24 wk, 76 S 4R ik 1
INEE AR AT 2 oy A, BH AN BT 2 AT AR N [ A
J HBCLE P bk 20 40 L 380 T ik 22 40 20 HLag it
TR bR, Uk B BE A RS RS N, Tk T 40
(B R 22, () i R I e 8 o e % 8 5 3,
) L 92 B 400 ) i 120 3 19 5. ASBIE SR ILAE N
5 & B LR b, CD3AICDSBH I 40 i i B
A BB IEA R R R (= 0.831) H =&k
B FPREARE, B CD3FHMEAN R I, 3
N2, CDSWFP I IRFRIL, 7T LLA ), CD3
BH 4t i 1) % B A — e FE R Bl ek T CD8RH
PEGH (1) A2 4.

CD8PH M 5 J3v 4 2t R A 1 R0 5 e 9 2R 46
o b5 W fs 0 D e AT R S R A L, 6 AR
BRI AT G I AE ), Res e bk Ha R
0 O, RIS CD8BH P S 41 A Rz 4 At
A, 55 b R A M ) A7 A X In) (1 S 2 AR R
A5, T CDSFHME S Y 40 i 5 40 JE Tk t 40 o
FALFNRN A 7 T AFAEAR R 22 529, Rkt CD8
BH Yk 52 240 1R R DR AT SR AN B ifl . 22 5O 0
JIT 25 TN C DS BH 4 5 I3 4H M 17 44 48 W e /i v
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JRAN g AR, — N Ry e AN B BB S
RN, 28 M558 NG IR, 3220 4t i,
TERE SR SZARAN SN, 225050 0% 40 1 U 31 5
SRR 07 ok 5 il A J2 P, A S 5 W ¢ 1) A iR
Ji 47 CD3FICD8RH M & W 40 i, v ALl E
T ER bRz 2 ), AT A > m) DLk F s
[ A7 23 19 bk B 40 T DT e R I BT & B R
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Abstract

AIM: To investigate the inhibitory effects of
trichostatin A (TSA) on the growth of human
gastric cancer SGC-7901 cells and explore
potential mechanisms involved.

METHODS: SGC-7901 cells were treated with
different concentrations (0.2, 0.4 and 0.8 mg/L)
of TSA for different durations (24, 48 and 72 h).
Cell proliferation was detected by methyl thia-
zolyl tetrazolium (MTT) assay. Cell cycle distri-
bution and apoptotic rate were detected by flow
cytometry. Cell ultrastructure was observed us-
ing transmission electron microscopy (TEM).

RESULTS: SGC-7901 cells were very sensitive to
TSA. TSA inhibited the growth of SGC-7901 cells
in a concentration- and time-dependent manner.
The reduced rates of growth in cells treated with
TSA at concentrations of 0.4 and 0.8 mg/L for
72 h were significantly higher than that in cells
treated with TSA at a concentration of 0.2 mg/L

www. wjgnet.com

for the same duration (45% + 1.4% and 73% + = % %% #
1.7% vs 25% + 1.2%, respectively; both P < 0.05).
The reduced rates of growth in cell treated with
TSA at concentrations of 0.8 mg/L for 48 and RN/;

72 h were significantly higher than that in cells
treated with TSA at the same concentration for ’
24 hours (37% + 2.0% and 73% + 1.7% vs 21% *

1.1%, respectively; both P < 0.05). TSA could in-

duce apoptosis of SGC-7901 cells. The ultrastruc-

ture changes in SGC-7901 cells treated with TSA
included nuclear fragmentation, nuclear mem-

brane rupture, membrane and organelle dissolu-

tion, and formation of vacuoles and apoptotic
bodies.

CONCLUSION: TSA can inhibit cell growth
and induce apoptosis in human gastric cancer
cell line SGC-7901 in a concentration- and time-
dependent manner.

Key Words: Trichostatin A; SGC-7901 cell; Cell cy-
cle; Apoptosis
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HH: -
A(trichostatin A, TSA)
SGC-7901 ,
Fik: (0.2, 0.4 0.8 mg/L)
(24. 48 72 h) TSA
SGC-7901 , MTT TSA
SGC-7901 ;
ZHR: TSA SGC-7901 ,
TSA
0.2. 0.4 0.8 mg/L , . @ ERA
SGC-7901 72 h, TSA SGC-7901 .
25%+1.2%, 45%+
1.4% 73%+1.7%, TSA 0.2 mg/L
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A LB LA AR BE DR (R 5 S 42
RELAREEEH, EACBKFHAEA L
T A, i R 21 28 11 2% T A Bt 1) 20 1 A i .
R I, A E SR B H 2 LA
B 1) S 5 5 R I R AR B DA G, HEEH L L
T s il 400 ) ) 2 — P B HeE 259, mT
i geE 2 RS 5, 5 R 4n R oA R T, T
KA ATE Y. 3078 2 A(trichostatin
A, TSA) RN, AR A
WL CBEAEEE, 6 2 B R 4 i 5 A I
POHIVE RS, B T ART S AN B i 41 g
SGC-7901 48 Ha Rl 41 1.

1 #RIR755A
1.1 TSA H SigmaZA i, #if T FF L AR
(1 A Sigma’s 7)) (DMSO)F, Hl ik i 43
mmol/LINTSAE M, TRA7T-80°CH# H. WEMEEE
(MTT)J [ Sigma’> 7). RPMI-16405% 756 [ 26
E GibcoA 7.

1.2
1.2.1 : NEEAMERSGC-79010 B 1Y

TEAC T R 2 B 2 Bt A PR e A7 2 e Ak
FS, IIAE 100 mL/LJG - LG I RPMI-1640%5%
FEW, #E37°C, %50 mL/L CO,, 950 mL/L%"< (1)
VELRIT 5 B FR A T i S AL AR IR B34 4
Jf S 56 .

12.2 SGC-7901 2 KExS
B K IRG M, 752 R IR, NN R IR,
FHARRIMEE (0.2 0.4710.8 mg/L)KITSA, %4
TN R AR IDMSO, AR 7R h 4k 85 78 AR
A PRI IS TE) (24 48172 h), A= 4i g A5 il
1.2.3 SGC-7901 - FEMTTI,
FRANMLL X 10°/4L, Befh To6fLiGFR A, 4L,
BE24 h)m, SHHIEIRI, I INATSA. 730 AA.
B2 AZLGRISE AR A1) A R (0.2 0.4F0
0.8 mg/L)ITSA, 555772 h, X RN 7] 45
PRRDMSO; BAL (I A48 2H), TSA 0.8 mg/L
WEE4 h, 7 L3, FFLIMA150 uL DMSO, #%%
20 minJ, PWEEFLA sgonms 1% T H1 20 T SAIH]H.
FHIR = (1-525 FLA s60mm/ X FEALA 5500m) X 100%.
1.2.4 DNA KA AR, B
AR IS GC-790140 il 41 X 10°/L, 56
FLAN B BT FEAR T, 25641 3 0 NS [R5 1)
TSA, X RIS & R FR, 124 hs, 6
BN % H 29 55X 10° /ML, 1200 r/minf
L, FEEREFFW, PBSTES2IK, IMAT00 mL/L4
ST ] 52 A0 L, 4°CREA, WY, 75 FHPBSTE
P[] E R, AL P IE 2545 G490.5 mL, 4°C
6, BRI
1.2.5 S AR AN MY, 3%
W, 4CEE2 hPA L. WK, 8. &
L EED) - B4, JEM-2000EX0%
St P A 4% R AR,

K HISPSS1L S AF AL AT B X2
R, A K 34K Fdmean + SD K.

2 B8

2.1 SGC-7901 WIMTTH
W, 45 R TS ARERE I i 41 i SG C-7901
AR, 5 W R I ) R0 ) AR . M TS A
YRR E 4y 5 0.2, 0.4510.8 mg/Li, 5
SGC-790141 a4 H72 h, TSAXFSGC-7901
A0 i A A TR AR 2253 0 25% £ 1.2%, 45% &
1.4%F173% +1.7%, %413 5TSA 0.2 mg/L4l
Fbig, #5835 (P<0.05). 240.8 mg/L TSAZ:
5SGC-790140 fu 24, 48F172 h, TSAX}
SGC-7901 41 i A=K H I 2243 3 H21% £ 1.1%,
37%+£2.0%F73%+ 1.7%, %413 5TSAVEH24
h4 LR, 2 7 .3 (P<0.05).

22 DNA RILTSAXS B #ESGC-7901
S B YE TR 5 5 I ) AR S ARORE. ETAl
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2 BRESGC-7901 w4l# A %
WROBRSHENIE
(TEM x 7500). A
TSA(mg/L) {EFRESEI() N SGC7901
G, S G, AP
0.2 24 483 320 197 15
0.8 24 60.8 266 126 2.3
0.8 48 678 281 41 56
0.8 72 832 100 68 14.4 TR
0 72 71.8 219 63 00
T L e
20 G21 S0 JHIR PR R A R R DA O, A AR RIS R T,
6 M A2 CBALBEI 57 (histone deacetylase
inhibitor, HDACT) ] $1I il fifJed 40 S 14 5, 753
312 Je AL A R T, JF TR S e AR, 2
§ Fi— A2 I A SR 25,
T 8 TSAUE AR A 1), S e B RPiE s

120

0 40 80
DNA content

160

1 0.8 mg/L TSAYERASGC~7901 72 h/BAE A HARRAS.

JRLT TR 1R . — A5 AR A7 T DN A S SRR 1) i
gty FHUAT FE P A WA g PR T8 (AP (I ).
ANFEEAF T A LI AIDNAJE I 7> A AR 1.
2323 TSA SGC-7901

HLBE T WA G O T B A FH 2R A, TE
JSC 380 5] — B Al /N RIORLAR T B SR B T A
LT, T MATE B, HAA ARG S8 3 ) 4
I K /D B 548 56 L TR A0 PR 8 (14112).

3 e

Ji IR 1) A AR e 52 BT 22 R R B 2, L A i
(3t BESE A . A2 B AR, Ak, Qe gty
B ESYIREANN PRSI P 9 - E PN IPS
T GO0 I o 1 Y R PR R A R 1 B D e
I ER Ly VA S N e R b SN L i Ve
[ 2 S FIDN A AR, 4128 (1 Sk F0
25 CIRACAT BE DR 1 2 sic 2 v i 45 T AR Y,
HE A LB K A 8 B LA (histone
acetyltransferase, HAT)FIZ] & 11 L LW AL
(histone deacetylase, HDAC) 1825 i 5. 41
A2 OB B 3 BUZ G (05 45 1) B, B
KR MRNAZ REEAT 5y 45 A $EEE D, AT
FHIRE DA gk . DRI B A B4 2R 1 25 S AL
il A T BN A R A SRR BRI
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WA, HATWE ORI R R 2k Ll
AR (1) S 5 AR, LA PR O ) S AR e A1 o
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Abstract

Recent studies have identified unique small
RNAs, called microRNAs (miRNAs), in colorec-
tal cancer. They can be used to accurately diag-
nose the presence of colorectal cancer and help
predict disease recurrence. Upregulation or
downregulation of specific miRNAs are associ-
ated with the progression of colorectal cancer.
MiRNAs are implicated in tumor metastasis and
cytotoxic drug resistance in colorectal cancer.
Differential expression of specific miRNAs in
tissues and blood offers the prospect of their use
in early detection and screening for colorectal
cancer. MiRNAs may be important targets for
cancer gene therapies, and their manipulation
has potential in both prevention of recurrence
and palliation. In this article, we will review the
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potential use of these biomarkers in early detec-
tion and screening for colorectal cancer.

Key Words: MicroRNA; Colorectal cancer; Biomar-
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miR-145F1miR-342 ) %15 B ARAK, & UABA]
S VF R MEmiRNAYL JEmiRN A2k n]
e T BUm R BE R R B T8 AN g A
KmiRNASK, HF5TH B T 50 AL
mRNA K AR, IXPEE A fEmi RN ALE il
BIT AR AR N TR, (B E miR-1451F]
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IMmiR-2 il 5 8P TENJE K 1) 45 A (1 it 1 40
MAR 22 AT R, BOn s T 9 — B iR
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Abstract

Clinical studies have shown that pericolonic
tumor deposits (PTDs) may develop in some
patients with colorectal cancer. PTDs are differ-
ent from lymph node metastases and are usu-
ally located along the perivascular, perineural or
intravascular spaces. The characteristics of PTDs
and their relationship with colorectal cancer
prognosis have attracted wide attention. In this
article, we will review the recent advances in re-
search on PTDs in colorectal cancer with regard
to their location and structural characteristics and
their value in TNM staging. Moreover, we will
highlight their important value in prediction of

the biological behavior and pathology of colorec-
tal cancer, and their potential use as a parameter
for evaluation of prognosis and development of
individualized treatment.

Key Words: Pericolonic tumor deposits; Colorectal
carcinoma; Lymph node metastasis; Prognosis
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Abstract

Long-term Helicobacter pylori (H pylori) infec-
tion is associated with a high risk of gastric
cancer and peptic ulcer disease. Biological
therapy is one of the most promising meth-
ods for control of H pylori infection. Borrow-
ing ideas from phage therapy of refractory
bacterial infections, phages have been used
to treat H pylori infection. In this article, we
will review the advances in phage therapy of
H pylori infection.

Key Words: Phage; Helicobacter pylori; Phage ther-
apy
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H pylorifitJ5 1) BJEYE 558 B PR R BE(ScFv)
B 22 R AR (M 13) I 20 W A, fE S
H pylori R HUE A ¥130 kDakk [ W 3L 51 45
B, A0/ B A S 7R % A R T A0 6 FRH pylori
P47 A WAE . Matsuzaki er a7t FER 0 R A 2
INEEAR A H pylors &G RN B AR T7 V2000 e A 2.
2.5 H pylori JaEALl!
H pyloriiGyy 77 2 BIAFAE B R 258 (AR
Zen PUERIN 25 EARA KT I ARG K A
K ATY A B 48 o) /L, R R VR O
ARATBRE, W — PR S, —J7Im, T
Bl n] BEtHILIIAS RS R, AR pyloril
GeB BATIRERIGYT; Ty —J5 i, 077 W w1
£, WRE iR R, B Z AN ZWiaTT
2 TN R 24 B AR I P AR AR R LAE T H AG
WANILH pylori AR BRH pyloriiGyT , B H 4
XY (I RARAIE. et 1% Ui, 4K 2 80H pylori
P DR A B AT I PRI AR A3 AN BRI, TARAT)
[ 17 e AL P e P vy XU

H pylorig WK NIRERH pyloril& ey AKofh
A B BEIE R B AR BEAE A T B A0 P S B,
PR AR B AR, JF B A RGN T, X
FEYBAT wEVE. T AR R P R TR A A
e E R BARY R TE L AR E BEHE
M2 Je- e B ARG A N s vk, K H
H pylorifiPEWERRARIGTT 58, AURHE H 5K
IH pylori BV EARRE IR AT 2vh &, 1y HLAR
JE A v BL H ARG H pyloriV AR, K53
WRERRNH pylorrBEG I H K. T, — AT,
Z N2 . Bk, WGITYEH pyloriVE AR, 4756
J7KHIH pylori &G . NH pylorilB G150
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Abstract

AIM: To investigate the effects of human
cytokine-induced killer (CIK) cells on the growth
of human gastric cancer xenografts in nude
mice.

METHODS: Peripheral blood mononuclear cells
(PBMCs) were obtained from healthy volunteers
by Ficoll gradient centrifugation. CIK cells were
induced by culturing PBMCs in complete me-
dium containing recombinant human interfer-
on-g (rhIFN-y), anti-CD3 monoclonal antibody
(CD3 mcAb), recombinant human interleukin-2
(rhIL-2), and rhIL-1. Balb/c nude mice were
subcutaneously inoculated with human gastric
cancer SGC-7901 cells in the logarithmic growth
phase. Ten days after inoculation, 40 model mice
were randomly divided into two groups: those
injected with CIK cells for five days (experimen-

www. wjgnet.com

tal group) and those injected with NaCl solution = # % % #

for the same duration (control group).

RESULTS: Significant differences were noted
in the weight of tumor and the survival time of
mice between the experimental group and the
control group (1.21 + 0.34 g vs 2.73 £ 0.45 g, and
65.8 £ 6.2 d vs 44.3 + 4.8 d, respectively; both P
< 0.01). The reduced rate of tumor growth was ,
significantly higher in the experimental group

(47.6%) than in the control group (P < 0.01).

. CIK

MHC

CIK
CONCLUSION: CIK cells have a strong inhibi-
tory effect on the growth of human gastric can-
cer xenografts in nude mice and can prolong the
survival time of tumor-bearing nude mice.

Key Words: Cytokine-induced killer cells; Gastric
cancer; Nude Mice
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B CIK
Fik:
, (rhIFN-y. CD3
mcAb. rhlL-2, rhlL-1), CIK
SGC-7901, 40
,10d 2, 20
CIK . 5d
CIK ,
CIK
ZR: CIK

, (1.21£0.34 g vs
2.73+0.45 g, 65.81+6.2 d vs 44.31+4.8 d,

P<0.01). , CIK " AHFRE
, 47.6%, ,
(P<0.01). (
Zit: CIK ) )
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T e A2 N S Al R A= iy 1) 2 S iR 2
e, LEARWE, B3 B R e A R A . B
B A s Bor, B H TS IR TR AL A
JIT A S R 2w L R R R B ) L
BIAS /L 15%, 85% Ay idk Jit S W i, b 20 21
ZRAL BRI, STEAAF RN 20%
fifi. RAERIT FBOKE AW &, (HR 73K
SN HEARS) B R LA M IR T T 0 R
(cytokine-induced killer, CIK)Zi Hdx} 159 . FLIR
NS NIPN7 IR B SN R T AT P Vv
S RHIE M S T CIK AN Ml R b 8 ek i o 2%
RURFAE AR A, N HIAR BN B T AT 5T CIK 4
o R BN S RS R R AR K AR E L, B
h B AR SRR SRR

1 #RRSE

1.1 BALB/c#E 40, @, FA#46-8 wk, 1)
H15-20 g, HITRMIRSF B E oA, T8
PR TEUR Y R R AT, TOK I K
AbFE. N RN BB RES G C-790 104 T b3 o [H A}
BN FE. CD3McAb. thINF-y. rhIL-1J4F
% [EPeproTech”/s ], rhIL-206 Tk 5t PUIR b AT
RN T], TG R 7R L AIM-VIE T8 5T 3554
43, Ficollibk L 40 f43 25 W& W) T B L Amersham
Biosciences A, fPLACD3/CD56ET 3£ [F
Coulter 7.

1.2

1.2.1 CIK . R CREIE AN
ML BTSN A L5 T O L 3 1) 28 Ficoll
R EL 3 B VR P B OV U T2 S % 41 Y, PBS
PR3 G, KA R E T MG R IR, e
A< S 41X 107/L, i ArhIFN-y 1000 kU/L,
HF37°C. 50 mL/L CO,"F}59%. 24 hig A
CD3McAb 100 pg/L, rhIL-2 500 kU/L, thIL-1 100
kU/L, U3 d s 1ix, #MnrhIL-2 500
kU/L. Z I8 A #2003-030 40 1) “ AR M6
7 AF 5 R 0 0T R B R SR 2 )L 4
FRIRBIEE 10K, WA 7 4 Mo dEAT 40 B . 35 11 19

. ¥i7%14 dJs, G EETHEL, IEERTFRINCIK
20 i, 30 Tk gt A PRASOAS I 3R T bR 7 4.
1.2.2 : ¥40 HBalb/c#f WA I B T 42
Fl0.2 mL 1X 10°/L SGC-7901 5 40 it )=, Fibii
BLor 240 : CIKZHANIN HEZH. 10 dJe CIKZA )%
SURR AR BP0 IR0 40 B 5407 b3 490.2 mL 11X
10"/LEICIK AN, % HE AR Bl 5 0.2 mLAE #E
K, ESESS d. 14 dJE R BEHLEC2 S A
FUMENG 1AL TE, )2 g S IFFR s i, o SR
R, NN R = ok IR 2R R - S B A
JFER )/ B LR R X 100%. #5418 438 K 5h )
WAL 1.

JiT AT s 8 A H SPSS 1.0 4k 1F
BHHATS 0. TR R mean+ SDE IR,
2L R SRe B DR 257 22 43 #0T

2 B8

2.1 CIK AR PBM CZrhIFN-y,
CD3McAb. rhlL-2. rhlL-1i%S5:3:14 dJ5, o]
DA L R IR A A, 22 i A B SRS I C TR 4
JirPCD3". CD56 XU FH 41 ff1(CD3"/CD56 )%
SRR IR I ) ) I T S 0. S0 R K IECD3/
CD56 I HE H70.6% 1 0.1%, 11 £ 40 i K1 35
BT EAN 56, 10, 14 KFIXCD3/CD56"
A B0 5 15 19.4% +3.1%. 33.8%+1.7%-
40.1%=+2.3%(P<0.01) .

22 14d el
S 4 S AE BB 28 7 I A A 4 AT iR
JEIK, Fif240.5-1 cm. ECIKYL, #ERAT G
14 AP IRE A7 i /N, 0 2L P A7 4 BT Jie B3y
B AR I R B 50 B AL AR L, CTRCEH (1) g
P/ HRBR, % 2 pg s Bk, HA g )=
RIS, CIKZLRG FE AT AR B i A 20 i
351214034 gfl2.73+£0.45 g, =R A4
TR X (P<0.01). CIK4H X} e f A s A K
(I FH BA 2, #0988 22 0] 1447.6%(P<0.01).

23 CIKAH B Fe i g 5 5
60 RIFIREHET:, 75 dAHAET:; X A 5hY
BRI 5 541 R TF a A PET S, 252 A ElisE
T, CIKZ RN PR ZH R B AR A7 I 20 301l 465.8 £6.2
dfi144.3+4.8 d, 7 HA G075 L(P<0.01).

3 e

CIK 4 i 52 N A & i P A~ A2 40 i A 22 40 i 1R
TS R =R, G THE 40 58 Kbt
P V5 PR AN [ 88 #4407 (natural killer, NK)4I i () 3F
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FH (1 — b AL 7 4 Ja . CTR 40 B 1) 2% 4 it
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i M AE, LD REAE AU BB MR A IR 40
AT, At s YU ARK
/N C TR A i S5 0 40 i A% 2 it B T i
WUR JUA: (V)RR 4 iy B R R A, 2l
REP SRR AARAR T (W AR B D REAR S5t
JE-T(LFA-1) TR 51 45 8 0% 5 B0 ot 25 R AR
A Al R AR S CIK YN R [ ¥ CD3
S AR 7 AR TR I ORE A 5 ) 40 AR
F. Q)i A G 7= A 1R K B 28 1 40 i BT -1~ 1 4 g
ATAER. KSR, B5 7 M CIK N i v] LA
G306 22 A0 M TR -, KT iR 4 B B 0 £
VEH, 3 A 38 3 L AA S 95 28 48 S S T 42
A7 P88 448 .
ASEIGCHF T R IAE AN R IR FE rh, Bl R
FERF ALK, 4 pRRAZ K, CD3'/C D56 41l i
(E 23 & AR W, 514K 41ACD3"/CD56"
P40 5 40.1%+2.3%, 550 RM L ZE T Hf
it X (P<0.01). CD37/CD56 ) CIK 4 i)
FFERM, CIKAH M40 f 85 FH 3 AE A T
CD3"/CD56 4l ffirf. CD3"/CD56 X [ & CIK 4]
JLxF 1 S S R DR e 4 L B A7 R A, DRl
WAL IR RIS N HAME. FATRIBFE I,
CTK A ] 7 800 i e 40 P e ARG, I AR
(AR A3, 1K 3R B CTK 40 Huidi T 7 i 1 o 4k 4

BEIIT, B I ARTR T R 2R A
B RS S VRS T AR AR S LT,
JHCTRANMIAR 2 B o A 807 Ay e
WiRTT, AT REA 8 RO A N A58 3L
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Abstract

AIM: To investigate the effects of interferon-
alpha (IFN-a) on thymidine phosphorylase
(TP) expression and apoptosis in human
hepatocellular carcinoma SMMC-7721 cells.

METHODS: The expression of TP mRNA was
detected by reverse transcription-polymerase
chain reaction (RT-PCR). The expression of TP
protein was evaluated by immunocytochemis-
try. The percentage of apoptotic cells was mea-
sured by flow cytometry.

RESULTS: IFN-a upregulated the expression
of TP mRNA in a dose-dependent manner in
SMMC-7721 cells. IFN-a at a dose of 5000 or

10000 kU/L induced a 3-fold upregulation of TP
mRNA compared to non-treated cells (P < 0.05).
Compared with non-treated cells, the intensity
of TP staining and the number of TP-positive
cells significantly increased in IFN-o treated
cells (5000 or 10000 kU/L). However, no sig-
nificant difference was found in the percentage
of apoptotic cells between IFN-o (10000 kU/L)-
treated cells and non-treated cells (6.42% * 3.66%
v57.19% +2.76%, P > 0.05).

CONCLUSION: IFN-g¢, at appropriate doses may
upregulate the expression of TP mRNA and
protein and antagonize TP-induced inhibition
of apoptosis in human hepatocellular carcinoma
cells.

Key Words: Thymidine phosphorylase; Interferon-
alpha; Apoptosis; Hepatocellular carcinoma

Xiao YS, Zhou J, Fan J, Sun QM, Zhao Y, Xue Q, Shen
77, Tang ZY. Effects of interferon-alpha on thymidine
phosphorylase expression and apoptosis in hepatocellular
carcinoma SMMC-7721 cells. Shijie Huaren Xiaohua
Zazhi 2009; 17(35): 3630-3634

Bay: -a(IFN-a)

(TP)

7k 0. 10,

5000, 10000 kU/L IFN-q

SMMC-7721, RT-PCR TP mRNA
, TP

100, 1000,

b

ZR: IFN-a SMMC-7721 TP mRNA

5000, 10000 kU/L IFN-a
TP mRNA (P<0.05),
TP

IFN-a ,
10000 kU/L IFN-a

7.19%+2.76% 6.42% +3.66%,
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Mg 5 iR 1L ¥ (thymidine phosphorylase, TP)
T I 2 23 P S5 A4 A s 55 A VS S 5 - 6K W
(5-fluorouracil, 5-FU)IFHT 25540 01 40
BAVEHS-FU, &S-FURTMARIT 299 R 3EAEH
(o< g m". (TP I REFRPTEL A 41 &
PEALTT 20 A S A R IE T A IRIE TR
(interferon, IFN)AEM -1 /I g3 41 it N T PR )
FEIRWO A — s AR I TEN SLAES 5 5 T
AR E T AR — DT -a
(TF N-o0) % 9 40 T P32 B 1 (¥ 80T 5,
IR IBE A B T N -5 = 55 Ath i B v - £
PESZIG AP,

1 #RFEE

1.1 NI AZSMMC-77215 A% %
BE K2, F10% NI IR PMI 164035 359,
7E37°C+ 50 mL/L CO,I85 7240 B = AALAR.
T E-a(IFN-a0): 2 QA ] Fig 5324 w) .
1.2

1.2.1 IFN-o. SMMC-7721 TP
mRNA B AR R 1 A e
T 6fLAL, B59%24 h, IFLREETRM, 400
AN ETFN-o B 55 77, TFN-ou I B 43 il 4y
0. 10. 100. 1000. 5000. 10000 kU/L, 4k%E:
9724 h, FEANRE2AN L. FIH 2 #RT-PCR
J7EUK M4 TP mRNARIEAKE, TPSIY
5-ACAAGGTCAGCCTGGTCCTC-3'(forward)#!l
5-TCCGAACTTAACGTCCACCAC-3(reverse),
774344 bp PCRZ#). WZ M B-actin5 |4
5-TGGGCATGGGTCAGAAGGAT-3'(forward)
F15'-AAGCATTTGCGGTGGACGAT-3'(reverse),
77991 bp PCR™ 4. PCRIZ N Z4: 94°C 1ids
5 min; 94°CA8M:30 s« 60°CiE K1 min. 72°C
ZEH2 min, 35MEH )G 72 CHZEM 10 min. PCR
P T 1. 7%EE N RE R FL VK, flImagemaster
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VDS system%5 eI R, T3 B BERR 1 IR PCR ™
Y. A IR SR IK.
122 IFN-o. SMMC-7721 TP

;B SCEIFN-o kb FE 1)
AN, %R, 400 22504 min, 7 L3, A
1 mL PBS, A4, %k, 400 gi5.004 min, 77
TR LG, AR EZ150-100 pL, AN, &
THI)T b, WA RPLATP/PD-ECGFHUE, &
TR IR F 60 min, TBSZE MR VLA 3
J3K, i ANEnVision ™, & TR & =R 530
min. 5 B TR E 10.04% DAB & (135 (40
mg DAB% T'TBS#70 mL, i in1% H,0, 30
mL) % 42-10 min. /KFEL LR, HFARFEZ Y,
ERRITHE 704K, 65 CHHIERE Fr30 min, — F2KE
B p PER e dE Ho, NIKON MICROPHOT EPI-FL
BT
1.2.3 IFN-o. SMMC-7721
2B AN )R BE TR N-o i B 1) e 4
1 X 10°AN/ LB gl s, 2500, 37 13,
A2 mLAA I FT R B [ € 30 min. FFE§Ly, 37 L
i, M ARNase A, 37CH#E 10 min/5 IAIKE
H, BIN0.5 mLAL A FE(50 mg/LYITDNAGL A,
30 AR I T N - ouXe} 40 M 3 12 (1 iU
2R3

K HSPSS11.04 i1 #A4-3147 4t
THorHT, P<0.05 4 2 I H AT Geit 2 X

2 BR
2.1 IFN-o. SMMC-7721 TP mRNA
SMMC-772141 ffd . FHIFN-a kb 2 5

TP mRNAF LKW i, HA e
FH# 5000510000 kKU/L TFN-a kb FE 41 ffd, TP
mRNAKIE/K 2 2 T m, 5 A HIFN-a b # 20
ARLE, ZE R A S 24w L(P<0.05, K1),
22 IFN-o. SMMC-7721 TP

N HIFN-oi, SMMC-7721 44 Jfd TP YL {4, 58 Ji
WG I, TP R et 2 AR o AR Al
BH P e (.40 i 40 H OB 22, MIFN-aiR R
5000 10000 KU/LI, TPHe {035 55 bz BH M G (6 41
K £ 255 A TR N 1) 40 i 22 53] W) 4. TPN-audfk JEE ik
10000 KU/LIN, TP 3% (58 A B 44 (540 i 25
Byik e /KT (E2).
2.3 IFN-o.  SMMC-7721 W H]
AW (TEN-o b FESMMC-772 141 i, B
TFN-o K JE (138 0, 40 M i T2 7 4 bRk R
AW B AR, WREEOFI10000 kU/L TFN-aff) i

u A7 5

(TP)

TP

“

TP

TP
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M A B C D E F

B-actin
991 bp
500 bp

TP
344 bp

B 1 FEREIFN-oXISMMC-77214BTP mRNAZRILIX
SEAYE20M. M: 100 bp Marker; A: 0 kU/L; B: 10 kU/L; C: 100
kU/L; D: 1000 kU/L; E: 5000 kU/L; F: 10000 kU/L.

C D
E F

T B 2 A ok 7.19% +2.76%F16.42% +
3.66%, ZERJLGEvE5 i (R D).

3 111E

S5-FUAF by 22 Tl iR e 5ol A2 10 40 2 e (L 4
JF3) (0 5 ALY 254 EAT 402 4R 1 A, 1BAT 2L
HAN15%. BT S — AN T 70 1) F5 PR M T 4
2, O HFDARLUE ] TR R PU I FLIR
S R T, TP R A% 1 F A St i
TR B SR, W R R TP R I B R

2009 12 18 17 35

IFN-a3RE (KU/L) ATERE D%
0 7.19+ 2.76
10 8.51+ 4.04
100 7.65+ 1.99
1000 10.16+ 4.56
5000 7.70+ 0.09
10000 6.42+ 3.66
2 REARE
IFN-aXSMMC-7721
MERTPEBRIRX

FEEVE20E( x 100). A:
0 kU/L,; B: 10 kU/L;
C: 100 ku/L; D: 1000
kU/L; E: 5000 kU/L;
F: 10000 kU/L.

125 1) 8 X PR P E A4 2 ) () U, R
— R LT R O

H AU 4 s IR 4L TP TP R IE AP 1 7 v
BIRFE TP cDNAM, DU s R 4 e i TP
MRNARIE KV, (HZH Y% RIBHAR L
YRR I PR M AN e N IR R, 5348,
LRI FWIL-1a. TNF-a« IFN-y. IFN-o
#RE_ LR TP ek gl v

IFN-afE F T 40 R 18 TP % 2 1),
ik 40 M N TAK-STAT/S 53l ™, 35 (L TPk
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DRI 2 S 7D G AV A A7 AE IR TF N - o B0 S B G A
(TP/ISRE)!"™, M i T P& IR ) e sk . AT
TR IR, BE W BEIFN-off H124 higfff
SMMC-772141 2 TP mRNAF LK VT3 4%,
TP Y £ i B R BH P % €0 40 i 1 0 7 v vk
IFN-ofEH B2 8. RN TFN-oid HF
SETP mRNARIYEH. TP mRNAZMT# M, 781
mRN A #% 55 R ity 55404 % 7 IR Ab A7 1F S e
m RN AP 25 8 oAU T 058 0 5 W e A 1
PR 17 51(92%), TFN-ou R BEIH 3o 52 1 12 198 ¢ 1%
TR & 427 51 i 48 2 TP mRNA.

AHE G H, TPAEIN LA PRI 5
20 B T, TPl LI Fasts A S & 1240
AR IE T R, HTPRIX — D REAS 52 o
PGP IR R U TPHEHLAN 451 4 [N 3515 5 1)
FT 2/ Z PI3K/AKHE S i, &
ATCAHT IR R B, 5 R Gt 4 A L, 7 4
TP cDNAJG T 41 B Tl A e 50%"”. A
SCUG EN MR B, B A 55 T T N- oA B 38 T,
SMMC-7721 40 fiTP mRN A% /K & 2 14 4,
(R0 I T 43 B F R LR 25 T R, BITFN-o
AJ EH I Bk 40 B YE TR AR, AR KT T TP
mRNAZRIE a6 4l T mEIvE . 454
SCHR 23 HT, TEN-oufie 328 400 ) T B T B A4
(DifiidFas/FasLigf &/ H. TFN-oudiid 41
HFasfl/okFas LIfIE!Y, Bsm 40 it Fasif &
PETAS UMY, (2) B W TNF-a, {340
JHTR

R B A A5 5-F U [ I A 24 49 A< 60 e g 41 24
P T PR R 3 PRV MR VR, A FU 4 R
FH, N5 F I TF N-a U 8 52 B _E R e
MM TPIFRIEAKN, Gl I A & it A 1
HEA0 B TV RS 7 TPRIA B 5 Pt
(A A R T AE I, WIFN-0 5 5-FURT A 24
ICA N FH TG R TT A0 i 2 it 1 Sz B0 A s
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EphA2, hMLH1 hMSH2 MRNAZEFTBEE RN INEE

BEEHETHRIERES

% i) ’ ) 1 ;Ekl:jjl l 1 1
o, . W , Han patients in Xinjiang. ¥ 2 %4
830011
' ’ ' ' 830011 METHODS: The expression of EphA2, hMLH1 EphA2
» and hMSH2 mRNAs was detected by reverse
No. 2008Y02 s . .
. 2 ; transcription-polymerase chain reaction (RT- N
b ; PCR) in esophageal carcinoma and distant non-
5 : . . . EphA2
o ' carcinoma tissues from 30 Chinese Uygur pa-
i, . . . .
. 830011, tients and 30 Chinese Han patients.
789
whjilgggl@_ 819910 RESULTS: The positive rate of EphA2 expres-  EphA2
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Abstract

AIM: To investigate the significance of Ephrin
A2 (EphA2), human mutl homolog 1 (hMLHI)
and hMSH2 mRNA expression and explore their
relationship with clinicopathological parameters
in esophageal carcinoma in Chinese Uygur and
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sion was significantly higher in esophageal
carcinoma than in distant non-carcinoma tissue
(71.7% vs 46.7%; y* = 7.761, P = 0.005). The dif-
ferential expression rate of EphA2 was 56.7%
between esophageal carcinoma and distant non-
carcinoma tissue. The expression of EphA2 was
correlated with the depth of invasion, lymph
node metastasis and patients' nationality in
esophageal carcinoma (P < 0.05). The positive
rate of hMLHI1 expression was significantly low-
er in esophageal carcinoma than in distant non-
carcinoma tissue (63.3% vs 88.3%, xz = 10.231,
P =0.001). The differential expression rate of
hMLH1 was 75.0% between esophageal carci-
noma and distant non-carcinoma tissue. There
was significant difference in the positive rate of
hMSH2 expression between carcinoma and non-
carcinoma tissue (83.3% vs 86.7%, x* = 0.261, P =
0.609). The differential expression rate of hMSH2
was 81.7% between esophageal carcinoma and
distant non-carcinoma tissue. Significant cor-
relations were noted between the expression of
hMLH1 and hMSH2 and tumor stage (both P <
0.05). The expression of EphA2 was negatively
correlated with hMLH1 and hMSH2 expression.

CONCLUSION: EphA2, hMLH1 and hMSH2
play important roles in the carcinogenesis and
metastasis of esophageal cancer. Combined de-
tection of EphA2, hMLH1 and hMSH?2 expres-
sion may be used to screen for esophageal carci-
noma in a high-risk population.

Key Words: Esophageal neoplasm; Squamous cell
carcinoma; Mismatch repair gene; EphA2; hMLH1;
hMSH2
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, DNA

Ye BF, Li HW, Pang ZL, Li H, Tian Q, Chen Y, Guo W],
Li XM, Wang HJ. Significance of EphA2, hMLH1 and
hMSH2 mRNA expression in esophageal squamous
cell carcinoma in Chinese Uygur and Han patients in
Xinjiang. Shijie Huaren Xiaohua Zazhi 2009; 17(35):
3635-3639

=]:oR EphA2
hMLHI. hMSH2 mRNA

Fik: RT-PCR 30
30
EphA2 hMLHI. hMSH2 mRNA

#£R: EphA2
71.7%  46.7%,
(x* = 7.761, P = 0.005), EphA2

56.7%( ),
EphA2 N
(P<0.05); hMLH1
(63.3%) (88.3%),
(x* = 9.130, P = 0.003), h(MLHI
75.0%(
), hMSH2

: 83.3%  86.7%,
(x* = 0.261, P = 0.609), hMSH2
81.7%( ),
hMLHI hMSH2

(P<0.05); EphA2 hMLH1. hMSH2

Zit: EphA2. hMLHI1. hMSH2

K
EphA2; hMLH1; hMSH2

. EphA2 hMLH1 hMSH2 mRNA
2009; 17(35):
3635-3639
http://www.wjgnet.com/1009-3079/17/3635.asp

03I

B T LA B R 2, TR
5 s R R R TR R I E R 4
A AR 1 S 93007 A, Hep—2F Ll |k
Sk A IR, AT A R, B R

BRI R X . HAT, B R L
W AN AE . UTAEORBEAS 7> 1B A I P A e,
DN A5 117 18 52 5 XIS 5 B 3 2 s Bk F 9

PCR)H AT 30451 37 58 4 5 /K e Fn3 0451 Lk £
9 2 23 R HGE Y IR e B T s 4L 2 HEph A2
hMLH1. hMSH2 /I mRNA A 5 0 7E4 78 I 5F:
R

1 #RRT5E
1.1 60191 £ 5 i e ZH ZbR A H2008-01/
2009-05 % gt [ R K 27 B & b e = Bt = R D) B
FRAR, Y5 IR FIDUG #3011, 534341, Lc174),
FEWR36-75(H 7 62) % . 60411 4s 3 Ay iR, BT s
BIRBTIARATHOT - WIT. T b AR B ARG
30 minNXRHEEU, BEGIFR A B 4 2R F e v
6 cm L b (W3 b Jo I 4L W o B T A
ARG I T-70°C URA T RAF-
1.2
1.2.1 RNA A0, g2, A
mL 72 M TRIZo BRI, 71 HE 5 945 78505
W, A D B A% 4% TRIzol RNAFRIGR 7 & i
FHEAT, B EAM TR IIRNA R 75 5 M
4i1E, FTAIRNARE 150 uL DRPCALEE /K H.
1.2.2 RT-PCR D R S i LLcDNA
ARG 3. PCRERAE R A% Fi O 77 & 1
BT, FESIDPIINERL, R B
KNGy 51 EphA 4204 bp, hMLH1 4400 bp,
hMSH2 4279 bp, GAPDH: 300 bp. 1A% 420
ul, A Taql§ZE 10 pL, £ RS 141 L,
Mg™ 0.4 pL, BEkcDNA 2 pL, Fl4 /K4 %20
uL, A ELOE30 s, BUHIRA) G I R VAR 5 E
TPCRICHHEATY 4, TEHIRECH35IR, 14
Y6 nL1E20 /L IEHidhs T it rhik, 7Rt
FSAGASC - FEORH AT 5 234

BT B 4242 SPSS13.045 14k
PEREAT Ge il 24 A B, SR K58, P<0.0517 4EiT

2 R
2.1 RT-PCR H¥r#EMarkerkftt, 75204, 2794
400 bpAb ] WSy, S50 E I BERAh—

().
2.2 EphA2. hMLHI. hMSH2
mRNA  {E6OH] & i B (1 4L 2 I

B JCHE L 23, EphA27E LA f RIB ZE AT 4t
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o .EphA2 hMLH1 hMSH2 mRNA 3637
s i B
etal
, 19
2R =]l ByiElL) BNEEC)  BIRRE » EphA2
EphA2 5'-ATCCTCGTCAACAGCAAC-3' 5'-GGTCATCACCTCCCACAT-3' 60 35 (31.6%), 173 6
hMLH1 5'-GCTTGCCTTAGATAGTCCAG-3' 5'-GACAATGTGTTCCACAGTCC-3' 57 35 EphA2
hMSH2 5'-ACGATGGATTTGGGTTAG-3' 5'-CCAGGGCTTTCTGTTTAG-3' 56 35
GAPDH 5'-CGCGGGCTCTCCAGAACATCAT-3" 5'-CCAGCCCCAGCGTCAAAGGTG-3" 59 35 140 (80.9%),

mB n  EphA2 (%) B PE bhMHIA% B PE hMSH2n(%  (ME PE
60 28(46.7)  7.761 0.005 53(88.3) 9.130 0.003  52(86.7)  0.261 0.609
60  43(71.7) 39(65.0) 50(83.3)
30 17(56.7)  6.648 0010 23(76.7)  3.590 0.058  26(86.7)  0.480 0.488
30  26(86.7) 16(53.3) 24(80.0)
T1+T2 11  5(455) 4558 0.033 8(72.7)  0.354 0.552 8(72.7)  1.091 0.296
T3+T4 49 38(77.6) 31(63.3) 42(85.7)
+ a 20 15(75.0)  0.164 0685  18(90.0) 8.242 0.009  20(100.0) 6.000 0.014
b+ 40  28(70.0 21(52.5) 30(75.0)
16  11(68.8)  0.091 0.762 8(50.0) 2.158 0.142  12(75.0)  1.091 0.296
- 44 32(72.7) 31(70.5) 38(86.4)
35 31(88.6) 11.822 0.001  22(62.9) 0.170 0.681  27(77.1)  2.318 0.128
25  12(48.0) 17(68.0) 23(92.0)
A bp
500
EphA2
HHR B i YE PE B
+ -
500
HMLHL + 23 16 8.840 0.003
- 20 1 c
hMSH2  + 39 11 5926 0.015 500
- 4 6

TR X (= 7.761, P = 0.005), Hiz R Rikx
H56. 7% AL LUK T o 4120); hMLHIAE
P RIE ZE R G R X (= 10.231, P
= 0.001), H 27 KIEZH K T75.0%0CL ok A
KT RAL); hMSH2LE AL £ iE 25T
Giit 2% (" = 0.261, P = 0.609), H:z= ik
8. T%CE b oI N LUK T a1 2Y); EphA2
FIE 5 R VR B . K B s B R R R RAT K,
M52, SRR LIS hMLH1. hMSH2[1)
FIB Y 5 B IR IR 20 B ¢, T 5 iR iR
FEL OFERE . WRELEE R RS I RO K (3R 2).
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B MEBALSEERERALLKRIE A EphA2; B: hMLHL;
C:hMSH2;1 3 5 .2 4 6 1
3 5

& W HEphA2. hMLHI. hMSH2 mRNA =
FRILZ A9 R (GR3).

3 1Hie

TE A0 S BAE DA% 1 45 20 I 1% T 3% A ik 4
MR N A5 5 B Tl B AR T, AT R R
B ) 32 AR (RTK s) 24 F 22 4E ). Eph(erythr-
opoietin producing hepatomacellular)&RTKs 5 jik
J§ 512, EphA2SEEph A 5 5 52 /8 144N 1 it
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= @5 RS2, AR REph IV SR S P A I R DN A$3 45 5 40 it 38 4 F) o e v — i L

A T I Tl % P ) B AN SRS R G R ), )2
RIS T NI Z PR 23040 M R, 046 J Mk
JE i 3eE b R 4 B O S A AUA IR
MMEphA2 AL G, S H S N KE IS
VIl s BRI Ak, AT T 15 40 L H 5 A o4k, A
W RE. A, FE AR RS
TEAE. IAE RIS 7%, Eph A27E 2 Fh il i 4141
Rk, EAETLIRE . . BDESE, 3P
ISR SEEph A2 2 T8 {2 10F JMJgg 1) 2 1k 2 A
Je g (s A R R 4E Y, (HEph A27E &
EE T I WARE

AHHF 5T N I R T-P C R J7 756 6 5 i 40 4R
T I RE TR A 2P EphA2 mRNA [ RIEBEL T
K, 25 9 oK, EphA27E £ 8 41 2V R Be 5
LU I 53k, {HEphA2 mRNATEEZHZ
HR KRR B IS = T B SR 4L ZA(P = 0.002), 1M
HEALUR Tim b o AR 2 7 RIEE N
56.7%, #E/REph A2 WE W WEH, — 7z
H5TEREEMNRNERES, 5 HfER
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Abstract

AIM: To explore the relationship between the
expression of trefoil factor 3 (TFF3) protein and
the evolution of gastric cardiac adenocarcinoma.

METHODS: The streptavidin-peroxidase im-
munohistochemistry method was used to detect
TFF3 protein expression in 24 cardiac gastritis
specimens, 52 intestinal metaplasia specimens,
65 specimens of intestinal metaplasia with dys-
plasia and 35 gastric cardiac adenocarcinoma
specimens from a high incidence area of gastric

cardiac adenocarcinoma in Henan.

RESULTS: TFF3 protein is predominantly ex-
pressed in the striated border of the columnar
cells in cardiac gastritis and intestinal metaplasia
tissues, and in the cytoplasm in dysplasia and
carcinoma tissues. The positive rates of TFF3
protein in cardiac gastritis, intestinal metaplasia,
dysplasia, and carcinoma tissues were 20.8%,
44.2%, 46.2% and 54.3%, respectively. The ex-
pression of TFF3 was correlated well with the
pathological grade of the lesions (r = 0.232, P <
0.05). The location of TFF3 expression was cor-
related with the pathological types of the lesions
(Kappa = 0.490).

CONCLUSION: Overexpression of TFF3 protein
in the cytoplasm is involved in gastric cardiac
carcinogenesis and might be one of important
risk factors for gastric cardiac adenocarcinoma.

Key Words: Gastric cardia; Intestinal metaplasia;
Immunohistochemistry; Trefoil factor 3
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Abstract

AIM: To investigate the endoscopic
manifestations, clinicopathologic characteristics
and clinical significance of ulcer at the gastric
angle.

METHODS: A total of 208 patients with an ulcer
at the gastric angle were analyzed. The initial
symptoms, endoscopic manifestations, patho-
logic types and the detection rate of H pylori in
these patients were analyzed.

RESULTS: Approximately 90.38% (188/208) of
all cases of ulcer at the gastric angle proved to be
benign disease, whereas 9.62% (20/208) of cases
proved to be malignant tumor. Of all malignant
cases, 65% (13/20) were tubular adenocarci-
noma, 20% (4/20) were poorly differentiated
adenocarcinoma, 10% (2/20) were Krudenberg
tumor, and 5% (1/20) were signet-ring cell carci-
noma.

CONCLUSION: The majority of cases of ulcer
at the gastric angle are found in middle-aged

males (52.88%). The malignancy rate is 9.62%.
Of all malignant cases, the majority are tubular
carcinoma (65%) and lowly differentiated carci-
noma (20%). The rate of H pylori infection in all
malignant cases is 25%.

Key Words: Gastric carcinoma; Ulcer at the gastric;
Helicobacter pylori
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H/NT20% 24, 21-40% 6041, 41-60% 12741,
61-80% 174, 814 LA 24, AR UFGIF TYPE
H260 2533102/2532997; YHO04 H pylori kil
1.2 B MG TR T HE A, R4 h4k
o, ARHT Ik = S e 20, i e =
FRIGERTER, o> 88 2+ IR T, B EIE,
BT AT B BT H pylori Ry IR A5 A7 1) il i
TR (LE I 7 M L 1 % b Bt 100 5 A I AZ Tt Ak
BUERY). BB AR A< 24 s BERLH B 52, 49
1, ), HEJth, 5341 H pylori DI FIIES,
TR0 I 7] B 1 5 3 A bRt

K SPSS16.045 - #3347 IU
B2 T AT X BN Ry K06« 0 AT B A A <4 1)K
FAFisherffi PIME R 7%

2 BR

2.1 R 1E:15t77 18844
L 1716, 22200, Yok 7.77 <1, 320
o, Hrpr 5164, Zeafdl, Aot oha L1 A
RS N49.62%, LI41-60% JH 2, 1561.05%, Hik
J£20-40%, 428.85%, 61-80% 48.17%, /NTF-20
% KK T804 40.96%, WKL

22 g 10841, Hh IS E98 I, A4
JHEL IR AH], FEAETH. SRS N A
372001 38 B VR BRI 12451(60%), I
MUK 10651 (10%), 45Tt 9 8451 (40%), B AH 2451
(10%). REVEB ek B R Lg% =
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S(FE2). AL RO AR AR T B 6k DX )

(P>0.05).
2.3 Bz IR A 16401, Hiz

0.2-3.0 cm, 72041, ANKLIU 1641, 1597 i =
MCASE344, 34 FANETHI, £EA7 357 6F H i 93],
BRIBYE 1340, E A R IEaS B2 450
JE, detk, R A REEAF R A& g,
Bz g RS, A DR A s e R A,
M2 LRt L e, PR A A B 2,
DGIEW, BT KM, BRSO S EA
Rk e o5 AT, RIS rp 7, I e
RTEAR, e, 5 ims, EIEA L, Rk
Bz 2 A Gk R (FR2). AT WAE— e R
AT DM S 1 2 R SR DX S o ) R SR, (H
B — FUOBAR g L, BT LA, A0 S
K8, 22 VRIS, IR TS .

2.4 TR EE R D2 B, 2 8B, ST43.98k.
2.5 WAl 2 R m3661(17.31%),
2 E R 7261(34.62%), IRt K161,
TR ER R 140, B2, TR 1,
BRG] AT ORI, B2 Rm At S
ORI RS R AR () = 47.668,
P =0.000, £3). [AH, T A1 0] LUK LR & PR
G H pylorilE& s 2 L0 Pl E 1z UG 8 5y
(x° =8.981,P=0.003, 4).

2.6 2041, RPEBor-
rmannFr BIbRAE, Foep T 8345, TIIAY 1745, S 38
A M T A IO R BG4 ROk 4 MR AL
Jo bRz AR A B R 200, (BRI 13
B1(65%), 1% AL 4151 (20%), F W40 M 32451
(10%), EN k40 s 161 (5%). AT R A5 20
WIS MH pyloril& e 7 R LA F R (P =
0.613, %5).

2.7 H pylori V)i i FIF AR5 L[] BH
M A ARSI H pyloribstE. H pylori(+)1104,
H pylori(-)98%l, & M5z MH pylorif % N
52.88%. {E20011% 1 B Mz, H pyloriBATER
H25%. BATIHF 20841 £ H AT [ I IR HEATC
WP S, X240 85 HEAT iR, RIILE 3
ERBGAFE P = 0.000), FFAIRL 45 BH
PERELLL PG &5 S BH M R 2 1 (3K6).

2.8 iR BUE: SAikA
MBS K MR E R AR S A 1 A 2 L,
P ] I A, 23 5l H26.92% 47 75 18 M ik R
PEH 4(5641), 42.40% 1745401 B K (10941),
28.37%4 W b B Ak A (5941), 10.58% 15 I it 774 s
A(2241), 0.96% K A= F A5 2 1),

u A7 5

H pylori

LRGP Sl

H pylori
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LRCECE 33 %1 REMSERESZNERDT %
8 TS o
<20 20-40 41-60 61-80 >80
2(1.06) 59(31.38) 113(60.11) 12(6.38) 2(1.06) 188
0(0.00) 1(0.05) 14(0.70) 5(0.25) 0(0.00) 20
2 60 127 17 2 208

® 2 BSARBERZIIGKRAE TR (%

R’ 4 FRINRHEW oylorRRE LR

RUBSHERE SABLRS Pl 4548 H pylori+) H pylori(-)
1n=188) 1 =20) n % no %
136 61 4485 75 5515
8645.75)  12(60.00)  0.225 72 48 6666 24 3334
98(52.12)  10(50.00)  0.856
41(21.80) 8(40.00)  0.059 .z _gog1 pegs,
5(2.66) 2(10.00)  0.084
>25mm  30(15.96)  19(95.00) 0000 IRl e A s Nl
0(0.00) 7(35.00)  0.000
20(10.64 14(70.00)  0.000 -
( ) ( ) YR H pylori+) H pyloril-)
n % n %
13 4 3077 9 69.23
xR 3 BRBEERERIAAST EHRENER 7 1 1429 6 85.71
20 5 2500 15 7500

EEHE+EBRS

4
a4 " PR R
117 17(14.53) 100(85.47)
91 55(60.44) 36(39.56)

x* =47.668, P<0.05.

3 1

ARG A B F - E849.62%, A SRR
WoR, AE RIS EEE A, Bk
R T, Bz N7, BEE
(P = 0.000<0.05) K Wi F- W AR AR v T rp 22 4R
B, 41-60% B 12741(61.06%), AT ELE
20-40% B35 AH L 22 R AT 2 35 PE(P<0.05), [H] )
561-80% B F A LE 22 A7 2 35 11 (P<0.05). B
SRS GBI Ge v 25 A KA AT W B X
RSN E Bz B 5 L0 Ll
3.6-4.7 1 1P Em— a2 BT R R RO NG 2
Btz e B, BRSNS W, S
PEOY A, AEASFI LI, AN RRO%, ASFIAERS TR, £
22 (] iy DX AN [ IR S5 P A 9 26 AT 0K 2 e
5T, B Oz A A AL % T R A
—ERRE L2 RAE TR EER RS, TR
R Ad ] W R, Tk S, SR 7 S A

P =0.613>0.05.

® 6 "CIISTHSHEERIEER 1)

ot -

“CIES SR sit
+ —_—

+ 110 52 162

- 4 42 46

114 94 208

x* =50.702, P = 0.000<0.05.

TRFR . AT R W R g | AT B R e 2 T B
e 1 T L0 R 3, 5 R G AN ) 38 5 RN
OGBS FE, FEAE .

AU EE UL FIEIK(51.92%) 0 &, Hik
JIE IR (47 12%)> 44 5t ik 42 (23.5.6 % ) > 1IX 1L 5 22
fH(3.37%), RV 78k o8 i X )
(P>0.05), X 55 [H HMRE g5 FAH . raEsk bl
5 NAE R IR =, TR I R AR AT, H
i T AR R R AN IR W 2, Iz B s Ak T
P 5 ol ST PR BB T R ) v, B S
It “ BRI, Fswr, Hiasr” ©,
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CRINSW Y hE T E, PriL, AT B
ANTE SRR 2 R, AR T B B X
Jod BRAS .

MASCBRLE H, B RMEDmES L2
HRE, 2k, FH R RER AT, il s
THW, RINvEAEOE . M, 55915 KA
B R R A, b U, IS B s N E
B—M80.5-3.0 cm, BT HAZIE2.5 cmbL
b, SBAR T REME K. A% B R 20 S i
A THI R I A FATE, R s A 304
(5.96%) K4 EL KBz, WHIEIEAS R R
G R 1) 2 R A Gt 2 LR (P<0.05). W%
PEW I 2 o BB HID G AR, B i
UK, 0T A IX 2RI I Y. 2 SO g A, A
B A AR DLiiis, 0 T PR AR, N
FIFEROT b oty B PR AR, R EROG &k T
U 8¢ 250 7, I IV o P A e 545 1 Ak i A T
O, N TR RORRS 5 iz S th AR AS, 1%
A A BH P S i, WA AT RERY £ 0N A, A4
BFA-6HFR AL, 13 IE A2 W% 4 70%, 6
B L7 15100%".

A S AR 2001, 28 N R TE R BRAIE S, —
FBe SCRRARTE 597 T AL R hy 3%-4%"Y, T AR AL
H R IE9.62%(20/208), T R E A A Rk,
B i S R FE 2 R R A R AR, AR
Jod BEPERG A2, P AR bR A 4 A B A R AN g R
WA P EURAR, LR, W X & g s R HIX
M A 7 NS L TR G R ] T AT A0S
IR FRATTAE S B0 ol B b on) P 20 S kA
BEAT TR, DAL L300 L A R R P 1 S
WAL SEEAEIE AN . R, PR AT 45
VEBAE H TR TR 20500 8 AT (1 B 3 20

AR BoR O 5 A AU A
L, — 45 R 2= BT g2 X (P<0.05). I
SR T I, GeveikE WH pylorikt ey
A 1) J B B IR Jr) B PR Bk 0, 38 B T IS A AR
KH pylorisy AiANY I8 R I vESS B iz i)
I BT B 2540, 8 70 R 5 2R A0 1 7 A5 R A
H pylorRe TR K 2= g, A=l 45 51 5L B 1,
ARSE S SR AT A I A pylori(WATAE, B KS
g5 RO BHAE, iR A5 R O BB . Bl
G PEAT BT B R I i T A R BT B, AN T
H pyloriffHEK, ] i kg M B 1 &5
S RN R AN B I BH pylori 3 | S IR AL,
Wt RAESE, WMARAUE BT A, AREIX
9rH pylorif A MIFEARAIEEGE ik, L Ef
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T IR R B ATAE. PTLL, FAT TR TP 1
S5 R I N AT AL, TR T A B A
S IE AT IR, IR A e S AR 5 =
H pylorif )k 7.

TR TR, B A FEEIEE A pylori
TG L RIS B, HASAH pylorii& Y
SRS B L(P>0.05), — 7 [ PR A 7 461 4
JRIBRAE S, H T BOR A5 i 42U R
EIX AR, HINEAF]T-H pylorr K Hk, B
G BIVRTT G A OG. AL 43 i 491 28 1 L
POt adT e, AR B g N LR RS, T
W et al"™ I\ ] BE IR AL LUK G 1B HERR
NG E R DA K 5 AR 1 B R LR B
B ()R A K

TE A2 5250 0t 9 1 2 42.40% A7 11 22 4
P R, 28.37%H I L R4k, 10.58%F AR it
UG, 0.96% KA AE, ATt AF LAY
1 R g AR I e A AR S A R R b, i
H pylori M5 B 5t ok H 5 B Stz G4 28
3 PSR A R

BUZIRTEE T IR EM, SR F—H TR,
o3 B WK R A AR T N2 W, A
HARE R VB I E B2 W S B W R O R
HA323.55%". 3L, EWAMFRAGUE L
PEBER AR (572 S EVE R, I TTHIRIR AW,
AN BRI 2 iy b B AR AR R A T i 1 2k
BEkd . BERSIRARAL, XL AR N AR, R
EREEANMTIEAE HAT, 2805 F5 U CNH pylori
G B AR B R~ F 4B K~
W — g A L R B e
EIX— 2, H pylorif&e3s kA BRI fa 15
P Bt A R i 2 A0 8, FAE T L (HR) 23 %)
h7.13. 14.85F161.851") AT @t X} 5 £
50 1 2 N AT G A Sk 2 G o R Y
H pyloriY5 B 7l G b TEA o%, HAEN
RBNR T, T B L A0 NG T AN W L, T
O SEURALRE. AT EHEI ORI
FEJie U AL I 41 2 AT BE CAFAERE A, HOm A
I — 2 TEVE R 2 UM, IR iR R SR
BE2 R A EE, R AN, N O R R AL b
SURER/ NSRS R

ARICE RN, 1T B AR R A DU 4
Ky, 5B At N LB B . KL
IERGUB G Ja e s oL, T 50% /e
A, Bt EAKT LS cm, RN K E ML
07 Ja BORAET, N . SR RRRE T,

"ZAEE

50

1.5 cm,
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Abstract

AIM: To investigate the epidemiology, diagnosis,
treatment and misdiagnosis of gastric lipoma to
provide references for clinicians.

METHODS: Two patients with gastric lipoma
who were treated at our hospital from 2003 to
2008 were reported. In addition, we performed
a retrospective analysis of 64 patients who were
surgically and pathologically diagnosed as gas-
tric lipoma in the past ten years by searching dat
abases.

RESULTS: Gastric lipoma exhibits no specific
clinical manifestations. Computed tomography
(CT) and magnetic resonance imaging (MRI)
are the first choice for preoperative diagnosis of
gastric lipoma. Surgery is the main way to cure
gastric lipoma, and postoperative prognosis is
good.

CONCLUSION: Great progress has been made

www. wjgnet.com

in the diagnosis and treatment of gastric lipoma
in the past ten years. However, significant weak-
nesses still exists and needs to be overcome.
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Retrospective analysis
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LR E SR

1 #ERSA
1.1 Tt 2003-20084F v 5 NI i 6d (2
fol. Ierpifin, 53, 508, EREERRR24E, N2,
WP R, BAET d. B2, &, 358,
B&Jf3 mo, 1R Wz <, LMBEFIHE. L “H
JIG D98 7 Sy A R A 28 TR ) 1R 4 SO )
EE(CNKD I B v R R G 4Ei b SR}
B TR . 28R 00Ok, Z2Br NI 5L
Bk, ZBREAVESCER, EBRERE G5 CER, S
FISCHR34RY, A 3 JFOL.
1.2 Wi, Ak AR R, ARk R i R o
A B, M0 155 g/L. b5 e s
SR T BRSO A i e, 8 4
AR, R W, W12, AR RIS BH A
fE. BB AR 2.5 cm X 1.5 em K/
WEIEDE R, RiGH, L5595, T RA0.5 emX
0.4 e K353z, BUZSA 2 ST BEAG 2, $eo i
PEW &, 5 E BT T WARE, #AMENAYT.

B SCHRECHE ARG vk ok s, 5 bR
191 2R 7 3 s e T A 1) STk B[R] — 5 481 1
SCHR; U A — B B A [ B 390 1 995 491 ik o
G B g 191 5 A 5 B8 i 407 22 Y I [) %
P i B 2 1 SCHR. Ba 3RS BIA A
Giib SCR33 RS, R 3R, i
K1) R TS E AP e N Y173
B AL IR N T 3 — N IR EBE Be L1341, P 4k
P 253 DA SE R 4 B 5

2 BR

2.1 2 ARt 2451 £
BIAT E R VIBRA, 991 s B2 W o A
JIE T i 0 908, 95 471 295 S IR DAy RS 8%l I R
B, 200 B AR S R LF.

2.2

2.2.1 : 33 SR L S e R
6441, (1) WA IE 16341, Fi261, &37
B, JActk0.7 0 1; QAW FERRNE23S K
HT1%, SFHIEER 059.1% (3) IR Bk 61491,
1795.3% , [F) IS £ 5 T 8 181, 009 1481, 1
WU 15 (4) I A AR AE T 52355041(78.1%), B
YR8 (12.5%), AT THESH1(7.8%), BTl 1B 14
(1.6%); (5) A Mg R/ NHRE (1) 325093 5 b, /N 15
em#2141(65.6%), 5-10 cm# 1041(31.3%), 10-15
em# 11(3.1%). MR K& 410 em X 10 em, 5%
MBS emX2 em; (6)5 B EECR: A YR
3661 R, A TEE N 3041(83.3%), HE 3

1%51(5.6%), =ZIHNLZ4151(11.1%).

222 - 5 BRI 2 K T AR SR IR R R I,
MRS Y. CT. B8, RS,
223 : 6415 IR IR B R, AR

TGRSR 6141, DL EJE B MK AN 15 3 3t 12
49151(80.3%), FLrfr, I M i AN 2 X il i
JERATIHAEAE E 21491 (32.8%), LI IR AN IE #
FEREE JE IR 10490 (15.6%), 135 ML IR #2441
(39.3%).

224 L (L6444 S RT3 A Ak
RS2 F ARSI, HRYHE T A
J7iE. AT H AR I s 28101, PS5 AL
PRI AE2261(78.6%). P EEH A 3941, S Wi A
A AR 26191 (66.7%); 12 W7k 45 6t
(15.4%); 12 Wik B 5t s A2 35 44910(10.2%); 12
7 A A P LR 2 34510(7.7%). AT C TR 2 3041,
WZ2141, 2 Wi PR A 70%. 5 A A #5541,
Jorp 2 RIS ALY AR . MRIAS A& 240, 2
2.

225 s 64 I b, AR W2 W 130
1%1(46.9%), A 13411212, 12%81420.3%. 71154
H RS U R R E kel B
Bzl B IR 3.

22.6 s 64T T FARWGYT. Hehel
i) 5 G I 90 PR R FR R AR A, R YR
B, 345155 i s 98 5 e LA i oRg A, RS I
I BE, JEF™ B I RAE H .

3 171E
TG 07 98 o — R s T T )5 40 PR L
Jo, AN, W RE IR R B A 1) g i 4
21, WA B PRI VRS, O e I R R
50-60%, LRk EE N 2 T R, kT
S, A1y MR 6.3%, i R R
3%, 90%-95%7 T &l T )2, 5%-10%f7 T-H N
N, WE AR, I RPN ARG
W R W T RO AR 5918, Bk REL
40.7 1 1; 8 TR R 30%1(83.3%), HJE R34
(5.6%), ZIANLZ461(11.1%); KAAEE i
KA S50 (78.1%), X 55 H 1 K
P30, R R R T — AR

T 0 107 88 1 W PR R IRIG RS S 1, 5 0R AA
KN EAL I RAEA K. IR MRS, ToIf
R, ICHEAR, 91 E R T b A,
HIERAER Al WO R . % WRRE K W1k
T H AR E T R TR D R I DR SR I T
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Sk, W IR R G, R, A g r
JUE 98 A 2 (A, 2 v, AR ST IR 43 AT 1 64
i £ R R 3 R B A IE K 22 TR
Ab, HARIRR T - & 75 AT H s
K728, LW AL AL AR 22461 (78.6%);
PR A 3941, SIS T A iy AL AR 26451
(66.7%); 121 H 98 6151(15.4%); 2 W70 B it
7 M AR A1 (10.2%); 2K k-~ LR 3 451
(7.7%); ATCTRIE #3061, #2214, 12 WiBH
RAT0%; HE R A S, A2 RIS 5 AL
PEIAR; MRIK A2 24, 2. Rk, 2 S
JIE 8 15 38 AR 5 7 v 2 CTHIMRI. CTHIMRI
ANAAE B e 105 98 00 M2 W R T e PEAE
H, TRIIE = A8 W6 s 0 72 5 A7 5 o LU 345 110 i
AR R LRI S 15, X 552 Wi f T R 5 %
(RIE PR A H ). A UL 2, BAAMRIN A
A R S W, (E RS 5 &) B, WOk
IR LS, JEN A EE S RE R B
SRAE T (0115 PN 93 788 R ARG 785 7 2 b s A ok
IR, IR B E S W “ 4
Frife” , AHE BRI 2 R AR, T H &
JELA IR, FL S B E R RN i, AR e R
2R, W LL e PR IRk, B K T A A
JIFEALRESE TR B A TG o AR AR DA R R,
X P8 S 28 A 12 WU A

(SN =R IR R 777 Nl o s UV 77 e N7
TR, RATS WA, KRR SR, R
I 1Ry 64451 955 1] v, A IR W 12 W 3041
(46.9%), H 13411712, R12%F1520.3%. fE1561FH
W U2 B I b, B2 E R el Bt
M B IURE. B2 IR (DN
RS A T B B R I R N %
bV A R T, A R RSN O R R
Jieh R ARG B J R P A B O, RPN
CTH fx, DT H B Bik A, L GAN 2 B Y
F B e Bl AR (2)— R SR o FE A
X— “hhrdE” SEATIZ W B IR R R
IR TR R, BB BRAR AR R, BV
TERL, th I REEEIR )2, ML RAGES
S, B R I, T A2 W LA v [ SR S
ZIEHE W 2 RIR, L Z KU A
B H T2, B sl R RIZ 1) R

BRI IT IR . 28
N R, R AR R R B, JoE AR BUE AR
B EUNTT cm#E W LR BT FRG
J7, SR N H C TH R AT & WIBE V. 1M AR AR
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PEEE L H L ER MR T A A e e A
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Abstract

AIM: To investigate the significance of human
runt-related transcription factor 3 (RUNX3)
promoter methylation in DNA prepared from
whole blood for early diagnosis of gastric
carcinoma.

METHODS: Methylation-specific PCR (MSP)
was used to detect the methylation status of
RUNX3 promoter in DNA prepared from car-
cinoma tissue, adjacent tissue and whole blood
samples taken from 80 gastric cancer patients.

RESULTS: The detection rates of RUNX3 pro-
moter methylation in DNA prepared from gas-
tric carcinoma tissue, adjacent tissue and whole
blood samples were 45%, 0% and 40%, respec-
tively. No significant difference was noted in the
detection rate of RUNX3 promoter methylation
between gastric carcinoma tissue and whole
blood samples (P > 0. 05). The RUNX3 promoter

www. wjgnet.com

methylation status in gastric carcinoma was cor-
related with tumor differentiation and lymph
node metastasis, but not with age, gender and
tumor site.

CONCLUSION: RUNX3 promoter methylation
status in DNA prepared from whole blood is
closely associated with the oncogenesis and me-
tastasis of gastric carcinoma and has important
significance for early diagnosis of gastric carci-
noma.

Key Words: Whole blood; Gastric carcinoma;
RUNX3 gene; DNA methylation; Methylation-specif-
ic PCR
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Abstract

AIM: To investigate the efficacy of sequential
colon dialysis in combination with artificial liver
support system in treating patients with chronic
severe hepatitis.

METHODS: Fifty patients with chronic severe
hepatitis were randomly and equally divided
into two groups: treatment group and control
group. Patients in the control group underwent
comprehensive management of severe hepati-
tis and artificial liver treatment, while those in
the treatment group underwent comprehen-
sive management of severe hepatitis, artificial
liver treatment and sequential colon dialysis.
The therapeutic efficacy and the incidence of
complications were compared between the two
groups.

www. wjgnet.com

RESULTS: The incidences of debilitation, ab-
dominal distention, constipation and endotox-
emia in pretreated patients were 62.86%, 65.71%,
51.43% and 100%, respectively. After treatment,
these symptoms were improved and the levels
of bilirubin, prothrombin activity (PTA), endo-
toxin (ET) and tumor necrosis factor-a. (TNF-a)
decreased in all patients. The efficacy achieved
in the treatment group was superior to that in
the control group (all P < 0.05 or 0.01). The in-
cidences of infection, hepatorenal syndrome,
hepatic encephalopathy and alimentary tract
hemorrhage in the treatment group were sig-
nificantly lower than those in the control group
(22.22% vs 58.82%, 5.56% vs 41.18%, 11.11% vs
58.82%, and 22.22% vs 58.82%, respectively; XZ =
4.880, 6.291, 8.834, and 4.880, respectively; all P <
0.05 or 0.01).

CONCLUSION: Sequential colon dialysis can
improve the symptoms, decrease the levels of
serum endotoxin, TNF-a and bilirubin, shorten
prothrombin time, and reduce the incidence of
complications in patients with chronic severe
hepatitis.

Key Words: Sequential colon dialysis; Chronic se-
vere hepatitis; Artificial liver support system; Endo-
toxin
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1= A = NN B R Bl R ) W
. 2 WIRTE 20005 4[5 551200 2P 98 S
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% WENARR R, SRV R R R ERNAYT; ST
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IREEDIPAR I . AR a0 M AR K S T
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2600-3000 mL.

TRIT ALAEN R AL LAtk b o347 P 5L 4 g
FEMT, H2RBAT MR B G SR AR S
L= 22 A AR A PR A W) AR 77 (I IM S-100 A 2 25 Jig ik
IRIT LAY, HLAs BAT PS4 E36.5°C
-37.5°C. I ET, MRS ItE S, HER L
MR AL (5 AN R4k, S
AW CVRTHER 1), 20806 N ik, s BHASAE
J5 ) EE, J N VR EZ740-50 cm, HUH RS, #
— IR I 3 D T BT LI ) B HE
1, R A HEBCE I . 87 RS = By HEA T
SENAREDE: T A B AR K SE L, AR R RS
FEPA AR IR, HEICIEHEH b, 23T
20-30 min; 45 FLAEREDE: 1 L AR HE W v
400 mLEEVE, AHEAT15 min; 2GR E W 18
RSN 25400 mLAR BRE . SLRRECR
45, 100 mL & FLRBE6T o) HEM R 1200 mLFL R
Bl 22200 m LAz 2 R 7K P R P 1A 33%, FL AL
P B 1 R B A U LL A W AR 7R 2 E
BT o KRS FRORSE . JEAh . AR
T4 D5 4 D3, KBS R, THAH LN,
BB 25 s 4% i AR AR (W/V) A T L 1R,
Ji2-31k, W54 wk.

1.2.2 S (DEAREER: Z . K.
KA REL. ()M BAS A 430 T 1897 il IR T
4wk R AL S T D RE: S HZ Z (total
bilirubin, TBIL). #EILEY 3% 2l (prothrombin
activity, PTA). Il%(blood ammonia, NH,); %)
[ IS B I 5 00 I A2 -20 °C UK AR A I N 7 R
(endotoxin, ET). MRS ZE K ¥ o(tumor necrosis
factor-o, TNF-ou). K F 4 71 45 B2 A AL (1
KOET, W00 B F g e R B 22 R 23wl
KPR IV ELIS VAN 52 TNF-a, 70 H
WIS TREA AL QYA RN KA HRE
4 H B R R KA DA R

BT A3 55 R H SPSS11. 58 ik
ATV 2253 W, BE T R BT 9 A v N Ge vt 2%
OIRT. TR ORISR AR THECRER A 5
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ﬁZﬁ NAY C =TT AN NN =TT NAY! x@mﬁ VAY =1 VAN NAY o= VAY
af3Rl arsiE 8381 BB P bRz =Y 1 = = k1 = = k] =]
18 11(61.11) 2(11.11)° 11(61.11) 1(5.56)° o( ) 9 0 9 5
17 11(64.71) 4(23.53)* 12(70.59) 6(35.29)* 1 8 1 7 10
r 0.048 0.949 0.349  4.833° 2 1 13 1 2 (
P 0.826  0.330 0.555  0.028 3-4 0 2 0
Z 4.836° 1.382
%p<0.05, °P<0.01 vs - P<0.05 vs P 0.000 0.218
P<0.01 vs

LR FIAS 3 (Mann-Whitney Uik), P<0.054 % 7
CENES-9'8

2 B8

2.1 1E4 wkWLE I v6 7 dlefd] . X R
18451 DAL 475 I B T AE T, R 9T AL LA IR 4R 5 T
A, BB B, HOWSabs RET et
GIHT BT A IAT A iE T 2041k N334,
AT I IR B H:2040%, N¥I11.330%; AF AL HEAT IfiL
KE1961K, ~FH4111.531K.

2.2 Z 01 MR AR
WAER. PRALIBIT AT, Z J1BIR A2 5 5 A iE
JFU161.11%. X HEZ4164.71%, BEIK N61.11%.

70.59%, ¥GIT HTPRALTE B3 7% . &4 wkififT g,
PRAIEIR AT 1 3, 28 AT Gevt 2 3 30 IR9T 4l
50 AL LU IR 00 R AR ZR 22 A Gt 2 B X
(x° = 4.833, P<0.05, £1). BIEERAF 5%
FAFRE kD, 697 1T 51.43%00 38 75 K H
E W BN I 2 851897, HEAT 45 Wi b ) vl A
A AR OB REON 2, 540 B 4K
i, TR B JC W] 6 AR, VAT 2T RO T
Z(Z =3.291, P<0.01, %2).

2.3 .

MIETBIL. PTA. NH,IGYT7 A4 L B 2 2
S, VAT JEPI4ATBIL. NH 394 T W, PTATH i,
TRIT AT RO T AL, R IR R AR R A
100%, PIALIAITITIMIEET. TNF-o/KFJ5 W] ik
Ze g, WY T SBET T B, I T AT R T R
H(K3).

2.4 24 wkitd7 e, i0
JrA IR FESRAAE TI-TV S 0

T AR I R A R B AR T R AL, 2 R 4

U ()
25 AT AL AT 20 8 KK

W2 (5-7R/H), B 67 TR A RE SRR
JSE R B AT VR A AL T T e, AT 11 BB IR
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S8 n TBIL(umol/L) PTA(%) NH,(umol/L) ET(EU/mL) TNF-ang/L)
efI3E arsE b= AT 1 == 51T =" k7 = B =" K4 =11 =" k7 = =" k41 arsia
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39.21 30.13° 4.64 5.18° 1571  20.82° 0.19 0.11° 60.69 30.90°
17 39596+ 20455+ 30.36+ 39.91+ 87.70+ 78.27+ 0.88+ 0.43+ 381.86+ 131.52+
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t 0.056 11.898° 1.183 10.488° 1.080 17.865° 0.095 2.514° 0.021 16.164°
P 0.956 0.000  0.237 0.000 0.280 0.000 0.925 0.034 0.983 0.000
°P<0.01 vs : P<0.05, *P<0.01 vs
HEBR AN 2 RIKSy, fE— R Fis T &
F K WA . A RE B, S BT ]
S n-vE sl DARRIRTRUN SO B,

248 g
" ™ e FemEE m

18  4(22.22) 1(5.56) 2(11.11) 4(22.22)
17 10(58.82) 7(41.18) 10(58.82) 10(58.82)

r’ 4.880° 6.291° 8.834°  4.880°

P 0.027 0012  0.003  0.027

%p<0.05, "P<0.01 vs
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Abstract

AIM: To investigate the prevalence of Helicobacter
pylori (H pylori) infection in Chinese Han patients
with inflammatory bowel disease (IBD) and
analyze possible associations between H pylori
infection and drug therapy for IBD as well as
between H pylori infection and the phenotypes
of Crohn's disease (CD).

METHODS: One hundred and six unselected
patients with IBD, including 54 ulcerative colitis
(UC) patients and 52 CD patients, and 106 age-
and gender-matched healthy individuals who
received a comprehensive medical examination

www. wjgnet.com

for a regular checkup purpose were included
in the study. The rates of H pylori infection as
detected by the gold immunochromatographic
assay (GICA) for serum anti-H pylori IgG anti-
body were compared between IBD patients and
controls.

RESULTS: A statistically significant difference
was noted in H pylori infection rate between
IBD patients (31.1%) and controls (61.3%), and
between UC patients (37.0%) and CD patients
(25.0%). IBD patients with a history of taking
metronidazole (22.3%) or quinolones (19.1%)
were found to have a meaningfully lower infec-
tion rate, but those who did not take antibiotics
still had a significantly lower H pylori infection
rate than controls (P < 0.01). No significant cor-
relation was noted between the phenotypic
characteristics and H pylori infection rate in CD
patients.

CONCLUSION: Chinese Han patients with
IBD, particularly CD, have a significantly lower
H pylori infection rate than healthy controls, sug-
gesting that H pylori infection may predict a low
risk of IBD in adults.

Key Words: Helicobacter pylori infection; Ulcerative
colitis; Crohn’s disease
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A #Z£H: IBD UuC CD IR TT L RICDR L KH pyloriBYe%. 2 [A] 1] g
1 pylori H pylori : Gl1%vs [rE.

IBD 61.3%, P<0.01; 37.0% vs 25.0%, P<0.05). IBD
, (22.3%) 1 $RR0T5E
(19.1%) H pylori O LT HdE2007-01/2009-08 K B AL 0 12
’ Hpylor' gy 31064, HrhCDI# 5261, UCHE 54,
. - 1BD S 4 106 4% 400 I 3 22 4L 228 AR UL IT A
H pylori H pylori (P>0.05). [ — L
1o (RO BRI 3 4. T MBS T T B,
i IBD , CD A FRN BB S TR YT B R HERR AR A,
H pylori , 1.2 H pylori YW 3E K HH pylori TgGHUAAK
H pylori IBD 1A G G B JE AT HGE S MR IS, TBD R I R e
RERE T 17 Bl ik 1) 5 T8 AT U . BAAE Y
. FHS-Z LK IR, MR L me, Bz o ] i i
X3 #, DA SR R Can B MR R PR AR ¥
7 1 D0 BT e SRS N R AZ ST 36 4. $L
2009; 17(35): A= FAY HH s B4 SO AR S23R 9T I T L7 d
3661-3665
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PadiE, #5E P (inflammatory bowel disease,
IBD) & Wy [ IR AT i (Helicobacter pylori,
H pylori) B4R W BALT— BT, Sk, &
EXTVEZ AR R, BB R RIS, K
A AU U e bk g s 34T T ST A
{EIEHLIBDEHH pylori &G R AR SR ATIAS
AN PRATI VORI OR, KBTI &, AR
FEEE, SIBDRIAFEMNH pylorr &G 0 #
KU H pylorf 43 58 1EH G, MIBD &
H R IR B A, L 2 L4, IBD
() A3 2 AL — L [E S B W I, 1H pylorifiH:
Al BN R A G PR 55 1) I e 22 B Wl R B kA,
H pylori WG R AEAN R E 5 A7 22 5%, W E
F VG 7 ik B 5K A {RIBDAE M [ K L /b
WL, ZEVE T RS K ENEINE W, H pyloril&ijk
HRAETE CE N, 1B DRI A %01 2455,
KR\ G S AT R, Feol2& Tk
A RT BE A2 S We 1 B0 PR 3R . AT EAAE R AR
W1 T H pylori &G R AIBDREAEVRIT AR &R
REPEN S AR I BRI R AT AE . T
% B (Crohn's disease, CD)J&— 5 B i A+
G35 IR A 1 1 SRE I A MR,
PRI Z R, i PRI R AR AN o] F000, gk
193 WTH pylori &G 7% 5 CDR A Gl L 4 114407y
FEFHAT ) Z T 2 RO AR 5 R
IBDEEWH pyloriiE 4R, A KK HAEIBD

o A2 A G AR o S “RAE R
CCCEBAE T R SR« R
A7, “LARTWAH” 0« BRETE” | A gk
RBUIE T 52 B HCE K T A (1) “#
B RARK AR " R 2B LT IKF (<9
EYHE; (2) B MBERAR” b E L,
R (=94 . RAECDYEthgh s E 40
BRI W AL, =408 WS W A2, AR
HONE R B O AR e G FE AR A L8
IR T AR s B (N S 13, AT R R E
AR ); L2k 45 (5 i 22 B R A2, To/h
Jir el L i AE AR ), L34 [ 45 i (A o [71 g LA Je
TR E AR, B A s8R AR )FIL4 A |
HAECRIR [ LA L, AR O, BRI
SN PEAT A i [P o 5 45 i A2 9509 AT A B
AR A B AR B R, R R I TEIE RRE R A
B2 A BRAE R (R, BB R ik B AR AR,
T BT, B3N GFIER, W S (BN
P RYERY ORI, NFEARE
FEL I P I R B T R e,

WA PR R, SR FHSPSS13.0
BV RAEIAT 307, H pylorii& R, IBDGRTT
FICDERALZ 1811 5 R AF R 7 sl 5. 347X
AL, P<0.057F 8 AT 3 M 22 5.

2 #R

2.1 IBD 57 11468 441.6(12-75)
% . CDIEFE BT H36.7£15.4%, UCHE
42.3+16.1% FIX I 2H40.9+15.8% . F 145
A CDEH57.7%, UCHE 155.5%H1 1E 4 %
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vzl CDIn=52) UCh=>54) XIBE PE RIES n H pylorT8EeaR(%)
() 36.7% 423+ 40.9%
15.4 16.1 15.8 AL(<40 ) 38 23.7
/ 30/22 30024 6046 A2(z 40 ) 14 28.6
(%)
<9 38.5° 444 301 LL( ) 7 285
>9 61.5° 55.6° 699  <0.05 () 19 21.1
H pylori+%) 25.0° 37.0° 613  <0.05 L3( ) 24 29.2
L4( ) 2 0.0
°P<0.05 vs
B1( ) 35 22.9
B2( ) 11 27.2
B3 ) 6 333
H pylorfBRsR (%)
LSS a5 N N7 e AL M4 IS PR
BI3E FEEE 0%, RYEIR AT NI T 2RI, H pyloriid g
29.1 37.0 FAEBICRS A AR5 4L) 4128.5%, 1EB2(A5) N
> zzg :2 21.1%FI4EB3 429.2% (5 9L), (LKA AT Gt
29.6 316 & X (3R3), CDIBHH pylorifE GRS IR ML
22.3 46.2° TURFIEZ (A JC 2 3 AH JS(P>0.05).
19.1 39.1°
317E
5<0.01 vs ATV 45 A2, IBDIRHH pyloril&ije %

W [156.6%. T E #2208 KPR A2
ZETPRDLIRDR, 70 B TP (P<0.05, 3K 1).
2.2 IBD H pylori 25.0%MICDHH,
37.0%IUC i F161.3% i B i e ge T
H pylori(P<0.05, % 1). IBD 3 H pylori [ 4 % 1
BAL T XA (31.1% vs 61.3%, P<0.01, Lk
CDEFHH pylor!l&He 3 5 FAL T UCHE(25.0%
vs 37.0%, P<0.05, %1).

2.3 IBD H pylori

A AP AE R IBDESE 2 10, H pylori
JERYL R AR (e 2). T T FAEME(22.3%) 8%,
WV 25 (19.1%) 1 wkal 8K IR A] [ IB D i
H pylori/E e L AT F 25 W] Wl I (P<0.01), 1
BHBRHPUERZEN BB WKV pylor B AL
SBEMTHA. EIBDEE b, KB Hidk:
F UMY AT YN H pylorilE G T
RM(K2).

2.4 CD  Hpylori *
Jod 19 4 1 RS KT INE (R AR R EAT 42 RIN, AT
H pyloril&GL5023.7%(<40 2 ) FI A2 428.6%( =
404)(P<0.05). CDIIRAR AL 5H pylori & GsZ0
WAL, BIL1CR A ) 428.5%, L2(45 ) A
21.1%I1, L3914 ) 49329 2% FIL4( L3 ALIE) A
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WYENEENG R M RISV W SR pyloril&GE (1)
RO AR, B el 2 - TA = (P
SIS B2 I 1 wk ] PABRARA pylor G 3R,
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NI RER. PRBATII A 2 L, AP —
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FAEHL. BEA, IR TE T (R A R A A i
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Abstract

AIM: To compare the efficacy of tinidazole-
containing sequential therapy versus the
standard triple therapy in the eradication of
Helicobacter pylori (H pylori) infection.

METHODS: A total of 120 H pylori-infected pa-
tients with endoscopically diagnosed peptic ulcer
or chronic gastritis were enrolled. The patients
were randomly divided into trial group (n = 62)
and control group (n = 58). The trial group re-
ceived pantoprazole 40 mg plus amoxicillin 1.0
g for 5 days, and pantoprazole 40 mg plus clar-
ithromycin 500 mg and tinidazole 500 mg for an-
other 5 days, while the control group received the
standard 7-day triple therapy (pantoprazole 40
mg plus clarithromycin 500 mg and amoxicillin
1 g for 7 days). All drugs were given twice daily.
H pylori infection status was compared between
the two groups after completion of treatment.

RESULTS: The eradication rates achieved in the

trial group were significantly greater than those
in the control group in the intention-to-treat
analysis (83.87% vs 67.24%, P < 0.05) and the per-
protocol analysis (89.66% vs 72.22%, P < 0.05).

CONCLUSION: The 10-day tinidazole-contain-
ing sequential therapy can achieve a higher
eradication rate of H pylori infection than the
standard 7-day triple therapy.

Key Words: Tinidazole; Helicobacter pylori; Se-
quential therapy

Zhao QX, Huang DY. Efficacy of tinidazole-containing
sequential therapy in the eradication of Helicobacter pylori
infection. Shijie Huaren Xiaohua Zazhi 2009; 17(35): 3666-3669
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