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Abstract

There is convincing evidence that trefoil factor 1
(TFF1), the first member of the trefoil factor fam-
ily, plays an important role in the gastrointes-
tinal barrier function and epithelial restitution.
TFF1 is involved in gastrointestinal protection,
in combination with mucin. TFF1 contributes to
the different steps of mucosal restitution, espe-
cially the regulation of cell-cell contact and cell
migration. Recently, TFF1 has been shown to
interfere with crucial biological processes such
as cell migration, proliferation, differentiation
and apoptosis, and angiogenesis. TFF1 delays
the G1-S phase transition of the cell cycle, and
reduces gastrointestinal-cell-induced apoptosis.
TFF1 participates in folding secreted proteins
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inside the endoplasmic reticulum. TFF1 is also
closely related to the development of gastro-
intestinal disorders. The effect of TFF1 differs
depending on its location in the gastrointestinal
tract. TFF1 is considered to be a gastric tumor
suppressor, although it promotes the develop-
ment and progression of colonic tumors. TFF1
operates through distinct signaling pathways.
This review summarizes and discusses current
developments related to these processes.
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Abstract

AIM: To investigate the dynamic expression
and clinicopathological alterations of B-cell
lymphoma-2 (Bcl-2) during the development of
hepatocellular carcinoma (HCC).

METHODS: Hepatoma was induced by 2-fluore-
nylacetamide (2-FAA) in male Sprague-Dawley
rats. Morphological changes in rat livers were
observed by pathological examination (HE stain-
ing). Dynamic changes in Bcl-2 in rat livers were
quantitatively analyzed by enzyme-linked im-
munosorbent assay. The expression and cellular
distribution of liver Bcl-2 were simultaneously
detected by immunohistochemistry.

RESULTS: Histological examination confirmed
that rat hepatocytes changed from granule-like

www.wjgnet.com

degeneration to atypical hyperplasia and HCC
development after induction by 2-FAA. There
were progressive increases in the level of hepatic
Bcl-2 expression during the course. The levels
of Bcl-2 in hepatoma tissues were significantly
higher than those in normal and degenerative
tissue (5.28 + 1.10 nmol/g vs 2.78 + 1.07 nmol/g,
1.77 + 0.60 nmol/g, F = 9.85, P < 0.01). Immu-
nohistochemical evidence indicated positive ex-
pression and hepatocyte distribution of Bcl-2 in
rat hepatoma tissue.

CONCLUSION: Hepatic Bcl-2 protein may par-
ticipate in the carcinogenesis of hepatocytes, and
its overexpression may accelerate the occurrence
and development of HCC.

Key Words: Hepatocellular carcinoma; B-cell lym-
phoma-2; Immunohistochemistry; Enzyme-linked
immunosorbent assay
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DRl 25 15 3 10 P o 00 B 0 0 L — o I ol A
FHUTS A 2 A N I LU REAR R IA
AR IEBCel- 22 (1, JF HIH MR G WK T8
FIFAH LAY HLHE YeB c1-2 A BEF I 40 At 07
T ZEHBVILHCV 3 80UsUR M AP, e
Jo B o 1-2 8 R A I 8 T oS A1 1, 4
Bel-23 KA e 2 0% 15 S BUK g i E T,
NI 7R T BEL o L A7 508 12k 35 i 4 i e e 2.
PEWTAGH, S Abel- 25 3 A 5 s 41
AR TR, 7R B e 1-2 78 AN [ 40 A o Tt
R A 2 52, Bel-276 I 40 Mo i T 45
R F A e B R R

WK B c1-2 e H [FERALYIB c1-x 171 1
5 IEH AT A R T T AR E R A,
bl 2 LA eI I 40 B T2, 5 4 Bel-x1
FEDIEIREFNHIRT AN B 1, $2om B ARbel-2FE [N
ANZ3 b5 B G55 LT IR T A M BT 9 4 R T
bel-2 5L PR A I 4 M BT s 40 a8 1 8 4 o
FRE A BN, Bel-2 3 B 3t
RN N DA Bax T il SR AR R FEAE T, 4 Bel-23%
5 I, Bel-25Bax i IR — ZE A sl
A T, M Bax K IA B N, BaxZ ) B
[l SRAA T2 1 40 g 2,
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Abstract

AIM: To clone mouse resistin-like molecule beta
(RELMB), a colon-specific gene, and construct its
eukaryotic expression vector.

METHODS: RELMp expression in diverse or-
gans and tissues in mice was investigated by
Western and Northern blotting. Total RNA was
extracted from mouse colon tissues. Full-length
cDNA of the RELMp gene was amplified by
reverse transcriptase-polymerase chain reaction

(RT-PCR), inserted into T/A vector, validated
by nucleic acid sequencing, and subcloned into
the EcoRI restriction site of eukaryotic vector
pcDNA3.1/Zeo(+). Under induction with Li-
pofectamine 2000, the recombinant cDNA was
transferred into mouse embryonic fibroblast
NIH/3T3 cells and colon cancer CT26 cells. Cel-
lular expression levels of RELMf were measured
with Western blotting and RT-PCR.

RESULTS: RELMB mRNA and protein were
specifically expressed in mouse colon rather
than in other organs. The mouse full-length
RELMpB cDNA (318 bp) was successfully cloned,
with 99% homology with the reported sequence.
A GenBank access number was achieved as
DQ157777. RELMB mRNA and protein levels
were enhanced after transfection of cells with
eukaryotic vector pcDNA3.1-RELM (P < 0.01).

CONCLUSION: The colon-specific gene RELMf
was cloned from mouse colon tissues, which
established a basis for further exploring the bio-
logical functions of RELMp and potential strate-
gies for targeted therapy of colon diseases.

Key Words: Resistin-like molecule beta; Tissue spe-
cificity; Colon; Gene Expression; Western blotting;
Northern blotting; Reverse transcriptase-polymer-
ase chain reaction
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HHY: R R m4F A B RELMS,
I I A AR AR

JF5ik: £ A Western blot. Northern blot7 &4
MRELMBA B f2 > FOR B Ik 53 P 69 KA A
DR AL PRIERNA, RA#EFER
&-Bi4E R (RT-PCR) 38 RELMpB 4Kk cDNA,
F M B THAMG HATHBR B 5] 7, S E
BN B A A A HARpcDNA3.1/Zeo(+) )
PR by 5 EcoR 1 ; T2A-F M ST
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A& Ak Lipofectamine 2000494~ T B i 3% 2
N RERS A Y an FANTH/3 T3 45 W % 4m FeL
ZCT26, Western blotZRT-PCR & 29 iz
RELMB A ik K-F.

Z 8. RELMB mRNAF % & 4% & ik T
R, mAAMEZ R LEL. R FLET
JARELMB4AKcDNA(318 bp), L5 e3kid 5
) 69 B R 3 1599%, K iFGenBankB X5
DQI157777. Az kA HApcDNA3.1-RELMpB
HAmie s, I ARELMB mRNAFZ& & K
¥ 8353 5(P<0.01).

it DR EMALR T Lk HRELM B4 7
ME KRR, ARARZRELMBA R 6 A4
FAER BRI AL R R dee) BT e AR K
2T A

*4213: RELMBER; HA R, 45, ER RS,
o NI % TR A B RN

AMinis, =R, 858 BFEY, BRE SHHEUHER
RELMBH=[ERHAMKIAHAIDE. BRENBURE
2007;15(21):2284-2289
http://www.wjgnet.com/1009-3079/15/2284 .asp

03I

Resistin¥E4) 7 K i (resistin-like molecules,
RELM )2 73 A DA (1) g it 8RN 28 3 PR 5K R,
A4, fFEResistin « RELMoa. RELMB
FMRELMy!". RELMB, RFR &I T 4 0E 4
2(found in inflammatory zone 2, FIZZ2), J&—#f
R s T ANUNRE s A, S5
AN BT L Hoge SN A DIAH DS DR sk R
FELE 5 S TR I VR T IR R bR FRATDUL ¢
TRELMBTE/IN U5 U4 Hh I 08, IF 5ok 1/
SURELMBEER], IR AWFFTRELMBH A= 4)%7 T
REBLE T AEAil

1 MRFSA

1.1 ## B RIEEApcDNA3.1/Zeo(+)
TADNAIEHNG . K240 L TOP10)Y H Promega
/v ). RNeasy Mini Kit. QIAquick Gel Extraction
Kit. QIA Prep Miniprep kitlJ [ Qiagen :4) /A 7l ;
Transcriptor First Strand cDNA Synthesis &} 5
FRIRREbrad . A& HRoche A 7,
T/A T % 3 AApCRII-TOPOY H Invitrogen /3 7l ; PR
HE N VIEECOR T ) FINew England BiolabsZy
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) FA3MCPHE IR iifALipofectamine200004 5
Life TechnologiesA #]; RELMBZ vt P A H
Abcam/A#]; GAPDH mAbJ HSanta Cruz/Al;
ECLJEY) W3R 57 &) H Amersham /A 7). #Z1R
FEA 5 BT B AP A F 588 & C5TBL/6/)
B, 8-10 wk, J& [ [5 B= 2% B2 B b 98 7t 5,
DL 7] s e A B /N B 23 oS o OB

fitiv B gl AN FEES BRAE. BRI
WU, 37 B4 % T--80°C, H]-T-Western blot.

Northern blotf il & RT-PCRY 1.

1.2 ik 2%GenBank$ /N HRELMB
mRNAFH (&R S: NM_023881), K HPrimer
Premier 5.0 /F & 1IRELMBY #5147 41 L
W5 MP1: 5'-CACCATGAAGCCTACACTGTGT
TTCC-3'(EF XfRELMB mRNA [£]244-265 bp);
W 519P2: 5“-TTAAACCATTCGGCAGCAGCG
G-3'(( *IRELMB mRNA[{]540-561 bp). Iy
B B 322 bp, B RELMB4: K cDNAJE
[K(318 bp). 5IHH KIET YA = k. $E
RNeasy Mini Kitiii I HHEH/N /&5 1 S RNA.
13653 [ v 22 J Transcriptor First Strand cDNA
SynthesisiA I & U6 W] 15 8E1T. GAPDH, L3514
5-GCCAAGGTCATCCATGACAACTTTGG-3',
U 514)5'-GCCTGCTTCACCACCTTCTTGA
TGTC-3', I #77H1314 bp. B EEPCR N 4
95°C A2 143 min, 95°CA 30 s, 55°C-65CiB Kk
30 s, 72°CAEMT min, JEIR35IX, fefmr)(E72°C
FE{H10 min. 10 g/LIEARHEEER HL VK 7> B PCR 4
A7, LAGAPDHAE A J W ) 2], K HIPhoretix 1D
BAMAT e B0, SR ERELMB
RT-PCR " ¥)i# . £ pCRII-TOPO# 44 -, HEAT
T/AGCFE N, HAL R Z 40 TOPL0, AT T
£ Amp(50 mg/L). 20 pLX-gal(80 g/L)fILB# {4
S, HEAT 0 BRI . PRI T TE Y1, T
FA N SR IUTORL, BT AL IR)T 51 0 #, K P
PEFZH 1 4 A pCRII-RELMB.

1.2.1 AA &G BAR G My fo 28 FY] TpCRII-
RELMB. #ik#{ApcDNA3.1/Zeo(+) LEcoR |
B JG, MEER 3 (B i H 1 s DR RN 5 1 4k
AR . X peDNA3.1/Zeo(+) WAL, LAR 11
BARE S, R RNARRW R H R
W6 uL, ZePEAbaiik3 uL, 5 X T4 Mbuffer 4
uL, TADNAEFERF] L, ddH,0 6 uL, 16°C
16-20 h. EH =i, 915, N EFEIUR
bi, UiEcoR 1 LA, BEVIF=M410 g/LE
JEBE LUK, SAMT NI, DA 1o

AR G A 0
KB E A
WERELMp & B
FENRENEE P
a9 REE L, FF L
%7 AARELMpB
AR, BEAHR—
& HF L RELMpB#4
EMFAREL
P92
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WA & 5 A1l 2 3 4 5 6 7 8 9 10 11 12 B NRSERER
B a7, BFE_ERA RELMBHYZRIL. A: Western
3L TG S L RELMp blot; B: Northern blot. 1: ii;
F ) SURELMB 2: 0y 3: Jifi; 4: JFFs 50 I 6
KRB, KRN

CS57BL/6/ R 4
MR R S
& HRELMBA A
4 ¥ cDNAJF 7,
5 GenBank &} i
B R b 4 99%, 3K
4 GenBank® %
$DQI157777. it
PARELMB & B £
R A AR ) AR
B AR T, (2
B HAZ 5 KK 3%
BES AR

- Ry e Ry Sty N WD v W - SR e (/DD

600 bp
500 bp
400 bp
300 bp
200 bp
100 bp

322

B 2 INFRESHBLRPRT-PCRYIGHRELMBER. M: 100 bp
DNA marker; 1-8: PCRIE KB EE /35465, 64.5, 63.3, 61.4,
58.9, 57.1, 55.8, 55°C.

B, RAT7TEA A S, RELMB Fifs skt s
PCRY" 1, %52 RELMPB cDNAJA J7 1], ¥ 1 7]
NI FAZRIE B fir 44 4 pcDNA3.1-RELMB.
1.2.2 2o 3%Fafm R B 45 4 /N RUMR IR 21 4 B 41
MINTH/3T3. 45l 41 il R C T2601 F 5% [ it
R IR O (ATCC), 7554100 mL/LT
ARG . HRF 100 KU/L MEEE 2100 g/L
[IRPMI 16405575, 37°C. 50 mL/L CO,
ZAF R REFR, B3 AR BOMECE K 4
M Fh T 6L, B AR et AL, HUk
pcDNA3.1/Zeo(+) ¥ 41, pcDNA3.1-RELMB
LU, LN YD RS i Lipofectamine2000
WA S BT, #4448 hjm, KHIRT-PCR.

Western blot/AK 41 fERELMB mRNA A &
FIE K-

1.2.3 AR EEAN Hl5AFNEARHLS K,
AFEARRUER 150 ngal# Rs 7R3t Fidls0 ul, £
40-200 g/L T il ) 2R DA A7 1t Jrg gt P v H vk, 2 i
2 IR I SR, IR Wk =R AL by 43 )
L EFXTRELMB(1 10003 %), GAPDH(1 :

10003 ) I — P4 C i &k i, Fi B i ik
BEAR A 1 LA BT —PLRBE R 1 ¢ 3000) % i
71 h, 12 FHECLIEYRA R L (., $LHUN A
AT A 2R RNA, FAMEAE0 ug RNA, 75
10 g/LARVE IR BERES b LUk, MR ik £ 4
T Hb ARG AL R R E 1 A5 P
L2 ARG U T, CSPD LAER B, X
L0 iR NG 10 mink A S

555 7: MalE; 8: 451, 9 /NP
10: H; 11: JLA; 12: fEH.
RELMB

Gt R A5 5 T 7 b, 18
SPSS10.0 4t vl 23 A BEAT 2 g oA

2 R
2.1 RELMBE R8P a4 ek fE
NSRS, RELM B (FE TR T 454l
U MEM S O L FFAT . . A
WA 2 AT 21K (B 1A). Northern bloth il R
W R IRELMB mRNA T H Rk T45 74
21, T AT A5 S an (K1 B).
2.2 RELM B B &4 5 H& B AZBR 5 5) 547 $E I
NG AL ERRNA, W5 FcDNA
BE, DA AR, RS S 5 2 TPCRY Y,
RAFLI322 bphy i BLL S RELMB ¢cDNA
318 bp), S5 IUWAM T BOC/MHFRR(E]2). *pCRII-
RELMGBIl 545 R TBLASTHI R, 45K E&0],
T 50 B (11 )7 41 55 GenBan kR & (IR ELM B 4
(NM_023881) [R5 m11K£99%, £ 5543 bpls kA
“C” AR T, RV T RN Z &N, RS Gen-
Bank /741 % il %5 (DQ157777, [#13).
2.3 RELMBA 4 fik Ak ey Hy s fo o2 HLAE H
()RR 2 AR R M B 1 %, 3 52 EcoR T il 1)
pcDNA3.1-RELMB. F AL EcoR 1 FiUIJG, #
Ji 346 bp A v BL(E14A); LAE A 1 B
B, RAT7TEM S, RELMB N5t
PCR, #3423 bp K/ h IE 4@, K
F R IE AR 4 JypcDNA3.1-RELMB(E4B).
2.4 SMRHERELMPBIA B £ 20 e o o Fk R4
X TR ZH A 25 A pc DN A3.1/Z e o(+) YL 4INTH/
3T3. CT2640 iP5 FIRELMB mRNA
FKiE, REMBIRELMPBE (KL, RELMBE %
Fik#H kpcDNA3.1-RELM B 441 148 h ),
Western blotfar il 21 41 fu 1577 b3 S A7 7 =K T
RELMB#E [, RT-PCRUJ AL 2] B 2 #1322 bp
P14 4y, E ST AL JaE (R 2 A e AR A MU
PERELM BAE K75 /Iy Bl 22 b 41 i v v 2k 1A (14
5A-B).

3 e
Resistins: {1 G 7 4l s S il . AR
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10 20 30 40 50 60 70 mz AZE
G AATT CGCCC TTCACCATG AAGC CTACAC T 9TGT TTCCTT TTCATCCTC GTCTCCCT TCTCCCACTG AT RELM[‘}%E]\%)&‘
! R Ak —
. ‘\ 3B FRELMP# 4
UV TV

! fl i i ' [h
| Rl |
b0k Aol W I W W

\

B s Fs & A
GG AAg%TCT

G . sl i ool , L i { ), - by b 2t £~ i
GATGGTTGTCACTGG ATGTGCTT(.?TG GCTATGGCTG TGGATCGTGGGATATCCGG AATGGAAATACTTG C

3 RELMpERZBRRBIINHT.

A M 1 2 345 6 7 8 9

500 bp

400 bp

300 bp 423
200 bp bp
100 bp

4 ENFRABIApcDNAS 1-RELMBEVLETE. A: BEYJ; M: 1
kb DNA marker; 1: pcDNA3.1/Zeo(+)/EcoR | ; 2—-9: HHT
1-8/EcoR | ; B: PCR; M: 100 bp DNA marker; 1, 2, 4, 7: =
EHEANEA T 3, 5, 6, 8: EAREANEL T

HEHUIE I G 0 2 (112, 20014F, Steppan et /"
1z D RePE R Al 7 vk, R T — R AR
WU R 45 K 1) /N BRI N Fresistinff 7 1 5Kk
(resistin-like molecules), RIRELMs!""; fibAi1% B,
RELMs/& B4R A 8000 A i o i B 1, I
HA ARG 50 1. Hh, RELMBEAIRKILT
SEImBSTICE, kg Sresistinig FEAH G,
4T3 b B B T N SR AR 2, St/ B2
Northern blot/3 7% 1, RELMB mRNATE & i+
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i i A it

I i1

i | i i
| ! .: A i 1 I
4N o o

dotibain bl g
ATGGTTTAAAAGGGCGAAT

322
bp

B1 2 3 4 5 6

s e RELMp

—————— /7D

B 5 pcDNA3.I-RELMBAENFRAIRPEIRIX. A: RT-PCR;
B: Western blot; M: 100 bp DNA marker; 1: NIH 3T3%FHE
2H; 2: CT26X B2, 3: NIH 3T3 pcDNA31555¥H; 4: CT26
pcDNA3AFEYL; 5: NIH 3T3 pcDNA3.1-RELMBHEYL;
6: CT26 pcDNA3.1-RELMPH LY.

A E, HEAEVFZ HABAL T, fffresistin
R Rk At iii 42, #% ARELMBR
5 NZERVN IR ELM B & A, oLt 7e
WP R I C A . Steppan er al'Mia AR
RELM BHREF 4T 2 N2 Northern /3 #T, &
N FIRELM Rt 5E 73 Aii T 45 AN . AE5¢
KM Western blot. Northern blot/7 1460 T /)
L2 TR AL U P RELMBRI RIS, K IIRELMB
SURF S 3 AT AE /N U 2 i, 5 SCHRARE 45 2R —
. H AT, RELMPIF A4 D g i AR 56 4 .

% W sk E KR
P Ay AR LT
THAR. B, 4
R ARELMBA K
7 Jeir, Bitded
AR A Ak
ST, Fh 4
W i g W Fe i) b
IT R A A 6h A
HheE Rz



2288

ISSN 1009-3079 CN 14-1260/R

HRENBHE

2007F7828H 5155 52158

W2 A
547 F (Resistin):
NG Wi 4m g oy ik
W — F 4 5 4
T, A5 THEH
SRR A e R
DR B RS
W R A R E
mRNA &9 & ik T
v v iy = ER K
B Anh), R AR
AR B &
WA PR T
Z—.

FE/N B IGTE i A b, B35 17 R A BeAS
FIRELMBMIFRIA, EAFT R I, XA A2
) S AN TN 2 = AL ST S RN
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Abstract

AIM: To investigate the indices of syndrome
differentiation for changre fushi syndrome in
yangming disease.

METHODS: The rat model with changre fushi
syndrome in yangming disease was established

by perfusing chinese herb of the hot for 12 days
and then with the rat dung in the 13" and 14"
day. Manifestations of the disease including tem-
perature and motor activity were observed in the
rats, the small intestine absorption of D-xylose
and activity of Na"-K"-ATPase were measured
by phloroglucin method with rat’s blood, and
the morphological changes in the stomach, small
intestine, liver, pancreas, colon and spleen were
observed.

RESULTS: The temperature and small intestine
absorption in model group were higher than
that in normal group. The Na'-K'-ATPase ac-
tivity in model group was also raised (2.8777 *
0.4489 vs 2.4683 + 0.4780, P < 0.01), and the struc-
ture of the tunica mucosa ventriculi was normal.
The number of principal cells was reduced and
the parietal cells were understained. The num-
ber of cells absorbed by the small intestine was
increased and focal inflammation was observed.
The liver showed vacuolar degeneration and
swelling. And the colonic epithelial cells were
strongly stained and in disorder, the number
of goblet cells increased. Pancreas cells and the
spleen corpuscles were in normal condition.

CONCLUSION: Changes in temperature, ab-
sorption of D-xylose, activity of Na'-K'-ATPase
and morphological changes in the stomach,
small intestine, liver, spleen and colon can be
used as indices to diagnose changre fushi syn-
drome due to intestinal heat in yangming dis-
ease.

Key Words: Yangming disease; Changre fushi syn-
drome; Rat; Mechanism

Fan XR, Wang RT, Zhu WF, Wu CR, Huang GH, Wang
YQ, Zhang BT. Establishment and mechanism of a rat
model with changre fushi syndrome in yangming disease.
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Abstract

AIM: To study the effects of NO on the intestinal
mucosal barrier and on the tight junction protein
occludin in intestinal epithelial cells in vitro.

METHODS: Colon cancer cell line (Caco-2 cells)
was treated with Sinl, a NO donor, in a dose-
dependent manner for 24 hours. The protein and
total RNA of Caco-2 cells were extracted. Chang-
es in occludin protein mRNA in Caco-2 cells
stimulated by NO were determined by Western
blotting and real-time quantitative pclymerase
chain reaction, respectively.

RESULTS: The killing effect of NO on Caco-2
cells was dose-dependent. When treated with
Sin1 at 125, 250, 500 and 1000 umol/L doses, the
levels of occludin protein (375 + 0.5, 374 £ 0.8,
363 £ 0.3, 363 £ 0.7) and mRNA (0.689 + 0.01, 0.578
£0.09, 0.554 + 0.03, 0.619 + 0.04) were significant-
ly decreased compared with those in untreated
Caco-2 cells (398 £ 0.7, 1, respectively, P < 0.01).
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CONCLUSION: NO can directly kill intesti-
nal epithelial cells. NO may affect protein and
mRNA expression of the tight junction protein
occludin in a dose-dependent manner.

Key Words: NO; Sinl; Caco-2 cell line; Tight junc-
tion protein occludin; Western blotting; Real time
polymerase chain reaction
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FIZFR24 h, KRIAMTTH HVENOX I L % 4m
RLeGVE R, FF o A IR 28 J B & A= S RNA, &
A S, 0% % & PP i (Western blot)%& & ¥ 2 & 7 %
Fo KB T 2 R A B X (RQ-PCR) 7 ikt
MR BINOK 2T Caco-2 40 it F ik B 5% % &
& Occludin & FemRNA £ ik 44 3% ).

ZR: MASinlRE S % (125, 250, 500421000
umol/L)NomLémﬂeéﬁﬂM’ﬁ)ﬂ Yl g
X, OccludinZ& & & ik 4 mRNA# 485 &
X F 5 LSinl #l# A& G ZmRNA# £ A &
LR B AR (R G 375+0.5, 37410.8, 363
+0.3, 363+£0.7 vs 398+0.7; mRNA: 0.689+
0.01, 0.578+0.09, 0.554+0.03, 0.619+0.04 vs
1, 3P<0.01).
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WA %S 5 0 3IE 41 g, %% i11000 wmol/L, 500 umol/L, 250 pmol/L,
NO A2 2m it 1 Fo 2

fo a9 AE AR, A
5 24 8 Mhid e
4 32 Fogm 2 AR,
K IE ANO# AL
#Sinl %5 Caco-2
b 3 3 I R
ENOKR S % 57
=Rk AGR

Occludin& — PRI 1, S SR He I d 2L
LR 4y, N b Rz a0 i i s i e A e
SRR e 2 AR g
TR 2R S5 T T 2, NOJE 41 A AN 4
FRER, ) 2 amTiEitE, 2520 e
(AR BRI B B, ' MpiEaE sh . P I
TR R IR LA K SONE I N A, S L
A A BRI H AR B LR R ) — h EE L 2R A R
NOJE A B W IEBA s, [H R LD, JA1
KINOMI A4S inl 5 Caco-241 i S ks 77, M %¢
NOX}Occludinfr 5E 1.

1 #RIR75A

1.1 ## Caco-24 itk (S HATCC A wl), NOfH:
f£-Sinl. PLAOccludindifAFB-actin(Sigma’zy
), RNeas Mini kit, T7#A&#ME 505 S FR eal
time quantitative PCRIAFIG(ONIEE AV THEA
{E/NEIDY

1.2 F % ST R IR Caco-241 i, B
4200 mL/LARZA- ML, 10 g/LAEL R R IR,
10 g/LAZMENZ, 1 g/LINNEIRREN, 5% R-5i%
FOUPTIBAHNaHCO, ipH{E I DMEME: FE 70K
Caco-241iJf1££37°C, 50 mL/L CO, 54 F k471 9%,
[7 41 24X, BRET A4 A Kk Al R
A, BRRSER 43 Aot FRAL(Sin A48 4 Fl s 56 441
(Sinl¥RINA), SE B AERMRT dd Kk &
(40 B, 75 11000 pmol/L, 500 umol/L, 250 umol/L,
125 pmol/L, 0 pmol/L SinlZ4k&ER: 7724 hfim i 4E
Caco- 24 U3 I B (A FLERNA, -130°CHRA7LA
fifirWestern blotflIReal-time PCRA#i .

1.2.1 MTT#Sin1 %+ Caco-2 345 H [ 4C4H fitg 422
FlT96FLAR -, F¢ 40 M Az Ak il IR A i AN
[ FE Sin1 A0 #E24 5 BEALIIAMTT 20 pL(5 g/L),
37CHHFEREE 4 h, H - HF WAZ L W, 492 nm
AN € SRl

1.2.2 Western blot# M Sinl *FCaco-2 4. ik
Occludin® & & 6L TR 41 LA R AR
Jii, IIASinl(#E 41000 pmol/L, 500 pmol/L,
250 umol/L, 125 pmol/L, 0 pmol/L)£47%24 h, i
N AR, PRI A, 338, -130°C IR A7 Ay
iy FRANy Y BEVE AT B (IR BEI 2, SR
22 SDS-ZR N s i i B¢ e LIk (SDS-PAGE) #%
JEEL LR, WL g I IRAR, HIRREGISHER K
G RGEEAT T

1.2.3 JAReal-time PCR#&M| Caco-248 itOccludin
mRNAZA BUSALEAEFRART d2E KBl RAs T

125 pmol/L, 0 pmol/L Sinl7ECO, 4 4k 4k
B304 h, M Ki%ETakaraZs w324t it 732 e
RNA, $#EHUPIRN AR A B vk e f&. EAsh
FRFAFEARNA 100 nghh % JcDNA, 2R )5 it
AT EPCR V. Occludinf) 544 Occludin—
F5'-AAGAGTTGACAGTCCCATGGCATAC-3',
Occludin-R5'-ATCCACAGGCGAAGTTAATGG
AAG-3"; GAPDHI11514): GAPDH-F5'- GCACCG
TCAAGGCTGAGAAC-3', GAPDH-R5'-ATGGT
GGTGAAGACGCCAGT-3". ¥ F 3 RN AbRHE
it RS FE R RR (10", 107, 10, 107, 10° copies/L)
Vi R E TR eal-time PCRJI N, 43 Wl iI4E H
(12 Kloceludin e S AL GAPDHIT) AR AE it £5.
[ IS A7 FH HE HUR N ARE i fE AR AE i 2% E 23 ik AT
SE i, PCRIN A H95C 10 s, SRJG95°C 5 s
HI60°C 20 sFFA45IK, B 2260°C 1 minfl95°C
5 s. $i A ST AN R IE 54081 Occludin
mRNAR X FRIE T = occludindt K% I
£/GAPDHAES ¥ VA, BZIEZ R L0 pmol/L Ky
1, R 52 .

2 BR

2.1 MTT# M %R Sinlik/% 4250 pmol/L,
500 pmol/L, 1000 pmol/Lis %40 fAT 4518 1,
125 pmol/LIJCHi FHAE HI(E1).

2.2 NOxFCaco-240 it % ix Occludin& & #9% @
FlFHWestern blot 5 VAT & A K208 & HT.
Occludinf) 7> 15465 kDa, 45 5 R WI{E65 kDa
PEEAT B4, IMASinl G ARE R E
NF%, Sinl¥kE A 125 umol/L, 250 umol/L, 500
umol/L, 1000 umol/LIF Occludin 1455 &4 il
4375+0.5, 374+0.8, 363+0.3, 363+0.7, 5k
Sinl fill#Caco-2]Occludini [1 %A 398 +0.7
AH LG B 2 B (P<0.01, [E2).

2.3 NO*tCaco-24m zOccludin mRNAAR T & ik
T NI mRNALLO pmol/L Sinl i
Occludin mRNAFAEX RE R M1, Wi EK
SEIGAPDHIIAL IF A3 H Sin 19K &2 24 125 umol/L,
250 pmol/L, 500 umol/L, 1000 pmol/LI} Occludin
mRN AR IE 5 )71 40.689£0.01, 0.578
+0.09, 0.554+0.03, 0.619+0.04, Sin1¥K & K125
pmol/L, 250 umol/L, 500 pmol/L, 1000 umol/L#
W Caco-2FKiEOccludinmRN AN & & 5T
Sinl#lli#4Caco-27iAO0ccludinfimRNAFH 75
EAH W] SR (P<0.01), £E500 umol/Lik Ak,
1000 pmol/LAZ i Ft i #ilr 125 pmol/L(&13).
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1.67 1.2[ | AR XA
A I 5 A AR
ab ab E;Hi 1 Western blot7 i%
12r = 0.8 ##Real-time PCR
a b £ 9%r b b Gk AR A
T 5 b b Sin1/5 Occludin
i 0.8r % 0.6 - % & F*mRNA &
§ =04l kAR RO,
0al 5 Mm% BNO L5
. S F A B G KT H
co0.2r WERESEEG
0 ‘ ‘ ‘ ‘ ‘ 0 ‘ O,ccludir}é@iii,
0 125 250 500 1000 0 125 250 500 1000 ST AR
Sin1/(umol/L) Sin1/(umol/L) Lk e, B
T BB T BT

B 1 SinI XA RBIER. *2<0.05 vs 125 umol/L,
°P<0.01 vs 0 pmol/L.

ﬁ-actin

] _
_ o

Mark 0 125 250 500 1000 Hmol/L

B 420[

400 T
@ 380 ™
Ej* 360

b b
b b
320 !

340 -
0 125 250 500 1000
Sin1/(umol/L)

B 2 OccludinZEBREXEMSINIREASBE TE.
*P<0.01 vs O pmol/L.

3 1iE

HLJZ Caco-241 MU ZRALIE & Nl b e 4, 7rIBas
S RPN N 7 o Ol T A S RS NG
eI N = R AP R e A e 1) P S/ NG
gh i A bk, e KRG S A ARISR, 28
(PSRN 7L & SR B (VAR IR INE S5
A 704 RAF 0 SR8 1, 2 H ARG 4451
D BRI Rp S e A R T R A R IR
B MU IR b BERE R
FLLIR DR, O AH 408 40 B 1 A B 5% vt R
(A . th 24 5 5 20 i T 3508 AR g ok e 0 46 1
B, BB U T B R Ak R 111
Occludin/e B % G 0 B LA G 4y, b2+
JEE k65 kDall) i 2 1. NO 3 — 4 b & &
FE(NO synthase, NOS)YHALL-¥5 2R & 1k, /&
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B 3 Occludin MRNARBXEE. "P<0.01 vs 0 pmol/L.
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Abstract

AIM: To detect platelet-derived growth factor
receptor oo (PDGFRa) and C-kit gene mutations
and protein expression, and to discuss the
relationship between the two genes. In addition,
to discuss the important role of the PDGFRa
mutation in the tumorigenesis of gastrointestinal
stromal tumors (GISTs).

METHODS: PDGFRa and C-kit gene mutations
and protein expression in 52 cases of GIST were
detected by polymerase chain reaction single-
strand conformation polymorphism, immuno-
histochemistry and Western blotting.

RESULTS: PDGFRo gene mutations were de-
tected in five cases (9.6%) among the 52 GISTs.
Most had spindle histology and were of gastric

origin. The C-kit mutation was found in 28 cases
(53.8%). Most were small intestinal origin; tu-
mors with C-kit mutation were not examined for
PDGFRa mutation. The rate of PDGFRa protein
expression was 100%. In five cases of GIST with
PDGFRo gene mutations, the corresponding
protein expression was higher than that in cases
with C-kit gene mutations, or in normal GI tis-
sues and schwannomas. The rate of C-kit protein
expression was 94.2% (49/52). Mutations were
unrelated to C-kit protein expression (P = 0.5332).
The presence of mutations correlated with
PDGFRa protein expression (P < 0.0001).

CONCLUSION: Our results suggest that
PDGFRa and C-kit mutations play an important
role in the tumorigenesis of GIST. The location
of mutations is associated with the site of origin
and histological phenotype. Protein expression
will not always be associated with a correspond-
ing gene mutation and is only a diagnostic aid.

Key Words: Gastrointestinal stromal tumor; Plate-
let-derived growth factor receptor o gene; Proto-
oncogene C-kit; Gene mutation; Western blotting;
Single strand conformation polymorphism
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fi 2

BHH): #ml § Mid e 5 % (GIST) ¥ PDGFRoA»
Ckith AR ERLEG LXK RBAENMNBE
T Rk, P e VE .

Fik: RAE#%R S ENRREGHEXR L
(PCR-SSCP), % 9% A1t F=% & ¥ i (Western
blot)# 5%, %M GIST 524 # PDGFRaf=C-kit
AR REREGFLEIN,

R GIST 524 PPDGFRoA B & %54
(9.6%), 2 TR mpA ey § RMEGIST,
C-kit2 B & % 2841(53.8%), $ £ AT\, 5
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TEm, & ShEBfEALRdPDGFRoFC-kitERR T ELRIANFE R 2301
HiXxmA LR REZMMEE; PDGFRoEE 12 5% WA LA 0B

KA F100%, C-kitk & o F ik £ 494.2%, =
% 49545 GIST PDGFRo.3% T C-kit = & #4GIST,
BB M AeAh 2359, RE 5C-kitk
B RAZ R B EARLMEP = 0.5332), M@
RELEPDGFRa%& G Ak Z 8 2 R F 40K
(P<0.0001).

28 GISTPPDGFRoAC-kitE & 3 4
GISTHMBA IR FRET TRHR, ©
TAz b SRR A B FEBE L, K3
GISTPEaAX S5 HLARRE X ZEW.

XE21a: BB R R M MVR IR K E T2k
o; C-kit; B R, HH BNk, BEEHR % 5%

TEm &XOR BRY %8 B3 EHEERBAR
PDGFRaAIC-kitERRLAEBRIABIRR. HRIEAHEIA
& 2007;15(21):2300-2305
http://www.wjgnet.com/1009-3079/15/2300.asp

033

W 1 R) TR (G TS T) A2 5 M e i WL 1) 1)
PR, S SE A AN A oI LR . T LR
o 2 R R Al [ e PR ) S 4R, GIST
PLC-kitff) Fe g5 24k 3R 1A O JLHUARRAE. 19984
Hirota et a/® ¥ IRARIEAEGIS TH AN 4 53
(1= R IEC-kith [, AFAEC-kitIE Y Thfig 3k
1F IR AR . B AT SR A D7 GISTHY,
AT AE ML RATAE A K 2 R (PDGFR )
SRR R A, JF RIK 2 LGS T A He s Il 2]
PDGFRafE #5125, PDGFRay —Fif
RS IR R 1, 5 C-kitlA JE I R R 2R
B %, X FPDGFRofEGISTH &AL
W5t >, 3 HGISTHPDGFRaMIC-kit54s &
HEARBRRZDAGE. Ak, A 14
GISTHEATPDGFR o C-kit 5 A% FIEE [ f A6,
SHTPE IR R, A IZEGISTH 1 1E .

1 #ERA

1.1 A4 2002-20044F % kL 5e 4. 2 W6 1)
GISTH I brAS261. 52741, o256, K
FWe23-78(H0750.5)% ; ' IH) TR 34451, [ ) J5t
1615, i 2255 R) JTosR 2461 42 R T fe K A% T
73 90-5.0 emZH2641, 5.0-10 emZH 1941, =10 cm
THI; AR AN A3 7], b A A s, TR
1041, BET-RUIBRIGIT, Fra S8 RuTAR#E
ZACTT BT . A ISR R R I LR
3B Ky BP0 .
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1.2.1 42 4*PCR-SSCP GISTZ LT & 1 BFK-)-
A AOEMILIE N4 DNABEITPCR. S5
R/INFIIE 8 0 SCHR G N (6B BXPCR =)
10 L5950 g/L H BEIEARMESE P 10 nLATA i
W30 uLiEAEARYE, W EE R KA 43 LA T
PAGEJ LYK B A57m 71— K B BB, %t
IR e ARG WA MBI, SR
XA L, FUSSCPA A HURE 4 K B AR 47
B BR 2 A TR bR A TP AEAE 5. PCRI™ 450
wL 28 i[RI e Al Ak, Ji5 B 200 e (1 it D 98 AR ) B
RABRLA ).
1.2.2 Sz sate AV T Envision 7k
JEAAL GG, P \APDGFRaMIC-kitZ i [ dT
{K(1 : 200, Santa Cruz/a]; 1 : 100, DakoZ 7)),
Envisionif il & (Dako /A ). FERSLE 7 FHPE
FBHPE XS . g5 B e 04 2G50 4R35
M 50, BHPEAS 5 A e A7 T b8 4 it o 0 4
JELFEE b 37 AT 1) E BRORR B £ L A R BORDIR A
. <10% K AP, 10%-50% K 557, =80% K4
588 B .
1.2.3 Western blotéf i Z4RMEL A 2L 2K 1,
BCAME A R, LLAIKIES0 ngl & AR M
VK IR . BT APDGFRa—HiFEHT A
GAPDH—¥i(1 : 500, Santa Cruz/A #))i% & it 1%
JE N i, YElR J5 A TECL(Santa Cruz/A 7))k
RO, XU IR, R, T aiR.
it F A N CMH(cochran-mantel-
haenszel )y K5 i1 7401124 43 #T.

2 BR

2.1 PCR-SSCP# M £ % A kb5 2 1
PDGFRo exonl8, exonl2F1C-kit exonll, exon9
IPCRI™=IAELS g/ LI ARBEBEI HL vk b 33 o
4kt KSR NIh212, 233, 22371310 bp.
TEGIST 524 H LAl HHPD GF R o K 58 4% 5
#1(9.6%), exonl8Flexonl24) 5l Jj44(7.7%) Al
141(1.9%). C-kithkPK| 5 A42841(53.8%), exonll
(46.2%)Fllexon9(7.7%) 435l k2451 F1441. 1941
GIST. IR A& F L+ B i 4 21
H ARG 3 C-kitFIPDGFR o A 5845 .

2.2 M 25 R SHIPDGFRoSEAR 2 40 #t, 4451
exon1857AF, 2451y 84347 151 FEAL 5L s IR AL g 44
IR (18438, ATC-TCC); 191k 83947 pi SEAL 552
275 g il 2 R (L839P, CTG—CCG); 14k 5
AFARN AL IAE, R NS, AR

=8 B 1 4FGIST
#ARKATR, B AT
ERC LA Py
FlAA: (1)GIST
FPDGFRo & &
T EREREE
(R L B ogp R
16 FR 45 AR 09 48 £
[ B
FH (2)GIST
PDGFRo = C-kit
REFE G R
R EZHRAT;
(3)GIST#) A4 %
47 A ME VAT .

W £ B8
Hirota ef al X 3L K
% % GIST ' 4 4k
¥ 2| PDGFRo
EHF KT
kik. FHER
C-kit R 9 GIST
FPDGFRo % &
KK FEERA
C-kit R E#9GIST
+FPDGFRo % &
KRR R, 42
T b4 fE T C-kit
R EHGISTF
PDGFRa# & ik
K455, HednZ
] 89 % AR E b
—F R,
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WA # A R B N RN e T 1 JEFEE. A-B: #l17, YPDGFRa
% FPDGFRo & ‘%.?a? é k\\@: 9 exon18fYI843S(ATC—TCC) HZAF; C—D:
GIST ' b A& 1 f“i}{ o ﬁw X' A B2, HEHC—kit exonl 1IJE561K(GAG—
’é}g;’f;g (’};‘VR*EL . T i’?@ #* : AAG), N5671(AAT—ATT), I571L(ATA—

o o\ N ey 5 2. e el
kit A ‘* A CTA)YE287E; A, C: HE; B, D: C—kit.
AR

833183447 2 [Al4f A —AMIEG, 1#lexonl2
RAR, S85ALRMIBRRAAGA—~TGAZ IL# Y
. C-kit exonl LKLl T 1061, SEARYLE 211
556-586.2 [f], H A A s g AR T4, A 5 AL B )
BRISAR N A AR (2401, NS4S MRS
N RSB [ 1491,

2.3 ®E., FArAEA SHIPDGFRaZE AL BH I
MIGISTH C-kitT A K BT, 284 C-kitR A
A GISTHPDGFRa % A8 341k B, 19441
GISTHPDGFRa5EAE FIC-kit5 45 14 4 Bk, 54
PDGFR o BE K 5842 (1 iigi 35 24 B 5 GIS T, JL
R TE AN M L4, TR A AN AL 1B, C-kits AR
(1) e YRR L7480, stk 1149, L4 C-kit
exon9 AL IR JIrE 151 A il 1t 4R T 4t i 212 1441,
b B A A28, VB 4 i HL 445

2.4 %9 PDGFRoE HMEIEE100%,
GIST 52491, V¥ WLIRE . fb 20 990 RN AE 0
B LHFRIEPDGFRa, (HEIERGI AN, F74E
PDGFRoJEK AL 5 GIST 2 5B Rk, o
PDGFRoJE R AR K47 HIGIST g UM
MR I % I A2 RS PR IL . C-kit
R AR IE R N94.2%, EALET- 3 WU F ol &
R AR Ik, fEPDGFR oL RASGIST 5
ol v C-kit R [ 9k BH I ik 441, B P2k 1451 (14
1A-B); 7EC-kithER S M GIST 284+ C-kiti
P 3 BH 7 6 75 2445 (P 1C-D), 55 BH P e ik 2451, B
MR, R HCkitR (IRIE L 0 %A B
FHRAEP = 0.5332), 548 5 PDGFRoR 141k

kDa
185

37

) kDa
C-kit 145
37
GAPDH

2 ZEEZRABIWestern blotER. A: PDGFRa, 2, 4, 11:
C—kit exon11%874%; 34: PDGFRa exonl8ZE4%; 25: PDGFRa
exon12%84%; 8: hESEE: B: C—kit, 2, 11, 22, 23: C—kit
exonl1284%: 17: PDGFRa exon18584%.

Z A5 B M S (P<0.0001, K1),

2.5 Western blot PDGFRa &5 [ 1 ik 28 1k 45 55 F
AL, ALIE KA, 5IPDGFRa A
IGISTE) 5T C-kitZ A MGIST, 1EW B il
LU 28598, C-kit5€ 2 I GIST, JLPDGFRa
KL Ko 55 A, HI55 TPDGFRa R AR
GIST(2A). C-kitf [FITEC-kitZ AR GISTHK
LAk, (A7 2 C-kit5 4% [ GIST A1 ¥ 47 C-kit
EHMEIL; SHIPDGFRaZEAEHIGISTH C-kit
FIERIA Y11 3 55 BH A (K12 B).

3 e
PDGFRoJE R E N HC-kith i, YT A
2HK4q12-13, M7= 4: PDGFRoCA — B
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FEM, = SheliEA4PDGFRaFIC-kitERRTHEBRIATIE R 2303
*® 1 REREOARENZERA M2 A%
AL FPDG-
FRaf=C-kit%& &
. C—kit PDGFRo. R
K2 n AR E LA R
SBPEME  SSPEME  PAME x° P SBPEME  S3rEE x P ; RiEHE 7%\;;
C—kit 28 24 2 2 0.3882 0.5332 0 28 32.0000 <0.0001 GIST#) 4% 3h F £
PDGFRa. 5 4 0 1 5 0 X e F) B A TR N
A At oL H A GIST
Sit 33 28 2 3 5 28 B i 12
20 & Ao D-Ei
REE LA
&

PR, 2> TR 185 kDa, 15 C-kitl] & [T %
AR B E, LML 4PDGFRaY
BCAAPDGF4: & o nl UK I S IR R IE IR 1k, A
MR A . R, 2%, ot
AT B, KN, ZARRR R R
fly C-k it RAL & K2 MGISTR A K
W EE SR, i, D Bom il ORI
{F{EPDGFR o) fig kA 58 AR, L5 77 A
55 C-kits& AR, AP E I BRI X . 4R
PDGFRoRAZ ] fig & AGISTH J) — AR A,
JEIREAEC-kitZ A B PE M GIS TR TE it F2
EEEAEH].

PDGFRa ALK Z K, U HERAFIERE
A, WA AT REPETRAL, AMUAE ML, 7
ER AT mA k4. Corless e al™HF9TIf 5
45 T 1105HIGISTHI AR KRR, Iz 2 WL 1) 2
exonl8 D842V(Z]562.6%); H1k Mexonl8 Del
DIMH842-845F1exon12 V561D(3L 114.9%). A
SHIPDGFRaZEAEH1241 Fjexonl 811184347 st
A7 ille—Ser; 1flexonl2ff)585 MR FAS,
SCHR TP RGBS X AR, AR AR
POSALE. XA REE NP G, RIS B AR
JETT N TIRE SR PE AR, BB ANTE 2, Tk
SMPPDGFR oY) AES BT I LAIESE . AR 41 C-kit5
A M L 55 SCHR[9-10 4R Je A — %, Kol
1106 exonl 158 K7 %5 1556-586.2 1], H
W, STISTUZAREF RIMGISTEE [ —LiaIT
29, A BN U A [Kabl, Abl-Ber, C-kit
FIPDGFZ AT 2 BRI, AT BHIHE = 1% S,
IEENAIT I B RN AR AR I 58 AR s
T 25997 0T AT Y, Wic-kit exonll
HIPDGFRa, exon125345 [AIGISTH C-kit exon9 !
PDGFRa exonl8%STIS71 YT RUf. HAMNTRL
LR AR AN AT 5%, WDebiec-Rychter er a/'' il
Weisberg et al'™') BIPDGFRo-D842V 5 AR {4 %}
STIS7U =AM 251, BT [ HPKC4125537 2411
5T

R R L, C-kitdh K 4h g 75848 R
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1£40%-90%, Hrfexonl 15848 Fbg i, A4l
R WIRF ST I C-kit exonl1 {578 5 440.4%";
PDGFRoEEAG 2L FRAR, F8745 Fexonl8
(5.6%), exon12(1.5%); Fl F2112%FIGISTHH
XPIFPSRAR), ZEARYL I GISTH C-kit exonll, 9
(1) 578 H 93 59 J346.2%F17.7%; PDGFR a5
AF%9.6%, HHexonl8(7.7%) M1 exonl2(1.9%);
P F 19191 (36.5%) 1 G IS T A Ao il 341 3 4 Foh 5
A Ut IX P R D R AR R GIS TR AE (I 2L 4y
THLH], ARASE ME— AL, A7 70 A AL .
Miettinen er a/''* Fl Andersson ef al' 18, JL .
TR A A Y4Em 1 (NFD)IGIST
PRI B C-kit exon9, 11, 13, 17FIPDGFRa
exonl2, 1857%, Ui A AR IR ARALE]L (A2,
KT IXEEGIS TA I LI R B ik — P e %A
BEAT. Jih, SRR MR, W REA 2R R, —
ASEH TDNARR AR, 5 —AN RS
JiANI.

TR, GISTHPDGFRaZEA KA
C-kitZAZ, 5 K ZHF 7T 4 RANTF"Y. Wasag
et al"™ B, PDGFRaffIZ B KL RATH, A
TRELTEA L LR KRS A L 225 1 C-kitR
B RAET NG, RS DR TEA R F. I
H, 0 FEGIST K Z ATPDGFRaf) 541,
AL SHIPDGFRo AL 1 Mg 340 4 R, (HAE
b AL GIS TH AR 2IPDGFR o AR, X
5 E A SCERAS R ARAE, nTRE S AFE G, A
HRENGISTIWIFURIE T, 40 FGIST
oyt /b WL A L 3 (K C -kt U 2 R %
BIGIST, fEPDGFRaFEAMIGISTHY, HUr bl
HIHPDGFR oA C-kit, KIHC-kit# ik
PDGFRo#IE M. A4HPDGFRa% % 4H
gl RS HR S PP GIS TH; M bric ), (H
FIE T E H5PDGFRoJE K2 AR M K (P<0.0001).
Pauls et al™ R IR, 1E% 14 0 F PDGFRoE A 7E N
(i) 4 28 FH Tt TR SR 40 R il i e 4k |, (RO R
ISLER R R4 L, 4PDGFRaZE A I 3L
RO AAERTRIE. b, SHuREe sz
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Abstract

AIM: To explore the effects of Helicobacter pylori
infection and its eradication on Interleukin-18
(IL-18) level in patients with chronic erosive
gastritis, and to detect levels of H pylori IgG
antibody before and after eradication.

METHODS: Sixty patients with chronic gastritis
were randomly divided into two groups: chronic
erosive gastritis (40 cases, group A) and chronic
superficial gastritis (20 cases, group B). Group
A patients who were H pylori-positive received
triple therapy [20 mg omeprazole (Losec) plus
500 mg clarithromycin and 1000 mg amoxicilin,
twice daily) for 1 week; while those positive for
H pylori in group B were treated orally with only
20 mg omeprazole once daily until the end of
week 4. Gastric endoscopy and °C breath testing
were performed 1 mo after anti-H pylori therapy.
CagA-IgG, VacA-IgG, Uresses-IgG and H pylori
IgG antibody, IL-18 were detected by Western

blotting and ELISA, respectively.

RESULTS: The levels of IL-18 were signifi-
cantly different between groups A and B (267.18
+148.23 ng/L, and 119.31 + 45.34 ng/L, P <
0.05) in H pylori-positive patients. H pylori IgG
level was not related to the presence of erosion;
with no significant difference between H pylori
negative patients in groups A and group B. The
levels of IL-18 and IgG antibody decreased af-
ter anti-H pylori therapy compared with those
before therapy (267.18 + 148.23 ng/L vs 93.82 +
22.15 ng/L; 31.36 + 23.26 kU/L vs 21.00 + 9.47
kU/L; respectively, P < 0.05), IL-18 level showed
no difference among different types of H pylori
infection and erosion scores.

CONCLUSION: The decrease in IL-18 level after
H pylori eradication may play a crucial role in the
treatment of patients with chronic erosive gastritis.

Key Words: Chronic erosive gastritis; Inter-
leukin-18; Helicobacter pylor7; Efficacy
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SEBAGAE I, H pylori STL-18 3L [AI4FE F T+ 15 Zli it
SEBERAVEE R, T AMe e BERL P
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Abstract

AIM: To investigate glypican-3 (GPC3) protein
expression and its clinical significance in serum
and tissues in hepatocellular carcinoma (HCC).

METHODS: Serum and tissues from 27 patients
with HCC and 28 with benign liver disease were
collected the day before operation. Expression
of GPC3 in serum was detected by Western blot-
ting, and expression in tissues was detected by
immunohistochemistry.

RESULTS: In the 27 patients with HCC, GPC3
expression in the HCC, paracarcinomatous and
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non-tumor liver tissues was 81.5, 0 and 0%, re-
spectively (HC: 23.4689, P < 0.001), and that in
the serum before operation was 55.6%. There
was no expression of GPC3 in the tissue and se-
rum of the 28 patients with benign liver disease.
The sensitivity, specificity and false-positive
rates were 55.6, 100 and 0%, respectively, with
serum GPC3 protein standard alone in the diag-
nosis of HCC. GPC3 protein expression in serum
had no correlation with patient age or sex, alfa
feta protein and hepatitis B surface antigen of
HCC (P > 0.05), but was correlated with tumor
size and pathological grade (P < 0.05).

CONCLUSION: GPC3 protein expression in
serum and tissue in HCC is higher than in non-
HCC tissue. There is also greater sensitivity and
specificity, and over-expression of GPC3 in HCC
serum, which may be of value for the early diag-
nosis of HCC.

Key Words: Hepatocellular carcinoma; Glypican-3;
Gene expression; Diagnosis
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0%; GPC3% & ATHC C# B 69558 21 55.6%,
A 100%, 25 % A0%. HCC# & ik
FTGPC3%& @ Rk 5 LBk K Foim 2 5 R
Z |8 £ F A B EH(P<0.05), Tl B E
M3 . HBSAgRAFPIAZ A £ F & B & ik
(7>0.05).

28 GPC3E&E 9 AHCC B # ik A b A
B 50 ERE, XS BTHCCH B & 69 R M Ao
W, TAYEAHCCTE- 45 b d9 47 £ 4.

KE19: FrEmpgE; Glypican-3; B RE Rik; L #

ZHER, I, BB, BT, BRER, &L Glypican-3%&E8
AR BIRRREE ERARPNRARRN. BFRENBHHY
& 2007;15(21):2311-2315
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T 41 3% (hepatocellular carcinoma, HCC) H Hi1/s
St S F R L SE AR, AFPAE H i
6 KW R BE VT HC Cle i F I IR AR 4, (5
ATH SR T I AE 73 AR P2 4F I H C CEGR AT R F 11
HCCH] AT 8 S 5k 5 AFPACT T, i
TR ER/NT 1 emPB/NHCCRIAS H A A
=1, 2130%-40% 7101, AT UIERHEHCC R
T AFP ] A AT B BT =, T R P SRR R e i 55
Tt N AFPR] b BS54 2 u) 8, $HFHCC
IS Rl 5 Wk e A ] SE ) L3 2
febr. Glypican-3(GPC3)&s [t FlBEIER IR &
TR JHF 22 bl 2R 11, R 2 Rl AR RO oy T, 7E
HCCH 2 BT AR PEAS BCh 29 A A TR0 ERAE
2 B RIS 2H R LG P C3 78 41 it g v 1
I8 L AFPIE R UK, AFPRIABIPEHCCAL
2 ek B M R Y, A Glypican-3 04
B RBUESFEF WIS 5 ], REAAE
R A P IR A e (A — 2P AR

1 MRRTA

1.1 A8 2002-12/2005-03 A 595 BRAIESZ AHCC
BF27, 532341, Latl, F23-70(3F1)50.7
+10.7)%. HCCRAEZ R AL %73 5441982
F A [ W VR AL A 1R 2 SRR HE, 0 B4 4]
¥%Edmondson HCC/3r &b, HTAL iy 42 F153
FIZWHORRE. 53 BENLSCER I R PR A8 23528
B SURNILE . ARRT1 d28 RIS bRAS, SrEp
T4 CUKHS, 43 BT, 20 CERAFARI. 41405
ARITEF AR PR, T B4 fa R T A,

I 70 CHEEARIR UKAR I A7 25 FH . ARASHUR K
NZIT emX 1 em X 0.2 cm; IR H LU LE R K
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1.2.2 Western blot#&] £ [ 2 #(Briji) 1 mol/L
Tris 1 mL, 0.5 mol/L EDTA, 0.5 mol/L 0.4 mL, 5
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RFA, BCA™RFIB, BSAFRMESE(2 g/L); AL
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LB (bR S BORE Y 0 CAEW= 1 8)four-
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BEANFE S BE R 0 1P 58 TR G e AN 3
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(EGOE S

St FAbH NFSASS.0 for windowsHF
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Abstract

AIM: To observe the expression of cytokeratin
19 (CK19) and subtractive gene P02 in
hepatocellular carcinoma (HCC), cirrhosis of the
liver and oval cells.

METHODS: An immunohistochemical strepta-
vidin-peroxidase method was used to examine
the expression of CK19 in eight normal livers,
27 with cirrhosis, and 43 HCC samples. A DIG
Probe Synthesis kit was used to prepare a P02
probe using a polymerase chain reaction, and in
situ hybridization was used to detect the expres-
sions of subtractive gene P02 in 15 pairs of speci-
mens from HCC and liver cirrhosis, and in oval
cells.

RESULTS: The positive rate for CK19 in cirrho-

sis of the liver was not significantly different to
that for the control group. There were significant
differences between HCC and cirrhosis of the
liver (69.77 vs 25.93%, P < 0.01). Oval cells with
strongly positive staining were seen in the portal
area of cirrhosis, and at the brink of a carcinoma.
There were significant differences (5.74 + 1.05 vs
10.51 + 1.78, P < 0.01) between the numbers of
oval cells in cirrhosis of the liver and HCC. The
positive rate for P02 in HCC and cirrhosis of the
liver was 80 and 26.7%, respectively, and there
was a significant difference (P < 0.01) between
the two groups.

CONCLUSION: CK19 is associated with hepa-
tocarcinogenesis. Oval cells are strongly posi-
tive for CK19 in cirrhosis of the liver and HCC.
Oval cells are associated with regeneration of
the liver, and are probably the original cells of
HCC. P02 is overexpressed in HCC and plays an
important role during hepatocarcinogenesis by
promoting oval cell proliferation.

Key Words: Hepatocellular carcinoma; Cirrhosis;
Oval cell; Cytokeratin 19; Subtractive gene P02;
Immunohistochemistry; /n situ hybridization
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BHE: R ML A R 2 19(CK19) A H A& B
PO2 /2 AT 4m oL, BT AR AL 40 22 B 9P IR 4m L o 4
FAEE L.

Fik: KA Bk AALSPE ML IR R4 iEF AT 4
4R, 274 BT AR AR 20 43 Fe 4345 BT 4m BieL g 4L 4R
CK19#9 & ik . R A DIG-probe synthesis kit,
AeBlEsk RN 77 ik ) B-PO2AR AT, @it RI% 2 3
Fr A M PO2AE T 4m 0L, AT AR AL LE 4% B 9P
o o, P 04 Fk

B CKI9AEM AL L EFFHL 20
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LnZ 8] £ A B 5 1(69.77% vs 25.93%,
P<0.01). FTAEALLE LR 5 AT 40 e 40 22 F CK 19
AT IR ek E A B £ F(5.74 £
1.05 vs 10.51£1.78, P<0.01). PO2 /£ FF A AL
e T 0 RO o 09 FEME RGA B 5 R 426.7% A
80%, =& Z I8 F A A B F M £ F(P<0.01).

5% CKI9THR AL T AT ALAL 3 T 29 IR 49
ST LA, 9P R e e 5 IR AR A G B £ R
H %, TAE-ZPO2iE i 42 3t 97 [ 4m 04 3 75 Rk
NF T 4 el I8 0 R

REEA: AR, ATREAL; SREIZEAR; 40 BTER
19; {HIREFE PO2; A, A3

TE, THRE, BIFE. BRABRFKI1IHEHBERP2/A
FARBALLINBARPIRIE. BRENBURSE
2007;15(21):2316-2321
http://www.wjgnet.com/1009-3079/15/2316.asp

0 515

H 816 AT-41 i 5 (hepatocellular carcinoma, HCC)
R ML P AIE 9 2 B NP 5 T e TP — AL 4 g
SRR IR T, BRIV AH M v] RE R YR T R
SRR IEI IR R 40 A B AR D T
SLZH R I T O [ 40 M 1 A7 62, o [ 4 g
BEAIE S AT ET-20 i (stem cell)) A4, 2
T 40 B i) — R0 — RHC CH SR EE R ST,
Ue-mye, c-met, N-ras, c-fos=5. 1MiP023E R Z T
A WS (HC C) T ke DN A SCJZE v — AN T 41 g
S P R IR (R LT, A CAR N R I R B AR A
(expression sequence tag, EST) & 5% #l| T GenBank/
EMBL/DDBI##i /4, ¥:2"5 A GenBank Acc:
BQ125043, GenBank Gi: 20178634, dbEST-1d:
12094454, K5 4479 bp.

P13 o i 20 A0 T7 ik, AW B [ 4 K A
EWAN AR T 19(CK19)TE IEH AT 4141, JFad
A A R 40 g A 23 v R 208, U5 N [
A N AEAS R AL 2R rp (R 38 AR B, DU T ik BN
S JR A JH 40 i A AR b A i SR A AR
Jik, MUEEPO2IL DA JIT 4 Mo Jéd v 1) 4 38 e AL,
L0 L TE BN [5] 4H Bf v 2 A5 2k, K 5 R ST R
JHF 240 T 92 440 M 2 10 5 ke ke, PR I i e
()RR

1 #RRSE

1.1 AR B AR AN T8 2 < 27 B B
WFEE, MR 25— B R B2 B, 28 B s PR e
PR, R4 RS e L4 B F A g, 2746101
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TR A4 B 8 491 JHF 28 Job, i /6598 % JHF s Ak A1 2 5% 46
I BEAIE 52 8 1E (1 i P a4l 21, AT e As 4 47
PR AR SR N 2% 58— B s B B, 36 Bt s =
B, VAT e 24 TR s e JE 40 B B JERT I8 (1) 9 5%
FEREAL AL LR 1 S0 (B 2 BEESKE). B AN &
1 mL/L DEPCAL PR RN ARG K ¥E, WA
Wk, -80°CIRAF, VKKV KHEG (4. P02
EST/4 K J& 4479 bp, W.GenBank ESTH
i (GenBank Acc: BQ125043, GenBank Gi:
20178634, dbEST-1d: 12094454); P02 EST PCR
S5 (1 O lig06.44 B8 3t): 3B KL
55°Cre4£ 281 bp: P02 5": 5'-AGA CCA GAA
AGA GTA AAA CC-3', P02 3" 5-TCC ACT
CCA AAT AAA TCA CAG-3'.

1.2 7%

1.2.1 Seksate AR, HEJth, Spedl
PG FAR R G bR A = DB BT =
PR ROBA B SRS I 7K 40, 30 mL/L H,0,, %k
B 10 min, LA ER AP I A I D 1
MM TR £R 2 PR A2 5210 ming 1EH (L= 1
B, FIEMEE 20 ming BUL IS 2108, W
IN—PHU(CK 19 F 48 L8 A 7)) TAEH, 4°CHig
BRI, EilM¥H20 min; SPERIFA
20 min; DAB%R [ 212 min-5 min; Jr AN E 4L,
WORE K, —HIRGEB, P as e st 1. i3
X, HIPBSZE M A — i & OB D)
Jv, SR P

1.2.2 PO2#4 37 3% X J{|Pyrobest™ DNA polymerase
(TaKaRa Biotechnology Co.Ltd) < W& £ 10X
Pyroest Buffer 2.5 pL, dNTP Mixture 1.5 pL, FJiF
5101.4 uL, FUF51%1.6 pL, P02 cDNARH (A
f1)0.5 uL, PCRZ/K17.375 uL, Taql0.125 uL,
BAKR25 pL. HPCR-Mixyi24) )5, 94°C 2 min,
94°C 30's, 55°C 30 s, 68°C 45 s, 30MEHR, )
68°C ZE{H17 min.

1.2.3 PO24%4+ 414 KHIDIG-probe Synthesis kit
(Roche Molecular Biochemicals), PCRJ5 % il 4%
WEF. [ NiAk % 10 X Buffer 5 pL, PCR DIG
Labeling Mix 5 uL, [3i#514)2.8 uL, N5
3.2 uL, P02 cDNAMEH1 uL, PCRZ%/K32.25 pL,
Enzyme Mix 0.75 pL, SAAFI50 pL. KPCR-Mix
JH2J)5, 94°C 2 min, 94°C 30 s, 55°C 30 s, 68°C
40 s, 30MEFR, 72°C LEMT min. HREFH] S
High Pure PCR Product Purification kit (Roche
Molecular Biochemicals)4fi A, - Hoyk Ji .

1.2.4 Az 2848 22 5 (KR L i& BB A 3% 1
Jo A 22 3R A &) YR I R, B T

A7 G A %
(1)# —F #F %
97 & 4n e 5 I 3R
. B U
. BA B R
S m Ak i AE
& &, A ARt
st 3k AT & i
F 09 T Ak (2) VA
90 B 4w Mo Ak A A
F 2m fiou 3t 47 AT 2w
JeASHL, R T
KA 5238 09 s
JEIB S



2318 ISSN 1009-3079 CN 14-1260/R WRIELNBHLZYE  20078E78288H 51565 5215
Wi £ B HE o = B
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# SR E A QRES IE O
Je &) BT % 2m e 4 sl e

1, FF#F Rc-Ha-
ras, c-myc B Ki-
ras & & B ik 0y
FHAETA, KA
B 2w i 42 5% A
HAVER T, TAER
A ST fa L, 4k
o A2 A B R
e ER T o
Hh % EN
LAY % . Huang
et al®F LHoxa-13
AR ETHEFX
e YR e
E X CER LT
1) o F A T AL
i X IMHoxa-13 &
B £ &R T AT
an e, o BT % 4n e
RobARGA, MR
KR T AT 4a B B
R g om gL o B
mieF PRk, B
o dfe il H xd T AT
T 4w B xR % 04
HUARELE
L. Fang et al £ X
AT AL A P
90 R m R F
T, i
c-mycy F X FRE
BT 5 04 2R 38 5,
W AN c-myctF
RS
97 ) 4m fe Tk
Ak E B4R R,

1 CKIOEERRBLRDPEIRIR. A: IEHTHLA (> 100); B: FFREALZHZA (% 400); C: FFARIIEZELA(x 400); D: [FAHIIEZHA

FRECK19FRIC IINEIZML( x 400).

5 mL/L H,O,/F FE 58 AL BE 30 min LA G A V5 T ik
ALY, TIN3 mL/LAT R BT RR R 1) AR 1
iy, 37°CiH#30-60 s, A2 FEmRNAKX IR 1 BL; 5
TRAATH, THIRAT41°CTAAE3 hy PO2ERETPCR
94 CAR 3 min)a HIZASHRRE R ng/LIF N
YV b, BT AE T 5 3 R S T,
W A b, fEIEA41CIAE12 h-16 hy 28485 45
FEEH, W37 CKIE 2 X SSC, 0.5XSSC,
0.2 X SSCYLEs; H37°CH PR F30 minjf /L2
Z AR, AT WU AR AL R Ui,
37°C 60 min, SABC 37°C 20 min, “E¥) &4k 484k
YI§37°C 20 min; AUFTEEACHIDAB; BB F &
t42-5 min, KRB ENBHYESS 5 LIPBSAE D
TREFZATHON IR T
1.2.5 #5052 AR BH A 40 B B oy 1 b 4] A
WAOFREE, QA R g (), B
(+1), BERBHE (++0) LB, 238 25%-50%,
50%-70%, 70%LL F J /N T-25% ) 4 i (4. (Z
W 199744 [ G 32 A1 A H A2 Wi b v Ak L L
W ).

Bt AP R HISPSS10.048 tH i AF k4745
THEERCER, VHECRRER o A S, T ORER
B XS 5, LLP<0.05IA 9 e it2 s X

2 ER
2.1 CK19/2 R F) £ A AT 2047 7 64 & ik CK197E 1IE

& 1 CKIGFERESEEEFELLDPIIRIA

éﬂgp\%ﬁ | I S22 (9 2

sem) BRI BRI n PEMER®%) i 2
F=ZFF 8 0 8 0O

FFfgk 20 7 27 2593% 0.166"™"

FF4BRE 13 30 43  69.77%° 12.793 0.000

Fisher'st&HEIR %, °P<0.01 vs AFI@{LA.

AL ZArh, A bR A BH PR SRk, 40
FIPERIE, AL A2, [ iR . iR
EEBHYEG R AT D5 BH PR €1 N
i o, Al AN (B, 75 IR L2 A A Ak
2 R BH PR R Ak #6430 Dk 0% F125.93%, — 3%
Z BTG i 2 5 (P>0.05). fEHCCH, &40 i, [7)
JOC AR I T S B R, AR I R AN A
BIERIA, FF WLEW R 40 i ¥ BH 1 2k (B 1). HCC
FE BH 2 2 38 26 469.77%, HC CHIATRE AL 4 2 [7)
RIEH B #HEFP<0.01, E1)

2.2 9P 4 e R R 4L 28 P 6938 A R OL A TE
W AL 2 oK UL E O R 41 e, 7E20/27 151 il
LR A RO il A Ny v = e e U
CKI9GL (IR 1) /N I, AR 240 A TE 5 T4 i
11/2-1/4, kx5O0 ETE, HmAs 2>, BSE R 44
Ji. #E35/4345) F- 40 it 3 2H 2R b R m) WL 2 R[5 40
JHO PR 14 A, AdATT A7 T SR A, R S A B
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TE43 A, CK19A5c ¥ 51 [ 44 i 15 JH- A 44 20 28 !éi{r%}};]ﬂﬂ
wt. = \ %7 LA Zm
FIT 4t oA L 23 b R BB 2 00 0 5.37 £ 1,17 A E@%,M@NM
10.45+2.15, P#H LB BEMEZE 5@ = 9.75, S A AT
m P B Rk
P<0.01). 49 P02 B Sf A= AT
2Lyt . <Ll (R - 500 b o 1 9% 97 ) 2 B
2.3 PO2IRATIRE é.*ﬁm‘)oz%ﬁ%f(z). InGenius P . ‘;i;éé{;\ﬂ fy
Bio imaging system¢/i A% 2R G 414 -4 Gene KAk B) 89 fE AR
T 0 L 0 4

snap form syngene &G/ T4 A3 21 &
FCHIERET (523 591 4 140 ng 150 ng, EAERI N
5 L, THRARENRE 5379 428 mg/LAI10 mg/L.
2.4 PO2FE R B AFLR 42 89 R ik PO2AE AL
A2 F B E AL T4 R, 78 g e
2B AT A0 i (F13). PO A AT
A e v PR BH PR IR 2 3 ) R 26.7%(4/15) Al
80%(12/15), —H 2 MEXEAREFEER(y =
8.571, P<0.01). 7E 1355 FHHhs A4, 11 714 DX R0 -4
i e B 0w DL JH O [ 440 e 3 e LR R 2
SR H P Gt T DL 28] 14D P O [0 40 A A% 5 O R,
LT 2D, A BARFRA DS, Z9AE 24T I 40 B AR A
(1/2-1/4(F3).

2.5 REIATL L4297 A 4m i 24 0 8 F Hh A bR AR
Y1 B3 AN AN T AT FLITT 59 [ 40 i LU A 22 1) IX 33,
400F5 LB N A4 FOBASFRHE HPo2 G4 4 51
PE ) A M AT T2, B BB A R iZobs A 1) B
[73] 240 10 2 PO2 A 1k 1 B 5 48 A 7 13451 JHF sk A4 21
ZURIH 9 i 20 23 (R B 2 il 245,74 £1.05,
10.51£1.78, W& LU B EEZE @ = 9.38, P
=0.000).

3 111E

L AT 40 g £ 2 905 LA (R0 49F 90 3 2 A
DT, — D51, T4 g 1) AR S DR 58
AR 55t R IEA VNN R . PO2KE Rk 2 X}
T i £ RS S T s A 4L 50 A7 40 8 30 ok

%A% (suppressed subtractive hybridization, SSH)

I 3R A 10 B 4l g b s R A TES TV, i
SMART(switching mechanism at 5' end of RNA
transcript)s RACE(rapid amplification of cDNA
ends)BAR Ok T IEH 4 KcDNAJFAIT,
USRS A W, AR BDTPT1. AKYE TS 5% A
SAt T RIS A BT 58 45 SR o 3R TP T
() Ak S IR A A VIR R, R eral™"”
Rt T TPTIH RIS BT T ILAEHT i 4
M RSMMC-T721H I FIEARDL, &5 RILRTPTI
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Abstract

AIM: To explore the relationship between
preoperative radiotherapy in rectal carcinoma
and postoperative local recurrence.

METHODS: Patients with rectal carcinoma (n =
762) treated with surgery, with or without pre-
operative radiotherapy, were followed-up and
analyzed retrospectively for postoperative local
recurrence and survival rate.

RESULTS: There were 142 (18.6%) patients with
postoperative local recurrence. Among these,

123 (20.9%) were not treated with preoperative
radiotherapy and 19 (11.0%) were treated. There
was a significantly larger difference between
them (P < 0.05). The 5 years survival rate was
48.1% in patients not treated with preopera-
tive radiotherapy and 58.4% in those who were
treated. Further, there was a significantly larger
difference between them (P < 0.05).

CONCLUSION: Preoperative radiotherapy in
rectal carcinoma can reduce local recurrence,
and increase 5 year survival rate.

Key Words: Preoperative radiotherapy; Rectal carci-
noma; Postoperative local recurrence
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Abstract

AIM: To evaluate the effects of tetrandrine
on lowering portal vein pressure (PVP)
and improving the microcirculation and
ultramicrostructure of gastric mucosa in rats
with portal hypertension.

METHODS: Except for normal rats in the con-
trol group, all rats were established as portal
hypertension (PHT) models, and then randomly
divided into model (M), tetrandrine (T) and pro-
pranolol (P) groups. All rats were sacrificed after
15 d therapy.

RESULTS: Levels of PVP, alanine aminotrans-
ferase (ALT), hyaluronic acid (HA), and pro-
collagen type III (PCIII) were significantly de-
creased in the T group compared with those in
the M group (P < 0.01, P < 0.05), whereas heart
rate (HR) and mean arterial pressure (MAP)
were not. In the P group the levels of PVP and

www.wjgnet.com

HR were significantly decreased (P < 0.01, P <
0.05). Levels of MAP, ALT, HA and PCIII were
not decreased. The area and diameter of gastric
mucosal capillaries were significantly decreased
(P <0.01), and the ultramicrostructure of gastric
mucosa was significantly improved in the T and
P groups.

CONCLUSION: Tetrandrine is safe and highly
effective for the treatment of portal hyperten-
sion, and improves the microcirculation and ul-
tramicrostructure of gastric mucosa in rats with
portal hypertension.

Key Words: Portal hypertension; Portal hyperten-
sion gastropathy; Tetrandrine; Ultramicrostructure;
Gastric mucosa
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Abstract

AIM: To investigate changes in adrenomedullin
2/intermedin (ADM2/IMD) in plasma and
hepatic tissues of rats with hyperlipidemia
and its possible role in the development of
hyperlipidemic fatty liver.

METHODS: Sixteen male Sprague-Dawley rats
were randomly divided into normal control and
hyperlipidemia model groups (1 = 8 each). The
model was established by feeding a high-fat
diet for 4 wk. Liver histology, liver index (liver
weight/body weight), liver function alanine
aminotransferase (ALT) and alkaline phospha-
tase (AKP) and blood lipids were assayed. The
levels of ADM2/IMD in plasma and liver were
measured by radioimmunoassay.

RESULTS: Body and liver weights and liver
index increased in the hyperlipidemia model
group compared with controls (P < 0.01). Liver
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histology showed mild to moderate fatty de-
naturation in the hyperlipidemia model group.
Triglyceride, total cholesterol, low-density
lipoprotein cholesterol, ALT and AKP in the
hyperlipidemia model group were higher than
in the controls (0.29 £ 0.05 mmol/L vs 0.18
0.09 mmol/L, 2.49 £ 0.35 mmol/L vs 1.25 + 0.16
mmol/L, 1.69 £ 0.18 mmol/L vs 0.49 = 0.06
mmol/L, 25.46 +5.14 kU/L vs 13.15 £ 2.83 kU/L,
and 416.1 £42.7 U/L vs 281.2 £ 47.3 U/L, respec-
tively; P < 0.01), and high-density lipoprotein
cholesterol was lower than in the control group
(0.65 £ 0.11 mmol/L vs 0.75 + 0.10 mmol/L, P <
0.01). The ADM2/IMD level in hepatic tissues
increased 115% in the hyperlipidemia model
group compared with the controls (26.21
11.2 pg/mg * pro vs 12.18+2.9 pg/mg * pro,
P<0.01), while the plasma concentration of
ADM2/IMD was no different between the two
groups (P > 0.05).

CONCLUSION: ADM2/IMD appears to be cor-
related with the development of hyperlipidemia
and hyperlipidemic fatty liver in rats.

Key Words: Adrenomedullin 2/Intermedin; Hyper-
lipidemia; Hyperlipidemic fatty liver; Rat; Radioim-
munoassay
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Abstract

AIM: To investigate the relationship between
concentration changes of soluble intercellular
adhesion molecule-1 (sSICAM-1) in severe acute
pancreatitis (SAP) and associated lung injury in rat.

METHODS: A Rat SAP model was established
by retrograde injection of 30 g/L sodium tau-
rocholate into bile-pancreatic duct. Rats were
sacrificed at 0, 3, 6, 12, 24 hours and their sera
and left lungs collected. Sera sICAM-1 and my-
eloperoxidase (MPO) activity in lung tissue were
measured.

RESULTS: Increases in sera sSICAM-1 concen-
trations were evident at 3 hours after SAP in-
duced, and the MPO activity of lung tissue was
significantly increased at 6 hours. Sera SICAM-1
concentration positively correlation with MPO
activity (r = 0.897).

CONCLUSION: The concentration change of

www.wjgnet.com

serum sICAM-1 is associated with the pathologi-
cal injury magnitude of lung in rat severe acute
pancreatitis.

Key Words: Intercellular adhesion molecule-1; Pan-
creatitis/acute severe; Lung injury; Myeloperoxi-
dase

Zhang Y, Yan JS, Zhang Q, Zhang Q, Qiu HS. Significance
of concentration changes of serum soluble ICAM-1 in
lung injury associated with severe acute pancreatitis in
rats. Shijie Huaren Xiaohua Zazhi 2007; 15(21): 2345-2347
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SAP 1.75+0.12 2.07+0.11 242 +£0.23° 2.53+0.50° 2.68+0.23°
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Abstract

AIM: To study the clinical, pathological and
immunohistochemical characteristics of upper
gastrointestinal mesenchymal tumors (GIMTs),
so as to provide guidance for clinical diagnosis
and treatment.

METHODS: Forty-six cases of upper GIMT were
clinically diagnosed by endoscopic ultrasonogra-
phy (EUS). The samples obtained by surgery or
endoscopic mucosal resection were observed by
pathological sectioning and staining. The expres-
sion of CD117, CD34, smooth muscle antibodies
(SMA) and S-100 was assayed by immunohisto-
chemical staining.

RESULTS: Twenty-four of the 46 GIMTs were
esophagus mesenchymal tumors, 5 of which
were stromal tumors (20.8%) and 19 were leio-
myomas (79.2%). Twenty-two of the 46 tumors
were gastric mesenchymal tumors, which in-
cluded 20 stromal tumors (90.9%), 1 leiomyoma

and 1 neurilemmoma. Twenty-one of the 25 up-
per gastrointestinal stromal tumors were CD117
positive (84%) and 24 were CD34 positive (84%).
SMA and S-100 were expressed only in leiomyo-
ma and neurilemmoma, respectively.

CONCLUSION: The pathological characteristics
of upper GIMTs are similar by microscopic ob-
servation, and can be differentiated by combined
assay of some immunohistochemical markers
such as CD117, CD34, SMA and S-100. Most
esophagus mesenchymal tumors are leiomyo-
mas, and most gastric mesenchymal tumors are
stromal tumors. Leiomyoma and neurilemmoma
are rare.

Key Words: Gastrointestinal mesenchymal tumor;
Gastrointestinal stromal tumor; Leiomyoma; Neuri-
lemmoma; Immunohistochemistry

Ding F, Cheng B, Xie HP, Zhao Q, Yang YZ. Clinical and
pathological characteristics of upper gastrointestinal
mesenchymal tumors: An analysis of 46 cases. Shijie
Huaren Xiaohua Zazhi 2007;15(21):2348-2353
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Rl 32, nlfEAT bR R, e BE T AL
SEHEILAE L. PRGN M, MRS SR
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2 TG ILE 23 A R 22 0 AR A, I RO
R MICD117. CD34BPERIE, M4 B %
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Abstract

AIM: To investigate the methylation status of the
suppressor gene RASSF1A promoter in gastric
carcinoma and benign gastric disease, and its
clinicopathological significance.

METHODS: Methylation status of the RASSF1A
promoter was detected by methylation specific-
polymerase chain reaction (MS-PCR) in 32
patients with gastric carcinoma, adjacent non-
carcinomatous gastric tissues, and 46 patients
with benign gastric disease.

RESULTS: The frequency of RASSF1A promot-
er methylation in gastric carcinoma was 62.5%
(20/32), and in adjacent non-carcinomatous gas-
tric tissues, it was 3.1% (1/32), while in chronic
shallow gastritis and chronic atrophic gastritis, it
was 3.3% (1/30) and 37.5% (6/16), respectively.
The rates of RASSF1A promoter methylation in
gastric carcinoma and adjacent non-carcinoma-
tous gastric tissues were significantly correlated
(P <0.01). Methylation of RASSF1A promoter in
gastric carcinoma had no relationship with dif-
ferentiation grade, lymph node metastasis and
tumor size.

CONCLUSION: Methylation of RASSF1A pro-
moter in gastric carcinoma may be an important
molecular change and contribute to the develop-
ment of gastric carcinoma.

Key Words: Gastric carcinoma; RASSF1A; Suppres-
sor gene; Methylation specific-polymerase chain
reaction
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BrY: T4 A B RASSFIAB 3T £ B &
BB HRMREPFFAMG L AEFLAL
Vo JRAFAE £ A

Tk R T IRACK 71 R &84k RS (MS-
PCR) 7 ik 4 324) B & 48 22 R 32450 48 5 64 I
FLL, ARA6H] B B E PRASSFIAKL
WHEACK A,

ZER: 324 B EDNAARA T, RASSFIAKL
B AL A R A 62.5%(20/32). T £E3245) 55
FULF, RAIVGAEF R, 53.1%(1/32),
kX iR £ F A Yot 3 & L (P<0.05). 1
RREMRE, RAMT X EHEET L PFR
A IR F 5 R #3.3%4237.5%. RASSF1A K
BY AL AFEL G R E. Mg KD
Btk O 4% 2 8] T B F AR b

it RASSFIALAR B3 F R WAL § &
R AR PAREEER.
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VEMAE 5. RASSF1(ras-association domain family TTAACGCGTTGCGTATC-3'; RASSFIA-m-R W4l # & &

1) BlirasAH 5 X 48k 5 1 3L K], /22000 a Mt 4
PR35 T CE A o o T 2R A e 6 PR 2,
B Z A FMmRNAB 4K, RASSF1AZ &
B —Fh. WF KB, RASSFIAZEPILE IF % 41
LUz RIE, TAE MR AL R IB S K,
RASSF1AJEPR & NS Ig v 285 SRl 1A s 2
DR, B e s AL S 7 (K R, R ISE IR )3
B) - DR S I R O R DR T 11 32
HLH 2 —. BATTR S5 5K S AR S e il e
WA E NV, MEERASSFIALE B M K
P95 AR SR R A 0 S S I R AE 1 G R,
h B i NS W A AN E AR

1 #RREE

1.1 ## 2004-06/2005-06T- A4 5 5 i 41 20
HH N ()98 55 4 2R 4532451 2004-06/2005-06 7] 5 554
IR bR AR 6H, C AR RN E K304, 4tk
B R 166, Bk G R INEA TRAE, TGN
-80°CUKARTRAZ & . BT B H R TR &k
7. oAl 1241, AR o, AR AR
FE1LW). AWk S5 R R 2501, JoMk 45 8711,
A9 0 38 22 W A 0 B RS AR 2. WR A S5
Medlin [ 7. & F0H B N PEAS 2 BE DA A P 4, P i
B APrimer 5.0M AT E, RASSFIANN & 13
() R F A (u) P 5 | Hh b = i 2R
WA PR H Primer 5 1. RT-PCRIAF &+
TaKaRa K% 5 4:4). PCR MW AK &I LA T
RS A R A F.

1.2 F ik AL RAZ0.1 gBIfE, B TDNAZR
W, % DN ARG &l R UL I 4IDNA,
UV-1201 8 (H A) &AM 66 Bl 2 DN A
WP, WEA A% T 1.6, -20 CIRAE4H]. B
5 png DNA(10 pL)J3 mmol/L¥)NaOH 15.5 pL,
P aik24.5 uL, 37°CHCE 15 min. [FHEAS
PEFIDN A I HT B FL 1 1193 mmo /LY i 1R
A HI(NaHSO, pH5.0)280 pLA110 mmol/LE g
(CeHgO) 15 uL, LA #pihi2d % &5 W 1f, 50°C
PREBCE 16-20 h. FIF Wizard DNAZEALIR ]
A B S DNA. JIA3 mmol/LNaOH
5.5 uL, &L FE10-20 min/li6R. A6
mmol/L ZFRZ(NH,AC)40 uL, i 71
KEEEPTEDNA, LUBAEK30 pnLifiE, -20°C
. RASSFIA WAL 5 1 58 & il 4 S B
(MS-PCR)FL ¥ 1F T 20514, 45 0l H k9 1%
RASSFIAZK H3¥5' CpGAL sish TmikZ
FIwIR 27 K K. RASSFIA-m-F 5'-GTG
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5-AACCCCGCGAACTAAAAACGA-3', § 1K
J#128 bp, RASSF1A-u-F 5-“TTTGGTTGGAGTG
TGTTAATGTG-3'; RASSF1A-u-R 5-CAAACCC
CACAAACTAAAAACAAA-3, § K109 bp.
PCRZ NV ARF25 pL. ®UDNA-Na 5 pL, dd.H,0
13.3 puL, 10 Xbuffer 2.5 uL, dNTPs(2.5 mmol/L)2
nL, Tagh0.2 pL, 73 I HRASSFIA-m [ 5]
Y. RASSF1A-u b M5 19 %1 uL. V44
95 CHiAEYES min, 95°CAEE60 s, 55°C 60 s,
74°C ZEAR2 min, FE30MEFF, B m —AMEHT4C
HANEMS min. B EIRPCRA 15 pL420 g/LEy
NEBH A H vk S e . FUK U I H K odak
3.5% HERAFEAT B 5 00 . BEALGE B 249 5 e A
A, RASSF1AKED AT R FHEALPCR ™),
&G 3T = 1 A AR B AT R 2 w0 S
I3 AT

Gt R R, K5 KAE R B
Mo = 0.05, 455 FHSPSS9.048 T Hi A1 kb B

2 BR

2.1 HERASSFIAY ALK A F 5B 432
BbrAR, 42001(62.5%) %4 TRASSFIAFEA
JA B IX AL, Hodr, ADHOh 2R B AL, R
53 4 AR EE FEAEORAF, B H 3L,
TE32M51 9 57 4R, A /ERASSFIAKL N A 31
X AR I R AT 1490 (3.1%). (6 RPEmAsh, %
T R R R AR 3%IE, ZEHEE R
FHEAL R AR 2837.5% i, 15 90 FH AL R A 6 0
FAH P KRN E R ER R ZE A BEE
(P<0.05), HAxac 4l 2 m) beig 72 53 00 B (I,
K12). fERASSFIA AL B bR A, HAEDR
1 CpGEy 16N CpGAL AT 1440 K A T A
1, A AL B bR AR, CpG & 1) Jm e (C)
AT AR PR I E (T).

2.2 RASSFIA Y &AL 5% 22 5 B B s SR A4 A 69
e W B i 1 N1 S AN A S A = AT
RASSF1AJEPR A )1~ X F AL e A2 2R AR TR0
1 B8, 2399 h33.3%, 55.6%, 63.6%, {H8-25M
PrAH LA R AR R S AR L 2E R L B
X (P>0.05). B AR A R A R R R
Hh64%(16/25), Tk EL4E H R AL S0 R A %
42.8%(3/7), Wi 2 i) Lhse 22 3 e i 5 .

31718
RASSF U2 — P AL ], 42K 1873 bp,

A A MRASSFI
AERBEAR R
DERR A U
B AR IR
HEL BB
VALK A RE
WL, s R T
I PRAEIR Y.
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AER BT RE
B, #—F AR
TR A A A
#) 7 5- R-2 BE AR
JBL3F(5-aza-dC) &
77 )5 1# RASSF1A
FTHEA, ALK
IR, s
PG I R,

B
Marker; m: FHJ!%.%{{:,%%%, uw: JEFHES LS. 1-2: ﬁ%?ﬂ, 3—4:
KEE 2% 5-6: BHEH R 7-11: B

SE. SRMEKRTHRASSFIAERMSPESR. M:

TR )T K6 AR T, fEIL R BT X AT
E16ANCpGAZ . RASSFIZER i A TR
A (1 B B R 31, FER3AS E ZE W R, RIL:
RASSF1A, RASSF1B, RASSFIC. RASSFIA{E N
— bR A R, D R R TE A 5 B0 i R
I FH A k. IR ILAE Ml . FLIRE
JEE M R A 2 R R 2 2 P TR ASSF1AJE
DR 26 S ), B LW, RASSFIATE £ Fif
i e v I8 RGE AL B T B 3 F X CpG
5 1 S P v AR T B IR T WL RIDN A 3
ARSI T 10 i 3 . b mr D0, oy FE A
g B R OB YR, A R 1) AR B
FES. e 41200 (R ASSFIAZE R oK L1k
AR ARAT R (¥ F 3610, RASSFIARE N A 5+
DX A= e F A 1R T 3 A 1 R P A2 35%-60%,
TE I P AR /N 40 P Mg o L Lo b ) B 2R )
S 72%-78%, 49%-61%"". RASSFI1A K%
AT RAR G, (ARAR /N T10%. KIE
RASSF1A R £ FELAL 4 i 771) 5- 0-2 5t 48 17
(5-aza-dC)AbH Jm G AL, X4 IR VAT $2
HET B HE.

H Wi B 4h AT 1 Z RASSF1A H FEARIR 25 (1)
ik, Kang er al'"” N 45 S MEPCRE i 732, #0
W 726801 H HL bR AT RASSFIA LA
B, Hrp s skl R, BrEE R, Bk eE
(IM), HHE(GCO)S. 45 F M, RASSF1A R AL
R AAE B e, AE e AR, W R
b R A Rt A 2 TR 1 R AL R AR
U055 — SR 57 3 R S AR S 5 PEP CRAS 7
AT E g bR A R AL R AR RS OR
R R MAESE T X — P AR A
MSPi, A4 5 £ 400wy, R B0 B v, AR
HE e H RIER A FRASSFIA R 3 FA7AE
FEAIRS TR, 25 5K, 753241 15 s 4121
i, 1962.5%(20/32) (AR A AE{ERASSF1A LA
JA B DX AR, 55 A2, Ao R
b UA3.1%, 3 Z M A 22 e 7 B 35 i X
(P<0.05). KWIRASSFIAJi) T IX itk 2 5

2000 bp

750 bp
500 bp

250 bp
100 bp

B2 BE. BERMFRTPRASSFIARAMSPLER. M:
Marker; m: FZEAVE&HT; w IEFIRIVERAT; 1 5542, 2: 7%
FHRE; 3 EYEE R 4 BB

TERERNRAERRE. 7EH R, LREE
R IR KA FAK3.3%, 1024 & AL
T s 151 037.5%, H 3% 2 () LA 72 S 0 \o 3%
PE, T REDA Ay 49 /0> 1R S PR s R A e A %
5 M SRR B KRR AR A
FEP<0.01). 75 B EL A 2001 b s a4k
H A B R ASSFIA FUIEAL R A2 R AR TR /0 ik
B, HEA 2 M 2R L. APk
W5 g P A Vb O 8 e A A I VA O 8 e A A PR
PR R 3 ) N 64%(16/25)F1142.8%(3/7), P
Mz R 2= o & Ve EIRASSFIAH AL
0559 B0 AR 5 B bR B2 5 2 A% I ) S AH DG
ASEEPCRANN 45 R 7R, RASSFIA AL
1 H bR A T LR JF B T IX Cp G Ry 16 1~Cp G
P AT 14N R AR T WAL, 1A AL 1 9 A
A, CpG I I I (C) A5 4 A8 Bl R I e (T).
YL LE B4 20, RASSFIAJEN 3 8) 1 X
SEAFAECpGAL i 5 RIS 5 SRR 45 1
4@5[[14-15].

AR OB V2 UF S JE 3 7 X DN A
P A o e 1 850 P52 R DR sy P (0 A G
AU AT LA K BT X Cp GAV s 4K
RASSFIARING I T EHLEI, 55 1)k A i
HOR A EEH.
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Abstract

AIM: To study the clinical significance of
autoantibodies in patients with primary biliary
liver cirrhosis (PBC).

METHODS: The patients with PBC (n = 52),
non-PBC (n = 202) and healthy physical exami-
nation people (n = 40) were examined in this
research. Autoantibodies against cell nuclei
(ANA), smooth muscle (SMA), mitochondria
(AMA), heart cells, skeletal muscle, parietal cells,
double-stranded DNA, live-kidney microsomes,
soluble antigen, and neutrophil cytoplasm were
detected by indirect immunofluorescence assay,
and anti-myeloperoxidase (MPO) autoantibod-
ies were detected by enzyme-linked immunosor-
bent assay.

RESULTS: AMA positive rate was 88.5% (46/52),

which was the highest positive rate in PBC pa-
tients. ANA positive rate was 71.2% (37/52) in
PBC patients. In non-PBC patients, 20 (positive
rate 9.9%) were positive for AMA and 51 (25.2%)
were positive for ANA, and these levels were
much lower than those in patients with PBC (P
< 0.01). AMA and SMA in patients with PBC
and autoimmune hepatitis (AIH) were markedly
different from each other (P < 0.01). However,
ANA did not differ between PBC and AIH pa-
tients. Among 18 patients with primary scleros-
ing cholangitis (PSC), six were positive for ANA,
seven for AMA, and these rates were lower than
those in PBC. The ANA positive rate in hepatitis
B and hepatitis C patients was 9.0 and 22.2%, re-
spectively. AMA positive rate in hepatitis B and
hepatitis C patients was 7.9 and 3.7%, respective-
ly. These data were significantly different from
those in PBC patients (P < 0.01). ANCA positive
rate was 26.9% (14/52) in PBC patients, followed
by MPO (25.0%). After y” test, both were much
higher than those in AIH patients (P < 0.01).

CONCLUSION: Determination of serum autoan-
tibodies is important for the diagnosis and treat-
ment of PBC, and is valuable for distinguishing
PBC from other diseases.

Key Words: Primary biliary cirrhosis; Mitochondrial
autoantibodies; Antinuclear autoantibodies; Neu-
trophil cytoplasmic autoantibodies; Anti-myeloper-
oxidase; autoantibodies; Indirect immunofluores-
cence assay; Enzyme-linked immunosorbent assay

Liu N, Tan LM, Dong Y, Cao LP, Li H, Cai LL, Xu CY.
Clinical application of autoantibodies in patients with
primary biliary liver cirrhosis. Shijie Huaren Xiaohua
Zazhi 2007; 15(21): 2358-2361
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(ANA). #-FERIIAR(SMA) &AL
H(AMA). #S MURAR(HRA). 3B 3% AL
FAR(ASA). A @I (PCA). R
#4DNA(ds-DNA)IAR . I B o R ik
(LKM). 0 T AT 30 R (SLA) TR Ao i o ik
¥ AT FAR(ANCA)SF B & #/k, ELISA
A AL T BACEE R IR (MPO), ST 4R
PEAT ©RUME 5T

ZH: PBCEH FPAMA B 3 % 5 446
151(88.5%), ANATBPEFE 4 71.2%(37/52); 4F
PBC & & ¥ a4 0 2 %) 42041(9.9%)F=
5141(25.2%), MmaLbE, Ak H 2 FHE L
(P<0.01). AMA. SMA#ihtainl £PBCY ATH
BHEP, HAEFEEFHEL(P<0.01). 127
212 8 A ANATE M E TR F & L(P>0.05).
PSC# Z 18I ANATR 65, AMA 874
HILTPBCE#. HBV, HCV 2 # % &
ANATEMEZE 53] R A9.0%F222.2%; AMATH
PN R A T.9%F93.7%, 5PBCE Fbikh
H B FHMZF(P<0.01). PBCE X AT RA
#rmlds-DNA, ANCA, LKM, SLAF&MPO#
R EZFPBCEHFAMN R HYWANCATR
MR %26.9%(14/52), L RAMPOMEMEE A
25.0%(13/52), 5 AIHME, A EFEERE
SL(P<0.01).

ik ik B AR LB, BT e
FELOE R & M Re it AT AL E A &9 E
FAE A 23 5 PBC R E A4tk 95 5715 b Fe s
A FIEFEEZHESL

FERID: R M AEIT I ARRE AL TRk IR DU, Stk
Bui; e kg B BT Tk, PuRE SALEE T,
[B) 4 G g 9 e s, BB S s il <E

XIT, (BT, B, BRI, T, S5, FES. BEKE
B HE B R E DS IEIENRY. RN MSERE
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PBCHHRIE BRI 2 . 555 I fo i 98 ikt
52IPBCH# Je 20261 FPBCAE & AT T A &
UK, IS5 RAR A 20 n .

1 SRIRSE
1.1 ## 52051 PBC % 202414-PBCHE ¥ i
B R 2E 3 R R 5E2000-01/2006-12 H 1112
1 BE #1290 B, 38 7 B 20004 3 [5] B 9 2 &
(AASLD)2 k!, s245PBC i B o, &«
4345, 8 14-69% (1452, P 55 it 2 J2%
PAabry R BV, AFFF D) B3 AN IR 2 i 5 202
BIAEPBCAr A H B e P T R (ATH)4 141, Ji
RAEREAL T4 46(PSC) 1845, Z T 28 (HBV)89
Bil, NI (HCV)5441, 3861, L1644, 4
W h23-71(CF1142); fd XTI 414041), 22003
B AR T ER AR R, B3 15H1, Zo25l, ARk
22-59(°F#J37). ANA. SMA. AMA. HRA.
ASA. PCA. ds-DNA. ANCAZE [ 5 Fihik )
P A IR 5% 8 ] 227, MIP OSSR H  []  52 8 )
FA A IR ELISATLIR 771
1.2 ik BRI bR A N 2 AL if12-3
mL, P12500 r/mini# 5 20015 mindy & ML, 5%
Folv 51 B4 ARSI P 5 4 3 T A A ) 1
HRISOPHRHE AT HEAE.

Bt AR HR MK HISPSS11.58k
BTG 0T, TR T A5

2 4
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X AT AMAPH R 0 10.4%(21/202), Piditk
5, HBEMEZERP<0.01)(#1). PBCIIFPBC
BERMeME T HANA. SMA. AMA.

HRA. ASAMIPCAHUASS R 2 /RPBCH#H AMA
PUARPH PR e, h88.5%(46/52); HWANA
FHPEZT71.2%(37/52), SHEREXTIRA LR, A
2 (P<0.01). AMA. SM AU I 2
PBCHAIH, 4 22 & X (P<0.01). {2
PIZH 2 B] TRIAN ARF P 206 Wl 2 P L(P>0.05),
HPPBCEESMAPUARFH ] 8K TAIH
B (K2). PBCHEA . dEPBCHE#H Ko 4l
Kiillds-DNA. ANCA . LKM. SLAFIMPO
Pk g KB /RPBCEF RN 5 = M /ZANCA
BHAE R 826.9%(14/52), HIXIEMPORH 1% 4
25.0%(13/52), ANCARIMPOHAK MIZEPBCY
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48 ANA AMA ANCA
pEE % PR % BRI %
PBC 52 37° 71.2 46° 88.5 14 26.9
IEPBC 202 51 25.2 20 9.9 33 16.3
Bit 254 88 34.1 66 26.0 47 18.5

°P<0.01 vs 3EPBC.

= 2 PBCRIEPBCEBZMMMANA, SMA, AMA, HRA. PCARIASAHALZLR

. Y ANA SMA AMA HRA ASA PCA
pEME % pAE % B % pAME % pEME % A %
PBC 52 37 712 6° 115 46" 885 1 1.9 0 00 0 0.0
AlH 41 25 61.0 26 63.4 4 98 0 0.0 2 49 1 2.4
PSC 18 6 333 0 0.0 7 389 0 00 0 00 0 00
HBV 89 g 9.0° 1 1.1 7 79 0 0.0 1 1.1 0 0.0
HCV 54 124 22.2¢ 0 0.0 2 37 0 00 0 00 0 00
WiRAE 40 2 5.0 0 0.0 1 25 0 00 0 00 0 00

°P<0.01 vs AlH; %P<0.01 vs PBC.

R 3 PBCEEZENIEPBCEZ MM ds-DNA, ANCA . LKM . SLAFIMPOHALEER

s ds-DNA ANCA LKM SLA MPO
i e % P % fBME % B % B %

PBC 52 1 1.9 14°  26.9 1 19 8 154 13°  25.0
AlH 41 9 22 25  61.0 4 98 4 9.8 26 634
PSC 18 1 5.6 8 444 0 00 0 0.0 7 389
HBV 89 0 0 0.0 0 00 0 0.0 0 0.0
HCV 54 0 0 0.0 1 19 0 0.0 0 0.0
Wi 40 0 0 0.0 0 00 0 0.0 0 0.0

°P<0.01 vs AlH.

AIHY, 2257 B BEMEP<0.01)(3).
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BB PE4611, BHE 2 1A88.5%, il PBCAL HL#g %
ST AR R L (P<0.01). 55 SCHERIRIE SEA
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B R 5 AMAX PBC HAT 542 ) BLA2
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I A 71.2%(37/52), Loy K, AMAFUIAKY
MAEPBCHAIH, A74E% & M X, P<0.01.
MPBCEFH SMAPUA AT 6 BHME, BHYEZA
11.5%, ATHZEZ SMAPTABH G 26451, BH
HKON63.4%, WEE TPBC. 5k A—
L 18 BIPS C R K 45 L R AN ARH
6% AMABHME7#IMETPBC, HBV. HCV
SR I AN ABH P 25300 U 9.0% H122.2%;
AMAPHYER A 7.9%H13.7%, HPBCHE Y
B A TPBCH . PBCHEH MIFPBCHE LK
llds-DNA. ANCA . LKM. SLARIMPOPIA
45 R B RPB C R K I 5 = AN C A B 2y
26.9%(14/52), HIEMPORHTE % 425.0%(13/52),
Ly RS, ANCAYUARIIEPBC S ATHY, 44T
A B L(P<0.01). ANCATE k4 g
T PR AR B BT R A B (R B AA, T BT
J5 JEPR3FIMPO. Sobajima et al' 57 & B AEAIH
Hp-ANCAPHEPT R Z =Tk 828 B . p-ANCA &
AIHAHG A B Ptk —. JHUR - 2HEMPO.
SYPSCHIKE I H iZ A, #p-ANCAF B FPSC
IS W, AHAS s e PR, p-ANCAIE H] L
TAH. Bumthsims. w2 B,

TATTO s S AT B S PR IR, 45
TEBH P I v T AL %4 R ARE M HB VAN
HCVHER, HBV S & nl LU 1 5 G ik,
HEANAPHPEZ 49.0% SMAPFHTEZ Jy1.1%A1
AMABHTER N7.9%; HCVEEANAH TR N
22.2% AMAMHPEHK3.7%, [AIHCV A LU S
PEA B PRI A AR SR A B
R NARRES S TR, 80e5 35
Pras B A SLRBUR A A OC. FrEL, FeAT TR 0
AT B S BRI 43 2 2L,

B, M B S BRI R 12 W, 697
MR IE-PBCHIR A+ mEAEH. X
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Abstract

AIM: To assess the feasibility and safety of
laparoscopy for treatment of mechanical
intestinal obstruction.

METHODS: Thirty patients with mechanical
intestinal obstruction underwent laparoscopic
treatment. The etiology of the mechanical intesti-
nal obstruction was: intestinal adhesion (1 = 18),
internal hernia (n = 1), volvulus (n = 1), intus-
susception induced by diverticulum of the small
intestine (n = 1), intestinal stromal tumor (n =
3), small colorectal cancer (n = 1), inflammatory
bowel disease (1 = 3), and colon cancer (n = 2).

RESULTS: Twenty-eight patients were suc-
cessfully treated by laparoscopy; 17 of these
underwent a laparoscopic operation, and 11 un-
derwent a laparoscopy-assisted procedure. Con-
version to a laparotomy occurred in two patients
because of serious adhesions. Operation time for
the 28 patients who were successfully treated
ranged from 30 to 200 minutes. After their op-
eration, patients felt less pain and recovered

quicker than usual, and bowel function recov-
ered within 1-2 days. The average postoperative
length of stay was 5 d. Patients were followed
up for 4--32 months, and none had recurrence.

CONCLUSION: Laparoscopy is a good diag-
nostic tool, as well as being applicable to clinical
treatment of mechanical intestinal obstruction.
Laparoscopy may reduce subsequent formation
of adhesions.

Key Words: Laparoscopy; Mechanical intestinal ob-
struction; Surgery

Zhou BJ, Song WQ, Yan QH, Zhang ZX, Lin L, Li DB, Ren
PT. Clinical application of laparoscopy for treatment of
mechanical intestinal obstruction. Shijie Huaren Xiaohua
Zazhi 2007; 15(21): 2362-2365
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Abstract

AIM: To investigate the correlation between
progression of hepatitis B virus (HBV) infection
and expression of CD4"CD25Foxp3" regulatory
T cells.

METHODS: One hundred and thirty-six HBV-
infected patients and 40 healthy controls were
selected. CD4"CD25 Foxp3" regulatory T cells
expressing was detected by flowcytometry, clini-
cal data of HBV infected patients was consid-
ered.

RESULTS: Expression of CD4"CD25 Foxp3”
regulatory T cells in HBV-infected patients in-
creased markedly compared with that in healthy
controls (7.48 = 1.03% wvs 3.58 £ 0.71%, P < 0.01).
There was also a significant difference chronic
hepatitis B compared with chronic severe hepati-

tis B (6.55 + 1.26% vs 8.65 = 2.58%, P < 0.05). The
log value of HBV load correlated positively with
the expression of CD4'CD25Foxp3” regulatory
T cells (r = 0.332, P < 0.05).

CONCLUSION: Peripheral blood CD4"CD25 Fo-
xp3" regulatory T cells levels are closely corre-
lated with the progression of HBV infection.

Key Words: CD4"CD25"Foxp3™ regulatory T cells;
Hepatitis B virus; Flow cytometry

Zhou LP, Chen X, Ba J, Zhao LS, Li YL. Correlation
between expression of CD4"CD25Foxp3” regulatory T
cells and progression of hepatitis B virus infection. Shijie
Huaren Xiaohua Zazhi 2007; 15(21): 2366-2369

fikj BL

BHH: #THBV & 4 & 41 & f2.CD4 CD25 Fox-
p3" A T K -F 5HBV A G &Rk 42
8 8 K

Jik: HBV R %136 % At A R40 %,
BRI AR R S & B AR AR ] Sk F)
CD4'CD25'Foxp3 A MTa e &k, 44
HBV & % 16 R SLEEAT 547

ZER: HBV R 4 5M A s2CD4'CD25 Foxp3®
PN T a0 M0 F A R B R AT R R 35
(7.48%+1.03% vs 3.58%+0.71%, P<0.01);
R AT 5 1% M E A AT 48k, 51 B
CD4'CD25 Foxp3” TiAY ey ik £ A
BB £ F(6.55%+1.26% vs 8.65%+2.58%,
P<0.05); HB V& # 2 69 s 5 5 91 ] oo
CD4'CD25'Foxp3" TR tm e # & ik F 2 4]
A A £ (= 0.332, P<0.01).

4518 HBV A F 4 5M R 2CD4'CD25 Foxp3”
1)‘] T Tl KT 5 kRt & 2AR K.

X§215: CD4°CD25'Foxp3 A LT, ZBIAF
RIFEE; TALHARAL
BIIY, BRbT, BEF, XER, RIS, HBVRERGINEM
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0515

CD4'CD25" i 5 P T4H Jfd 7 i e AR HICD4™ T
I H 1) 5%-10%, AT 0 R SR A 3R A
ERG M IRE, T 4EFE i 52 K Fads R
A EEAE Y, HCD25%> 778 Al TR B 41 A
W AT R IE, ASREAE R VTR T A0 M R Sk
bRk, HE 2 AR B, SRR I e e 5 A
F(forkhead/winged helix transcription factor,
Foxp3) L ERIAECD4A CD25 T T4 i I,
5 PET 40 0 ) D e DI AR OC, 2t H T e X
CD4°CD25 Ml 5 T4l M (¥ e e dr ™. 2 Y
JH 253 BE(HB V) A& — M AR 40 B 5 PR 5, T
SR A B A5 I 02 B HLAR BT X HB VAR 5 1t Bt
JI G S NI 5 1S, T HLHB VIS 1 & 2
REFNEG VA 518 E W R BOoREHE DG, T
CD4'CD25 Foxp3 "I 15 T4 i n] LA B A4
13 J5 10 G B NP, BT i e 2 A M S AR
MHB VYL 4M & .CD4"CD25 Foxp3 5
T MLV, 856 B AR 7 W1 Ao # i, 8
WCD4'CD25 Foxp3 15 PET4l i 5 HB Vg 4
Je B SR (R A A

1 MRRTSA

1.1 ## 2005-06/2006-1241BtHB VI 4L #4136
fil, B84, L5241, AEHE21-75% . Joh g L
5345, Ptk B L4240, A4 14, TG
S BORG G, Ir A w1 275 5200047 75 22
SPEITH) R EEtEFRBIa T %) Wiy
RUBRUES . Sk FeAd BE N 4054y fek e xt A, G
SETEL . L BSESR. APCERRIC I BT
CD25mAb(#iCD25-APCmAD), FITChric Y R $T
ACD4mAb($1CD4-FITCmAD), PerCPArICIH i
PLACD3mADb{FICD3-PerCPmADb), WML 24514
J35 EBD2A ] 7= h; PE anti-human Foxp3 44 ffix
& [ 5% [FeBioscience’A 7l; HBV DNAX
SN E P CRE AT I, R R IIITHE 24 7]
A= FPHBVAZ RS 35 (PCR) Rl i) 1.

1.2 7% #ki2 mL, EDTAHUEE, 185, B4
1f1100 pLIA S —i 4, 733 ACD3-PerCP
10 uL $TCD4- FITC 10 pLFI$HTCD25-APC 10
pL, A5 =G HUE 30 min, SRJE K
M2 mL, %WEEOE10 min. HPBSEERE A
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B /B 52 7701 mL, 4°CBEEH 40 min, Pei )G
BIIAN20 mL/L M2 ul, 4°CHEEE1S min, JIA
anti-Foxp3-PE & I1gG2a-PE[f %} I, 4°Ci#
30 min, YESG A 10 og/LE 5 PBSH
%, FACSAriafis\4H A Divafk AFEAT 73 H7. LA
FSC. SSC. CD3-PerCP. CD4-FITC’E X.CD4"
T, 50X — 41 I CD25 Foxp3 41 LK)
bl s # 0R H SER 28 PCR T, H
FFRocheA A HILightCycler H sh# &AM &
HB Vi £ 4 5t

Biit 2 A0 FR AN [RIHB VS G 21 A 1 R 41
CD4'CD25'Foxp3" T4 I /K P b4 R H 5 %
I3 AT, LSDVEMEAT M P L, AH DG 23 #1 R
PearsontH X 540 Hdli HHmean+ SD& IR, iy
PEELR HISPSS1L.S A R G AT 40 #.

2 B8

2.1 HBV A # #5FF £2CD4'CD25 Foxp3’
TR Y @ ke Rk HBVIEY H 4 A i
CD4'CD25Foxp3 i 15 HETA ik %4 7.48%
+1.03%, fi# FExf 41404 f.CD4'CD25 Foxp3”
T TETA R IE % N 3.58%+0.71%. HBVIE G
F A1 IfLCD4 CD25 Foxp3 i 15 1 T4 g ik %
A Ak R TR 2 I S (e = 14.724, P<0.001).

2.2 M 2CD4'CD25 Foxp3™ TAY fafiey k&
K5 R4 e % F AR 2 I HB VI
YL hhJEILC D4 ' CD25 Foxp3 ™ T 4i i (1) 2%
K FE L] T BT U2 (P<0.05, K1), H
S E R, R 2T AL, REAE Ak A AR R i
CD4'CD25'Foxp3™ T4l &K1k & 70 % 0
1 h6.65%, 8.65%F17.26%. Tk £ 4141 A 1
CD4°CD25'Foxp3™ T 41 iRk K 5181k
I O LA Fevt 248 L (P<0.05). 1214
JH2H TR 75 40 f 1A 26 AR T S P ) Al AL 4,
AZER G2 L (@P>0.05).

2.3 CD4'CD25 Foxp3” TiA¥ tale % ik 5HBV
B wgAR R 13640 EFH BT THBV-DNA
By IO, RS £ 5.0 X 10°-10" copies/L.
HB V#5110 £ {8 5 414 11CD4'C D25 Foxp3”
T 7 40 M 1) I8 28 2 (R AF AR IEAH G (r = 0.332,
P<0.01).

3 171E

H A F 50N A HB VI G 5| 1) 12 1 T % 3= 22
S G AR BT B, HB VIR S SR ST T
BB A HTHB VIR [ R LT S 21/ F

mi: A2
5wl g1 A s CD4’
CD25 Foxp3™ T#m
R LA A R Ky
M HBYV R e #
NN S IR
AAe T f kRt
S W Y R om R %,
ECE
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e ng  VEIVEITD RSO BTN MR, X T ety IRl
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ZAEAERAA,
T 3 13 3 4R 4
It 7 Xde A B
He fik A ) R ok
20 i B 4 3 4
A2 H o, 97 A ) AL
LIRS o

RGRRA N ey sz R ELZAEN, wlalid Ak
PR e 1 7 2 A A ) ) 553l 4 i R
TAEN ] G % RGP RE, AR L G 0 AL
AT 4G 29 Franzese er al"%fCD4"'CD25"
W PET A0 M AE 202 Pt HB VI G 1) R0 AL
AT THEF, AHTEIR S EHB VIR IL 2 1%
PEHB VI YL, CD4'CD25 T4 gl n] F
EFXTHB VR S EBTR 1CD8™ T4 i i) L fie.
Stoop et al™WFFE A CD4'CD25 I 15 HET 4N Y
HHBVIEGAZ TEAHLEIG . H AT w AR WRA
KCDA'CD25 W T TN e 5 HB VI L 5 7
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