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Abstract

Although liver fibrosis represents a process of
healing and scarring in response to chronic liver
injury, there is a lack of effective therapy that
targets liver fibrosis. Interleukin-10 (IL-10) is a
cytokine that down-regulates pro-inflammatory
responses. In vitro and animal experiments have
suggested that IL-10 plays an important role in
hepatic fibrogenesis. Recombinant human IL-10
has been produced and is undergoing clinical
trials. IL-10 therapy may be clinically effective
against liver fibrosis.
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Abstract

Liver fibrosis represents wound-healing re-
sponses from liver tissue injury. Multiple mech-
anisms underlying liver fibrogenesis have been
explored. Inflammatory cytokines stimulate
fibrogenetic cell proliferation and activation, the
production of extracellular matrix (ECM), and
the secretion of various cytokines and enzymes.
All such alterations lead to a relative increase in
the deposition of ECM components. Decreased
degradation occurs with resulting excessive
ECM accumulation in the liver. It has recently
been suggested that, besides hepatic stellate
cells, myofibroblasts may also constitute an im-
portant population of matrix-producing cells
in liver fibrosis, and especially in cholestatic
fibrosis. Confirmation of such observations will
be required for the development of antifibrotic
strategies that specifically and efficiently target
cells responsible for the different types of liver
fibrosis.
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H 41 g /r %-6(interleukin-6, 1L-6) L fEMF
Kk, MHSCHr &k b2 I iR 1 & A
(glial fibrillary acidic protein, GFAP), 5fili %
(synaptophysin, SYN), Nestin, fiZEK K
(nerve growth factors, NGF), ffi£ f K [K] 152 44
(nerve growth factor receptors, p75) I £ I
“f-(neurotrophin)Z&*",

EMIG R BB, MFH AR Z40 1% 5k,
{HXTHSCI AR YE, HRreAeE . SIHt
FOANHS CHAIE T Py I 2 40 8™, I ok
2 FAEHE 1R 7" HS CHI e R I T Fh 22 SRR
(DHSCHIE BiRh e RGuke 5 MRk, (2)HSC
1) 22 5 T AR EL TR e s 48 O AH BN, 542 TE (1)
RN ARANR]. (3)1EH T iF 2 HSC
R 2 RAY V) REfh . (4)HSCHIE L FpIA
(R)'EF b 2R 2 AR L2 My e 5 1l (5 J b e
IO SHEE), JERICE RN (5) LR A
IR nT AR HEHS CHATH, A B I 77,
IIAAH N 52 AR50 32 W) 8 40 I H S CHG 5E A1 53
WL (6)B R LR B /N BUHS CHE A4+
Br R AR KGNS, IS B2 JFHSCA K& 1
PR, IR e 4 U T HS CAVE 2
2830 TR Y, 8 W] A w22 5 Tk B
WAk, B, Roskams ef al'" A HHSCIEAM E #h
2520 W B RR 22 P Sy WA A T, AR NG AR 2B IS
LS UFHSC A A

JRUEAEE iR i, HIE 7820 UEdE i BT HSC
RERS AL A MF, H RS AL ITHS CTE A FIMFAH
BL, WA e 3 K 5 A IR H S CFR A UL 2T 44 41
JH, AN WUBCET e RE 40 i, e 4h S 2 P an g
P FRAHTRE. 54, H T2 Bk N Ao aE &
Hdesmin'/a-SMA flldesmin‘/a-SMA 1 k% 1 1
AL ITHS CH S E brid, (HCHIESEM PR RER A
desminflla-SMA, A T A4 R B4 P A58 BT 1 1)
HSCHABEHEBR AT MFAFEAE, X AR AE X 43 1% 48
945 1 EHSCHN B — & L R /E F 45 3.

2 MFROHSCAE K51

Dudas et a4 K FHSCHE TR AME TR, RACE
FRRT Al AR, 2RI TR 40 B AR A A K
SR . AR AR, B3R LR R RE
KARAARE, I KRBT, 546, Bk
IIEAREEFET AN 18% 4N IE & A IH T, SE24RHs
FilT, Z980%HSCR AT, SR, M4 2
IMEF WIASTR], A A 4 5 16 7 R4 TE A 0, 724K
AT LA AL AR, TR AR R K REHSCH
RT3 HIRAREE IR HSCE IR A MF, i
A WK I ARIE TR HS CRE L HAE K
MF. 3t 050 & B, HSCAETE AL L F v [A] 1
#iECD95(Fas)FICD9SL(FasHi44), Pl nl i it
CD95L-CD95Hl i F KT, KN IR IIME K
FiECD9S, AFEIXCDISL, NI AKIMET:, 4
T CDOSEIE T PR B8 SR ZE R F--o( Tumor
necrosis factor-o,, TNF-or) 1] Ui 175 5 K SEMFH
T BRI, AT S X T T 4 R T
JREE, X TMFAHSCAKAFME M Tk — o
UFSE.

3 MFRIHSCIEAR B SE BT A 4L PRYER

JVF£F 4 Ak n] J A [ 6 DR 5 ke, LA [ 95 DL JaiE
R AR R LRI AT 25 5. DR A0 DY S Ak sk
75 R I AT YA L B 2 1 2 5 R T 4 Al 3k
BERNSE TR AAE, Hr= A4 K4l i A7, fEiHSC
AL BTN 20 WECM, BT 48955 515 & BT 21 Ak
FRL A B b S ABL . S ol 1t 335 A IE 4 4 L
JEF 2T A A ASE TR FR ML S V1 A5 DX K PRI 2T A 21 27
HEA, T P ST A RE AN QA B ek, HELTE 5 AR
ML S HEUI 25 455 o F £ AL L) 5 2L,
H, WKL DAL RUIT 2895 2 S 2T £T
Y A0 LR DU SO0 A2 0 2, B e IR 2T 4
LA TR . IHRA L. IRIE R
25 L W 9 5 2 P IEF T Ak — T 46 5t LA ) SR
LR LN T

www.wjgnet.com



TEE, F. RS EDRA 2R B4 PEVER

2475

Cassiman et a/'"" B AL ARF T T A
K FRUAS R 99 DR 3 3500 4 A AL 4 230 2 Bl 4l
J ks & R IE, HR 4 3B AR B A FDEE I N 41
YE/E A oy h3 2 (1)SE BTN 32 4T 4 A4 il
i (2717 DX RN 2T 4k ()5 PN 21 4 25 i e, (3)4F
Y [V SR/ SRS S () A1 4 2 e An e, 5532540 il
(bR A TR P ZRA B 2 ). Knittel er al'™ R 3,
EH KRBT 2%, HSC(LAdesmin/GFAP™ 4
Fric) AL RF IS i |, MF(Lldesmin'/a-SMA'/
fibulin-2"/GFAP A RIC)AL T X, HH dei ik
JAFEL 75 DS 5 Sk L5 I, HS CHl
B30, T M PR SEACANS. SR, #EDU &4k
B 5 K B 2R 44k L0, 274 B% 4T HSC
FIMEF, 75 £F 44 B, MEF & 454 (] 55 1) 3=
Y1 . Beaussier e a/'" T4 45 St 3F SEAE IH
SVE S LS R B AT A, I X ) 4
R A . XSRS 4 AR SR A
12 AN S A R TR B S A XN £ 4 2
AL [R]— 2, SN £ 4 AE i i ml e A2
HHHSCHE LI 5 1T K, {H 2T 4 ) B P 1 241 4 A il
g0 i ] B VA X MEF 23, 5 k.
FEUL, SN FIECM 43 1l BE A2 &1k FTHS C
T, 2T 4 1] BE AN A X IR E C MU 23 1] i A2
HIMEJT 73, AN &t SN AT R K HS C
43 UE,

B2, HSCHIMF &R mbrE . Hmas
M AR E . I oA R AR AE AR
KZESEW AR, HSCH] fig & MU SRS S 2tk
JIF 05 1) 32 32 2 5 41 i, MERTHSCL [ 2 51U
AR S K U ET4iAb & A K e 4RTTT, MF
FERE TR RS K BT 4T 4 Ak R A R e ik R b
e HAT AR,

4 FREE
H ATMFAE S 43 5 15 52 (4 R 0,
IEH B JEME, 80 5, Rk 47 4 RE4
WFEAZ AMEIE R 22, S 5 80is 120, f#F
Y R AU GBI, S A A
PSR A LR Z AL, 55 AN UE 8 25 W P 30
B DX IR AT 4 REAT M 35 4 MFP . T AGuyot
et aliN P IEH FF 0 EMFA74E, HSCHRIZT
YERESN 340 R MF IR A48 1, 75 i 4 T HS C
FI(E) £F 4 BRI 15 10 7 48 IMEF, 7 WECM.
0 i DR R 1 A R A5 o 2 5 T AT AL
HEFL.

S RIS, AR THSCAL, i 47
FEMF2 AR [ ECMA: 54l i, {H S 1999
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Fknittel FFXIREMF A R4 T8 aZ A, 1M
FEXTMF IR SRAR /D, 22 05 3% SPMFAE I Y
& AT ATAE IR I 27 4 A A RE IR SBE A 52
A, LGS Ky H AT %A —F A A MEF
O BRI I 07 vk, DR o LR K S RE I RIE 5T
W AR, BB ). BTEL, M4z ok
SRR AN IIME > B R % 7, 2 JG A A LA
it uk H BT ATAE B 22 B ). WTHSCRIE LR 4
YEREAN N 2T 2 B A0 MR YR R ME A 3 145 1)
MF 2 752 [/ M4l iie? HSCHMFJE [H-—2R41
JEL AR AN R  B B 2 AN [i] PR PR A 4 2. 53X
26 ) (50 PR RN A B 6] 4 A R 0 L T
HE— 20 WA, At Bh T AR AR [R 2R BT 4R 4L 5
FRARIAN [F) 1 P07 325 LA B8 A5 285 b L B 41
YA .

B2, HATHFR CHERBRHSCAR, i 3L
M 2RA LR YR R A S 5 I AR ek A= R
Ji&, I FOOAS TR DRI 5 5 10 1 4 4 A0 A FH A
AHIA]. AR T8 A NIMEF 43 3 FI R 75 5%,
H RS VF 2 W 8OCE R e, A5 R —2
YN
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Abstract

AIM: To study the effects of c-fos and c-jun
expression in the SGC7901 gastric cancer cell
line with insulin-like growth factor (IGF)-1I.

METHODS: Proliferative activity was determined
by the MTT assay. c-fos and c-jun expression was
detected by immunohistochemistry and reverse
transcriptase-polymerase chain reaction.

RESULTS: IGF-II promoted the proliferation of
SGC7901 human gastric cancer cells. The rate of
proliferation was time and dosage dependent.
Increasing concentrations of IGF-1I increased
c-fos and c-jun expression at the protein and
mRNA level. IGF-1I at 10, 50 or 100 mg/L re-
sulted in c-fos and c-jun protein expression of
41.32 +1.28,50.43 + 0.57 and 64.22 + 1.76 mg/L;
and 52.00 + 0.67, 63.20 + 0.95 and 76.31 = 1.16
mg/L, respectively. The ratios of c-fos and c-jun
expression in mRNA level with glyceraldehyde-
3-phosphate dehydrogenase mRNA were 0.316
+0.021, 0.392 + 0.0357 and 0.478 + 0.028; and 0.379

www. wjgnet.com

+ 0.006, 0.412 £ 0.022, and 0.494 + 0.048, respec-
tively. The ratios of the experimental group were
significantly different from those of the control
group (30.00 + 1.01 mg/L, 41.14 + 2.02 mg/L,
0.220 +£ 0.037, 0.290 + 0.064, respectively).

CONCLUSION: IGF-II enhances the prolifera-
tion of SGC7901 cells. The possible mechanism
is that IGF-1II induces gastric carcinoma cells to
proliferate by increasing c-fos and c-jun expres-
sion in a paracrine manner.

Key Words: SGC7901; Insulin-like growth factor 1I;
Reverse transcriptase-polymerase chain reaction

Gao X, Deng CS. In vitro relationship of c-fos and c-jun
expression with insulin-like growth factor-1II in SGC7901
gastric cells. Shijie Huaren Xiaohua Zazhi 2007; 15(23):
2477-2481

Fh

BHY: it B Z A £ KB F 1 (insulin-like
growth factor- I, IGF-11)%5 § /& 20 i SGC7901
c-fosAmc-junf ik 49 % &.

Fik: ko mpadEs, 2 A AMT Tk A 2 4
LA F VAR 1 B F R A B4k RS (RT-PCR)#Y
Z ik # i R B 3 EIGE- 110, 10, 50, 100 mg/L)
VB B S bm 0L )G 4 i 04 3 7A F Fac-fosFrc-jun
% & ZmRNA# F A L.

258 IGF- I 1A T 4m inSGC7901 &4 38 74 5L
ZIRE A nt AR MM, KA MR R It 5,
c-fosFec-jun® &, mRNA KA 34 3Ehe. f£IGF-
110, 50, 100 mg/L&, c-fosfrc-juniz & 45|
#141.324+1.28 mg/L, 50.43+0.57 mg/L, 64.22
+1.76 mg/L; 52.00%£0.67 mg/L, 63.20£0.95
mg/L, 76.31+1.16 mg/L; c-fos, cjun mRNA
5GAPDH mRNAAA S %] 40.316+£0.021,
0.39240.0357, 0.478£0.028; 0.379+£0.006,
0.412+0.022, 0.494+0.048, 3§ 548 5 xF PR 20
(30.00£1.01 mg/L, 41.14%+2.02 mg/L, 0.220
+0.037, 0.290+0.064)48 Hu A %3t 3 & L (P<
0.05, P<0.01).

¥ E %4

B A — AR
TR 0 B M
i, F K RALH B
WA KA A, S
FRM AN T E
W Ef R
Ak, B R
B EIREN, A
st B AT
AU 849 I IR R B
EH. AR ENA,
IGF-1 5 75 %
REW, MG
HEIAAIGF-T
B BE A R
K, LERAFR
oy ok K R
e R By E A
2KBEFN5E
% @ SGC7901
c-fosFrc-juni ik
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A E TR
Z— REEF &
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BEMHAEKAT
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L c-fosFre-junty £ ik i 5 B 5 0 IR 74

Kiia: BRAMESGCTI0L; MEREARKE T,
W R IR A B RE RN

e, IKE. RSEFEKETISEBER
SGC7901 c-fosflc-jun®RBIRAR. WHRENHBELRE
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0515

T 9 A — T R i Z AR i R bR, R A
WA K, FARVIBRAD 2 H A a7 e ik
J7 %, FLRIEALE i v oK B R, 2 oK B
B F IR E R R R, B AT
FUTERN, AT 7 988 5008 70 1 LA R RAS
W SEHr. S A KK 1 (insulin-like growth
factor, IGF)#/] tHRinderkencth1-1976%F M A1
I3 Cohndl 73 B2, H Hi A I & A4
KPR A7 2F8, 405 HIGF- T fIIGE- 11", IGF-11
& 6T Z AR AL B FE 2 Ik, 454 51GF-
[, Wi 22 JEUARBL, R 3t g 107 FORE AR, UL
MM AR R B A A B ER, (AL
D) IR 2R BRHLE W AN TS 28 2 Rl R 3 R A
IGF- I1 [ 5 5 s IR 05, IGF- 1T A9
F2E HIGF- 1 R 211, 15 3IPI3K/Akt, Ras/
MAPK 2515 Sl i, A I7E4n b i . 31k
PP A . c-fosMllc-junfl k% N %
ST, AT AEM A PKAE FH () R4 1, 3
1 FIMAPK A S N A1 k% FH 3G e-fos Flle-jund
A, ik e-fosMlc-juntk 1 BA e — F Ak Ec-jun
] AR R G A BIAP-1E 3N 4560 &,
FeyclinD1 Alc-my 55 JE R I, ANSLEGHR I
IGF-11 5 B3 41 fESGC7901 c-fosllc-jun ikt
KA, BRI RIEHLE] 2 W &iayT # A
EIE S-S

1 RRT5E

1.1 M B4 ESGCT7901 (TN SL ik =
i), IGF- 11 (¥ [E Peprotech 24 7)), c-fos, c-junPiik
R L4 7)), TRIZoHAF (il E5E L) T
FEA B2 7] 72 ), M-MLVI¥i % 53¢ fiff(Promega /s
w77 i), RPMI16405; 77 (Sigmals 7] ™ ), Bk
Al (Amrescor= i), DNAWG( L IHER 2= XU
%)), Nc-fos, c-jun . GAPDH5 |4 (Primer 5.0%%
i, B BB EYIR A R Ak, £ ).

1.2.1 gz N B4 MiSGC7901 4 75 5 &%
100 g/L/NA MM 100 kU/LT 5 % /2100 kU/L
FERE R IIRPMIN6401 15 723, 37°C, 50 mL/L
COAMF T HIFR.

1.2.2 vawk 3 b & s (MTTik) BUS B4 K40
J, LATO"/LIA) R B Bl F-96FLAR, 71200 L
Y FR24 hE SN B IS B IR, R 34
SEIG A (FEA B G TR 43 M I 2R B 10,
50, 100 pg/LATIGFE- I1)AIX 41 (EIGE-11),
HPERP34L, #637°C, 50 mL/L CO,5MEF, 204
57724, 48, 72 h, A5 g/L MTT 20 pL4ksLh:
FR4 h, O W, TIN50 L — HEETE AR
(DMSO) FHEIK _EE¥10 min, T H 3hEFEbR N
570 nm & LG BEAEL. TH A0 M3 5 e B E 2%
= (B-A)/A X 100(A: X4, B: sLK4H).

12.3 g & BOSEUE KA, Witk
O J5, K A R L2 X 1O/ Lk 5 42 b 31 2
E IR/ 244U, BEFLIIAT mLEEFR
5, B59R24 hJE B BiE, RS MIE 18 970
VE2UK, NN B AR ITGE-11.(0, 10, 50, 100
ng/L)CILE R 5256500 pL, —3L44Nal, B4l
31L, GkEEREFR48 h, B EE 3, PBSUE3IR, 4°C
Jo/K SWEE 5E 15 min. s 2040 77120 2 AR
W AT, HTE SN EME  A i o SRR 4 Ot
HFEAH(IOD), R4 & B 25K, BEk L EESAS
PRI, TRORAS $341 24 200.

1.2.4 i# 5 F 3t A B4t R0 (RT-PCR)Z B 4L
A KA, T Ak 50 i, KA B A2 X 1071
WL 2244 U80, FEALINAT mLEFFRAE, 55
7724 hjg 24 b, AN B 05 3G TR iDE24K,
BN AR B ATGF-11(0, 10, 50, 100 pg/L)
TG R 724500 pL, $£441(A, B, C, D), 413
AL, GRS E 24 h, R4 40 i, $EER
Y S RNA, RT-PCRILEA M c-fosFlc-jun P FRIA.
FLTRIZoVA T — AU i 40 f SARNA. 4%
Ah e E RS, 12 ng RNAHIM-MLV ¥
B S W HEAT 1 5 R N e DN AL LLGADPH
KNS, 3 LB TPCR V. c-fos
Flle-jun (P SNV 4 34 4 TAE#E9S C 5 min, 94°C
30's, 60°C 30 s, 72°C 30 s, 28 MEFRJ572°C A
5 min. 45 BRI 20 g/LEIEHERG I, 100 VHLE,
EBJth. 4557047 FIH SynGene A vl & (1) bt
IR A% & BE K GeneTools G A A 3E4T 2 i 1
IR, PEIR HARFE R 5 N 2 B IR () AR 04
Ak, K EHE BB Excel £ 4%, FIHExcel
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Gene Oligo Sequence Product size (bp)

c—jun Forword primer 5'GCAGGAGGGAGGTTTGTGAS' 500
Rerverse primer 5'GGAGTATAACCTGACCATAGCAT3'

c—fos Forword primer 5'GGAGAATCCGAAGGGAAAGGS' 367
Rerverse primer 5'ATGCTGCTGATGCTCTTGACAS3'

GAPDH  Forword primer 5'TGGGTGTGAACCATGAGAAGTS3' 434

Rerverse primer

5'TGGGTGTCGCTGTTGAAGTC3'

R 2 RNEREIGF- 1| {EFTFSGC7901EV MR B {E R 4BiEIETE % (mean + SD, %)

. 0 ug/L 10 pg/L 50 pg/L 100 pg/L

Al 1R AfE JBIE R AfE 1A R AE IBER
24h  0.374+0.046 0396+0.046 588  0405+0022 829  0.446+0.030 19.25
48h  0.418+0.019 0449£0027 742  0496+0.018 1866  0.5590.020 33.73
72h  0.515+0.020 0.601+0.044 1670  0.651+0.043 2641  0.703+0.033 36.50

AR X RIS A A

S F A G U imean+=SDE R, N
SPSS11.5GtH A 34T /34T, P<0.054 22 5745 i
E e

2 R

2.1 MTTm 2m o3 s 5 R WG AR VA3 SK
B4 Bt A A0 Bu 9 58 %, B TGF- 1T FE IR 3
oA e 1 e R S i, [R)RE 24 ) S (R IGF- 11
YEFHTR, B A B T ) SE K 41 A 34 B 2% 36 3 1 i
(#2).

2.2 IGF-1I % B % 49 BLSGC7901 * c-fosFrc-junk
B Rk e Frh R AL K UG A T 4 A
7R, c-fos, c-junPHYERURI A7 T Hokz, 940
SGC7901£1GF- 11 1 H JGc-fos, c-junfi K
EREIN, AR FITGE- 11 415 % 41 AH L3y
A B M2 7(P<0.05), FEAETGF- 11K T,
c-fos, c-junti [ A IE I, 7EIGF- [T 249K
9100 ug/LIF, c-fos, c-junth [ KX 2 (K3).
2.3 IGF-1I &} B 7 28 i.SGC7901 ¥ c-fos mRNAF=
c-jun mRNAF K &9 3% v@ 6 LUK 45 AT HOG %
45 Fc-fos, c-jun, GAPDH mRNAKIA K]
6L, LGAPDH A A 2 Y, 5 Hic-fos, c-jun
mRNARIEEFANME. 455 E7: 10, 50, 100
ug/LITIGE- I #l3#SGC7901 /5 [fc-fos mRNA 5
GAPDH mRNALUAE 540316 £0.021, 0.392
+0.0357, 0.478+0.028-5 X} 1 £10.220 +0.0374H
b, 2538 Gl 245 X (P<0.01). cjun mRNAL
GAPDH mRNALUAE 731 240.379+0.006, 0.412
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xR 3 REREBIGF- || Mc—fosFlc-junBEZRIXIODE

B9820@(mean + SD)

si8 IoD (107) .
c-fos c—jun
IGF- Il H(pg/L) 10 4132+1.28" 52.00+0.67°
50 50.43+0.57° 63.20 +0.95°
100 64.22+£1.76° 76.31+1.16°
WiRA 30.00+1.01  41.14£2.02

*P<0.05 vs NIBZH.

+0.022, 0.494+0.048 55} [#410.290 +0.064 4]
bb, Z A Geil 2= L (P<0.01).

317E
T e A2 B DL P A P e, YR T
75 Rk b o, s (5 95%, At —F4x ok
PEP, (HBPEN] . AN AR ], 1 KA X
M) AR ] R A ) — b XA [R] B 391 1) A T
HHA R ZE T e AL 2 PP DR 3 R R AE
LIF 2 5 A, s S RO 0 5 DR 2R3
LA KR AR VR . SRR SR R
DNAESE RGBS S R AR KE
R E EE R, AR, SRR T
() T R At B o 0 R L,

IGF- 11 & —FhlE sk 22 245, (et 2
AN R s aE, EI AN T, NJRIGE- [T 3E AL
TR fR11p15.5, NEINIMNE T(EI-E9). 44
Ja 8 (P1-P4), A6 MM F4ifd5'-UTR, 4h i

AXAVLE &Em
R A BT %, 1%
HIGE- 11 & & 12
il D g
wte h, SEE T
HRRET — &
0 B R
#* & A B SLRNA
Fe 1) 75 J7 3 ML BT
IGF- 1 % Fid@ %
W 4E — IR AR T
B A A 0 R
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1-;4; ?z - 17, 84ut B IGF- 1T BEEE BN, M ET9 e a/ FIHRT-PCR. 554+ PEPCRIK 57248 I 5k
BOTK): A—d  HOIARENR3-UTR, BIFIGF-IMEME2 AR S A bk LA BB 4140 IE 3 % 4l
el j,j;g;@é AN EF TS, FENERKRE RREAERR  SURBL, B4 R IGE-1T mRNAKE, Jb
g e ke L EET S S AR, PERMRNA RS0 i R, Pavelic er al® IR
;f;;fj’;g; AHZHIBR, —SATSH. (EHETP2, P3, P4 (AIRIMRNAZKTHEZ G 2RISR B8 B 35 1 GF-
wakmsxsg  AEH NERIEBMIGE- 1T mRNA, XFIGF-11 11 A2 ARk, K IIGE- 11 & FKFH)
g, MRNATEHVERRR, PUNS)TAEIIIURH R R 3 AL S0 ) B3, TIGF-

PTK:d if ¥ & 13
S5 A%, A
AR AL, wmih
A RFIGI, Hoh
20 L FE.

2 FH Sk
) A R A% & AR
49 5 K ARIT A 4
R, R A5
Sk 30 B R 0
75 ik, B R AR
R M TR B8
RAE RRF A
AHAE.

JRAETIIGE-TT mRNA. DL E#FPIGF-1TT mRNA
AT, (0250 AR AR 2R X A 2 T E1-E3
WA JC, 1M gmbs i R A 2 T E1-E4 5158 AH
[F). T LA g5 4R 126 1 1) 2 1 R 23 AR LS. TG F-
I 7E ML RS FBAEAE, & S 4 SR a4
B oI I I B DL A T R AEE I TGF-
11, B0 S1GF- 1 BUIGE- 11 524445 & A fiE Kk 4%
YEHL. IGF- T RE24>a M2 BV A7 BT R4 s g DY
RARKA TG0 A 18NS, ol A SE AT
THEAMU P REE, AR S A A BIE LA
PE AT, W I WU A o A A, LR P
SRS W SR AR LM (P TR [R5 1 £
BN, IGF- 11 2424 /8 ) 32 2552 tHIGF-
[ RAGI7 AT JE 802455 50 B, 155252 k-
T NE TR ILIE -3- 34 (phosphatidylinositol3-kinase,
PI3K)-Akt( X MY 25 I B) (5 5 18 i 7315542
ZAK-Ras-Raf-22 2[5O0 1) 8 U (mitogen-
activated protein kinase, MAPK){5 ‘51l [, 1X2
ZM PRGN MG T . A, T R T AR
P TGF- TRy HHi-6-W e =2 1k, N 140k
B, WESELEAT, BEAMIRRER A, (R 454
B HCPTKEEPE, nl gl GAL (A 7E 40 i %
A A, AL S TIGF- 11 B Ss A 40 i P S5
TRAFTGF- T1 e A4 B A 1 B ABILGF- T A S i A K
A, D IGF- 1T RIKAEAE 5500 40 ) ARG E-
IT (K TGF- T A2 A B DRIl 2K 45 5 [ 1 i
PIGF- 1K, W EBORIGE- 1 24k, F
SO IR A Kt B8, IGF-TTRIE Rk 5
R R A R B B R

W AE KGR W, TIGF- 11 5 e ok R &),
MR T . &5 E . AT IR
PRIJRE VR S e R i A, R ILATGF- 11
() S S AN ik U2 TG E- 1T RS 3 a4 it
G 2L Ak, AV R A R TR R T At AT R R T
RAFR R G EEEH. Lee er 2/l
ol TSRS S 8 0 1R G e BRI s e R
T AW G LS HIGF- 1, IGF-11, IGFBP3 )£k
THEBLR IR, 38 7EF ARG R IA I B R, Jut
PAIGF- 11 5 oh 2%, WS A A AH OGHRIE. Yi

IREE [ RIB L ZEG. Zhao et al™ N Js A7 4
ARG P A1 UK 2 7 R I 105491 7 9 41 218
IGF- Il fIHGF mRNA & CD34ff1# ik, 45543 H
B R 2RI . RIURKE . IR L A b
B HI1GF- Il AIHGF mRNA )21k K344 5
(P<0.05). LA EWFFURI], W B 95 A B
HZLPIGF- 1134 50 B 3R 0A . ARSI 2 LU o
A NN 5, SREEHIGE- 11 S B 41 i &
A I T 1) T BE AL

TR A R R R s e, B
I 2 KK e-fosMle-jun U ok B2 A 14E IF
i M IR AR D, HRA s R N R
N 25 35 ] i X L L DR I L I R AL E
MR WSk B, AT &M APK (mitogen
activated protein kinases){EH 1) MiE7+, &tk
[IMAPK 5 N 4l i 5 30 e-fos Flc-jun ik K],
KikMc-fosMlc-jun® [ Lhe-fos/c-junZs 5 5%
P B c-jun i) — B AATE XM i A6 2 - 1(AP-1),
AP- U 5 7 545 2 DN AJPFI 45 &, 71
KPR SE N I Kk, Woficyclin D1AI
c-my ¢ 45 2 Pl 0 SE N R 0K, 7 40 1 110 2% 1
AL S i gg 1) J P ke — s (R 1 FH 27, efos
Fle-junff ol AP-1 1) HEEAT G 73, R IA &= L
WL B AP-145 5 DNAIBE J1. AWFFUR
IGF- 1T B#EAE T B4l bk SGC7901, R4
SCHRIRIETGF- 1T (A2 e bk, 4610, 50, 100
ug/LIYIGF- L 1E 4 SER AL 253K B, i FIMTT,
Yo i AL I 2 P T-PCRIV T VEML S HT, &5
REOR, IGF- 11 A A5 k5 g 40 B3 58 1 e
— B WS INTGF- 1T FA A F -SG C7901 1) 14 7
20 F 7] S0E K T 38 588, — 2 B[] S o 34
2 I i % FEE 35 T T 3 i B 2 MR B O T
c-fosFlc-junts 1 XmRNARIE F 14 0. HEHLH R
IGF- I 7] gl it 55 73 b L c-fos Mlc-jun i) R iX,
755 5 A0 M A A S

HAT, 2 1 vh R AR, IR E N —
ARSI AT M, e oa kAT
il F R, KRR IIGE- 1T {5t RiEAMY
HEEAR, 1 HAEERE RELRE
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Abstract

AIM: To construct recombinant plasmids
containing short hairpin RNA (shRNA) that
targets the X-linked inhibitor of apoptosis
protein (XIAP) gene, to assay the expression
of XIAP in HepG2 cells after transfecting with
recombinant plasmids, and to detect the RNAi
effect of sShRNA.

METHODS: Four pairs of shRNAs that target
the XIAP gene were designed. The eukaryotic
expression vector of psiRNA-Hhneo-XIAP was
constructed and transfected via liposomes into
HepG2 cells. XIAP mRNA expression was ana-
lyzed by reverse transcriptase-polymerase chain
reaction. XIAP protein expression was examined
by Western blotting. The difference in XIAP
gene and protein expression levels between

cells transfected or not transfected by psiRNA-
Hhneo-XIAP was compared.

RESULTS: The successful construction of re-
combinant plasmids was confirmed by DNA se-
quencing of the inserted segments. Transfection
of psiRNA-Hhneo-XIAP significantly down-reg-
ulated XIAP expression in HepG2 cells. Recom-
binant plasmid 1 had the strongest effect, with
an inhibition ratio of 94.5% at the mRNA level
and 92.6% at the protein level, which showed
a significant difference from plasmids 3 and 4
(mRNA: 94.5% vs 81.5%, 82.6%, both P < 0.01;
protein: 92.6% vs 80.7%, 82.9%, both P < 0.01).

CONCLUSION: XIAP gene targeted shRNA
suppresses gene and protein expression.

Key Words: X-linked inhibitor of apoptosis protein;
Short hairpin RNA; Hepatic cell carcinoma; Reverse
transcriptase-polymerase chain reaction; Western
blotting

Wu XL, Zhang P, Zhang Q, Yao JJ, Lin JS. Construction
of recombinant plasmids containing short hairpin RNA
targeting the X-linked inhibitor of the apoptosis protein
gene. Shijie Huaren Xiaohua Zazhi 2007; 15(23): 2482-2486

ik 2

BR: A XEEaEhREHATHH ES
(XIAP) 4 ¥e.15) 69 shRNA, #9345 47 b shRNA 9
TR A, A 3 ) XTAP & GA 09 2R, i %t
RNA F#4F A 5 3% #9shRNA K #X.

Fik: KA A AT XTAPA B R B AL 5 89
shRNA ¥ £, #1223 4 sushRNA K B89 Adi &
X H A psiRNA-Hhneo-XIAP, i it B kA5
89 7y RN E 4 F K 4 4 B AT fn Fe Ak Hep G2
mpe . R i A sk X R (RT-PCR) &
& B PP A% (Western blotting) 7 AW XTAP#
mMRNAZ & & F AL, WL ss 3T e LAk
£ 5, VAR B &-shRNA #9 F 2.

R R AHELSShRNAK B EAT4.
ZREM FIEE, FHEADNA K &8 57
5%t il me—5%. EAREHFHepG2
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mitJe, XIAPRA B mRNAKFZE G &
BAKFIRARZTA, AP RIF AR
% 7%. shRNA4E A48 h/s, sTHepG24mft
XIAP mRNAFE G eydph £ 53, 45 T4
kAL, ¥ A 2 E £ F(mRNA: 94.5%
vs 81.5%, 82.6%, 3P<0.01; & &: 92.6% vs
80.7%, 82.9%, ¥1P<0.01).

£t RIMETHEFTUXIAPA G W
shRNA® &40 45, H 3% 280 A XTAP#)
Foak B R IR RO

REE: XQREAESRTMHED, EERK
RNA; FHE; #i5 7 R AR, fBEERHT

SN, S8, sKIR, WO, M. SEEIXIAPEYSshRNAEBHR
RIBVER. RN EIAE 2007,15(23):2482-2486
http://www.wjgnet.com/1009-3079/15/2482.asp

0 31

JH T HR BT A e 0 ) — RRAE, AT AR U
TR 3R (AR S D REAENG, X bRiEA ST
Ji P R 2 RETT 294 B AT TR 2N, DR T
£ A (inhibitor of apoptosis protein, IAP)F & &
H 87 BT B E— P Y5 caspasedlifil#), 764
TR R QB E . T X A B 1
14 2 1 (X-linked inhibitor of apoptosis protein,
XIAP) M ZTAP Sk H f H AT caspased il e 1 (1)
J R, DRI AR AT B bR T e Y. XTAP
T 7K I AR A AR R 5 4 0S92l
(1) S, ek B ik w] el 22 o il i IR 3=
(B FE PR IRBEIR T~ Fasy SRifi. 5807 H97)
JI Vg R 40 gR 2B AR WX TA PTE R
tH ) e 20 R A MR E e S BUMR R ST
29T} 2 10— A T LIS AR BT A
E AXTAP A S 1] (1) 55 K JARRNA(short hairpin
RNA, shRNA)TAFkL, ML N IHXIAPR L
RIFEH].

1 MRS

1.1 A AN dl etk HepG2(0W HATCC)H
100 mL/Lg A 1S D M E M 75 368 (35 [
Gibco A 7)), #£37°C, 50 mL/L CO, /{140 i1k 746
5%, Ase 1 W Y)EE(MBI Fermentas /A 7))

1.2 7 % &F%Pubmed b LR rf A X TAP
(1) 5 FE LN 7 51 ()7 51 4 5 U45880), Al FHwww.
sirnawizard.com & [ 7F 28 B v 3044 ¥ 1T EF X
XIAP[fIshRNA, JEFEVUN AL 75152 L ifg A T
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P TRREARRS AR ARG REED. FEk
(& Bbs 1 BV MUK SER% H IR 55 FH T4 DNAGE
B (SEENEBA w)) i A FlpsiRNA-hHlneo i
Fi(E 26 EInvitrogen A 7)) I ANBbs 147 £
2 [a). HLH TR A 2 ASDHS o K AT 1. il
Tk WA 1B 7 JE PRI BH 1 S, B ) 4 55 J o
FEFR . FH R /) B R (b 1 R 2R
v A DA FURL, £33 R E D) 5 EAT g 1) 2
S5 P LS s (il R TR TRER AR IR %5
A BR 2 7)), U SE E AL TR A fshRN A
J BRBRIE P 51 5 sk P A1) 58 4 — 3. HepG2
MR T 6 FLAR S 96 FLAR N, K55718-24 h)F
W 15 7R 34 0 T L DM EMES 775, 4% HUi
bi: RN g @ 6 LI MG FAADNA-
Metafectene(%[E Biontex 2\ &) & ik & & W)
Yl i, 32 LB A). 6 h)E 4 k4150 mL/LT
AR MG FIDMEME: FR 5. 40 iUk ki 56 4,
AR AL

1.2.1 RT-PCR#&MXIAPHA B &k FJfPrimer
5.0 A 43 3 e v XTAPIE R FIB-actin [ PCR 5|
Yy, m EE T TR AR A RA R A
. XIAPS|#): 5“TGGTCAGAACACAGGCGA
CA-3'(_L¥f); 5'-CCCTCCTCCACAGTGAAAGC
S3'CRUF), HIA B 4270 bp; B-actini |4
5-CTGGGGCGCCCCAGGCACCA-3'(_Liif), 5l
¥): 5-CTTTAGCACGCACTGTAATTCCTC-3'
CR3%), HI A BCKEES31 bp. 41 448 himik
A RPEIHCARNA, ST % fil % cDNA,
PRS2 B I XTAPS | W RIB-acting [ )47
PCRIZ M. 7£25 pLARZR AN B S RS 149
1 uL, 1B KHRES2C, JL30RAEER. #4520 g/L
TENEREEENR, PCRI“Y& L4 pLifi47 sk, H
UV PHEER G 2 G411 JOTF A T 8 o0 B 3 A 43
M7 A —FEAXTAPEE K 5 B-actin PCRy™ #4545 1]
WOERE, THEXTAPS S B-actinge il BOG L LL
fH, X XIAP mRNAFIE KT BEAT 2 2 B4 .
1.2.2 Western blotix M XIAPE & #) k& Wi4E
YL )48 hitJHep G240 M, FH4H i 24 i 4
MLE R, RS AN OGR4, FIH
2 1y M W bR AR 2 T S A A R IR . R
B O AL 7 A U R E 7 pg 7120 g/LE
A I P I 5t Jee v LK S % 2 PVDF . H 4550
/LI NE Wk (I TBSTH S AT & 5008 Pt A
XIAP mAb(JI1% K Stressgen’/s 7)) A1 & 50044t
A B-actin mAb(JI%= K Stressgen’A #))4C i & 1L
L. YR 5 53 o PR e 4 A0 0 I s i 7 A

Wi £ E

A F ST XIAP
JERF S 5 AR
F. OhmFED
YR B e AE )
#ATTHR, 2%
THENELE
AP AT K AR
YR w9 AT G
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mz R %2 A CCAAAAAGGCCAGAC TATG C TCACC TAA GG T GGT TA GG T GAGCA T AG TC T GG CC TG GG B 1 EHEHRADNANR
KB R A i A: shRNAT; B: shRNA2; C:
XIAP# ¥ 6 & shRNA3; D: shRNA4.
shRNA, # &

i HeshRNA# & ]
R, ZAEME , )
S axIAPAk B CCAMAAGAGTGTCTGGTAAGAACTACTGGTGGAGTAG TTCTTACCAGACACTCTGG

B A B B H ) Ak
B, AT iR ikt T
SFXTAPF #AE R
% 7% 49 shRNA K
®, A3 —F 0
B XIAP & F
R HRITT
Ak feMEe
shRNA#) & 28 i
KAk A7 XTAP &
B 5t R &k B X
Ji % 3 XIAP# 49
HAER LA RE
HAEMFEL, &
EXXIAPAE 2
B )G 0 A
AR — IR
NFFR..

wmS HIIXIAPEEBIShRNAES!

BH1 [EY4%: 5'-TCCCAGGCCAGACTATGCTCACCTAACCACCTTAGGTGAGCATAGTCTGGCCTT-3'
V5% 5'-CAAAAAGGCCAGACTATGCTCACCTAAGGTGGTTAGGTGAGCATAGTCTGGCCT-3'

o2 [EN4E 5'-TCCCAGAGTGTCTGGTAAGAACTACTCCACCAGTAGTTCTTACCAGACACTCTT-3'
R VEE: 5'-CAAAAAGAGTGTCTGGTAAGAACTACTGGTGGAGTAGTTCTTACCAGACACTCT-3'

B3 [FWY4E: 5'-TCCCAGACAGTATGCAAGATGAGTCACCACCTGACTCATCTTGCATACTGTCTT-3'
8% 5'-CAAAAAGACAGTATGCAAGATGAGTCAGGTGGTGACTCATCTTGCATACTGTCT-3'

Bola  [EN4E: 5'-TCCCAGTGGACATCTAGTCACTTGTACCACCTACAAGTGACTAGATGTCCACTT-3'

W 5'~-CAAAAAGTGGACATCTAGTCACTTGTAGGTGGTACAAGTGACTAGATGTCCACT-3'

PR AR A FDIFE L b, AE RO
(ECL)y: W0, F e AR AL B R 8 70 A H K 2%
WA, THEXIAPY B-actin®g 14O
LA, AT XTAPER 18I 7K IR 8 520 #.

St AR SU AT ERER FHSPSS
13.04c 1 73 A A 34T J7 2200, BRI 4 Ie) 22
5, P<0.05 A ge it X

2 BR

2.1 ¥ 28/ #ipsiRNA-hH I neo-XIAP# %52 M4
W P BRE 9 8 HC 1 € B R TR A G S R AR A
Jitki, HAse 1 WYIREREAT Sl D). Ase 1 BV A,
TR T B A2 B UIAL E VIR N2 A
B, i AL FORAN &G VAN B DDA AL, B S
LA, H10 g/LB R B LIS F ik o AT i D) 45
J PG D)% e BT I TR AT DN A
JF, FSE4i A 4N shRN A P BB EE 91 5 ¥ it
A 5E A —80(E ).

2.2 RT-PCRAM £ R YL E 2 i k48 h/5RT-
PCRP“ Y HL vk 45 W /R (E2), #5412 B-actin

XIAP

2 ERFRRIERGXIAP mRNATEHepG2 4RI DHIFRIX.
1—4: shRNA1—4; 5: 235 6: 23 IR IRZH; 7: Marker 2000.

i rn AL, shRN A 41 Uk 45 Je 41 X TA P
MRNAZK AT 25 TR e 20 R0 5 D0 R4, 3L
WS T 2H ORI XTAP mRN ARG 54
i, WK AL % X TIAP/B-actin 0.0083 +
0.0005, XFIEZH 40.15124+0.0211. 4F4 541 Foki
By JFORE e e 20 AH LU A 474 Wl 25 1 72 572 (P<0.05,
%2), WA TYLTOR Y D JeHep G241 i
HAFFLE N HXIAPE R mRNAK A, H
DA1-5 20 ORI 250 e 5, shRNAYEHI48 h
Ji, XTHepG241 i ' XIAP mRNA ()55 KA
H94.5%, 53, 45 EA TR, BARENEE
S (P<0.01, F2).
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W @ 17 F M
A AXIAP A $e.
)8 shRNA, .7
24 h mRNA 48 h mRNA 72 h mRNA 48h BH HitT gzh?{{\
ni XIAP/B-actin HIFIR  XIAP/B-actin  HWFIE  XIAP/B-actin  HHIE  XIAP/p-actin IR 2; f; f;g a s #
RAELE (%) RABLLE (%) RAELE (%) RAELLE (%) R AT, KR
ZHIR  0.1487:0.0363 0 0.1512+0.0211 0 0.1534+0.0278 0 1.36£023 0 HH AR, ZER
a a a a a —al—ﬁg, %73&—‘&7%’]
pS{RNA1 0.0453 + 0.0039 69.53 0.0083 + 0.0005 94.5a 0.0078 +0.0013 94.93 0.10+0.02 92.63 S hRNA G & 21
psiRNA2 ~ 0.0654+£0.0213 56.0°  0.0147+0.0054 90.3°  0.0139+0.0073 90.9°  0.16+0.05 88.3 ¥ BT A )
psiRNA3  0.0798+0.0109 46.3*  0.0279+0.0058 81.5° 0.0266+0.0053 82.7  0.26+0.04 80.7°  XIAPMK K st
psiRNA4  0.0779+0.0084 47.6™  0.0263+0.0056 82.6™ 0.0234+0.0089 84.7 0.23+0.04 82.9% R 8, 2 5
B AE 09 v LR
T A

°P<0.05 vs TEA; %P<0.01 vs psiRNAT.

2.3 Western blottei £5 & #4448 h)m, #2041 ffu
B-actinfy (A ARAC 47 e AR, 7554 kDatk 4%
AL 1) R ILXTA PR R 4 1 A4 A8 ki Rk,
R A B J 22 7 (13). shRNAT-HLZ1 41 iR i
XTAPH A 4% 5 52 5 W AR T2 Ok i Ye 41 R fig
SR HEZH, b 15 JTORL i e 20 2 11 4 e S FE
555, BB ALEE RS 5T R, XIAP/B-actin
WG REA: 15 R 0.104+0.02, X404 1.36
+0.23. & AL TORL 5 23 TR G 2 A L34 A7
AR M 5 (P<0.05, R2). RN FEALTR
KIS GeHep G240 Il JE AN AR B2 R T XTAPAE
R (R IA, JU LA TR P AR RN fe ik, 5
3, 45 EANORAH L, F74E W 2 1 22 7(P<0.01).
shRNATHJ5, Hep G241 il -F XTAPER [ 214410
26 55 7115.92.6%.

3 111E
FEIR ) R A 5 R R rp, A7 2 Ph N R B A5
PR T N AR T R g e, (RS T
BT I B A R TR, MR 4 v e T
HERE, gR8E K. UL I X 394 B 40 P L A
T ST 29T TT IR T I, X
TP BAF I N S O Tl i
%ok IR T 1) el stk A K R i LA S AR
I3 BT R 40 L P AT SR B,

TA PSR 5 il 17 4 125 344 v s i 988 240 o 06 3 4
Fobt A PR (2R R AAR AR) RSN PE (BT 32 4K 38 4%)
SR T T 3 P BRI AL TSR AL
XTAP T4 B 71 50 v o 1A e i
(IR B, (640 MR AR L JHRT R R 2 Tk A Y
IR XTA P ZRIE 55 S E R4 1 15 ) T3
JEARRM RS I AR RIE KT 507 7
FEHTES R AL

BATHT IR FORIR, 78 N 41 23RN JH
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1 2 3 4 5 6

I Y < i py

XIAP

3 shRNAZEZ48 hfGHepG2LAIBAXIAPEERRIL. 1: 45
EIXSHALH; 2: 28 ThER A, 3—-6: 1-4'S5 B 200k

g0 R P XTAPIE R [ m RN A FIAR 1 308 7K
W T M 5 IEH TR, $27RXIAP
L DRI e 0k 5 T I R AR R R D) A
SR ZE IR IEAE b, AT TR G XTAPHE A 1) /)N
RNATHE(sIRNA) AL R IB B, SRIGH G mk
IEXTAPH N R i HepG2. % YtpsiRNA-
Hhneo-XIAPJ5, Hep G241l il XTAPE A W] B A
T B G A, Ul I T R A A R R A
psiRNA-Hhneo-XTAPRERF 1 N IHXTAPHIE
B, AEFTA 4 shRNAH, 1'5shRN A
XIAP mRNAFIE (RIAFIVEH B 1 2, 1EH]
48 hiih|#R1%£94.5% /2 92.6%, 53, 45 shRNAH]
b A B2 R, HTXIAPRFE ML RES
iRt 22 24k IARHUE A OGP, HXTAPIE
DAL ok Bl o R L O S0 B AR AL, $OR PR XTAP
o 1 40 M T 75 1, SOXTA P R A i L
B PR VG TR AL AR S SRk, Al
EFGIXTAPIShRNA, nJ 55 35 0 i 3 40 i ik oy
XIAP mRNA Lt A 3&IE, XK ELXTAP A &
() FFF s B 1) YR T SR LR 2% (1) S B0 A 4

4  BEXE

1 Reed JC. Apoptosis-targeted therapies for cancer.
Cancer Cell 2003; 3: 17-22

2 Deveraux QL, Leo E, Stennicke HR, Welsh K,
Salvesen GS, Reed JC. Cleavage of human inhibitor
of apoptosis protein XIAP results in fragments with
distinct specificities for caspases. EMBO ] 1999; 18:
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Abstract

AIM: To investigate the protein expression of the
trefoil factor family 2 (TFF2) in fundic glands
with Helicobacter pylori infection.

METHODS: Protein expression of TFF2 was
detected by immunohistochemistry in paraffin-
embedded samples from 29 (92 blocks) surgical
specimens from five patients gastric ulcer and 24
with gastric carcinoma.

RESULTS: Expression of TFF2 was found in
mucous neck cells and cells with pseudopylori
gland metaplasia. Positive cells were distributed
above the 1/2 to 2/3 portions of fundic glands
in normal gastric mucosa. The ratio of TFF2-
positive cells in the basal portion of the fundic
glands was 18.0, 42.9 and 90.5% in mild, moder-
ate and severe glandular atrophy, respectively,
and these differences were significant (P < 0.01).

CONCLUSION: H pylori infection increases the

www. wjgnet.com

expression of TFF2 in deeper parts of the fundic
gland, and is also associated with the degree of
glandular atrophy. The expression of TFF2 is re-
lated to mucosal protection and repair processes.

Key Words: Trefoil factor family 2; Helicobacter py-
fori; Fundic gland; Mucous neck cell; Pseudopylori
gland metaplasia

Jin RS, Fang ZH, Piao DM. Expression of trefoil factor
family 2 in fundic glands with Helicobacter pylori infection.
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fih 2
BHY: it =t B F2(TFF2) {2t I 52AT ) (H
pylorD) B B ARIRAERE F £k 69 & L.

Fik: BEHH pylori B3 69 8 5 Rtk iz A
2900 (9248 3k, Ho B A+ =38 Mt 5 561,
B w244, A %k AT T 2 M TFE26
5T Fa A

SR EH pyloriB 3 B FEF, TFR2 2% &
B AR 0 B0 55k 4m Ao Ao B 1] RRAL 2 4a E
ik, EEFEBFTFRIZSHERBAR
Mo £1/3-2/3; 82 Z Y% R, BRRIRAX
Ny Erakmia, MAZGERENME, £IR
JRARHILE FRE S IYE , B, PR
Fh P 2 7% fA M 5] A 18.0%F242.9%, W
FEEEEEFX0.5%. ik, PEREER
Yz A A R EFME F(P<0.01).

8. H pylori B 3% R IR R TFF2 &
ik, 5 AR R AR T A .

KEA: =B 72, IR E, BARREE; IR
AR TR I BR AL A2

SN, 75038, FNRBE. TR/ MR RRRR B RSB
HIFRIR. HFRALIOYILZRTE 2007;15(23):2487-2490
http://lwww.wjgnet.com/1009-3079/15/2487 .asp

0 313
H pylori & ENS T E R AL AL A T AR R

T o B BACE DUANEAT 18 AR XA 2505 4 40

| L )

H pylori B ¥ &
BHEKXRT W
kA A T
HBARBKREH
R e
(MNC) A 18 4 1]
A A (PPGM),
12 B AT AR A
RE LB EM,
FEEF B AEBLP
TFF2 /£ 3% 11 M Ae
B 1R VA B3 Bk
REE A &
MNC#PPGM A
B TFF2#) £k 7T
HeAEH pylori B 3
BREPRRESR
AR R, B LA L
BB AT RN BT

g
TG,
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l/ﬁ‘]ﬁ%ii , 44 (mucous neck cell, MNCO)FME 14k Sydney System ™ brifi eI B, v iR ERJEE
H pylori B 33§ m S N e AN
&iégii‘ﬁ w#TFr2  (pseudopylori gland metaplasia, PPGM), {H H {7 TFF2[JIA: £E40 it A HE LR B ¢ 300k 4 BH

Fik, 35 AEREAY
EmARERX, R
FTFF269 %k 5
H pylori B % § %b
ERLN X
H*E, B, BT
LS FRWA AL
A .

N IEBAT A B L85 1 B Takizawa et a4
IS A R T W B A R
RAN, AT IR A R R I AFEAE.
BARIH V) E AR AW T H pylori 5 A 1155
ARy AT, RN T M b R A AR T ER R
0 8 A R AE e D IR A R R 0, A
pylorrFGENE T 58 b R A0 B I 5 A R e )
L REEN )7 MY & A e e £ S

WEFER B, A0 B AR 26 0 A 5 K it
BCBECAINT, H IR TR A AR A I, S R
PR A IC S5k, BRI A g0 i B
I 29020 05 40 0 e IS 3 22, A A AR 1 ] R AL
AL A0, 15 B SR AR AN A B 4 A
J8 3 40 L g b () R RS AT 40 e, T EL At ) 5 5 S
e T RRA A 40 i 5 40040 R TR s AL oK.
A (PRI 5 T390 268 00 4 R 5 286 80 8 0 1 1)
N s = DR, AR IR B, TFF2E D%
YR il R L R 300 A i P oA 2Rk B
VAN PR 1) 15 A FAE W IR A A2 DA L TRF2 )04
N RELEH pylorilE&HL T 78 vl 2R T EI/EH,
R, AR T TFR2EH pylori 4L H R+ 1
IR DA R 5 S0 E v 4 PR A0 A 1 1 A A A )
FHIAE.

1 MR

L1 A AMRFTFARDIBR 1) bR A4 5 B 77 2L
M, FEHEG (0 ST o [ 1H pylori i
e, ARG IEBERRAGRAT S 2 U A T IR
pylorilE R MbEA29%1, b, B+ Z48Mi5s
foil, I 140, BRI 108, B156, &
1445, F#38-79CF#)57.3) % . LEEAHRBIHH
PR 4-SHALZR, 55 BT840 g/ L o [
48-72 hJF IV EIE e, Jhooh MOESEY)F, AT
R AP H Y (ORI TFF2 40 0% 4 2K 27 e (.
1.2 7% Wi E/K)E, 330 mL/L H,O, =i &
10 min, KiG AP AL B, 2508 K o3
W, TR FR 22 il Autoclave(f= R #4)120°C
3 mindHTHUR B R, BEIREE, PBSHYES-S
UK, SN IE L5 A P10 min, 9023 L3S, %
INTEF2¥i4k(clone: GEl6c, Fikfs%il © 25,
Novocastra Laboratories Newcastle, UK), %2
h, PBSHE3-5K, W —Htl h, PBSHE3-5IK,
DABREfh, AR, WK, B, HAJE
BB TR, ER SR ARl Updated

P, LE AT MR B TFF2 50 PE 40 il < 10%
SENHPHYE), >10% k++(HEFH ).
it B K Scheffe's F i, P<0.01%

oy
p
Ll

e

=R
1 15 2.9 451 47 L, v 2 er 0 i A ik B -2 4 P
W, NG ENPE B R IR, I AT IR ) 25
i, ARSI IR 22 i R PEAN ], 1 e ()05 491 ¢
B AR e E A . RSN
RIS v LA [R5 1) S 80 V05 40 o ) 4 A R AR b
FIRRAGAE. A8 T BB R 2 B R E) 3&
= B R BB S B H pylorii& .

FEIEH B, TFF2 SR I IR T3]
g % T S (4] 3508 3 S0 %% VU4 L v Rk, K b
J RV [ A IR AR LR IA . FEARW SR TFR27E
A JU R85 1B ST 515 1 290 8% 0 4 I R AR e 1] R AL AR
4 M A 3 RIS(E1A). EIEH F B TFF2RH
P 240 i IR 25050 4 [ A IR 4 1/3-2/3 vh 3 At (1]
1B); 111 £ 2 4 & b, i 0w AL IH 2 4 i,
AR SR Z A R AT G, B 4
FEFE RN, TFF2 P 40 B e [ A s 8 0
(I EE 1 = (B 1C), FERESE o B 0 R i 2 4
RN o FLRH M ZR MR BH PR 200k, +: 82.0%,
57.1%K19.5%; ++: 18.0%, 42.9%%F190.5%. {£%%
FE . BE S i R A 2 A T
(P<0.01).

2
H

oM

3 Iie

— I [Al-¥-2(Trefoitrefoil factor, TFF2) X Fififti= %
Jik(spasmolytic polypeptide, SP), 7 15 /4 IRl ik
o JHC 9 40 i 0 AT A ARG TR IR T, A
B0 T F2 70 B S0 350 1 S0 285 0 40 S Ml 1]
A g i A Rk, 7R 4 R TRF2 B0 1
A0 AN 3 A7 A RS, HLAE Gt AT 40 A,
A5 BRI R E AR A G, Wi
FE A R P TFF2 32 AR W R0 R0k, 75
JIR AN AT /D ek, AELBE A 0 2 4 1 R
L, 5 RS I B 40 s 2 . $EORH pylori
IS INTFF2AE [ A7 BRI B )5, JFTFF2H
PR IR R 2= 40 B E AT %, Wright ef al*'{E
THAE T AE LIS e HUA CL(ulcer-
associated cell lineage)ft:&, TH 418 2404
ZJE, AR R R AT DO 2 FIUACL,
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. BRI R, LSBT FF2 BH 4 41 B 5 ;ggf%{rwm
FWHEE T 5 Wang er al' "SPRATER AN R 5 2 ik 5 o 1 22
FEALL, HEABR A fifdae 22 IRk A0 A= 41 i 3R (S P- ZE ;3 %_’k; Zf_i’lf
expressing metaplasia mucous cell lineage), TRIFR AR, B
SPEM. 2 JEHFFL#ITRIAE Mo aime s § 2, =R
SRR AT LIS RISPEM, ZIE L EE s AAR K&
A A U SRRSO, DO
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Abstract

AIM: To investigate the distribution patterns
and proliferative activity of lymphatic vessels
in gastric cancer and their relationship with
lymphatic metastasis and clinicopathological
features.

METHODS: Lymphatic microvessel density
(LMVD) in tumorous areas of 56 cases of gastric
cancer and non-tumorous areas of 12 corre-
sponding normal tissues were immunohisto-
chemically evaluated using a monoclonal anti-
body for podoplanin. Ki-67 protein expression
of the lymphatic lining cells was simultaneously
detected by double-labeling immunohistochem-
istry. The distribution patterns and the relation-
ship between LMVD and clinicopathological
features were analyzed.

RESULTS: Intratumoral lymphatic vessels,

which were not often seen, had ill-defined lu-
mina, while peritumoral lymphatic vessels had

www. wjgnet.com

large and open lumina. LMVD at peritumoral
regions were significantly more prevalent than
at intratumoral areas and normal gastric sub-
mucosa (11.89 + 3.95 vs 5.83 £ 3.26, 6.93 + 1.32, P
< 0.01, P < 0.05). The Ki-67 labeling index of the
lymphatic lining cells at peritumoral regions was
significantly higher than that in normal gastric
submucosa and intratumoral regions (0.04 + 0.02
vs 0, 0, both P < 0.05). LMVD protein expression
significantly correlated with the differentiation
of gastric cancer, lymphatic involvement by
tumor cells, and lymph nodes metastasis (P <
0.05). The peritumoral Ki-67 labeling index of
lymphatic lining cells was only significantly cor-
related with lymphatic involvement of tumor
cells (P < 0.05).

CONCLUSION: Newly formed lymphatic ves-
sels are found in gastric cancer, especially in
peritumoral regions. Peritumoral lymphatic
microvessels are the main route for lymphatic
metastasis.

Key Words: Gastric tumor; Lymphatic microvessel
density; Lymphangiogenesis; Podoplanin

Xiang FG, Xu J, Yu WJ. Clinicopathological significance
of lymphangiogenesis in gastric cancer. Shijie Huaren
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Abstract

AIM: To investigate the sequence polymorphism
of the surface (S) gene of hepatitis B virus (HBV),
to study the distribution of viral genotypes/
serum subtypes circulating in the Beijing area,
and to search for possible correlations between
viral genotypes/serum subtypes and clinical
conditions.

METHODS: HBV DNA samples from 69 patients
from the Beijing area were isolated and purified.

The viral S gene was amplified by polymerase
chain reaction (PCR) and then directly se-
quenced. Genotypes and serum subtypes were
determined by sequence alignment and compar-
ison with the standards with MEGA3.1. Nucleo-
tide polymorphisms and amino acid changes of
the S gene were analyzed using DnaSP software.

RESULTS: In the 69 patients, HBV from 14 sam-
ples was identified as genotype B (20.3%), and
that of the remaining 55 as genotype C (79.7%).
Adrq’ and adw?2 of HBV were the predominant
subtypes (75.4% and 20.3%, respectively). Fur-
ther, 1 sample was determined as adrq and 2
were detected as a previously unreported sub-
type. Mutation type showed significant differ-
ences in hydrophilic and hydrophobic regions
of the S gene (P < 0.05, P < 0.001, respectively, in
genotypes C and B). Compared to genotype B,
higher sequence polymorphism was observed in
genotype C. Nucleotide variation (r value) was
not equally distributed in the S gene, and & in
the “a” determinant was lower than that in other
regions. Clinical symptoms were significantly
associated with genotypes B and C, but not with
serum subtypes (P < 0.05 and P = 0.381, respec-
tively).

CONCLUSION: There is higher sequence varia-
tion of the surface gene in genotype C compared
with genotype B. Mutations in the S gene are
not randomly distributed. The two hydrophilic
regions appear more conserved, while mutation
frequency in the hydrophobic region is higher.

Key Words: Hepatitis B Virus; S Gene; Polymor-
phism; Genotype; Serum subtype; Polymerase
chain reaction
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X 52 % 5 @ A A K R LAAR

KA ZRFRAE, SER; 2504 BREE; I
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F4kR, BF, OB, T3, TEER, 8K5. IRHXS
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TESHB VA [ BE DA 8, DLABE DR 7 1) 7 S =
8%k STEH 741 2 57 = 4% Xl 47, JL45 A-HI8A
FE LRI AU 5 70 AN [] g b X ek S A A A
HB VALK 55 2 R 9 95 5 52 ) S BUiPE . 1
TG BRI IR R IL  VRYT 5 Tis S50 —
SE AR SPER S Bh Ak, HB V23280840 55 i 375 7Y
Sy A, AN R E B S hR AR (aal39-147,
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HB VR4 (A% R (nt) 55 155-833, w226/
IR AL AN R A B L PR i
HBsAg. iX— & FAMEE T RN A R 1
PRI 32 2 05 A S P 1 iy, R
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PP O R HERR J]Ilﬁl MBI EY R %Iﬁfkr_ FETRKX IIEﬁH\IX .
B S Eot TE B8 BEY CH  BE CH BM (W
R e LR B 20.3 adw2  17.4 BYRT 6 32 2 21 44 128
BT RN new 2.9 TNRE 0 2 0 2 0 3
" T;;Z;éii C 797  adq® 754 Y% 6 65 88 41 30 366
B o A adw2 2.9 ey 12 99 90 64 74 497
5 ls R AR S AT adrg” 1.4
22?’?@ *f; PEAMR® B 293 adw2® 293
% 8 % ‘
L LR L c 679  ad® 679 PO FUE 225 IR (Ser), BEITT AN BE Fh LA s AL
R O 20 eaWRL 29 R, RO w4 AT
AT REBA  RE B 122 adw2® 122 : o o
HBV 5 7 5 3% & c 678 IV (RIS Y, 7 newskAs s, 52%ladrq i
WS : : N NN e
it — B 261 adwz o261 WHREARAHGCHEFAL, Sadriii WA A
C 732 ad® 732 CHI SE AR 141]adw21iL3E W R REA A 12
PIBAER AL, 249| CHE[A Y adrq Fladw?2 MLy MV
sl 39 C, BRI R HISCE 235 (P<0.05, Fisher

WTAZAT IR 22 S5 S iR 1 22 e

1.2.3 RAHpbh B -TRf B K E % A% (PCR-
RFLP)»># M AB17000 Real-time PCRAS
PCEEAT FE R B 43 #r, JF 55 SHE DR #6045 1
XL, HB VI 43 70 5 B e 2 56 A
ZWrE AR A . KA MagniusHfINorderff] 75
VRUSIEAT I35 W20 o3 A A% R IR 2 5 5 N A
Bt o 5 R 2L P R s DX A 2P A B LB BT
PRI AN REAN 0TI R IR 2 e L, Rk

%[11-12].
BiitF AR SR HISPSS13.048 v kit 4T

Fisher & i # 56: K o K 565

2 £R

21 HBVARA L A A ALK K 695 H K
72 44 586911 £ 1T (83 1R 2 S B R P 41 5
NCBIH ¥ 8Fh LU ANJE K L 11 225 )7 51 14T LR,
iff 52 FF S DN AR 2 D5 2 I F 3R AT 3R G idk Ak 7 A
(K1), AT CHERI R 55411(79.7%), BIAEEIAL 144
(20.3%), AR ILIADIEDIAY, H AL RTH X LR Y
G AT AL T e [ Ot P A B ALk T R e VIR IR
WA AR BRI T R (R ). X — &5 AT & e
675 ZWATCY, FEM i 2 WATBAL IR R

K FiMagnius HINorder 1) /7 75354 T 1AL 7 77
3T, M fFadrq” 5241(75.4%), adw2 1441(20.3%),
M35 Hadrq 141(1.4%). FH [ERE DT LR E L35
T w 1w R S D] 1) 40 B 2 1 0 28 12742 5
1% 73 ) 2 i 2 2 (Pro, wlMlw2). JR% % (Thr,
w3) R (Leu, wd), {HEE6RISS P MREA

FERRTR).

2.2 SR8 5 25 X O EESHE K ) 1%
R 22 5 BE AT 7 A (1812), RIS HE R A% 1 12
JEA AT B, CHER MR AN 5], B
nt60-120, nt340-390F1nt580-680X 5414k, Kl
S X IECH R = T BAY, RISHEEHNCHT 5 %
T BAL XTSRRI AR U, BAL S 210K
DX 26 K X 43 A R B T AR X
3ol CHY B — SR K X I - 2 AR 2K IX s
P AR T AR, AR ZE 5 = Y
AiBjPij, JLAIFIBj 55 I DNAJTF 41 E‘J%i%ﬂlﬂﬂlﬁ%
et STp s N STL AT PN
R TA) AN [ A% 7 18 1) LUAH.
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FETHCHIBIE R A (1) SHE IR 7 41 5N C B LA 4 v
()22 7 511M12906(C/adrq ) F1D00329 (B/adw2)
SR AT FA, R IAB AL AR [R] AR (i AN
o X GEAR)VAESHE BRI B — 2 /K X L 5 oK X il
B K DX 1 E i 26, 21444, CHY R4y Sl
JE34, 23FM1317M(362). BREA AL rp S8 AR R AU AR 5
— R K DX AN K DX G 2 T 2 (P = 0.538,
KA, HES oK DRI K DX AT
5£(P<0.001, FisherkiHiihat), 7255 SRk X H
1 17) SLGEAR 22 F- it K DX e g ) SCoe AR, i S48
R RUAE PR AN SR K KR g K DX A A 8 35 1k 2 e
(P<0.001, y A 5). 7ECH R A G AR H M 5 — 5%
KRB K X B S K X R K DX g 22
53 3 A TG R M R (P = 0.105H1P = 0.106, ¥
RYB), T IAN 32 7K DRI 7K X o At 2k 22 5
(P<0.035, K 56:). [RIHSIE KK 3 43 548 43 A 41
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CGRARAE AN [7) 3 DR AR RN i 375 30784 PR 23 A (1 3) B
N, T X SEAR AR CHE PR TR v R BT A A B A
WL, o RARAE KL I BB A C AL v 43 A G Wik
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oA 2 JCREAR A A L Lo PRI 4K
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FERIE A 27BIB PR 5 . 4490 1 ok R R
20 2B IARTEAL . 1641 2 AR 42 1T T A4k
A 9 (B 4A). H RT3 (038 e, K 99
235 TIPSR 4 T 1 5 497 6 45 48 2 o 2R T %
AL, 2R AR S0 J il A A0 JH 8 282
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S R A5 T (19 JH 95 0 C 356 DR 28 R0 5 v+ AL A o6

H1(P<0.05, FisherkEHikr4). adrq IiLi W 7E
TOIERIE A BYER . B E AR AR
AL . AR IR AL . R v o
50.0%, 75.7%, 75.0%, 100%, 72.2%F1100%, i
adw2 ML V.78 3531 24 50.0%, 21.6%, 25.0%, 0%,
16.7%F10%(&14B), 1#ladrq (il W5k KA L
WIRTREAL B, 209 new I i 3V 74 A 18 T 28 A
KA AT AL 3. adrq Fladw2 MLy IV B4 AE
TR IR A R MR T S8 b 2 A R 22 01l T
2 M X (P = 0.381, Fisher ki Bk 46).

317E

HB VI A 7R AT 5 b B X Il A e a5 ),
WELLC, BEER ALY F, b AT 2 NCH, 1
Ji 2 HATBA, EBA ML MR HiE Z, mCh
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P4y, 15 b sTHEIX HBV BACHE R 7 24 15 80%,

www. wjgnet.com



FUE, = N RR RS SEREDI S RE AT 2501
HARNBIEE, 154 T ASRACIRIGE AR, maan

— LB L NN AR T TR
Sh 8 oAb X HB VLR 8 45 b T A HB VI B 7 A AR, o iny i s

e G T e R RV SRV TR AR BRI,
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IR LE2RE S R T — M eiiHMagnius
FINorder [ 77 4 5 (775 AL, Hy S5 [
nt379CCTRAATCTMATSH 155 127/ Pro%
HSeridh . X245 BRE DS B 11 98 FH SAR
S TR A £ . 3 — S TR R I3 I 2R
Xof A 2R R b 78 A e I PR IR 1R 56 R
AR HE— S WF9T. HB VI B T AT %
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Abstract

AIM: To investigate the expression of Hypoxia
inducible Factor 1o(HIF-1a) and the drug-
resistance-correlated indexes P-glycoprotein
(P-Gp), Bcl-X, and Bax, and the relationship
between HIF-1a and resistance to chemotherapy
in human pancreatic carcinoma.

METHODS: Protein expression of HIF-1a, P-Gp,
Bcl-X, and Bax in pancreatic tissues from 34
radically resected specimens of pancreatic car-
cinoma was detected by immunohistochemical
staining.

RESULTS: The protein expression rates of HIF-
1o, P-Gp, Bcl-X; and Bax in pancreatic carcinoma
were 26/34 (76.5%), 28/34 (82.4%), 30/34 (88.2%)
and 26/34 (76.5%), respectively. There were posi-
tive correlations between the positivity rates of
HIF-1a. and P-Gp, Bcl-X, and Bax (r = 0471, P =

www. wjgnet.com

0.005; r=0.443, P = 0.009; r = 0.510, P = 0.002).

CONCLUSION: HIF-1a, P-Gp, Bcl-X; and Bax
were over-expressed in human pancreatic car-
cinoma tissues. A positive correlation was de-
termined between the expression rates of HIF-
lo and P-Gp, Bcl-X; and Bax. HIF-1a may have
a significant role in resistance to chemotherapy
in pancreatic carcinoma via up-regulation of the
expression of P-Gp, Bcl-X; and Bax.

Key Words: Pancreatic carcinoma; Hypoxia induc-
ible Factor 1a; Chemotherapy resistance; Multidrug
resistance gene; Apoptosis

Sun J, Cao J, Jiang T, Zhang F, Huang C, Qiu Z]J.
Expression and correlation of Hypoxia inducible Factor
lo and drug-resistance-correlated proteins in human
pancreatic carcinoma. Shijie Huaren Xiaohua Zazhi 2007;
15(23): 2503-2506
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BHH: #KTHIF-1a & & 25 48 X 3547 PHE R @
(P-Gp), A =48 %Bcl-2 K% R Bel-X, ZBax
JEATERG S 2047 T KK g AR k.

Tk Sz A AR M F R IR 64 Mt 5 21 41
3445 PHIF-1o.. P-Gp~ Bel-X, . Bax%& & &A.

S5R: 34450 MRS AT A P A 264 (76.5%)HIF-
la, 2841 (82.4%)P-Gp, 3041 (88.2%)Bcl-X,,
2641(76.5%)Bax & ik [a 1. HIF-1af=P-Gp-

Bel-X, . Bax&Z & kX 2 EAME(r = 0471, P =
0.005; 7 =0.443, P = 0.009; 7 = 0.510, P = 0.002).

%t EMIRE AL PHIF-1a. P-Gp. Bel-
X~ Bax®%& & &£ & & ik; HIF-1a5P-Gp. Bel-
X, Baxt9%& @ £k 2 EAB%, 2 FHIF-107T 4%
@it biE A2 AR & & GP-Gp. Bel-X, ABax%
B FA TR A 2 AL AL E AR

XA BRbRE; BRBSE - 1o AT £
2T 25 R B AT

&, BE, L5k KW, B, REF. HIF-10RMAE
BERIRBPHRERBREDT. BRENBLRE
2007;15(23):2503-2506
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KR, B AL L RE, Eﬂffi%iﬁﬂﬂﬁ(é:@b{g, gemcitabine), HIF=1a, ()P—Gp” ()BCI_XLH ()Bax()
Nl 2k S N - N X + el + = a =
;*f;;ﬁ*ﬁ SATECR N 1290 TAERBIRALIT
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FITBOR B2 B 50 AN, SEAR A7 LA A
FEEE IR, BREE AT U5 AL L sk DY 1B 40 3
[X-¥--1(hypoxia-inducible factor -1, HIF-1)3 1A
PO R R WL R M Rk, Ay
% 2 24 7 K] 1 (multidrug resistance genel, mdrl)
Y hid 1) i B PR B 11 (P-glycoprotein, P-Gp)LA
BT AIKBCl-2 5K i Bel-X  FBax™. Fff]
I Y S B A T VE RN T N Bl 41 2 HIF-
Lo 2T 250 % B A I RIE, B EHR T
FEJFR M Th K 2B B0, KHIF-1a 51 2540 K
HEAMKAR.

1 RT3
1.1 ## 1998-01/2006-02F A7) 4 J5 5 FEIF 52
h JE AR S R B 34, S22, 124, 4
#435-76(°F-1J59.7+10.8)% . TMN(UICC, 2002)
13341, 11 H16M61, TIIHOHI, IVIH6H. marth
1891, HhorA 14, Kot Jgeskim304i, Jik
P R4, BT AR A T ], A f 3
PIR2 pm, AT R4 G . RPTAHIF-1a
mAb(sc-10790) FLHTAP-Gp mAb(sc-13131).
Pt ABcl-X, mAb(sc-8392). ftHi ABax
mAb(sc-526)14 1 FE[E Santa Cruz/EWH AH R
A, ZHUD-3004) B il B AP E ARG R
YNGR
1.2 7k R =B A4 (4 (EnVision
System). F MA A AU SR D) Fry —H
AN, BhEE LREZE HKAL; 30mL H,0, F RE S
RGN IR E A, PR e R,
I3 B AER e TR, I —HTHIF-1o(1 -
100), P-Gp(1 : 100), Bel-X, (1 : 200)F1Bax(1 :
200), 4°C 30min; I AEnVision i = NFH
30 min; JIADABRt, YeBiys il B aRE; 7
ARG, PR . DL wl SR M)
J A BEPE X R, LPB SAREE — B by BA X .
S R T HIF-10,, P-Gp, Bel-X fllBax
P

Bt Ab3R R HISPSS10.048 v # At HEAT 43
T, THECEREFH o R 56 5 DU A 2R A AL 560
Spearman& ZAH AT I AEGE Tt J3 M, P<0.0567 48

P = 0.005 (r = 0.471), %P = 0.009 (r = 0.443), *P = 0.002 (~
=0.510).
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2 BR

2.1 AR 4L HIF-10%P-Gp- Bel-X; . Bax#j
Foik 3440 R 4L U P HIF-1a R 08 B PE 2641
(76.5%), P-GpRIAPHPE28%1(82.4%), Bel-X, &
A BHPE3011(88.2%), Bax#ik FH:264(76.5%).
HIF-1ouSH P (1) 40 i e JB M 4 2 b R EUEE . =)
SR>, JUHAE PR AL U B S R b K&
INFEA A [ 2 TR vy, e CU UK 2 T e
i ges 20 IO 1) PO AZ 1A 5 P-Grp B Pk 1) 4 o il i o
YR R Rk BRI o A, Je Ok
F2 AT A B B S BN Bel-
X~ Bax B ) 4 i 71 1B i 2 23 S oR I8 1k
Iy A, B CUORL T AT T B R 4 1 1 B Y
(K.

2.2 HIF-1a5P-Gp, Bcl-X,, Baxk iz 45 % % HIF-
LafHYE2661 Th 472451 P-Gp R iA BH I, HIF-10BH
PE8 45 FP A5 45| P-GpBH %, HIF-1aM1P-Gp#R A3
5B IEM K@ = 0.471, P = 0.005, %1). HIF-10401
Bel-X,, Bax i [H #R1A B IEACERD).
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Abstract

Endoplasmic reticulum (ER) is an important
organelle of eukaryotic cells. There are many
reasons for the accumulation of misfolded and
unfolded proteins in the ER, which affect the
balance of Ca**. Such phenomena are called ERS.
Apoptosis, programmed cell death, is an active
method of cell death controlled by the extracel-
lular microenvironment and intracellular gene
regulation. It is an important mechanism by
which the body removes no-longer-needed cells
and heterocysts, thus ensuring normal develop-
ment and maintaining the normal physiological
processes of the organism. Hepatic apoptosis
can cause liver injury and disease, and is con-
sidered to be mainly mediated by two signaling
pathways: the death acceptor and the mitochon-
drial pathways of cell death. However, recent re-
search has demonstrated that ERS also mediates
hepatic apoptosis. The mechanism of hepatic
apoptosis mediated by ERS is discussed.

Key Words: Endoplasmic reticulum stress; Hepatic
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apoptosis; Unfolded protein response
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stress and hepatic apoptosis. Shijie Huaren Xiaohua Zazhi
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i B

M i M (endoplasmic reticulum, ER);Z —F¢ &
oy A e, i T EF R A FIAL 8 AR
THRIAERFEL AN ERAEENREN
B Ca™ FHF LA RS, AR MR M E#(ER
stress, ERS). %@ 8 = (apoptosis), XAk A 42 5
M 2 it 5L T (programmed cell death, PCD), &
2 48 LI R IR B e m i R R R R AR 0 — P dm
B E I T K, AR R KR E .
AE. RABSTRE e —F & ZHuh, 25
RAAREFTEF « IFIREF £ A2 T
SR04 T am R R T A 3 AR AT RE AR G Ao BT AR SR
J R AR A WS IR BLAR AT S0 A T da el B
T Rl A T E RN, T AR
Ao 25 R ARAR UL 0 4m 08 T8 BE A9 AE R A
ILERS TR A~ AT e & A B =, AL &3k
ERS & 12 Bt S 28 Je. 8 T #9 AUH.

KE2A: WBTFIRL B, AFARRR T RITBE A RN

5, K, BIBX, G ARMIZESHBIRBr. tHFREA
EILAYE 2007;15(23):2507-2515
http://www.wjgnet.com/1009-3079/15/2507 .asp

05l

W 5t ™ (endoplasmic reticulum, ER)j&—F B %
Iz A s, T &M R R SR i ER T H B
BT B S R B R A R LL ) Ca®
i ZELIPIRES, FROVERMIM(ER Stress, ERS).
ERSHJ 1 2 st A 5152, 3K 285 9451 i MER 2
J SR L AZ BS54 3, B 23 B0 I A7 3
)3 N B T BRRB 22 IR AT TR S8, VF 22 9500
AR IR HILTEIHS 5 ERS S HES R T 5%, 491 4kl bR
Wi~ BT R R BRI <5 AR DG 45 b 22 A M
i RPN . RE . AME PRI . PR
VIR RS 1K) B /N 0 2512, IR AU 09 T

¥ £ %4

B 2 L8 T 52 %
PR BE AR A% Fe BT
i R & W N
P B AR AT
TN A I dm B A
TEZ@ad T
A8 B e A
AR AP 4 2 e
BB RAF. 2
iE & X ILERS 7F
A5 A7 fm 0B &
M. MkM S
BERAESE, F % R
8 R g7 AL AR
5 ERS3I AW A
TH%, BT #E
ERS 3| A2 9 iT 2@
AT EXREE
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WAL A 0%

B A7 % TERSA~
S A A T
Rk s R
¥ £ ERS #9 % fit
Fa. BLBE
a. HiEEaf
FT 4w B, A T A8 %
EEAE RS
»FH @, FRE
S FERS A4k
R de fTAH~ 5T 4m
JAT T, AL &
it —F B R A
38784 P AL

FEGRE PE AR AT BEI IR ABURTPRS VE T, &
TR JHF 9% 995 753 FH TR R4 JHF 9% 995 73 G A5 1 R0 AL 1
K HERSHIE B4 0. Ik T ARERS 5 [k
(1 JHF 0 M T AR O T, mT A I R L B U 5
JEFFUE S0 A0 1) SE B R v, AR Sk MERS A
JFF 40 B 9 7 7 K TG E R S 5 T 41 M 9 1 4
—LiR.

1 ERSHTERZRE

ER A 41 i {4, 25 P450(cytochrome P450). 3-¥%
S3-FRAHEEAHMGCoA)id JR i 25 2 Pl R 48,
TEYEFE AN P Ca®™ P IR BT AR A B R AR 11 45
1B i AT 28 45 7 R HE O HEVEAE L, A B
B INCAR FURAICAECa [ =235 T, TR b
J2 240 M0 A Al 5P 4 i 2 P ORI, A N I
RGP A A, e Ok U, i
NS R . ER A% S5 41 s 1 DL,
A AT REARRT AT, SOAH EAE . IR A% 52 )
ERS/EZRIAARN I Mukx S SL R %, ERS
I A2 I 2 2B A 0 R 1R e S R, ER'S
XF RE AR L 5 SR AR &N A5 el
T BB, kA CIAE Sl 5 A%
SV (AT A i i R,

LY W E R I RE 3R AR AE B 5] R
ERS, G M &K E: (HAEFY)
FUk =, 035 AR YL = R R UL (2)
R A TR S B M R, s R
J S A (dithiothreitol, DTT). B-
ik L EE(B-mercaptoethanol). [ 242 i
Z I (homocystine). B AL H 7K 5 R
(tunicamycin). %% (glucosamine). 2-ii
S M % B (2-deoxyglucose)dF; (3)FEWIERES &
TP #5254, WERCa® - AT PREIIH] 7] 25 5 2
N Z(thapsigargin, TG). 55 7 #fA(calcium
Ionophore)A23187. #EFEEGH L I &
R (ethylene glycol tetraacetate, EGTA). Hi4:
# WA % (lonomycin). ERCa® il ZURE 145,
(4 RAR L RIFRIL IR Sl b 7 1 L I AEERHERL; (5)
Hofth— 2247 TR AR AN G L B AL
W EE FEMEYI BTN R ). PRI FEAE
FH IS FEIH LS 5 R ER R/ BRI Ca”™ B hs Bl
FIIUIN /12 ke i >,

2 ERSRNIRR
124 A1k, S TERSE /D ORI T 4R I fE LA
ST e N g AR,

2.1 Ba R EHE RS+ F EHTKAERT
25| KIMERS RNV FR AT B 8 H XMW (unfolded
protein response, UPR), ZEMi FLah4) 41 i o b 354
ERJEN 8 F75, BT EREL I8 A I (type- 1
ER transmembrane protein kinase, IRE1). X{f#
RNAMK i 1) 85 [ FBEAE ER B (PKR like ER ki-
nase, PERK)AI3i% {4 4% 5% X 6(activating transcrip-
tion factor 6, ATF6)3 552 1", UPRETR
ERSIF, WERZANMUAZ K — RIUE 545 T,
F= BERFAE A& LR 2B 1 15 82 1 78(glucose regu-
lated protein78, GRP78)/ i Bk 145G & 1
(immunoglobulin binding protein, Bip). 44K &
F(calreticulin) JZGRP170%% {CR IERFEAR &
FIR IR KA1 . TUAZ i M A7 380 AN [R] R AL
AbFEUPR: ERFEAREE R s 1) 1, BRI
TR, ARHT B 2R 1 HHERFS N T A
22 AR FNRG S ZHEREARNTE. ¥
2. G, BERHERIEERSI 7 SRk, Hrp
FLHRERS W (bR & M FIGRP78/Bip. GRP78/
Bip & R b 8 1 KR 50 8 11 70(heat shock
protein70, HSP70)[{I i i 2 —, FHZ 5ER R
SPES Ei=¥IEW
2.3 ERAI X % fi#(ER-associated degradation,
ERAD) ERFAfE 4T & M 4T 2 81 1 ) A
IS ER TR R G, WERIY [m) ¥z 22 1
Jo, #%26 St B
2.4 mRe A 2 A BN ] ER S5
TERMIIAEIN, RAEMMPWMT:, LLERRZ I
(R4 e, FHERSYE R I TA73F 442 CHOP
(CCAAT/HE Ry 4G EAREE N, CCAAT/
enhancer-binding protein-homologous protein)/
GADDI153(growth arrest/DNA damage-inducible
proteinl53)%E A 0 6 5% INK(C-JunZ & 1%
AR, C-Jun N-terminal kinase) (K00 1 % ;
ERFFF [F)Caspase-12[f13#i%. CHOP/GADDI53
R N F K EC/EBP(CCAAT/enhancer bind-
ing protein, CCAAT/H58 145 G H) MR 2 —,
FEIE R BRI A S, (H/EERSIH,
B R T RIA, S5 R T AR OCEE A
L. ERA- A0 M T2 2 > E2 L, B
UPRAICa” #24A15 5 (calcium signaling). 2R L]
ZNAIAEAE AR, T A ER S I 3 2240 g
TEAMBEN, TTRTTCa A, fblR 2
UPRS MBS 8 45 SRR S O, Hod ik ml &
SO T 1 AU .

TEN PR3, ERG R H 6 ) R i 59,
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XA W) T80 & Tk NERIE T B 1EE R
Gifir; BiJe, MASERE R E. . fl. B
fiFf PR DR R 0, AT SR HE B RO 8 ARAE A A
(IR R 3T B BRI B AR B AR B, it AT A T
YEFFAN M IE R DO RE; ), AFER ST s s
S A T EAE T AR AL, A, ERSEEAEAN
PRI 1) A P S I, St T i RS A 45
DI EZEHLH]. — R IERS S T35 47
ok o, R HLEIABE S BIOAR DU, % 40
Fa g T,

3 ERSHVISIREH. REREFIHEES

3.1 BRES IEWHEIE, MIERE EAFAE
IRE1, PERKAMIATF6 35 5L 5, A1
IREE I FERISTHT, N7 T ER M
S 37 I B A R A A I RIS S LGV 12 )
KA HERS T HEABGRP78/Bip4s 417> ERSIH,
KA B BRI GRPT78/Bip 5 3R N & 1
oy i, SRR, Jif B IIREL, PERK 7))
I A0 T A ALK IR AR B R
AT 32 BIWOE; ## 59 J5 IATE6 N N iy 7K B A4
e B R AR T T e s B, 4R S ERS R
A e 3ot 5 AR DGR TR (g a2,

WAL IR E 14X AE 55 45 I B 3% & &R H
TRAF-2, T 05 i N R INKAS 5 8 %, F
{EFFProcaspase-12, {E ARG, H
FUARWIER ST S I T I Ji 5T A 1) R 24 IR S+
2 e 2 MR B H -7 (cysteine aspartyl protease-7,
Caspase-7) % B ERK MG Caspase-12. 7%l
[f)Caspase-127E LHAM WA RCS HIIEI T
#ifCaspase-9fICaspase-35 /&2 1T-. PERKH
SR A HIRBERA O, Iz a0 i ek

15 F-2a(eukaryotic translation initiation factor
20, elF2a) ) Ser5 ML, 182 AR & i 20 b
WL E AL W (glucosyltransferase, GTP), I T
EIAE AR -RNA SR 45, ok AT 7Y
VRIS, XA ORGP LR PR LR TR AR A
W EREIHIZ, ] TERK it . S 40,
PERKFA 5 AL #1175 S CHOPRIX, [F]H i
W RS BT I, AR T A A, H AT
WA AR & ABIPIY E T e8P RS 41 i A 4
T2, (HCHOPZRIA b i [ I A5 4 e A1 -0 T g
7, BRI KRR FFEEA7 A, ERSIE T 2N, 40 i
R AT TP TR AT FOREWS (2 1k 5% 5%
FCHOPA: R 31k, CHOPHEW T B4 itk
ELRI/ A M5 -2 55 A (B-cell lymphoma/leukemia-2

www.wjgnet.com

protein, Bel-2)[J3K ik, CHOPRIATH = /ZERSH
P&,

32 BT EWEIT, ERACa WK A0.1-1
mmol/L. —fRE0L N, ERFICa® & 1 Bk 4
P2 ARG AT ERN W Ca™ 454,
B Ca™ 1 1) 38 ] 2 32 /R (ryanodine receptor,
RyR)FI = 1 F2 LI 52 {4 (IP3 receptor, IP3R)iHIH.
ERFENCa> EE R 2R EH: — 2B A
JAE N 38 —AGAE; —RAEEREE PR 1Y 8 1 IS
PE. TR Ca® WRSCRIURE T B 2 1R HER
Ji, D K Ca> BN 25 7= A P F T Y2 1)
R, WIS TEIRERY /R Ak 2 1) DL K iz
J s W) (R R s . 53— 7 1, i TERFIDIRE
ST AN A WA A B, X — Dy g 2
HEEZ B Ca® MO B 11 i FA T 4% T S B,
24X BE 8 i T Ca™ AER i KRR HA i 2k
5 2 3R B TR B N e DT & A
ERJ ALK, 2 S ECSERIHIELE. Matsu-
zawa et al" VISR I, T AR SR R
1(apoptosis signature kinasel, ASK 1)/ 45 LW
FIERS 5 7 40 M 08 1 Ffr 06 75 117,

3.3 Mg d ERJFE N A KAk A0 5E B Y
o PR R & . o GRP78/Bip, GRPY4,
HSP4073 3 J& T~ 28 Y (1 73 5 HE- AR K RH S P70,
HSPOOFIHSP40. GRP78 WMt AE 2 1 T IEAff 45
PRI B, ERSI LR IX B, Lee ef a/™M A
A EMBCHERSHIFR G 8 H . GRPI4/EGRP A IR
AR5, HUPRAIAREMEFEIE D 2 —P
AN AT TR - 2 R A i (peptide prolylcis
transisomerase, PPT) XERFTFA1: (1)EER
3 FEAR: A5 I R M (calnexin) FIES M 2 1 (2)
A BT MBS (protein disulfide isomerase,
PDI)"".

3.4 Caspase-12 Caspase-121F HERE L (KL
T2, AAERSH 3 140 M 0 TR e M S 3 2
IR, HS A T L IR, Caspase-12
SER AR P TR TT RS, fEfliCaspase-12
(R A LTI SORT I 24 24 3 (1) 5T P 133 25
Ca® Fh i, WAL T H5 300 & e, JLim k5 R
FiAL TERE M % Caspase-12; (2)ERS
e ffiCaspase-7 AT A7 T-ER K 11, A
Caspase-12 K/ AL 2 8] R F2 X 88k, 2F 1%
iiiCaspase-12; (3)F < Caspase-127%5 1 HFHABAL
T3 0 A% Jo R IR AR IR 1 52 AR AR SC R 72 (tumoor
necrosis factor receptor associated factor-2, TNF-
RAF-2)". Nakagawa et a/™*'Jf 5% & Bl Caspase-12

Wi £ E

B, CHMR
KR R AR
i@ 3 A H) 2m BN
Ca> Bk, s iy
ERSA~ 69 I 20
JoH =, FF AL R
#ERSE B %@
GRP78/Bip & ik,
Fr 4 ERS & 12 &
Zh 8 Caspase-127&
A&, M [T AT 28
JERA T, X—HA
T #7 AL 69 Z L
A BAFERSA F
FFME & 9% 09 08 97
RAET Freg B3
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WA #H A L

W/ #y 423K 7T ERS
Wik ERE. R
Ri&Ek, BBRE
a. AR FF
A8 E G, AT i
SRR
T4 P o &
L. s A
W R, Ak
B B i 5o F A
% ERSA~ 5 AT 4m
R T R A AR
Rt

AFE A eI, AL TEREEN, JFAEER
WG AL EE (IR RS, EERFF AT M Caspase. H]
E R- 5y 7R JE A4t (1 4 da 400 i R0 A SR T =
A(Brefeldin A), Tumicamycin(Nu#H 5 AL 1]
7). Thapsigargin(ERE F4550) b BE4H fl, 155
ERSK M, 4B T2, Rk B Caspase-123F
1 e 2 SRAZ R A S AL T Caspase-125E A6k
Al 2 iR 259015 FERS I NI, 41 o 1
AW, WA ICTZARFI LR AR T P T2 A
ANZ 0. Mouw et al® IR R, W Caspase-12
L DR 11 20 B ERCOR AT X A % ol ] 1 175 DR 3R A
J&, (HXTER ST P T20] = A 1iif 52, 1iF B Cas-
pase-12 2 ERSHUN I, 1 AFFE T 32 A B AR A4 it
I F T AL RAE SBOE . XFH T 5%
IR 442 F ¥ Caspase-3iith, #E/RERSHE i
WAt 2] T BORiAK. ZoRiARAT W] REAE IX M OE T 0%
PR A FBOR IR VE P

4 FHBRATE RREEF R PEIE X

2 HL 08 1 (apoptosis) M & 7 5T H 9% B 22 Kerr
et al T19724F 5 th, SRR AT PP 40 i JE T (pro-
grammed cell death, PCD), &2 4l g ¥ 55 Fn
20 i P R DR R 2 1 Bl A B sl A 2R
0 9 T A1 B v S R B0 R AR A
M T2 ATPHER N UEE R/ 3 DN AJE Rl £
WAL, TR R [ 4 A 2 SR & ) 4 i )
SET 7P AT LW AN AME S (Fas]). 41
I 52 4K (W Fas, TNF-aR). Caspaseff %
W\ Bel-2dm H R Sobi AR i 4 il (L 3= CHI
ERSFZ K 2, o HCaspasedi 3 18 1
IR NI RE. AR T R R A ()RR
PEDRIZE, WO 26, KA IR, ) PE
E, WP A A RS, )
PR R, W BB R . EBJ R4 (4)Tk
ZAMAEKLTR T, TR EKE T 2
JHHAR I AE A SRR S (5) e K 3., Bl A4
BN RN 1, WiFas/FasL, TNF-a,
TGF-B.

JH A0 T S 4 A4 AR /S, 4l
JRORSAT) DR 4 S 2 %, MBI 4, ERY 9K 2R
I 5 A0 M Rl A% Gt i [ 4 0 SR L Ak, %
DN A A% I Bl B Aid 9 AU DN A Y B, HLK &
HERR I BRIR X 47 (ladder). TS 30, 40 IS Py B
Y20 M B AT o 2 A B A e L, A
TN B B IR T2 7IMA (apoptotic bodies), FF
AR PR A8 AT (1% 7 Wk 440 P A W, A 5 | RS 90T X

JEETL T A IR T 2 2 4 52 5 R 0 PR
FAEPTEL, KRB A0k, a0 MO, it
1157 WG IR /A B i, DNAREREANTE 7,
VKRR A WA B A ) e RE TR T
i, 5 RS R ™ A SO SN, I R AR A
E@HO]-

R T AL — FRARS E b ( 40 i, (HAE
NI EEAS A i B, R A A B 2 L A
MR T DI OG, 2 PRAT LR A o B A
BRI T 5 5 S S JE A O T A Y T
FE YT AL AL A0 M S T A DA SR
HLENLA. 2P AR AT LA S A e T,
PN ZR (T 2, i) Bl B R R .
WEVE . izl RER W EON REIEGLAE. T 4R
PTRE—XTT S, At i 20 0 ST G bR
QIR R E RE SR vA N = IEE T ) W il by
JE 240 B ] 1 ) DAL vy A ) P 2 ) o 2 4
T2, CABG g At AR T i 3 SO R RIS
26 98 1 B R A A T R B AT SO T 4 M B B
A0, TR It 2 3 S JET 453 45 A0 FEF U e i
AT, AR PR R . B
HERRPERFR . 8 5 SR VE T 98 55 2 Tl THw
LA KA T, SEma TR DD RE, I s
AG. TR AN I T 5 2R U B R 3
RAEY], AFLRRIOBEEATT. AR T2
T BEPEITE 28 01— P I BARA, JTF/N A Y
RURIRSE B8 DR S0 L 52 I 5 T 4 0
T2 ARSI A DA 2 £ 7T 5 K B AR
A RIS A0 B R T RT R TR 1
03 JHF 40 FRLA5 055 () TE LR 2 2 T il i
P T e R ARNS T PR L B 36 2% ol JEE R
ROOH G ST R A L.

5 FHBRETERRR

FT P MAET:, Har Ca 34Tk
AT AR AE . SRR S LERSIHT:
AR, ST AR AR K 2 HFasL, TNF-a,
TRAIL% F 5AHMN A0 M 2 Ah % a5 & )a, 5
LMt M Caspase-83Caspase-10, JF¥IE it
Caspase-3, 514N MR T, T2 RiAAGA2 P K
SR WRENTES TSR VA BN 8 B i 5 i ) IR S
CRY, itk Caspase-9. fEdATPAAAERT, 5l T
WifCaspase-3, -6, -7HIiEL, N FAEIAT:. ERS
W RAET B E RV LA LER NS KA, {iCas-
pase-12{i51k, % S GRP78/Bip, GRP94, GADD34,
GADDA45A, CHOPSJy T A1AR ™ 214 I, 4k i
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T AR A €0 2 CHOB ¥ Caspase-9, 751K i )3
PFW T Bk, ERSIEMT T4 i 52 A sl 2k
KRR 534 T Tiggel Y,

JH- 4 JH 0 T AL A AR AR AR IR AR, P A
B o@EmES TR MBS MR,
ANTRLRIPRE il A2 4800 e, REFRIRGRRLAR Y I, 7
A SR AR I 7 1M 55 A (mitochondrial membrane
permeability transition, MPT), Bifi 5 40 i (2, 35 C
AT 37 F(apoptosis inducing factor, AIF)
N AA OB T AR 40 5T, 4 € 3R C AN
T2 A0 B F(apoptotic protease activating
factor-1, Apaf-1)45 4, #i% Caspase-9FI K, #Kik
WE NifCaspase N K1, UCaspase-3, -6, -7.
MP TR EEME P IRGRE L, Al 3 % Caspaselt)
Gt AADNASHiR. BeJ5, MPTZ 240 il 9 Bel-2 5K
TEAH K B HTR T H - (iBel-2, Bel-x 1A
TR (WiBax, Bad) . SR 0 52
T8 A f R 1 52 AR (Fas MITNF-auR), B0 I 0E
20 B PE TR (.40 i (cytotoxicity T lymphocyte,
CTL)RE i % L 2 (perforin) IR EB, JFdE—
Wl ik 32 A% B KB A (FasLATNF-o), BB
Bk, 2R AT 8 1 JeCaspase-8HI AL £,
FIRCER AR, IX PP 5 R I SR 5 8l Caspase-8
AR RGOS, Bl G ¥0E NP Caspase!
M. IKF, 9l i Caspase-3. CTLK ik FasL, R &
A 57 FLFRUBURL B B IR RSORE, 5 R0RE Bl B 12E A\ AT
M. R 5 RURL B BT R 5C B 1 4 i 2 11 40 i
IS Caspase i fA&. #ifCaspase-8Hi /At GE[H]
F T B M R C N RARRE TR, NI N SR
SRR,

6 FFERATRERERRESDF
6.1 AR B JFFA0 M AR TC A, T2
SRR, 2 5 T 40 M 1 00 55 DR mT DA i
LA N TEAE L T R R IA AR L R
0 M 9 T 18 R DRI 0 o 0 0 T PR (1) 4
HEA M T2 SRR, A 45 Bel-287 4 2 p53, Bax,
C-myc, TNF-a, H40E/ =M (interleukin
converting enzyme, ICE), C-fos, Fas/Apo-1/CD95,
Ced-3, Ced-4, TG%; ()40 B 1 3L A,
fHEBcl- 2R M p53, Ced-9, Bel-x%%; (3)7£ 4
J o T R Rk R R DN, B A I
D(CyclinD), TGF, Hsp-70%5*",

H AT B i I SE AT B el-2 1 F as, 40 /i
AT R R EBel-2 KR RO 4l
MRS R AR T E B2 Bl 2 KR, Bel-2
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FIER A A PTR T-RE P TR & . Bel-2
JE B RN, AL T 185 Yt AR R, 1% AR 5 itk
EVRIAT 5%, PR M Bel-2. Bel-2[mRNA K26 kb,
BN TR 7/K VAR RS Y VR N S ST K = E
PR T, B A A K
A A7 VR, AR A LTIk 1
Bel-28 A K A MM T4 HI R 1A Bel-2, Bel-
XL, Bcl-W, Bel-XS, Mcl-1, Bfi-1, Brag-1; 41l ffg 1
e kR 74 Bax, Bak, Bag, Bid, Bad, Hrk, Bik.
Bel-2 X H [FYEY) 28 7 T 40 i, B F5ER
i A% A RN 2R AR A IEEY. Bel-258 i Hh 4l
I E 4 o 0 T W S B 1 ) BB R T 40 A
B E W A sE G PR —RAGEH, Bel-2
SR 11X B VS I oS T BN T IS % VR EN TR =
HR TR ok DT TR, Bax 5 HoARE FHAH
X, Bax ] 5Bcl-24 5w — SRR 2 2R3,
Bax &Ik 8 o n] I8 ] 2R A, ok gn e
Bel-2 5Bax [P LUl 2 M 715 5 1L =, AAR
YR AN T 5 T IR M PR 0

6.2 HF40T

6.2.1 L& EC LA FECE T MR T
KEY R, th5Apaf-1 X Caspase-945&, I
Cytc-Apaf-1-Caspase- 9= W IR T-4E, T3
Caspase-9V%ifl, 4RI >0E R il Caspase-3,
JE ST ER (IR SN, 40 & A R T,
6.2.2 Caspase& F] K% Caspasedi [F Kk (41 g
P I AT I R GBI L, R T 2k
FYIAH G, A AR AL A 65 0% 8 T4
Vi oy fRAn Mo gh il . BRAER GG IR 5. AR
HAEH T A R BOR A, 4 4 PR 2 v A
BN Caspase. Caspase-87E4H M T & 4% )5
IR ; Caspase-37E 40 i T & A5 RN AE .
6.2.3 Fas/Fasl Fass& /1 4 R 1T ) 40 ) 34 1f 2
55 R o P i 1 ) SR 68 e
7 TAEH, Fas &FasLAH B AEH &N T 415
FTIM 28425, Fas/Fasl4hi )5, fF Fask
I N X JE e HLCoOR i ZE T [X (death domain,
DD)-5jFasH R AL T [X £ [ (fas associated death
domain, FADD)4; &, i J5 2 I JH 3liCaspase T
AT

6.2.4 TGF-B1 A4k TGF-B1K £ P4l 2141 i
AR, L2 22 7 245055 5 0 Al i 1
T, RILTGF-BIIIRIE; PRAMNE IR
AL, IMATGE-B1 R 40 L (KB T,
FEAPUESE T TGF-B1E S AT 40 B o 145 T
TGF-Blifiid Caspase-8FCaspase-3[FiH I 15T

mi:A2E

B T ERSA~§ A
20 JoL R T 89 BT R
kA Z 3] F A
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ESQ DN O
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J& W (ER) & —#F
Ry A
B, W TEHAR
B 3] & ¢ ER P
BRI RS
AW BEOEE
M B EAECa
FHFHANKRE,
# A ER A (ER
Stress, ERS).

U4 = £ 08 1. TGF-BRAE H i 515 5 AT
0 ML T I R — AN 2 AR, At T 22 SR B
S AT P 0% TG I I T 75 S P 4 LR T, R T
{4 JHF 40 123 WA TGE-B, TGE-BAE T AR i, Ak
RN WO W JULET 2 40 R, LT 4 40 i S 53k
TGF-B, @25 5 SUHF 41 fa (g 97 75,

6.2.5 TNF-o. TNF-ou& JH I 1) —AN 3= 22 9 hE N 1
RN A7, Ath 5 40 0 1 10 56 R Lok 3 ).
JFF A2 e R G A 7 A RS I TN F-a )
TR, R TNF-ocfE T B 5 e At
MR Z, Fr BN A DL 2 1
TR S S AR TR BE R R K
JEd R Ao EEAE . TNF-of5 3 H-40
BRI B (1)TNF-a 5 TNFRI1 K4k
X 44 )E, SETNFRI =%, =R MTNF-R1
TH o TCER A I i BB T S R AR S R VR AR S
1 S FINTRADD, FADD, TRAFAIRIPA: 20 25
JRPE R TNE-RUGE 5 &G4k, TRM0E Nt
A T T, B E AN F-«B INK I,
WS Q)4 ASK1 S HANHIM: &
Trx 545, 440 52 2 TNF-o )05, 7T i i Fe
GBI A R A R, TR AR B S
SIETrx MASKI Eid%, ASK A n FHHINK
Fip3 8l 75 T4 M 1, (3)TNF-afE N FHEE
A B AR IR A I A, S A R R
J g ek A Ak, 3 A H R A i RN A% A
PR LA Bt P B 4 B 0 7 B, AR er al™ i
G IR, E KR I A B (DMN) 5 3 (1 T
AR R A TR ] B . R
PR AT B SRR ALTE AL HS CH 22 L 152 9 B2 40 i
S DL BRG0P 2 A5 Ok, TR IR AR S )
HSC. 24K N S 415570 W T GF-B, TNF-05%
0 b R 1D e 0 B A R, TR A 4
AT DL 73 WA 3K 6 2 it [R] 7, 3K e 41 B R 7 A i S
A I A B T A L R OR U
TR0 A B 75 6 1 40 R 7 AN S R AR
XL T RE A R A0 M s BEPE PR T IR 2
6.2.6 FILEFHAEHB CTLRIIU % L2 M
L FEB -t A S 40 0 T T R Y,

6.2.7 M 3% (endotoxin, ET) ET/=2E s B4 32 )
PRI TNF-o /7, HoH 5 5 40 iR & 55
W] ST A T, BB er al“ WK
B, PO 238 T 5 ARSI R K B 4 1
6.2.8 fesr & ML ZE 0] A ST, H
B RE S AR DI B T I 4 i 4
WU T B8 H 3 JIF R R (52 JFT 55 52 ¥ 40 B o 1

&L

7 RS SATBIRBATIHAREHE

DN A5 45 FH A0 Ji0 J5E B0 752 A4 SR AR AT LUK A A
HAEFESMPTHI Caspase H WL K40 Jf T2
Gyl ORI (GAEE R I, ER. V& REARN
o IR A A8 At 40 2 A2 450 7 S N B AR
A A BT Y ER SEE A 40 BRI 3%
(R RS, A e s 4 L ) E L. —
JE T JE P ER S REWON 4 B R4 HL1, 0 34
BRI, BRARITSEA RN, KN E
FITUA BCR5, BAG NIURY. H 1 6 DR R IA T
B, AT e G g B AR RS, 40 Ok
R AH B, 4 IR i R R o i £ 4k
REJIIN, DRI HLEIARE S0P, ERSA L
Caspase-12J8 sl 3 ERVEGN MU IH T-i& 4%, X Fh
i N N [ 8 i 2 S 3 RS Y R = B )
— T AN e T AR, FONERAH CHESET S (ER
associated death, ERAD)i 45!,

ERBES A2k -1 Kl W Caspase-12,
CHOP/GADDI153, 847 4[5 ¥ #1Bax Inhibi-
tor I, GRP78, GRP150. ERSL#ET, fE#1-H1
il 3T, BRSO S A R T, LRI
HIEHE: (1)iiSCaspase-12: CaspaseZK KL
Caspase-8, 9, 3, T3 EIET 52 Lok A4 1
T B SO R T EE A O, AT E R [T
Caspase-12JUJ2 ERSEUH T 4R A I, 1S
ERMIMET B4 . ERSF, il fiCaspase-74
7B ERF M, BEY)Caspase-12 NI HE T 54
GRP781[ I |Caspase-12 T84T, K GRP78
BEUPRS 380K FF J8 o0 A, 70 M ot PO J T 4
JEARMERBEEL H, 75 Caspase-7HICaspase-12
TERE AW, BHL1ECaspase- 12343 B 13 (AER
I (2)75 7 CHOP#KIA: CHOPJE T C/EBP#: 3¢
BRIF 505, W 55 2 500 1) H A 1 53] 1l — 2R AR,
HIL B A ERSE, Al #ERM S TR IA 4k M2
HER T, HLHIEHS N IHBcl-2RIE . FEMBAS M H
IR Ak e ARG 7 AR A ()R Ze b AR A
(R T R I C- AbLiE ER 0T 2k 14
PR T B S 590 1. C-AbIAUAFAE T M kx Al
J i, iE420%A A7 4E T ERH. ERSATFER
[FIC-AbLF AL 2 bR, AkiMAE it 2R AR i e
TR RC, LR SERTHIBCl-2
BRI, ()AL G i 2 5
F1 S 7 IR PR K DR - A JG R 72 (tumor necro-
sis factor associated factor2, TRAF2)VpBh T #%

www. wjgnet.com



S5, 5. ARMLSSHBRET

2513

INK, Ja# 2 5 Musgsa. 1k DL N5 50
TS MM RG9S SEA, £ E5
T IR

2 B 2 9% 1) R 4B S ERSAT 3 1) 40
P14 %Y. Caspase-12JEERSA M T8 48
(P OCBE B . IE W 15 DL T Caspase-12Lhpro-
caspase-125 AR IR I X A7E4E, ERSH), ER
A8 TR B s (10 22 4 iy 7K AR IO 25 B R Ik, 1
HiETE Caspase-1248 [, Al ik 4K X Bs
Caspase-9, -35 24N LJH 1. Masud et a/'*'WF5¢
WFSE T Caspase-9, -37EERSA S 400 1=
FEPE AR R T OCBRE VE F. 24 1 4 i A= 1
T, procaspase-122K & B Wi/ G5
R, ERSAFCaspase-12i5tb 2 5 T #AEdE
VI I Ty e v A R T R, R S
JH- 1) fit %% v JHF 40 M0 2B TR B8 (%) — B L i F0
B R PTRE PR I ) R, THAE O A
INBEAE FFAF ). BT 38 I YOS ORE 44 4
3 P450 5 M H L 7% 50 ) 2 24 (1) X
W, T IE AT B 2 11 s WY HTE R A7 A Sz
T, FEFERSH R A, 54l M T A g mi iz
FARU. 1Tk H AMRIE, 78 LB FE RS PR
05 AL v R I, ERSNZ JEAIGRPT8.
GRP94. CHOP. [H[H LT o454 8 H (ste-
rol response element binding proteins, SREBPs)
TR IG5 G i f% % P ARG BEL 2 M 20 TF
AT, HnBcl-28E FI&IL, FEkBaxEH A%
B 5T et al“ IR IR AR IR LA A 40
K7 TGF-BIFIL. WFFTERW]: AR H ATl
P 4 L R T PR, BRI AT e G B el-25%
ik KA Bax, TGF-BIIRIEST . B 45 A M 7
T8 LR B e 1-2 335 R B ax 2 125 FH T B 2 ik
K ERH- 40 M T, R RE S HR T B SR i AL
2 AR AR SR IR, i Bel-24% LN Rk
TR SRR N B A A, o] PR BUT
JIEDhfE. FBcl-286HE ik T FasLHI TNF-a i
SR/ BUFF 40, wT CAGRG 40 M R 8 1. e
et al" W7 R ILAE LA (ursodeoxycholic
acid, UDCA)M L1410 fd py Ca® B, AR
ERS/AF R4 Mg T2, FFRE IR TGHI
& R Ca® KT T, JRFERS MY 45 [
GRP78/Bip#ik, JHMIHIERSI&EH B ¥ Cas-
pase-123F 4k, M BHKT 4R T, X —Hif T
SHTHLR I A A 2 FRER SA 3 FHE 008 1196 97
SRt T
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Abstract

The activation of hepatic stellate cells (HSCs)
plays a central role in liver fibrogenesis. Trans-
forming growth factor B (TGFp) initiates the
activation of HSCs. In HSCs, TGFf signaling is
mainly transduced through the ALK5/smad2/3
pathway. However, recent evidence has shown
that the ALK1/smad1/5 pathway and non-
Smad signaling also play important roles in the
activation of HSCs. For determining an effective
anti-TGFp strategy for liver fibrosis, it is neces-
sary to investigate the complex signaling of
TGEFp in HSCs.

Key Words: Hepatic stellate cells; Transforming
growth factor B; Signal transduction pathway
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LR

AT 2 4k 2w fe(hepatic stellate cell, HSC)&4L
I HHETE RGP ST, LA KEF
B(transforming growth factor B, TGFB)& 31 T
JF 2K 4w ey &1L, TGFpIZ5 EAHSCH £

Zid it ALKS/smad2/3i& 2 £HSC A4, M
W R FF A, ALK /smadl/5i& 12 &
Esmadfz F AT ETEWER. A LTt
HSCY 2 & TGFRAZ 5T #HATHFR, A
TGFR & 77 I 45 AL IR AR I
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HS CIE AL 73 Wh X 4l M AR I o, 2 JHF 41 4k
TERC O, TGFBIAE 3. (R#FHSCiEfb
5 27 4 A o R i 2R . HSCr
TGFBf5 5 LB ML ALKS/smad2/3i& 21568,
TR EY], ALK /smadl/5#&42 A JE
smadf 5tk IR =2 AR .

1 HSCASMad{k#BV TGRS i@ 8
TGFRE XK FEZ M E 5 1, WTGFRHLA.
‘B & 1 1 (bone morphogenetic protein, BMP).
Wk (activin)Y, TGF il I A2 1k & 45 1F
M. TGFp3244433%: TBR I, TBRII, TR
ML HiPY & A 225 R I A PR Z AR, BiAA S TRRII
-TRR 1 &55 T8 e e = 284k, TRR 1T {4
TBR I Bk, JHFHGETPR 1 ¥l fidr
PRI Smads(regulation-smads, R-smads)fi
R, WER1LIMR-smads 5 Smads(common-
partner-SMAD, CO-Smads)J¥ & &% N %N
2 LR [ e S T,

TRR T MR FL s () AN 7] X 7 ALK,
ALK3, ALKS5. TGFBi## 5 A5 5 ol AIC A4 S 4 5
(B2 RN 5 S — SN TGFBRAY 2, E
ZHHTGFR. LR TIGILTBR I /ALKSSZA, ¥
fiSmad2, Smad3fkF155; 5 SCABMP) 3L,
FEHBMP. KM FIELTBR T /ALK
AR, WoESmadl, Smad5, Smad8[h FiFfLid
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G EZ AR, TGFRME 5 il ALKS/
Smad2/3f%ih. BRI ALK IRE - PERIE T
B4, 5o i R W, HSCER AT ALK 13
ik, R S SR T IR AL R

1.1 HSCATGFBR/ALKS5/Smad2/3i& 12 % e K B
FiA& TGFB A RS F= M HSC H Smad2 (1) %
Rk TEALHSCHSmad3 iR 1k, WF9Y 1,
SmadfF 5l 6] TGF B 3 1) 2 Tl 41 4 M 1R it
BEPRI 0TS R O /E ], A145COL1AL, COL1A2,
COL3AIMA5IEIA. 5575602 FIE CMA I K
YN ZETGFB R BRI Z) AL M, anTIMP-1,
PAI-1, bSHE 6 2 BE K (INTBS) %%,

Smad & A WIHEN A Hukz A vT B SR
(W8 3l 1 DX R BTG AR 2 A, A R R )
WU Smad B [ ) 5 HA L S A HAE
I JE B A I 55 R Y % 5. Smad3 5 TFE3MISpl
FEAEF, 43 HITEACPAT-1 2 COL1A2%E X )3 5
i Smad 5 AP-1 AR HLAE B Rl st oak,
ok 559 1V DR PR SRS, e A SR RN AN
T AP-UFI/BSmad 7 (W cis o, IR TPy
GIA A B . i R Smadis 5815 5 Sh REvE
AP-147 5%, WPAT-1HZ, WISmad#i 5L A i 5%
v, B IS T i Smad/Jun - ZE4A. A %, T
HUEEDN A 3)) 1 1) Smad 5 N TG A AL F AP-1
A7 55, Jun WL 2545 . BHBTSmad3 (1#E % & 1k
Ik, H AN HISmad I AEN.

Smadid n] i ok 4 s P - (A SkaAH
HAF A A 5p300/CBP)AH ELAE A i T Ho Al
eI T ZhfE. Smad-p300/CBPAH L AE ] X}
TGFBA 7 [ i Jir 5 D (1) e Sp i o O =4,
T -yl il Jak-1i%FStatla, J5# 5Smad33%
4rp300/CBP, MM HiHICOL 1 A23E IR i s 3k
I RAFPUET YA T,

TGFBRR T /1540 43 Fi(extracellular
matrix, ECM) 4 ) FE K 3R L, W n] 52 m L
E C MAX Ui %5 D) AH OC 19 18] 5t 1 Jie st B (matrix
metalloproteinase-1, MMP-1) & 17| Kl F (tissue
inhibitors of metalloproteinases, TIMPs)[{]#ik.
Smad3, Smad4(if AN & Smad) it & FiL T 5
p300/CBP3E4r, MM FHWIIL-1/ S FIMMP-1
(R S BE Y. TGEBMEHETIMP-1. 7] B 41 61
MMP-1[1RIE, P#F AL 8) 1T APLAL
A, ETGFBARAEAE H 1 8, ABAERIHLEIA S AH
). MMP-1J3 3 FAP- 147 5 _L i A£ (E TGF Bl
TG, Smad3 Tl F S AP-1{ S A EAE A 5
TGFRXMMP- 13RI IA F 4. 1162 75 Smad
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BEMIFAETIMP-1AP-147 S/EH, Smadff]
R R IE R REMEHET GE B TIMP-18 1L 115 .,
TGFRYEH T-Smad2, Smad3a{Smadd 5 141
i ZATHARTT LA S TIMP-1 (/) #¢34, ¢-Fos, JunD,
c-Jun % TGFB F TIMP-146 34 - T 2™,
Smad37E£F 44k B e B EAE R, FAE
ok 1A ¥ R PR Smad3 /N UK R, 55 87 4 B
FHEE, Smad3iifi/N TN T 24 JRmRNARIA
NP bR S W a0 A, S Smad3
% A B AT 4R 8T 7 ).
1.2 TGFB/ALK1/Smadl& 2 ALK K il
Bl AR PN Bz 40 3k, AE PN B 4 i
TGFB/ALK it i Smadff i /7 2 E i 2 A4 40
# [ 1(inhibitor of differentiation 1, Id1), {214
MR35 FNITH%. Wiercinska er /™ 7E sl (R
ORI, HSCHnl @i TRR I /ALK 1/Smad1ifi
AR, AR S A A X TGFB
AUSEN, A AT 43 M T HSCH Smad 7/t i 3 K %
ki, RILSmad7FRIE A SR HIId LRI,
Id13d B ik Gl IS mad7 X a-SMA LT 4ETE
PR HEHS CIRIEAL, 2, 1d1EFRffa-SMA
EFYETE k>, TS CIOTEAL, RIIA A
LA LS B A — AN E B 7. 3 — 2D o
KO, HSCEMBAA{EALKI IR, TGFBfE S
XITA1RIA IS S @ TRR T /ALK 1/Smad1if
A3k, MAETBR 1 /ALKS/Smad2/338 %, i
Smad2/37E 6 ] AFIHIECMIE R (1) L1, SR i)
a-SMARIEEAVER. X ALKSHIHIHIAFEBHL 1
Smadl ¥R 1L, R, Smadl RS A0 LX)
To-SMARI A AR Bk, BMPJEALK13Z A4 (1)
RARBOAR, A 7R, BMP-2, BMP-4{EH T
HSC, {€iffa-SMAREIEME EFA, XTHSCH)
HAL LR E I TGFRIE 3P, 5 I HE T
ALK 58 B AEHSCIZRIE. P SERth 2 1,
YA AN T RIE W B2, W R
feffiSmadl 2. FEHSCIGALIEFE T, Smadl#
TR FIBE IR IR kLA S A HRER, SR TGFR/
ALK 1/Smad VK #& 42 75 JT £F 4 4k (1) A= b al
REC T AR .
1.3 HSC¥2# 12 5 Rk 69 Z L £ L 41
W IR S0 B SRR R BN, ALK/
Smadl/5M) 3% 5 BN B 40 i 1T #% F0 1 B
ALKS5/Smad2/Smad3 {5 51 F AR 5252 py iz
20 PR TF e 2 TR AR ZS A T2 045 5 (1) P-4l [+
B, HSCHEIL FTHS C(MFB)#% %2 TGF BRI 5
AR I AN A (1 40 i Py e BB, 32 R T LA

Wi £ E

BEALAT 50 5T TGEP
15 5 45 i@ 55
ALKS5/smad2/3#&
120 B 4 ALY
kP oy E LR
Smad®& & &+ L
B F 0 A 42 LA
A TERAREN
# T f&, /2xrHSC
ALK 1/smad1/5
i 1F 0B AR
EE Y, iR
W&y AL
Vi 5, RIEAF
F T4 2t ik 42
FHSC P #4% 18
HATRE®RY
R (B RAFH L
#K[25-26,47]), 5
B H T Y
oy TR P LA
ERAEA.
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mEALE TS i 336 S0 A FTALKS A0, L, T BLA
TGFp T #%18 i . . . ) o s N
b s s 131 MBARSIHELRR PIAFEVBS  WendoglinETGFBALKSE 5l ) 5 bk i
BT 40 6 7. A, SN % dendoglin T LT

HE, HETHS
ERW RN R
T A H K TGEB
W% 97T L e d
AT 09 B7K

B EHSCAET G BRI J5 H 851 52 2130 i,
S AL THS CIU TR 3658 . Wi e g S22 n
SR (H I8 H 2 B 40 M A0 I T A A S
e
1.3.2 TGFR= A& Z W I FIEMHSCARKIL
TBR I MTBRRII Ak, sk himys. H8ihtl
Ji, SZAAmRNA K ARIEFRIEA L T, 032
SRS T B R B, RN Smadd B &Y 5
DNA [FJ5EF1A FBEEY,
1.3.3 TGFB Tz 5 F 1oL JARHSCHEZ N
PEPEEAMETETGE BRI, f5 - B 40 i 45
SR AWARLE T Smad2, Smad3 IBEER 1L A5
PESmad7)RIA. #ilk FIHSCH D WL Smad2 /i
W4k, WAL JEHS CrH Smad2 ) B 5 w1 1k,
Rt Smad2 1) = JEBER A, Smad73ik 8% T+
P R T AT R R, HSC R ILRFEEE AL
(a-SMAFFE:£IR), Smad2f R b 24 ik ik,
{HSmad 7 IE FFEHE— B AR AK T
FrEHSCAZ B TGFRALEE, W H B Smad2
MISmad3 ¥ A AL A, WAL IHS CHe 2
TGFRALHL 5, WAT LB Smad2, Smad3 1)
BERN, FERMFBK 2 T X TGF I rE R,
i+ H AT HSCH ALK 1/Smad1/Si& 421 5%
B, FIRAFE AR 5 A % i 2R s,
R4 R — PR AE T 2y [n).
1.4 # B HTGFRXAR R EAZ T & /Z26AF
AR TGFBIEL Z A IERERME Flendoglin, 7E
TGFB5 55 T rile MBAE . 38 g5 fAH L, 4D
ST SIS AA, A0 P g5 RS R, e A 3
Jo, (M S V2 258 R IRRAE. PR
AR R TGFR2 S TR I 45 4. Hlilth 2
fhendoglinf 5 &5 & AETRRIL L IBCAAA 45 4,
T TBRII 5STGFRIMTGFR3LLTGFR2 A
FHISER ), endoglint It — A A 2407,
IAEREFUIN A, endoglinfE V1T TGFB/ALK 1A
TGFB/ALKS5 51 i i i o F 24 1.
Endoglinff a4k Bt 5 M Py B3l S TRRII
MALKSAHBEAEH, HMAEE & 2%, 75
AMRHE, W HALKS M TRRII MR ALY, Hhis
MEikendoglinfit N HTGF Pids 5 11 HAZ 41 i Az
SR SILAN B AE KA, IR AT I T GF B S 1k
JULAN i A0 35 5 1 A R NP s SRS T R )
endoglin T AIFTAAE TP K 4H i, wT LA hnss
TGFRXT A AT R« AR s 4 1+,

TilSmad3 ) # s i% £,

HTALK18endoglinff) 48 553y n] T it
A A A PR T 0 L T R, DR AT e A
HILFEME 5. STt 5til A, endoglin
JEALK IR IL (1KY, TGFB/ALKIE 5 %
endoglin. J H., endoglin®ik/KF ki T A 4
M)A K fE ). B Z endoglinf 5L, ALK 115
Sk IS [ I ALK S5 5 B0, P Rz 40 i A= KAz 4.
Endoglin ] #&/F A TGFB/ALK1 M TGFB/ALKS
TSP 0 — ANV R 7. AT B 9 4 R S R
R endoglinfill ¥ TGFB/ALK IE 5 [ I}
(AN HITGF B/ALKSAE 5, A ik L AF i
FH A REALI,

HSCHAFAE2FI TGF pf5 T il i%, i HL
NG ANE 2. AT 7R WIH S CRR IH A FE A7 A
endoglinf) iAWY, AAEFALITHSCT, endoglin
(IR AT . it Fendoglinilid 5 A iz 41 i
JABL I 11 7 2R T FH S C ¥ AT Ak S B AT
Tt BT,

2 TGFREYIESMadi@Rs
BX T TGFB/Smadill i, TGF B n] iG kLA 1)
155 R N, TGFBAETGHLErk, INK & p38
MAPK WG IE B, H 0 fediar T Smadifi K5 1E
¥ WG AUNF-« B S BUEY 23N, Erk, INK
2 B IR W] S BOF T Smad BB R ALY,
K¥MAPK 5 Smadfs SR K. TGFRIE TN
Ras/Erk MAPK/5E 5 i85 FTGFB1IFKRIA, M
¥ KTGFBIIR MNP, TGF P Ip38MAPK %
B LL EIHSCAN AL T ZIER, n T AL
JE AN BRI AU 3R -2(TSP-2).

TGFB%E FMAPKIE AL, thal fE B
Wi SmadAH BAE I s K7, AnINKEHc-JunEd
p38MAPKEMIG L sk K 1-2(activating tran-
scription factor 2, ATF-2), M #Smadif #55
M A P K % 6 2 k) 1 4% T8 i bR AR TR 0k,
S E AP, TGRS LSmadFIM A PKGH i 14
L RE SR TGERiF 1)L 52 41 i 1v) 171 5 40 P 1)
A AR ™Y, c-Jun il 38 id Smad LA A 1
AHELAE A HISmad2 (45 5l 6, 3X i H 21l
REINKAS 5075, 1 Smad7n] sl 4EFF INK ()
TALPY, B t, Smad 5 MAPKGE B 2 1535 4k 11
A e i & U8 41 X TGE IS 5 1) S .
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Abstract

Peroxisome proliferator-activated receptors
(PPARs) are a group of well-studied nuclear re-
ceptor isoforms. PPARs are intimately connected
to cellular metabolism (carbohydrate, lipid and
protein) and cell differentiation. PPARs are
ligand-activated transcription factors, as well
as being a group of nuclear receptor isoforms.
Since PPARs were first reported in the 1990s,
their biological functions in cellular metabolism,
differentiation and disease relative effects have
been thoroughly investigated. PPARs have three
subtypes, PPARa, PPARS/p and PPARy. The
biological function and relationship to disease
of PPARS have become the focus of research,
with the discovery of a special selective agonist
of PPARS. PPARS is one of the main factors that
regulate adipocyte differentiation and energy
dissipation. Furthermore, PPARS also partici-
pates in the development of several diseases.
PPARS agonists are expected to become effective
drugs for treating metabolic syndrome.

Key Words: Peroxisome proliferator-activated re-
ceptors
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Abstract

AIM: To screen the constituent parts of Schi-
sandrin compound, and to ascertain the best
composition by comparing the inhibitory effects
of Schisandrin compound and its ingredients on
gastric cancer cells in vitro.

METHODS: An orthogonal design was used to
screen for the best composition of Schisandrin
compound. MTT assay was used to examine the
inhibitory effects of Schisandrin compound and
its ingredients on gastric cancer cells. Data from
10 groups were analyzed: normal control (me-
dium), negative control (2 g/L DMSO), positive
control (50 mg/L 5-fluorouracil), low concentra-
tion Schisandrin (50 mg/L), high concentration
Schisandrin (100 mg/L), low concentration aloe
emodin (50 mg/L), high concentration aloe emo-
din (100 mg/L), low concentration Astragalus
polysaccharides (50 mg/L), high concentration
Astragalus polysaccharides (200 mg/L) and

Schisandrin compound.

RESULTS: The best combinations of Schisan-
drin, aloe emodin and Astragalus polysaccha-
rides were 100 mg/L, 50 mg/L and 50 mg/L,
respectively. Compared with the negative con-
trol group, the absorbance of low concentration
Schisandrin, high concentration Schisandrin,
low concentration aloe emodin, high concentra-
tion aloe emodin and Schisandrin compound at
490 nm wavelength was substantially decreased
(0.296 £ 0.011, 0.260 + 0.012, 0.376 + 0.017, 0.334
+0.013, 0.162 + 0.007 vs 0.427 £ 0.018, P < 0.05),
whereas the inhibitory rate of low concentration
Schisandrin (26.26% * 4.65%), high concentration
Schisandrin (39.11% * 5.13%), high concentration
aloe emodin (21.78% * 3.67%) and Schisandrin
compound (52.06% + 9.87%) clearly increased.

CONCLUSION: Creating effective compounds
of traditional Chinese medicines by enhancing
the effect of a particularly effective component
may be one way to exploit modern traditional
Chinese medicinal compounds.

Key Words: Schisandrin; Aloe emodin; Astragalus
polysaccharides; MTT assay; Gastric Cancer
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Inhibitory effects of the components of Schisandrin
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Abstract
AIM: To construct a cDNA phage expression
library of hepatocellular carcinoma antigens.

METHODS: Total RNA was extracted from
hepatocellular carcinoma cells and mRNA was
purified. Single- and double-stranded cDNA
were synthesized through reverse transcription
polymerase chain reaction (RT-PCR) and long
distance polymerase chain reaction (LD-PCR).
cDNA fragments, after removing those smaller
than 500 bp, were recombined to a ATripLEx2
phage vector. The recombined cDNA was pack-
aged in vitro with Gigapack III Gold packing
extract. A small portion of package phage was
then used to infect Escherichia coli XL1-Blue for
titration and determination of the percentage of
recombinant clones. PCR was used to identify
the size of the inserted cDNA.

RESULTS: The constructed cDNA phage ex-
pression library of hepatocellular carcinoma an-
tigens consisted of 3.4x10° pfu/mL independent
clones with a recombination rate of 98.2%. After
amplification, the constructed cDNA phage ex-
pression library of hepatocellular carcinoma an-
tigens consisted of 9.6x10° pfu/mL independent
clones with a recombination rate of 97.2%. The
lengths of the inserted cDNA fragments ranged
from 0.6 to 2 kb, with an average of 1.4 kb.

CONCLUSION: A high-quality cDNA phage
expression library of hepatocellular carcinoma
antigens was successfully constructed. This is
an essential step for screening and identifying
tumor-specific antigens of hepatocellular carci-
noma.

Key Words: Hepatocellular carcinoma; Bacteri-
ophage; Antigens gene; cDNA Library
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at 5' end of mRNA template technology used to construct
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carcinoma antigens. Shijie Huaren Xiaohua Zazhi 2007;
15(23): 2530-2533

LS
B MAEMFBRAREAFCDNAY H /KL A

Fik: A& e i3 BLERNA, 4/LmRNA,
F 1% 4 F B4 X ORCR (RT-PCR) %5 4%,
cDNA% 148, LD-PCR& R cDNA% 244, th*
<500 bp/)» ki #&, 5ATripLEX2%£ ﬁiiwk:i&
FRIN 63K, AL K B R E. coli XL1-blue, M
B s e g A&, PCREZHACDNA
REBERA.

B MEFERREABCDNAME KA
R, RS H3.4X10° pfu/mL, EF
H98.2%; Y ¥ G % #19.6 X 10° pfu/mL,
FEH9IT2%. FLATFIHEACDNAK KX
0.6-2(-F#1.4) kb.

G0 RIS E AT IR SR A B cDNA
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0 515

FRATIM P R A7 A 0 A P R R e Dy o 46 T 3K
SRR R S ME BT SRR AR, O I 5
SE 1X 3 FR B EE BT RN IR R S PR B s, T
A A JHF e ) G 2 v 7 e BB AR A A 17 126 A0 4
ST R S HE i 0 D ) T R R O B O A S v i
St 10 JHF 9 e J Rl e DN AR A A4 60k ST P A%
St 1) c DN A ST PG i 7 VAR AE AL 35 53 42 K Ak
B, Tt i SRR 2, ORI %, #E
L TARE K. L3RR AT 40 1 44 8t A
SMART(switch mechanism at 5' end of mRNA
template) B AR E T iy 5Tk 1 JH- 0 i i A
cDNARE AL SCIR, AR S e s ft i
JRTE AN 3 2 P i T WF S,

1 #ERSA

1.1 A4 N4k Hep G2 BeL-7402 X%
SMMC-7721 A %4 47; TRIzoLiA#l, RPMI
16405 7= WA A K EGibeos 7l LMk
M35 R TBD ™ dh, W H MRV ERA
Fl; mRNAZES 467 &0 H Premega A Al
Smart™ ¢DNA Library Construction kit [ 5 [
Clontech /2 wl; Wi 1 /404 £ 11| Gigapack [11Gold
packing extract kit [ Stratagene /A F].

1.2 7%k KR EdlfiHepG2. Bel-7402 X%
SMMC-7721 2 HE A= KM, 81 22 85 7% 905
ATRIzoLI&XF, 240 ifiife SRNA, HI%
AN G BE TIN5 JLAR B S 452 HPremega
FImRNAX A &0 B 2ifbmRNA, 10 g/LEi
JIE B B 1 HL VK L %% IXmRNAFE 0.5 pg RT-
PCR& 14, InSmartlV™ oligonucleotide
BEHLG14)5'-AAGCAGTGGTATCAACGCAG-
AGTGGCCATTACGGCCGGG-3' 1 pL,
CDSII/3" PCREENL5I#5-ATTCTAG-
AGGCCGAGGCGGCCGACATG-d(T);N-N-;'
(N=A. G. CorT;N-,=A. GorC)l pL, K
F K255 pL, AR5 pL, 72°CiLH2 min,

www. wjgnet.com

VK2 min. HKIRINAS X First strand buffer 2.0
pL, 20 mmoL/L DTT 1.0uL, 10 mmoL/L dNTP
mix 1.0 pL, Wi 5l Supercript 11 1.0 uL, &44
5.0 uL, 42°C 1 h, ¥kitr# 1k <. HILD-PCR
A 2%, U 1852.0 uL, I K 8 1K
80.0 pL, 10X Advantage 2 PCR buffer 10.0 pL,
dNTPmix 2.0 uL, 5' PCR5|#)(5'-AAGCAGTGG-
TATCAACGCAGAGT-3"2.0 uL, CDSIII/3' PCR
BEHLT1472.0 puL, 50X Advantage 2 polymerase
mix 2.0 pL, BAAF100 uL. W 4&1F: 495°C 1
min/ii, 95°C 15 s, 68°C 6 min, 20 MG, 10 g/L
B vt e L koW E% . B M R BRI AR 1
cDNA 79 pL, 10X Sfi buffer 10 pL, S7 1§10
uL, 100X BSA 1 pL, & AAFR100 uL, 50°C i & 1§
P12 h. A2 uL 10 g/Li 2R WS, JE
B0, fE£:Chroma Spin-40041: 143 B /N F500 bp
R/ B, FEKR 2851 /KT nLEiR e, I
¢DNAL.0 pL, 500 g/L & Wik A TripLEx2
I B A 28441.0 ul, 10X Ligation buffer 0.5 pL,
10 mmoL/L ATP 0.5 pL, T4 DNAJER;#0.5 uL,
K LEBTKLS uL, BARS5.0 uL, 16 CiEH:
16 h. I ANEEEE 25 pl, 22°CHEE2 h, A1 X
Lambda dilution buffer 500 uL, JIA 54720 pLiE
A, R L. B A N BT c DN AR
B RIL SR,

1.2.1 LA E AR AR BRI SCPEL uL,
PA1X Lambda dilution bufferff1 : 5, 1:10, 1 :
20%RE, 43 A HCAS A5 B0 B AR SO p LA
E.coli XL1-blueild 5774200 uLH, 37°CHFH
15 min, TEIR G I3 mLIELILB/MgSO,
WER, FHELB/MgSO, 90 mm FHr L, 37°CH¥
15 h. SCEEMIEpfu/mL = (W5 BEEX Fke £
$ X 10" mL/L)/Al P #Be e (I uL % FIPTG
AIX-GaLii @ AR, UK = [ OMEREEY(E
R AL+ 1 R BEEL) X 100%. SCPEY 19 J5
TR 2270 /L, -80°C {RAT.

1.2.2 F 4875 A AR PCRYE BEALEREL 134> 11 (i
B3 NN 22257 G R AR M B30 wL b, IR
PIARRES nL, 72N AKRZRS0 pLH i N4
HArIBEALE 10451 uL, HEATPCRY Y, KNS
$: 95 CTIASMES min, 95°CAZME30 s, 68°C ZE{H14
min, fEH35K 5, 68°C RS min, 10 g/LIXfiFHE
IS TEF N B RN,

2 BR
FRNAIA /A 00 4 1.86, HLIKT] 128 S, 18 S,

| BN
SMART i # #
0 EASH K
85 3% AE i K
42 KA cDNA,
RBEIZRE
cDNA X % 4 &
X, &R THE
HFEHRRER
o i .

i A2E

A% # R AR
cDNA # #h kA
SRR M E
Fy B 98 4 5 M
T8 3B 4G I ik e
VS Vi ¥
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C PAGE 5 S=4kal, 28 SHII8 SSLfELLZ 2 1 1, fiEa A
SMARTH K: #| . . — 0 o
P bowerseript  PEER(EIIA). MUYk LU AU DN AZM i 1
;&g’;%ﬁi 0.5-4 kb2 [H), 2AKEEA ST, TR FL 3040 i
#amEnen  DNARAMAEB). BUAENERA34 g
Zﬁsﬁf;ﬁ;@; X10° pfw/mL, T H98.2%; LY HRER o
#AKRDNALE  49.6X10° pfu/mL, T H97.2%. FEHLHEIEL3
. AT K, Z2PCRY% 5, #i AcDNA F Bk
/N0.6-2(F141.4)kb(E 1C). 55
B
3 e
DRI UNS RN S e SR AR AR <R E I
JRFE Kl c DN AW B AR08 SC R, 4k i AT 5095 2 -
i, P AR RGO, TR 4k
T cDNA S S AT P A ek, [F py & JF e 2 kb
DN AL 2 PN IR USRI ¢
(FIRIFFE ) AE R, AESE e DN A SR 7 VAR 500 bp
MEALHE 5 i A K HE D, BT g I SO R 2, ST
FEFRIE S 2% FERF . TAER K, IRAESHRAR R C M 1.2 3456 7 8910111213
VE (R FAEIMRTHUE. SMART /77K EEcDNACHE 2000 by
RO BTSSR SR, TR SRt 500 §§
SEREI SRR R IX A KL DNA, 1K B
RIFIAGUROEHCONAMB BRI SR o e
WEEEE I TRIE. SMART eDNASCREMIEEE v —5 o

AR, FIH R 2B (1)0ligo(dT)(CDSII/3' PCR
primer) 5| ‘28— #EA 1, FHIMASMARTIVOligo
FEMRNA 5K Ui 1 by R 1) GEAPASE AR . >4 30 5 5%
B 5 A ity BN, 3080 268 S g 4D AR it 7 R TS IR AT 5 1
BECDN A3 A St I L — /N B A . X e it
FAMITF 5 SMARTIV Oligo 3" &4 i SEA% 1 R
(G)JFHIELXS, T RCHE AR, 00 4 S Il 2 F40 A
B SMART IVOligoBi#E sk 5 4. B4 i)
HEEcDNAML S T 588 M mRNA 5" ARy, I H
T SMART IVOligoffy B AMgE!. AT A4S A
Ui ¥ A SMART 72 )74 1) L85 c DN A A REAE
BE 5 L D-PCRIS R AT FREY 3, AN Te3E1
cDNAFITpolyAlfJcDNAK 5 = SMARTA 5 51
WGz 3, nriH R R4 DN AR Gpoly A
MIRNA, H H v Hng 1 S RNASmRNAY
R m A K cDNASCESY, B
B IICDNA 5FI3 A st 4l & B — s £ 1

(17513 2K i il 2 7 51 AN 56 A AR ], cDNAFH
ATriplEx2 %A Zsfi 1 B AL G, v LA BT 0
BEiEdE, JF HWERR TSk Bk, e T 30
M EIRE. 1 Hsfi T IBFYI rAE FLsh 4
I, cDNAZ st T B AL JE ATy ] CRRpH e .

c DN A S I ot 7t 3 2 s A ST AR R
PEREAIcDNA J B 41 e 3PN 7 . — A
HAT 2 AR P c DN A ST B8 E N 47 99%
{14 Rk 26 £ TIE ST v B B i R 3Rk AR AT A — b
mRNAJPHIE B, FEA R E AN HA10°0 1. &
4IcDNAJ B e M Bk X E P F4lc DN A
B A K IIcDNA, AT g 58 F M & R R 5
R S50, AT 1 BOR/ANPI EAEL kbR
L BRATTE B3R N T g A R, A A AR
IR AR, LU A IR b A B L AT AR
FIF SMART J5 24 2 1) e ot 5 A 50 2 1) 5 i
FHTEIX, REfE SR AR S5 0. FRAT TR A 1
JHE PR SE Kl c DN AWR BRI AR R IA SCPE, SRR 25
H3.4X10° pfu/mL, FHLHK H98.2%; LY 14
JEFEZE09.6 X 10° pfu/mL, L #HK97.2%; B4
TZ4PCRESE, i AcDNA JT B K/ MO0.6-2(F-3)
1.4)kb; S e R SCEE ISR, A e Sk B
FH G IR B Jir 56 TR 1) 9 o2 R 468 5 B 1 A,

4  SENER
1 FER, BRAE BB S, T, 2R S
BEAER U B R AT B e O R PR, P EERG
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maturation of a single-chain antibody against Identification of differentially expressed genes in M4 /R #) f ik F=
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Abstract

AIM: To observe the clinical efficacy of Rabdosia
rubescens alone or in combination chemotherapy
for the treatment of esophageal cancer patients.

METHODS: We enrolled 448 patients diagnosed
with esophageal cancer by pathology and X-ray;
76 in the early stage were treated with Rabdosia
rubescens alone; 372 were in the middle to late
stage and among these, 167 were treated with
Rabdosia rubescens alone, while 205 were treated
with Rabdosia rubescens plus chemotherapy.

RESULTS: For early-stage esophageal cancer
patients treated with Rabdosia, survival rates at
3, 5, 10 and 13 years were significantly higher
than those for patients without treatment (98.68%
vs 51.52%, 84.02% vs 28.62%, 63.49% vs 11.45%,
50.13% vs 8.59%; P < 0.001). For late-stage esoph-
ageal cancer, the response rate to Rabdosia rubes-
cens plus chemotherapy was significantly higher
than that in PYM-BLM based chemotherapy
alone (66.82% vs 42.85%, P < 0.01). There was no
significant difference regarding side effects be-

tween Rabdosia rubescens plus chemotherapy and
chemotherapy alone (P > 0.05).

CONCLUSION: For early-stage esophageal can-
cer, Rabdosia rubescens appears to control disease
and prolong survival time. Rabdosia rubescens
also appears to enhance the effect of chemother-
apy against advanced esophageal cancer.

Key Words: Rabdosia rubescens; Chemotherapy;
Esophageal cancer; Clinical efficacy

Fan QX, Wang R, Wang RL. Clinical efficacy of treatment
by Rabdosia rubescens alone or in combination chemo-
therapy for esophageal cancer. Shijie Huaren Xiaohua
Zazhi 2007; 15(23): 2534-2537

fiig
HEY: MBRAAELHRENFTERETE
L ACN Y S &

Trik: 44860 B, ¥ 2RI MM F XL
SR ARE SR LT TIETON, BRI L
EIEB LY W EIE3T26], 1676 KA Lk
F 897, 20560 R A A A E ST AA.

HR MALRFERLBLRTHRERESS, S,
10, 13 at9 £ A F 0 2 5 T KRG 97 41(98.68%
vs 51.52%, 84.02% vs 28.62%, 63.49% vs
11.45%, 50.13% vs 8.59%; P<0.001). %+ T %
RER, LARERSNTER, L EA LR
B2 & TAPYM(BLM) A A 84 3 — 40 77
(66.82% vs 42.85%, P<0.01). &k 3 54097 A
F 4L S — 407 3t R4 AE rL 84 R R AR R,
T R £ F(P>0.05).

o

Gk T FMRERER, LaF ik
IAERIER A AT 5 TR R &
Ak RS 09 .

KA LRE; LT REE BRI
wEeE T It 2EEBRRSKEEMTREE
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03I 5,6, 8J&, BEJH1, 3, 5 09:00; PYM, 8 mg im, 552, WZAZE

. . v . - FE TR E R
AV Hi(rabdosia rubescens) X A UKE R . /5 3,5,6, 8, fEH1, 3,5 16:00/H, 8 wk LT F4. kAR

H4A . &R, RIFEFH(abtea) & 4 K&
(rabdosia)fi#y. F 2 T g LA G,
PO BRVG. Wb, YLOR. B, WD, mresk
B, FIRFE. KA R A, 2
W WS RISV, JE S R
AHRRE. NAEFIM B T A 3%
(Oridonin), WREAEW A HUMRAER . JUE1E
HI . B8 R ST BRI PR R IE I &
HHRIGIT BER . BRI ORI
JEE Mg 0 e B RS T VR T S R MBS bR
Jo A 8 BT R IR A e B KRR
FIEH J 5 09T 206 G TT R I R TT
AR AR

1 MRRTSA

1.1 A AR IL44801, L EAN s . XLk
BIS A EER. 5134341, 210541, AL RS
53(30-77)%, Lrp R 7641, Hhg 37241
i raa2615, M 1140, BRisRol], A3,
R AR 3 21401, AR R I A 149 1975/
1977157 91 5 R0 B 7 5 Ay vh R I R
T 76491 3 FH 4 FORIIR R 70 B 23697 v g 30
B R3T2HI, 16741 4 FE 253097, 205
il e B 5 AGYT A L O B BN B2 T
AR T SR AT B

1.2 7%

12,1 2k FERRFA G E 1 R, K
A4 g, BER30 mLERH 75-8 F, 31K/, iR
Ja M, 2-3 mo Y7 FE. JrFEE 10 000 g 2570
A WAL RHBIT A4/ N eliAs e 4, 152
1 moJi i FH B2 BB 3T L. -4 7 FEJa ik
WeFFEIRYT, FER15-20 mLEL F 74 4, 37%/d,
241 moli &1 mo. FWPHRFF2TRE, R FE3
mo, [H&(3 mo, 3-4 a/5 A YEFHATY. Al
SRR F AT B LR E R] B FH 2, Al 2 ) 2
TEH.

1.2.2 £k FE5057 6 Meg R 7 ik KuHp
430 mL, 3IR/d 76 7 /R, 3UK/d, B JEpo itk
JY RN . A6S7: (1DCTX-BLM: CTX, 400 mg
iv, 51, 3, 5H]; BLM, 15 mg im, &2, 4, 6/,
7 wk DT F2E. (2)NOP(Nitrocaphane)-PYM: NOP,
20 mg iv, &A1, 3, 5H; PYM, 8 mg im, 42,
4, 611, 7 wk 197 F2. (3)DDP-VCR-PYM: DDP, 20
mg iv, 551, 4, 78 551-5K; VCR, 0.5 mg iv, 52, 3,

www. wjgnet.com

1.2.3 #L B9 97 & A4 97 )6 & A BF A 3 2 AR A
H. BRI R4 CR, PR, MR, SDAIPD 5%k
EVEE T A 58 R MR(CR): IR 58l 2k,
11 mo. #BATLEARPR): BRIt K B4R s K
M H AR SRR i /N IR 50% LA L, TEHT AL
B, FrEEEE 1 mo. THAL(MR): R Bk HAR
ol R T AR RGN 25% UL b, HA
50%, JCHTRLE L, FFEEIL T mo. F25E(SD):
LR P AR ARG N S KA AN 25%, TG
Bk oL, it 1 mo. BEEPD): M 12T
R R25% LA b 88 A B bt B 1697 )5 A7
W3 BT LR S A0TSR YR BE U 1) 1)

Grit A3 R VRS R VORI A5G, LLP
<0.051F WA Gevk 2 2 SR 50 7K.

2 R

2.1 2AAFRALTTHRERTION LR
IR B 760GhIT )4l 13-15 aff) M 5
W&V 69T A1, 3, 5, 10, 13F115 aEAE 5505
H1100%, 98.68%, 84.02%, 63.49%, 50.13%F/
44.56%. [R]85 A B4 26 45 2 ATl v 7 1)
HUR R B S8 0 41, 3, 5, 10113 a
HAEZ ) N 100%, 51.52%, 28.62%, 11.45%F
8.59%, BREBLAEAL, Iy AP R BE =T
X 4 (P<0.001).

202 AEBRBLF PR TR T A
A A A A BRI B A R 16T,
CR, PR, MR, SDFIPD% il 41.79%(3/167),
6.58%(11/167), 25.15%(42/167), 32.93%(55/167)
MI33.53%(56/167), 54L& MR FIH 7 52 fif J
8.38%(14/167), M A F(CR+PR+MR)N
33.53%(56/167). & B HPLRITIEL, 3, SHI
10 aE 4755 °830.77%, 13.46%, 10.26%F1
8.89%(F1).

2.3 AAELFTERGTRIRE RN TR
Fo b BB T AR EEEPYMBLM)ST
77 Z(BLM-CTX, PYM-NOP, PYM-VCR-DDP)
G AT W B 20541, 58 4 RN 4y 22 fift
HH36.58%(75/205), B4 % (CR+PR+MR)
J66.82%(137/205). [FREALTY 7 % () 24l
b I7 4118 2481 1) 5E 4% 2% fif F1 3 oy % iR RN
20.32%(37/182), M MF(CR+PR+MR)N
42.85%(78/182). MHZLAHLLAT & 2% 72 57(P<0.01,
#2). Hp AR B A IMPYM-NOP % 7 W 2,

B, Wl B AR
H— R 57, 5
BER LT
— & e R L.
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A A A&

RFELHRE A

TERETRE ) 1 2 3 4 5 6 7 8 9 10

A ROR, IR A EEETE

[ e KDERTSIHIEL 156 156 156 156 156 136 127 126 96 90

REROREE  REPREE 48 19 21 17 16 12 12 12 9 8

P c: e G oF

B AR R

T 2R, ZAH

H, SMAE A xR 2 REESWEERARBMITEETSIRRRERES IR %)

— 2 el RE XL

Fa 5L AR
x| n CR PR MR SD PD
REESTEHAE 205  19(9.26) 56(27.31)  62(30.24)  35(17.07)  33(16.09)
EISNIRA 182 5(2.74) 32(17.58)  41(22.562)  56(30.76)  48(26.37)
P<0.01.
xR 3 REESIEERARSNRE SRR EREEFNEIXERA(%)
o la 3a 5a
RBEESTEMAAE 129 52 40.3° 63 7 11.11 55 4 7.27
IS IRA 125 22 17.6 103 6 5.83 99 4 4.04
°P<0.01 vs NHRA.
HIR N A GEMBLM-CTX, PRGN 56UE I A& 5200 € 8 i e i AR 56 A8 Oy

PYM-VCR-DDP. 45 5457 & AR A1,
3, 5 atBAER I N40.3%, 11.11%K17.27%. 1k
JrRTHRALL, 3, 5 a’BAE55 5 017.6%, 5.83%F
4.04%. P LRSS LVEE A A7 R 35 22 Sk
(P<0.01), 3, 5 aEAFH S W] .72 7#(P>0.05, K3).
2.4 BVER PEAL 8 G40 KA 7]
TG B B RIME . A BRI IR 2 S
JEMIERANIE . Mg KT AR U Bk B 2 45
AR BATIH R, FKFe . (K B A]
T 5697 . 40k 255 B KRR . Rl UK IR
HBERRINT. B OB &%
FEAST A, AT SRR RN, 4w
A7 A 455497 %o T 2L A B ) 1 P 3 A A [+,
To 2

3 111e

SEEIAE SR W) A% g AR 0 18 R B S 2
AP s e, LA RN A E A
AT M ARBEL-7401. AR & 10940
M. 4RSS PC-A-1. AFLIE 4 fIMDA-
MB-231. Y I/ kIR LL R 1 1005 2534
A7 W BB AR SRS SR AR . g

e A IR A EIE . B 3H-AR G A B 3R
EANREE . PR, R IR el glh A e 2,
XSGR AW RIRTT B8 I R e
ST RO B A AT
FET6M01, L KWIBEYT L3, 5, 10, 13 a7 R AW
B T AVEIT 4(P<0.001). ML FIFET:
(R34 ) 24 83 mo, 55 SCHRARE Y & B 1 H
SR FE T 14443 mo S AT SCRRIRE I F &
B WS BTN 1) 53.2 mot I e, &
Vi YR AL AR A7 I ) ) S A B s R AR
AE I [) (1) 25 i DR 25 b, 512 36 B A 8 B0)
FE A AR R SRR A R R &
Vi R L2 VAT R R Y] £ 9 1Y % i % (CR+PR)
H8.38%, B L ARIE IR T B AT SR 2
I BOIAR, AR AE A7 I TR . SOk 4R,
A1 B 2 5 R AT B R VE T B S 180 PRI R 4
Hat, ARWFFEA S S S PYMBLM) ALY 7
A AT B RO B T R Al 4
(P<0.01), ZorA /e, wFor &
L NMPY M 28.(83%) 5 L F A& v B
F(52%)MIPYM(44%) M b3 i F F b2 X
(P<0.05). HAEFIHLH A 4wz 5 F 2] BHE 41 i
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S A AT P A T, 2 KA R
25, KRR RRFRIER, 592w iiE A
GRS E R L B D REETE W] W5 A

4 ZEXE

1 Fujita T, Takeda Y, Sun HD, Minami Y, Marunaka
T, Takeda S, Yamada Y, Togo T. Cytotoxic and
antitumor activities of Rabdosia diterpenoids.
Planta Med 1988; 54: 414-417

2 Osawa K, Yasuda H, Maruyama T, Morita H,
Takeya K, Itokawa H. Antibacterial trichorabdal
diterpenes from Rabdosia trichocarpa.
Phytochemistry 1994; 36: 1287-1291

3 Ikezoe T, Chen SS, Heber D, Taguchi H, Koeffler
HP. Baicalin is a major component of PC-SPES
which inhibits the proliferation of human cancer
cells via apoptosis and cell cycle arrest. Prostate
2001; 49: 285-292

4 Liu JJ, Huang RW, Lin D], Peng J, Wu XY, Pan XL,
Li MQ, Lin Q. Anti-proliferative effects of oridonin
on SPC-A-1 cells and its mechanism of action. | Int
Med Res 2004; 32: 617-625

5 Sartippour MR, Seeram NP, Heber D, Hardy M,
Norris A, Lu Q, Zhang L, Lu M, Rao JY, Brooks
MN. Rabdosia rubescens inhibits breast cancer
growth and angiogenesis. Int ] Oncol 2005; 26:
121-127

6 Zhang CL, Wu L], Tashiro S, Onodera S, Ikejima
T. Oridonin induces a caspase-independent but
mitochondria- and MAPK-dependent cell death in
the murine fibrosarcoma cell line 1.929. Biol Pharm
Bull 2004; 27: 1527-1531

7 Ikezoe T, Yang Y, Bandobashi K, Saito T, Takemoto
S, Machida H, Togitani K, Koeffler HP, Taguchi H.
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Oridonin, a diterpenoid purified from Rabdosia
rubescens, inhibits the proliferation of cells
from lymphoid malignancies in association with
blockade of the NF-kappa B signal pathways. Mol
Cancer Ther 2005; 4: 578-586
MR, TRER, R, EAK, EMEE, (WL H]
R ELHRTE/ NSRRI . oA, b2y
FH2AHR 1983; 4: 57-60
Wang RL. A report of 40 cases of esophageal
carcinoma surviving for more than 5 years after
treatment with drugs. Zhonghua Zhong Liu Za Zhi
1993; 15: 300-302
Wang RL, Gao BL, Xiong ML, Mei QD, Fan KS, Zuo
ZK, Lang TL, Gao GQ, Ji ZC, Wei DC. Potentiation
by Rabdosia rubescens on chemotherapy of
advanced esophageal carcinoma. Zhonghua Zhong
Liu Za Zhi 1986; 8: 297-299
Guanrei Y, Songliang Q, He H, Guizen F. Natural
history of early esophageal squamous carcinoma
and early adenocarcinoma of the gastric cardia in
the People's Republic of China. Endoscopy 1988; 20:
95-98
Phate. AR,
2001: 522-548
Gao ZG, Ye QX, Zhang TM. Synergistic effect of
oridonin and cisplatin on cytotoxicity and DNA
cross-link against mouse sarcoma S180 cells in
culture. Zhongguo Yao Li Xue Bao 1993; 14: 561-564
THabk, SiRE, BRARR, ek, YORMAE, ZEhoL,
é?ﬁf/‘, EaElE, 20N, B, SKESR, TR, T8t
WREHES, RRGE. LS T & iRy e 8wt
xﬁﬁ:fﬁ HORRTT. Fr RS 1986; 8: 297
SKEA, L0, T, USRI TEEBRASN
SRR R T2 A TR, o EZGFEE 1R 1986; 7
457-460
Chen S, Gao ], Halicka HD, Huang X, Traganos
F, Darzynkiewicz Z. The cytostatic and cytotoxic
effects of oridonin (Rubescenin), a diterpenoid from
Rabdosia rubescens, on tumor cells of different
lineage. Int | Oncol 2005; 26: 579-588
Ii%% AL, SRR, HEROCEATIRGH %
FRES B BT I ST A B F 300/ N T IR Ly 0o A1)
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Abstract
AIM: To investigate the relationship between
Helicobacter pylori and verrucous gastritis.

METHODS: One hundred and twelve patients
with verrucous gastritis diagnosed by endos-
copy were randomly divided into two groups.
All patients had H pylori infection. Patients in
group A were treated with rabeprazole, amoxi-
cillin and clarithromycin; and patients in group
B were treated with rabeprazole and placebo.
Treatment duration was 1 wk in both groups.
After 1 mo, the clinical symptoms, endoscopic
manifestations and H pylori infection were char-
acterized.

RESULTS: There was a significant difference
(89.3% vs 75.0%; 91.1% vs 76.8%; P < 0.05) in clin-
ical symptoms and endoscopic manifestations
between group A and group B. All the patients
that were clearly in good condition were fol-
lowed up at 6 mo, and the relapse rate in group
A was lower than that in group B (P < 0.05). All
relapsing patients were infected with H pylori
and had a positive rate of H pylori of 100%. In
the non-relapsing patients, the positive rate of H
pylori was 37.7%.

CONCLUSION: There was a close relationship
between H pylori and verrucous gastritis.

Key Words: Verrucous gastritis; Helicobactor pylori

Liu J, Yu JP. Treatment of verrucous gastritis with
Helicobacter pylori infection: an analysis of 112 cases. Shijie
Huaren Xiaohua Zazhi 2007; 15(23): 2538-2541

DA
BH): 7 xR E K E5Hpylori B89 % &,

ik B H pyloriTBEGRIKE X &
FHU2BI A4, 5 A F Wasvd sy, T3
Tk, I FEFARRH pyloriié 77 (AW Fe &
W J5m 4y B0 R 74 97 (BAL). #4956 1 moit M
K. BEEEW UAH pyloritk R oL, B3
FH 7 £6 97 /56 mof KIFN I KA B HLik
EH 0L, ¥ H pylori.

ZEB: L5 moBALARE R EERKER N
Wl 247 TBA, BB A 2 E M £ % (89.3%
vs 75.0%; 91.1% vs 76.8%, P<0.05). FT A 2.3k
F M5 £897)56 mo, AZBE & %11.1%, BA
8K %50.0%, AL RAKTBL. WAL L%
H pylori3j Ay Tk, KB EA4H pylori otk 3 A
37.7%, = 3T YA B E P £ F(P<0.05).

it AR B K B5H pylori B 3 %t <.
KEEE: JeR B 4 WA

XS, FEYE. WIEMTEIBMEIFTIRERBIT1126]. B8R
MNBIAYE 2007;15(23):2538-2541
http://www.wjgnet.com/1009-3079/15/2538.asp

0 51

PR E K (verrucous gastritis, VG)F&—FlEFES
RWE %, W EEE R BIEBEEIES X,
JURFIE D B R I 2 A 2 FE Rk, T
BRI B, TUIRE AL A BAN P BE 2, kS )
Z Wl g, DUE SR WY, AT, WAl
WENT B (Helicobactor pylori, H pylorr) &4 5Pk
BRI RAT K. BATMEEM R pylorid eIk
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HRIAIR. B BEeE LPOIR B 2 =R, mi£BE

BT 'S K S5 H pylori &I R A,

1 #RIRSE

1.1 ## 2004-02/2005-02(%) [ 1P H 4 e
11241, 555941, L5341, F-i$30-74(°1-350.8 £
9.9)%, & B[ER S WA BGAAIOIRE &, B
SRS AH pylorifAYE. B B R/ 18
B, AR PR, B, BRI
MHPH . R 4R, IR Btk
a1 25 8 AR N AT, ARYLPRE LA T
S, RIWAKAD SICEATEFEFI>0.5 cm) K F
BRI AR, RLUGTRAR B, BERLR , T AT M
FE/INTITER, A BEREAE, A 6K 8, 3 AT I
I, B IGARRIA EIGE I K AE, & &
B WK, WAL R ER . &
S TR AL R 2 AT . YR T R AL
KN BB 2 9 4L R0 3 AN TRDREAR BT o L A9
ZE LR EEP >0.05, K1),

1.2 7%

1.2 ik BEI 241 A4156%1, 45T 7 D4
AR b4 AR 10 meg. FTSEPEAR1.0 g, Bid
B 30.5 g, IR H 20K, BT /N A HEE T R
. BAS6H, 2578 WHMA10 mg, &FH2K,
Hifipo. MALTFERI N1 wk. BH TR wkiG
T REVT, B SRR A RN 097 451
mo/i, XRF FERIEATVE Sy, JEUAT X, &2
A, WHRYEIRE W MES. BH. K
AN RO BE L AA AREE, JERTPR AL EAT XY
L, [FIINATH pylorikiill, T HFH pylorifRBR 0.
BE VT 2VA 7 4556 mo, X T AT R 1o
TRV FI S Bk, TR RGO, JHTH
pylorifrill. X FIGEBRIANTE . &0 RI% -
WS TRERVE 2. 043, TesEtR; 143, R,
248, WAREIR, SRR 35y, AReAZ,
P S AR g . 3TRCAE AR 23 O In/3 24 IR 4y
R BRI R, BURUN<1.5; ARk AR5k
150%; ToRL: AERFFEAFEBUERAL. BARCEA
& RO 3. BRI PO 2, 5D
PERAE(BERE . IRFE. B )R BRG BHET
TGN SAEIAAAE, BT BTl i, PRI 2K
12V0 ENAG BGRB8 55 Joak. B
LR AN 3. WA T B, By
>1.5; HEL T A IR WSS RE, A
SR . ARSI R P DR R 28 R W R 4 24 2% e
) 1R WIH pylori AL E I, P BIRHYE
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pay izl ba) 2% 35
A 15(26.8%) 31(55.4%) 10(17.8%)
B 13(23.2%) 36(64.3%) 7(12.5%)
SR W BM oI BB
AEIR

AR 36(64.3) 14(25.0)  6(10.7) 50(89.3)

B 30(53.6) 12(21.4) 14(25.0)  42(75.0)
B

AR 35(62.50) 16(28.57) 5(8.95)  51(91.1)

B4 28(50.00) 15(26.79) 13(23.21) 43(76.8)

H pyloriA1E, WA H pylor CARER.

Goit A3 R ASPSSH KA 0T, Bidl
PR AERe . B, AR BT NIRRT 7 45
PRI R FH R, 1 219 56 1) LU AR FH o A 56
SEZAH < ] Spearman Al =43 4T, P<0.05 K ZFH
BENE

2 BR

2.1 JEAR A B 4T M L V9T 1 moli, IRk
A BT R H89.3%, B AT HR HNTS5.0%.
PRALAH A B P22 (P<0.05, K2). B NG
AW SR N1.1%, B EATHER KNT6.8%.
POZHAH LA (B3 PR 22 57 (P<0.05, 32).

2.2 H pyloritktkFe 55 AHH pylori 504,
HEBR % 1£89.5%; BA12241, MR 439.4%. W
ZH A EE A B 5 22 7 (P<0.05). Y897 )56 mo, XT T
HRACEY. AARTI3501, 5 k4k), HR*
11.1%; BAFE V2801, 52 K144, HIKFH50%. A
PR RFBALTBYL, WA MR ENER
(P<0.05). ARV #rh, SR R8I, TLH pylori
FH I 100%; RE k456, HH pyloriBHER
H37.7%. PR B W3 R 22 R (P<0.05), Bk
HH pylorifIVER W B @ T RERH. HPAR
SN AAIGTESH, IR ZE44), %0211, B4
1531, R 2361, AN ma T

3 iMie

PR B AT VR R L PR R S 20 1) 4 1
%K, BRI E1.2%-3.3%. T H48EK, AA
Wk Ny B E AL R N U= ]

ZWEL et al W
R EKE XH
pylori & F Z A 2
& TR R AR
B X; & et al
BT #—F e
B, KRR E K
TALH pylori B 3
£, mAPE
VA B8 A £ &
FRKE AP R
MEH, RTAHR
B& e R EMeE,
18 4F 5] A2 & AL Fe
Fkir, TEW
et al K IIRAK B K
H pyloritat:# 3
P53, P21&kiA#
2 %% TH pylori
P, —F L
HT BRI,

WAl # & 5
Ay & &
TARIEH pylori 5
HKE KX A&,
@ TARRH pylori,
M gEKR . F 4
a0 R I K
%, VAR 76 mo
J& 9t oL, R
RH pylori &
W4k, A B R
KEXRHEIRL
H pylori BB 47
*, {23 F AR &
AR H pyloriVs
TR IR I A A 8
Bk, LAz
KA A I FAL.
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o T om B R A,
AR B K494 77
WA S H, dudy
B\ A&IRH pylori
Fe WAL T 657 5.
B R
X, H pylorifatk
8 TATAR R 6 57,
xt FAR B AR B
FEW IR, TH &
MEe T &7

xR 6 R, ARIE SR A 2 TET A N % e
o 2 e Je e 2 B B R L2, Horp
Kawai et alff) 73 25 S, ARSI L2 5 IR
FEPEIRE 223 28 (AR AR Bk it 1
AR LMK PG, BB, FL &
&, BEEE /DS, T A T R 3 KT . A B v
B, A — T AR O Wk, (EA TR
AR AT (2) AT Bk 2R A P 4 20
AT, AR R, SRR BE, TR IR AN
R, BRIFERE MR iy 525 AR, DR T i TR B
el i DI = S R (MY Sl NS R S ]
NI R = K o S IRy o TR = RAN LI
BesAe . A, i, IR TE . AT AL
ZVRIT AT IR,

KPR R0 A 22D, i 2
Fpg . HOUAA AR E R AT RE S AR R
O 25 4 328 R AT K1, (H 28 A A9 B3 B s,
UEANEA B2 Ui, (B Le i BRIk £ 5
R i I BUEH pylori CAY R 2 18 P
BRI 2 —, BARAE A F W, 1V Z
R B PeIR B 2 88 WIH pylor YL R 15—
e R m, HES B, UohH
pylori ] Be PR R VRIK. H pylori 0 K %
R KRR R GBS
BEMERGR MBI KA. H pylori& Yt )n 25
9 RONE I S SO, AR LS 1, AT AR
IR SRR 145, TR SERE SN, Sanoih ke
(R T ol b T M R0 IR ) R JBE e R
B0 T IR SRR AN A, 45 R ea T IR s /N
BEARSLIG A, T AR IB R S . FRATM SR, kR
H pyloriff] =HRIT EERRER I 2 %.(89.3%) i
THRAIIRIE(T5.0%), BE TSRS 22—,
(PG LA 20543 3 9 1.1%F176.8%), 2251314 i
FE N PR ST AR IR K B 1) GRS
i TH pyloriffIRERCEHRER 3 1£89.5%, H.aifi
PRISARPRA39.4%, 225 W4 ). BiVi6 mo, 2.
RO BB AT 5 R, SR T AN pylori
B RAPE, KRB REH pyloriBATEHRAN3T7. 7%, #
EHBEMEESR. R EKSH pylori %G
k.

B2, IRZEE CEMEERPORE &1
H pylorilEG 2, WERH pylori] PSR E 21
KRN S BT R B G 167 B B R L
FRIRH pylorfAVE, FAVEZRI B T RE K,
X TYOIRE R 5H pylorfl &GS % VI, 5
PR RIEBH pyloritl & H R ELR—3 BT

H pyloritH 1 98 sk 514 Ja il AR FUk e
g e AR R AR, mia e s e
H R A SCEDIA R, R R IARERA pylori il i6
S PEIRE R I IR oAt & I EL 2 Wk e 1)
RE.

H pylori C A% 1R B iE R 7L (TARC)ff 52
I EER) T RBURN -, Bt a —Lemt i
ANPEIR R 5 E AL, WCappell et al' ™ ilid—
AV E EMEE, 1B ER 215 P0R 280 1%
I RE. 2547 er alfE19100 P RO BI B, H.
HYORSCE . AR S dh I X,
e AR g k2 (R L, 1R POIRE R
A RESEAR. W2 et aldt T3BIPEIRE KT TS
bV, RIRABIFEAER, (55.48%, AL ) 4 1-3 a,
F1921 mo, AR IRPORIE I IR A, TR BLEE RN
R g BE U7 IR rho BEAS A B AN
1 1) AR (R HTRLIE . R =01 er al i U PE
KA R ILPER S R b B 2E29.55%, M bRz
WAk R 2 4.54%, IR b #4522.73%, L
P v T O R R, SR PRI 2
IR A A S8 B A — 5 B AR i ). R
% et al"" M AU IIP21, P53 RIS,
RIPEIR H R 2k m Tk s £, He
pylorifATEE T M. R R PO E
REFHH WD CEAWEE W] T ig & e S
% 5T I, WRERH pylori B A A = X

HAREER L, A SR ERRA
pylori)ii, BEARRERAF BIMRER, (EH > PERI L FF
SEAEAE, AR, X BA, BRH pylorihik
HHMKZEREZS THRE RIE K, AT
WNIFSE.
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1 Green PH, Gold RP, Marboe CC, Weinberg LM,
Goldfarb JP, Brasitus TA. Chronic erosive gastritis:
clinical, diagnostic, and pathological features in
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P, Lambert R. Lymphocytic gastritis versus
varioliform gastritis. A historical series revisited. |
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FlERE A i, 2003: 328-329

6 Andre C, Gillon ], Moulinier B, Martin A, Fargier
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4. New APASL Guideline of Chronic Hepatitis B Treatment

5. Research Workshop

6. State-of-the-art Lectures

7. Imaging Courses

8. Surgical Hepatology/ Transplantation

9. Endoscopy Course

10. AASLD-APASL Joint Workshop
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Abstract

AIM: To explore causative agents, clinical
manifestations, morphology under gastroscopy
and histological alterations in patients with
hypertrophic gastric folds (HGFs).

METHODS: Determining clinic characteristics,
recording details of morphology under gastros-
copy, detecting histological alterations, and cal-
culating the infection rate of Helicobacter pylori in
patients with HGFs.

RESULTS: Clinical characteristics were per-
sistent superior abdominal distention or vague
pain that was not improved by treatment with
prokinetics or dijex. The frequent HGF morphol-
ogy was longitudinal institia shaped, half-moon
and unrepresentative round. In general, there
were one to four HGFs that did not disappear
after pumping air through the gastroscope in
the sinus ventriculi on the lesser curvature side,
the most part of which could enter the dodeca-
dactylon and block the duodenal opening of the
stomach. All patients had gastritis, some accom-
panied with a duodenal bulbar ulcer. Pathology

of HGFs showed superficial gastritis, atypical
hyperplasia, intestinal metaplasia, and glandu-
lar organ reduction. The rate of infection with H
pylori was 84.98%.

CONCLUSION: The rate of infection with H
pylori, atypical hyperplasia and intestinal meta-
plasia in patients with HGF is higher than that
for superficial gastritis, which may be related to
gastric carcinogenesis.

Key Words: Hypertrophic gastric folds; Gastros-
copy; Helicobacter pylori; Atypical hyperplasia; In-
testinal metaplasia

Cheng XL, Wang BX, Ren QH, Hao B, Song XY, Fu
AG, Yang Y. Clinical manifestation, morphology under
gastroscopy and histological alterations in patients with
hypertrophic gastric folds. Shijie Huaren Xiaohua Zazhi
2007; 15(23): 2542-2544
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Abstract

AIM: To evaluate the accuracy of a new office-
based serological test (Assure H pylori Rapid
Test with current infection marker) for the
detection of current infection with Helicobacter
pylori, compared with the Warthin-Starry stain
and rapid urease test (RUT).

METHODS: Warthin-Starry staining and RUT
for detection of current infection with H pylori
was performed in 154 consecutive patients with
upper gastrointestinal symptoms who under-
went gastroscopy. The combination of the re-
sults of RUT and Warthin-Starry is regarded as
the gold standard for detection of current infec-
tions with H pylori. All subjects simultaneously
underwent serological testing with the Assure H
pylori Rapid Test kit, using a 20 uL finger prick
blood sample. The sensitivity, specificity, posi-
tive predictive value, negative predictive value
and accuracy of this test were calculated against
those of the RUT and Warthin-Starry standard.

RESULTS: Compared to the gold standard,

www. wjgnet.com

sensitivity and specificity of this new serologi-
cal test were 92.0% (81/88) and 94.0% (47/50),
respectively. The positive and negative predic-
tive values of this test were 96.4% (81/84) and
87.0% (47/54), respectively, and accuracy was
92.8% (128/138). Compared to RUT, sensitivity
and specificity of this new serological test were
89.7% (87/97) and 91.2% (52/57), respectively.
The positive and negative predictive values
were 94.6% (87/92) and 83.9% (52/62), respec-
tively, and accuracy was 90.3% (139/154).

CONCLUSION: The Assure H pylori Rapid Test,
like RUT, is a simple and accurate method for
rapid diagnosis of current infection with H pylori.

Key Words: Helicobacter pylori; Serology; Diagnosis

Yang GB, Wei H, Hu FL, Mu FH, Cui MH. Evaluation of
the Assure H pylori Rapid Test for detection of Helicobacter
pylori. Shijie Huaren Xiaohua Zazhi 2007; 15(23): 2545-2548
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Abstract
AIM: To investigate the application of intraopera-
tive ultrasound to surgery for liver neoplasms.

METHODS: Intraoperative ultrasound was used
to scan 78 patients with liver neoplasms. The
results of intraoperative ultrasound were com-
pared with those of preoperative ultrasound and
computed tomography (CT)/enhanced CT.

RESULTS: Of 65 patients suffering from liver
cancer, intraoperative ultrasound determined
all cases, whereas preoperative ultrasound and
CT/enhanced CT missed 10 and 6 cases, respec-
tively. For diagnostic accuracy of liver hemangi-
oma, intraoperative ultrasound was better than
preoperative ultrasound and CT/enhanced CT
(92.31% vs 69.23% and 76.92%, respectively). For
small-sized foci with diameters < 1.0 cm, intra-
operative ultrasound had a statistically signifi-
cant better detection rate than preoperative ul-
trasound or CT/enhanced CT (90.48% vs 59.52%
and 69.05%, respectively, both P < 0.05). Intra-
operative ultrasound could also better ascertain
lesions with diameters bigger. The detection rate

www. wjgnet.com

was 96.36%, which was significantly higher than
that of preoperative ultrasound (74.55%, P <
0.05). The operative style was changed in 22 pa-
tients and all lesions were removed after intra-
operative ultrasound scans that then determined
the resection line and pathway. No residual can-
cer cells were found at the cutting edge.

CONCLUSION: Compared with preoperative
ultrasound and CT/enhanced CT, intraoperative
ultrasound is accurate in its diagnosis of quality
and localization of liver neoplasms. Thus intra-
operative ultrasound, a minimally invasive con-
cept, enhances the security of surgery and the
degree of thoroughness for patients with liver
tumors.

Key Words: Intraoperative ultrasound; Liver neo-
plasms; Minimally invasive procedure
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Abstract

AIM: To discuss the clinical significance of
changes in angiotensin-converting enzyme
(ACE) in different sub-types of hepatitis B and
in healthy controls.

METHODS: A Hitachi 7180 fully automatic bio-
chemical analyzer was used to detect ACE activ-
ity and to measure prothrombin activity (PTA)
in samples from the two groups.

RESULTS: Serum ACE activity among the dif-
ferent clinical sub-types of hepatitis B was as
follows: control group (24.71 * 9.43 umol/L);
obstruct jaundice (28.75 * 13.04 umol/L); liver
cirrhosis combined with liver cancer after hepa-
titis B (43.81 + 15.01 pmol/L); acute hepatitis B
(46.97 +17.40 pmol/L); chronic hepatitis B (53.01
+ 16.38 pumol/L); liver cirrhosis after hepatitis B
(72.29 + 20.26 pmol/L); and chronic severe hepa-
titis B (74.12 £ 21.04 umol/L). Serum ACE activi-
ty in patients with liver cirrhosis after hepatitis B
was significantly higher than that in those with
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liver cirrhosis combined with liver cancer. Se-
rum ACE activity in patients with liver disease
was significantly higher than that in the control
group (P < 0.01). When PTA of chronic hepatitis
B was > 80%, the activity of ACE was 44.01 £
11.27 umol/L; when it was < 40%, it was 72.62 +
12.31 umol/L; and when it was 40%-80%, it was
57.65 + 13.22 umol/L. The differences between
each group were significant (P < 0.01).

CONCLUSION: Serum activity of ACE in clini-
cal sub-types of hepatitis B had clinical signifi-
cance for assessing the degree of liver cell injury
and for identifying liver cellularity and ecto-
liver diseases.

Key Words: Angiotensin-converting enzyme; Type B
viral hepatitis; Prothrombin activity

Zhang JP, Wei HS, Sun JY, Xiao F, Zhang Y, Xu DZ,
Cheng J. Clinical significance of serum angiotensin-
converting enzyme changes in patients with liver disease.
Shijie Huaren Xiaohua Zazhi 2007; 15(23): 2553-2556
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%ﬁf ;&% 4 (PTA) £ & T 80%, 40%-80% 18], 1% T 40%*5,

5 AN A o >
(DACE# 2.2 ACEEA 3 %44.01£11.27 pmol/L, 57.65 J_r
3 Py I 13.22 pmol/L, 72.62+12.31 pmol/L. &-28 b4k 2548 n ACE (umol/L)
AR RSTR A REWEFP<0.05). ERNRA 59 24.71£9.43
ACEW F R V. . . BIERE M ERTE 41 46.97 +17.40
Qimrmn g iR AR ER SR XRRERSE T grrss R 53 53.01+16.38
;{j; 32 ";’Zﬂi{; . ff’]— d & ACES E M TAL, 5T T AW AT tmle i 72 IeMERRSHCART: 56 74.1221.04

) B N > = 5

Fmpaig s, BAERNTmMICEEITIREARA — AR FECSHITES 42 43.81+15.01
BAvREAL  FsL ZHTERHRIL 45 72.29+20.26
mHFERE S LEINETa===) 18 28.75 + 13.04
ACE#| fa fi 35 F . = i s
WA AGA K B KEE: ME Rk, WEE B R; B

H R EACEW
A, F s, HFARAL
kB EHRE,
MR- R3E m,
PARA S 2, I
#]8 ACE#7K.

i A2E

K IR I AR B
FRRASHLE THE
5 0% &M K0
VBNV Sk
*, b T HI BT 2a
JoL AR A5 A2 E R %
)T 4m fe bk 5 AT
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N ] 2% - L R 0K 3 - T [ I R G5 (RAAS)
ST AL E AR D SR, I ROk R AL
(angiotensin-converting enzyme, ACE){ERAASHI
LML R 8 M0 1 B 24 s R S P U 5%
ACE/Z M %5k 2 1 (angiotensin [ , Ang 1 )JE ik
145 %5 7K 25 11 (angiotensin [T, Ang IT )idd 4 vp 5 %2
(1) BRI, L BEKs Ang T 34 liAng 1T, 3R] K3
B ML) BTS2 WK, DRI A L A5 A B Y i
o B R L AT AR A SR B R AR AR
JATFRAAS!Y, Angll 2 EZ—I Bk ER
%i(reninangiotensinsystem, RAS)) 1= EiH LY
J, 16 AR 4eAb ) T8 ORI Rl A e A R it
T 2 4 22 o B AR B A4 F U A SR S AR
Tk 0T84 P S S A R I ) ML TP ACE
PR R I, R BE I £ B AN A IR 25
T if 37 ACE FIAZ A B i PR A B

1 RS

1.1 A EPE20044E 76 T B4 B 192375198 751
LR B, 5519041, 471, Fi¥15-76(F
$%144.75+14.89)% . Hoh, GvEisett OB R
4149, WS PEI EE I SR A 5341, 1 A
PEC IR 5641, LN A G I H-m 42141,
S JE A4S, 23741 85 1) Sy HBs A gl 1,
BITF 4200344 E S+ = Jm s ERT 48 T
RS BB T 199 B 1 & B R 1012 W b M
IEH T HRA15961, F5291, L3041, Sk 171 4g R i
By SRS 423,75 3,04 . WG [ DL B iE
AT, X% HITACHI 71804 [ 8h A4k 20 HH 4.

1.2 7% Mg MACEYEM TFAPGG, FAPGG
B KR B N S BEE (FAP) RS H & IR (G G), £
WeK340 nm B OGRS R RNV I
PP, WO T B T 5 b A vh A C B E
JSCIE BG83 A i ) U B A R e
S35 RAAE3 T C A R BT I B o) Bk
JEOSCH IR T e PR g 5 — AN ACE FA.

Sit2E A TFE R Dimean+ SDE IR, £
Y I) 22 e K FH B DR 35 7 22 930 B, P<0.050 22 %
HWEE, vHEEdE g B4R I SPSS10.00
A

2 B

2.1 REALSBERCAEFERRIGE AR o
FPACEZ MR B E Wit R AR I
IR 53 R AL Hh A CE G P AR IR A s 1E %t
HE A <A L 35 < O PRGSO F <2
PER R SR R<MB MR R O R <2
JHF i JHF S A <48 1t 7R 905 75 1 4 R 42 (2471
+9.43<28.75+13.04<43.81+15.01<46.97 +
17.40<53.01 £16.38<72.29+20.26<74.12+21.04
pmol/L). 1E % Xf FUZH 55 &> 5256 41 LU 4, P<0.01,
WHEE B EN S, SRRt ORI R4
SR PRI 15k £ B A AR 2 I A AL 25 5
J L LL gL, P>0.05; 18 aetE O F R 415
S JE HFREA & s AL LU R, P>0.05; 2 &
AU B OB RS LR J5 IR Ak 41 LE 4%
P>0.05. AR 4LELEE, P<0.01, A7 5 2 W 5 1E %=
(D).

22 WA KB H R OEREZHEPTASL
ACEFMEAE 6 X % 181 LA 5 18 2 e il iy
JR3% 8l & (prothrombin activity, PTA)+80%(C
41, ACEWG T 444.014+11.27 umol/L, 1MjPTA
R T-40%(A4), ACEJETEN] 472.624+12.31
pumol/L, PTATE40%-80%(BZH)2 [a] i 18 1t 2.4
JH- 28 B3 15 A CEVE 1 4157.65£13.22 pmol/L.
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Horp: AZH EBARICHLLLEL, P<0.01, 4 i 3 | PR E:S

P75 BALSCALLLE:, P<0.05, 22
(F2).

3 17iE
ACEX ZWIKEG I, | Z A T8 S A2
M P Bz al B 4. ACEYEH FAng T (-HAK)
(Fe- A, It 2 H 2 B 2%, TP Ang T (J\JK),
JEITRAAS SEHIK RS R H BN, S HLA
(IR 7K R o A B 35 25 DIAH DG, ACEAE A
WP AL AR WA IR ST AR R SR
W RIZ WG T T e b Ok 82 T AL

Zhang et al'“"FSchwiesf-urth et a/'” 5% 5 it
B TR EETEI 2 . AL A IE P I A CEVE
PR G T e I 4. Olivero er a/* 92451 24
P B A B R MR SR I LS h ACEN
PEREAT EERR, I s PR 28 (83 i H ACE
TE TR S RO R W R T ARSI A, &
JHF93 20 56 3 3 Hh A CES M -5 4l e I 4 AH L,
W S TF . #1035 T A CEWR ME A B Ak YA -
IEF AR, S a A& IF e, S &
PO R, 1@ v st CRINF R, MG s
b, 1@ E A R SRR 2 BT R R
PR HBVIFHBs A g/ 15 FH P, BT ZhIEH
0905 73R I 9 R I H ACETEME G W] B AR,
HERAR N HBVIFHBs A g/ 15 FHPE, BT 2%
(1099 B P 28 S8 LV T A CENGPE T v T I
DERFHD. PR B s T ACE R M5 H )
AE 1 25038 B 40 i i) B 05 7 R IR G &, JF HL
BEE 3 1 o0 B, S I3 ACESZ 48 .

A GTEE R B BEAE 3 e AL i 3 5 S
(Kb, B LT TP A CE KNG P T vy, IX gk
U IIE A CESE I 1 T 5 3 4%
(R RE B3 ) AH O, 18 1t 0 I A CE T v L i i
AR, WA & NIENNR: (1)ACE
(1) 32 AR 37 P o JHE I, 4 P R 4% e Jst X))
AEAIR N X ACE MR BRISD; (2) M P I H
IR MR RE TR DR B8 o I VA B A LG A4 B
B, AR AL N R A0 R RO 2 I A CE 31l
PRI AT NI KIS ACER D RE. 5
Ab, AR T T = T e, Il N 43 s i,
UG IILAE, M 3 A CERS B, B g B [
W LR PE R, 22 W8 PRI S JH AL R
RASHMIEKE . SEIEH. ML LA
RRESREAEVIRR. AUER, MR
AW REE R, IERKKRERANG 113
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PTA(%) 48 n ACE (pmol/L)
<40 A 34 72.62+12.31
40-80 B B9 57.65 + 13.22
>80 C 20 44.01 +£11.27

PR, DS 2 oot 1 b R B8 I A CEVR P 17
AN S R A2, e SR L Th A CEG 1
5 iy H IR A 1 (alpha fetoprotein, AFP)f)7K
Pz R

DAL 526 45 B3 W B 1 SR 28 R I
T AL 5 K 3R e Al A ) 5 B FL T 4 i
(R0 1 2 5 DD AH O . Sz U 2 7 & B I
RASIF IR 73 2 e L7 A CERRVE PEAZ 4K, T
SR I 240 B 453405 42 8 B 4 ) JH 4l L 1P 45 4
A — 78 A AR L
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Abstract

AIM: To evaluate the contribution of preo-
perative and intraoperative ultrasonographic
localization of insulinomas.

METHODS: Preoperative data from four cases of
insulinoma were analyzed using B ultrasonog-
raphy, computed tomography (CT), magnetic
resonance imaging (MRI) and digital subtraction
angiography (DSA).

RESULTS: The rates for accurately localizing
insulinoma preoperatively by B ultrasonogra-
phy, CT, MRI, and DSA were 40%, 100%, 40%,
20%, and 60%, respectively, and intraoperatively
ultrasonography was 100%.

CONCLUSION: Intraoperative ultrasound not
only accurately shows the location of insuli-
noma, but also the spatial relationship between
insulinomas, thereby helping surgeons choose
appropriate surgical procedures.
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LR KAIB#2, CT, MRIA=DSA X Ik £ 2 7% 49
RALI B 55 5 3 53 40%, 100%, 40%, 20%
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%2 A2E
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#E S &
o ALY W &G,
5T B 7 MG
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TIOUSEA. Jer 53341, 14, 4F#$30-58(°F3
45.3)%, YA AR {{whipple = BUAE, WifE1-8
d. 40 B 31 ok, i T RSk TR
e TR, 149 S IR AL 2 A7 AR 24N iR,
I3 AT T AR S B, bR KN R F0.5-2.7
em Ji). A5 R ] Aloka 9008 7 AU HEAT AR
HS A, P RS A% 43.5-5.0 MHz.

1.2 7 ik BELARHTHA40 o/LH AN, 4TF
I K PR Sk T I TR A T, At Sk 2 i 2 it
RPREZ T A, RETZE 12 h, 20K 1,
T HEACE B, ARG B R IR

2 BR

M 445 1 FH AR EAT R RTB#EFMCT, MRI
K, 36 R AT TDS AR . 411 B 47 MR
DIBRA G, SLRILBMR & A5 k54, o5 BREAS A
FJUF S A R e B 2R IR R R A R
T2, 43 AT T S R AR CT o A R 24N
53 LIRS BAAES; MRIGE A R IAS, A7 T
JHESk 3 DSAGE AL R IN3AN, 43 BAL Tk A B A4
KR, RIS E A4, 3 ml A Tk
ANFHBARFS 24 SRR 14N, TOUSE A7 54N s
WA R, RETBi#E. CT. MRIFIDSA & H:
LW R 3 31 40%, 40%, 20%, 60%; T A
TOUSE {7 12 WirEf % 9 100%.

3L

JIRE 85 2 9 Wi PR A B 32 R A R) TSR A B Dk
TiE, AR fR AR RE IR R 12, whipple = HRSE
Je e MRS W i e (1)25 1 RN IE B I ARG it 4 &
1 Q)& AEIF I HEE 2.5 mmol/L; (3)fHH 5 (%
MR RO 2 AR, ] LURA s I BIEE . 1E 7% A
B Iy 2% AR LGB <0.3, 1 B B 2598 B >0 .4,
PR TIALOLL b R A A (245 1, 1
SHRORHIG IR 2 I (R B0, T LA R0 2> 1
2. ARSI A ik Dy RERR A, V1R ) ANER
B HIREE, AR, LI, 1T e, MR
AN,

TR B 2 ¥ 97 T B R O ME— Tk, R
A AE B 8 A7 SRR (0 OB g A7
Tk Bk R & 1/3, B AL
o Jt Je TR 20 2R s i 1) Ak TP SR [ 1] 3E
A, CT. MRI. DSAEN BB 54
20%-30%, 30%-50%, 59.5%, 50%-70%, [E4h
I3 939.2%-61%, 33.3%-36%, 33%-45%A
53%-61.65%"". [ &% 22988 (1) BB R WL 3 )& AF

T R ZH 2 I — 55 [ml s, 5 [ % 5l Y
%, ANEHE, ZATEE. R, Wik
BN E R B U0 AATE R A4 1
B OGP A A BRI, 53 10 BREREC T
A T AR R L 4E1.2 em X 0.8 cm
IR, A 202, Jerp LR, RS
UM BRI, 5T, B NEEA G, )
A S B B F0R ) S AT A A, b2

Owens et al* AT AREAENIOUS J&5E
B I 2590 B ) A U T R AR R R
I IR TP BR A AT OB T AR A2 1) i PR 42
5, JCRHAERS 298 T75%-95% ", 10US) ™
T2 I8 TR, H BH PE R4 5 $1090%-100%
LOUSSE L2 Wi B R IUAE W] LA A A5AS 21 1)
iRt vy s g 5 R R R A b —— R
B R IR O R, A TIEEET
AR5 2, 8 f 3= B R A ) B, T
ARIERAE. AL VA5 JBE ARSI e D7) B A i 5 1
FE{E 42.87 mmol/L, L7413 T =58 & 31
440.8 cm X 0.6 em % [A] A5 45745, YIRRJA 30 min, 1L
BEF+425.7 mmol/L.

AR P2 W AT 5 3R BAC R R: JBR A
K, W R, NERE, gk, 4SS 70 AR,
A E WAL, BRIk, 7EMBEA RS =R A
INf, W 2 IR A, A4l A 1 J e A 8 5
fr, D12, T H, A RE R AT K500
mL 7 A, W LA R0 e JBR R Yl A5 o

WAk, B P B HE 7 (endoscopic ultraso-
nography, EUS){EVH A R 9512 Wi b (1)1 R B
R, B T REBIEUSKHE AGTE IR RS
b DL SR Jis A A s 3B A H R R 1 IR 41, 8 fig
HRASEU SEL i i 70 S I AL 2L, &%
B R RO AL, X R0 I 4 Sk 40 35, e
IMEE. FIHEUSIX — N B R BOR, PR
EUSK R & 2898 I I R R € A7 12 W A48, A
R UK E W LT AR AR 71, RS
FIR AN ARSI T AR - A AR T BRI,
[FJ IS, EUSERAEAMEBEA KR, 22 VE8m, B
SZAEAHOT AT, A HET I FH i i,
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EM, Reading CC. Insulinoma. The value of
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Abstract

AIM: To study the clinic outcomes of endoscopic
naso-biliary drainage (ENBD) for acute biliary
pancreatitis (ABP).

METHODS: We retrospectively analyzed 94 pa-
tients with ABP who had undergone emergency
endoscopic examination and were treated with en-
doscopic naso-biliary drainage (ENBD) from Janu-
ary 2004 to December 2005. Endoscopic sphincter-
otomy (EST) was also carried out in some cases.

RESULTS: Ninety-one patients (96.81%) were
successfully healed after emergency duodenos-
copy. There were no severe complications or
mortality. On average, abdominal pain symp-
toms recovered within 42.3 h and amylase level
within 56 h. After being treated by ENBD for 1
week, the pancreatic edema in 49 of 61 cases was
resolved; peripancreatic effusion was completely
absorbed in 21 of 29 patients and was obviously
decreased in the remaining 8, without clinical
complications.

CONCLUSION: Emergency duodenoscopy is a
safe and new method for treating ABP.

Key Words: Emergency duodenoscopy; Endoscopic

nasobiliary drainage; Acute biliary pancreatitis
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