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Abstract

Vasculogenic mimicry (VM), a term that describes
a novel form of angiogenesis-independent
microcirculation pattern recently found in few
highly aggressive tumors, is formed by tumor
cells, rather than endothelial cells. VM is closely
correlated with the invasiveness, metastasis and
prognosis of related tumors. The presence of VM
is associated with an embryonic like phenotype
acquired by tumor cells and the biological
effects of many proteins. Furthermore, tumor
microenvironment also plays an important role in
the development of VM. Here, we will review the
advances in research on the characteristic, formative
mechanisms and clinical significance of VM.
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Ak, mBRVE-cadherinaEph A2 [ 54 5
EphA2WEMRAL S AR 5 3 Sl B R IX, JF 33K
2 MLAS BB B ML 55 45 4. Margaryan et al™ (1)
WU UESE T EphA2 1] B R A2 dE Bt I VME
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Abstract

AIM: To construct eukaryotic expression vectors
of short hairpin RNA (shRNA) specific for
TROP2 gene and observe its silencing effect on
TROP2 gene in BGC-823 cells.

METHODS: The eukaryotic expression vec-
tors of short hairpin RNA (shRNA) specific for
TROP2 were constructed by ligating pGensill.1
plasmid (containing human U6 shRNA promot-
er) to TROP2-specific sShRNA target sequences.
After the resulting recombinant plasmids were
transfected into BGC-823 cells, the cells were
screened in medium containing G418 (at a con-
centration of 400 mg/L) for 24 h to obtain stably
transfected cell strain. These stably transfected
cells were then divided into W group (untrans-
fected), HK group (transfected with random

www. wjgnet.com

negative control plasmid), KB group (transfected
with empty plasmid), T1 group, T2 group and
T3 group. The expression of TROP2 gene in
stably transfected cells was determined by real-
time PCR and Western blot.

RESULTS: TROP2-specific shRNA target se-
quences were successfully inserted into eukaryot-
ic expression vector pGensill.1. The sequences of
shRNAs inserted into the recombinant plasmids
were identical to those expected. The expression
levels of TROP2 mRNA and protein in cells trans-
fected with recombinant plasmids were lower
than those in untransfected cells or cells trans-
fected with random negative control plasmid or
empty plasmid. Compared with the T1 and T2
groups, TROP2-specific shRNA in the T3 group
had the more strong inhibitory effect on the ex-
pression of TROP mRNA (8.79 +0.23 vs 9.54 £+ 0.20,
9.57 £ 0.23) and protein (3.66 £ 0.11 vs 6.46 £ 0.36,
9.31 + 0.11), and the differences were significant
(all P <0.05).

CONCLUSION: Eukaryotic expression vectors
of shRNA specific for TROP2 gene are con-
structed successfully. The expression of TROP2
mRNA and protein is down-regulated in cells
transfected with recombinant plasmids. Our
study provides a new approach to the study of
the function of TROP2 gene.

Key Words: Gastric cancer; RNA interference;
TROP2; BGC-823 cells
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Abstract

AIM: To investigate the effects of somatostatin
on portal vein hemodynamics in the early stage
after hepatectomy and explore the mechanism
under such effects.

METHODS: Thirty-two rabbits were randomly
divided into three groups: group A (n = 6, con-
trol group), group B (n = 13, normal saline treat-
ment group) and group C (n = 13, somatostatin
treatment group). Rabbits in all three groups un-
derwent portal vein catheterization, while only
those in Groups B and C underwent 50% partial
hepatectomy. An intraoperative and postopera-
tive intravenous infusion of normal saline and
somatostatin was given. Before and after the
treatment (0.5, 1, 2 h), the pressure, flow direc-
tion, diameter, hemokinetic velocity, average
flow rate and blood flow of the portal vein were

detected and compared.

RESULTS: After hepatectomy, the portal pres-
sure increased. The increase in the portal pres-
sure in group B was significantly higher than
that in group C (0.5 h: 436.001 * 169.654 Pa vs
258.012 + 167.497 Pa, P < 0.05; 1 h: 394.324 +
163.182 Pa vs 224.767 + 164.653 Pa, P < 0.05; 2 h:
193.092 + 154.356 Pa vs 351.861 * 183.579 Pa, P
< 0.05). There were no significant differences in
portal diameter and hemokinetic velocity among
all the three groups before and after treatment
(P > 0.05). However, the average flow rate and
blood flow of the portal vein in group C were
significant lower than those in groups A and B
(both P < 0.05). Two hours after hepatectomy, no
significant differences in the expression of ALT
and AST were noted between groups A and B.

CONCLUSION: Application of somatostatin in
the early stage of hepatectomy may reduce el-
evated portal pressure, which may be associated
with somatostatin-induced decrease in flow rate
and blood flow of the portal vein.

Key Words: Hepatectomy; Somatostatin; Portal
vein pressure
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h: 193.092+154.356 Pa vs 351.861+183.579
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e ICZALLIINE |1 Hik 038 B0 ) 25 5 i) 1R i 45
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J F S S TAL ) SE A7 %55 11 Bk ML 37 5 3 2% 1K)
R S SRR OCHLHL. B 78 8 I IR IH D1 B AR5 Y
FHSST R LA AR T T # KR J) (portal vein
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S A

1 MRRSE

1.1 A RS 32, LR 2R B 2 B SE 5
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JE FFE PV, [R], CZHL P AN [ s 1) 2 ) BT
PIBRARJ50.5. 1. 2 WS RATMPVPE(Y, 25k
R (F = 2.482, P = 0.102), £WISST(HEHb
TR A 2 R e e (s, K1),

2.2 MM AF @ Ay B. CHSIIRT IR A
AT MARJE0.5 1. 2 hBME S ) JF I, A L 25
IR

2.3 M#HpREE RZ, BRER, FHRFkE
Fod i e F4URSE0.5. 1. 2 hirg I gk
B NAR BT R AR S R AT R, =4
)34 70 .35 M 22 5 (P>0.05). FAHARSF0.5. 1.
2 iRk T 24 L gt T R S R T LU, A4
5B WICZ (P = 0.895), A4] B 5C414

A7 B A 5

A K&
A& T # Bk E A 89
ReRs )z
KT, K B AT
iR B N 5RO
MARZAEBT.



2028 ISSN 1009-3079 CN 14-1260/R HRENHBIIYE 2009785188 51748 5208
WA # & 5 1 BIEGRINERES
KB 5 IE B B—HIJ MTEPVP. A: BTN ZIE; B: &
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R 1 AR SARGPVPEREAVLLH (mean + SD, Pa)

papic] n ARIG0.5h ARGTh Ai&E2h

AR 6 34.323 +70.411 24517 £11.030 —-62.076 +96.791
B 13 436.001 + 169.654° 394.324 +163.182° 351.861 +183.579"
CH 13 258.012 +167.497 224.767 + 164.653 193.092 + 154.356%

°P<0.05, “P<0.05 vs AZH; °P<0.05 vs B.
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I T 3 i g 0 6 B B RIS, 4IRS 0.5,
1. 2 hi i it o B S AR b A 1) 221,
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+239.16 U/L; CAHMNVIRAR G2 h5 RAETALT.
ASTIIZAE /7 A513.77+373.44 U/L. 171.85
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AfBin = 6) B4H(n =13) C4Bin =13)
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CH 513.77 +373.44 171.85 +199.04

t=1.287,°P=0210vs C4H; t = 1.502, °P = 0.147 vs C4H.
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Abstract

AIM: To investigate the protective effects of
early enteral glutamine supplementation on the
barrier function of intestinal mucosa in scalded
rats and explore the mechanism underlying such
protective effects.

METHODS: Healthy adult SD rats were sub-
jected to a 30% TBSA third-degree scald injury
to develop a rat model of scald injury. Scalded
rats were then randomly divided into EN and
EN plus GIn group, respectively. Rats in the
EN group were fed standard enteral nutrition
(Nutrison Multi Fibre) while those in the EN

www. wjgnet.com

plus GIn group were fed standard enteral nutri-
tion plus GIn. On days 1, 4, 7 and 10 after scald
induction, plasma D-lactic acid levels were
analyzed by ultraviolet spectrophotometry, the
expression of Occludin protein was detected by
Western blot, and the expression of ZO-1 mRNA
was determined by RT-PCR.

RESULTS: Serum D-lactic acid level was el-
evated in response to scald induction. The levels
of D-lactic acid in the serum of rats in the EN
group did not return to normal within the pe-
riod of observation of this study, whereas those
in the EN plus GIn group returned to normal on
day 4 after scald induction (4.5 =+ 0.8 mg/L vs
3.8 £ 0.6 mg/L). Semiquantitative Western blot
analysis showed that the expression of Occludin
protein in intestinal mucosa of rats in the EN
plus GIn group showed an initial rise, followed
by a decline. On days 4 and 7, the expression
level of Occludin protein in intestinal mucosa of
rats in the EN plus Gln group were significantly
higher than those in the EN group (1.18 + 0.14 vs
0.79 £ 0.09 and 1.59 + 0.16 vs 1.12 * 0.13, respec-
tively; both P < 0.05). In both groups, the expres-
sion levels of ZO-1 mRNA on day 1 significantly
declined when compared with pre-induction
values (0.71 £ 0.19 and 0.76 + 0.17 vs 1.00, both
P < 0.05). On day 4, a significant difference was
noted in the expression levels of ZO-1 mRNA
between the two groups (1.17 £ 0.16 vs 0.76 = 0.15;
P < 0.05) though no significant differences were
found at other time points.

CONCLUSION: Early enteral glutamine supple-
mentation is superior to standard enteral nutrition
in promoting the expression of Occludin protein
and ZO-1 mRNA in intestinal mucosa and improv-
ing the barrier function of intestinal mucosa.

Key Words: Scalding; D-lactic acid; Tight junction;
Glutamine
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BH: T #8005 R B IEANS T B A5 G
TR BB B o e 09 AR 3P AR B, SRR L T Ak 9
YE R AL

Tk ®BRAEESD K KA A AFEM A&
IR 2(ENZE) Fo - R B R AN A0 (EN+GIn4), 4
2032, ) Ak R AR S AR (30% TBSA T E 2
%), 4 )5 T80 R 4T A=A M & I 7 (A
&) AR B R E IR R+ R B, T8
1. 4. 7. 10X WK i D-5LER, Western blot
F X FHHEFEBLEMEGOccludinfeRT-
PCRA#7Z0-1 mRNA & ik 49 T 4L

LR 246 iFED-5LBR KT S, ENAE
WL B 18] P e A D-SUBR R T % R R A E A5 AT
K-F, EN+GInZL 245 J&4 dik 2.(4.5+0.8 mg/L
vs 3.8+0.6 mg/L); Western blot¥ & & 5 # %
REN+GInZ84%5 )& Occludin& A 2 F g Lt
F4. 7 dit# 2 3 TENZ(1.18+0.14 vs 0.79
+0.09, 1.5940.16 vs 1.121+0.13, 3)P<0.05);
Kets 51 dit, 241Z0-1 mRNA KA 5 45 97 b2k
¥ 2 F(0.714£0.19, 0.76 £0.17 vs 1.00, 3%
P<0.05), 4 dBFEN+GInZE 5ENZ AR 2 7 A
B EHFW % FEL(1.1710.16 vs 0.76+0.15,
P<0.05), LA Bt & &R £ 73 L%t F

Zit: T N AR BREANS XA ik
s B TI4 M G 0ccludin. ZO-1k35 8
T M, I i &R Ak I o T 2 At

REEE: 2 15; D-FLM; B EE; AR

MEz=, A, 758 PHBANESEBRMEN 20 A7
MRMBIEEBERENFI0. BFRE BAE  2009; 17(20):
2031-2036
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0 5l

FEFE R G RSN R, g
EH A RPER R EIRIRY
(i = S84k, ] 5] b R 40 i ) 5 0% B2
BRI HIT I, R PRF I E. I
SESRAITFUINUE SE i R B8 D B D R8T B A el L
M AIEEA R . N RN, SRERE. £
BT T A JF RORE S DA O, IR b e
153 )5 o B RS Bt B Ty R, 9D P TR T AN B . N
FRA N T et S B RN T HL A K 1
P s Y, R % B (tight junction, TT)J& 44K
L R 0 ) Ry X A ) g T (S T

BEPE KO 7 S CE R N TR 7 R LAY
AN (GIn) S5 REEEE A R A0 f rf 36 4= . 71k
¥ 8l 8 2 44 B AT )T 4 4 B I o B oy g O,
NI FRATT BT T AR S5, % 45 K R A S
W VAR5 O A T e 1) i P SR R, R
X BB - B B O ccludinMIZO-1 1) 5%
Wi R L AT R AL .

1 SRIRE

1.1 AH BAEARRESD AR 72 K, 45 #:220-250
g, WEREMe ], HHRg B RSB 2% B e 2 S 0 3 )
REF B G AL BE5)7021-9602). M
Iy, WEMAPEMETRL wk, H BRI, T EARH
Occluding Rabbit mAbJ 5 Santa Crutz/s &]; LA
AN (AR 770 H Promega/A 7], PCRG Wi i
EPEARNR S A T K

12 F i

1.2.1 KR 2 A AR 69414 SDA B A2
g1, BRI NS FRAL(ENAL) R 78 77 04 2 Bk
fii 445 HL(EN+GInf), 2415147 K B ¥ i ik 2
s, RE232 . Sy 8 FAE A A ai ke J, il
B, TS EARIE i 2% E. KR
AIAEE12 h, 10 g/LIGEL L2440 mg/kg) IR
BRI, P25 6, MR R R ARSI a0
HIZER AT, WO s J1°50.03 mPa, W JE
108°C, #F4L8 s, MM AMARMF(TBSA) A30%
FOLILEE 22093 4% ) 37 Blip P-4 50 mL/kg Pk ve.
W R BUBON BRI P9 1 7, S 3 i o s i R
FRAE25°C LA, AR E 2140% 2 47, QTR A1
WAR I B, SIS AR ANRIH B T, 4,
TR0 ARSI EEFE bR, FEAEA I ) A RELH K
¥Ih8H.

1.2.2 Bk e Bed) 5k 24145 T R S
(1} N E IR ). ENSE T3 8 1 B N 97 77
it 4> /1 (nutrison multi fibre), EN+GInZH {F 1t 3
fih EV NG In(TE PR 24 A 2547 B 2A =) Z089)0.3
g/(dkg); 2AAE MG S FE TR R A G
or%E, A CORAT, TSI 2I37°C. i )54 hIFuhiE
W R, RRFRT31.5 kI/kgHIbREfbas ),
KRR 3 3-5K M58, AR,

1.2.3 #ml3s4e5 7 ik () IMED-FLR I E: 1]
K I 2500 Ji5 20 B8 L, -80°C PRAF, FH MR ING 4
ANGFFEHCFE VLI E S D-FLIR K Y. (2)Western
blotiE K B O ccludindk (& 83 A FIHK
KR RS2, PR i N 2575 77 34 ff 2
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&1 Z0-189S %5l mia £#BE
GlnA21# 228
“ B}] z %7}—7“_’% ” ,
ax’:| Forward Primer (5'-3) Reverse Primer (3'-5') R\ bp) ’{_J’:‘ i 1%:}??;%&
B—actin CACCCTGTGCTGCTCACCGAGGCC CCACACAGATGACTTGCGCTCAGG 690 9% ;1] . g 1& 5
Z0-1 AATGCTGCTTTATTGGG AGTGGTTGGTGGTCTTCT 229 HF KB B § 5
RIEEER, K
£ AMODS % %
= 2 [ED-ILERHVEMK (7 = 8, mean + SD, mg/L) Pty
ENZH 18) 4 77 & 69 AR,
Z TANMAGInxT 45
o {hiatiEld) " R REBEMN
] 4 7 10 EN+G1H2H ZRQ a %/; v B —H{J_
{HAIE 38+06 38+06 3.8x06 38x06 AL
b a a a
ENZH 7.9+1.3” 69+0.7° 6.3+0.8 5.6+1.1 1 E.ERBIEOCudin AT S
EN+GInH 7.2+1.3° 45+0.8° 43+05° 4.2+06

2P<0.05, °P<0.01 vs {AHI; P<0.05, *P<0.01 vs ENZA.

MR, SIS, UK EZE30 ming B R
AL AN1.5 mL EPEH, 4°C, 10000 g 5.0
10 min, H_I3; BOH &R 29100 pl, Folin-f)
VEREAT B I A o S bRk SDS-2R A M ik i
B LYK, SR Occludindg (A 4 BE T
Forg AT, BRI % SCER[15]. Q) E
AN ALZO-1 mRNAKI: BRI FR AT R 7 b
HER L4120 mgiRHUERNA, Beckman DH74004)
JOCRETHT i R S5 bRtk S, RNAFE
IS S AR SR V. (PCR)Y . 5190)%
FIWLR1; RN AT A 94°C A3 min, 2R )5 1k
FTPCRI N 3SIRAEIR: 94°CAZ 145 s, 47.5°CIR K
130 s, 72°CZEfH160 s, f% 51772 CLEHS min. HY™
15 pL ERE, 15 o/LERIEREL vk, 1R
CWERAE BN G, BRI G BT AT $5,
IO G 6% B G A . e s S s
Shy: AR DRI Y P AR N 2 BB A, FRBR LA
R LA N FEA I 2 46 £ K JE 2 L.
SR P EdE S HSPSS10.048 T ik
PEHEAT 2047, Fmean + SDREAT GeiH4IA, [F) b &b
FHUAN [ BN 1) 1) Bl e R[] — Bk T) P AN (] Acb 34 201 1]
Pl A3 R FH B IR 38 5 2200 BT v, 45 R BAP<0.05
hZESF B, P<0.01 k) 22 A B

2 B8

2.1 R B ) o i D- LB AR 8 A 241
BNYAEL AN I D - LRV FE B A5 w2 T
(P<0.01), #£4. 7510 dIFENZ 51507 L D-
FLIR W 5 34 1 2% TR (P<0.05); fE4. 710 d
FTEN+GInl 5T tb i 2 7 L8 & hE X
(P>0.05). 7F4. 7 dIFEN+GInZH L35 D-FL % U 5%
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LJENA LU W BRI (P<0.05); £ HAAh I ] £
A 0] L7 S B AN 2.(P>0.05). X U W1 31
PN A S R M 25 B L 0 i 1 R I s )
(R4 (2).

2.2 B L& miOccludink ik 89 % 4 Western
blot/ TR, BfifE1 di 2415140 ccludinff
FIE KT B (5 110 EL 5 P<0.05); ENZL7EN
Ja4 dEITE, 7510 dik 5457 P ZE S B 3
= (P>0.05); EN+GIn4l7E7 dif W8 & T 05 Hr
(P<0.01), 4. 10 disf 5455 Fb i 22 5 06 W 3 1k
B X (P>0.05, K1), 4l tbidE4. 7 dIFEN+GIn
Yl SENZL L 2 73 WoR B35 1 G il 2 3 X
(P<0.015%0.05), 7 H 43I [a] 254 20 [R] B3R 22 57
B B(P>0.05); B EGInkha B FIMOC-
cludinfk R IE(F3).

23 k& miz0-1 mRNAK M E4L ZO-1
mRNA [{JRT-PCR T W, 22 B2 i f5 1 dist
Z0-1 mRNAFKIL L T BR(5 0717 HEP<0.05);
ENZ1iJ54 dBH A& T3 77 (P<0.05), 7 10 dif
5w beise 2= 7 i W Mgt = X (P>0.05);
EN+GIn4l 4. 10 dIV 54550 K 2% 5(P>0.05).
PR G B Z0-1 mRNAFKIASZ F[#0H], EN
YHFREIEWIIS Z0-1 mRNA RGN HLR A
HWAT IR . AL AE4. 7 AINEN+GInZ ]
B TENZ(P<0.05); Bt TENA N E
W, WIHGInEM 4 SCRFREAE TR M fE I Z O-1
mRNAKIE AL, AT S0 TR % 1 (R4,
K2-3).

3 11e

T i R AT 7 AN T e B
07 3, At il — LSRR R 1 &R T 4L (Occeludin,
Claudin, ZO-1. JIZh&EA%), UL LSS
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iR EE
R GlnAh 4 %
Fr oAb Heik 15 450
% IETI%MEEG tHISEEd)
Occludin. ZO-1 DR =
Bk T, Ak 1 4 7 10
i B kR 04 B 1 {DEl 1.00 1.00 1.00 1.00
k. ENZE 0.71+0.14° 0.79 +0.09° 1.12+0.13 1.09+0.12
EN+GInH 0.76 +0.15° 1.18+0.14° 1.59 +0.16™ 1.16+0.13
°P<0.05, °P<0.01 vs {HA(; °P<0.05, °P<0.01 vs ENZH.
S48 fAiaetiald)
1 4 7 10
DAl 1.00 1.00 1.00 1.00
ENZH 0.71+£0.19° 0.76 £0.15° 0.87+£0.12 1.09+0.12
EN+GInZH 0.76 +0.17° 1.17+0.16° 1.19+0.11% 1.13+0.14
?P<0.05 vs {HH]; °P<0.05 vs ENZH.
2 BRNAIRMSHE
ERRRERX.
285 B-actin
185 70-1
55

SERTE ST LA A4 AORE R R 43 TR NI L
BRBERENT. VF 2 DRI T  e . AR
SEREOLT, 5| g ) B8 T D) g L, 4
FLBR(E L)W WK, SR YN EE R

M FAL, T B FI I R0 2 s
B RATH FH Western blotZ#7 T OccludinfE &
HZ MRS, [FBE T Z0-1 mRNARARL,
SRR AN %2 Occludinik W] R F%, 0]
Bl e o i B & E R BIR. Simonovic ef ai™
FES R PR S AE N B SEE OU T, BT
FE 35 55 D] 22 63 350 5 A4 i) R 8 3 (1 i
5> Occludin LB A T BTN, 25 & W
ANELAEA. T difOccludinils ) & FENZ;
XU GIntb 4 e e HEOccludin ) FiA,
NUA LS gl M A E . Occludins— 52381 11
PSR AE 1, AN 43 1 U 2965 kDa, 5485 I
GER, BT REERLL L, R RN R
Btk e b HoA EEAE P Li er al™ R H
Caco-241 i M %G InX H B % E L E AR,
KILGInGEMEHEOccludinf 2 1A H 5 71 FE AR 1.

3 OFLRMIEZO-1 MRNARIKKENT L. M:
Marker; 1—4: ENZH(1, 4, 7, 10 d); 5-8: ENZH+GInZH(1, 4, 7,
10 d); 9: {51

TECaCo-241 M AR A ME IR R T R I S AL AL
AR5 S 40 i B8 A5 HE B 1 O celudinMIZO-1
I Tyrik SEWE IR Ak, NI S8 85 1% 42 70 i, TTEGF
A se 4 PH 1 Ty 7 S B R 11 0,

BE— 25 I RE 5% S BLE R K (900 151 551 AE BEL Iy
EGFRIZCA; 8 FATTLART B 5 R B4 s
LW A 45 GInfg e b p-ERK 1/2 (1) ik,
i B E R KO 2% PR 005 BE 48 47 40 i ) 1) 55 % 0%
BT Y, FEABATT ) 52 56 P R Blp-ER K 3 2
b T B R Mg H 5 Occludinfy & &
@, MAHEGFIS T, —# gAY K,
FGST-Occludin-CHIE 41 E R KLl 2 UF 52
p-ERK12E#MOccludinfICA I A HAEH, BH
1EOccludin /28 FRFR ALK £ R AL, 51 TIER
JICAH AT 54> FHBE R 4k, AT iR b Rz 4n
Ja TR TI ) 5E 3k B L B BE T fig.

ZO-1 /2 M AH OC 5 15 BRI KI5 i b 2 —,
L4 a5t A O ccludinflClaudinfi HAEH, [H]
2 5 & 15 & A IR 45 7 5P
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IIREAL TR, 764 7 AIFEN+GInZ1D-F,
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PRIE L A Sk 3 7 B R TR, Y I
D-FLFHE N B AG IR,
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ZO-130IL 9855, AT 5 | e fiz 6 W53 52 kT v,
b N5 B D BE HO B 3. 1 P GInkh 45 SCREREER
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Abstract

AIM: To investigate the relationship between
Helicobacter pylori (H pylori) infection and the
expression of DEC205.

METHODS: H pylori-HSP60 was prepared by a
recombinant DNA procedure. After monocytic
cells (NOMOL line) were infected with H pylori
or stimulated with H pylori-HSP60 or E.coli-LPS,
whole cell protein was extracted and analyzed
by Western blot. NOMOL1 cells were then treated
with PMA to induce their differentiation into
macrophages, and infected with H pylori or stim-
ulated with H pylori-HSP60. The expression of
DEC205 mRNA was detected by real-time PCR.
The expression of DEC205 protein on the surface
of NOMO1 cells was analyzed by flow cytometry.

RESULTS: The expression of DEC205 protein
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was markedly increased following H pylori
infection, whereas the protein expression was
only slightly upregulated after stimulation with
H pylori-HSP60 or E.coli-LPS. After treatment
of NOMO1 cells with PMA, the expression of
DEC205 mRNA was enhanced. Subsequent in-
fection with H pylori or stimulation with H pylo-
ri-HSP60 could induce the expression of DEC205
mRNA in differentiated NOMO1 cells. Flow
cytometry analysis indicated that the expression
of DEC205 protein was upregulated obviously
on the surface of H pylori-infected NOMOIL cells
(88.10% vs 7.84%, P < 0.05). Moreover, H pylori
infection and H pylori-HSP60 stimulation could
also increase DEC205 expression in differentiat-
ed NOMOI1 cells (74.73% and 51.31% vs 43.77%,
both P < 0.05).

CONCLUSION: H pylori infection may be closely
related with the expression of DEC205 on the
surface of macrophages in gastric mucosa.

Key Words: Helicobacter pylori; DEC205; Macro-
phage
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mzzgﬁ. ) H pylori-HSP60&| i )5 4.3 3% T DEC205 CO,, 50 mL/L O,, f1850 mL/L N, 754 ks
?;gg;; y‘j’oa mRNA#EL; AKX MIERLEREZVINOMOL  F4flde. 43d3 dIEESE, H pyloriblA gy =

HSP60 k| 5k A
R mAeE, §
* %% ¥yDEC205
mRNA % ik ¥ 2

4 fo e H pylori #1548 it & @1 DEC2054 /R
# &K B 23 A (88.10% vs 7.84%, P<0.05), #
H ENOMOI1 A PMAS G, ZH pylori
RH pylori-HSP60#)i# jG DEC205 4k 4L A At
3 5(74.73%, 51.31% vs 43.77%, 31P<0.05).

18 H pyloriB 35 B 7% fa fo & 8 0 JoL 52
YRDEC205% & FH b9 Bk & .
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Ik 5 A 5 | P A0 BT SR 0 SR A S LT
BAEATE IR TEH pyloriBGxh, EVEA
F o0 0 40 L DR = ) B R T . H pylorils
PSR R RAL SRS B i DR SN DN
SRR AT e R AR, R
MMFNH pylori )R IFAE Tl . DEC205
J& T H T S b I A S b A
Wi, SBAME—FEAAAE T B IR, i &
b R gn i . DEC2054E B Bk 41 i 2 1
FIERE 1, A PUREERAE, et il iR
RSP T S ™. AZRIMDEC205 2 —/~200
kDalfHi &R 1, RIET MR, A SORan b &
T4, AR, DEC2057E & B8 1 70 A {15 4%
Ry %, Yamasaki et al'" & RIEH pylori-HSP60
A R L P AZ S, H 28 E IIDEC2051)
mRNARIFRIA B s, HSP60RIATH pylori
FAM, 5w T AR I bR 3R S R SR T
SEME T H BRI RARARY BEbs, MR T H pylori
S [ 5 B AR AR B TR R AR R T
H pylori-HSP60 DI REFIAL ', M fHIXANE A
X TH pylori &3 18 Jq & F 3R 48 9% 7= A i
W™ AR A T W R H pylori Bk
HDEC205KIEM KR, WH pylorisiH pylori-
HSP60FI L PMA S LI B A% 41 il RNOMO1
41l il J5 DEC205 [ 2R 2R 0.

1 MRRSEA

1.1 A4 H pylori(ATCC 43504)W T35 [E kr itk
JE. AR RS ET% R . N eagisA
(10 T I Jo /¥ W B I B 7Rk, A5 47100 mL/L

LOGH 4 F1 X 103441 W /m L)Y = B 2 A5 ik
A ML HRPMI 1640(Gibco s m)) IR .
A0 ZNOMO 1 3K T H AR Ay il i 24
. AR IR AE A AT 100 mL/LG -3, 50 KU/L
T, 50 UL ZM2.5 mg/LH M5 #BI
RPMI 164085758, #£37°C+ 50 mL/L CO, Al
99% 3 2 I AR . AERE SIS 2 W, A AN
EATATHUAIRPMI 164055 JEMIH VE3 IR, Ik
A0 M B 4E R AE2 X 10° cells/mL. 7 i 40 i
S B4, 20 nmol/mL PMAMY I )%
FRWh . KR N 2 8508 K T-Sigma A 7.
DEC205M1Actinfi {40 TBD A w]. CD14$i {4
TR&DZ H). IgG-PEJ T-Santa Cruz/a v]. 1gG-
FITCIyT-MP BiomedicalsAH]. ECL& G5
T Amersham Pharmacia’y &]. RNAJMEGRF &
W QiagenA . iWi# 5% 43 H14f 1] SuperSeript™
III First-Strand Synthesis System/%JF-invitrogen.
mA g EABD AR, EE), K1 W5k
T (Beckman/y &, 3EMH), SERPCRFUT T
LightCycler Quick System 350S (Roche’A 7, Fii
1), LightCycle software Ver.3.5%kf:(Roche/A 7],
#i+), LAS-1000 mini{% 541 R 48 (Fujiss wl,
H A%), Image Gauge Ver 4.08{4F(Fujis &, HA).
1.2 7k

1.2.1 B a4t WEPCREEARMEH pylori-
HSP60KE N 4] K IA P AApEGX-5X3, & KWiT
HDHS50 X515 2 A EGS TR & 8 1, KA
e E IR B e e A BIEAT oy B S 4k, Sk
TR e 5700 Al 5 G2 1 ) — Y

1.2.2 g epiki: ¥HH pylori. H pylori-
HSP60EKLPSAHE FINOMO 140 fd W 5 ) 500,
FEUK B E20 min, FHAB BRI, 25005
IEWIZL 152 X SDSHE SR IR A, IS
min. HE I 12% SDS-PAGEREAT Hi K, 5 4e
ZPVDFE. BEHTBSTED G, B T5450 g/L
IR I TBS/ Tween20 % i FHFE 1 h, &£TBST
VL3R, BHXS min, FIDEC205 8 actindf{i 4 % i
NIFE L h, SN PUARRE T A 50 /LI Y )
TBSTH W, 1535 H1gG HRPFRICH —his
M FEEE 1 h, 5 LLECLAL 2 & 651 (Bl
T'LAS-1000 mini[&{% 73 #1 £ 45, DEC205[] 4571
IKFEAE 73 H T Image Gauge Ver 4.091F, I-LUIL
AN AAE N bRUE T 5

1.2.3 B PCRAH7: ¥ NOMO1 41 s 20 pg/L
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A 1 2 3 4 A PMA (+) WA # g =
E . —_— o
. bp 1 2 3 4 5 AFFR A AWB.
DEC205 | h ' oa o 5 1 PCRAZFACS
DEC205 (251 bp) HA, 53 MNE
z 300 &4 F. RNAK
. F Btm Mk @ A
200 G3PDH (211 b
o H pylori ®) % om e
B 0.6 Ze 1'2 a a J& DEC205# % At
0.5 Z I 1' a B =H pylori# 3
0.4 E§ 3 : FAMH, B R 5t
0.3 ég 10 ] FES R ES t 8
0.2 B8 < 08
e
0.1 m ﬂ 22 0
0.0 Q g 0.4
1 2 3 4 ago02
00 3 4 5
1 H pyloriZZZm BRI CPDEC205FB B RIX. 1: Cells; PMA (7

2: H pylori; 3: H pylori—HSP60; 4: E.coli LPS.

FIPMATACEES min, 2R )5 FHH pylorisiH pylori-
HSP60#)#. 4 MRNAMN3IX10° NOMO141
fh A FHRNeasy Mini kitHEAT 2. RNAFIHK
S, GBI A e (H I E, HRHEA 0/A 50 LA, HHED
RNAZERE. $EEIRNALRAE T-80°C H A H.
TEMARNASR UL B P DN A5 4 )5, #)
P10 S By, AT 103 5 40 AT SEISPCRAAT T
LightCycler Quick System 350S. 2 pL ¢cDNAJ
AF20 L AR RS, Hrhfafi10 uL SYBR”
Premix Ex Taq "G MR A, 2 uL DEC2055]
YR A Y)(5-CAAATTCCAAAAGGCCGTACT
C-3'; 5-CACCACTTCTGTCCATCACCA-3")gk
G3PDH5 IR A)(5'-CAACGGATTTGGTCG
TATTGG-3"; 5-CTGGAAGATGGTGATGGGA
TTT-3"), 7.2 pLi2li7K L1 J20.8 uL DNATaqZ &
ity Fo 4 N FE95°C 30 s, IAMIEFR; 95°C 5,
55.5°C 10's, 72°C 155, 35/ME¥F; 65C 155,40°C
30 s, IMEFR. #0diE FH LightCycle software Ver 3.5
3T, T EIL-8/G3PDH HLAR.
1.2.4 A X@ e R 57 HH pylorisiH pylori-
HSP604LEEFINOMO1 4 il % [IDEC205F1CD14
(19 15 T Ik 3t S 4 AR HEAT 43 BT 10740 i 15 5%
e N IgGI H 15 minBH#F 2 4A. 41 i1
HIDEC2058CD14Ht/&#F & 1 h, X5 H1gG-PE
HIgG-FITC i &30 min. Frfy (gl fe
4°C Je 5 450.02%8 FAF10.2% BSAINPB S
FHHEAT. SRR I ] 5E 7E2% 20 28 F /0.1 mol/L
IR ER 22 0B (pH7.3) 120 min, 4R J5 18 ] it =41
HUASCHEAT J3#.

it SEK 45 R Dimean £ SER IR, £
il ik Student's AG AT TE A AL BE, P<0.05
hA BENEZE
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B 2 H pylorFRHIEREMIBIPDEC205 MRNARIX. 1:
Marker; 2: RT-PCR; 3: XAZH; 4: H pylori—HSP60; 5: H pylori.
P<0.05 vs L.

2 BR

2.1 DEC205%& & #) &k 2X10°mL NOMO14
1225 X 10"/mL H pylori. 100 mg/L H pylori-
HSP601%10 mg/L E.coli-LPSHI ¥ 5 % 5557,
A MR 5 5 I DEC205 actinBi /A HE4T
FEENTE AT (B 1A), H pylorifIRIEE S5 T
DEC205% (1 13Ri%, MH pylori-HSP60ZXE. coli-
LPSHIHIE 51 T D FDEC205 % (M I #K ik,
DEC2055 4 Zractindf X K £ LLAE A F Image
Gauge® K 12T 73 T (K11B).

2.2 DEC205 mRNA# %45 3X10°%mL NOMOI
Y pr 520 pg/L PMABEIT6 hif) FiALFE )5,
435X 10"/mL H pylorisk 100 mg/L H pylori-
HSP60RIENOMO 1 41 i J5 FEAT I A5 5%, W42
TDEC205 mRNA[WEIERHL. DEC205 mRNA
(1) 5 8 iE RT-PCRIEAT 73 AT (K12A). W LU
FIZPMAMLJGE FINOMO1 41 i L HIDEC205
mRNA PRI, 731405 FINOMO 141 il b
H pylorisiH pylori-HSP6ORI o Pt 55 T
DEC205 mRNA[#ZRIE. [AI}, DEC205 mRNAY]
PR AR S PCRIFAT 22 f /0 M7 (K12B). 453
EIRPMAM L5 5E T DEC205 mRNA KA,
T 0 AT PRI 21 SR S A T aX AN Rk

2.3 DEC205 %A TH pylori 3 4 - 4% F B v 4m
fe & & 2 X 10°/mL NOMO141 /it 120 pg/L PMA
HHAT6 Wi AL BB AN AR HE S, 4351 FH S X 107/mL
H pylorii{100 mg/L H pylori-HSP60RAT LA 1s
F&. 4L T DE C2054 35 1 3 A 40 f AR kAT
I3 HT(E3). Bl s BT PMA 3 AL FINOMO 1
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B 3 Hpy/Of/KEX%EI'QE’fZ*DEﬁiﬂ]ﬂ@ﬁﬁDECZOSB’Q%i&. A—B: Cells; C—D: H pylori; E-F: H pylori—HSP60; A, C. E:

PMA(-); B, D. F: PMA(+).

I M AE AT AR, JLF- %A DEC20511) %
K(E3A), ZH pylorif|H5, DEC205H) 4% H
IR 784 %38 K 22 il 35 111 88. 1% (K13 C),
{HH pylori-HSP6O R A 5 FEDEC2057 14
AR (EI3E), AR 12 ANOMO14
MY PMASHL G, &H pylorisiH pylori-HSP60
I DEC205 %15 H143.77% (K 3B) 4 il 4
%74.73%(KEI3D)AIS1.31%(KI3F), e R 5K
2B XK T EWFENOMO1 41 il
DEC205 1214 55 40 B A k.

3 111E

H pylorilf) gtk By e tEimsh itk 8+
K. Bt Imdom . BMALTHRER L H
i R AE R R EEEUEIR T, I, MALT#R
BB, SREIRITIN, 60%-70%[1) 25 ik

ERITE O, FE 2 TH pylori &G E 51
Bk A H pylorifF JyAE40 ffz A\ 40
W, HIRENS S DR B % Rl AL, J2 DR A TR R TR
e L. REM. AR ED. S
25 (VacA)FN 41 i 55 25 (CagA) S50 R Bl 7, IXLL A
FRME T HRERIRINRA BERE, M T H pylori
TG () B AR AL b IR T B R S 2 21 Ak
TN BSOS AR I R N IR, DA
R 5 UG IE N R o R R L R,
REAE 153 40 it = A 4% P DR 1~ S5 4 SR 35 B A &
HEAE A SRR 15, e 4 F AE 4
P A7 BT O JRIOR 25 D) SR

H R Z AR MR)ZK K iz 53 A T B 40
MU EAS BOIR AN e . MR SR . RIK
Il S5k BB vl (RO B R A5
(I P A P A 45 Ja B 1 B g it ik
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2 —HIDEC205 HH pyloriffigyet 2 ik
TEWGEA 1. 22 WIDEC2053% 3 Bk ity
NPT REAEH pylori B (1) 5 R 1A 45 F %
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Abstract

AIM: To investigate the diagnostic value and
clinical significance of elevated serum decoy
receptor 3 (DcR3) in patients with hepatocellular
carcinoma (HCC).

METHODS: Serum DcR3 levels were measured
using enzyme-linked immunosorbent assay
(ELISA) in 67 patients with HCC, 8 patients with
liver cirrhosis, 17 patients with cholecystitis and
28 healthy individuals. Serum alpha fetoprotein
(AFP) levels were measured by chemilumines-
cence. The expression of DcR3 in HCC tissue

was evaluated by immunohistochemistry (IHC).

RESULTS: The levels of serum DcR3 in both
HCC and liver cirrhosis patients were signifi-
cantly higher than that in healthy individuals
(P < 0.01). The level of serum DcR3 in HCC pa-
tients was correlated with the development of
cirrhosis, capsular infiltration and metastasis (P
< 0.05). There was a positive correlation between
the levels of DcR3 in the serum and HCC tissue
(r=0.395, P < 0.01). The positive rate of DcR3 in
the serum was significantly higher than that in
HCC tissue (P < 0.05). The sensitivities of single
detection of AFP or DcR3 were 82% and 3 76%,
respectively. In contrast, the sensitivity of com-
bined detection of AFP and DcR3 rose to 93%.

CONCLUSION: Elevated serum DcR3 may play
an important role in the pathogenesis, develop-
ment, invasion and metastasis of HCC. It may be
of great significance for the screening, diagnosis
and prognosis of HCC to simultaneously moni-
tor the levels of DcR3 and AFP in the serum of
high-risk populations and HCC patients.

Key Words: DcR3; Hepatocellular carcinoma; En-
zyme linked immunosorbent assay; Immunohisto-
chemistry
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(P<0.05). DcR3%& & EHCCHEU LR Py & ik 5
A K B EAR £ (= 0.395, P<0.01), /2DcR3
s i PP B R Z T 4L A IHC(P<0.05). AFP
5 DcR3BE A M STHCCHI 5 B R 4E T vy 32
TR 49 82% A= 76%42 23 ] 93%.

it fFDeR3FHAEHCCH E A LA
A PR ERAER, BiE BN 5 AR
B 5% %% do i P 49DCeR3AK T, R BT B A
AFP, TTHeATHCCH it & 4 W A= Pl B 76 A
— & & L.

X8213: DcR3; BT AHARE, BREC SRl F SE 8, e
HL M

IBGIATT, BRE, RESE, R, SRR, H4BemEEEIEDR3
KESIBRRNY,. EWFRELENENAE 2009; 17(20): 2042-2047
http://www.wjgnet.com/1009-3079/17/2042.asp

03I

Bl 52 443(decoy receptor 3, DcR3)&E MBI HE
K132 RIB 2 it (tumor necrosis factor receptor,
TNFR)H A, n] DL e P e i 5 4T
ARG Ay, BELITIC A5 3 77 A 1R A0 i 2,
522 T e, R i A ¥ i b i rp 3Rk
AN A R G R A P R
(hepatocellular carcinoma, HCC)ZH 2 & 40 il &
fFEDCR3 mRNARIE (1L &Ik, I H A 52
L2 O O = = B B o/ 0 U/ € s = = DT R B 1
b= sk oall ESINE SR 1AW, I NS Y i B E 2l
TEDCR3TFE. O T HE— BRI DCRIXMHCCI
I R 12 AN B, FRATT SR T 18 IEG S 2 TR R 00 5 v
(enzyme linked immunosorbent assay, ELISA)f;
WHCC. il AHZE 58 8% DL OE S N I
DeR37KN-, A2 R G I ML AFP/K Y, i
2] 234k 2% (immunohistochemistry, THC) 51544
MHCCHE L P DeR3 & I #&I&, #RUTMEDCR3
AKERTHCCHR A 12 WA ) W 1 i 1) s

1 MRRSE

1.1 A4 M55 bR AL 2006-09/2007-097E) 7
PR R 25— B R B B AT T F R IHC C IR %
6711, Hor 555841, ol H#429-74( 114477+
10.2)% . BHERGHLE T UNIT H ERLGER
7. HCC2 W% M 20004E W H O 73 AR HES> g
k16, thar 374, K4 1441. HCCIfRIR 73
T4 B 20034 [ i des 6 R (UTC C) Ak [ g
A2 (AJCOBA il FITNM A V404 T
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261, THHATLE], T 1961, VL1, A4k 8
84, b 56, L2, Fu28% -60(*1-15143.6 =
11.1)% . JHFE 5 B35 17491, Forh 5o, L8, 4
25-79CTF34155.3£15.4)% . LU BE R G4 E
TIESE. 0] TR 0375 15 i 5 Rl Ak 11 28451
(N E R E NN P i T s i
W RIS, 2330/ A7 T-80°C 75 . 4LEUbR AR
B VG B AR A7 55— B & = B BER FidHCC
HHETFARYIRH ARSI EL. Human DeR3 ELISA
A& E ¥ FBender MedSystems GmbH 2y
H). PTDCR3IRZ e E PRI 1 3 [ Santa Cruz/y
w), TAFMREE AT ¢ 150, THC 2Bk & i Ak
RS A EARA R A F.
1.2 ik
1.2.1 ELISA: % M7 S v W B 2T RC L, #4
ot B 1R R A I NS ALAR, 2B 25 -45
EY)(Biotin-conjugate) ¥ 5, Yotk Iyt
B 1 P 2R - O I A AL Y (streptavidin-HRP)
A, FRUERR, Py H ISR (TMB)#E Y,
IR L0 RN, BEAR A SO GE, AR dE
M 2 S 5 L3 B AR . AR R 1E o6 AL o
THDCR3ZK, # M 73  H0EAG 2P, = 122.22
ng/L, UL e BHPESE A122.22 ng/L, WKIE 5
T, WA K DR FH .
1.2.2 THC# &: $iDcR3% My CAanPH 4L 2]
JAEBAPEXS B, PBSAUE —Hi/EBIPEX . 4 um
JEIE LAy, T, BH WP U I A
g, mEBESUR, n—hE, bsidid Ak
YIRS —HiRE S, phut)E i 2R BRI (DAB)
B, ARG, MK, B EsT TR, L
20 P T S I RA S BRSO B Al . 244
I LR I U SR FH U V250 e, UV 4 2 o v
PEAMEL BN M BH %6 <5% K 043, 6%-25% N 15},
26%-50% K257, 51%-75% N34y, >75% K44); i
TR Fc S 4N M 5t £ A T ARk il 4y, Al o g
o0y, WAFHE N 15y, $5 60N 248, B
h35; KPR, 04 M (o), 1-453 K (+), 5-857
K+, =957 K (+++).
1.2.3 & k& AFPALE ROGIR A& [
TNz R A, & EMEEARCHITECT
i2000SR4> [ B 4427 Kt Ju e o i RGN, 5K
0020 BBt e RO U AT, R N
FHICFIRE SR, BOEREFe, AU A 3k T e &
K. Fel R E A S8, e v SUEh
10.90 mg/L.
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ELISA#= % J& 41
BAF T EFR

B B & o i A
2842 F DeR3W &
ik, FFubATAE A PR
2T e H i AP
Ragrusr, Flat o
M e 7 DeR3 KT
5 5% & s R %
ARG KR,
F ¥ 3t 2 75 DeR3
x+ B 5 44 55 &
¥ B Fe F) BT TG
#9% SL.

[M;5DcR3PEME  MEDCRIIKIE

IEPRRER M;EDCR3ZKIE () 2

»4 n % Cfiriing/l 38 A= e
HCC4A 67 51 76 151.13° FHE (=)
e el 8 5 62 135.87° =50 30 25 5 83  1.555 0.212
SE:=Svedl 17 3 18 100.02¢ <50 37 26 11 70
[ESYWIRE 28 1 4 98.24 M2
=5 58 47 11 81 3.902 0.048
°P<0.01 vs [EENIIBA; “P<0.01 vs HCCA. 54 9 4 5 4
DIEE
= 16 13 3 81 0405 0817
TPORLR FH BRI SS, THECTORER A5G, AHOC o 37 28 9 76
MRS HT, LAP<0.05H h E 57 B M= 58 14 10 4 71
SCRESRE . BURKEE . BHVETNE . B T IERHA
Youdent54L. FHAFG A AW E I TEANFREE. iU oze g e D22
v 30 25 5 83
2 R PERFERE
2.1 %486 K DeRIAF ez HCCAL6THI il # b ;ﬂ% L e
SIHIMFDCRIFHTE, FHPEARHT76%. FHEWAS  aArpmgL)
1 35 TR SIS DeR3FHE, BHEZ 4 62%. i1 =400 28 23 5 82 0960 0327
TR L1701 B 3 MG DR3FHTE, BHYEAR K =AY womom Iz
18%. 1FH % 20 28451 18 1 1481 i DeR 3 B 1, gtz
=] 1M1 9 2 8 0010 0922
BH: 2 h4%. ZKruskal-WallisF R 5 4347, - = m -
HCCA MIEDCR3IAFI s T IEH X AL, H amss
FTER A (P<0.01), FTFHEALZH B s T 1 0 e 2l THED 37 32 5 86  4.886 0.027
(P<0.01), HCCALS P AL, APz inge RN
AL MRERALS ERARAI R Ry o 1 T
2 R(P>0.05, K1), e
2.2 HCCA A DeR3K-F 5 s R A dkoh X & =] 40 34 6 8 4306 0.038
HCCHEA AL . ot s i . &R 7 27 17 10 63
BEH MR 50 B FHCCAR Y ST
PR WRCEERERBEEE. BEEEE 2 o o
BHP<0.05), (BHPURREE WA AFP  pomEzem)
K TR R 4N R iR AR T R =5 43 35 8 81  1.838 0.175
<5 24 16 8 67

(P>0.05, %K2).

2.3 HCCHEA LR PDcR3IK A AL L o i R-F
A8 %P M Kl LIAELIS AR 6 7HIHCC
B 64 B AL 4D RIE A KR IE
(1), H154) B DeR3FAPE0-122.22 ng/L)
B, ABITHC AR PE; 164 MLiEDCcR3
/K (122.23-149.99 ng/L)HE& T, 106I1HC
FH 5 20491 M35 D e R3 1 45 7K~ (150.00-299.99
ng/L)EEH, 14FITHCRHME; 1341 M5 DcR3 5
KF(=300.00 ng/L)&E&H, 1IFITHCIHE. &
Kendall's tau_bFRAHIC /T, 2 DeR3 (1 £
155 MHDeR3ZKE 2 IEAH K (r = 0.395, P<0.01).
THC 5 ELIS ARG I FH % 253 501 4 61%(39/64) Fil

77%(49/64), ZWXT e K56 20 M7, DeR3 L
T ELTS ARSI BH 14 22 0 2 v T AL A H CAS
(P<0.05, #3).

2.4 AFP5DCcR3FEAH | xFHC CHy 4 B 3+ 4
AFPLEDcR3 FLIGAT I HCCIA 2 W R B0 7331
HI82%H176%, WAl MK R B FE 2 = £1193%,
HLBAPETAE . Youdendi ¥, FIFF &394 W
BT, AR S B T AT T B (R 4).
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1 DcRIFBHFEHCCLARPAITRIX( x 400). HCCHA IS EHEE DR 35 2 b2 TARIHC — A4, DeR3E P
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PPURZ AN P 80 B 01, R S e Al i I A
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AR RIS RGP, WIRARE™. W
RGP VE LA RGN ENE IR A7 /EDCR3
117634, Shen er 2l W50 R IMHCCH R
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mRNAFRIEE ([ 2RIE. AU AL A I 5T 45
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JFge RS o R JIE R A5 S g T TR v e S
Wu et al"™ % Z B B8 MEDCR3AKTEAT T
WE5E, AAE3SHIHCCHE R, o264 1iEDCR3FH
P, BIMERT74.3%, MEKFIEETIEFH A A
WU T 67BIHCCHE 3, Hohs1EIBHPE, BT
HH76%, HCCILIFDeR3/KF- 55 1F H ARG
P B LBy W T, W er al RS 45
SRR, GIESE T HCC - I35 1 DeR3FI7K A 5
T IEHE N, 1A 5 A B THCCH 1 b 4.

AT D BHCC R 4y AHC CHEAT i
P FIHC CANE AL 5 4, HCCHEAT T AL 41
I35 D e R3PH M W] {2 5 T-HC CA I A Ak 41
(84% vs 61%). 4b, HFHE4k B 1 DeR3BH
N 62%(5/8), LI 7K1 BH & i 1 1E 5 R AL
PL b2 3 RDeR3MIFRIA S5 AR AL AT 2 D¢
A, AEWu et alIRFSEH, ST AL e i
DcR3EIKE h45 ng/L, BiFH BET e, X
1 FHCC & A FFAEAL 1L 74%, Wu et al”!
I 3 o 2> DeR3 BT BE KU T A AL 41
2. AU B AR 7 R AR 0 Bk A
AP AEDCR3 mRNARIE A IFKIE, (HiERIA
BH I e ik s 5 B A THCC. Ak, JHHiffk
HHDCR3KIAIE F 1K & LML, DR35S IFAl{L I
HCCI R AR A& A AT IS5 ) U AT T idk—
WA,

7EDcR3K L SHCCIm PR HE S HOC R It
4¢H, Shen et al”* " FiChen et al” VR ITHCCA LR
DcR3 mRNAFIER (AL SRR/ IR
. B . BRI OC MTHCC R I
T DCR3ZK L5 I AR B 2 52 0] () 9 R 1 A L
SCHERARIE . AHIFST R B, HCCH 3 A s i 2 1fi
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£ DeR3F & £
HCCW & A X &

AR EE A A
AR ETEER, @
i B F E AR
VA BT J& 8 & f
F P4 DcR3.

AFPAK-F, 7T #Ex
HCC# i & . ¥
W Fe ) W7 TG A

AR RYE RRE PREFUIHE PREFUAME YoudeniE¥ BTSSR
AFP 82(55/67) 89(47/53) 90(55/61) 80(47/59) 71 85.0
DcR3 76(51/67) 85(45/53) 86(51/59) 74(45/61) 61 80.0
AFP+DcR3  93(62/67) 81(43/53) 86(62/72) 90(43/48) 74 87.5

AT RERCH PP HCC I 1) T B IV 245 b

H T HRITHCC ML D eR3KKT5
F AP DRI IR M KR, FATVHIHC T
AT T 67HIHC C i Hh 64451 F R U B 41218
DRI IR IE DL, LA R &3 i A4l
ZIDCRIE FIRIA M 2 5. [ A0 R WX 5 1
FRIE . AHEFE &I, DeR3H FI/EHCCHEZH 4L
HrRIL, HBEEDCR3IMIE KT, 4140+
(1) 2 T A N 1 i, B It 37 AT 10 SR, L4l
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Abstract

AIM: To simultaneously detect the expression of
Survivin, cyclooxygenasa-2 (COX-2), vascular
endothelial growth factor (VEGF) and CD34 in
colorectal cancer and explore its correlation with
tumor angiogenesis.

METHODS: All specimens (including 26 colorec-
tal cancer specimens, 10 colorectal polyp speci-
mens and 7 chronic colitis specimens) were col-
lected from September 2007 to May 2008 at the
Second Affiliated Hospital of Harbin Medical
University. All specimens were pathologically

reevaluated to confirm the initial diagnosis. The
expression of Survivin, COX-2, VEGF and CD34
in these specimens was detected by immunobhis-
tochemistry.

RESULTS: The positive rates of Survivin,
COX-2 and VEGF proteins in colorectal cancer
tissue were 76.9%, 80.8% and 69.28% respective-
ly, significantly higher than those in colorectal
polyp and chronic colitis tissues (P < 0.01 or 0.05).
The microvascular density (MVD) revealed by
CD-34 immunostaining in colorectal cancer tis-
sue was significantly higher than that in colorec-
tal polyp and chronic colitis tissues (23.69 + 9.96
vs 13.10 £ 7.05 and 10.43 * 4.24, both P < 0.01).
Furthermore, the expression of Survivin, COX-2
and VEGF proteins in colorectal cancer tissue
is positively correlated with tumor microvessel
count (all P < 0.05). In colorectal cancer tissue,
the expression of Survivin was closely correlated
with that of COX-2 and VEGF (y* = 11.18, 4.72, P
<0.05).

CONCLUSION: Survivin is probably able to
promote tumor angiogenesis through regulating
the expression of COX-2 and VEGEF in colorectal
cancer.

Key Words: Survivin; Cyclooxygenasa-2; Vascular
endothelial growth factor; CD34; Colorectal cancer
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Abstract

Portal hypertensive enteropathy, whose
fundamental pathologic change is a vasculopathy
characterized histopathologically by mucosal
and submucosal vessel dilatation, oedema and
congestion, mainly results from a combination
of increased intrahepatic vascular resistance and
increased blood flow through the portal venous
system. Though portal hypertensive enteropathy
usually has non-specific clinical manifestations,
it is a major cause of lower gastrointestinal
bleeding. Up to now, there has been no
standard for the diagnosis and grading of portal
hypertensive enteropathy. Unfortunately, the
experience of treatment for portal hypertensive
enteropathy only comes from some small-sample
trials. For these reasons, an in-depth study of
portal hypertensive enteropathy is still necessary.
In this article, we will review the advances in
research on portal hypertensive enteropathy.

Key Words: Portal hypertension; Portal hyperten-
sive enteropathy; Cirrhosis
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Abstract

Perianal fistulas secondary to Crohn’s disease
may destroy the sphincter musculature after
years of development. Meticulous anorectal
examination is often needed to identify the loca-
tion of abscesses and fistulas. Combined medical
and surgical therapy is the optimal treatment for
perianal fistulas secondary to Crohn’s disease.
Drug therapy is also necessary for patients with
active gastrointestinal inflammation. Patients
with complex fistulae must be treated on an in-
dividual basis. However, choosing the appropri-
ate surgical and medical interventions is often
quite difficult. In this article, we will review the
diagnosis and treatment of perianal fistulas in
Crohn’s disease.

Key Words: Perianal fistula; Crohn’s disease; Diag-
nosis; Treatment
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F119344FBissel 1" Py SEHE /N W Ji B % %% 1)
I A7 UL PR 2E I A2 DA, o 2 i (Crohn's
disease, CD) L& 3 A% Bk K 1 52 2] s R B= I
P E AL, JLEEE CD A& WL W AZ, SCHRHR
T ) R A ] ik 43%. CD HCE AT )2 Wi
PR AL 45 HLRE R SR R RN B, A 5 BN 45
NI REARIL, J& BAFAETE SN P IE 2085,
TN B R SRR AR I BRAR AL, A
TBIT T RN IRTEANRNA YT R RS 25
HITE.

| IENRZERERTRS

N =& ik AL 2T U B IL I CD 2 Kk 1)
JEUIA. SCRRRIE C D B HTE R0 5 17%-43%".
Hellers et al™{% 18 1955-19744F Hii S 1 F] /K BE
T CD 3 T &0 2 423%. Schwartz et a/t
I iE 1970-1993 4 5% [ B J& 71k & B C D i IT
PER IR F N38%. MIECDHiZ)H, 761, 10, 20
SENATERRITES N N12% 21% 26%".
JVr 38 9 E R A TR AL W 2 TR 1 R 2R, A7
T 45 1 7% B 9 A% 11 R0 8 L R 26 ) S T,
B B NTER W2 R92%, RA5%MICDiE
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2.3 CDA B E SR IEFITE RS 1R ) R L
A B TR CDILEE. AUt CDIE 3454k
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PR T, ABNLE CDIE 8454 (perianal Crohn's
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PSR, IR 12 W A 7 5 CD LR VR YT 1)
A H I K B H R IR R R A
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resonance imaging, MRI)FIRRIAIR A TR A
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RAE T, Infliximab). CDAEA LRSI A E I
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(1 — 2 2. CDREA B BAL R - AIE I,
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B FAEME A VAT CDATIE I — 28 FH 245, 80%11)
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Abstract

Esomeprazole is the first proton pump inhibitor
(PPI) to be developed as a single optical isomer.
Ever since its first clinical application seven years
ago, esomeprazole has attracted more and more
attention due to relatively unique metabolism
(compared to other PPIs), efficient and durable
acid control, better safety and lower incidence of
adverse reactions. In this article, we will review
the clinical applications of esomeprazole in the
treatment of gastroesophageal reflux disease
(GERD), Helicobacter pylori infection, peptic
ulcers, NSAID-related gastrointestinal disorders
and upper gastrointestinal bleeding.

Key Words: Esomeprazole; Proton pump inhibitor;
Digestive system diseases
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Abstract

AIM: To investigate the effects of hepatocyte
growth factor (HGF) on the expression and
phosphorylation of focal adhesion kinase
(FAK) and Src kinase, and explore the role of
phosphatidylinositol 3-kinase (PI3K) in this

process.

METHODS: After hepatocellular carcinoma cells
(SMMC-7721) were pretreated with LY294002
and stimulated with HGF, the phosphorylation
status of FAK at Y397 and Src at Y416 were ana-
lyzed by Western blot, and the distribution of
FAK was observed by immunofluorescence.

RESULTS: HGF (50 pg/L) was able to promote
the phosphorylation of FAK at Y397, but had no
effect on the expression of FAK. Pretreatment of
cells with L'Y294002 (an inhibitor of PI3K) sig-
nificantly decreased the phosphorylation of FAK
at Y397. After HGF treatment, FAK was mainly
clustered in the periphery of hepatocellular
carcinoma cells. In contrast, FAK was diffused
throughout the cells after pretreatment with
PI3K inhibitor. HGF treatment could significant-
ly raise the phosphorylation levels of Src kinase
and Src-Y416 while pretreatment with LY294002
could significantly decrease the phosphorylation
levels of Src kinase and Src-Y416.

CONCLUSION: HGEF is able to promote the
activation of FAK and Src in a PI3K-dependent
manner.

Key Words: Hepatocellular carcinoma; Hepatocyte
growth factor; Focal adhesion kinase; PI3K
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hepatocyte growth factor on the expression and
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S, FAK Y397 BB A /K1 18 2 PR (K D).
TX 6 i B 7 JFT 0 i 4 i PIBK 2 FA KA AL
IR, FHIPISK AENS 0 FIFAK 1% k.

2.2 PIBKYFAK 28 i 1 570 69 % HGFAREEJS,
FAK 27 T a0 il &, SR, N HPIBK
TP, FAKALEZ0 M P R oA (1]2). X 2L 31
PI3KXFFAKTE 40 f s 40 i v i) s A 2 AT P
YER.

R E R, H
SR AR BT R
—HAR. %M,
) # HGF 1% 1 A
o L A% A 4
AR R
JF 4 6L & A7 52 Fe
A5 R A R
ey 15 AR

mi £ E

B A AT 5N A,
HGF *f T I 20 fie.
R A
PR GR i
il B E I,
PI3K##MAPKAZ
5 18 3 2N B 6
12 e b A5 it 42
T EEEET L
£ B, FAK#=Src
B 4% 8 Y 7 A9
125 Fodk A,



2072 ISSN 1009-3079 CN 14-1260/R HRENHBIIYE 2009785188 51748 5208
[ B 10
A ST R

SMMC-7721 % BF
R %, MHGF
F2 P13 K #p 4] 7
LY294002 4 32,
WAL sF FFAK
FaSrcty % vh, HF
HiXtTHGF X #
R e AR . &
R & MHGF:@ it
PI3KAZ 5 i ¥ &
L M FAKA=
Srctg £, 12t
SMMC-7721454%
B AR,

B 2 PIBKXFAKLBIEADTOEEZIN. A: AU FISMMC—7721; B: HGFANEGHISMMC—7721; C: Z8LY 2940027540 f5
TIAHGFHISMMC-7721. v] WWHGFRENS SFECFAREAIIN R #0706, E2AT TAlRihg:, 2RO, PRKIFIGHE G

FAKYRB A1 TR, TRIREERaTHZR.

A SMMC-7721 HGF LY294002
L

-
Src Y416 _ L —
B

Y e T
-
C

A G S S

3 PIBKRISroEEEILESZIN. A—B: 98B R I SrcfliSre
Y416[FRTEN, Al WWHGFRES LISt FISte Y416[1
(b (BEPI3KTINE S, HGERTEL St fISre Y416/
TSI AZZHNE]. C: BoR3HMIBM Actin Z kA0, For
EESE AR

2.3 PI3K x}Srcig B & 1 ¢4 % vh HGFALBE ), Src
WG FISTe Y416 R 10 /K7 B B3, 1 £
LY2940024b 3 J5, Srciilifi 5 Sre Y4161 Rt
KB A, X e g B HGF ] LU i Sre
W TR (E13).

3 1He
FAKGR IS A5 515 Sl A% vh 1) GBS 2 IR T
P, 0T iR A B AR 28 R i A BT T A
A AL R ST R HFAK S Bl 8 i R 1L
Y397HIY576/5774% i BiE FAK Y, FAKBGT
IR ILINY397 5 Srcllig 4l &, T FAK/SRC
AW 5 ] EPaxillinflcas®f R AL, J5 i@
I3k 8 A CrkfIGrb2 G R asi& 42 1 R Ui
MAPK"Y, M SAZ 4147 k. HGFiE it 5 c-Met
GEA A RENS IR PISK Y, gk gl — R 5040
LA A5 5 AR 5. AR SEIG BE T 1T SCH G PR 1 4
iR 22 R RS, E— DSt HGFXFAK, Srciik
Mt 11 5% W0 S PISKCAE Herb (K VR .

P f 3% ENIZE 5 AT L, HGF(50 pg/L)AbFE 5

FISMMC-7721 4 FAK [ R IE AR, iR
FAK Y397\ Z& 38, B HGFREW (L #EFAK
AL, (HHAKE INFAK IR IE. N PI3K )
LY2940024b P15, FAK Y397\ R /KT B3
FEAIK. ik, BEWIHGF S IFAK Y3975 R 1L
B, A& i PISK S /E HI 1Y, P3O XS T
HGFHIBFAK B BAT W ER. g se
Jegh RnT WL, HGFAREE S ))SMMC-7721, FAKIH)
AR T T AN 2, B, A0 5
AR, & PIBKAHIYILY 29400240 7 /5, FAK
T B AR AN N IR AT, JAGAR D, 50 A
(1) 20 B F AR 3 A AH AL 350 1 46 FHF &40 s 4 ff
PI3KZ 5FAKIG AL FE (3R Y, 5% ma HAE 40 iy
P934, PIBKXTHGF S I FAK G L LA
HIE .

HGFAH S, SrclliFfISre Y4161 L
AT B BN, 1LY 29400240 J5, Srcid
fiff 55 Sre YA16[1 R AL /K -t 34 WA S B A, 3X 43
HHHGF n] DU HE S el 11135 4k, PIBKIEEE XS T
HGF5 St JAT W /EM. hiknr i,
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Abstract

AIM: To investigate the intervention effect
of Zuojin Pill and Fanzuojin Pill on the
development and progression of colorectal
carcinoma, and examine their effects on the
expression of methyltransferase expression in
colorectal carcinoma at different stages.

METHODS: Rats were given a subcutaneous
injection of DMH (25 mg/kg; once a week for 12
weeks) to establish a rat model of colorectal car-
cinoma. The rats were then randomly divided

into Zuojin Pill group (i.g., 1.4 g/kg, once a day),
Fanzuojin Pill group (i.g., 1.4 g/kg, once a day)
and control group (i.g., 0.9% NaCl, once a day).
The rats in each group were killed at weeks 11,
21 and 34 after treatment, respectively. The in-
tervention effect of Zuojin Pill and Fanzuojin Pill
on the development and progression of colorec-
tal carcinoma was evaluated by pathological ex-
amination. The expression of methyltransferase
in colorectal carcinoma at different stages was
detected by real-time fluorescent quantitative
PCR.

RESULTS: Zuojin Pill and Fanzuojin Pill could
effectively suppress the early development of rat
colorectal carcinoma induced by DMH though
they had no obvious suppressing effects against
the late progression of colorectal carcinoma. In
the control group and two treatment groups, the
expression levels of Dnmtl and Dnmt3a did not
change significantly. However, the expression
level of Dnmt3b in the positive control group
was significantly higher than those in the two
treatment groups (4.784 vs 2.613, P < 0.01). In
addition, the expression level of Dnmt3b was
gradually elevated as the carcinoma progressed.

CONCLUSION: Zuojin Pill and Fanzuojin Pill
can effectively hinder the early development
of rat colorectal carcinoma induced by DMH.
Dnmt3b is involved in the process of malignant
transformation of and rat colorectal carcinoma,
which may explain the intervention effects of
Zuojin Pill and Fanzuojin Pill.

Key Words: Zuojin Pill; Fanzuojin Pill; 1, 2-dimethyl
hydrazide; Colorectal carcinoma; Methyltransferase
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Dnmt1 5'-Tgtctgtcctgcggtaagaa—3' 59 85 130
5'—ctgatagccgtcctcatcgt—3'

Dnmt3a 5'-Gtgatgatcgacgccaaag—3' 60 35 110
5'—tccagcttatcattcacagtgg—3'

Dnmt3b 5'—Gatgatcgacgccatcaag—3' 60 35 123

5'—cgagcttatcattctttgaagcta—3'

B L AGDR PN 6 S TGN [ VAN N )
JEAS), VIR BT W2 B e A= A Ak s A2 A7
(B B T BN EARTGH A ZR), H40 g/L
fyrh e T VR I 8 S, WK . R B
WL s, P, MOw B EE, AR AR AL
NBURH VR TWET, e 270 CUKFATRAF,
P AR, &5 I 200 BB A0 U1 HESR,
)5 LLOlympus 5 U5 WL 52 147 HE.

1.2.3 SR 52 KSR MDukes! K i 43
HH KR 73 AR TEE: A iRg BT 582 (R I
BENRIAR); Bl MR SR, (AR %E, Tok
CA5 s, B2: MR B LS, (R 4557,
C1: Mg AR Z WL, ARAT DRI TG A A 1 bk
a5, C2: MR o iE I BE, JHAEAT I 2 Bk
CL45 4%, D: AT T4 5 7.

1.2.4 31489303t B A MAiDnmtl. Dnmt3a
FMDnmt3bFEF ¥ 51 (GenBank NM 053354,
NM 001003957, NM_001003959), HPrimer
Express Software V2.01501514). 514741 &4
P48 BL% ENCBI BLASTHE FEAS My 1
BEDRF 41 B S N A IR L (510 i ) N 52 e ik
PR 28 W 5 ).

1.2.5 o5 EFPCRAM: (1)EBRNAMRE
I UK B P A 2R I TR IZo VAR USRS RNA.
(2)cDNAZ—#EA e BEFEMIUERNA 1 pg,
i ARandom Primer 10 pmol/L, JIIDEPC/K %
SAR3 pL, 65°CATE10 minfg, MRk
SN (F5 5 X RT Reaction Buffer 5 uL, dNTP 1
mmol/L, RNase Inhibitor 1 U/uL, M-MLV RTase 8§
U/uL, DEPC/K4 uL, SRS ul), FE & 05
37CHAEL h, VARG, 85°CKIGALEES min,
1 -20 CARAF S e 8™ ). (3)7E SPCREEH: R
FAGRE(SYBR Green [ )#EAT %) 52 &9 8T,
I BT R HL A ACHIR BT R BT vt 42X
AllinOne™ Q-PCR Mix7E &l bR, #3245 1
AR A I AT R RO (R I A T R
IGLARFFIEEE). PCR Reaction MixHIHil#%: 2 X

AllinOne™ Q-PCR Mix 10 uL, ddH,0 2 pL, PCR
Forward Primer(4 umol/L)2 uL, PCR Reverse
Primer(4 pmol/L)2 uL, cDNA(1 : 5 diluted), &4
120 pL. S5 PANTC(No Template Control) 4[]
PR, BIAE s ACRIRE R c DN A, 1
AR AR, AT AR T A2 AR R A TG G, T
FPCR Reaction MixfiR~A], JFIIA96FLE .
P96 FLM AT BT 0, TR T AT R LR AT S
NALIRHB. SR T FsfE ) = D75 P TPCR %
N, NG AT I R 2 AT, (4) OV 2 R
P 2l LB AE M 20 bR A B [ Dnmts 5 8 5k
KIGAPDHIEAT & /. A 5L, CHE S5 D3
(R0 E AT 55 D) AR OGP (>0.99), I HA&EAS
BRI AR B T B m AR, AR LA AR
DT P s A T 25 1) &5 SR 38 B R — B R BR2 0k
1.000, o] F il ik &, RT-PCRY 45 )5,
V4 T AS A AR 10 PR DR i 4 1y 8 {1
BOE R AT (R AR A it Ze B R0 1110 453 20 AH X B [ Ct
fH, RIS 2R 748 H 55 R 48— 0 B AR [R5 2L
LA, Wb TR A 22 R A PR RN AT
RIS IR RZE, RIFEAT NS KA
ek, 1924 4 N2 BN L RIGAPDHAE
A — B I C U, i A h £ ) A k55
E ) — 24T 1 00358 DRURI A SR R P 3 08 o,
FHE R PR 3K /A 8 e DR 1R T8 A5 S AH G
A TUSIE R i S DR I 3Rk 1, AR 5 Tl S vt i
FAFRNGE v HIARR T AL

it b3 K AR HISPSS11.540 4k
1, BRI ZE T FHAS . LAP<0.05 M Siit 2 22 5.

2 #BR

2.1 A& AR A& HDMHBE F X R KM 5
KA KR AZ 0% 0m (EDMHE 3 MR (1) 54
(11 wk), FRATIEL R, A4 F4inT LA Rt BH T
Jigg 1R A A, 20 0K BRUJG LI K AEg AR, Ie Ar 4
FLALAT2 KRR AT AT I, RN
10%, [ /e 4 MU AR T 2o 4 ML, 241 AR %
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X, . s AR Ze s XSS K i O By BiER E SRl 7 ARV S20 2077
miZA2E
IR TS
T LR &
3 FE 80K W 9
T " ZE RO % ko
A B B2 Cl c2 D
1 P=tE 20 4 0 0 0 0 0 20.0
EAAH 20 0 0 0 0 0 0 0.0°
REEA 20 2 0 0 0 0 0 10.0°
21 PNEELE] 16 4 0 4 0 0 0 50.0
A 14 2 0 0 0 0 0 14.3°
RZEEA 16 2 2 0 0 0 0 25.0°
34 NHRZE 20 2 2 4 4 2 0 70.0
EANAH 16 2 2 4 2 0 0 62.5
REEA 18 4 2 4 0 2 0 66.7
°P<0.01 vs WWHBLH.
0O IE#4A 4.784 O IE#A B AEIA
507 @ xmBA 5.0 Ox4eha B RASHBI
B 4EB1 O 4441 W RASIB2
W XHEB2 O 245182
2.613
2.5+ 2.5
1.1767
0.9112 l 0.87 { ii.OZSS
00 W L F L 00 . )
Dnmt1l Dnmt3a Dnmt3b Dnmt1 Dnmt3a Dnmt3b

1 Dnmtl, Dnmi3a, Dnmi3bEDMHIES KR KIARESE
LR RIA DT

B B ZEAR T RHR41(20%, P<0.01). 21 wkitf, A4
FLAL(14.3%)FI 2 2e 42 M (25%) A 34 B A A4 BELG
JiJgq R HEFR (P<0.01), fib98a (1) A e 38 Bl AR T
X HEAH(50%, P<0.01), H3 T 34 wk, /&4 AL
ST 4 R 50T T2 D e gRg e A 2R T W S 2
(IR AT0% 62.5% 66.7%, £2).

2.2 Dnmtl. Dnmt3a. Dnmt3bADMH# 5 X &
K e 5 B A2 P K A A 2993 ERLAG DU 45
BATLLE Y, LR34 wk, K280k A RAR 441
#ALTAL Bl B2, B, FeAlT HBUX3A4N 1)
IR KR4 TDnmt1. Dnmt3a. Dnmt3b£ L5
Br. S5 REW, LAE LR ALUh, &AL
M2, Dnmtl fiDnmt3agRik Lo B2, JA
Dnmt3bFR ik 7 FiOR, HBEAG I8 if AL R
JE T 3 IA B W B T, B2 IA B T B
(K.

2.3 kAR £ & L EDMHE F KR KM &
342 P Dnmtl. Dnmt3a. Dnmt3bk ik
Mg R E2)EANTTLLER], DnmtlIAIDnmt3af]
RIENGHLS LT B Bl IE w41,
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2 EENANREESAETERBRNIBEBFSAELRE
PDnmil, Dnmt3a. Dnmit3bZRIADH.

28 T4, Dnmtl fIDnmt3af) 3R ik s LA
&, MDnmt3bRIALECK, 1Eh b4,
Bl. B2WIRIA T = TAN. L 2yb gl
FU A, FRATTRIN, 254 FE 4] Dnmt3b3E R
52,613 T 41.(4.784)(P<0.01), HH2y
Z1B15B2 I Dnmt3bRik EAH LIS N BF, 4t
e ERIE = R A E.@P>0.05).

3 171E

X2 2 o AL P IR B N BT, Ok DI AREE KT
AN 5 BRI B A DRy ) 2 O AT s R
&R, HAEAEAR (RSB « HKEE )
H AT A R T, BRI SR (1 L DAL,
WRIE SC et al' R IR B SRS LU AR B A
W7 i250 BT BB AT . BRHES et al™
T FE R E A S PAIESE T A S S R A
S AUAE S RSB T R R SRR,
AT B /) B T 1 5 2 B i 00 2 B o [ R 1)
FIHIHT2940 MU BG 58 . 75 S HT2940 ML 12 1 2%
R EEDMHE 5K ORI 05 R S5,
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KBFR B &,
SRkt AR,
FHE L LRE
M B, H—E
w AR ANARL.

FUBHAFIEH, HRNAN ], X 3 75 2k — 22 i i
FT, M5 8] HL R0 24 FF R I 5T 24 1 e AT BT
STt A B

TEEFL A i, Dnmts2 fELDNA
FEALI E SR, AR Dnmtst 2 ANE A Y E
FHHE 5, A8 AL 2 )i 1 0% Dnmts ) R 1k
AP FNEE I 7, 52D N AR 3840 AR W st
& 0V DhRe. 1T K70 K D nmts i R ik
S H 5 N R R kAR R R )G, DNA
FH LA FH 1170 5 A2 R0 B RS A 7K AP () v I 3 2
YL DNAFIEFA M A R . — B
R WG i s AR R AR, 40 4y Ak
FEE . 2 5 DNA AL DN A FF 675 il 5 0
4> 4Dnmtl. Dnmt2. Dnmt3, HHDnmt3 X5
AJDnmt3a. Dnmt3b. Dnmt3L. H W5 AT
Dnmtl. Dnmt3afDnmt3brE [FF 21 21 i
IR AL M ABATTAE 22 o S A i g 0 3 L 2% &5
J R IA, U EDnm3b, 5 [E] IR AT B
PER T, Sl 5 g (1 ¢ R 4 %5 1), HL3 R
BRI 2B S R R R L AT B R 4 T
Issa et al"WFFE 4 R Hon: 1B R PEZ R KR
P EIDnmt LG PO 2 .44, 560K
PP AR B T R 2 A2 28 K I B I = 1.6 4%, 4R 46
JgE i AR A W v 5.4 4% . L rh 1451 B[R] I R AR
Jodea e RAE 2 R A, X H R Z AR, R
ST TR) 2R0 E R ME A T Ml v PR, S5 RS
EH T AT B, ARG 1.7 2. 7R015.3 4%, 7R3k
BT, JATTRIL, Joi @nt I AE b 2y
H, M T IEH A2, Dnmtl ADnmt3aZiA F) 20
8] = AN S, Dnmt3bE K KZER, HDnmt3b
TEX R R Rk s T . A TERI, &
2 P SR A, Dnmt3bRIA BB
B2WIZE AN, 1 I B2 Dnmt3b & ik
WS T B, XA Ae A T 25 1T M/ FH ) 45
R, HOR T RE A A IR (1) R A e v S A
H, ABHAS R ME— Ry A2, 1 Hh 250 DMH S
IR R () BELAG A R e e i s 1 22 45
R A AR T ST, HIR, XA W] RE S FE A
AR, KB T BB
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Abstract

AIM: To investigate the inhibitory effects of
electro-acupuncturing (EA) at Zusanli (ST36)
against proinflammatory cytokine-induced
intestinal injury in rats with sepsis.

METHODS: Thirty-two male Sprague-Dawley
rats were subjected to cecal ligation and punc-
ture (CLP) to develop a rat model of sepsis.
The rats were then randomly divided into four
groups (n = 8 each): CLP plus EA group, CLP

www. wjgnet.com

plus sham EA (SEA) group, vagotomy (VA) plus
CLP group and VA plus CLP plus EA group. An
electroacupuncture at Zusanli point (ST36) was
performed at constant voltage (2-100 Hz, 2 mA
for 1.5 h) immediately after CLP surgery. Rats
in the VA plus CLP group and the VA plus LPS
plus EA group were abdominally vagotomized.
All animals were sacrificed at 6 h after CLP to
collect jejunal specimens. The contents of tumor
necrosis factor-a. (TNF-a)) and nitric oxide (NO),
the activity of myeloperoxidase (MPO) and di-
amine oxidase (DAO), as well as the rate of wa-
ter content (ratio of dry weight to wet weight)
were determined.

RESULTS: The levels of TNF-a and NO, the
activity of MPO and the rates of water content
in the jejunum in the CLP plus EA group were
significantly lower than those in the other three
groups, while the activity of DAO at 6 h after
CLP in the CLP plus EA group was significantly
higher than that in the other three groups (all P
< 0.05). The levels of TNF-a, and NO and the ac-
tivity of MPO in the VA plus CLP group and the
VA plus CLP plus EA groups were significantly
higher (748.80 + 112.45 pg/g protein and 737.58
+ 100.56 pg/g protein vs 560.23 * 82.25 pg/g
protein; 1.32 + 0.15 umol/ g protein and 1.12 + 0.24
umol/g protein vs 0.97 + 0.12 pmol/g protein;
0.57 + 0.06 U/g and 0.61 + 0.12 U/g vs 0.45 +
0.07 U/g, all P < 0.05) than those in the CLP plus
SEA group, while the activity of DAO in the VA
plus CLP group and the VA plus CLP plus EA
groups was significantly lower than that in the
CLP plus SEA group (0.07 = 0.02 U/L and 0.06
+0.04 U/L vs 0.12 £ 0.04 U/L, both P < 0.05).
There were no significant differences in all of
the above parameters between the VA plus CLP
plus EA group and the VA plus CLP group.

CONCLUSION: Electro-acupuncture at Zusanli
point significantly lowers the elevated levels of
proinflammatory factors in the small intestine
and alleviate tissue edema and mucosal dys-
function in rats undergoing CLP.

Key Words: Sepsis; Electro-acupuncture; Zusanli;
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Hu S, Zhang L], Bai HY, Bao CM. Effects of electro-
acupuncture at Zusanli point on the expression of
proinflammatory cytokines, the activity of diamine
oxidase and the rate of water content in the small
intestine in rats with sepsis. Shijie Huaren Xiaohua Zazhi
2009; 17(20): 2079-2082

%L
BHY: 355 w4 - = 2 (ST36) % IR K R AT
KE BT P SO iAo dp ) AE R

Fik: KRB MEILFLR(CLP)HI & X RMK
FEARA, S SDXR32R, MALs ACLP+
w4H(EA) R = 221 (CLP+EA4L). CLPHE %
4t(shame EA)(CLP+SEA)Zi . i & Ab 2 by
(VA)+CLP(VA+CLP)2 #o % 37 )5 CLPH ¥4t
(VA+CLP+EA%1L)20, #4808 % . EALAH 44+
F) AN 2= 230 min, 3% £ 42 mA, 2-100 Hz.
CLP/SEA%LK JA A8 B 30 & An 5% R 3 3E 2 3
ROEZZ MU % F0.5 cm)30 min. VAZLLF
Ry B i & AP 22 B CLP. &4 K A FTCLP
RIG6 hit S B E a4, %l TNF-aFNO4-
. M AP (MPO)Fe = i BALEE & R
TR R AR B

BR: RN EMEILFILRE6 h, 5HE R34
A, CLP/EAZEL N 2824 X B -F TNF-o
NO. MPOKFFoth R 4K F 3 B F AL,
DAO# M 2% Z(39P<0.05). VA+CLPLF=
VA+CLP+EAZLTNF-o.. NOf=MPOK-F B %
% T CLP+SEAZ%H(748.80+ 112.45 pg/g protein,
737.58 2100.56 pg/g protein vs 560.23£82.25
pg/g protein; 1.324+0.15 umol/g protein, 1.12
+0.24 umol/g protein vs 0.97+0.12 pmol/g
protein; 0.5740.06 U/g, 0.61:0.12 U/g vs 0.45
+0.07 U/g, 3P<0.05), DAOE I 2 F KT
CLP+SEA%1(0.07+0.02 U/L, 0.06+0.04 U/L
vs 0.12£0.04 U/L,3JP<0.05); VA+CLP+EA
48, VA+CLP#Ll. CLP+SEA%L LR 35Ar09 &
R Gt £ 5.

ik wATR = 2 R 49 H CLP R R A E X
JE R FART, ML o R E.

REEA: MREAE; BE RZE; Mg MBAREE
F; EmHEE

AR, YT, B=F, B2 BHE=2NRSEAR/) it
KRS ZRENEIETRARSKEHZI0. BFRELNH
EZ¥E 2009; 17(20): 2079-2082
http://www.wjgnet.com/1009-3079/17/2079.asp

T4 5 JORE SN KA R 2 4 B D e G 25 5
fif (multiple organ dysfunction syndrome, MODS)
R RS, BB B M, RN 3OS 00
P AR P R S A T L. DR liE
BRI B N S BT BRI i A ) 1 A8 4
BEIRZ FRAER 1~ B e &S W sh ]
PEA BT, 3 R A O FE AE A R K
J¥7 J 453 T g BRR S, 3 5 | A i T 4 T
FRAL IR R E HE A MOD S & AN
D] AT R A T i AR 2 A0 R R 7 Ak R
7 M AL 2R G 52 ek TR 98K 450 T 0) T U i A
MODS ) B 6 BAT B S5 3 Ry B
Ik RS T4F, B8 LI 55 P28 - A 20 - T R 4,
PRAP L3 D g, AR ILAE PRI AN 25 AHE
FUH Be ML LR & — BLRE A 0 I ik B 5 |
K A2 MR A PE R - -o(tumour necrosis
factor-o,, TNF-o0) FINOZEAE 58 AT RE L, 4
LUK, DRAF 7 b D fg.

1 #RRT5E

1.1 ##t & Wastar K, 60-70 H i, 7455220
+20 g, HHE N R BCE ZE i e oE B e Bl
Prsizme DA, SRS M IR wk, R
W12 h&Efr, #51K4 h. TNF-o ELISALIRH]
T HZEEDocloneA ) ; NO. #EE 4y
(myeloperoxidase, MPO). —fi&4a fbf(diamine
oxidase, DAO) LA M 41 2R 5] 3% (il &34 1
i S ) TR ST

1.2 7%

1.2.1 o2 fZEENLE T RIER s 7> I CLP+
i £l (electr-acupanctrue, EA) 2 = B4 (CLP+EA
ZH). CLPHE Hi 4t (shame EA, CLP+SEA)H . &*
JEMZ K (vagotomy, VA)+CLPZH(VA+CLP)A!
V) J5 CLPH FEL AT 41(VA+CLP+EA), £E418 H.
1.2.2 # 8% 4032 $ Chaudry er al"“' & () )5
PFATCLP, Sl E G s R Bk s e LA, K
bt 2 2 S A S R g s T T 0 S VR 4 A
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Abstract

AIM: To analyze endoscopic features and
pathological characteristics of heterotopic gastric
mucosa (HGM) in the esophagus and investigate
the correlation of Helicobacter pylori (H pylori)
infection with the development of heterotopic
gastric mucosa.

METHODS: Twenty-seven patients with his-
topathologically confirmed HMG, who were
treated at our hospital from January 2007 to
December 2008, were included in the study. An
electronic gastroscope was inserted to observe
esophageal mucosa and take mucosal biopsy for
rapid urease test to diagnose H pylori infection.

RESULTS: Gastroscopic examination revealed
34 ectopic foci, of which 77.8% were single le-
sions that were mostly distributed along the
long axis, 18.5% were double lesions mostly in
kissing position, and 3.7% were multiple lesions.
These lesions were elliptic or round in shape,
and orange red or deep red in color, forming a

www. wjgnet.com

vivid contrast comparing surrounding normal
pearl-grey esophageal mucosa. The diameter of
these lesions ranged from 0.5 to 2.5 cm. A round
superficial ulcer with a diameter of 0.75 cm was
noted in one patient. Pathological examination
showed that gastric columnar epithelium, con-
taining parietal cells and chief cells, was visible
in the lesions. Inflammatory cell infiltration was
found in 51.9% of HCM patients. Additionally,
37% of patients were positive for H pylori test,
while 35.3% of HCM patients with chronic in-
flammation and intestinal metaplasia were posi-
tive for H pylori test.

CONCLUSION: H pylori infection is correlated
with the development of heterotopic gastric
mucosa but reveals no obvious correlation with
the severity of pathological changes. Multipoint
biopsy and deep biopsy can improve diagnostic
accuracy.

Key Words: Heterotopic gastric mucosa; Endos-
copy; Diagnosis
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Abstract

AIM: To investigate the prevalence of
gastroesophageal reflux disease (GERD) in the
population of Anshun in Guizhou Province.

METHODS: From July 2006 to December 2006,
a face-to-face interview was carried out in a ran-
domly sampled population of Anshun in Gui-
zhou Province using a validated Chinese version
of Reflux Disease Questionnaire (RDQ) to assess
the prevalence of GERD. The SPSS14.0 software
package was used to perform the Chi-square test
and t test.

RESULTS: A total of 1692 residents (836 males
and 856 females) were investigated. The re-
sponse rate was 96.2%. The responders ranged
in age from 10 to 87 years, with a mean age of
42.2 +15.3 years. The prevalence of GERD in the
population of Anshun in Guizhou Province was
6.9% according to the definition (RDQ score =
12). The prevalence of GERD in male was higher
than that in female though no significant dif-
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ference was found (P > 0.05). The prevalence of
GERD rose with age (P < 0.05).

CONCLUSION: The prevalence of GERD in the
population of Anshun in Guizhou Province was
higher than those reported in the populations of
Guangdong Province, Beijing and Shanghai.

Key Words: Gastroesophageal reflux disease, Epi-
demiological investigation; Anshun district
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HHB.

GERD)2 8 H T =48 WA A A= BEYE R
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Ja SRR % . GERD XA 7 A JBE = Mk
FAEBEE P2 BEA2EGERD 247 B % G 3
JEAT A 205 B 22 5407 A 2, B Bt vk A
(reflux esophagitis, RE); JEBELAEGERD &5
Bi N AN AR I RGBT, FURH OGS A Uk 52
AR B -8 SO, PR Oh AR BEREE
L)% (non-erosive reflux disease, NERD)!". GERD
SR o WA R, AR E KA
AE PR AT i, AR TE AT A 7%-15% P41
BB RIUERY; ARt HRTEE B 19864 %3000
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1.1 ##F 2006-07/12% FHBEALEE K 53 )24 ke 7
3, XML X 108 LA b, B AR, 7/
DA SO KT, Ay ko ) 1 A ) 3 1 R
AT 2, W 2SS i 4 wk A IR AT 1k
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1.2.1 A%: XHILEGERDW I EH
2003-113 H 1) s it M 5075 9] 4 (reflux disease
questionnaire, RDQ) A F&Ali, PAIA 728, Hif&
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20-39 358 20 5.6 368 16 44
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Abstract

AIM: To investigate the efficacy of carbachol in
the treatment of gastrointestinal dysfunction
induced by severe trauma or infection.

METHODS: One hundred and forty intensive
care unit (ICU) patients selecting from three hos-
pitals in Tangshan City were randomly divided
into two groups: carbachol treatment group (n
= 78) and mosapride citrate treatment group
(n = 62). Intestinal pneumatosis and hydrops,
gastrointestinal dysfunction scores and overall
response rate were observed. The activity of
plasma diamine oxidase (DAO) and the content
of serum D-lactic acid were determined at 0, 24,
48 and 72 hours and on day 7 after treatment,
respectively.

RESULTS: Compared to the mosapride citrate

treatment group, patients in the carbachol
treatment group showed a significant improve-

www. wjgnet.com

ment in intestinal pneumatosis and hydrops (P
< 0.05), a significant decrease in gastrointestinal
dysfunction scores (P < 0.05), an obvious in-
crease in overall response rate (43.6% vs 62.8%,
P < 0.05), as well as a significant decline in
the activity of DAO and the contents of serum
D-lactic acid and endotoxin on day 7 after treat-
ment (P < 0.05).

CONCLUSION: Carbachol can decrease the
activity of plasma DAO and the levels of serum
D-lactic acid and endotoxin, and improve intes-
tinal function in patients with severe trauma- or
infection-induced gastrointestinal dysfunction.

Key Words: Carbachol; Critical care; Multiple organ
dysfunction syndrome; Randomized controlled trial
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T 1o D e B 2 7 T G40 R I L) O R
iE, e FEUICURHE KA 24 H D RERIG 455
{iE(multiple organ dysfunction syndrome, MODS)
ANZE T (T 25 D 22—, H Il RO ™ T 61 4 2
IG5 T W Th RE R RS M B Z A R I RNR Y
T R CURGRAE N — R B2y, B
PREBEE fdh 3« PRI« 840 R AR 7 s 55 T
RE. ATAEMFITR B, - EE B HE F0 R 50 A i ik
1) TNF-00™ 28, A8 8 i SAE S W AT
B ARETCRUE I BEA LI R GRS, R
TR EERR A 7 G4 B e FORE [ B o g
B FR) 7 A R 22 4 P

1 MRRITSE

1.1 A #£H2007-02/2008-02F 11111735 = 4 =
BEICU S 14001, - AR S0 Ll AR 1
A i a2k 1) 240 BR A 7] A2 77, A% R 0.1 g/L. B8
Y ECA A, AR AE ST S mg. MLIEDAO. D-FLER 4y
MRMEE K et al " FlBrandt er al" 37 11596
SGREVRI . R 2R kK B et al ™' nT (¥4
TR AT s A

12 7%

1.2.1 BFHANRHRATE (DINIRUE: F 5]
i S Wt i Ko /5 F i D R R A 1R 2 i TR AF
G A5 RE R N ZEAE (systemic inflammatory
response syndrome, STRS)f1i2 WitruE™; 73
RERROI VP =148 414 18-80% . (2)FHFRRbAHE:
U1 wiAl FH I B a3l 1) AU e 254, 15 1)
BRA G B 1 A B R B A R BT B
JUrsBE; k2 BB, e e G R
W D fe bt G e e ;N G g2 B BE v 2
Y REMLABRIE; GlasgowiFr <64); ™
O LA R ARG O AT OB gE . (R
F BB XAy WUE . T, AR,
SO EN AR R BOR B RAE A0 B
W LI 8 2 55

1.2.2 #9775 % WSO RIL G — UG B0
REEA @ = 78) MLV LR 4@ = 62). BLyb
FERIEEIRS mg, B3 FI3IR, 7 RET d. < BRI

FEABEA =DEERIA

M3/ 49/29 40/22
Fh (=) 512+11.9 496+12.7
APACHE Il 143 19.8+6.7 21.2+8.1
Marshalll5> 13.5+5.1 14.1+4.8
IBERZI ()

B 35 38

T EIEERoS 6 7

EERRIRS 4 4

WiniE=pa) 3 6

BE R VIMERFA 4 5

Ji=== =l i lyal 5 7

P S FH & RD 1 2

IMDEEFHIRE MR 3 4
FARAEN)

MODS 3 4

ARDS 6 4

DIC 2 2

ARF 3 2

IVBETDRERID 3 4

HHR(D 8 6

ARDS: 2MINIREIBLREE; DIC: IREULEIMERRRIN; ARF: 2
MEEIR.

0.2 mg/kg, B H2IK, JTHE7 d, & B &5 2, B H
23 RAN O, 2599 H & 5.
1.2.3 97 2ARARME: TVRITHI(O h), ¥0I7 524,
48, 72 W7 dBURF AL TIRTHE T A E . IR
FRARELAEIRIT AT S5 B IR B I A
RO, W I Th REVE S, IR B A 2 (A HHE H
N DA A T A S A A AT A I e 5 K 58 4
WAL AT G JoHEE A e %), AR bR AL HE A
[FLEE I ] IMEDAO D-FLERFI N 5 2 /K P A8
b AR R SAFE TGS . W 2R R
LT NI SN EA NI € 07 N o= 2 WY U S SN T
PRI L JRUESE. WS BRI AN R
I 37 B 1 FH 25 345200 5 A 5 31 B
Bt Ab TR N HISPSS13.0%8 T G124
AEFR. s H B Llmean+ SDE R, BUEAERS .
APACHEII 4>+ Marshall{F43Fl[a] — B[] £
MIEDAO. D-FLIR. W E 2 KA K H
LTk e P RHRAS . B GRS W
R IR B BV B A R B BER
5. B W D REVE 3 AR A R F R ) AT 4y SR AR
[IWilcoxonBEFIK 4. MIHEDAO. D-FLERAIN
B RAPFS5IRITENO h)FP P HLECR F Donnett
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% 2 AR RENENESHNEATS T 1) WA # 3 2
A SRR AT BE
[ AU % BB 64 AT 5

4548 0 h(%) 24 h(4)) 48 h(%)) 72 h(%D) 7 d(43)

o 1 2 3 0 1 2 3 0 1 2 3 0 1 2 3 0 1 2 3
~EBIA 0O 6 18 B4 2 3 35 38 3 4 41 30 9 23 33 13 19° 34 24° 71°
EIDECFIA 1 323 3 1 5 21 3 1 11 33 17 9 17 31 5 14 22 23 3
°P<0.05 vs EYDELAIZA.

£ 3 FAEMENEES [EDACEMERIZEY (mean + SD, kU/L)

x| n Oh 24 h 48h 72 h 7d
+EBIA 78 510+1.28 4.89+1.13 437 +1.21 3.05 + 1.42°° 3.39+1.37°
SRR 62 5.13+1.20 4.86+1.20 4.71+1.24 4.38+1.33 4.59+1.21

°P<0.05 vs EYDEERIZE; °P<0.05 vs O h.

R 4 ANEMER0HEBE MBEO-ILERHIZL (mean + SD, mg/L)

pax:| n Oh 24 h 48 h 72 h 7d
+EBIA 78 17.38+4.06 15.66 + 6.80 12.67 +3.08° 11.37+2.71° 8.65 £3.10™
SIDEEFIA 62 14.84+3.12 12.88+4.13 12.65+4.03 13.75+4.27 17.09 + 4.56°

2P<0.05 vs EYDEHIZE; °P<0.05 vs O h.

R 5. P<0.05IAh 72 5 Gl 2% 7 . X5
S, K7 R P 23 T (intention-to-treat,
ITT).

2 B8

2.1 FAAARRAE 24LBE TR . APACHE
V74 MarshallPFor K3 K #1025
(P>0.05). JCIRH . HIBRFIE I (K 1).

2.2 mARA TN R EMERALG T R AN
Jrefl, I LLRIASH, = RA LI FEEX
(P<0.05).

2.3 B se st BmIine v iy A2 4l
B, ZERVE N BITT2 hE TR,
HIESG 2% 2 5 BBTR R ERBRA R 570 LA
HE R vEa WS N, ERAgiFEX
(P<0.05, %2).

2.4 BARE REIEIRGLE A%, A %3041,
TR0, A RLHE62.8%; ZLvb LA 3%
L1041, R TEIHIE N, o350, AR
43.6%. 24 M BABFE LR ERA G F R L
(P<0.05).

2.5 R B EE WFFCHIIRITEAN R N0 ] % A
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2.6 FADAOEAL 24 B VAIT ATIMIEDAOK
PG ZESE, RIT 72 ha R EHGRAL fEDAOK
IR, ZE R g E L (P<0.05), TS
FE RIS DAOK T2 7R T BT AN B 2. (3R3).
2.7 s D-3UER T AL 241 B VAT AT LIS D-FLIR
KT 72 5, 09T 5 SEvb U A i D- 3
TR /KP- 22 1 A3 ()R B0 T i, s IR 4
MIED-FLIR K- RREE T (R 4).

2.8 i A FEF AL T4 S A TR
BTG 27 22 5. 1R IT SR 21 s i N B R
AV R B, AH R EIEGRAL R B s vb L R 4
G, 22 B Gt 22 7 (P<0.05, K5).

3 e

R ELIRBEAE — o SRR 2, BE R Y Ay MAE
HINFEZ AR, MArMAEZ R J A e S msh 7).
ook M E R, DUEIRIRH T 5 ISR
i B A AR IR EDT 28 30 2% 2 18 (cholinergic
anti-inflammatory pathway)” ', JT4E3RA X F 2
RGBS ATNFESZ AR 4R AR T YRS, GE] R
I e 2257 At TG P LG Fie 52 A4 o 7 3 A7
ARG P IRAE RV, 05 e o - T RE

#it, KT Fe
R 2808 97 2 4 2K
BEE R Bk
T 2% B 4 89 s IR
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iR EE
AR BEEFE
m@%%m%ﬁ
ey oa n oh 24h 48h 72h 7d
%igﬂz%géﬁ +EBIA 78 0.281+0.065  0.264+0.087 0.229+0.083° 0.182+0.066° 0.111 +0.059%°
AR, B4R EIDEAIA 62 0.260+0.054  0.300+0.073° 0.279+0.091 0.271+0.091 0.196 + 0.055°

W AR . i —
AR R A K
LB, AN
F ST &
AE % B 1) 5 B AL
WLIE G AF.

°P<0.05 vs EAIZE; °P<0.05 vs O h.

KEHH LM TNF-0 & 8 M IL-6%5412 28 X
TR T, 9 PR e R I B i ) 0 R 4
55 h g

FEPEE G R BB G S fE FR A
T, B T AE R RO N B AR R, AT
AR A, BRI E A M
W, BRI REVE . bl R B B 2 A,
DAO. D-FLIRH P 5 22 55 1 v [ A ) K
B, AF & FDAO. D-FLIR A 5 %5 &
BIE. N RN R R SRR, B
WO AR S A 2R rp S Al e, TBOK 4 5 JONE
N, %5 R ERERIMODS I & 2. AWF5hicU
FE B FH R R W E R B,
B IhREVE BN XM EDAO. D-FLIR AP 5
Exn LTSI

ARFFEE R BN, R ERRGRAE B ™ )
R0 e TEORE SR R RO, BRI
DI RE V73 R 5 s R S 2804 56 U 1T I S 38400
TR AN, K EHMALEDAO. D-FLIR
RN BRI S R BTy Rdl. ke
HRLBRR L5035 61 45 UL I T3 M D e B i PRI WL A e
REALHE LU R 7T (1)3400 B8 M R LA, AR
o s G |2 1R P Eh e st )2t
TEIES), Mo R H L R R (3) ]
0 3T L R4 58 At M B 1 7 AR RORE T, R
T F 38 o s 4 B 4 9 S Y, (4l
S B fiz T R AN R IR LA B R T, OR AW
R pE BT (S)H R a R B A B AR AL
S5 RV, ) A0 B A ) 8 97 3R T
RESE UL R A4 3.

AR 254 A P UL, 1 B IR ik A 1)t
P AP L ORI 5 A s A
AT, Wi s T~ ERRS B AR I
AR NING:, P %A S ) 2 A m] 5

AWETIMFAEA R, WAL SIS B Jid, 3 4iE
K2 pia ks Th e e ek &, KRBT R,
Wt I [A) S g N 82 dR b PR Tl Dy fie A SR
AN T BEAEAE WU 52 (i 12 1) 5 1) 55

B, AWFFTR R R LG N 4 2
o T I RS S BOAE AR TR M T RE R
B ORI o 80 5 1) S A Tl e RE B
HATBUWR AR,

B A B AR B304 E [ A F 445 AT
T8 A AR 3T AT R0 B S 38 .
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Abstract

AIM: To detect the expression of IL-21 receptor
(IL-21R) in peripheral blood mononuclear
cells (PBMCs) from patients with autoimmune
hepatitis (AIH) and analyze the secretion of
proinflammatory cytokines (e.g., TNF-o, IFN-y and
IL-2) in cultured PBMCs stimulated with IL-21.

METHODS: Peripheral blood samples were col-
lected from 21 AIH patients and 25 healthy con-
trols, respectively. The expression of IL-21Rin
CD4" and CD8" T cells was examined by flow
cytometry. After cultured PBMCs were stimu-
lated with IL-21 and anti-CD3, the secretion of
cytokines was examined by ELISA.

RESULTS: IL-21R was significantly upregu-
lated in CD4" and CD8" T cells (7.66% + 2.37%

s 3.12% + 0.76% and 9.42% + 2.48% vs 4.02% *
0.89%, respectively; both P < 0.05). After stimu-
lation with IL-21 and anti-CD3, the levels of
secreted TNF-q, IFN-y and IL-2 in PBMCs from
AIH patients were significantly higher than
those in PBMCs from healthy controls (P < 0.05).

CONCLUSION: IL-21R is highly expressed in
T cells from AIH patients, and IL-21 is able to
induce the secretion of proinflammatory cyto-
kines, suggesting that IL-21 is involved in the
process of tissue injury in AIH.

Key Words: Autoimmune hepatitis; Peripheral blood
mononuclear cell; T cell; Interleukin-21; Receptor

Wang XQ, Liu CQ Liu ZJ. IL-21 induces the secretion of
proinflammatory cytokines in patients with autoimmune
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fih %

E B RATIL-2148 B & e BT X (ATH) A 4
FAE P IR R,

FiE: RE216] ATH & & Fo 2540 4 B R AL

JE s kA A R A X 2 AU M PBMC A @ 1L-
QIR Kk, 3RIIA fn Atk E 4m i (PBMO),
1 JATL-21 423 CD3 30k i3k, 4% A ELIS A4
L& PTNF-0.. IFN-yAIL-27KF.

ZRAIHEH IR P CD4’. CDS Ttk
ATL-21RK-F sodd Bt BE 4 2 257+ 3(7.66%
+2.37% vs 3.12%+0.76%, 9.42%+2.48% vs
4.02%+0.89%, 3P<0.05). 4k 4MERPBMC,
ZIIL-217T 2% FAIHEHPBMCH ik 3
KT #TNF-o. IFN-yA=IL-2(P<0.05).

it ATHB Z 9N A Tl £ A IL-21RK
T RIS, FEFEFT@ L5 KF IR
KEMNT, B-FIL2155 TR & 2 AR
it 42,

X818 B RERIRT; SNE M BN E M, T
MWH; AAE-21; Zik
T3, IR, 52, IL-21 5SS RIS (T
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MEERT Y. BFENEAT 2009; 17(201: 2096-2098  FIHp ATL-21RFUAKLL (S, 30 min/5, JHPBSHiyE WA £#Bd

: ' - ; — v o Sy A AR IR E
http://www.wjgnet.com/1009-3079/17/2096.asp %, B HPE-FRICHIZEDT/N B P, 30 g/L % — ;;t I ;t

035l

H 5 7% M AT 4 (autoimmune hepatitis, ATH) &
— M SR RS W IR RIS 1 ARE, BRI R A
P PR R ) 8% JEL A PR R AT 1 SO VRO, 1 1T
i JE R R RE, Ak 2T 4EAk, I AR Sk IR AL,
e 25T ] ik e He B 8 R A9 1) FE At T
RETT S BE T, KR A THE & LA
AR S VO (09 T A0 MR, I 4 Wb v K P I
fE RAEAN AL F (W TNF-o), 1% 29k 40 i R 4
SUE A JICAE JEF T 98 9 403 47 3o b o B U2,
IL-21/2 HCD4" T4 /it Al v, Jr 25
T G B B A 0 R AR R RS, AR S A
R ATH R A0 8 LT I L-2 1Rk, Ho0 47
TL-2 106} 471 JE 0 T 440 14D 20 7 225

1 MRRTSA

1.1 A Y AE£2007-04/2009-0470 e 45 N R Be ity
A R 12 B/ A 5 A B ATH G 2141, 553
B, 181, i 19-47CF¥IN32.4)% . Hid124
Ab A ML BTRANA)BAPE, 1061 & PP UL
PUAR(SMA)BHE, 711 8 ANAFISMAYBHE, it
A B E I ARZ AR o a7, IE8HE%
JFF AU 27 )5 A 2R 254G A ATHER & R R 2 W7
FRYG UG ARIE IR« ARTE . T Zh BEAS 2 AT 2H 200
AR A ALY, A, PRSI fa HEE VT
TS, S 12490, 221341, 8 18-42(*F14°430.1)
% T WO SIS R R A BT, I
R BRI R, SR 7 R (FITC)bR i/
MPTLACD4. CD8HPL. L EI(PE)FRILH
P/ mAbY) J & [EBD PharMingen /A ) Ji7 2%
P NPT AIL-21R mAbA £ [FHR&D A 7 7~
ih; RPMI 164085787 JRZ2F G . B &, W5
TR DRAMNCAR KGR T EEGibeo A
R N e 157 7 T3 Rl 371

1.2 7%

1.2.1 918 o bk & tm sk 45 AR T AT )
ZPUBERR KIS mL, SR FH Wk 40 5 5590 2
A JE I B A% K L 4 R (PBMLC), 1 I P B SCKs
PBMCHFE 1 X 10°/LIAR £ 1.

1.2.2 IL-21R & A K-F 547 HIPBSIVEARPBMC
A2, AR5 JHFITCHRAC I CD4ELC D8 #
sUBEPULAR G, T4 CEEDEAEH20 min, 485 H
PB S UL LR B AR 45 G Ak, B fs4n i v
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5% PPV 0 I A i, e J A F 26 [ BD A )
FACScanifit 2041 e (3l 52 CD4" . CD8" T4 fIL-
21IRFIEIKFE. FIH CellQuest B AF 23 Hr kA A IL-
2R PHPEAH i 25 7K
1.2.3 IL-21#FPBMC4 3k 4a Ll - 1556 H /I
PTACD3 mAb(WEEUCHTL. 5 pg/L)f#i24
LI FRI, 4 CRER A . B59¥PBMC(1 X 10°/L),
ff FHIL-21(50 pg/L)RIHLCD3HLARIFL. 48 h)F,
AR 7% i, R ELISA i I TNF-o
IFN-yFIIL-2, HARS: BEFRAT T 14 18 SRS ]

Bt A0 3R £dl Limean + SDER R, KIS
B AT 235 o3 M, K56 7K oL = 0.05.

2 B8

2.1 ATH® & 98 e Tam JRIL-21R A& i A4l
JL SR R B, ATH R 41 i C D4 CDS8”
T4 B K IATL-2 1R 7K FbAg 5% 3 0 8 T
H1(7.66%+2.37% vs 3.12%+0.76%, 9.42% +
2.48% vs 4.02%+0.89%, P<0.05).

2.2 IL-21 FAIH % % PBMC % 342 X i 20 fitL )
F KT MR I, TL-21 0] 1 5 1% FATH
AN MPBMC 73 Wk 5 /K P I TNF-o.. IFN-y
FIL-2(P<0.05, %1).

3 iMie

IL-21)& Tycdi Mo A7 5 bt , S510-20 1L-4
AITL-15 1A [FEE, Horh S5T10-15 R &5 .
NZKIITL-21 3 KA T4q26-q27 4t ik I, HiR
F 162N S SR A B, HP 31N SR A5
GIK, R U I3IANEIEIR, B R4 IR T 5
PR BF SR IRTL-21 5 2 i I C D4 TN i,
AFEThT. Th2FTh1740 8 SxNK T4 i 3¢ 145,
MIL-21R{ECD4". CD8" T. B. NK4i /it LL & B
SR H AT A FIFE BE I R IA P TL-2 18] LK
CD4 MICDS" T ity e, ik FEHg (a4 mnal
JL DS 7 F 23 TR TL-2 138 7] LU S B 41 i ik
T AL 20 I B 2 03 A R AN I B A
AR IINK T4 i,

F 5 R IRIL-21 ] {2 B8 HLC D3 b 155
TSN M358 73 Ak, S INCDS” TN LIS 1k
BEBFIN. Dhe, TR RT BAYS S Th1 740 Ml i) 4y
B TL-21 07 15 5 300G 1) S e 0 AZ T4 i 3K 0k
Th1AE 5% KT T-bet; SR1f7, IL-21J8A] LA
L HET 40 0 1) 2 X TEN-y I Th1 40 i1k, 25

JE A TF (e
TNF-a. IL-12)
A5 7 AIH® %
WARE AT,
A AIH % # 347
Yooy M B b
5 T REHT 6938 57
BB OKLHR
IL-21 £AIH ¥ 4
S T IREAER, A
W6 R LR ¥e il
FRLBTIL-21 4 4 5
EEIT ATHZ
IR I

WA % & B

JE AL M ATH %
Z A
JRIL-21R & & .
RSkt i E R R
FLIL-217T A &
BNt i,
5 ik AR K JE 4
OB T
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miARE B ANEIMICDA . CDS' T4 & IAIL-21R &
#1% X IIL-21R el R A N e
£ ATH & % 3 7 F TV, ARSNGB, IL-210] Lk S ATHHE
pAOmMBLL  HB  n My TN IL-2 S FEIL TR LA LB, 430 7K P I TN -
BRI @y, T - R . . , .
aém;:@mﬁﬁéw {EEENHB 25 1265 +325 118 +31 432 + 156 IFN-yﬂEDIL—Z, HE— 2 TR AL 2 8 s .
LR F ok, F¥ UcsE& 21 3468+528° 468 + 98° 869 + 253°

Sk ¥ 1) FLBTTL-21
K FE S
ATH®E 2 & %4
iR

W @ 154
KA R A,
ERTE, IBER
R, BB S
RANAE.

°P<0.05 vs EERIIR.

Th2 RN, Bl RIMIL-2125 T2
Tl & G PEBIR I AR, I RGeERELL . XU
PEETTR(RA) . REMELBIRIE . HH R,
AR SRS T IL-21RM5 5 ER A I Ha s
TRELEF, R IRTL-2 TR A4 M fER A B 35 1) %%
P M v e A 3, A 2 A A3 BT IE S T IL-
21R B FERIEAEA A LRI ST N [ C D4
CD8" T. BFINK4IME . 7 BR A F 40 Al
T T M, AT ARSI, 6 FHIL-21
I, R IRTL-21 7] DL 25 Bl S T4 M s, 4>
W KT AR SERE A B (W TNF-o. TFN-=y,
IL-2), iXeest BEURIL-2IRE 55 5 T Ay b
(R G EB T R, I, FRAT 1A 9 RE W s
H P R ILIL-2 1RZEAME LT BRINKAY
W T R IA T i, AR S F A0 R LT 40 0,
= A2 KA 98 40 L IR . X SR S8 B R
L2125 T —45 5 5 e PRt R .

ATH Y 1A B 2 oA 32 2 DL sy BR AR 1 0l
KE I B S PR Fdi g2 LA ST R &
TG DX AN IR O R . A T RaE"™, 78
ATH JRAZREFE e, AL 23 P9 A R B S e o 12
AR, o Wh R KT IR SERE AT T, IX Ee
T BT 40 B mT LA R JH O 48 B DA B IR 1 iz el
Fa, 3% AL AE RIS AR R ILATH

2, RIS RN AEATHR A FE v, kel
JITL-2 1R E A1 5, IL-21RM5 5 1] LA ik 2 40
LA WA SREAT . PR, AR gt B R AR IR IR
S g P LTI L-2 1 R15 S 897 ATHEE S E T
B P R LA
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Abstract

AIM: To compare the liver histopathological
changes and clinical features between
chronic HBV carriers and chronic hepatitis B
patients with mildly elevated serum alanine
aminotransferase (ALT), and explore factors
affecting liver histopathological changes.

METHODS: One hundred and twenty-eight pa-
tients were divided into three groups according
to serum ALT levels: Group A (ALT level < 0.5
x upper limits of normal (ULN)), Group B (0.5
x ULN < ALT level < 1 x ULN) and Group C
(1 x ULN < ALT level < 2 x ULN). The age, sex,
serum HBV-DNA level, HBeAg status, positive
rate of HBcAg, thickness of spleen, width of por-
tal vein, grade of liver inflammation and stage of
liver fibrosis in the three groups were compared.
The changes in these clinical parameters were

www. wjgnet.com

then observed in patients whose liver had differ-
ent histopathological changes.

RESULTS: Of 128 patients, 44.5% had G1 hepa-
titis and 55.5% had G2 hepatitis; 56.3% had S1
fibrosis, 23.4% had S2 fibrosis and 20.3% had
no liver fibrosis. There were no significant dif-
ferences in age, sex, serum HBV DNA level,
HBeAg status, expression of HBcAg in liver and
width of portal vein among Group A, B and C (all
P >0.05). And there was a significant difference
in thickness of spleen between Group C and A,
as well as between Group C and B (P < 0.01).
The aggravation of liver inflammation was cor-
related with a significant increase in serum ALT
level, thickness of spleen, width of portal vein
and positive rate of HBcAg (all P < 0.05). More-
over, the aggravation of liver fibrosis was corre-
lated with a significant increase in the thickness
of spleen, breadth of portal vein and negative
rate of HBeAg (all P < 0.05).

CONCLUSION: Patients with chronic HBV infec-
tion (ALT < 2xUNL) often show varying degrees
of liver inflammation, with or without liver fibro-
sis. Close monitoring of serum ALT, thickness of
spleen, width of portal vein and positive rate of
HBcAg in liver may be able to help understand
histopathological changes in the liver.

Key Words: Chronic hepatitis B; Alanine ami-
notransferase; Histopathology; Clinical manifesta-
tions

Geng XX, Lin JM, Yang XX, Huang RG, Jiang N. Liver
histopathology and clinical manifestations in patients
with chronic HBV infection: an analysis of 128 cases.
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W47 4 0% of normal, ULN), BZ8: 0.5 X ULN<ALT<\1X  P£Jjl. My5HBV DNAE . HBeAgPHE%,

% HHBV #
5 R HmRE
& (ALT<2 X
ULN)Z TR AT
XEHXREER
FogmEa T, &
AR EmE
506 R EZ 648
*MABWNEA
Sh BB R 6
A A

ULN, C#a: 1 X ULN<ALT<2XULN. x} tb &40
F¥y. MR, 2FAHBV DNAX 2. HBeAg
FPEF . FFAHBcAgi Rk, BAEEE . 11
FERRIL BT IE K JE FH B AR, IF
Bt — 2 AT R BT IR 2 T AR B3R s R

HR. 1286 BEFPHELERTAGLE
44.5%, G2#%55.5%, T.GOH; 4 4efbm % 15 S1
#56.3%, S24523.4%, T4 4A£20.3%, CA
A K JE R E R E E(P<0.05); A. B. C
AP B EAGMR . 8. 2/FHBV DNAZ
% . HBeAgfa &, AFAHBcAglaEE, I
KT E TR 2 2 F(3P>0.05), CLL6 ML
JBEEAL, BLLE E 3 m(39P<0.01); K K %
DB, fEALT MAERE . T#ARE
JE. AT AHBCcAgRME & £ 23 hn(3P<0.05);
MERE R . TT# AR E . A HBeAgh &
BB B A ALAZ R K (3
P<0.05).

it RMHBVE# #(ALT<2XULN), ff2
LA R B AR K BOE, AE R R AR A A
T, Bl iz s FALT MEIERE . T135AK5E
JE. AFWAHBcAg#yk ik, sF T W8l T AEAT AR
JARER — R TAER.

REET: B CRFF R, WEREERLNE A5UK
HE; I PRAFAE

BDABRER, SRERIS, 204, BRI, STRS. IBHEHBVRRRERTHR
I RIBARFEIHT1280). HRUENBUIRG  2009; 17(20):

2099-2104
http://www.wjgnet.com/1009-3079/17/2099.asp

03I

LEEHBVEY miidTIX, — AR HBsAg
BHAE R 459.09%Y, 2545 1. 242 & G- HBVY. 45 30k
HRIEFEALTRESE IE 2 EHB VI A
FH 22— 43 B A7 AE S5 A A 4 4R 25 i AR B,
H AT, U EE 16T A B & TR 4 2 11
K, TRE CUBALT =2 X ULNEF4 44 0 =
G2/ A 44k = S24E g Bui #1697 I T2 4R
FEY. [ AP R S8 B e m IR I A LT RS
T T 9 B 2 e R AR, A A SR v R
T OB A AL, B BPURRERYT. A
SR TS TEHB VAT 5 i R B
T 18 1t LTI 96 55 3 20 2308 B 2 R PR 24
A ZE S, R DR IX o R A R AR

JFAHBCeAgHIRIA . 5 SR 5 A 227 o
IR, FHREG AR SRR R %, X 12
PEHB V57 # 5 1 2 Wi 4% B T a8 1k LB 58
BEKIAPUR R TT T S M E A EE IR R

1 RIS

1.1 A4 3E8£2008-01/2009-03 1Y ) 1145 N F& 1= it
YR Be 28 I 2 TS A (108 MR H B VA 2ty 3 S
MG T e e A g B dk 128), B
86, Lea2{hl, 18 EHB VY # R 18k LR %
BH S WIAR R 2005 R BT 1 (18 vk 2 7T
RPIGHTEEE) ©, 18YE LA R B E R ART6 mo
P ALTHRESEAG T2 X ULN. AT /5 Ml iy
NG5 52 R GO0 R 25 )[R (IR) AU 5 T4
RIAIT, AR A O S e, o T
B B ST B 5 TS, TG B 5 S e Ve
i, TCLWITERT 98 R P J 9 B A A 52
HAMILTONZA: H 3 %53 1% 2420, A 7510% B
JEH TR AEWZNA B A F]. ABI 7500551 PCR
SE AT, BRI B SE I B A
AT

12 7%

1.2.1 448 BN EE R INE ALT/K 5 03
41: A41: ALT<0.5X ULN; BZ: 0.5 X ULN<ALT
<1XULN; C#4: 1 X ULN<ALT<2XULN. %}
B WGIR KA AR DR R AR A T 2
il wkZ N

1.2.2 M gm 22 52 #2419 240 T I 2 o A%
SUE. AT B E A e RIS, R
PRI Joi FH 26 [ AR A F T MIN T8 16 3R HUH-ZH 21,
KB AL embl b, 54 K4 DL B AT fEpF
WICA X, bR A B 1100 o/LH B &, A
WY, ATHE. MOIREF4E G h Kk HB e A g i
YLUb2E g, AR ELRHEIT S f, 32
P WHZ SOENG B 7> 27(GO-G4) . 2T 4E1k 73 3
(S0-S4), HARPRHEZ 2000418 1T 1) (et
P EIE D

1.2.3 £ F 4% ()ILIEALTR A H AOlympus
AU2700%4 4> [ ) A0 5 Fr AR, L 1E 8 1
P40 TU/L; (2) SRUH b5 &K HELIS AL
W 3)MLIEHBY DNARH SEW ¢ 78 S PCREY
.

1.2.4 HA 5% 450 085K AR A
NEMIO30¥ th, 2 3 8y 75 AR W B BE o 1T
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IR, . 1@ HBVRARE AT RIE RIGARIFE DT 1286

2101

4R n B/ FH (=) HBV DNA(lg)  I#E(cm) IJE#AR(cm) HBeAgZRIA(+/-)

AH 27  18/9 26.04+725 596+132 3.12+0.14 1.16+0.14 22/5

BZH 53 33/20 2545+7.86 6.47+1.09 3.17+0.21 1.18+0.13 47/6

CH 48 35/13 2815+7.87 644x111 361+0.37 1.21+0.15 38/10

4548 " RAEEEE FHRIVIEE HBCAGESA(+/—)

Gl G2 S0 S1

AR 27 17(63.0) 10(37.0) 10(37.0) 14(51.9) 3(11.1) 18/9

B 53 25(47.2) 28(52.8) 8(15.1) 32(60.4) 13(24.5) 35/18

CH 48 15(31.3) 33(68.7) 8(16.7) 26(54.2) 14(29.1) 38/10

JHk 5 L. T v i B4 A, AH AL TR 45 440 2 B S 10 LR AR

Bt AbFR K HISPSS15. 08 R 5T Kb
BTS20 8. V% RER Flmean + SDRUR,
IEA A 2 AR IR 5 2240 #, 24134
L BCR AR % MEHBY DNAE B ALk H
X B AT L8 VB R A BORT T 4y bR
TN, ZEFR L I LR R R 5R, P<0.0524
ZERB G L

2 B8
2.1 REIALTAK T8 & H AR B RELER
Fods ANFRALTACT 34 Hh g LU ok 32,
3L Ak ) B A G B S 2 7 (5 = 1.30, P>0.05);
12841 FB AW M 16-50(°T-1426.59 £7.78) %, 3
Y WAFERE 23 A E I W22 S (F = 1.61, P>0.05); 341
(B HBV DNAX{H . HBeAgBH M JCH]
BERE =196, v* = 1.77, ¥IP>0.05); 341 /7]
(1 JUR U JE E LU A 3 22 51 (F = 42.86, P<0.01),
HrpcdlAdl. B4LEEH N(39P,<0.01), HA
H5BYL LTI B 22 57 (P>0.05); 34LIR) 1] #R ik
{HA BEALT T =3 i s ey, (HR K 22 R o4
TR L (F = 1.26,P>0.05, %1).
TSN IR B RE R, 2 W 5
R A 100%, A4LH LGN 32, 1B 4545 37.0% (1)
HIEG2; BYLKCAILIG2 R, KA TEG3
FIGATAS; J 999522 Bl ALT P FF = 11y n =, 3441 1%)
MINZESA BETEG = 7.29, P<0.05), b A4l
LA ZER AL X (= 7.10, P<0.05),
MAY 5B B4 SCHB I B2ER(y =
1.79 2.67, $4P>0.05); &5 FF LU ol AE 474
B, 3414 LAST oA &, 1 S211 Lh B AT BEALT

www.wjgnet.com

ZERTGE () = 7.48, P>0.05). A4l. B
1. CALRFHIFWHBCAgHR BB ME R L
W S22 (= 2.44, P>0.05, 3R2).

22 RAMFUERKEEHE. FRUEZS B
HFARE L Z

221 RRAVFAREEENEELZGFE, KB
#1. ALT. HBV DNAA: 12801 b iFE 4
SE R LG22 E, 17141(55.5%), G1. G241y
DASSME N =, AR08 40 A1 A BE 980 23 38 in iy 14
K, 24 BFPER LB, A0S LL R 38 To
BFEER( =024, t = 1.35, ¥JP>0.05), IiLiEHBV
DNAZKF I LA 2 IR Ge it 2# i X (e = 0.21,
P>0.05); MGl G241 1M3% ALTRE T IE 2 5 F%
JE N R T, ER AR (e = 2.92,
P<0.01, %3).

222 REVFALR K &3 & B &0 fiFHBeAg
ik, BN, FFRAHBcAgh k894 128
1] £ AN [ 9 43 G 4L IR LT HB e A gBH P 28 22
LG R X (" = 0.42, P>0.05); {EGL. G2
P B G > RGN, R S TR AR
JIF WHBCAgIFIZRIA W0 N, 2 A4t m X
(t=4.27,t=3.95, ¢ =4.70, ¥JP<0.05, £4).

2.2.3 REAFARF LA E B H W8, M
#. ALT. HBV DNAAR: 12845 £ o JFF ) £F
etk s> WILAS 1A F(56.3%), 1B 23.4% ) el
KS2. FEFYEA A I LL B PR R Ok 3, 34110
PERILEH . IMIEHBYV DNAXHUE 22 3 T80 2
B X (= 0.51, F = 0.025, $P>0.05); S1. S2.
S3Y B AERS . LIS ALTA bl £F 44k 2 JH 1)
BNk, H34 0 2 R LG T L(F

Wi £ E

B & X et al*xF90
%12 HHBV 3 4
HEHRLIN, K
23.3%89 B F A
G Yt m K ik S2
H R k23.3%, A
B 4 Y AX 1 95 A2
KRR R A E
# R, BB, #E—
W K35 B 5 A A
X 3 A P T
PEERNEE
B E D
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mALH 3 5 ® 3 NEFFAQKESRESOVER . MR, ALT, HBV DNALLEE
AL 5 AT T
12 EHBVH ¥ &
5 ij iﬁfgﬁi BENR 2/ () ALT(U/L) HBV DNAIlg)
e xmmmmn O 57 37/20 26.64+7.31 34.86+13.29 6.50+1.18
FANGRKEY G2 71 49/22 28.58 £ 8.61 43.01+17.33 6.46+1.06

£%, Fit—FIE
T RS EH
5 4R K
TAXGHE, H
XA B R IR
E N E i Sk
ERET I ARE
& BARYE.

R 4 FEFFALRKEDRESOIMEHBeAgTRIA. BFEIEN. FFAHBCAGRIX

REDR n  [MiEHBeAgTRIA(+/-)  IRE(cm) I"JE%AK(cm) FFPIHBCAGZRIA(+/-)
G1 57 49/8 3.11+£0.23 1.10+0.14 35/22
G2 71 58/13 3.30+£0.28 1.21+0.16 56/15

x5 ANEFHERFEEDIBEHER. 3], AT, HBV DNALEE

FEWDE n S/T T (=) ALT(U/L) HBV DNAIlg)
S0 26 16/10 27.62+8.64 38.50 + 13.80 6.50 £ 1.21
S1 72 49/23 28.01 +8.84 38.06 +16.71 6.46+1.11
S2 30 21/9 30.30+7.86 44.00 +13.82 6.43+1.04

R 6 FNEFFBLAT4LDHABENINEHBeAgRIA. BN, FFARHBcAGTRIA

H4HH n MEHBeAgRIAMH/-)  IBE(cm) I"JE#AKlcm)  FFPAHBCAGRIA(/-)
S0 26 24/2 3.16+0.26 1.08£0.11 19/7

S1 72 63/9 3.24+0.26 1.17+0.15 50/22

S2 30 20/10 3.67+0.33 1.30+0.14 22/8

=0.91, F = 1.63, ¥JP>0.05, £5).

2.2.4 REVFLAL L e ALAZ B % 4 49 fn A HBeAg
KA, M EAN . FFAHBcAgR ko b
SO, SI. S241hiliiHBeAgh Ik i b
JFEJEEEE o 1D B AP X2 B T A A R o 1 % 9
B, 3LR] PR SR bR S A R X
(x* = 8.51, F = 30.89, F = 17.66, ¥1P<0.05), H:
S241 580 SI1ZHHBeAgRATEAR . BT 5 E 73
S AT B B 2 5 (39P<0.05), T1S041 5 S1411)
HBeAgPA TR I B8 LU 2 S B G 2 i
S(P>0.05), &I BKAE 2 0 b3 2= /3
Giih 7 X (P<0.01); 34110 iF WHBc A gBH
TR HR BRI 52 7y = 0.22, P>0.05,
%e6).

3 111e

ALT/AKF T i AT AR BT S E (M br R, H i
AT B8 Pk SR R VA 9T TR F O ALT 573 1
PR ERRYT [ R PARECY. SR, H i
KL E N, E AN R, ALTIEH

12 PEHB VI YL & (0T 28 A AT R vl A7 S 5 1)
RREI R A AR, PRAl ALTZK TR A
SEEEHB VYL S 15 05 EHUR BRI T AR (EIR
KRR, Rk, FRIE20054ER (181 L RT
RETIEIERY TS ALT=2 X ULNBYA 2125 4 0E
= G2/ AT 44k = S24F 4 L 8307 1) B 2
fRAE.

AHE ST I 6] 1285112 1tk HB V45 71 4 I
G FE T S 02 P 2 T 28 58 3 AT A
BT RN, KB I R34 AN ) R i 0 24U,
LW R N 100%, i5G2#1555.5%, HAALT
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HIAS2# 1720%. DL BRI S AL R LG ALTK
V5 A S AR R R IR AR B A R AF AR DG,
PUEALTHE & B P SR )7 2 5w o B2
IEGuE/MIS2 [ . KRS A e LT R
1R I Z — R P N BT BUE %, i R

www.wjgnet.com



BNGRER, 5. 18 M HBVRARE FHATRIE RIGFRAHE D11 28/

2103

95 N S 5 | RORE R AR 44k, I ASBE IR T 4i
JH0, T4 5T H PR % A AR L, TR LY e 2
Bt o] AN T v, o3 AR RIS R R R T s A T A
I R I A,

Ty Ak, WEGT AL FEIE 2 W JH T 2 0E 9 A8 A7 B
ALTF i a3, AN ALTKE 34
S21¥1 Lu A5 A it ALT T iy 1 38 hida 4, AZH 5 C4H
() 980 > 2 LL A 22 S G2 X A BdoR
FATH T ALTAE1-2 X ULNAH R IEHUR 281697
PR UE IR S AT S DI B Vs, &1 7R X
53 KR TR TR IR AR ) e R TALT<<0.5 X
UL N [ #1278 70 1) 2 75 A0 LU (R B
Wl T .

ARV L T 128491 £ 38 T A 22 T PR %
B S0 E U AR Y, g5 0 B ORBEA ALT/K
SR BT, R R EE A R A A
MIEHBV DNAE &K, MiEHBeAgkH
H, FFNHBcAgBHME . [ R IKAE 0 B A%
b, SOMNEEFEREALT ETF 838, 42
7 I R B RHE LT 22 52 A K IR AS[R]ALT/K P
(55, A SR T BEAF 72 TR 4 2R 2% U 1) Y 3%
25, T b PR Rk T 95 38 27 SO ) 0K
R ? Sk FHRIGIRIE W “H#5Hr %7 KALT
ISP ARIK U BEVA T A v 1) A v 17 B B 2k
JE (1 f 145 5 LA KR B B0 25 ¥A 7 IR, 3R
TR L T 335 43 FE A rh AN [R] JHF U s B SO I
IR TR AR, JBE— 20T oR, FEANF 2R
i 43 G T, ALTRif I 9 5 A% P8 om0 i B At T
A, PERALT S AR — @ AR, (A5E
Z TS R R /RALTIEH B 14747.5% %15 G2
P L, BB ALTAX REAE A BE VT PUm B 69T 5 1)
FRbR 2 — A S FE LK, i B2 AR (598 2
PeE S PN BEVRIT A . 7E1286IALT
I PR RETE B, B IE KA AE . £F
YEAY R LTI N, P R I R R A
I K B R A S G, RO TR EHB VA Y
R AR M L FE AT 2 R, s A
JURIUE JEEE 1Y IO o 0 L R LT R A
FESHE,

CAMFRRM, FREL1/30HBeAghlE#H
HBV DNASH w5612, AR 4e AR o
PAHBeAgRH 1 # fi 2", HBVATCIX G1896AHL 1%
DX AT A1762THG1764A5 % i HBe Agl]
PENSPE Z AU 5 R AE 11 T BEHLA, 2 L 4%
SRR T TR b e e A TR A B R
(1 3 R RN FRA TLERIE 5 H 2R 2 0B AL 2T 4
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ACFEEE BTN, M HBeAgPH Ik 3 b % i
B4, $#27RHBVDNA(+)/HBeAg(-) 18 It HB V& 4
BTG 22, N3l W 5 A, LT
JHF 2 T AR, I B EA T kIR T

A9 45 Wk R I, ALTIE# M T e
(1) 63 T IUE 2 RE I3 A8 e £ AL R B 5 I HBV
DNAER/K T, HHBV DNAJK-A] J WL
B HPRDL, (AR SRR R RERBE . £
YA RLRE, X5 B EK er al'"WF7E 45 B — 5L X
— I S R R IR HLEI TR, RIME M 4
TUF 2 10 R E 5 2 HB VIS ST 40 i 5 A
140 B IR (HIL AU T ST e e B, 1A
SEHB VX T 41 F 2 4 e 2 A R Y. i
GY 45 B SR BT i WHB c A g ) KI5 4 G240 W]
BZTG14l, RITHAHBcAgHIRIESITHLA
FEFEIEA 5%, X 59T X et al" HFRE 5 $#2
TNAE 1S 20 BT 96 T 2H 2 G i B 005 11 S 9 N
2, HBcA g/t HB VA S MECTLIW 3= L H 5,
HBcA gH M 40 B e A A G 8 AL 2 B2
i HARPY. DL R RORE IR o b, EHBV
DNAF 2 [ = R AR REVE W PE 8 EHB VI G
F AL G B AT 524845, (HFHBV DNA4E &
i Hfd NHB c A g[F1 AL ATV R A v 58 2903 1 ™
FERERE IR P HUR BT N LR R 0 2R b,

1B R P AL P HBeA gl £
I8 5 B 5 20 2 ROGEFE BE I AT AL AR 2 AR
AR, ISR M FR AT HBcA g &
0 g SN, IR T IX SR IAHB e A g TN
JH 3K 5 AT T4 RAS— 2, ANHREBRATE 1
WIS ALTW BTt 5, RIFIERES,
BATTHI AN H I35 ALT<2 X ULN, JH W7 4% f
FEEARAGEG2. S2, MU 1 s HL IR B,
JIF 40 i A K i 3R, Rk 2B HB A gfENT
(R IE S JAEFEEE R AEAH G, Jh4h, 7612841 &
G, TR JORE 2 G S 4T YAk 43 B 4 P AR S 4y
iG] 22 5, IR A S WA A — 5L,
ANHERR S B bk 22 . BEA RS R

B2, W TEMEHBVH A & KLALT<2 X
ULN M R 5 B, 0 2 22 A 8 )
SR IE YE & T PUIAR BE IR IT 0 A, AEiX 3
oy, I EALT ML 115
Jik % B . HFNHBC AR, X1 0hih 7 f AT
WS B AR AL R PO BRI LA — e e
~EH.
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iR EE
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Abstract
AIM: To investigate the roles of serum IL-18 and
IL-1B in the progression of chronic hepatitis C
and explore the correlation between serum IL-18
and IL-1p levels and the efficacy of interferon
(IFN) therapy.

METHODS: The levels of IL-18 and IL-1f in the

serum of 30 chronic hepatitis C patients were
determined before and after they received IFN

www. wjgnet.com

therapy to observe changes in the serum levels
of the two cytokines in different periods after
HCV infection. Moreover, the correlations of se-
rum IL-18 and IL-1pB levels with ALT level, HCV
genotype, IL-2 and IL-6 levels were analyzed.
The differences in the serum levels of the two
cytokines were also compared between patients
with response and nonresponse to interferon
treatment. The levels of serum cytokines were de-
termined by ELISA. HCV genotypes were classi-
fied by direct sequencing. HCV RNA loads were
determined by fluorescence quantitative PCR.

RESULTS: The level of IL-18 in the serum of
chronic hepatitis C patients was higher than that
of healthy controls (1077.44 + 657.58 ng/L vs
259.92 + 328.47 ng/L, P < 0.001). No significant
difference in the level of serum IL-1B was noted
between chronic hepatitis C patients and healthy
controls though it had an upward trend over
time (in contrast to a downward trend for IL-18).
Severe patients had higher serum IL-1f level than
mild ones (4.99 £1.44 ng/L vs 3.68 £ 0.76 ng/L, P
< 0.05). The levels of the two cytokines were not
significantly different among patients with differ-
ent genotypes or subtypes of HCV. The level of
IL-18 was positively correlated with that of IL-2
(r = 0.434, P < 0.05) rather than IL-6. The level of
IL-1B was not correlated with those of IL-2 and
IL-6. No significant differences were noted in the
serum levels of IL-18 and IL-1B between patients
with response and nonresponse to IFN therapy.

CONCLUSION: Serum IL-18 and IL-1 levels
may be correlated with the chronicity and sever-
ity of hepatitis C but can not be used for predic-
tion of the efficacy of IFN therapy.

Key Words: Chronic hepatitis C; Interleukin 18; In-
terleukin 1B
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R ST PR I I A U AR AR AT R A A R T AT
s, M Jik RM30PIIEE AT K S THRAE i S
HFREAIL oo o k] 18511 1 p A, ALAHCV Th1/Th2 LR TR 36 T30 367 8w A
BATETEE iy N U L URIL-18 1 ph R S A
wEFHhEES S ARNBRAFIL-18FIL-1pK-Fa T, 5 7 T VLIRS
B RN RATE M dn ik IL-18401L-1pK-F 5 ALTAKF. HCV (antigen presenting cell, APC)IIH RN, E

o A A KR
ok 77 80—
#r .

A B A A& Th1/Th248 % 48 it B -F1L-24=1L-644
% Z . vbEm A Ao T B AR 2 18] 2 A e i )
T KTy £ F. o iF s BB T4 2 A ELISA
%, HCVA B & 5 A A0 5%, HCV RNA
RE R % T ZPCRE.

ZR: BHERAFKEL LFIL-18K-FH
2 &5 T AT 4(1077.44+£657.58 ng/L vs
259.92+328.47 ng/L, P<0.001), IL-1pK-F 5
1 B3t BT 2 3% £ 57, BE A R Je B ) 49 3k
K, dFIL-1BK-F A & # &A%, mIL-18
W) 3% 47 T My A MAT KL% A IL-1B7K
F0A 23 T4 E & #(4.9911.44 ng/L vs 3.68
+0.76 ng/L, P<0.05); 7~ KK A fo A2 ]3]
A A F KT B E £, iFIL-185
L2422 2 &M EH X ( = 0.434, P<0.05),
5IL-648%, sFIL-134E 51L-24=1L-63)
FAAK; TR AR ALl Fo B B8 7 T
J& f i IL-18F0IL-1pK-F3) B H 1 £ 7.

518 FIL-18FeIL-1pK-F 451 5 A AT X
81Z AL AR 2 T AR X, X AR e I B T K
F 5 FHRAE TR, RAexty7 ATl

XegiE: BAERBTF R AR BRI

=]

=

KN, B, BB, XEY, BER, Shot. 1@
BIBEIL-18RIIL-1BKEHEH BN, BRENBHRE
2009; 17(20): 2105-2111
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P BT 2 9 5 (hepatitis C virus, HCV)& YL 18
PERF R BN 2 —, SYEHCVIERYL S, 12
PG L ik 80% DL 0 i B 2ok
JE T REAC RO AT 40 g0 i FHCV B A =
A, HRTE B A R ), TS
ST [0 232 N 25 R AN 40% 26 A4 TS S0k 9 TR %
18 kAL AV 5T LA R G ] TN R 3 v T4 2R
TBIT I N R — H A 52 KRN TER
T FTE B, 40 W DR 78 T 2R 26 1R A 2R 45473
18 M A DL OO T 25 VR 07 1 RN TR kS T 4
M FEHC VA YL BY BE, Th140 i 5304 1)
0 M DAL o AR, RO i S R, I

W 40 2523 0, e R Th1/Th2 40 i R 1~ 22 1) ()
ST, 5 Th1/Th220 M PR 4 s 4 Mt D51 194 286
RGN, I R WL TR R 4l
SRR EAL L. AHIE TR 3001 B F P 3
T R E R A LS TL-18 ANTL-1BREAT
TN, R0 1 P R 8RR L TL- 18 AT L-1B
AP IR B 5 ImRFI TR Z BT IR AR,

1 SRIASE

1.1 A 2006-20084F H [F P BE R 27 Bt g 2kt 1=
ot % e R M P 2R 98 A Bt 304, L 53
1551, L1561, F#34-66(FIFER48.5+8.11)
2 A BN R AR A Ak
57, ST RE A48 wk. Horh 84 & N H Peg-IFN-
a-2b(EFR50-80 ng, FE1IK), 2241 3% FHTFN-
a-2b(EEX300 JTU, & FI3IK), FE bR &
800-1000 mg/d. J7RCHIE: FRe A4, 0T 45
WINALTIE R, HCV RNARH#, JeseE Ll by
TN, 1BIT B RIFALT AR IEH BLHCV
RNAFRFSERHME. 43 5l B BUA T B RTVA T 45
M3, -20°CERAZAFM.

12 7 i

1.2.1 G fe B -F 4wl MHEIL-18, IL-1B. IL-2F1
IL-6K 0 % FHELISAL. IL-183 7 &0 [ 1 iF
HERMS SIMPAT BR 2N 7, TL-18+ IL-2FNIL-638 7] &%
W B A i 26 TR R ) s n) G Ul B
EHEAT R

1.2.2 HCVA B oA 4wl 5 B0 3k, 1R
PHCV NSSB R TH 84T 73 8. 517
%1|: F1(8351-8378): TGG GGA TCC CGT ATG
CCC GCT GCT TTG A; R1(8719-8748): GGC
GGA ATT CCT GGT CAT AGC CTC CGT GAA;
F2(8379-8402): CTC AAC CGT CAC TGA GAG
AGA CAT; R2(8694-8718): GCT CTC AGG CTC
GCC GCG TCC TC. Iy FHEEHCV RNA, ¥
3 licDNAJG, N TNested-PCRY BN S5BHE
A B, FBEK/NZ 4340 bp. PCRAZH4AL )
P ¥ BH T A G0 Bt T o0 SE 6 =5 BEAT A% IR 17 471
W52, HCV RNAFEH P CRy =4k il 71 &
H R A A BR 2 . 3 FIMEGA S X %
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Wi £ BE
A AR AR 1
AR X &%
e \EY Ve HIL-18K T 2
TE NEH JCRELE PE T
" 14 16 5 5 0 B ik
Fh(®) 51.43 +9.053 45.94 £ 6.403 0.063 HF R R L
BMEE (%) 50 50 0.642 ij;aifﬁ?ﬁ ril
2 HAKAFIL-185
Wﬁ;(\kg) 62.96 +11.22 61.06+12.21 0.662 e
BRNBEE) 11.96 +9.45 15.43+7.17 0.298 2 EARE. BE
ALT(U/L) 124.86 + 99.42 65.44 +53.99 0.048 ZURF K & A i
5551 cpimL IL-1B7K-F 9 2 %
HCY RII\IAO%ZE(IQ ) 6.32+0.828 6.08 +0.892 0.460 F B o
IFNZEEY(%) 5L LR K
Peg-a-2b 62.5 375 E Ao 2T e AL AR R
a-2b 40.9 59.1 0417 ;T’Sflﬂi lfg?ff;?;
e - ﬁb 2
HCVEREDTY(%) IFN-a 8135 5 4%
1afiy 50.0 50.0 5 RIEMWHAAF
1oAY 357 64.3 0.336° K37 76 77 45
107 0.0 100.0 REPH L.
2afil 66.7 33.3
2 333 66.7
3aftl 100.0 0.0

* 1bF02aBULLER.

TR AT 24T, i HCVIE R .
1.2.3 HCV RNA# Z#ml: K H e 58 et
PCRE, #1871 & vt 5 2047
1.2.4 s A ALTAM: pl o [ B RE K27 B s A%
P Bt v S 6 3 N S8 [ DL o 2 0 W) AR P ()
8200A 4= F Bl A=Ak 73 AT AU HRAST .

Bt AR N SPSS15.08 A 34T 451t
SRS, BT T S BB R, R IR A
Biraviate | Je MR 1. P<0.05 K i 2 1 25 S /K

2 B8

2.1 BH KA Ll TS HIE 306 EH
o, 264507 WA I AT 0 A% S, e A g I sR
F15H1(50%) FARESHI(16.7%) T L
31(10%) SR L34 (10%) A S PRI AS 1 441
(13.3%). FEEEN 25 546.7%. N2 FITC N 240
LG, FERE . MR, AR BTRE TR I [A] A I
HCV RNA#ELIL & % 5, MIEALT/K -]
BETENEY. NHPeg T EHNEERN
62.5%, Wil T4 % 840.9%, HETLEEER.
BB A LAIb A R 2, (546.7%, LRI A
2a%120%. 1a%113.3%. 2b%10%. 3a%l6.7%A
1c43.3%. 16 W% N35.7%, 2a%!466.7%,
RG22 LW B 3% 7 (R D).

2.2 AR K B H AL 1pF1L-187K-F 8%
T A LA P 2 T 98 20 i R B A I T
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IL-1BAIIL-187KF-, &5 R A HL: 181k A B ¢ i
B METL-187K 1 W]t iy - BT 20 (1077.44
+657.58 ng/L vs 259.92+328.47 ng/L, P<0.001),
IL-1B/KF(3.88+0.93 ng/L)5 fd HEXS 41 (3.44
+1.36 ng/L) LB 2Z 7P = 0.209). 5 EH
SR K L4 S 0-54F . 6-104F . 11-20%F
21-304F44, 43 ) LL B4 4L a0 40 fe DX 7 7K1 2=
S, R B MAEIL-1BE0-54E4] . 6-104E41
FI1-204F 214 B AR T-21-30441(3.6310.42
ng/L, 4.20%£0.27 ng/L, 3.76 £0.89 ng/L vs 6.56
+0.99 ng/L, $1P<0.01). IL-187£6-104F-41 W] &t
T 11-204E41(1936.50 +705.83 ng/L vs 872.35+
703.30 ng/L, 2 = 0.031). P74 f K7 bifi 5 Jk e
IS [ (1) A A A DL P 1

2.3 fFIL-1pFIL-187KF 5 A Ik £ J2 7% 3
Fmtk et A MEIL-1BAIL-18% &L
MAEALTA- W AR @ = 0.106, 0.325, ¥
P>0.05), R 2w 250 40 i A7 KT %
BT (B, (T E S B IL- 1S SR E
AL A B P2 (4.994+1.44 ng/L vs 3.68+
0.76 ng/L, P<0.05, [52).

2.4 diFIL-1BAIL-18K-F5HC VA E A 4y X
F o LLBEAS [R5 D5 2R 2 () 40 P DR 7K 1 22 S
& B R DA [R) 5 IR 7R RN 7R 27 () i i T L- 1 AN
IL-187% #3470 3 1 22 5 (38P>0.05, 3K2).

2.5 fiEIL-1pAIL-187KF 5 Th1/Th2m e B F
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FE R (K).
3 11

LTINS 20 0 G 95 2 25 55 P HRY I 28 S8 i 1
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EERI ROV A A 4 EE VR TR L 41 (cy totoxic
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T, AREAR KIEAE R, Than Mo 3a it 75wk i) 41
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Abstract

AIM: To investigate the differential expression
profile of microRNAs in the different stages
of hepatitis B virus (HBV) infection-related
hepatocarcinogenesis.

METHODS: MicroRNA microarray was used to
detect the differential expression profile of mi-
croRNAs in the liver tissue taken from healthy
controls as well as patients with HBV-induced
cirrhosis or HBV-related hepatocellular carcino-
ma. Real-time quantitative PCR was performed
to verify the differential expression of candidate
microRNAs obtained from microarray experi-
ment.

RESULTS: Compared with normal liver tissue,
six microRNAs (hsa-miR-602, hsa-miR-129-5p,
has-miR-210, hsa-miR-671-5p, hsa-miR-30b*, and
hsa-miR-572) were upregulated more than two-
fold, and eight microRNAs (hsa-miR-143, hsa-
miR-199a-5p, has-miR-195, hsa-miR-27a, hsa-
miR-99a, hsa-miR-519¢, has-miR -130a and hsa-
miR-597) were downregulated in the liver tissue
taken from patients with HBV-induced cirrhosis
or HBV-related hepatocellular carcinoma.
Though these identified microRNAs showed sig-
nificant differential expression between normal
liver tissue and HBV-related hepatocellular car-
cinoma tissue and cirrhotic tissue, they exhibited
no significant differential expression between
HBV-related hepatocellular carcinoma tissue
and cirrhotic tissue.

CONCLUSION: HBV-related hepatocarcinogen-
esis is associated with the change in the expres-
sion profile of microRNAs.

Key Words: MicroRNA microarray; MicroRNA; Hepa-
titis B virus; HBV-related hepatocellular carcinoma
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MRRL BB IR 2 RIRENR . RN
Z46 2009; 17(20): 2112-2116
http://www.wjgnet.com/1009-3079/17/2112.asp

03515

f/PRNA(microRNA, miRNA)Z—J4122 ntK
N ARG T SRAER N A Sy 1, Al AT i 5 e [
mRNAK &5 5 P45 Al I RIm RN AR 2 &
ik, ZH5KE. RIE. WEEZR AR, i
RO ZE 40 i (hepatocellular carcinoma,
HCO)'', Z/ /M miRNAR i RKIA DS
TR B A AT AT T Eg R
Bt 2 SHB VG PR, (HHB VI G
— JHAEAG — g BERE D, 47 KXmiRNARIL AL,
PIF L D, FRATTE I Y FH miRN AR BOARAS:
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DUAS ) B2 236 AS i m i RN ARG 3% 1) 2 52,
ik HAE 2R AT AL AMTHB VAR A AT A
FIEW W EHEN R miRNA, i — 2 i 1]
miRNARIE AL AEHB VI G — AL — it
R PR 2 (0 F SR A A

1 RRDE

1.1 ## 4£2007-09/2008-08 4 i Rk k2% [l
D= 27 Bt B s B A S B AT I DD BR AT T2 A
UG R, 2 O G H Al A9, 30-40%/
BEEF W IEFE AL ORI R4
ZUFIHB VAR G2, I A i AR FT 4 K
B ALY, GRS HE AR B IR S
SERITRN RV R, J e N-80°C IR A7 .

1.2 7%

1.2.1 ¥RNA#RBAFFH0: §2 [ TRIzol ik
Ffll(Invitrogen life technologies) it W1 5 )20 1%, &
AP LA TP 1 B RNAL N H S50
JEEE VI E RN ARG FEA o fH A 150, HI
Ao TR BE, I 5EA y00/A g0 fH R H 4
JE£ P AR M RN J P Uk v — 2 A
RNA 7.

1.2.2 miRNAY R 40 R B BEZE 2 miRN A #9
FAR: R AR BRI IR R, AR
AT N bR A, G FEAE 0 H30-40%, 4
B FCA BE A5 1) 55 M S R IR . 47
JH 98 A AL FIH B VAH G JHHi 240 25 A - 1441,
HATmMiRNA R, %5256 K P+ 32Exiqon
A TP IILNA™ miRNA F(11.00R), Mt
A5 P IR L T80 e % R ™ (lock nucleic acids,
LNA) LR HR BRI, 2R n] DUy R
B, AR R S BAMPBERN AL &, AT AE
R IRE S miRN AR IE K. H5KkmiRNA
S PSR 180T IR ES . 4351
Exiqon$5 A imiR Plus ™4 (3 tmiR Base %
P PEAM ) FmiRNALE B 0 IR LA R
B 125 o B, mT LR Sanger miRBase 11.0%¢
FEEP AL AR KR AHmiRNAGLP AY
8474, /N £9609%%, K ZI3514%). M PRIIESS H
Pynr s, RN EREHE S A W E 4k, Bl
K 0] A — AR AR AT A 40K, 43 IS g
R AF SR AL A M BRNA, K
FAmiRCURY™ Array Labelling kit(Exiqon)#xic
Hy3™7%% 56, K I RNeasy Mini Kit(Qiagen)i 4 b
G, 285 K i miRCURYTM Array microarray
kit(Exiqon)flIHybridization Chamber II (Ambion)

Wi £ E

XEHFRLEN,
E 5 FA LN
#r4E A miRNA #
K FF, A iR
%M KB4 e K
& PmiR-155
FE N Y
J& P miR-221 %
x kR MR
P aglet-7TRE T
B, LM AW
5% P #9miR-143
FamiR-145% &
TR B OE K
Tomi 8 s
P4 miR-15a#=
miR-16-1%i& F
%, 3 FmiRNA
FENF B0 R AR
JE P T A K K
ok S A B 3R A7
AR eg4ER.
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m2AEE
miRNA & i& # 5%
T T4 AHBV &
%, %X miRNA B/A C/A C/B B/A C/A c/B
FOA W R T Ak _EUEBIMIRNA hsa—miR-602 3.234 4134 1.278 2.703 3.486 1.290
R T H AR hsa-miR—129-5p 2.246 6.322 2815  2.852 4.347 1524
RIS has—miR-210 5.159 4.274 0.828 3.531 2.894 0.820
hsa—miR—671-5p 4.315 4.249 0.985 2.953 3.624 1.227
hsa—miR-30b* 3.571 4.005 1.122 3.841 4.896 1.275
hsa—miR-572 3.588 3.092 0.862 4.319 4.291 0.994
TIEBIMIRNA hsa-miR-143 -3.661 -5.764 -1575  -2.762 -3.521 -1.275
hsa—miR—199a-5p -3.288 -5.139 -1.663  —2.482 -2.730 -1.100
has—miR—195 -3.066 -3.251 -1.060  -2.501 -2.943 -1.177
hsa—miR-27a -2.193 -3.147 -1.435  -3.492 -3.246 1.076
hsa—miR-99a -2.137 -2.746 -1.285  —-3.581 -3.484 1.028
hsa-miR-519e -2.653 -2.674 -1.008  -2.898 -3.572 -1.233
has—miR-130a -2.016 —2.740 -1.225  -3.805 -3.872 -1.018
hsa—miR-597 -2.071 -2.357 -1.138  -3.736 -4.058 -1.086
HATMIRNAR 2948, HAR D 345 %5500 1 1 NERRALAD

FHEAT; 2438 5 45 Fi F Genepix 4000B(Molecular
Devices)635 nmyE K AT BG4, IS & H
Genepix Pro 6.0(Molecular Devices) 7T, 1 id 5t
SRR IR LT SRS 1, IF H TP bR AL,
A3 A TE S 3FPRE AR mi RN A [ bR AR 9 7
Z ) bR AEAE ) H AR

1.2.3 %82 FPCRAEN A #9miRNAFKZX F: I
2 pug LIR3FRA R B AR AL 2R A S RNA
VE RIS, S NARZR 20 pl, V] Revert
Aid™ H Minus First Strand cDNA Synthesis
Kit(Fermentas)ffGene Amp PCR System
9700(Applied Biosystems) FRE{ T84 & %,
cDNA, V44 16°C, 30 min; 42°C, 42 min;
85°C, 5 min. ZR 5 Bl puL_LiRcDNA AR, LLU6
TERINZ I, BEARIIREAE3 AN 5L, fERotor-
Gene 3000 Real-time PCR{X(Corbett Research)
AT SEI E BPCR, VAR R 95 C TS
min; 95°C, 10's; 58°C, 15's; 72°C, 20 s, 35 M I
+0.5°C/eycle, 5 s, SANMEIR. SEHH BT 519085
HInvitrogenZs ml & . A8/ IIRNAJKFE E &
R 72 FIRN AT L SR s 3R 22 A5 K 52 W0, DT 194K
i FH2 AN AR IE, FTR IE J5 B A S AR
H I miRNA [} 355 51K 7 .

2 B8

2.1 ERNA#RZAM LIy I E VR 45
RLW], 3FhAS[F ST NE LR bR A B RN AT
Aol Ao T3 01,88 1.855111.83; HEIZ HL vk 45
AR REA (1) 18S FI28S 4% By e id whr, H.#%

SRNABEEREEIRE. 1: 1FH
FFARZHZR; 2 ZRIFT 28 BThs
(VR4 3: HBVAH S
ZH4H.

28S
18S

55

JEZ L1 L 2(1&I1). bk 45 KR WISk B3
T AN R 2 200 JH U 20 Z3hR AR (1) A RN A B AT B4 1)
R, 564 AT LA A2 5 22 Imi RN AES Fr A i
SIS 2 S PCR ) SE I 2K

2.2 miRNAY Bl 4 R 248 5 I miRNA
F % Genepix 4000BF1#, Fridss B LKE2; B4
Genepix Pro 6.073 47 KAr#EAL AL EE 5, i R 45
REREIEFIFIEAZAEL, BRIk
HNIHB VAH I JH 8 41 230h 3k b il 245 1
miRNAFT64, 4l Hhsa-miR-602. hsa-miR-
129-5p. has-miR-210. hsa-miR-671-5p. hsa-
miR-30b* fllhsa-miR-572; ik AL 215 1
miRNAF 81, 73 % yhsa-miR-143. hsa-miR-
199a-5p. has-miR-195. hsa-miR-27a. hsa-
miR-99a. hsa-miR-519¢. has-miR-130aflhsa-
miR-597, RARZE R WKL

2.3 %8P FPCRAEM B #9miRNAZ R DI T
IR miRNAGE PRSI R 3 A 7] 28 2 JH ik 21 21
FRA SARNA MRS, SE I 7E S PCRALIIAE S 1y 45
b 22 PRI mIRNA, 45 50 LR 1, $EoR s
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B 2 Hy3™REARCHVERNASINA™ mRNATTH 232 B (B MAE). A: IEHEITFHEL: B: ZRUTRITIECEL; C: HBV

LEESERREETEAS

EEPCRE: . 5 miRNAL T 45 L #h—5, £
miRNAC F 1) 45 5 HAG rT (5 7.

3 111E
miRNAYER — R AR E N HAT22 ntZi 4
g it L BE/NRNA, J 2 A AE TN H . 1
Y. S BINRIZ R EY S, BT IEA A
ARKRE . AR T JIE R R 45 2
A HE ok AR rh A Ay AR, BT
SR KVE. WDu er al® ek b R
A miRNA(lin-4) 46, #152009-03, CL47E103
AR R M miRNAILZ95394, Hirr A2KZy
706~ (F i K YF T Sanger miRBase 13.0, http://
miRNA sanger.ac.uk/sequences/), #ifliilix4s
miRNAEA i35 N2 2D 30%3E 4 [ el
KEEFOR I, 152 P N2 s #6114
miRNA RIS, Wkig e KB fibk s
miR-155735_FiM . AR miR-2215814 -
WU T let-7R 0k R g E
FE I miR-143 MImiR-145361A8 R, 184k
E 40 B 3 195 B miR-15a" Y FimiR-16-1% 1%
R PR miRNALE IR 6 2R R ]
A R 2B g i DR sl i DM PR VR . A IR
AT, R miRNAME R R mRNA
(B AR e TR S 5 I 41 AR A 1 i,
WO mi RN A 55 2 12 1T i 5 S0CHAT R 3 4]
Bk JE AT I RIE % H AT mi RN AYE PR
AR AR DL IE AN 2 K B A, A 3
FIA/E P : miRNAITRN AT S K018
H A5 Y(RNA-induced silencing complex, RISC)
P mRNA 33U TRIX A g0, 24
P e e A BANEO G 25 A i, P B I mRNA
(I BEAR, IXFIIR SR 2 0L, Eshh %
KT T I P R 58 A AN A, 0 A
mRNA KI5, 18 1T 52 36 R 2 1 ) R0 2,
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TEHEBRAERS « 2 590 R0 5 At FFF JUE 7 995 1) 5%
T, AT miRN A S 52 FEP CRAG I
KB 51EH NRIFAFEH S L, F%miRNA
TE 2 BT 28 R Ak R0 H B VAR ¢ P T g 41 20
H A B, WmiR-602. miR-129-5p.
miR-210. miR-671-5p. miR-30b*FImiR-572;
UL RE 2 M, ImiR-143. miR-199a-
5p~ miR-195, miR-27a. miR-99a. miR-
519¢. miR-130afmiR-597, HHmiR-210%24,
miR-143"""1 miR-195", miR-27a""", miR-
992", miR-130a""% CL% SCHRHE i 76 Ho A i
JE AL AT R B, PR IX A AN A S 7Y
JHREAH 2R 22 PR R IR ImiRN A ] fEAEHB VK
Gl — JHE A0 — JF 1R A A A e 3o R i 1) o 22
(P 2R ARL g R B S R A . B IR S E
AT AL A LE R IE s T M miRNA, 76
LI J AT AL AL ZURTHB VAH S T 98 41 21
RIS H W] 22 5, RWImiRNAK LR IE AL
b B R A AEHB VI G — G Ak — JHJo 30 o
).

W AR g RIRAT AT AAHEN H miRN AR
() SR ] e A HB VI G — I Ak — JHH 2E R 1Y)
BN, FIXmiRNARIE M A vl fefe st T
IR R AR K.
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Abstract

AIM: To observe the efficacy of octreotide in
the treatment of intractable Mallory-Weiss
syndrome (MWS).

METHODS: Forty-seven MWS patients who
did not respond to routine treatment within
24 h were randomly divided into two groups:
treatment group (n = 24) and control group (n =
23). Patients in the control group were given an
intravenous infusion of 40 mg omeprazole, once
every 12 hours, while those in the treatment
group were given the same dose of omeprazole
as well as continuous intravenous administra-
tion of octreotide via a micro pump at a constant
speed of 25 ng/h for three days.

RESULTS: After treatment with octreotide,
hemostasis was achieved in 17 (70.8%) patients.
The overall response rate achieved in the treat-
ment group was significantly higher than that in

www. wjgnet.com

the control group (91.67% vs 73.91%, P < 0.01).
Moreover, the hemostasis success rate in the
treatment group was significantly higher than
that in the control group (P < 0.01).

CONCLUSION: Combined use of octerotide and
omeprazole is more effective in the treatment of
MWS patients who do not respond to routine
treatment.

Key Words: Octerotide; Mallory-Weiss syndrome;
Bleeding
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B H9: LI b Bk ) M Mallory-Weiss 45 4
AE(MWS) 84 J7 2L.

Fik: B2 FHEIT24 hin b e ROEFMWS
B EATH), KA A2 97 (0 = 24) A3t
WL (n = 23). ST R HBIREHRES
w40 mg, 412 h 1R, %677 48 Ae A B IK25
png/hEREZN, #E M3 d.
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%, &70.8%. 7897 4LEA K F(91.67%) A BAL
T2t BB 20(73.91%), 7 J7 28k o AR R AR T2
R, £ 51 A R HHP<0.01).
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LEAE X3 TR BIN R . MW SZ) Y Fi Ak & I

s+ B HEMWS X 0 e L ik ,

bk, s 0.1%-14.7%", JERE B FR K 20 DL I

R ra Bz MWSHRHEM BRI BRI, S8 o @M A8 TR EEN

Mie, ke JFEATRMEMTC AT GIRIL. 2 oMbk, By 8T4A 24 17(08) 5(20.8) 283) 22(91.67)°

FAEER. M, B A T 2 A s RTBE T, I R WIB4E 23 1043.5) 7(30.4) 6(26.1) 17(73.91)
LRGSR FiT,
MR 1R, — % RIS AR . BRI .
SIS0 R T M WS K, ) peen
PR, DUAEANE T AL B TR, L AT,
| SRS 70.8%. ¥0I7 A AT R (91.67%) W AT %) 1
1.1 ## AR414741 4 FF2005-01/2008-01 74 H1(73.91%), iR7r ALIEIM B AT R IR, 22
i, 251 S M WSS, R A 2 A BFEMEWP<0.01, R1). HIT 260367 TR
I B BRI {53 51000 mL, A HESPRIT AR IR &L AR AL6bIiT
e PR S AL T T e s B VBE T ORISR R R . AT
B, A7 I . T ks IPHERCIR, MIRASPRE D, R R
1381, LEGRIKE 31 SH, AW g, PP
i R LR ML S pf% ZH DEE, s
; = &Il (s 2 Spin
fgﬁfgﬁ;gf ;ﬂ‘?;ﬁ;ﬁg?j;;g MWSL i TEIE T, 0k, A, #2
WUTIIALE, LHUMWS, 2054 bash, 47 o JHOTHRL VR P S 4 e
23000, KE0.5-2.5 om, 5 RGIE, ppaah oo PRSI, FET A
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