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Abstract

Hepatitis B or C virus infection carries a high risk
for genesis of hepatocellular carcinoma (HCC). Most
of HCC patients were complicated with cirrhosis.
The choice of therapeutic modality is depended on
tumor location, metastasis and liver function. The
only proven potentially curative therapy for HCC
are hepatic resection or liver transplantation in
highly selected patients. For the patients with non-
resectable HCC, chemoembolization and ablation
therapy may be used as the primary therapy.
Agents for highly advanced HCC should be given
based on clinical trials.

Key Words: Primary hepatocellular carcinoma;
Hepatectomy; Liver transplantation; Hepatic artery
chemoembolization; Ablation therapy
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Abstract

AIM: To investigate the expression of nuclear
factor-kappa B (NF-«B) in liver tissus of rats
under the condition of simulated weightlessness.

METHODS: Eighty-four male adult Wistar rats
weighing 280-310 g were randomly assigned
to simulated weightlessness group and control
group, each with 7 subgroups from 1 to 7 ac-

cording time sequence in day unit. Tail-suspen-
sion was used to simulate the weightlessness
condition. The expression of NF-xB p65 was de-
tected by Western blotting analysis and PV-6001
immunohistochemistry respectively.

RESULTS: The tail-suspended rats were upset
at the beginning, and seemed adapted to the
microgravity condition after 2 to 3 days. Tail-
suspension significantly increased liver NF-xB
expression in rats, as compared with the controls
(F = 271.36, P < 0.01), with peak expression on
day 1 and 2, followed by a gradual decline to the
normal level on day 5, 6 and 7 (F = 60.68, P < 0.05).
NF-kB expression stained as brown particles
was mainly detected in rat hepatocytes, also in
the infiltrated cells and Kupffer cells. There were
three types of intracellular expression according
to the location of positive NF-«xB particles, i.e.
cytoplasm, nucleus, and cytoplasm plus nucleus,
existing alone or co-existing in rat liver.

CONCLUSION: Simulated weightlessness, espe-
cially in the early stage, acts as a kind of stress to
induce the activation of NF-kB in liver tissues of
rats, suggesting that NF-kB plays an important
role in the cascade reactions and adaptation to
the weightlessness stress.

Key Words: Simulated weightlessness; Wistar rat;
Liver; Nuclear factor-kappa B; Western blotting;
Immunohistochemistry
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REHHEAR. BURFATHL PNF-«xBERIA  FIEOO I B0 S JEALH. R

27 B A Western blot#e %,5% 284LPV-6001 %
AT

HR: ERETI2 AR, KRAEBRRZ, &
BBV, KA ER £, FESHMEE, 2-3 B A FT
ER, RHRABEKRE. BMEERET L
FIFIENF-«BEAAKFHEAZ, 1. 2dEE
AR RIFALR PNF-«BER iz £ 25 T8
2A(F = 271.36, P<0.01), ¥ J&, NF-xB& A K-F
2R TRAREF =60.68, P<0.05), 5-7 dEE
ZANF-kBA& A K421k T BB 20, £ F 41t 5
Z L. NF-xBIRPE = 4 20T 536 K R 28
RLA, 78 LT K g8 e A Kupfferta BN, T 54
FORA, R, BRAF AR, FRSR
SHAE.

EiP: AR T K RATIE4L R PNF-xB&
RE AR REA, KT B P AT ENF-
kBT F ik feik ik Bl A2 5 % F Bk
VUK. B SRl & R e

REE: WMWK E; KR FFAE B TB; EER
BENIE; AL

EE. XD, K8 BEE N0 T, ZH0, K. &
RBASITARPNF-<BEIRAREN. MR HHUARTS

2008; 16(31): 3480-3484
http://www.wjgnet.com/1009-3079/16/3480.asp
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T Sy IR BN TR SR U, S —FhRe R R AL 1)
AR AT R BRI T R A 2 A8k, 3
S R H LA T AR A7 S0 A U
PN TR) B 1) R T N BPE T, TE AR L RE 52 3
SR, Merrill et al™ T 57 #4 FCosmos 204444 T
SE ORI IE, R B 2K 5 m ) S6) JH A 1) 2
B I % 2 Fh g AR = AR F 2L 520, Abraham
et alP'WF R IR Cosmos 93674 LR K
B, R TR U PR3 20 AU 7K P R A AR A, R
WERIBEMCE. Rivera er al AT HuTHIASHU K &
Y SEL, KIVEE I i i sh 221,
WAL, R BERE A AL REAS, RN B R A
HEN T K I 6 P A3 A 7. I Ak,
RIS A, R AR IR I 2R 8 AR
AT BT S JE B R AT S R R B 254 T
TR A (ER RO BN i B TR S SN W 1 1)
O EE N RN BT AR BRI BRI 9T ) R E
AT R AR R B ) S, g%
SEIG K BT AEZH 2L P NF-«BRIA R, R0 E
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1 #RR075E

11 AR IV R BR & Wistar K L84, 145
15280-310 g, FHH [E AR MV K22 S50 S i 5T i 4
£, NF-xB mAb(Sigma, USA), GAPDH(Ambion,
USA), Tl B A br i 1L 2E90/N IgG(GAR-AP,
Zymed, USA). NF-xB p65 mAb(Santa Cruz, USA),
PV-9000 R 78 =20 e Kl & (AL s v il A 44
ARAPAT]). NBT(Sigma, USA), BCIP(Sigma,
USA), DTT(Sigma, USA), PVDFJ#(Bio-Rad
Laboratories, Hercules, USA), TEMED(Sigma,
USA). #J#{%(Bio-Rad Laboratories, Hercules,
USA), &I 5 0HL5810R(Eppendorf, Hamburg,

Germany), T2 &7 2.0 L(Eppendorf, Hamburg,
Germany), i H H ik (Bio-Rad Laboratories,
Hercules, USA), IflebiK -7 H k4t (Bio-Rad
Laboratories, Hercules, USA), iR 5% 24t
(Alphalmager™ 2200, USA).

12 7

1.2.1 28 KEGEMNWFR1 wkig AT S5, B
WL A B R A RO IR, R o301 1
2. 3. 4. 5. 67 dILTANEIAH A, BERAH AR
UL T[] 2050 R 256 JUK R

1.2.2 #E B ZRIENR er alf) 75K R
ESIRER VAL E VN RN R A P
SIS K BUR AR TR T, AT TR, 0
AR WCE TAHR RS, BBiEs). Pra KT
A Yok S =i g R FFE23+2C,
RERITCHIT12 b RS AR IR, PRFRE 4T
FEE R SR AT. 5 IS AH RSB S5 O, ip R L
ZHN(45 mglkg) B S L0 KO BRI, T
1k, GIEIE R Ee NG, BUIAT 42U AE T A
th, ZE I FFZH 20 NA0 /L S v i o

1.2.3 Western blot#&m| X F AT LANF-«B& &
Ak () REEEG: AR T I FFALZ, i
NBEFE ST A, IMAN200 pnLA0 BRI, 7EUK
K A S AT T A MR RS VR S AR
MM3-51%, RIGHR R B0 T, 4°C midiEo
(12 000 r/min)80 min. Wt FiE W, 7334, -80°C {1
1745 M5 Q)INFE, FLEK, 160 V, 1 hy (3)FEM5: Hijk
5% B JE V) HL60-94 kDaM127-45 kDalx., 4 [E
#1220 min, #5100 V, 100 min; (4)%5% &V 7K
TR EHTBSTIREPVDEE10 min, =~
(4R K RSB H11-3 h, T TBSHiFE—HINF-
kB 1:200, GAPDH 1 : 10000, 55PVDFJ it

NF-xB¥# % & X
BHARGE, A
S5 KBEANR
Fa ZoE BB R &
EEJGE =& S
) ]
iB#. NF-kBAEML
VYR W Eek
Py E R R
MH 2B AR
04 kB )AL

Wi £ E
R R & B
*EFXRAFIEA
2 P NF-kB# £
kA B SPIR I
YERALE], B P9k
% R L K MR
b,
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ABREAWestem 80 e o i o o NF-cB b Emf-C
blotf= % & 21 4L B I — GAPDH 1.04 ab b ab a a
PV-6001 kAR AL o) Tosl 2| ] 34 8 a a Ta
BAERIMIE 60— — NF-+B %

@R PNF-xBR 3 - GAPDH 9 0.6

B, K IR Mid 2d 3d 4d 5d 6d 7d )

Mk E R R L 0.4-

%‘f; zﬂ; HEIEF' B 1 Western blotE SN SR AGRAFIENF-«B p65%F 0.2

kBRER AW ¢ T HA T M. il

S R L T e M: Marker 0.0-

KA L A2 5 1 2 3 5 6 7

K E R A
K E A — R
%%,

4°CHKA N RSN AR5 I TBS TR 4
FEIR FPE10 min X 37%. JNT B SH B 1 1 12 1
FRIC ) 5T SPVDFIEAE H W T~ A i¥2-3 h, 4kH
TBSTLEM O RE IR EYE10 min X 39K (5) &0 H
Tl ol R I i / BCTP/NBTT 4 (74,10 min.
1.2.4 Sz aatesm K ST A8 NF-xBAL: (1)
Tl AALPV-60013%: H D) v, Wil 27K, 3%
A AR 10 min DLBE BT A 5 i S A
PBSE3 minX 3Kk, MBI & e e S
2 minJii HARAHI, PBSYE3 min X 37 A —Ht
NF-kB(1 : 100) T & 14°Cid#; PBSEE3 min
X3, MBI -T2 224, =30 min;
PBSYE3 minX 3K et fi P V-9000 R H 2 —
AR IS I EAT . HIPBSZE ph A —
PO A AT (2)NE-k BRHTE &35 H 5 LA
bR 0 (0 PR T A B S PR A B DR Sy B 2
Bk U) B HL VT ESAS A5 AT (X 400) T 1) BH
PEA %, V) id GAEF AT, DR “iagak
N7 T BAPEHG S LANF-«BBHYESN I 5 BT
YL F 23 26(%o) K.

Bt B imean = SDE R, 45 R
SPSS11L.OGE v A EAT AR B A5 2253 A7 P<0.05
IWNEGEE X

2 BR

2.1 E¥Fh i oL ARWTTA 2 B AE S5 1R
THET. fERE M2 d, KEEERAZ, Rk
/D, KR ZE, IS BIRGY, 2-3 dJE AT TN, B
Wk SR8 R

2.2 Western blot#ml 25 & AT HZR I NF-x BH)
Western blotZr 145 KRB, #5586 2H S ) R4
KU IEH 2R b 2 T K 370 kDalf)NF-x B
(). S0 A LU, BT dZH K BUH IR
AP NF-« B KT B T, I s,
FER G2 F R L e = 13.27, P<0.05). Bti%
PR R TN ) PR ZE K, NF-kBER [IRIE K2 F
Bkady, Trh3-5 dANF-«BIIER K -k,
xR ZE A W 1116-7 dANF-xBRIA

4
t/d

2 TBIAKBAFAENF-«B/GAPDHI R ELHE, =8RE
REESREP<0.05).

DUMEC T~ IEH B, 22 5 e e vh 2% 2 SL((K12).

2.3 NF-k B g 4t 2 & NF-«BFHPE =4 %
USRS o N R I S N AR 1 94
Kupffer4l fi P . £r 3 tRCIR IFNF-xBRIAAL T
AT S Az, oy AN, RN B
FoR o Am, v MR AL AL, R
AR, PR EOR G AT, 754 A% Bk B
P, BT AAZ SR, AR AT RS FORE ASCER S
&, HFEALTRZAZIX(EI3). 45 R 8oR, 1. 2 d&
R ALK U AL R NF- BRIA R W] 5 v 6 e
YUF ey = 271.36, P<0.01), Bl FIL K FH (7]
[FSE K, NF-k BRIEAKT 20 5 F B E
= 60.68, P<0.05), 5-7 d& R NF-«B& kK-
AL, 22 I G2 F R L 4).

3 1YiE

NF-kB/ &SenfiBaltimore T 19864F 1 5T i M
B U4 A% fil 4 ) T A H AT s BR B
B2 DA 3 5 1 BT AR S 4 A I R B T A
T NF-«BJ ZAFAET HAZ AP, J8 T ReldE
FIEW, A RIEEAD T, O824
¥, NF-xB p65:& L H 8l i —, Rikiw) iz,
AR, ARYE TR OR. NF-« B KR A
221k 53T, A3 2 M 2N ORI 2
MR A sk Rk, S 5T, B
A Z I PERFIE. ST, 41 ANF-«xB5IkB
MHIE A G, LT RIERES. ZMHE
AIPENF-B, T4 FINF-c B M T 5% 2|
A0 A% N IR DN ASE € 6 A7, 2 if J5 3l A
Pl SR Y, RAE AN,

WEFUR IR, NF-«B 5 1) 22 B A2 45 G,
FEFTPIE 6 St 453 4 ok R o o 4 FH U, M
% et al" O K RN 2E AT 454 S N F-
wBIE U R T, 5 5 R R )y e S R A
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3 BN E N AR ATAENF - BZRIABISZIE(PV-6001). A: XFIBLL( X 100); B: NE-xBE#E, 328, BH1 d4HTIL(x
100); C: AR NF—«BIZAIZRIR, 0] LA PHME MR i kB2, 2220 TAZ X (% 200); D: NF—«BPHE: =177 0] I
T RUMFIK upfferZHIEN (X 200).

50+ —@— ERA
—O— %R

4 BYEANF-kBRBBILERER(Imean + SD).
—%(. Salazar-Montes et al' "WF 57 K BT 245
1430 min/iNF-xBRPBE. EAHYF er al WY
AR, NF-xeBad e 148 T it ik DRn = S 03 5.
o HFIARALL R IR B HFENF - BIF & 1A
FEAE DRI 18 P A0 1 AR AR TE . ARSI 45 2R
KL, AEBAU LI (48 hiA), KU EZ4Z
HFINF-k BRIA KT L TH &, W HH Western blot
P8 SR IR o % AL AP V600 1 41 2L He (4 11 5
R 7P iINF-x BIIX R AL, n e AR TE
PRSI 3 B PR TR I 231 7K I N B0 R, Wise
et al"™ R FCR M, TR S IREE 5 i ik 414 5 Ak
M (oxidative stress)JFiEHLNF-xB, 51 K% %
1 i A AT 2 FH 5T B, NF-xBAE
FEALL 2R T /N B S AL R b Rk e, PRS2 AL
TR R A S [ KPR R B, NF-«B LA &
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HED, NF-kBIE Ak PR 428 0] 2K T A 85 ]
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=R, KPR A] O ETR S AR AE. a2
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Ui W] T NF-x B 0 AR R 4 42 40 2 35 )
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iR EE
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Abstract

AIM: To explore the changes of leptin in
intestinal tract following hepatic ischemia/
reperfusion (H-I/R), to investigate the
association between these changes and H-1/
R-induced intestinal injury, and to find out the
role of leptin in H-I/R-induced intestinal injury.

METHODS: A 70% H-I/R model of rats was
established, forming 5 groups including sham-
operation and injury ones based on different
reperfusion time. Enzyme-colorimetry was used
to detect serum diamine oxidase activity after
injury, hematoxylin-eosin staining and immu-
nohistochemistry were applied to investigate
pathological variations and leptin protein ex-
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pressions in duodenum after injury, respective-
ly, while reverse transcriptase-PCR was used to
detect leptin mRNA expressions in duodenum
after injury.

RESULTS: Compared with sham-operation
group after injury, the four reperfusion groups
showed no significant difference in serum di-
amine oxidase activity, but serum diamine
oxidase level was significantly higher in 60 min
ischemia/60 min reperfusion (I60'R60") group
than in I60’R360" group (P = 0.0077). Patho-
logical investigation suggested that duodenal
impairments at the early phase of H-I/R were
more serious, while the impairments at the later
phase lessened gradually. Compared with leptin
protein expression in duodenum of sham-opera-
tion group after injury, that of 160'R240" and 160’
R360" groups increased significantly (0.126503
+0.005873, 0.129458 + 0.003755 vs 0.079269 +
0.001995, both P < 0.01), and the levels of reper-
fusion groups decreased in such order as 160
R360", 160'R240’, 160'R60" and 160'R150" groups.
Compared with leptin mRNA expression in du-
odenum of sham-operation group after injury,
that of I60'R150" group decreased significantly
(0.944 + 0.033 vs 1.022 + 0.011, P = 0.049), and
it was significantly lower than the level of 160’
R360" group.

CONCLUSION: The expression changes of
leptin in intestinal tract after H-I/R are closely
associated with intestinal injury, suggesting that
leptin may be a protective factor of resisting
H-I/R-induced intestinal injury.

Key Words: Leptin; Reperfusion injury; Liver; Duo-
denum; Recovery of function; Homeostasis
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Ui R
BOKC . AE A
HELRE, BA
i K Jleptink
FF B e/ BRI
T B i AR 45 A8
X IRE. B
8, & Tleptin T
AL E RN
HRFF MR
iF A2, BF K leptin
Ve SN S 4
A58 fp B AR A
P4y T A, A E
¥ leptin2 % X
ARG KR
BBy — A EE
S

Fik: I KRT0% H-URER, KA AL
RS, FFLA9 R, AR K A B F K(Sham)4 .
A 260 min/F# 260 min (I60'R60')2H .
I60'R150'28. 160'R240'2842160'R360'48. 5K JF)
B bb & A M AR5 5 i e B ALEEE M, R
FAHE# & Fo %, 9% A 22405 5 o R A0 3345 )6
+ IR E Aeleptink G kA, SR
i 3 F-PCREMIL IR & + =38 Mleptin
mRNA % ik 69 T 4k,

ZER: 53545 5 ShamZA AR, W/ B R4 b
T BACERE R R F £, 12160'R60'20
%% FI60'R360'Z8(P = 0.0077). 5532 I
HRTFH-I/RFHG T Bt EmE
2% ¥ . 5 Bith & Sham4l+ =35 Mleptin
E8 kA Ak, 160'R240'. 160'R360'4H 2 25t
#(0.126503+0.005873, 0.129458 +£0.003755
vs 0.079269+0.001995, 35P<0.01), & # i
282 14 #160'R360'. 160'R240'. 160'R60'+
I60'R 15048 69 A 4R K 3% 8%, 5 #14% /& Sham
20+ =3 Mleptin mRNA & A AL, TI60'R150"
20 % F A%(0.944+0.033 vs 1.022+0.011, P
=0.049).

#5182 LeptinfEH-I/RJS Wi M & 4 ¢ &L T AL
518 34 Fiaka %, Bwleptin®T AgAE A —
FAR I B F 2T HH-IRA-F 09 B 8 5545 .

XA ER, BEED; I + 280, ek
2; MIERE

MZ, B0, BEIE, TS5, Kl TR LeptinfE ARSATERID
[BEEN SR TPEIER. BFENEHRE 2008;
16(31): 3485-3491
http://www.wjgnet.com/1009-3079/16/3485.asp

03I

JHF S5 0l /P HE T (H-UR) R AE TR A . D)
i BEREH A E I, 510 i 3 2R
SRR R, Ca R AN ik, 258
i PR AR DG 99 b 3 AN B T (1 o 2 S R0, 9
F(leptin)s—Fh tHobJE KRk, 1672,
oy 1 i A 16 kDalfli B8 7, 32 S24F A 2 )
B (ERERE R RS, MW STIE Kleptin
S EReRACH . ARE-py b U BT AR AT
4 e o o B R T i ) A Ak LA A2 40
AR 17, I REUE G50 s RGN AL B

JTE & TR BEE AR I E 2R T, leptin
S 5 R348 52 5% DIAR O AR R, 1 HL

18, FATW A leptin/EH-I/R G I1E W R IE Kk E
—JE AR, X AR Yl S MR . T RE
ZAFAE B IR, AT K R 70%
H-U/RBEAY, R FH i L (R U 453 405 i 1035 i
FALBEDAO)EPE, RHIHES (O H 12 20 2340
SEVE Y R U 0 )5 T i W 3 B O
leptinfk FAFRIA, HRH Wi 5% -PCRIZM S0
Ja+ 45 Hleptin mRNARIEZELL, ¥Ridleptin
TEH-VRAF 1) i $ 47 Hh  H.

1 RT3

L1 AR G RS 9 8 Bt 22 3, A
H1250 g; SEE ARG 8 SD KR4S, 7Rk
250 g, ¥y el N R CE S B S5 B )
PR AL AT IR 5 D98010). HE4 filleptinliy
HPepro Tech®A#]; 4 K584 KA TE R FIIE
HGibco BRL*A#); AMVI. Oligo(dT), 4 [
Promega”/sml; BRI [ Sigma® /A &]. DAOKS:
IR 7] p e RN R 75 20 I o 55— B e = e
BB JCEI s BEREh a2 il . AW AL
HlgG. BT H MR L IREE G 5. &
LI M DY #5192 (D A B) B 530 & ) B b g
AR A7), TRIzoliAH]. RNABEHIHIFI. Taq
it dNTPsI AL 5 E" A F]; leptin, B-actin
514 Hr AL B8 S A T A AR 34 [
FEo T AR

12 7%

1.2.1 leptindtdn 7 69 4] & ¥leptinLJ51120 pgy
3 mLAR RGeS G, LSRR N2
SRS BTG 2 A, B A RS mL.
T RGP 5 2 whHEAT o e, R AR AN 584
Ve, Z e tEbad wkiEAT 1O a8 S, Jert4ix.
RU AP G 1 wk T BORAS T 0 25 3 A 3
P BN A R Sl S SR AR 4%4°C . 3000
g 15 min, A7 L5 T-80°C 45 .

1.2.2 X &70% H-URBEAR a2 5. K BENL
BSAL, BEA9 R, KO RFAR(Sham)4 ., JHk
1160 min/FH#E60 min(I60'R60")4L. 160'R150'
41, 160'R240'41 F1160'R360'4H. SZIG 12 hik
. ABEK, SZE I LL1% )% P H 2 85(60 mg/ke,
ip) BRI K B, o454 N IR, BOH T2~ A&t
DIET, 7800 Wi — P 1], DAL e e P T4
iy X, 60 min /i HUH A JE AT e, IR
PG mLAE B R /K 5 5. ShamZH 5 51X
Bl o B 20 43 X, ABNIE P LT PR
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S|4 ZERREB B PCRIR N2~ PR/ bp) GenBank
leptin 5553 1#): 5'~ACCTGGAGAACCTGCGAGAC-3! 336 NM_013076
T531¥): 5'~AGGAGTAGGAGAAACGGACA-3
i 94°C 30 s, IRW: 55.6°C 30 s, FEIE: 72°C 30 s, {&FR: 35
B-actin 5314 5'-AGAGGGAAATCGTGCGTGAC-3! 445 NM_031144

TE3 190 5'-TGGAAGGTGGACAGTGAGGC-3'

DI 94°C 30 s, IRW: 55.7°C 30 s, #E/E: 72°C 30 s, {&F: 35

1.2.3 i B+ =3 At e & B T4
IV TA) R A [ BRI 45 R X &% 4K BRAT O
I, 1 REE 37°C /K20 minjs, $%4°C. 3000 g
20020 min, PRAZILE T-20°C. fhifi 5 HGEE H
T AR IR 2y, — O B AR R AT
-80°C, by K A A MR 2 B S TR
ik HSRIEI S, HIERA . R Leica”
RM2135U) i WLESEY) Fr, JEEE4 pum, 25T
HE YL €8 R G i 41 234k 2246 0.

1.2.4 A DAOE MK MEDAOK N
bR UE S 75, 1500 300, 600, 1200,

2400, 4800, 9600 U/L, B L45 AR . Fp
HERFIAE fh . 240 WLZEMR/K . bRt S Rl
EREB I 0.2 mol/L pH7. 2R 22 /F k240
ul. 40 mg/LERFR L A A8 L 5 g/L2AlIEk
WAL uLy 1.75 g/L 58 7 B8 pLirfR &,
FHEEDEIRAI2 min, E37CEEE/KH30 minF,
T-436 nmih DLZS [0 R T 5 I 00 %A R L
JCRE. LARRUER (D A OE P FHAG 2 i A B,
DA ) 2 P 1 22 5 WO B A AR b, A HE At
h 2. B35 I35 B Sl R U 28 S RO AR N bR A
ik, RIAT V15 AR N RE S I DAOTE £,

1.2.5 + =38 mBith e s |+ IR MbR A A
WD) R 4 R S R T RS Ak PR K,
LGl R AR SR g (0. R RS /1L

FRE AR . P e, T3 40 50 BT RS Ak
H. CHZGEW S, B RIS A KA Leica”
DC300FZ 5 KA R G ML HATEHE G (r 4 L.
1.2.6 + =45 Mleptin®k & & ik 69 4m): K 8%
B 90 A # -1 S AR B I 45 =0 I R
Wk A i leptingR IR IE. AU A4 — H 2R
WL B R RS A B AR K, IR P I A
WYIBHG B PURMER . IEW M. Pk
“hity. DABYth. ZEIB/KVEE, FHAGIIME 7
REFEWWGE . ERRTGRE 1 WK IR

BAEEORG AL . KBV, F R e
. BTH—PiAL D 50 A filleptinbt i, —Hih
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Sham  160'R60' 160'R150" 160'R240" 160'R360'

B 1 HMpERAMBEDACEHE. 'P<0.05 vs I60'R360'.

1 2002 E AL E iRl gG, BERIIAL 200
BRAR I A ) W bR BE R OF 1 3R, AR
DA IR 5 22 PR BE . Rl Leica® DC300FZL A
BRERG M TIEH R A Yt g5 R, A
IR BEALFRIE O ML BEAT 4114, K HImage Pro
Plus® 6.09C1 52 f /3 T A N0 45 h ks Sk
MR QU Y AP s BT R RN R TP
BE R,
1.2.7 i# 43 -PCR: KH TRIzoliAFIHEE -+ 45
W S RNA, B0 B U] HE T, 2IUERNA
Ja, BL=287K 078 B0, AR 260 nmAk 1)
SNSRIV B RN AR, B 5 24T 10
k. LhB-actin mRNAKIE/ENcDNAR AL
PCR W [ NP5 ME 2 I, Teptinll B-actin )54 /7
G R N AR IR L. T 15 g/LE B e ik A
PCR7 ), I Gel-Pro I G A 571 734t
Lk EIA.

SR R G H K Stata 7.0 74
P A B, A FH B0 DR 25 07 22 4 AT PRS0 ReAS 563 43 )
HEAT 22 R A2 (8] FH PR R A ) LA 2 245 SR DA
mean+ SDFE 7R, LLP<0.05 4 2 7 B#H VL.

2 ER
2.1 Bith 6 Bl EDAOE MR T AL )G

ot/ A E 6 R
G a3 A d
EBK . Pk
minRE. AR
EINOXH . #
B -F-xBi#E. AT
K & tm fo B F e
s = N
At f B =%, M
leptinkg iX 3: |/ &
A EB, BT
Pl A 5 3R 3 BT B
oo/ B EANF
NE AR5 AT HAT
FALIE Fleptinfe
Bith Ja R AER L%
o A 4 09 PR AP AL
BL.
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WAL # S 5 A ,
A5 K Hleptin == - A
B ) R fﬂ*ﬁ%: @~ : gt
sussazs B USiedh 8 8
% %89 Rk T AL, 2 < Sy v
2 F ey Rk gﬁ‘; %1 5 .. y '

W i8R A B E AR
5%, leptink & K
B e ts A A £
FEWBHE, BT
leptin§ Af #e fn/
RN =R GN
M % B A T
e BCE AR VT A
WT ARG R T
HEERE.

s
ik

e EnA

[y

2 RMHESE T+ IEHIRES THERE x 200). A:

Sham MIFDAOIH VEAH LL, 44 FRiE A 2 3y
JC 2. PR AL R AR LE, T60'R60'4H
B T160R360'4(P = 0.0077), I60'R150'2H #4
I T 2. 35 5 T I60'R360'41(P = 0.0858), HiAth41 2
()G 2 35 22 ().

2.2 Bt e B+ 35 e R F T AL 5 Sham
AAHLE, 160'R60AL T — 48 &L F R AT R4l
MGG B PR3 0 FEFIA RN mERR RS M
SR>, RPRG JR I rEZE40 . Bk, PR i %
B, FERERE A 2 7S . 160 R150'41+ — 45 M %
JIE b B AR 4 K S B0 P B 0 A AR AN R
WIS 72K M IRBE, RPRSG T 2 %40 Hi R,
ORI LB In . IRBE, R A2 A8 e
160'R240' 2 1 45 W &L b R 2 AR 40 B vk 3
PERGIN. HEFUZREL . URIS K IRBE, MR
GURISETEZEE . R, MR RS . T
INBE, BB AT 2 78 Mk 160'R360'41 -+ —1F
J AR b Rz JEREIR A S B P HEZIE T
RO EW] Sk WA R A RS TE, RPIR 2%
T e AR PR G O, FOTR A0 KR |

JCH WIRBE, R AT 200 78 1L (1&12).

2.3 Mt &AMt = J5Mleptink & Rk ag &
e 5447 5 Sham4l+ 45 Mleptins (1R &
(0.07926940.001995)4H Lt,, 160'R60'41(0.089756
+0.014883). I60'R150'4H(0.074811+0.010886)
52 R #H %5, 160'R240'41(0.126503 £

Sham; B: I60'R60'; C: 160'R150"; D: 160'R240'; E: I60'R360".

0.005873). 160'R360'41(0.129458 +0.003755) i
FFHE(IP<0.01). FHEVTZH 2 (8] Wy P AH LE 356
%% Z 5 (34P<0.01), $4160'R360'. 160'R240',
160'R60' 160'R 1 50"4H P 1k et k(1 3).
2.4 FidhJe &4+ =35 Mleptin mRNAK A 69 &
t L340 5 Sham4l -+ —#5 Mleptin mRNARIA
(1.022£0.01 1) kL, T60'R150'4H &} 2% [44%.(0.944
+0.033, P = 0.049), 160'R60'(0.990%0.001).
160'R240'(0.968 +0.041). 160'R360'41(1.041+
0.017) 52 T B3 255, FREELL 2 (M WA
Lk, T60'R360'4 f 3% = TI60'R150'41(P = 0.014),
I T B S TI60R240'41(P = 0.065), Hih

Y2 1A TG 2 2 e (K 4).
3 111

H-1/RGE i A B35 HL R 2 2652 B R i,
PRI SR AE . N ZR/NOK AT . B 1B
I AN et S i L 1 i ) O
Py AT H R Bleptin b Y ER

NO. #IH 1 -xB. ZF AL 7 SAUEE
FLHTEE b 4 i 2R e e A ) T AT A A 1K
R HLATHT 0 T AE B AIEIE S eptin
TE R JENE SN PR 5B R AR OB 0242,
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Abstract

AIM: To determine role of angiotensin Il (Angll)
in alcoholic liver fibrosis and to provide a new
suitable agent for clinical treatment.

METHODS: Wistar male rats were randomly
divided into 3 groups: control group (n = 30),
experimental group (n = 50) which were intra-
gastricaly infused with NS or alcohol, and Cap-
topril group (n = 30) treated with captopril twice
a day for 12w [8 g/ (kg-d)] following two weeks’
of alcohol infusion. HE and van Giesion staining
were used to observe the histological changes,
and serum or hepatic hyaluronic acid, laminin
and angiotensin Il were detected using radio-
immunoassay method. Immunohistochemistry
staining was used to detect the expressions of
type I and type IV collagen in liver.

RESULTS: The serum Angll level began to
increase after eight weeks’ of ethanol feeding in
alcohol-fed rats and reached the highest level at

the end of 12 weeks, significantly higher than
controls (1250.50 + 170.06 vs 598.20 £ 83.73, P <
0.0005). Angll, detected in liver, progressing
increased and showed significant difference
between alcohol-fed rats and controls (1083.4 +
197.45 vs 568.2 + 89.82, 1382.5 + 154.88 vs 570.2
+77.63,1504.00 + 173.12 vs 579.2 £ 87.65, all P <
0.0005). HE and van Giesion staining showed
no degeneration or necrosis or inflammatory
cell infiltration or fibroproliferation in captopril-
treated rats, whereas dramatic changes were
observed in alcohol-fed rats. At the end of week
12, serum hepatic hyaluronic acid and laminin
level were significantly increased in alcohol-
fed rats than either the controls or the captopril-
treated rats (33.9 £ 2.77 vs 22.0 £ 2.31, 242 £ 1.9;
72.5+3.31 vs 54.4 + 3.15, 56.7 + 3.22, all P < 0.05).
The result of immunohistochemistry staining
showed no different location of positive stain-
ing, but the strength and areas of type [ or type
IV collagen-positive staining were significantly
lower in captopril-treated rats than in alcohol-
fed rats (6.45 £ 0.41, 7.01 + 0.49 vs 17.23 + 0.62,
18.04 £ 0.89, all P < 0.0005).

CONCLUSION: Angll is increased both in plas-
ma and also in liver tissue. Captopril inhibits
formation of liver fibrosis, decreases the plasma
level of HA and LN and reduces the expression
of collagen type I and IV in liver. Thus Ang Il
promotes the alcohol-induced liver fibrosis.

Key Words: Angiotension II ; Liver fibrosis; Alcohol;
Rats
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pathogenesis of alcoholic liver fibrosis in rats. Shijie
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2.2 FFRELALR IR IL S HE M VGHAa4E bR %)
HRAL /Nt S b 52 2, T 40 B IR 71, e
PE. RIEHN S Al R, JoeT 44l 238 A4 RS
A4 kA RIS ) B /)N i r ok ik DX /N
ARNG A2, JFF4i i R IRIRTE, 2P 4 B =i
12 wkoR, K273 /INH T8 iR it LKL A =
(R A e R AZ, I 4i MR e 22, I n) v e
K S DX R AT e L2 R, AR ROIR )
JEE/INIE YR, S BRI /N, ARG/ T
&, 2R IR R AT e 2388 4 T Captopril
8 wkA A HH I =) B B2 T 10 A Pk, HE 48 P AR
B B S NE A PR A AN B 5 12 wkoR T 17 A i
AR, JoeT 4o X (K1),

2.3 FEW R, EHEZOLSE LK wk
K& M ME LN 7% e g # - (P =
0.231); 5508 wkoR VRS 41 L3 LN B T 46 T+
i, 12 wkRHE— 275, 55X 4 & Captopril4
g 2z B Gt 22 (P = 0.001, P = 0.012).
I35 H AR EAE SEHGA RIS whkoA I #4520 W] LU #8

B FRRARRIESFHERE). A WA B: W4, C:
CaptoprilZH.

GiH 2 ZE (P = 0.496, P = 0.201); 12 wkA Bk
2 I HAWR S B W 5 T 4l 2 Captopril4l,
SEA G E 2 7(P<0.0005, #1).

2.4 f R, AR A Ang T KT SEH04 wkoAR TR
Al H Ang [T K50 AL L3R 2 S %A get
(P = 0.067). SEE8 wicRIEAEALIM 2 Ang
K IFEETH R, 12 whARASERE T K, 5
X IR LI 22 S AT G v 2 7 L (P<0.0005). JTF 41
ZNIR TR B Ang 1T, 525604 wkAS TP RE4LIT4L
2N Ang I 7KV B FFUR T =, 8 whkoR#E— Tt =i,
12 wkAIE BT A, 50 AL LR 22 e G vl 2
X (P<0.0005, #2).

25 1. VARKRREZMLBAT R ELFE K
ZHFCaptoprilZl KRR T U J5 3= 340 T
B a A R R I BRI T S
HE RG22 ARG (R TV B i 32 B T v e ik
A DX LA R, P 88 S g PH I Gt RS AL
o T RS A B A 1 rp ek . VA XA
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T

R 1 BAMBIN, HASE (ug/l)

Iy IVERREZBLUSREER. A IR | B B: Caproprildd T BRI, C: WHREZHIV IR D: Captopril

o LN HA
4 wk 8 wk 12 wk 4 wk 8 wk 12 wk
WiRH 20.4+2.06 21.2+2.03 22.0+2.31 53.7 +3.09 52.5+3.03 54.4+3.15
iy 4| 23.6+2.15 31.1+2.87 33.9+277 52.6+3.75 58.1+3.24 72.5+3.31
CaptoprilzH 21.9+2.23 24.3+1.87 24.2 +1.90 46.8+4.22 47.8+3.87 56.7 +£3.22

® 2 SUAMR. AFAEAng I| SE (ng/L)

[M3%Ang Il 4B40Ang Il
58 g T g

4 wk 8 wk 12 wk 4 wk 8 wk 12 wk
NIRA 611.00+138.12 607.00+107.81 598.20+83.73 568.20 + 89.82 570.20+77.63 579.20 + 87.65
pid s ] 729.00+132.54 1113.40+187.51 1250.50+170.06 1083.40+197.45 138250+ 154.88 1504.00+173.12

S HE A R 2T Y AL ZRAL, 1 R TR K R 21 4 5%
Ky WAL KRR T3 AR 2T el b iy, 2
SRS Pk G A, I T DAL T S R 3 458 43 A D i B
PEL G0 o5 B MR 2 BT AT s RS 40 T
TV 705 Jst BH P TR 77 40 BB (17.23 £0.62, 18.04 +
0.89) 34 IH Y2 i T X R 41(5.14 £0.29, 5.261+0.33)
MCaptopril#l(6.45+0.41, 7.01+0.49), %= 7RG 4
T2 X(P<0.0005, [£2).

3 1iE
RAASIHIF AT L H D s, FE4ERFHLAR MR
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B 15 W e e i T R A EEAVEH, IRk Hxd
LIRS 70 2 W VR 2 5 I A 9 T 801 ik v s
FURF B SR B AE B R AR, 4R R R IMRAAS
Oy filis BBk B TR AR AL D)
FAORU AR 4 fb 5 S At 2% B L 24T e fb i 2
FAAL, MUK 3547 16— Fh ik FEAE 21 B4
RAA S E T A0 1A 3 R v R 4% T B H,
JA BT SR L BS PR R, fEMBPE £
TR 5 1 B 9 AR AL SR 2 A7 AR L5 Ang 1T
HML A B OK 2 el (K T, I Sk R e i
Pt 1 A1) 550 R IR 5 K 3% 2 R PR T LA A

| I A
AL ERRET
Ang Il /£ 8 # &
AT 4F 4 AL & 9% AU
a9 AE R, St
TR A g B A
NTRS A ZE
M Angll.
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mi gL CCLA IR BUF LA™, IX IR AASTE  JEUIR S IF P e €5, 7 1006 B 1 JHF 5% 0 B T L 3

K BFRAE % Ang
1T 46 4 42 2t B A%
PR A YA 8
R, e R
Rk F s
) A BEATF IR,
W I7 B A HEIT A
BT E
K.

JHEF AT s 5 T A A

RS PR 55 £ 8099 75 Pk JIF 28 BRC C L5 | ik
(1 FHF U 5% 55 A AN TR PR AR o YR e 95 B T o
b A S I S, S S R ) ot A
B FR G R A T 5 35, 3T LA IR PR TR
975 (10 8 Wk g K S B A 95
I DL S T E R UE S DA TR
TR TR A ASTTRE (& 4 57 s 22 (1, K T
B UE X — WA, BATTRI ] S ERE 6 V4% Tl
R FF AT A B IR A, LR T (e IF4F defr it
FEr, RAASHCH G TEY) i Ang T 13484
16 BA K ACEIL 22 3125 Captopril AP RGP JH-£F
YEALTE L) 5.

SR, TE CIEHER 4 wioRI, I3 Ang
17K BRTF46 T, 8 whA B 3E— 25 T, 12 wk
K EAREA AR LT, AT SEREAE B R KT, it
BT YRS 1 JHF 998 B 0 S A7 FER A A S TG AL 7
O SRS AT A TR R I, AR 4EAGTY
TE R R R A ASHIOE A 5%, AEZ /LA I
JERENS A5 IR A A SR A B 20 1o 1, T
JE H T RE 85 F S A I R K 2R R AR,
SETRENS O i Ang T FIACES /& R %0, PRI 3RAT]
IS FE KA B RE A 25 o3k JHF O 160 8 1 o 1 S i, A
T RPN Ang 1T & it 25 R INAE SR e
B4 wkARR, FFAZUA Ang 117K TR I A 58
K, 8 WK BE— T, 12 wkoRik 21 0,
I L S 1 12 Y Ang T1 /K-, 3438 W U SRS
FHSEAFAE Ang 11, A2 SR T MG A,

ACEZAng Il & ) PR, BEfeifAng
[ i Angll. A T DRFAng [T {2 £F
A AEH, FATN H CaptoprililidilAng 1T )&
B, MWHNEA 2 B2 . MEHA . LN &
JFAZAP T o IV BRI D i) 2k JLA 75 T WL 4%
T Captopri D VRSV 27 4k Ak EFE A 5 . 45
RN, L CEREE 12 wioRIN, ik, I
B X S SR S ) BR AT i R 36 A, R
JF /N P A A, 35 I ) 8 T T T 4 4L,
IMCaptopril 4l A WL WA ) £F 4 41 2315 4=, )6
Captopril#ill il T AT L. 53— 7 1 L
AT LA S S N JH 2T i A FEFE S HA . LN
W 5T, iCaptopril BHLIE T IX Rk As. FF4l2
T IV Yoy 240 24k 2 Y (0 AR AE SRALL Y
g, TEWIRE 112 wkoRET, ik, VX
Ji) TR 2 PR A A A 23 S 2R A Tl B mg DL T 2R

STV 25 5 5 B 7 G 1, 1117 75 Captopril 21X g
B WA GG ARG (0, DL X e 45 Sk 1
ACEIREE AN HIPRS P 4T 44 B TE I, Ang 1T
SRR VR 1 S 21 4 A T B 1) T 2 PR
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Abstract
AIM: To construct COX-2 promoter recombined

luciferase reporter gene vector, and to detect its
function.

METHODS: Primers were designed based on
human COX-2 gene promoter, then COX-2
promoter from human genome DNA was repli-
cated. pGL3-Basic Vector and COX-2 promoter
were digested with restriction enzymes Hind III
and Bgl Il separately, then COX-2 promoter was
inserted into pGL3-Basic Vector. The recombi-

nant vector pGL3-Basic-COX-2-promoter was
transiently co-transfected into MKN45 cells with
control vector pRL-5V40 respectively. twelve
hours later, cells were treated with H pylori 100
times amount of cells for different length of time,
then the activity of dual luciferase was detected.

RESULTS: COX-2 promoter recombined lu-
ciferase reporter gene vector was constructed
successfully, and the result of sequencing and
double digesting of recombined plasmid were
completely correct. The experiment of tran-
sient transfection showed that the expression of
COX-2 promoter in MKN45 cells was increased
with time. Activity of dual-luciferase after trans-
fection for 40 h was 3.5 folds of that for 8 h (P
< 0.05). When H pylori was added to medium
for co-culture, activity of dual-luciferase was
increased up markedly compared with groups
that were not added with H pylori (P < 0.05 or
0.01), and it was 5 folds after transfection for 40
h than 8 h (P < 0.01).

CONCLUSION: pGL3-Basic-COX-2-promoter
can be transcribed and activated in MKN45 cells,
and activity of COX-2 promoter increases obvi-
ously after H pylori addition. pGL3-Basic-COX-2-
promoter can be used to identify and detect the
level of COX-2 in cells.

Key Words: Cyclooxygenase-2; Promoter; Vector;
Helicobacter pylori; Dual-Luciferase
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B #ECOX-2A B B3 T % X BmE &
B & 48 i #:pGL3-Basic-COX-2-promoter, F
BAT AR

FiE: HECmAHBCOX-2E A B F 5
7%t Fmamsld, FIAKXEADNAT
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&3 T4 A Rs A BsHind M A=Bgl 11
R B, ¥ COX-2A R B3 THAE pGL3-
BasiciR 4 # & . #1249 pGL3-Basic-COX-2-
promoter® 28 i ¥ Fe 1 A A pRL-SV40RF i
A § BMKN4S 2 e, AN 10043 20 foL %
89 H pylori 3353 BB RS, AR U3 k&
Bt E M

ZH: RHIMECOX2ARA B T EURE
pGL3-Basic-COX-2-promoter, i 5> A B
MR A, Bt 2 25, COX-2
J& 3 F AEMKNAS a8 i, P 69 5% & KA T4 B 1)
8 BT IS, 254540 hey IR LB S
A HF )8 hih3.545(P<0.01); I NH pylorid:
BAR )G, BRI &6k F B E R 25
(P<0.052%0.01), 3% 540 hayF T 44 )58
h#9 54%(P<0.01).

#£i8: pGL3-Basic-COX-2-promoterft § /&
MKN45 2m fieL F 864K 4% F80E, AmNH pylori %
B COX-27E M R %3%5%, pGL3-Basic-COX-
2-promoter ¥ A JA k% & FeAsi 48 feL P COX-2
g K -F.

X8R NEAE2 BT Bk HITIRAF R, W
=255, BAZL, T3, J0E, ST, SBEZE. pGL3-Basic-COX-2-
promoterfRSERNBATHIANDE NEINEESTE. BFRENHE

{KZ¥% 2008; 16(31): 3498-3504
http://www.wjgnet.com/1009-3079/16/3498.asp

0 31

A2 (cyclooxygenase-2, COX-2), XK
WE AN, 78R kA kR R I A
R EEREENIEN, 25 7 WRIE Y
Z /NI, COX-21] ph o 2 (R 1 3800 B 4 9
FEPDR R 2R 0% T B v AL, AL C O X -2 1) 4k
42 VY F R TV B2 A 49 o) 48 K 9 T ) i 41 i R
(prostaglandins, PGs), 41 858 5 12 2%
i, i AR 3t iR 1 A R UL DRk, X
I8 2H 2R B R A0 e H € O X-2 3 1 A I mT DA A
Sk M DN geE T R AR R SR — S BB, R
COX-27E JHyg 40 i v (1) Z ik 7K~ m AR A e
i gRg 245 40 7 32 1) — AN TEEE R bR W TR AT R
(H pylorn)FrA% 1t 93 B 15 9 1A B B Hp ke o O B
FIPEH], 1994 WHOK I 71k B i) 1 28508
K, H pylorr% & 5 308 i K A i K 3R
2B IR pylorint BN ICOX-24 ik
VREM, AW T COX-2)0 8 v H 4L itk
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pGL3-Basic-COX-2-promoter, I 5 4L B 5
AN, I SH pylori 3k 5 G HAT I R Wi
PRI SE , AATIA pyloriis ¥ 57 A1 COX-2JH
ZINRi AR

1 RRSE

1.1 A MKNASHH LRI B RS i 40 i
Bt H pylori5| B _FiEA2 8 R M a4~ 5% B e
HAIRE ST, K AT w2 & 41D HS o
AR TR pGL3-Basic. W JiikipRL-SV40
M IR B TR 2 2 2 Bt 24 BRI 90 =8 01 4 S A%
. NI DN A2 R & . A 204
Jf PRI ZH DN A 44 350 & 0 5 R DI R 2R
BHEA PR A A, DNA R B g il fl &,
PLAHFEAR A G0 B 2€ [E Axygen /A 7] ; Tag DNA
REWE. ANTP. T4IEHN . RN U1
Bgl M HHind T H H ATaKaRaA f]; #4
JIG FifALipofectamine 2000 |13 [E Invitrogen
Al BEEE AN, B . RPMI 16401
W RE R R 1 95 [ Gibeo A 7 ; BillE K (Agar)-
JRE A (Tryptone) FEREE K (Yeast
Extract)ly [ 9 [E Oxoid 24 w5 X2 )t 25 B )
X5 & (dual luciferase assay system) 51627 &
FeA(GloMax 20/20 Luminometer)d H 3 [
Promega/A r]. VKX (MiniproteanIIIZ¥)L4; ¢
[ 14 7 45 (Gel-Doc EQ)I 35 [EBio RadA
A, AR FUEL EPCRIX (Mastercycler). A244)6
JGRETH(RS232¢) IR B Lo Ml (Centrifuge
5804R)I4 H 1 [FEppendorf/A al, CO,4H ks
£ (Galaxy S+J:[ERS Biotech/A ), ¥¢)6
B RMBI(CKX41/CKX-RFA, HAOlympusZy
A, A REIR(SI50, bRk LLRE A AT PR A
), HLAETR B IEAE(DNP 9032, iR %5k
B A AT PR 2 7).

1.2 7k

1.2.1 A RZDNARR: 517 COX-2/H 7)) 15
IDNAJZI H IEH A Ah R L 40 58\
MEKN4540 i3, R i K 41IDN A 44k 10 &
B A REE A DN AL G e
ERATHEEL, 25310 o/LEIh e ke s iR il
DNAZEE N e 40k, R 73 606 B vl 5E 74
75260 nm I, PLTHE IR L.

1.2.2 5143t 55 & i A1 A COX-24E
K 81 Fe 4 v vt 9 3 5 |10 (P C R 10 45 i H
TR PR A A 5 ) R (5 ) 5]
P W COX-2IE N 3 3 1 HLAMIE, —MHind

A7 B A 5
COX-2F N 78 &
£ KA iEH
#y A AR A
FEZHER, K
5 T M m 8y
SATY . A B
AP COX-24 %k
ik T AR A AR T
25 4y 315 I ik 89
—NERAF, F
ok, R
20 0F ik ok
A BT — A
5B
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mia £ B MBI 5, =AML, 5'-CCCAAGCTTCC M 1 2 3 4
B A IR R N
w b cox-24:t TGGACGTGCTCCTGAC-3'. Fiif(3'%)514: 44 2000 bp
BAEGH pylori £ COX-23E K B T HAMBEE, —Bel TR
BEzoFAL, o 1000 bp
Lim et arsre 2 DL, ZAMRIHEEE, 5-GAAGATCTTCCTCGA 750 bp
T~H pylori T # % A
it o iy CCCTCTAA‘AGACG 3: 500 bp
BH pylorigdt 123 PCRIECOX-28%F: LILKFZDNAN
3w B KA

R G 5T A AL )
Z —. Sheu et ali#
it N AL E AR R
BACKMH pylori
BEREEHK
W H pylori )&
COX-209 £ 3&, &
WH pylori B %
A & & #COX-2
EHAK, Rk
H pylori— %)
COX-2k % k%
YE B K IRAL Y
. Sung et alif it
* 174 & 12 W AL
% W9 H pylori B 3
B FHRH pylori
& —F AR
COX-289 T AL, &
ILH pylori ##k
FHCOX-24ik
w9 T R.

FERR, & P CRI N HEATH 1, N4 1E R
95 CTIAZ 3 min; fFH K94°CAEME30 s, 65CI
k45 s, 72°C ZEAH1 min, 2EFEATI0OANMIEER, 72°C L
ARIEAS min. § 3G P IS uLH7 o/LEaHE
i L BRI ) AXPCRA“ DN A B B b 4l
A e 2lifl % .

1.2.4 T4k ey #3E: HpGL3-Basic#k i Tk
AR T 2% R K b I DHS o 52 245 4l i, sk
AT R 18, WA G 3L K i % pGL3-Basic
JTORE, FELBRCRT I TR P 8 P R . 4 i P B
YW VIEEHind TITABg/ 11 D& COX-2)5
B FPCRZ W MIpGL3-Basi ey TR gE 4T Xl
D1, WG RO Bt g D). Kl
(AL (1 p GL3-Basic 4 TR FIC O X-2 5 [ 5
7 H WA BE0.2 mLif B0 b AT IE#: I
N, 16°C izt 1.

W10 pLEER W H A 100 pL K B
DHSoZ AN, 23 & A 2% % % LB
PRI A 5 IRk Pk PR IR . AL T ISP B
BERIPEE 0N VR, AN S & 55 £ MLB
WA R Ry G 15 3%, 15 9% 5 AR & hil 3k
FEIUTORL %, 223 WD) . PCR. P %7€ .
1.2.5 i B BMKN4S @ e K555+
100 mL/LFHEA 1% . 100 kKU/LH 5 2
100 mg/L% 55 Z5RPMI 16405841535 3E(37°C, 50
mL/L CO,, MR E)H A H FEMKN4541 ik,
F21 X 10440 /LI 5 AE 96 78 B el g £ A=
KN, 7E37°C 5% CO,B 34 il ik 7,
L EI41 i 2180%17 ).

FAEEPE L & T4 iR PGL3-Basic-COX-2
promoter. WZHAATRipRL-SV40. 4 )E
JiifALipofectamine 20008 &4, ¥4 T 41k
PGL3-Basic-COX-2 promoter. WS
PRL-SV40%-5 pL/well(96well) ikt 4325 uL/well
ANE LS AP ZIRPMI 16407, AR TR
G5 SRR IR R (0.5 pnL/well)IA25
pL/well N L& FIgLAE = FIRPMI 1640, 782
MR E'S min, G F AR, R
520 min, 50N 5 18 T4 785 455

o3 IR 25 B B 96 FLAR T K R R, AN

250 bp
100 bp

1 COX-2ERBaIFHRAVEIE. M: Marker DL2000;
1—4: COX—25L R EBhT-F B (562 bp).

& MG APTA ZIRPMI 164038k, 7ERML
HOIIN60 WL Uk g BRI A1), 1E37°C 50
mL/L CO 85774 RE9R3-5 hJm, WA IRt
(G GB350, 17 5 FLINAN100 uL A7 IfiLis Hid:
FIMRPMI 164055759, 7£37°C 50 mL/L CO,¥%
FEAA T EE9R18-24 h. H2RKMH pyloriib HE4LFL
WA 43 S I NH pylori PBSTRER(H pylori
" MKN45 = 100 © 1), 4# 58, 164 24, 32,
40, 48 hISCHERT b, HEAT X' 35 M Tis P AGL M.
1.2.6 A3k & BEAR AR B Bl 2. B i g
HpGL3-Basic-COX-2-promterfpRL-SV40ff]
MK N454 i 28 5o — i I 6] 1R 15 73 Je W4, W5+
BRFRAL, FIPBSTE IR, IIANZR#H20 uL/4L, w5
PEB15 min. FIEXUHOEFE BRI ) & (Dual
Luciferase Assay System)fJ#AE A5, HL100
uL Luciferase Assay Buffer I J-1.5 mLI#) &0
T, BEE G AE R OGAEIRD s, RGN0 s, ¥
A FR AN M BRI B B0 E D, R AR
BRI 2-3 TR A, ANEFEwmIRE), K50
GloMax 20/20 Luminometerft. 2% & a3 b il i3z
w1 K RO F R OGA; K B 0B RO,
JIA100 uL Stop & Glo Reagent, BRI fig i iR~
Ji B A RTINS rh I T A O B
il R GAH.

Gt Gl 3 Hmean+ SDE IR, K
FSPSS13.0% 14 [JOne-way ANOVABEATZi 112
I3 K. P<0.05 HAT G vt 2 5 3L

2 B8
2.1 COX-2B#FH ¥R MM 140k
B MK NASY o b 32 B H LR AIDNA, it
COX-2HBFIPA 511G, MEK 4 DNAZAT
PCRY™ 1, 15 3|COX-2)3 5 THK562 bp H 1P
FI(ET).
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R i e pialty
Sbijct 19220425 CTTCCTCGACCCTCTAAAGACGTACAGACCAGACACGGCGGCGGCGGCGGGAGAGGGGAT 19220484 A E o R
Query 114 TCCCTGCGCCCCCGGACCTCAGGGCCGCTCAGATTCCTGGAGAGGAAGCCAAGTGTCCTT 173 ; Oé j}i Jlﬂ f Z

RRIRRE RN R AR R R R R RN RN RN RN AR
Sbjct 19220485 TCCCTGCGCCCCCGGACCTCAGGGCCGCTCAGATTCCTGGAGAGGAAGCCAAGTGTCCTT 19220544 fmi I’i ;;C;ig
Query 174 CTGCCCTCCCCCGGTATCCCATCCAAGGCGATCAGTCCAGAACTGGCTCTCGGAAGCGCT 233 Tk, # e
MR AR AR RN AR AR R RN RRRERRERRRIARRA AN B B A5 COX-2
Sbjct 19220545 CTGCCCTCCCCCGGTATCCCATCCAAGGCGATCAGTCCAGAACTGGCTCTCGGAAGCGCT — 19220604 Y & R
e iy
g 2, 5 1
Shict 19220605 CGGGCAAAGACTGCGAAGAAGAAAAGACATCTGGCGGAAACCTGTGCGCCTGGGGCGGTG 19220664 BT RBF S,
e L AL P D L AT LT T 222
Shict 19220665 GAACTCGGGGAGGAGAGGGAGGGATCAGACAGGAGAGTGGGGACTACCCCCTCTGCTCCC 19220724
Query 354 AAATTGGGGCAGCTTCCTGGGTTTCCGATTTTCTCATTTCCGTGGGTAAAAAACCCTGCC 413
CUEEEEETEEE TP FEE e E e
Shict 19220725 AAATTGGGGCAGCTTCCTGGGTTTCCGATTTTCTCATTTCCGTGGGTAAAAAACCCTGCC 19220784
Query 414 CCCATCGGGCTTACGCAATTTTTTTAAGGGGAGAGGAGGGAAAAATTTGTGGGGGGTACG 473
NI AR R IR NN RN R RN IR AN
Shict 19220785 CCCATCGGGCTTACGCAATTTTTTTAAGGGGAGAGGAGGGAAAAATTTGTGGGGGGTACG 19220844

Query 474

AAAAGGCGGAAAGAAACAGTCATTTCGTCACATGGGCTTGGTTTTCACTCTTATAAAAAG 533

Sbjct 19220845 AAAAGGCGGAAAGAAACAGTCATTTCGTCACATGGGCTTGGTTTTCACTCTTATAAAAAG
GAAGGTTCTCTCGGTTAGCGACCAATTGTCATACGACTTGCAGTGAGCGTCAGGAGC-CG 592

Query 534

19220904

Sbjct 19220905 GAAGGTTCTCTCGGTTAGCGACCAATTGTCATACGACTTGCAGTGAGCGTCAGGAGCACG

TCCAGGAA 600

Sbjct 19220965 TCCAGGAA 19220972

Query 593

19220964

2 MBBHIpGL3-Basic—-COX-2—-promoterEABRKI R oL I 45 R

2000 bp

1958 BB

500 bp

250 bp
100 bp

3 BELDYEEPGL3-Basic—-COX-2—promoterEi{AFTAL. M
Marker DL2000; 1: T4 FR PCRY G455 (562 bp); 2: 4
TR )4 5 (4818+562 bp); 3: EEZHJTTK (5380 bp).

2.2 TSk B R B 2 AL TRIDN AN
P Bl H ARG R AR B, 4R
GenBank(gil4506264) " ACOX-25: K 5 817
H58 4 VL HEC(EI2). [FIINF, K4 22 47 ¥ pGL3-Basic-
COX-2-promoter 41 Fuki FH PR HIPE 1 V) igB gl
[T FIHind TITHEAT XU D)4, B D) Hr ik nf
WL#14818 bp 1562 bplf14kits, Hifi A[ICOX-2
Ja 8 H R B tpGL3-Basic K /Mg 4

www. wjgnet.com

—E(K13).

23 EA A RS B URpGL3-Basic-
COX-2-promoterfll § Z it fiipRL-S V403t 4 4
N B MK NASYI M f5, 95 52 K 5 5 25 i A
U e FE MR S BE Rk, R 9 A 1 LG AE
fE N5 2 COX-2)0 8 G T HE, pRL-SV40
VE A2 AT LAV B T4t O 5 A B e i e 25
ANF s R AL 22 . g5 R, SRR TR
pGL3-BasicHtt, Eéﬂ)ﬁﬂpGL}Basic-COX-
2-promoter¥ JeMKN4541 il J5, COX-2/#K ik
WEWG, WAL, B REEFENGIEE X
(P<0.001)([%14).

2.4 H pylori*yCOX-2 /& 3 F &g %0m K HAH
SRk 5 N 2 Rk Y MK N45 40 04 h, s
LR SR IR 9716-24 h, 7 B INNH pylori
PBSTREW(H pylori : MKN45 = 100 : 1), AbFE
JGi8. 16+ 24, 32, 40. 48 ht£EFE N, HEAT
RPN BEE PEAT . 25 B oK, pGL3-Basic-
COX-2-promoterf: JsMKN4541 il )5, COX-2)5
A1 (P03 1 B ) R AR A0 52 IR Sl ) B T
TEHE 440 hfi ik B s KA, 5% 448 hZH AH LU G Pk
W 13.51%(P<0.01). ¥4+ pGL3-Basic-COX-2-
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miZAEE 0.022 a 500 , [_JCo-transfection c d
R B Al 3 K & \ I co-transfection \
ErFmagy  Ho 00207 | +Hpylori b
3%k F Eh Y E B %IA 0,018 = 400
REECOX-2A 2 i B
He#Faix a2 00164 T 300
W, TR TR R S ] RE
¥ ff i£ 2LCOX-2 £ 0.0008 g
KR Atmn o 00006 7 2 200
W%, Adre g 000047 KE
SO, Bk 0.0002 S
e 0.0000 = 100
B pGL3-Basic  pGL3-Basic-COX-2-promoter

B 4 SAFRRIEELEMKNASHIRFCOX-2BEFNRIL. P
<0.001.

Sea

promoter FIMKN4541 il 5 H pylorid i 7716 hfa,
COX-2Ji 801 V3% £ W) S 8, 1B I 1) 1 A% 1k
B ETHEA, 40 hik 25K, Y48 hdlAf
EU 3 1 48 5 5 4% (P<0.01), £ B 1) £ 2 ) #5451
BG4 X (P<0.058P<0.01, [5).

3 111E

IR & W (Cyclooxygenase, COX) 2 Hi 51 IR %2k
WG P T L SR TR, T AR D 1 A
R AR B A, H AT R IMCOX & /D>
T COX-1FCOX-2Fi ] L. COX-1H445
#4974 (constitutive) F& K], 75 1F ¥ 4 ZUF1 40 il N &
ik, Z 4R IR AL I RS, COX-2 M1 S
A (inducible) L, #E N AKIE, M40z 2
R0 R O Rk O, TR A R, S R
hE B AN SR, RS 5 MR K
A R e, AT Ry JEE B iR 1) — AN E LA
T HLIY 7100 COX-2 (M R IEAE AR 441
ANTA] AR AR S AR K, Al F) 32 27 ) 2 FA i
HIIRZEAPGE2"Y. COX-23E K 4 K:8.3 kb, H110
AN R FRION N & AL, TS
1£1q25.2-25.3, H15'%i0.8 kb HL sk af 5 L iy
X, 6 kb H g X BL 1.5 kb 33 E 2w
5 DX AL, e s 4% 7 51 A FE TATA box /7471 |
CRE(cAMP responsive element)x M 7G4
Ets-1843% K747 55 AIC/EBP(CCAAT/enhancer
binding protein) K N ICH % 1, WiEE R
-2(activator protein, AP-2)/\ i 1% 5% 3 K7 NF-
kB(nuclear factor-kappa B){7 s5.4-24, SP14v &5
34N, HmRNAZ4.5 kb, K 45603560414
LWL, A 1T R SRR R B R 45 5 R
COX-2RILT ) IZAFAE TS g 4t i v, 2
BUEN TALAR, COX-27=E FIPGs =4 n] 3 N #4%
P, T R A R R DR B SR KT RIS e Vi )

0" 8 16 24 32 40 48

t/h

B 5 H pylorfe NANEERXCOX-2B8FE1HAIRIE.
*P<0.05; "P<0.01.

H TS, COX27E MR AL mRkis, e
s Lewislifim . & BEBEE. BiR
. M. B, Do, FLMESEUT ki
S E 5 MR 2 2R R AR AR B DA O

NZKH pylorie—FhHE 2Pk BRHERTUE
W), A —MAT 5-6 M B HE R, I 3 B A
T HE R R, Al /R Bk
R L. B M 19834E B Fifik 4y

2R R LUK, H pylori WA K 1S YE 5
PEB R + IR ERER DU I E SRR =, &
B E e %z 17 19984F, Sawaoka er a/'™™
TSR REAT T 27 JORE R i R AR S R IR
COX-2FKIENE WL, UESE T H pylori &4 1553 B # ik
COX-2ik. M5, [N AMAZE X AW 5 H
ANFEFEMmRNAL B KRS TH pylorilg
Pl B AL COX-28B AT LI HA
FFHFITIA A Y, COX-2f it ik 2 B & 2B
ST, Bt g TR AR ) 2 R COX -2 1Rk
4, COX-2AM L FIY B g 1) R A K, [R)I)
55 B R R s DA DG, R W et al®P AT
HIRAT I F TR, H pyloriiE 4] FEHE %
W40, W bR A e B R, & Vag A+
By R AR, BB AR AT SR A
%4]). Caputo et al” W5t iE, VagA+H pyloris
FRAT e REMKN28 B 4 R COX -2 ik L
VEGF mRNA KL 5 3#&A, COX-24M577 nl Bl
WrH pylori - IFVEGF. Chen et al**%} 711 & 1]
FRERACOX-23IA . M EAIE M H pylorii&EHLIR
DU PR ZE N 2 R 2 20 M 45 R R, COX-23RIA
R SH pylor/l &GRS, 55 BRI RS
Ktk H pylorii& 4L nl figiliid COX-21&12 2 5 T
H pyloriFHl 2k 18 9 ) J2 i o A2 AT B i AR 0 i e,
FEINCOX-2MMIE T RESEH pyloris S H e K
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I 2 —. ahead of print] ;?ﬁﬁ.ﬁ.ﬁr/\ ,
- S NN 8 Jia RP, Xu LW, Su Q, Zhao JH, Li WC, Wang F, LN &g o
5 1 g > . Ry
AR FUALE AT AR B 2 il b, A Xu Z. Cyclooxygenase-2 expression is dependent ’H’?‘L‘T‘iﬁ, BEA
COX-2% K B sh T J( s B4 ok upon epidermal growth factor receptor expression g;ﬁ QZ} /i\‘;]— B
_ . I 3 b A i 12 s or activation in androgen independent prostate I~ DML
pGL3 Basic CO)? 2 promoter, j_i‘% = {E He cancer. Asian | Androl 2008; 10: 758-764
HEHGI NS TR pRL-SVA0 AL L I A1 ME 9 Haile RW, Yochim JM, Cortessis VK, Lin J,
MKN45?H3 H@, li_ﬁﬁ XX% %%Eﬂi% ;jg?jg‘(dual— Levine A]J, Digp A, 'Dane.nberg K, ‘Danenberg P: A
. A molecular/epidemiologic analysis of expression
luciferase reporter assay), i i Flll 9 6 2% g 1) % of cyclooxygenases 1 and 2, use of nonsteroidal
5B R LS B B R WUIH pylorixt B % a(r;tiinflamrlnatox;y drl;gs, and risk of colorectal
- oy ey . adenoma. Clin Colorectal Cancer 2005; 4: 390-395
%E@ EP COX-2 % E" Ejj ¥{£ lﬁ E@E’é H@M py lort 10  von Rahden BH, Briicher BL, Langner C, Siewert JR,
S I Y COX 23R A MIMER]. IESZCOX-21EH Stein HJ, Sarbia M. Expression of cyclo-oxygenase 1
N \ 8 - , d 2, prostaglandin E synthase and transformin
i o DLRa e ik, HyEms 11 PR and 2, p g Y g
AL R T U RRE R, St P 52 25 FioR kA growth factor betal, and their relationship with
%B@?Z”@, prlori@%ﬁl*%ﬁaﬁﬂﬁﬁﬁz vascular endothelial growth factors A and C, in
-, pr]ori‘?%l@ﬁp GL3-Basic-COX-2-promo ter i }S)nm;lgé gdge?)ncic;azjifga of the small intestine. Br |
N B . urg ; 93: -
ZHE*MEPCOX-ZE Zj]?ﬁ‘]%%, %%Egﬁiﬂ@%% 11  Morris CD, Armstrong GR, Bigley G, Green H,
YL R JFCOX-2id ik B e . T4 gttwood SE. Cylcloloxi;genellse? ezpression_in the
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)ﬁ*ﬁpGL?) -BaSIC-COX—Z-promOtermﬂ'/zﬂ U‘ﬂa ﬂ% sequence. Am | Gastroenterol 2001; 96: 990-996
FO I A (7] (7 TRy K] -5 i gg 20 2R ml fisg 4l g pr - 12 Reddy BS, Hirose Y, Lubet R, Steele V, Kelloff G,
\ N Paulson S, Seibert K, Rao CV. Chemoprevention of
- A} =7 ) “ #/\ M2 Ak/‘— ’ 4
COX-24IE M)A, W AT LAy — A 53 i i colon cancer by specific cyclooxygenase-2 inhibitor,
PLCOX-2 4 HEFE K] FR T HL,"JEE —éfj_f% s %Eﬂ%%u f}rﬂ/%lzﬁi celecoxib, administered during different stages of
it g2 2 H_ T 4 N / = E / carcinogenesis. Cancer Res 2000; 60: 293-297
THEM;E%E,J FRATHE D 4T b5, FERLAR I 13 Denkert C, Kébel M, Pest S, Koch I, Berger S,
f— % > (2 .
%%W1T‘I‘iﬁ1%jdlﬁﬁﬁmlﬁ Schwabe M, Siegert A, Reles A, Klosterhalfen B,
Hauptmann S. Expression of cyclooxygenase 2 is
% 8 an independent prognostic factor in human ovarian
4 = %Km carcinoma. Am | Pathol 2002; 160: 893-903
1 Ko SC, Chapple KS, Hawcrc')ft G, Coletta PL, 14  Cheng J, Imanishi H, Liu W, Nakamura H, Morisaki
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PP, Tanabe T, Daly JM. Redundancy in the Nesland JM, Bryne M. Cyclooxygenase-2 (COX-2)
sig,naling patilways anci promoter elements expression in high-risk premalignant oral lesions.
regulating cyclooxygenase-2 gene expression in Oral Oncol 20_03; 39 49_7_505 . .
. K 16  Kase S, Osaki M, Honjo S, Hashimoto K, Adachi H,
endotoxin-treated macrophage/monocytic cells. | o .
Biol Chem 2001; 276: 3977-3982 Tsujitani S, Ito H. Express'lon of cyclooxygenase-1
4 Subbaramaiah K, Dannenberg AJ. Cyclooxygenase and cyclooxyge'nase—Z m Ijluman esophffxgeal
2: a molecular target for cancer prevention and mucosa, dysplasia and carcinoma. Pathobiology
treatment. Trends Pharmacol Sci 2003; 24: 96-102 2004; 71: 84-92 )
5 Yamac D, Ayyildiz T, Coskun U, Akyiirek 17 Chang CS, Chen WN, Lin HH, Wu CC, Wang CJ.
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Fukuda Y, Yamanaka N, Kobayashi M. Localisation M. Helicobacter pylori VacA toxin up-regulates
of cyclooxygenase 1 and cyclooxygenase 2 in vascular endothelial growth factor expression in
Helicobacter pylori related gastritis and gastric MKN 28 gastric cells through an epidermal growth
ulcer tissues in humans. Gut 2000; 46: 782-789 factor receptor-, cyclooxygenase-2-dependent
21 PVAEE, Gk EoH, KSR, G, ERER, RIE, Fiis mechanism. Clin Cancer Res 2003; 9: 2015-2021
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ISSN 1009-3079 CN 14-1260/R 20085 R A VAt 548 N iH A 4% &

& RFARRE LRI EL

ATR AFNESCHEZE XA 0515, 1 MBI, 11 AR 1.2 7718 2 4539 3 15He; 4 3% 30k, 75— 4
TS, J& 25 IR S AR, 2400 b5 i 5 0 IR B2 10 3L, LR A BRIR: ()51 5 MR B FIFHZT 775 A
FICHFICII DGR, QM BERI 70 N RS (A, AR Lk Ho At A 2850 (I 2 RS T S S 00, 6T (1) 77 VA N i
MR, CART AR 725 | 22 SCHRRD AT, 77 20 SR al s 700 55 A 18 5 325 1) SSOdE AN 3k et 2 AR BT
Q)& S0 2 TN A FIR F BIR AN SO 38R, TEE5 IR ROk e, (4)1h i TR R, AR rhou] B4R 10 45 SR
HR AR T AN 2 TSR, AN R K HE SOk 1) [T (13RS TS 1. SRV RIT AR, 4 2% B AW
PG R, A AN B IE SCRI AT BRI N 2. RN R N RSk, 2 P AR A Bl 45 5 N AE R
I, A — Al = 2R RN 2R, 78 IE S0 iz B My B . BN A B BRI B, DUE A5
WS B, BT TN AR IE SO B M i . Rl A A AR AE. A, £58, &M
AR BGR. W0: B 240 B RIIT R EAR L. Az ooy Br ey Coeeey D weep B veey Frooeey G ool HER
i@, O. B, 0. A, AP ARHER RS Zoil2: B2 A °P<0.05, °P<0.01(P>0.054%:). ifi]—%
T4 —4EPMY, MIP<0.05, 'P<0.01; 5345 4°P<0.05, 'P<0.01. P{E & v B Fioke 56 K He BARBF, Wip<0.01, £ =
4.56 vs M MRASE, FHARRIA T 7. RASRARADECE, SR T ARG MEERNA F 7, RAAE
B AMOS. £ - BRI A7 FoR IR, -7 REMIMEARKIN, AR A W EAE
KEGIEXAEREE. R HAE H/min, ¢/(mol/L), p/kPa, VimL, ¢/°C ik, A EIE I 2 A A, If
2 NWEBL P, R0 B TR AL ph kR (L e, 1 AN ZER AT AT NI I R . BB i K/N7.5 em X 4.5 cm,
DA FH RS 4 3 W AE IESC P, ASREAEFH SR ZE G, (5B BB 5, HAE WS R 525 Sk, 7055,
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BApoptinEFEARFENHERETE

W, &7, B, XL, 5, X o, = NS, RhEAR, RER

PR, XU, IRER, FHRFH—IERERBLNRL FHh
Bk AT 130021

&7—, =8, X|a2H, B, PEARMBREEFE SR
RAEZARIRELLLE THEKAT 130062

S, EHEARE R 2RA FAERAT 130021

FRZEM, THKFH ZERAFA SHEKAT 130033

e, 2006 SMASE LT, FTEMBIPBERBTIAR.

=M FRHECE R R B F B, No. 20060566

fE& RS INRABMRE, €7 — =8, X188, =8, X
i, BIMRERET, HRISEBERE, 25, X108, 218,
SUH, SESKFHEMNRIETN; BEOTBMRESS BTN, X
BN EVEBFRETTR.
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Abstract

AIM: To construct a recombinant adenovirus
carrying Apoptin gene so as to provide a basis
for further studying the molecular mechanism of
Apoptin gene in inducing tumor cell apoptosis.

METHODS: The plasmid pVAX1-Apoptin was
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digested by endonuclease BamH I and Spel,
and the obtained Apoptin segment was inserted
into vector pacAd5 CMV K-N pA to construct
a shuttle plasmid pacAd5-Apoptin. After Pac |
digestion and linearized process, the plasmid
pacAd5-Apoptin and pAD (genome plasmid)
were co-transfected into AAV-293 cells by lipo-
some mediation. The DNA containing Apoptin
gene of the recombinant adenovirus was identi-
fied by plaque purification, reverse transcrip-
tion-polymerase chain reaction (RT-PCR) and
Western blot. The titer of the obtained adenovi-
rus was also examined.

RESULTS: The recombinant adenovirus ex-
pressed Apoptin gene and the molecular weight
of the protein was about 13 kDa, which was con-
sistent with the CVA-positive control. The pro-
tein of Apoptin could be effectively expressed
in the recombinant adenovirus, and this protein
had response to the CAV-positive serum. The
titer of the recombinant virus was 10" PFU/L.

CONCLUSION: The adenovirus containing
Apoptin gene is successfully constructed, and
the virus titer is able to meet the requirements of
in vitro and in vivo experiments.

Key Words: Apoptin gene; Adenovirus vector;
Genetherapy; Reverse transcription-polymerase
chain reaction; Western blot
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Abstract

AIM: To investigate the expression of DNA
mismatch repair gene hPMS2 and its clinical
significance in gastric cancer.

METHODS: Real-time fluorescent quantitative
reverse transcriptase polymerase chain reaction
(RT-PCR) was used to detect the level of hPMS2
mRNA respectively in 41 cases of gastric cancer
and 37 cancer-adjacent mucosa samples of atro-
phic gastritis and 25 cases of chronic atrophic
gastritis and 20 cases of chronic superficial gas-

tritis. The human glyceraldehydes-3-phosphate
dehydrogenase (hGAPDH) gene was used as
a reference for normalization of the expression
level.

RESULTS: The expression levels of hPMS2
mRNA in gastric cancer, the corresponding
cancer-adjacent mucosa, chronic atrophic gas-
tritis and chronic superficial gastritis were 28.33
*14.05, 16.88 £ 10.67, 7.25 + 8.72 and 1.78 +
1.34, respectively. Significant differences were
detected among the four groups (F = 31.82, P =
0.00). The expression level of hPMS2 mRNA was
markedly higher in gastric cancer than in the
other tissues (P < 0.01), and significantly higher
in the corresponding cancer-adjacent mucosa
than in nonneoplastic mucosa (P < 0.01), but
no significant difference was detected between
chronic atrophic gastritis and chronic superficial
gastritis. The expression of hPMS2 in gastric
cancer had no obviously relationship with the
size, the degree of infiltration of tumor nor the
metastasis of lymph node.

CONCLUSION: The abnormal transcription of
hPMS2 gene may be related to gastric cancer,
but not involved in the development of gastric
cancer.

Key Words: Gastric cancer; DNA mismatch repair
gene; hPMS2 mRNA; Real-time fluorescent quanti-
tative reverse transcriptase polymerase chain reac-
tion
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TS
BH: #FiTDNAMES I A BhPMS2E B 5
20427 8 Rk KT B E R L.

Fik: BN FE R bR B R R B R
2 (RT-PCR)E AR 54141 B 5 & & 69 J5 4022
3760 f 5 E B KR, 25611 & 4
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M H KABR200) 12X EMEE KBB P
hPMS2 mRNA#ATE ZHM, VA =B8R Hd
B . 2 B 2 B (h\GAPDH) 4 R A 2.

R FRAR. BRyEZHHER XAR, 12
MEHEET XARRREXEALET LHAR
FhPMS2 mRNA# 4% 4 5] 228.33+14.05,
16.88+10.67, 7.25+8.72421.78 +1.34, w941
AR E A R ERFE =31.82, P =0.00). § &
2042 PhPMS2 mRNASZ 9 2 3 T H At =41,
BrEHMEE XAR P LS TR TIER R
BAA R KAR, 25 A B FH@P<0.01);
MAEBHELZHREELEEF Lam P
hPMS2 mRNA#&Z 51X AT XaR
£ B AR E . hPMS2 mRNAS& 5 i
BRI KA FERE. AAKCEES X R
AR, £ZFH LT EH.

252 hPMS2HE H 6957w # K THE S B A 09 &
ARE mEBEHREFEERK.

9. BIE; 052 ER; hPMS2 mRNA; LA
TN B R R A B RN

FAS, BN, 2. LK ESRT-PCRIYBEAR
hPMS2 mRNABURIDIR HIBRR Y. BFENEAZYE 2008;
16(31): 3510-3514
http://www.wjgnet.com/1009-3079/16/3510.asp

03I

B L8 2 FE K (mismatch repair genes, MMR
genes) @ B ALK, F DT A0 i P i G Rk aE
TR, KR — A2 A 1A A2 gl
DN ASS i 15 545 5 B o k. A ilE
FRhPM S24K R ¥ R AL & N K ast A% Pk AE & A
&) ¥ (hereditary non-polyposis colon cancer,
HNPCC)F1Turcot'sZx 5 1 (Turcot's syndrome, TS)
(Kb W5 R 22— 3e 4 g1k, B 4 %hPMS2
175 B9 R AR R A LI FU G 2D, ARBFFTR
FH SN 98 5 7 S RT-PCREZAK LE N By i
FEMEEE R BIEZEAEE & g E N
B RAZUHhPMS2 mRNAFK, FRithPMS2
SR HEERAE . RKEAKR, D THE
P R AR R SR ) 43 1B

1 RRSE

1.1 ##F 2005-01/2005-08 7 & k24 B2 22 e b @
P2 Bt % A RFF AR DIBR 10 B g 4 214141, 552841,
L1341, H9435-80( P L AE Y 59) %, AR ALK
P97 A BURH N e 55 4L 21, B B e 4 200
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%5 cm B AL, LRI IS TE AR E &
YR A 55 AT R A, L3741, B E0E
25 e TEE R AL, B0k, L1561, F
We37-75(PALAERS55) % 5 MR PR YEE R A2
2001, 53545, 221561, 4FE33-75(PALFERE54) %
VB 5 20 2 O R S5 AE T-T0 CUKAR 45 .
AR A B R UE SE. 5K FastPCR
wit, hPMS2 L5 1#)°45'-GCA CTG AGC GAT
GTC ACC ATT-3', NiF5|#)725-TTC CTT ATG
GCG CAC AGG TAG T-3', PCR™“IKE 4171
bp. WZhGAPDH L 514145 -TCA TGG GTG
TGA ACC ATG AGA A-3', FilifgI¥h5-GGC
ATG GAC TGT GGT CAT GAG-3', PCR/*"¥J
KJEH146 bp, ¥ Bl E TAY TREEARS
PR 7] 4 . hPMS2 TapMane Y4441 41
5(FAM)-TAT CCA GAA AAC CCC CTA CCC
CCG C(TAMRA)-3', W ZhGAPDH¥ TapMan“¢
FetR4 415 (FAM)-TCA TCA GCA ATG CCT
CCT GCA CCA(TAMRA)-3'¥J i1 K& 404
BN F A K. 966 E BRT-PCRIRFIIA T A IE
AW R A .

1.2 7% KHTRIzoVEIREUERNA. 10 pLi¥
Bk R NAKR: 5XPrimeScript™ Buffer 2 uL,
PrimeScript’" RT Enzyme Mix [ 0.5 pL, Oligo
dT Primer 0.5 pL, Random 6 mers 0.5 pL, Total
RNA 2 uL, RNase Free dH,0 4.5 pL. N4
42 37°C 15 min, 85°C 2 min, -20°C {4751, 20
puL PCRIX MW AKR: Premix Ex Taq'™ 10 pL, |-
FHFSIY0.7 pL, 0.8 pnLPEHREMAM, ROX
Reference Dyell 0.4 uL, cDNA%#2 uL, dH,0
5.4 uL. PCR #1451 95°C 10 minTiAsE; 95°C
55, 60°C 45 s, H£40/MFFR. 7500 Real-Time PCR
System{X#% V., K N 45 3 )5, H17500 Real-Time
PCR#ERA A Bhid 26 I 2 IF 73 i vh 5t CHi.
HEThGPADHAE A A6 B, Al A RN A
(RS REVERT T SEPE. 5 RIMTHEL: AACE= (FEh
CtME- N 2 B CLAE)- O AR S C U8 B -3 ]
WS IR CHME), SR JE 2 C IR P FE 4
4HEhPMS2 mRNA [ &5 .

Biit#AbTE RHISPSS11.5M A Ab B R 4
HEATGEE 2420 BT, hPMS2 mRNA AN & & L
mean+ SDEIR. Gl R H BRI ZE T 25
Mt Ktk 3, LAP<0.050 22 A7 et 2 = L.

2 £R
2.1 hPMS2 mRNA#4& BIE4IR., JHH5E

AT A 0
MBS A AR A
BEAATHM
BB EM, L
+xrhMLHI .
hMSH2ZhMSH6
KEAFREKEL
%, *FhPMS2 3 B
EBE T EA
AL Z B AR M S
W% iE, AEAS A
AREEFFTAR
T bR A F BT R
AT R Ay —
TR AT IR AR,
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WA %S 5
AR A
% ZFRT-PCRI#X
AAmRNAK F ISERS5 n hPMS2 mRNAKE 7 p
& hPMS25 A el
LERBAS T A 600 AR em)
BEHERE. 500 <5 13 43.28+18.08 1.190 0.24
Ets >5 28  33.21+21.82
200 BERE
100 RIS 7  36.28+25.94 0.138  0.89
SIESN 34 34.73+20.72
SRR
=] 11 38.43+25.25 0.530 0.59
B 1 hPMS2FIhGAPDHEIRT-PCRE=HIEERE. 1: DNA 7 30  33.96+20.00

Marker; 2: B¥EZHEH; 3: JEs5 284 B 2 HA; 4 1B 124
BRAY, 50 EBHIRERES RS, 6-9: 2-5IMHNNEE
hGAPDH.

0.80 Delta Rn vs Cycle

0.70
c 0.60
& 0.50
[ 040
D 0.30
O 0.20

0.10

0 J— Sr— _ ——

-0.10 12345678910111213141516 1718192021 222324252627 28293031 3233343536 3738 3940

B 2 SCHSRCYIZHL.

PEE RAN., BB E Mg ELEE R4
L NSRRI BIhPM S2 A
hGAPDHZE A (17 1A(1-2). hPMS2 mRNAYE
AL, S EATEE KA, B RN
18 1 ZE Ak 1 9 AL AR iR 1 R A
hPMS2 mRNA )7 53 73] 428.33 £14.05, 16.88
+10.67, 7.25+8.72F11.78 + 1.34, M K&K, Y
A0 EL 22 S5 B (F = 31.82, P = 0.00); X
FHSNKIZE &AL AR LG H A2 & 5B 2
THAL =, WS EHEE RAR P EEVE
T AR R E N E RAL, =5a B Ee
= 0.00); MPEZELIEE RAR D GBS ERE
PEE RAZUHALL, ZRICRETEP=0.071).

2.2 RRE e R AL E B L PhPMS2 mRNAK
“F hPMS2 mRNA & AEAF RN AL, A
(AR BRI A 2 A ok 4 e B s 41 21
(122 S ot (D).

3 111E

DNASSBLE E(MMR) R G HH— RV BERF I E
DN AT ES G2 7205 H AT A A4 40 g
ehr 23 B [ 9N MMR LR, HE o 4 5 AS 7]
IMMR & (A, R 5 MU 8 A IO SE, ff
FRt A R A E . MMRIE [N & 2 S i, G
P8 S DNAS HlEFE v R Bl AR R AC, 38 ik

0 0 A AR ) SR AR F S, AR AR AR E
P, SIE AN AL, B K BL90% T HNPCC
BHEAAE AN EZAMMRIERH (A8 5, FH
hMLHI1. hMSH2&ZhMSH6%E [ [ F He b ol 58
ARy A R P R O S . P
FEg . R RS FLRSE DSBS s 2R AT
I £ —AN 81 22 S MMR I P (128 509,
hPMS2IE PRI T et fk7p22 |, 5154
SR IE RSP hPMS2E (A T 40 k% N,
TEWAGIE B Rz A, DN S AN SR AL ZUrh 5 i A
1 hPMS22R (IR E AR B BLH A S DNALL
g, ShMLH1A 1B BthMutL-oJ: 05 2%
1, 454 FIDNARE B3R RiE 4 [FIThPMS2
FE AR A DN A% 40 IR T R A B
Je 1 U H TR h P M S 23 R JHORE Th I 9
FHAEPERPMS2 DNAIZRAS |- ZIHF5T
HAEHNPCCHI Turcot'sZE A ik A E/hPM S2
DNATELEZ AT 5 A1) Balogh er al™ R I
A8 5 M FLRR I - h PM S22 R IR A7 AE 2 Ab R 1
BRAER AR, AR A R IR AL I L. ABIF SN
SERTSOGE ERT-PCRECANS BR41ZL, 5%
itk RALR . BrEFEgTE S KA KBk
FerkE 2 AL hPMS2 mRNABE T 22 B
W ah R RoR, 758 o 55 Z4itk &
A ZAHhPMS2 mRNA P i B iy 1 3F i
B RAL &, $e0n B Lo 0% EaARTEE &%
PP hPMS2EE R k8. 9Kk 4% er al"™RIN
hPMS2 mRNATEF 5 350 40 fu -h 2R 0. 22 1
W9 SEAE B 4LZL P hMLH 3 37X F %
16 FEhMLH1E R g0, (A2 R IA D i
ThMLH 125 ("7 AHFF0IE SEhPMS 2.3 [K 7F 1
I Mg 55 B AR PE B R ALV AMEBAT K3 M
AFEAE R B R B %: . hPM S22 DR ik B 0% 1) vl
RENLEN: ML BAE I A B N, ArELER
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W) AS 7, i EAhPMS23E PR Ak TG #% stk BREMEEL-NZRE, 228, £ m2AZ:S

A I A 3G O b — B IS AR ) T ()
fict, hPM S25E DK W sy, 5 S AN L A S R, (1
hPM S25E R AT REAF A1 TEAL 7 AR AN i 1 U
e RN BEAE 51, AT T OB EAG B, 384 n 1)
BRI R E— DR hPM S22 (K, 33 hPMS2
mRNAZ 54 111, Balogh et a/t''¥8 $& H 76 FL I
H P ThPM S25E DA (1) # 5 8l rd S8 AE, 33U
SETmRNA IS B8, AR B 8 0 S B Re S
SRR DN, oo 4 SRR SCRE iR HfEie. (1S
P ZH 23 h P M S2.5E DLk S 1) AR HL it A
Rridk— AR

Ja 55 A1 2N TR g A TR Ak T TR — P9 A B
sirh, A A R s AR ) 0, AR AR IR S kA
U200 AT B R S B AR M R Al
ZUHhPMS2 mRNA 7 & W8 = T B B 1
EHMEE RAL SRR B RAL, R
FE A (15 B, $E8h PM S22 DA 6 5) S X
B2 B — K Ja mT AR A 20 2 g 3 AR, X ]
RE AL R i 5k T R AR AR L 2 —, (R ITL
PEFIHUS] A B . 0 B R S i e A A
hPMS2 mRNA &, A 58 L P vk B e A2 () mJ
RETE, LA LRI BT v 5 it 93Dk P .

P VEZE Ak e R R, kR
0 11 £ 6 B S8 o 5 AT AR R
IEhPMS2 mRNA 75 s AE 12 P 2540 1 1 28 414]
S ES R R R AL b 2 L W,
ARG TE T R AR rh s TR VEE R AE,
HRT T 2N, $2 7 hPM S22k IR % 5% 53 1)
FAZAT AT RE AL B 24 Ik R A D) e 2 21
R 3R 22—, X — 45 IR FF K REA
.

1 PR R M T AR 4 mI ke e M 2 A
B 4%, MG & B R AR SR LR, AW
SR 7R, hPMS2 mRNATER RIS AL,
Z it 9 A2 A1 2P I B R a1 n,
R Bt 5 21 245003 R0 I 2, hPMIS23E PR s S
BN, e BT S R DAL IR AR B R A e kAR ) i
P ARFEARTFE /AN IR AL 2L AN R AR 3
T2 A TCUWR OG5 R% A [ 3893 200 41
ZUh P M S2JE Rl (1 % 5% /K - 22 7 38 6 1B 35
(P>0.05), $E7RhPM S2JE [K 4 55 Sk i m] g S 45
SRR R AR ARG, 5 R IR R AR DG EAS K. T EA
I FH 52 I 9¢ 56 5 BB RT-PCREAFThPMS2 mRNA
HEAT 7 F R AG E E HR , HA
IT SR LA
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BOR bR, 9 Ko SRR SR . PR T A
JFE DR 5 4048 . hPM S23E IR B A8 7 1 i kB
A F W 52 B R, (R AR LS A A
2P0, RIS & XThPMS2 mRNAM &
SR, AR A AT E, HhPMS2
m RN A7E R 18 B8 1100 0o 2 vh 52 2 R IR 3R
BT, BrLLhPMS2 mRNA) Rk R B %
hPM S22 [ (17K, A H INHE R 31 28 (1 20k
IR )25 AN A A0l — 25 o0 i o, DA
hPMS2 mRNATE F ¥ 41 2L HR 48 i (1 AL .
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Abstract
AIM: To investigate the role of Pim-3 aberrant
expression in the development of gastric carcinoma.

METHODS: Semi-quantitative RT-PCR method
and immunohistochemistry method were used
to detect the expression of Pim-3 in 40 gastric
carcinoma tissues and 20 adjacent normal tis-
sues. We also compared relationship between
Pim-3 expression and the clinicopathological
parameters of gastric carcinoma.

RESULTS: Pim-3 mRNA expression was en-
hanced in gastric carcinoma compared with non-
cancerous mucosa (0.287 + 0.058 vs 0.053 * 0.055,
P < 0.001). Protein expression of Pim-3 was
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significantly higher in moderately differentiated
adenocarcinoma tissue than in poorly differenti-
ated adenocarcinoma tissue. Pim-3 expression
was closely correlated with lymphatic metastasis
and venous invasion (r = 0.385, 0.412, P = 0.014,
0.008).

CONCLUSION: Pim-3 can be seen as the biolog-
ical marker for early phase of gastric carcinoma
and a prognostic factor to predict the prognosis
of cancer.

Key Words: Pim-3; Gastric carcinoma; Aberrant
expression; Reverse transcription-polymerase chain
reaction; Immunohistochemistry method
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LR
BH9: R Pim-369 4 A ik fe B B AR i AE
b a4

Fik: A £ 2 FRT-PCRE A 5 4140 k4
MA05] B % 20 27 B 2046) % & B F AR AF A
Pim-3%9 & ik, Jf IR PIm-380 K ik 5 § JB 16 K
TRELAF K A

ZR: 5 EF F AR, Pim-3 mRNA# &
KRR E%(0.28710.058 vs 0.053
+0.055, P<0.001). ¥ 5 1LAEIE P Pim-3& & 8
FOA G TR IR P ey Rk, AL
B EF R E(50% vs 20%, P<0.05). Pim-341 &
RGO ES . HIRESE X = 0385,
0.412, 2 =0.014, 0.008).

Z51: Pim-3 T4 B T M09 £ 4 ds &0, o
T M I 6 TG

X§219: Pim-3; B, RERE EHRBEAR
R g
T, B, IR, B Pim-3RR R BRI, tt

UL ) SHILZYRE 2008; 16(31): 3515-3518
http://www.wjgnet.com/1009-3079/16/3515.asp

| E ]
Pim-34F 4 —H
2B R E G
BEPim R 7% P 49 %,
R, serkm i %
R, £
g . k.
BT PREELEE
ZuyifAEAE R . A
BEA R AT S
MR R B
¥ 3 & IPIim-3 5
*ik. Ak, Pim-3
T 4 % A F 0 9B
BT —A e
& K Pim-3 &
R E S
WA B TFA—
N304 5 @ 3B
H 0 & AU,
RS R R
Wi F 8 77 B 4R
P AR .

| R R )
BT, #I%, bw
BB E K E
#
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WA B o 03| 1 Pim-3&
H AR KA EmRNAGYE E

Pim-35 5 1% & ¥
TR AR B
RE, ERRME
¥ Pim-3 %4 4k A #L
HAEEES, TR
Pim-35F § & & &
o AE A i 12 JE AR
I3

Wi £ BE

A7 8 & ILPim-3
FEEF L M
SIHmMB PR A
H, ERERTE
FiE, RE AR
B9 P o E ik &

™.

T 9 PR A A 2 T 0 M 4 384 A R 1 SR A ) 45
B AR —AME I R A I R K
(1) 4 B 2E ) 24 AT A H I AR A e R A
WRZ P IREAI RN I 2 5. 22/ 95 IR
PimF A 3N A" Pim-1. Pim-2H1Pim-3, fi§
BERR AL AR 2 K S RS, Jr A4 OG5 . )
o W R AR R PR R BT,
PSR A0 P TR, & i A
XIPim-32E R BIF 9T O AT BRI, 70 H T
W FE R I D W FURGE WA 2. AR ST
JV FH 2 5 S RT-PCR A& A e AL VLA I Pim-3 5
DRIE N i A 2 1R R DR M B KPR 3RS,
PRI ZHE R S RO A i R A R e vh A
KA, Sk B 9 (P2 W S I6 T $E BB i i e

1 RS

1.1 A4 4061 B 420K B B R 50 —HHE
Pe 56 35 3 AR ARFR AL, 2041 434k i,
200 A Mg . A TR AT R B2 i A g7
2015195 55 1E A1 2R, SRl T B IR 252 cmb
AMX I, 28 0] 9 BG4 53 T I S G 7 4 .
5 11345 41 2007-05/2008-05. 5 it 20 23 B 44 i 23 i
53, — 5 LRI R ORATE, R HUERNA, —
o FH PR [ 5, A S A, A e Ak et B
TR TR MR RN R B
LA TORIRIR T AR % .

12 7%

1.2.1 RT-PCR%: N I TRIzolR 71, 2 [ i3 B 4542
W o I H AR BRNA, W5
NN A GCDNA. B4 uLP=)i 47 PCRY Y. %
N At 2h: 94°C 5 min; 94°C 45's; 57°C 45's; 72°C
45's; 72°C 7 min, 35/MEFR. Pim-3_LJiE 5 | 9) 741
5-TCTCCAAGTTCGGCTCCCT-3'; Fiis5I#F¢
51): 5“TCACCCGCTCCTTCACCAC-3". &5|¥)
Y1) 232 bp, WS B-actin LF5 Y741
5-CTTCCTGGGCATGGAGTC-3'; Fiss|#5e
51]5-GCCGATCCACACGGAGTA-3', NZ4"
P10 740 bp, RNEEHEHGEHIT10 g/LE
Bl F k. N FH R BEGisBEIR A% R G,
PCR;™7 )& LAWK B/ AR R, BAPim-377 %))
i/B-actin” P HUEAE HPim-3 mRNAZKIL
R RALE R

1.2.2 S aateik: KEd A bR A 174
um/E V), BEBESAE3IKR LA, 19K MHE S
t, 520k F T e Uk 22 Yt CR F SP A s 41

SERT-PCRIGNI LS
R B: Bactingk
i C: B, M
Marker2000; N: J&
SEIEHZHLA.

Pim-3ZEBIRIL

4R PEIHER (%)
- + ++ +++

PO EE 10 2 4 50°

Ko ERE 16 2 2 0 20°

BESERAER 20 0 0

°P<0.05 vs X D1BRE; °P<0.05 vs BHBIERAHR.

ZUEAE), FPBSHARE —HUAE A B0 . 5k
B R R R S U D IR HEAT, D) £60°ClH
TAA 530 min, 2RI K VE, Z218/K IS min,
BEL W P U5 P A A P s, — BT, 9L, BEARSP,
DABY A, R R ZEE Gy, & W, Bifks. 20K
N EPIAPIm-32 5 E 14 (32 ESanta Cruz
AT, WEEAT 200, Pim-3 B & A7 141 R,
20 0 o e R € A P PR AN i, 5K D) F B EY
SAS BATARGRME 1 S A5 AL 1 %5004 41 ffa v
IREPEAN B A, (s (A e AUk 2F B
Ji2 Wi bn A & BRI 25 ) ARk, 4% BH 14 40 i
T LEBIEAT 2 G <25% K (-), 25%-50% H(+),
51%-75% K (++), >75% J (+++).

et B FE HISPSS12.0% 4T A 5 Kt 4>
M, 23 ) FHeAS 56 FS pearman A 5 4347 5 v 737
FHN ALHE, 24P<0.05I 45 G812 75 X

2 BR

2.1 Pim-3 A I mRNA#) ¥ £ RT-PCRK& N £
R HIEAZmRNAMN KA 5 £0.287+0.058, i
S E W LR J20.053 £0.055, W52 20 560 3 Hr
P<0.001, 4242 ().

2.2 Pim-3% & A # %, 0% 2AA 25 B A BRI
B PR 2 50%, 17010 B g 1 2 1 PH 2
20%, 57 IE T A2 B PR 20, ok
i GRS B S pearmantt 20 HT ELAL, A Geit
SR UP = 0.024), (K10 B S 55 1R AL 2UH
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WA # 5
KB o 7t
¥ % FRT-PCRA=
o JE LAAC T ik B

RIS o Pim-SEEHRA kRS s P
- + ++ +++

M3l 0.237 0.141
S 25 14 3 5 3 40.0
58 15 12 1 1 26.7

ke 0.159 0.327
<60 18 13 2 2 1 27.8
=60 22 13 2 4 3 40.9

BPEEAR/) \em) 0.036 0.827
<4 19 12 1 5 1 36.8
=4 21 14 3 1 3 33.3

RERE 0.166 0.327
METE 10 5 1 2 2 50.0
SENE 12 8 2 2 0 33.3
RIEE 18 13 1 2 2 27.8

WMEERR 0.385 0.014
= 26 20 3 2 1 23.1
+ 14 8 3 57.1

e 0.412 0.008
= 30 23 3 233
+ 10 3 2 3 70.0

WEERRRIE 0.046 0.777
= 22 15 2 2 3 31.8
+ 18 11 2 4 1 38.9

KT, F 4242 (P =0.036, &1, E2).

23 Pim-3%&F G kil 5l KRB FTHG XA

Pim-3 8 110 % i 5 R K D . L B A

www.wjgnet.com

FE. MG R W] WA G, Bk
(r=0385,P=0.014). HlkHEHEr=0412,P =
0.008) ] B AH K (3K2).

IPim-3EEF §
WRPREIA,
HACHE A
BB A L P A
BEFH, FAAR
Pim-369 & ik 5 #k
EsEAS . Bkt
HEA£.
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;\gfﬁi‘ﬂﬁrﬁ 3 e ik FBE. AT Pim-3 0] BEFE 40 Ju ot A= K A
Gk AL A b‘n ~ S \ N - N PN
S MREORAERERZINS G2 R, 0 TRV IR, 2k n) AL i

Goit A, tEibE
B, FARMALE
+F.

7596 5 DR 10 S T AN P S DR RS, IN1997
FENATRIAPImIE R R, X 1256 PR R I 028 R
N BIFFEN B2 E R BLPimi i i 55 I e AR T2 4
TBad R AR AL IS, [R] PR T 5Kk
Bel-X, Bel-2ff3ik 38 m, Mm-S 808 4i i
(o e, HPim AR [0 J 2 1 ol s 4 g
(10 1 L B3 440 P ) S LA R T T e, BB SR A
M EIHTIR TR FET. Pim- 10 7 BRUIKI T 40 ik
ELRE e 4 R ) — R R, Y MMLV]
I BEFI APIM-12E A [F)3'UTRIX (3'-untranslated
regions) "] ffiPim-1 mRNAR e PER I, 1My LM
Pim-12K (K%, K& S ETH MM EIR K
P4 Pim-3# ] HiFeldman ef /Ll oK B 40D &
PC12 LM 5 (1 ik BRI 9t 1 SE 0. A E
FLAY A i 5 Pim- 1187 51 2 A 72% 1 ] 95
PE, ZEDhBE LB S AT AL Fujii er alPVRIN
Pim-3 mRNATEAROE. B8l K. 9
JE B AL TR AR I 40 A A
LR IURE BRI S ek M, e,
F R /N i 1) 1E 5 LR P R 3R IR, IR AIE 5K
T Pim-385 IR N4 s 1 o5 41—y
i AL AR RS 4 b Rk, HAE R o5 4l
YUhRIE BN AR, A4, Pim-3745 57— WK 2
U5 Hs R A N ST ? R,
Wit 52 mRT-PCRTEAMPim-33E I mRN A
Rk, R INE BRAEPim-33E B mR N A 1 3 1% 1]
b TR IR B R 204 (P<0.001), Pim-3
FERImRNATE IEH B #E T A RIE, nTRE 2
FEIE 5 H B4 Pim-3 mRNAAREE, 1fifE
B RAR A 2 Pim-3 mRNAFGE PRI, (4L
1200 FBad R AW R0 2R 3%, M1 3 2508 41
it e A, IRk, AT A Pim-3 & Fl AR
(0 B L E bR . 53 A6, BATI SOl I G ge 4
I D7 R P im-3 8 (I 4205, RILPim-34K
FIAE AR FE VR I B s AL 20 rh i ik W v T
HES A RE FEAG I B s 41 20 b (R 55 (P<0.05). 111
Popivanova et /™ Lo 4 i (1) 45 i s 2. 43
HPim-3 8 IR IA PR3, X FA 7145 R
FAL. T RS IE RS S, AR, Al
fEJH T2 5> T Bad K AEBERRAL, FH] T 40 i T,
S EAL LGN M S w8, BDLE PR I B
VEF, 268 Je 3035 DA R0 S s i AT, o 2R 1 )

RASFEPI A S APim-3 8 -
SO B TR A PE 2 AT 45 kG, Pim-34 1
M RIE L R KN BRI RR B R g
AL BAT G, SMEHE@P = 0.014).
kA% (P = 0.008) ] A, IXF1Zheng et al™
RIS AL, AR B A TR I Pim-3 85
FIZEIEFIPERIP = 0.141) W] AT %, AT %NiE
L SRR 4 B e A A E A R B e R W) S
PTG AN R L st o i my, DAtk — @ FEpE b
Pim-3 1] A A A& ol i T SR 93 (19 T A

M, Pim-37E 1E 5 B AR ORIk, 78 5
AL R IA B W v, s RIA T RE e
KA SRR A A S, AT A R R X
W g LU B AR Wb S, JF BTk
ST T IR 1S 1) S R
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Abstract

AIM: The evaluate the efficacy of entecavir (ETV)
in treating non-Hodgkin’s lymphoma-associated
(NHL) chronic hepatitis B reactivation.

METHODS: Clinical data of NHL patients with
HBYV reactivation were analyzed retrospectively.
Thirty-four patients were assigned to 2 groups,
of which, group A (n = 18) was treated with ETV
1.0 mg/d and group B (n = 16) was treated with
ETV 0.5 mg/d. All patients were followed-up
for 24 wk. Disease evolution, incidence of inter-
rupting chemotherapy, mortality, liver function,
adverse events and clinical outcome were closely
monitored. Quantitative analysis of serum HBV-
DNA using real-time PCR was performed at
week 2, 4, 8, 12, 24 after treatment respectively.
Serum HBV marker was investigated at week 12
after anti-virus treatment.

RESULTS: After 24 weeks’ therapy, the inci-

www. wjgnet.com

dences of chemotherapy on schedule and inter-
rupting chemotherapy between group A and
group B showed statistically significant differ-
ence (y° = 7.438, 4.636; P = 0.006, 0.031); while
the hepatitis-related mortality rate and fatality
rate between the two groups showed no signifi-
cant difference. At week 2, the mean HBV DNA
level decreased in both groups, lower in group
A (t =15.724, P = 0.000). At week 4, 8, 12, HBV
DNA level continuously decreased, especially
in group A. Serum ALT levels were markedly
reduced in both groups, especially in group A.
Each group had one case of adverse events.

CONCLUSION: ETV at a dose of 1.0 mg shows
a good prospect in antiviral therapy for NHL-
associated hepatitis B virus reactivation.

Key Words: Entecavir; Hepatitis B virus; Hepatitis B
virus reactivation; Therapy

Feng HL, Tang KC, Li Q, Yuan GY, Yang JM. Efficacy of
entecavir in treating non-Hodgkin’s lymphoma-associated-
related HBV reactivation: an analysis of 34 cases. Shijie
Huaren Xiaohua Zazhi 2008; 16(31): 3519-3522

LR

BHY: 483+ 8% F F (entecavir, ETV)i& 77 EE
¥ 4 &% (non-Hodgkin's lymphoma, NHL)
A8 % HEHBV B8 69 97 2L

Fik: ¥34INHLAG A HHBV ABE B E 5
4248, ETV 1.0 mg/d28 (A%, n = 18), ETV 0.5
mg/d4L(B4L, n = 16). ME & HmtE LAk,
AT P B, RER RN R, THETE2.
ms\n 24 wk, KB EPCRE WM g

A#HBV DNAK-F, KA MALE &%, T4
%&mIFUMWWﬁ H#HBVAR & 4. 4
M T A AL, MERFRREET P RREH
B AER

R ZETViE57)524 wk, AZA 5 B4 & % 45
BRGR AL R R R K AT P £ 7
A it F & L(y° = 7.438, 4.636, P = 0.006,
0.031); WMARX A KMELRBALE, LT
FEMNARGHFENL. B2 wkBF ik

| L T

[ & it 5 K I &
w9 I & VA B
FlFHmey
2R, AR S
HAFHBYV 8 B 5
EH oI,
VA8 £ X AKARE,
H#AFHBYV 8 M 5
B LA ANHL
BHAT B AT
AHBVA#E. 3
ES R L E
IR EF BT D
AR E, A2
g — 2R,

W@ T E A
B, IR R,
maTFAMFTE
SERE
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WAt & A % HBV DNAZK-F3 AT T B, AAE P42 =  FHR97; RIEHBVHEGE, NHETVHUR

TRHEX., £E
B3 B (R
TR Xk
&) HaesE, T
BB ACT
S & R B T
B 1% M TR K
Bk, ERNIEST
[ & B A LVD R
PRER R D
K, SRR 4
Z AT W B AR
K AHBVE#E,
VAR LVD& 57 %
T 04 A e e
wit2h E . B
WA R, SRR
FHBV B E M
) o9 3k —F 1 9,
#— KA £
B HETVH L
HE AR EA
EAF0AT R

Wi £ BE

FEXERXAATF
HE R A8 7
HBV#) B8 E, 12
HuERBEER
FEK, AR
RR AR, B
AIFE 2R,
Yeo et al3RiE
HBV - # 7% 4 4],
B R LVD 5% &
B, AR A 20%
#JHBV 48 X 5%
SR, XTI
VSR RN &=
M. 7Sk, R
MNEIRE I E B
# m METVERZ
TR

15.724, P = 0.000). 7577 54, 8. 12 wk& 4
fAHBV DNAK-F 44 T M. W28 4 ik
ALTAKFH T, AAZREE1E. BHAPEA]
] HILETV AR X R B F 4.

i MEH1.0 mg/d¥IETVAT TNHLAS % 14
HBV ¥ 6 Fm 2008 77 B RAF A9 3T .

R BEFRFH; CHFRRE CEFRER
B 18T

D, BRE, TR REE B BEFHLTHES
SNEBIEXIEHBVERIE34E). HREAMARE 2008;

16(31): 3519-3522
http://www.wjgnet.com/1009-3079/16/3519.asp

03I

B SR BRI 2 X, 1 PEHB VIS
PR 1K 10%, MINHLE ZHHB VYR 3 5k
3%-30%. MR U ENHL A2 1 HB VI 4
AT I TR TR R A 2R S, AR
I FE B AT, B SR AT AT
SR, HBVERHEP IS s Wibsite, Bl
LIHBV DNAZKTE A PRS0 bR &, 1 B
SORAEART RS G B a7 1L FE i, B pE
HJG R A MHBY DNATF = 1045 LA s 400
>10" copies/L. HHl, 5028 & (0%
BEIRYT CHOBFUAL, (H S — 3R ETV
v PR SRR HB VA I — AR T IR
B4, ARSCRPIEYERTST, e TETV/EHBV
WO .

1 MRS

1.1 A4 2006-01/2007-11 7 A Bt i2 (112 EHBV
A INHL R, 363441, Horp 52341, Zofk11
B, R 28-61CT- 4 F R 44.35+7.99)% . Jiify ik
BRI, HIIBRAMNIT IR 120 S ot
LA 28 95 7K 4. NHL2 W45 420084 ENCCN
BT (NHLIARSE AR H) ;5 18 PEHBVIZWIRF
£2005-1281T (¥ 18k 2T % Biva HRma ) B
e br 2 W HO 2 E SR PE I b, Horp
I E2451, 11 RESHI, TITRE 1541, TV FE 12451

12 Fik

1.2.1 397 A B ¥ATCHOPLYTY I R (A
T e+ B0 23 28 K AT R K B iR JE ), H
I DIRE R 5, RABARE . S BEH K.
[l i R R S S WS PN NS e S K2 Y B

WBIT. BTV HISEE P S0 ot 5 2 /) 287, 78
£ 70.5 mg.
1.2.2 o4 WIEHURTELWETVRIFIE AR, ¥
BH A NP 3 NETV1.0 mg/d4l(A4]), St
18451, JLrp 11491, 2274, V3413 44.94 +8.15
% ETV 0.5 mg/dZH(B41), H:16f41, i 51241,
LA, FIYEERY44.39+8.28% . AL AEAERS .
PR 9 v A R A5 g 1 2 e G W 2 Pk
1.2.3 dgrteml: MEEE AL =gk
7« RAEALIT T, R AL L. I fg
For £ FH 3 [E D158 2 (Beckman-CX9) 4 HalE
A A3 BT AL 5 AR A S, DL 2 24 w70,
FM506419. THURTEIRIT AT BIT)E2. 4.
8. 12, 24 wkZS R IMI%HK . K92 PCRE
(Cobas Tagman HBV™){ill IfL5iTHBV DNA, fif
HISystems 24 w1, FeACARMI{E 4 10° copies/L.
FVRITHT. WBITJR2 4. 8. 12 24 wkIb A&
MiHEHBYV DNAJKY; HMEHBYV DNAFE YT
i I E]. SR FHARORI G S8, T HUWEEvR YT A 12
wki I A HB VARG, MEENHET VIaST
], AN R AR A D

Gt AR ST IR AR VR, TR
AFTINGE 3 M. DA K HISPSS11.59¢ vt 4>
MR B T EOORER A 56 AR RIS 56
THE TORER AL R.

2 B8

2.1 W& RE)2 BRETVIGIT Ja24 wk, B ciigr
ST R AR AL TT.78% BLH31.25%, 25
HEHh 5= 30 RS, A4111.11%. B4
43.75%, A E R, WAL AR
WALE . LTRG24 (KR D).

22 REFREE HIT2 wkiBHMFEHBY DNA
AP REHT TR, AR BAE(ER2). BT )E
4, 8. 12 wkiE A MIEHBV DNAK F-4k4L R
B, 3697 )54 wk, BH4IHBV DNAFSPIR, A4
33.33%(6/18), HIFk K25.81, BA TCFEFwm B, 4
Tk A8.83, 2 = 4.545, P =0.000; 1597 )58 wk, A4
44.44%(8/18), ¥ h21.94, BAL6.67%(1/15), ¥
Fk49.50, Z = 3.804, P = 0.000; V377512 wk, A
£4152.94%(9/17), 7k 421.24, BAL15.38%(2/13),
BIRk 48.00, Z = 4.227, P = 0.000, 234545t
RN ST 12 wka, SRR R 114
HBV DNAF4[: Hor AZH9%1, Fir it T34 ) 8] 5.21
+0.91 wk; B2 F B0 191 73 0l tH IRAE VR 97 J5
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S8 7 PR E y3 FFéAB e 448 S l—\|BV DNA :
53 mal i TRILER SBT3 Rl efsiE2wk SBISETNRE
A8 18 14(77.78) 2(11.11)  1(5.60) 2(11.11) AH 18 7.05+120 394+054 3.40+1.16
BZH 16 5(31.25) 7(43.75)  2(12.50)  4(25.00) BH 16 6.88+1.30 5.28+051 1.86+0.68
x 7.438 4.636 0.508 1.124 t 1.033 15.724 6.001
P 0.006 0.031 0.476 0.289 P 0.303 0.000 0.000
ALT (U/L)
38732 wk 58734 wk 38738 wk 38312 wk
AR 197.83+56.64  149.02+39.40  43.01+18.86 33.25+5.66
B 279.29+63.78  184.03+37.71 58.76 + 28.05 51.20+7.36
t 4.544 3.063 4.199 4.793
P 0.000 0.033 0.000 0.000

8. 12 wk. J4b, Sk 22 HBeAgll 4%, 3 H
BAEAL. 1697 524 wk, GRS AR R IIHBV
DNA i,

2.3 AALF R VAIT2. 4. 8. 12 wki FRFE LG
ALT/KP 8T B, AZEBCR A (R3). W7 G
12 wk, PALIMIE ALTH ] %, AZH47.06%(8/17), B
4138.46%(5/13); 1677 24 wk, A4156.25%(9/16),
BZH41.67%(5/12), A4l a1 BAL (RIS 27 L.
2.4 FAMIRN AL & 1 BLETVAHOCA
R, R0 Z ) KB ANIE, H )%

3 11E

HBV FF0E /& F5 12 YEHB VI e & I i 8g 1 2
2 A G S AR R IR IR B VR
i, P BN M 3 SR R S alH T e REAT I T
R, B ERREEA - IEIR, B R R
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Abstract

Liver-type fatty acid binding protein (L-FABP)
is an important member of FABP family,
and mainly expressed in liver, intestine and
kidney. In the past, it was found that L-FABP
was related to the absorption, translocation
and redistribution of long-chain fatty acid in
intestine and cell compartments. Recent studtes
indicated L-FABP is one pivotal signal molecular
related to alcoholic or non-alcoholic fatty liver,
kidney parenchymal injury, diabetes, ischemia
injury and so on. In regard to its small molecular
weight and membrane infiltration ability,
L-FABP may be a high-sensitive marker of liver
or kidney injury. Here, we review the research
progress in the physical function, regulation
mechanism and clinical application of L-FABP.
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Abstract

Survivin is a protein highly expressed in a vast
number of malignancies while minimally ex-
pressed in normal tissues. It plays an important
role in inhibiting normal cell death and facilitat-
ing cancer cell growth. Studies in recent years
indicated that Survivin expression is associated
with the biological behviours of gastric carci-
noma. Due to this specific expression, Survivin
has been considered as an “ideal target” for
cancer therapy. Currently, several pre-clinical
and clinical trials are ongoing to investigate the
effects of interfering with Survivin function on
cancer cells. This paper reviews the progress in
Survivin expression in gastric carcinoma and its
targeted therapy.

Key Words: Survivin; Gastric carcinoma; Targeted
therapy
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Abstract

Cycloxygenase-2 (COX-2) plays an important role
in the development and prognosis of ulcerative
colitis. First, it may initiate inflammatory process.
Many studies show that expression of COX-2 is
significantly increased in the lesion of ulcerative
colitis. During regenerative phase, inhibition
of COX-2 may hinder the healing process, and
thereafter exacerbate symptoms. COX-2-induced
regeneration is monitored under delicate systems. If
the balance of this system is disturbed by unknown
factors, dysplasia or even carcinoma may develop.

Key Words: Cycloxygenase-2; Ulcerative colitis;
Carcinogenesis
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Abstract

AIM: To observe the changes of plasma nitrogen
monoxidum (NO), motilin (MTL) content and
gastric emptying (GE) rate and to investigate
the relationship between NO, MTL content
and GE during early oral fluid resuscitation
of hemorrhagic shock in rats with 40% blood
volume loss.

METHODS: Twenty-four SD rats were random-
ly divided into three groups: sham operation
group (GES group, n = 8), hemorrhage with no
resuscitation group (H group, n = 8) and hem-
orrhage with oral administration of a glucose-
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electrolyte solution group (H + GES group, n
= 8). Rats of H group and H + GES group were
subjected to a 40% hemorrhagic injury from the
right common carotid artery, while GES group
only to a ligation of the artery. GES was intra-
gastrically administrated with a total amount
double of blood loss at 0.5 h and 1 h post-hem-
orrhage in GES group and H + GES group. Rats
were sacrificed 4 h after hemorrhage/operation
and blood samples were harvested for evalua-
tion of plasma NO and MTL contents. Gastric
emptying rates (GE) were determined using
method of phenol red emptying.

RESULTS: Gastric emptying rate was sig-
nificantly lower in H + GES group than in GES
group. (62.4% +11.4% vs 92.4% £12.5%, P < 0.01).
The plasma NO level was significantly higher
(105.7 + 13.2 pmol/L vs 53.6 + 6.9 umol/L, 75.4
+ 10.5 umol/L, both P < 0.01) but plasma MTL
content was significantly lower in H + GES group
than in GES group or than in H group (72.5 + 14.3
ng/L vs 132.3 £ 24.1 ng/L, 95.7 £ 15.5 ng/L, both
P < 0.01). Gastric emptying rate was negatively
correlated with plasma NO content but positively
correlated with plasma MTL content (P < 0.01).

CONCLUSION: The results indicate that gas-
tric emptying rate is lowered after early oral
fluid resuscitation of hemorrhagic shock in rats
with 40% blood volume loss, which might be
caused by the increased plasma No content and
decreased plasma MTL content during hemor-
rhagic shock.

Key Words: Hemorrhage; Oral fluid resuscitation;
Gastric emptying rate; Nitrogen monoxidum; Motilin

Zhou GY, Hou JY, Zhang L], Hu S, Sheng ZY. Influencing
factors for gastric emptying rate during oral fluid
resuscitation of hemorrhagic shock in rats with 40% blood
volume loss. Shijie Huaren Xiaohua Zazhi 2008; 16(31):
3539-3542

iﬁ'ﬁ%

B WLIR40% A

Tk K FARA T3 o R

¥ E %4
v RGR R A
RE. BARE
Fo K FH
AP T F AKX
WA R, AR
#r‘ 2 A (R)
/n ZS 'ﬁ’ R ’}J %
ﬁ@ﬁu?ﬁ%
29wk 25 at it
TR BB HAE. 1K
ot B miE AT
B B ol B BOR
A, B RANRAEL
E Pk g RAE R
# B AT, AR
B HE A Bk
AT, = F
Hva T v R A%
AR, BHEE A
=00 S
R B &, — 5k
A(NO). o &
(MTL)Z B # %
EER AN

W@ T E A

AR, #iI%, B
FEHXFWE
RIT B I A3



3540 ISSN 1009-3079 CN 14-1260/R HRENBLZYE 2008FE1188H 165 318
mie £ 8d AR B HE(GE) R AL R —2 1 HRFEEA

%L1 et aliBit
W A% o RR AR AL
5 He B AR A
0 ORI, 2
N F35% K R @
AR Al RAE R
2 F 0 v oAb
&, BARMEFH A
FWRANE T H
BrAkik, {2 e &
o 5 F Fe R E

WAk e T B E
& 74 7T Ak 5
5 koAb i A8 4

HRMNO). B EMTL)KF# % %,

Fik: 8 SDRR24 7, MAH HEF R+FH F
Ao fi# R 5% (GES)2A(GES4R, n = 8). 4k
% ffA(HZE, n = 8). % f+GES4(H+GESZH,
n = 8). FMER-R IR [ U B A ME G, 4T
AN F % kG S, HALAPH+GES2835% 4 4
A2 H40%5 2K 8 515 minskf, GESZAR
ik . GESAFH+GESA X R A F KK %
505 hB 1 hH2k# B 4F B3 2453t &
fF W GES. % f1/54 hif £ 3h kIR fn &b 583
Wy, Kol fo ENOFeMTLAKF, Brerikm £ §
HEE

%R k)54 h HFGESA § #F % £ 2 F1K
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132.3+24.1 ng/L, 95.7+15.5 ng/L, 3P<0.01).
RHE 25 R ENOKF 248X, SMTLA
F 2 EAH £ (P<0.01).

28 K R40% 5% Kk o4 2 RANZ BT §
B FEAK, ZLAUH) T A A4 K fn bR 5 A b 3
NOK-TFH & AMTLAK T BAKZE B 24 +.

X8 R, ORANE, BHEE R, —84/R; B
HE

BES, &=t KM, Ak BEE. IS2XRMM40% AER
OB BHFTEN T RERINRER. BFRENHER
& 2008; 16(31): 3539-3542
http://www.wjgnet.com/1009-3079/16/3539.asp
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M3 —FHE B RAKPFIIRR, YD
SRR T S IR A i S Th R AR Ak
(RIBLA, k9 2R i kA 7 B 3 10 R NI 5 1
(1) 75 J3 3 R T 7 B B S 0 4

1.1 ##F & SDKR24 5, 50-60 148, 74 it 5210-
230 g, W B RN R4 4 = B 2R R B Sk
SR L. R - LR TR (G E S) L 7
41 LK ¥%f#3.5 g NaCl. 2.5 g NaHCO;. 1.5
g KCURI20 iz, A F i 137 CHE /K%
FATAA. — S AL SN O IR 57 6 Fh e ot S ok
AW TR TR, B B A AR & b
BT AT T A
12 7%
1.2.1 BEAVH) - 05 o020 KSR I 38 W 1 i 9
1 wk, RATZE£T18-20 h, 25/K2 h. KPR G
FH SN - S MR HT 1T imBRIBE(0.5 mL/k g i )
Jo, THBREBGH IR, BOCH D) T IE, 4 B AL
FANBURBIIK, T, R R4 5 i
40%(65 mL/kgH ) EIBE15 min:2 UL,
FERCTS min YR8, JRUILSE S 45 LB ikl v, 4%
& R, UL SE R 0.5 hAz1 hie K RS BOR A
THHATHES. BENL MK TFARU(GES, i = 8).
Hali M 41(H, n = 8). ‘RII+GES(H+GES, n =
8). GESAL&; .47 2z ik 5 A T JtifiL; GES4L
AIH+GESY]F AR i J530 min 21 hH K i #E
S EL G ST GE S I R AN, HAL KI5 AN
TAMB. U IR R AN R LA 3 A, A
A hid B2 5 32 IR T
1.2.2 s ZNOFMTLAZ#N: FYKIL)5E4 h
J§ - E Bk ECIL, 3000 r/min0r10 minky i
-40°CURAFAEI. AHIRIL SR B AT N OB & T
S R BRI Bl 2 R, TR e R R
B AR
1.2.3 BHew £nl 2 GESHMH+GESA YT
)54 hibst, CAYZL k4875, $%Scarpignato
et al (¥ 7RI 5 B A 3.

St AR SEI0 K R HISPSS11.0GE 4K
PERCBE, 25 B Dimean® SDE 7R, BEATA K FIAH
F 5 AT, P<0.05 4 2 3 Go it X

2 B8

2.1 2 ENOFMTLAE H+GESA MK NOF i
(105.7£13.2 umol/L) {234 = T GES#(53.6 £ 6.9
pumol/L, P<0.01)FIHZ(75.4+10.5, P<0.01,
1A). H+GESZH M 3EMTLF #(72.5+14.3 ng/L)
BEETGES41(132.3+£24.1 ng/L, P<0.01)FIH
41(95.7415.5 ng/L, P<0.01, [1B).

2.2 BHew %£(GE) H+GESH4 hH 45 %(62.4%
+11.4%) 2 F K TGESA(92.4% +12.5%,
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Abstract

AIM: To observe the change of tissue inhibitor
of metalloproteinase-1 (TIMP-1) expression in
carbon tetrachloride-induced liver fibrosis in rats
after treatment with Chinese herbs compound
Rhodiola sachalinensis (CHCRS).

METHODS: Eighty healthy male SD rats were
randomly divided into 5 groups (n = 16, for each
group): normal group, fibrosis group, CHCRS-
treated groups (using high-, middle- and low-
dose CHCRS, respectively ). Liver fibrosis was
induced by intraperitoneal injection of carbon tet-
rachloride (for 8 wk). CHCRS was given intragas-

www. wjgnet.com

trically twice a week while fibrosis was induced.
Animals were sacrificed at the end of experiment.
Histological examinations were performed after
hematoxylin and eosin staining, and the fibrosis
was classified into stage 0 to 4. The level of he-
patic TIMP-1 mRNA was determined by semi-
quantitive RT-PCR, and the expression of TIMP-1
protein was detected by immunohisfochemistry.

RESULTS: The extent of liver fibrosis was
above the 3™ stage in most model animals, but in
CHCRS-treated rats, it was obviously degraded
as compared with that in the model group. The
level of hepatic TIMP-1 mRNA was significantly
higher in the model group than that in the nor-
mal group (0.858 + 0.052 vs 0.615 + 0.067, P <
0.05), but it was markedly lower in the CHCRS-
treated groups than that in the model group
(0.740 + 0.081, 0.704 + 0.032, 0.695 £ 0.030; all P <
0.05). Immunohisochemistry showed a signifi-
cant increase of TIMP-1 in the model group as
compared with that in the normal group (0.356
+ 0.052 vs 0.121 £ 0.067, P < 0.05), but a notable
decrease in the CHCRS-treated groups as com-
pared with that in the model group (all P < 0.05).
Meanwhile, the positive expression of TIMP-1 in
liver tissues of CHCRS-treated groups was still
stronger than that in the normal group (0.298
0.08, 0.256 + 0.032, 0.213 + 0.030; all P < 0.05).

CONCLUSION: CHCRS can efectively inhibit
the expression of TIMP-1 in CCl-induced fibrot-
ic liver in rats.

Key Words: Chinese herbs compound Rhodiola
sachalinensis; Liver fibrosis; Tissue inhibitor of met-
alloproteinase-1; Immunohistochemistry; Reverse
transcription-polymerase chain reaction

Liu DP, Lu FM, Zhang CB. Effect of Chinese herbs
compound Rhodiola sachalinensis on the expression of
tissue inhibitor of metalloproteinasel in fibrotic fiver in
rats. Shijie Huaren Xiaohua Zazhi 2008; 16(31): 3543-3546
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WA B A
PHEFAFR
A EKR. %3
fi 470 BT 4F Yt AE
e 4F 8 {2z
WA F R
T4 AL BT 4147
+ TIMP-149 & i%
S fT 0, % RIE
NEGARIE.

ik 4 8 SDR RSO R AL 2L (1)EF
R, QT AR A, VA F LT RG
FFLL(HL); (4) AT Lo R P Hl (M),
(5) A7 4o RAKA ZLA(SH), #4116 2. VA
CCl, ipiEifF K AITF L 4edb, A7 a5 R T
MRAEEBEGR L TE T T REY, £
Xt B L2 T AL se e £ B2 3 Kip, 8 wkEE
Itk RuT AL E 4, G B AT IR 2L A HE 4%
0-4 A7 FI AT LF EALAR B, B A & ZRT-
PCRA& M FF 28 42 % TIMP-1 mRNA# £ 5 H AL,
T %, 9% LB A BT 20 47 & TIMP-1 44 ik .

GER: AR K R4 e A2 AL T2-44,
AP Ko E3MA L, EHaz R FHaA
K BN L AR A R IR, RA VI pik
348, BEAVZA K BT L4 P TIMP-1 mRNAK
3 F EF 2R L(0.858 £0.052 vs 0.615+
0.067, P<0.05), M & 7 ¢ R T A K RAF2A
£ #TIMP-1 mRNAZK-F(0.740+0.081, 0.704
+0.032, 0.695+0.030) 2 F 4k T A A 2834
P<0.05); A28 K FAFLALTIMP-169 Ak &
ik B E R TR AT 2H(0.356+0.052 vs 0.121
+0.067, P<0.05), A 7 4o X F R 4047
FTIMP-144 Fa b % 1%(0.298 £0.081, 0.256 +
0.032, 0.21340.030)8A 2 3% T £ AF B 4H(3H
P<0.05), 125488 20 B % %, 53 (P<0.05).

8 P E o w RALA &R CCL ik 399
FF 47 Y K ST AE P TIMP-189 &k

XA BFHLARK; FFAEMN; TIMP-1; REdH
ft; Wi 7% TR A B RE L

NRE, PRZE, KEHE. EDAKRN KBS AL
PTIMP-1FRIABIFND. WRELNHLRE 2008; 16(31):
3543-3546
http://www.wjgnet.com/1009-3079/16/3543.asp

0 31

< R 1 B 4L UM I 1 (tissue inhibitors
of metalloproteinase, TIMPs)J& T £F 44k i #2
BN 7, B A S o< s £ i (matrix
metalloproteinases, MMPs)iGi LI, fhal L
MM PsAEILA &5 i 40 L3, BT b i I
gh O BHIEILTEAL. MMPsTG A2 40, 41 i /38 5
(extracellular matrix, ECM)F&fi# kb, 76T P it
JEUTRA, TE T 4EAt, i TIMPs{E 421
(¥ 2 35 7K 7 1) LA T 2 4R 2 1 i An R U,
ASCLACCL A IR BT EF YR B2, JeA ]
N S SCTERZ IR B S e e AR, BL4:
J B ML SR TR 1 (TIMP- 1) g #EJE DA, el

TIMP-1KIEK -, MEE 740 5 R4 CCL %S
KU A1 A A A 2 i Js AR e s, DAaE— 20
R 7 4L S R P AR 4B L.

1 #RRT3E

1.1 ## @5 8 SD K80, 45 & 180-220
g, HEEARNT K= sy rhode gt DSk
(CCLYE B REA ) Mt T 53 . &
VAR ONIE ISR EPIEIER S e Rt/ NS o 1
] RN AFEH N G S 15 7 s il ) 2 A
SEFSEMBIA 777 . TIMP-1_E R355 14 M %
PUKRTIMP-1—Huh EigAy TR A A &
P BRI A AL B (H R PR AC R S 58 2H A K38
REHTHR M P TR At b A R
R R A7

12 Fik

1.2.1 o4 {5 & SD K80 HBEHL I A 54: (1)
IEH R () A R A (3) R U7 41 5¢
R mAL(HAL); (HE AR T HHERLAM
H); 5)VE T s RAGHIEAL(SH). FF216 A,

o1 1) 58 75 [N 3 L 225 (P>0.05). HCCl, ipikifs &
KB4, BT 100 mL/L CCL (M
i)l mL/kg, 1K, 38 wk. BT 50K+
THEH A 38 A5 11 [ I8 45 1 52 07 41 5 Rig (W JE 60
g/L. 40 g/L. 20 g/L, F#10 mL/kg, & F2IK,
L8 wk), AT YAl RS 70 4 35 5 () i 37 2E B 3R /K
ig, 10 AT 55 s Ao vt R A 3 R /K ig b B
FA K BRAE G —IXCCLVEST 548 hAbdE, #5
JHHEHI40 o/LH i ] 5, BE 0w 3R &, HoRAR
A THH i F1)-80 °C YK A RAT-

1.2.2 FHRBFEE: V) HHER (A,
F20004E7E PG 22 2518 1 i P AR IS 2R S AL e
AR oy R SRS BT I8 1
JFF 98 53 253 WHAR YRR J 5 IF 7 i AL R P,

1.2.3 RT-PCR#&M AF 2842 # TIMP-1 mRNA:
TRIzol—JVFHRINAZUARNA, BRNA K 5%
JcDNA, PCRJZ . HU10 uL PCRY I =HmA
25 g/LIRCAETRNRRE B, LI80 V/iemH Hs L
PK50 min, 7E584ME T AT DLAH Y. (19K 52 1) H f 5%
DRI RN P 25 B9 18 2%t , 4 FELK 45 SR L8 Tkt
AT R GE R 4ty HEAT 3T, A4S GenBank 3
e, N HPrimer-33CF BT H LR )9 38 5 ]
Y. TIMP-1: _Ejf: 5'-CTT CCA CAG GTC CCA
CAA-3', Fiif: 5~CAG CCC TGG CTC CCG
AGG-3', KJ¥238 bp; GAPDH: _Ljif: 5-CGA
CCA CTT TGT CAA GCT CA-3', Riif: 5-AGG
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pay:| Fal Fia 4R FigEl FHR

[EBNIRA 0.587 +0.058 0.615+0.067° [EBWNIRA 0.093 +0.058 0.121+0.067°
yERitLA] 0.586 + 0.042 0.858 + 0.052° il LAE| 0.099 + 0.042 0.356 +0.052°
S#H 0.587 +0.031 0.740 +0.081° SH 0.096 + 0.031 0.298 +0.081°
MZE 0.588 +0.042 0.704 +0.032° MZH 0.095 + 0.042 0.256 +0.032°
HZE 0.590 + 0.032 0.695 + 0.030° HZH 0.094 + 0.032 0.213+0.030°

°P<0.05 vs IEEIIBAE; °P<0.05 vs BRI,

GAPDH
TIMP-1

B 1 FFALADTIMP-1 mRNARIXBVEIZS LK. 1: DNA
Marker; 2: #8020 3: IEHXSIRAE; 4 B 52 5 R AR,
5. FIGLLSERAFEA,; 6 B4 S REAIRA; 7: Bk
EHIR; GAPDH S TIMP— 1751k,

GGT CTA CAT GGC AAC TG-3', KJ&#500 bp.
K25 uLif) ik &, HhPGAPDHY H ()5
RIS 10 FE 4 0 1 pmo /L. J W 45143 ) 2 -
94°C 2 min; 94°C 30's, 55°C 30's, 72°C 50 s, 28
PN (L 2 IR TGRS B B R 52 30 45 1F); 72°C 7
min; PCRy=#) & 5 5 it s FE vk )5 i Bio-Rad
Gel Doc20007! I B 15 72 48 16 45 9 FH Quangtity
OnefRAF T IE PRAH T AL

1.2.4 %97 LAALH M AT 20 22 P TIMP-1: 3", 3-—
FILRIKENE (DAB) 5V ML Z HH TIMP-1,
BARTIEQUR : A0 ) &0 M oK.
30 mL/L H,O, /4R i PEI AL Al DT IR
h TAEZ MR A E S, F100 mL/LIEH 1L
3 B ARR R R PO, W 2000
4CHE . WG =M —Pr(HRPARid) TAE
W, 37°CHFE20 min. DABWL (A, FRARZE R 4,
B, DU IR £5 22 ph i A S — B AR AR B Mt

I BRI S AT RG AT K E i, TR R
Weidner /5¥%, XUE VLR, SCAEARAS 55 FEFRFH
PR RO AR X8, RS 1Em ST N A3l A
i, BCP B &Y A .

it F A K Hmean+SDE R, X
SPSS13.04 v A REAT 40 #7, Geivt J5 iR He

S

www.wjgnet.com

*P<0.05 vs [EEIIIBLA; °P<0.05 vs BHIA

2 BR

2.1 BRF 4 et o 30 HICCL I Hip 2 48 . 1
RYZH K BRISI TR J I 41 24 A0 5 S P AL, 2T 4
POREFEAE2-430 2 18], 16 LK B AT 12 233 LA
RSN EAR SN PR DN W A XA i
RS ek, Wil 7R 5 1R 19 0 2T 4 A R 2 ¥
AR, E s LT AR B AR 1-3 3 2 a], 16 1
KB A4k E3 .

2.2 FF2A # TIMP-1 mRNA# T4 HiAIZH K
FATA1ZITIMP-1 mRNA /K5 0F H 4 8
FH W5 (P<0.05); 5 T7 405K T 4R BUH 41
ZUHTIMP-1 mRN A KPS R 4 3% F%
fIK(P<0.05); &5 L5t KT A A TIMP-1
mRNAZKFH8 1E 5 41 i 51(P<0.05, #1).

2.3 AF4AL P TIMP-1 £k 69 AL LR 1E 5 L)
R ] TIMP-1 254 597K PRk, BPEE5 &
BEOLF LR e e . AT A . T
Fean o, R ZID) T TIMP-1 /31K %
TEHOO BB 25 i, LA ME 5 1E 8O0 IR AL AR
bE, 25 A goil 2 8 X (P<0.05). BHPEZR L AL
B S A Y b b e B R, R BRI R
o, [R) IS 21 4 1) B P9 At o] WL 52 07 40 5 R B iR
UL TIMP-1 320K B 5 58 T 15 5 % 4l
(P<0.05), {HEHI L 8 29855, HAM HHA
AR ZE S Gevt 22 L(P<0.05, K2, Kl1-2).

3 e
JIFELAR 41 i (hepatic stellate cells, HSC)F2: JIF£H 4%
P A B JER 2T 4 5 41 A i 5 114 = 2 41 B SR
At P4 T 2 P T 4 A 9 o R v ) A,
TIMP-1 B AR A JE 4R et i R IR &,
ELTE HF £ 4 A 1 i Jok 1 bt = 22 1 i A
F. AEFFIE A, TIMP-1 3 3540 i ke Y5 380 1)
HSC, sz 8t a5, mid— R 5040 -7 11
H, HSCHWUE, KERIBTIMP-1, o] LLTERG
JEIE ALY B S MM P s i T b e 2 A5 1, B

mia £ BE
AR EER A
W, 2 LR
B tafb, P EHF o
A&, PRI 2 Ik 4m
HLed EACIE A, AR
B W a0
M fAE R, ATt
I ¢F 4 AL 35 4 o5
mEFTEEKX
B, EEER
IhER. Fh
*RIE.
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W @) 1% 4 t b- :"'_"i - T

A X ART-PCR#A= ""'i; —— _t_ - ‘.___ -..n

%Eé’ﬂéﬁﬂ:#y}- - ::‘-\ - ;..“ : [ ;‘h [T

H RS uE B S y ~a :
. . [ F_ G" -

R AF w3 &AL K F - T i'*. = "* »

S x R LF % 5-.,;‘_ -3 T el ﬁ"

HCHF 48 42 TIMP- 1 G Nt L N

EBAKSYR, | e e = ;ﬂ-u i

H—2 &L, 25 . hn-; S & ? A

ARt —. e DT TSl

A e Y e P

2 FHALPTIMP-1ZRIA. A: IEFEXHA: B: IR C: B4 REraaa.

M M P [ il J5 [ BB ] e 5 Ak i i s
B S IMMPSTE &1 @ TR A, L
PECY WS R A TIMP-16E45 A FRMMP-14. 19
PAAMI T A MMPsIf A% L2k v k. —J7 il
T 0 S5 B (MMP-1, MMP-8, MMP-13%5)[{]
e AT e, U0 ) S R B T 78, TR Ay (¥ 4
i A ] J5E IR i, 5 BT A R R O R T 4 o
5 T A T B 0 S AT ) P AR 4 e 0
T, TTRESEF= A= 40 M A AL, [ B th Kd =
TIMP-1% 1 b7 A= 1 1 250 et 3 3O B 1 2T 4
2 ek oA i 22 b TR A R AR TR, T AN g
A s g A

SEWIEAR SN i EZ AR ¢S] [N 0):
FUBEE SE FLAT HUISHE I 5 27 40 /E T, LA
FHALHI L F5 Uk T IE 98 5, FHIHSC IR 5 55 3
b, FIHIET4E R R R, B AITIMP-IRIE S
R BE ) 5 P e D il 1) TR, I 2 3k 2T 4 e It
I REfRAE, 75> BRI A RINZ
W Z R B AT R0 AE F s AL HiZp 2
ST 5 R AL AL U TIMP-11) KA
WA LR, W IR AN FRIE.

AL N 2 EERT-PCR 5 S 4146 1 I
2, i MAmRN AL B 1 Rk K g 52 7 4
SRS L e AT ZR R TIMP- 13RI (150, &5
F RS 7 4055 R n] UL B v6 C CL A0 4 M T
LRYEdh, Bl ST AR RN, K RIF4Z

TIMP-11{R LB H D, WRAT TR, &
TIER A, Xt R R4 SR R
IHFITIMP- 1T, PRI ETUEALIT LA L d
H S CHE A I 40 1 [ 1 1A U JEA: 40 e T
XFTANHHS CHE AL AT 4L ) i B A R

4 SEXH

1 Nie QH, Duan GR, Luo XD, Xie YM, Luo H, Zhou
YX, Pan BR. Expression of TIMP-1 and TIMP-2 in
rats with hepatic fibrosis. World ] Gastroenterol 2004;
10: 86-90

2 R, Rk, EEAL FFREOR AL . T4
ol ARSI TR TR T X PR
& 2001; 81: 805-807

3 REREERYR SR A MR O, FHRSESREE
BET. BT RIGIE T2, hAeTIER A< 2000;
8:324-329

4 Benyon RC, Arthur M]J. Extracellular matrix
degradation and the role of hepatic stellate cells.
Semin Liver Dis 2001; 21: 373-384

5 Visse R, Nagase H. Matrix metalloproteinases and
tissue inhibitors of metalloproteinases: structure,
function, and biochemistry. Circ Res 2003; 92:
827-839

6 Knittel T, Mehde M, Grundmann A, Saile B,
Scharf JG, Ramadori G. Expression of matrix
metalloproteinases and their inhibitors during
hepatic tissue repair in the rat. Histochem Cell Biol
2000; 113: 443-453

7 Benyon RC, Arthur M]J. Extracellular matrix
degradation and the role of hepatic stellate cells.
Semin Liver Dis 2001; 21: 373-384

8 RERRL B, £EE, X5, BE, WEE KSa
SRS DMN KPR A TIMP-1 2K
M. R ERTZG SRR 2007; 26: 11-16

it kR4 w4 AW
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Abstract

AIM: To explore the mechanism underlying
H pylori resistance to rabeprazole, and to search
for a new target of anti-H pylori drugs.

METHODS: The EZ:: TN transposon which in-
cludes a chloramphenicol resistance gene (camB)
was transformed into H pylori 26695 strain by
electroporation. The isolates randomly inte-
grated the EZ::'TN transposon were harvested
on Columbia agar with 8% sheep blood and
chloramphenicol (20 mg/L), and then all the
isolates were inoculated on Columbia agar with
rabeprazole (2.25 mg/L) to select rabeprazole-
resistant isolates. The rabeprazole-resistant
isolates inserted by the EZ:: TN transposon were
detected by camB gene PCR test, and the gene
related was amplified by LA-PCR (using in vitro
cloning kit) and sequenced.

www. wjgnet.com

RESULTS: Six rabeprazole-resistant isolates
were acquired. They were all inserted by trans-
poson into hp1469 gene, coding outer membrane
protein (Omp31) which was a nonspecific porin
of H pylori 26695.

CONCLUSION: The mechanism of H pylori re-
sistant to rabeprazole may be associated with
the mutant of “hp1469”.

Key Words: Helicobacter pylori; Rabeprazole; Drug
resistance; Gene

Zhao F, He LH, Jiang K, Zhang JZ. A novel gene
of Helicobacter pylori associated with resistance to
rabeprazole. Shijie Huaren Xiaohua Zazhi 2008; 16(31):
3547-3550

il

B#: K& da 1TBAF R (H pylori)* & N vk
(rabeprazloe, RPZ)it 24 649 & A HUh), VAR A I
Wit 25 AR & AR, AR IH pylorish ¥y e FF A
FoBOEFR BT Y b B

Tk B AR ERMARSEN TS BT B4
AWEH pylori 26695F , 1% LA AAGEAN T 3 &,
b 2 A A R EH20 mg/Léy 4k Ik o
R R BT R AEN T A5 EF 6 R AR, AR
A F M Azek2.25 mg/LagS-48 b T e - i it
RPZt 25 % 1%, i@ 1d PCRIL K T % i£ | 49 RPZ
it 25 S0 B AT 35 )2 T A5 AN, A LA-PCRIX
F) & ] ARA I HEN K E AL

HER: H pylori 26695% & 4L ERPZF M
o b ik 2] 6ANTnSdE N K& oy wf 2h 21k,
SHHIHAAL SRR GNP EX AR ERAREH
pylori 26695 F “hpld69” 57| % 4 F
R, 3G A = 4 A SR A & Omp31, 278 A IR
ILEG.

28 H pylorisfRPZ#&t 255 “hpl1469” AR
REFI R IEILE B H R Bk,

KEVT: W RAT ;T DURIME; Wt 25; B

Xk, @A, 22, KRR —TPETEd BN BB VUL TZY

L LR TR
&R % R 4
JRF R A0 B ) Fe
wEFEAY
N SE W
*®& I H pylori
B, LA R
o 2R . A Zh M
H pylori ¥ B 4 &
FE I EH, RA
R K M) £ &
RBEZ—. R
B IR T T A )
il AR
BB 5 ik A ) AE
A Fe 33 AE A
oh, R G BA A
WAEFHER, 2
H pyloriFy ¥4 V&
.

W@ T E A

G % F, 8l#dE,
MY RFH W
F B I3 A M A
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WA B
Ji T & A ) 7 84
Rk E ek
J A8 5% 37 %) AL )
R A .

Wi £ B

ATH 4 et alfe 3t
% Fb T R A7 4
64 H pylori MIC
MR E AT A
Ji ¥ F 4 ) ) at
B, 2RA
R AR Ay A T
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0515

H 19824F WarrenflIMarshall I\ 12 1 75 48 56 514 4
I3 B A T TREAT B (H pylorn) LKD), H—H A% %2
HHFL 5 A F AT OGTE. 1994 WHO 4 H 41
JE R T REUE R 1, WaEie A5 A W
YA I s R A B . v B NHEH pylorild& B2
$150%-60%, FRERH pylorin] G718 HEHE %, 1
A5t 9, RT DAASETHE A PR 15t 02 R AE 52 R 2 A 80%
AR 54% . HIH pylori e %M £ k&
BT, BAEPUER . U4 (proton pump
inhibitor, PPI)F/EE. . it 251EH pyloriVf1&
BT S, OB R R K2 —. H
T PR 22 SR AL 3G PPIRIFT A 22 48 1 (¥ = I s Y
WITVEIRIT H pylorif& 4y, BA BITFHIRCR. b5
TR BPPISR FLAT 23 TA 1) 15 IR 73 s 4 i)/ F A
PUBE AL, A G814 AP R R,
FRANHIH pyloriBUtI AR T4 W R, 75 DLk
(rabeprazloe, RPZ)ZH—PPI, ARSI R L
F BT HABPPIY. IAVHARRIN, H pylori
X T RPZZEAGAE 22 14 3% KA HT AT B AR
PPk, It HARAS T AHOC I 25 B ik, Fedl 140l i
B )RR 14 N R 7S R 29 H pylorRIRE Ik
AEBLA, TR DUy e 25 BE DAL [ R B
H pylori 24 (1) & FITE A S 4T S8 2

1 #EREA

1.1 ¥4+ H pylori 26695 [ bk, 2K H H 1 7t
By 428 il vh o AL G TS B BT 2 W 5 H pylori
PR ORAT . B DU 2Y, TG 220 AR A i) 2
M. S AR PUERE K ) pMOD-2-<camB> it
RS DI S S AR BRSNS VS U T
T FR SR A R A I, I e e T
W7 425 Tl s A G P 977 42 S A o 12 I =5 O
f7 31424t LabconcoEW) M WA UL IR
i\ Eagle Eye Il BUEHRMIZ RS EquiBiot
A%, Eppendorf PCRY 14 {3 flTaKaRa LA-
PCRIA %L

1.2 7 % ¥ @& = Uk L M FokhipM O D-2-
<camB>5 pL, 10X Buffer 2 pL, pvull 1 uL, ‘X
WTE(pH7.5)12 pLAKK A E10.5 mLI¥ K #
eppendorfE 11, V4], 1, 37°C/K#4 hiigY). i
Y=y atith 14 8 Qiagenalifb iRk 7 & ik W PR,
Figv14lith J5 ) TnS-<camB>2.5 uL, EZ:TN¥

JERES L, KB A B A2.5 nLAK I E10.5
mL (1] K ¥ eppendorfi&y H, 37°C/K¥#30.5 h, JE lf%
PESR A AR, B2 mmAL M ETS0 mL/LIY) £ B
2 Wi, WU S TE AR AR ol L
SEATRER, IR IRGY, 565 2E )55 T-20°CIK
FETIA; EAEY) 2 A TR I L BE S A AN
RN TN HIH pylori 266951 iR, HF %
WeFTI405], GRS 25 1A ) s bR, iR AR
AL FRHAT FL AL,

FoL o A S TR B REA AR AT T B AR L
WAL, FEVR A SRS IR A N 59524 h, KA
B4 EEI R B 400 LK 1 i O R AR AT
BN, WA TR E (20 mg/L)Puit AFE E b
S IG5 196 475 A\ TnS-<camB>{IH pylori, “F-ATH Rl
FH FIA B AR ALH pylori %) B, 557572 h
Ja, s 2 I A AR K e P HEE T 400
w LI R B i D R A N, ¥4 T RPZ(2.25
mg/L)HLPE RS LG W I~ 0L 577 6 4 Jie 4 N 2R
T HIRPZI 24k, AT 8P AH [RA fE 1 R e 1k
H pylorif B TEXE . ik 21 ) 4= HER P Z it 25 bk
HE4TTn5-<camB>JPCRA I, XL 51443 5k
caml 5'-GAT ATA GAT TGA AAA GTG GAT-3'#ll
cam2 5'-TTA TCA GTG CGA CAA ACT GGG-3',
H I 1 BL742 bp. PCREHYE i 24 70 5 L A-
PCRAAF A I A A st BT 3 IR A B, D43
M TS AN 2GS LA,

2 BER

L WAL IH pylorift & 5522 T K5 7572 hE 41
R, MHFEAERS W AH pylorift &
HERPI_EREFE72 hR AR, iRl H R
PUHEAR IR HL 4 A4 A\ TnS-<camB>[1] B 2
FHEERPZV-IIL_L 0 48 N R 9G IRRPZI 24 1, 1%
7196 hIRTF6N 2 ve b, 43 il fir 4 AR1-R6. Xf
WHH pyloriftRPZV-1IL FICH % K. R1-R6
A JRE e N AR (PRSI 3 O s AT SR =P A
A, S PCREGM, R1-R6341742 bp B H 4
(B, T E 264N 25K AER PZA- NI EARAR
K R, MBS PR Z RS LG I
ML F AR AR AR K G T B PR PZF- L1 A)5 4%
KR, REAH pylorWAREA K. FFLA-
PCRIAF G IRAT T % J8e 4 A7 mot Jo) ki o R
G, WP 2 F L BLAST A W67/ i 24 v [ 5 i 1
FEMNEERIIN “ hpl469” .

3 118
PPIMEHT A 2/ 28 814N, B4 HIHLH H
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HHCRBIL. TARPPISH LB e munas
TH pyloriftl AT B BUE £ 105, it ’ & ek 15 51 25

ZiH pylorilf I WFFCP P 2540 AP L4
HE T FT I R AT SRS . 57 IS5 R I A AR
AR 0 3% B 245 5 B JLEE N 10741077, X
b5 B DR SR AR 3 B 24 TR R 2 LU LR, A
H pyloriXI PP 24 J5 K A] §E & B I R 9 AR Bl
SR, T JRE - - R T BRIV 24 L A

BT TS KM LKA 12 N T R BB A&
DAL 43 AT 356 K] T R M AL Sl S AR R D1, AR stz
PAEZ:: TNH G J8E 7= o T H, FIR T e R o5
(DT LABEN LR A 20 H R, i G e A
LR QAR RN, 2 TE; 3)Fd
A0, PR 514, S50 2 I 2 Rk 3RkAS H
(v R A A i A S i 2P IR A A
5 0T REN LG N S ID FIH pylord, FRRE I RPZ i
21 ML 32 2 5 DR 4 N R 35 T 21 K 3R A3 1)
ORI 24 v [, 518 BFAG LU AL~ LA DR
FOHTHEARPZA-IL_EAT SR AEAC R A7, 1 W] B/
RFPUIE R T B4 T i 254198 T LUK i 24
PERS T ALAR, LI 24 0 AS s (1) D5 Y i 24

“hpl1469” FERLE26695H & i — Fft 1 it
4 F1(Omp31), & T-BEFLEE [ 5% (hop family)!",
HILRGRIL =9 hHopV, K/ A248 MR IR,
Iy FIRELIN26.4 kDa. %SRS A {EAMNE L
& R K PE HIFL, 0T KB PE 6 /N 5 1 ok
N B RS B0 B . A AR AR i L
(L ELAR R i e da 1) 7 o 2 S ] 4 Db 7 2K
A S P AR Sk ALY, R e R — R
12760.6-2.3 nm, 7] LLRE/N AL ISR KN F
W P ok 2 A B R B IS B A R, X
T iz e D e, S T /N R0 41 i Py
AN FE 25 O, AR Z0l %I AR N B 4
. R S M AR AT BN, — I TR AN e
M, ARSI FR 4560 U4 A I
YA Be W s, Hop VIR H S -5 s 56 o B
H 5 KW A v AR R = AL R 1O mp FAE 1)
FLIE [ 1 5 2 (1.8nS) R 2. Yk — R
R LA (11 SR BrAE RN R 1R

M 25 AR B “hp14697 JLA i T Tns%E i
T N 0% 3 L G 5 1) L AR FTOmp3 1K)
BR, RPZRZ: T B dE N AR IR AR, nlfigis
JSC L PN 205 AN B R IR, X AT AR R
B AR RN 24 11 2R R 2 —. Hop VA& IR =
JEEFL AR 1, 2T 3 SO 24 HLHAR 7T RE e —
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700 bp
500 bp

742 bp

1 TBOWRI ARV REE ABREVARN. M: Marker; 1: FA
PEGFAR; 2—7: R1-R6; 8: BRI CamB.

Fhlldr S (i 23842, AT AT X PPILLAM HoAthie
JTH pylorif 2o — g 58, i e fr 5
AR “hpl1469” JiE w AR ] B — DI AF S
S5 R SENE, RN B T AR I Ho p V2RI %
bt A R BURME R RE M. 2, AT 24 AH DG SE A
(1R, HRPZETE MBI, i 258 FORH
R HAT BRI R XL

4 SEXW
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] Gastroenterol 2006; 12: 2398-2401
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AL, AHRIL
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R I S A
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Abstract

AIM: To investigate the expression and clinical
significance of nuclear factor-kappa B (NF-«B)
and vascular endothelial growth factor (VEGF)
in gastric carcinoma.

METHODS: Sixty-eight patients with gastric
carcinoma were selected as experimental
group, and their corresponding noncarci-
noma tissues were selected as control group,
and 20 normal healthy gastric tissue samples
were taken as normal control group. Immu-
nohistochemical method (SABC) was used to
test the NF-xB and VEGF protein. And the
clinical pathological data were statistically
analyzed.

RESULTS: NF-xB and VEGF were not ex-
pressed in normal gastric tissues, but were
positively expressed in control group and in
study group with a significant difference de-
tected (63.2% vs 2.9%, 76.5% vs 14.7%, both

www. wjgnet.com

P =0.000). Expression of NF-xB and VEGF
were not correlated with the gender, age and
histological type in gastric carcinoma. While
the expression of NF-kB and VEGF in gastric
carcinoma with TNM stage (IIl + V), lymph
node metastasis, serous membrane involved,
and distant metastasis were significantly
higher than those of TNM stage ([ + 1II),
without lymph node metastasis, or without
serous membrane involved, or without distant
metastasis (P < 0.05), respectively. There was
significantly positive correlation between NF-
kB and VEGEF in gastric carcinoma (r = 0.512, P
= 0.000).

CONCLUSION: NF-«kB and VEGF are both sig-
nificantly expressed in gastric carcinoma and
there is a positive correlation between them.
And the possible mechanism is that NF-xB up-
regulates VEGF, hence promotes the develop-
ment of gastric carcinoma.

Key Words: Nuclear factor-kappa B; Vascular en-
dothelial growth factor; Gastric carcinoma
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Abstract

AIM: To investigate the HBV DNA load in
monocyte-derived dendritic cells (DCs) from
patients with chronic hepatitis B, and to explore
the reason for decrease of DC function.

METHODS: Twenty patients with chronic hepa-
titis B and 10 healthy controls were included in
this study. We incubated and induced DC sub-
sets differentiated from peripheral blood mono-
nuclear cells (PBMCs). The expression levels of
HLA-DR, CD-10, CD80 and CD86 were detected
by flow cytometry, and the levels of interleu-
kin-12 (IL-12) in supernatants were measured by

enzyme-linked immunosorbent assay (ELISA).
The stimulatory ability of DCs for proliferation
of allogeneic T cells was evaluated with mixed
lymphocyte reaction (MLR). HBV DNA load in
DCs was detected by fluorescent quantitative
real-time PCR.

RESULTS: HBV DNA was detected in the DCs
of 13 patients. The expression levels of HLA-DR,
CD-1a, CD80, CD86, IL-12, and the stimulatory
ability of DCs for allogeneic T cell prolifera-
tion were much lower in patients than those in
healthy controls (P < 0.01 or 0.05); moreover, the
above indicator levels were lower in patients
with DC HBV DNA positive than those in pa-
tients with DC HBV DNA negative (correspond-
ingly: 39.17 + 6.02 vs 60.11 + 7.92; 46.03 + 5.52 vs
58.77 £ 4.12, 20.95 + 6.32 vs 35.24 + 7.41, 25.16
6.05 vs 45.30 + 8.01, 19.67 + 7.32 vs 30.74 £ 8.39,
0.32 £ 0.08 vs 0.59 + 0.11; P < 0.01 or 0.05 ). The
expression levels of HLA-DR, CD-1a, CD80 and
CD86 on DCs, as well as the secretion of IL-12
and the stimulatory ability of DCs for allogeneic
T cell proliferation, were significantly correlated
with DC HBV load (r = -0.713, -0.713, -0.623,
-0.702, -0.525, -0.841; P < 0.001).

CONCLUSION: The monocyte-derived DCs
can be infected by HBV DNA. There is a sig-
nificantly negative correlation between DC
function and HBV DNA load, and the function
of DCs is good when the load of HBV DNA is
lower.

Key Words: Chronic hepatitis B; Dendritic cells;
Hepatitis B virus; DNA load; Flow cytometry;
Polymerase chain reaction

Peng JP, Sun KW, Wu YN, He F. Relationship between
HBV DNA load in monocyte-derived dendritic cells and
dendritic cell function in patients with chronic hepatitis B.
Shijie Huaren Xiaohua Zazhi 2008; 16(31): 3556-3560
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Tk RE2001IZ TR L B EF100] 4
BEAGY H SP B He Bk e, 4 3B S8R A AR
29 i (PBMCs), IL-4f2GM-CSF#4E A T 32 7%
1 DCs¥ 78 . Ak, LR X @ i Ko 5 4 m)|
DCs% @HLA-DR. CD-la.. CD80ZCD86%
#ik; ELISAMDCs#E 4 £ iFiRIL-12649 K
-, EaF % k2 FPCRE#4MDCs HBV DNA
B E, BFP ARGk B 4n i R AR M DCs
F L) AR KT 2 638 78 Ak

Z£R. BHRIAFKELZI A LDCsSA KT
¥ 2|JHBV DNA, ##%DCsi @HLA-DR.
CD-la.. CD80ZACD86#) % ik KF. DCsh
BETL-127K F & D C sl ik ) A 4R T 4w i3 74
B M3 B EAK T BT84, £+ DCs HBV
DNAEM214DCs HBV DNAM M F &%
A R(39.17£6.02 vs 60.11+7.92, 46.03+
5.52 vs 58.771+4.12, 20.95+6.32 vs 3524+
7.41, 25.161+6.05 vs 45.30+8.01, 19.67+7.32
vs 30.74+8.39, 0.3240.08 vs 0.5940.11, ¥
P<0.01%,0.05); HLA-DR. CD-la. CD80%
CD86% & ik . IL-127K-F B DCsh) g B A+ 7
T fe3g 754t 71 5DCs HBV DNA# & £
B EfAREE = -0.713, -0.713, -0.623, -0.702,
-0.525, -0.841, ¥P<0.001).

Zit: RHETCARKXEZINEA LDCs T4
HBV DNAZ %, #4DCs HBV DNA# & 5
DCsH i A Bk &, maB EIKEDCsH 4k
i, mERE S HDCsH Ak £.

KERIE: B R R, WIORAEM; 2RI RI%
; DNARE; 4R, REHEER Y

TRV, INvefh, AER, @, I8 RRFRESINEIMMIR
#HIZHBY DNAFIESHINAEIAR. WRENHEAYE 2008;
16(31): 3556-3560
http://www.wjgnet.com/1009-3079/16/3556.asp
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i B PR 28 02 TR o W R 2 —, 18k
S 5 S8 A 3 A A i 32 22 R R
T-HBVIE I e Pk 1) A 2 1 32 BT 5 S0
BEFFAIER Y. WOk 4 f(dendritic cells, DCs)
FEIEA P EAE Y B ot 1R Bt J 0 S 40 il (antigen
presenting cell, APC)!". ZE1&M: 2 AT 48 Hgr v
DCsIThREEAR R MY, DCsThREN) 74 fig 5
ES NSRS I e T S R e
fil, A SBURHEHRETZEAEY. DCs HBV
DNAZ & [ THBVAEDCs A 2 il ()3 R
Hil X T R R EAEDCsWHBVE E5DCs
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IHREMI DGR, B A AMRGE > WL, AR R
£ HHADCsIWHBY DNAMAEAERILHEATIIS,
JREEHE PE LT R BB DCsHIThfE B R
A REJE AL

1 SRIASE

1.1 A4 200018 Pk LB % &5 42008-04/08
i L M RSN 2 (Y AV S AR ROV R e T L
Y10 iEHBY DNAPFIYE B, b 5514490, L6
W, FH25-46(T-1J34.9)% . 212 E20004E 7
A R B PE T 28 S U ARHEY, S9HERR T H
P~ TR SR 58 463 5 T 8 g DA S LA i
DI GISAS 25055 ) 5 kS (e B0 2. D Lo gt
FRENAE Ay TE 58 LIk B 40 43 2 v T R
WE oS 5 IL-4FGM-CSFIl T2 [F Peprotech /4
#]; RPMI 16400413 [E GibcoA ] ; ik
(fetal calf serum, FCS)J+3% E Hyclone A ], %%
Yehrid i Pt AHLA-DR-PE, CD-1a-FITC, CD80-
FITC, CD86-PEIly T2 EeBioscience A ); A
IL-12 ELIS A& TR 6 A9 TR
2\ 7]; HBV DNA PCRZSEH A &8 T 1
R RARA AT, 22872 C T 36 H
Sigma /A .

1.2 7%

1.2.1 DCs#93% 7% % i Romani et al4) #5578 DCs
(7 RS RS 20 TE R 45 1F T Sl B A4
1120 mL, JFFZEPUEE, FHbk E 40 M 5 259 0 25 41
R 5./ 1% 41 o (peripheral blood mononuclear
cells, PBMCs), PBSPE#2/X, RPMI 164031
. 147100 mL/L FCS RPMI 16403 iff %241
IMPBMCs¥# E 43 X 10°/L, BN 6L TR,
fL3 mL. 50 mL/L CO, 37°C4&AF FR:FR2 h, 5%
i35 B, 37 CTIFARPMI 16403 5 5805 5
FEMR2UK, A2 B AU BE 240 i, R U B 1 B A A%
G0 PR A A o A U R 4 M 1 6L 5 FRARAL A -
3 mL 100 mL/L FCS RPMI 164085373, b &
4 GM-CSF 100 pg/L, IL-4 500 kU/L, 7£50 mL/L
CO, 37°CHAF FEEFR, BRI IR, 3T Il
1.5 mL, InAAREEFRM1.5 mL. W7 R ETF
BRI DCs. & Wy W 5 400 41 s 7>95%,
THHDCsIk 5 &

1.2.2 FACS#MDCsm itk @ 2 F 849 & ik: 1
DCsH:FR M7 R 4N i, FPBSYE4l a2k,
Fi B S X 10%L, AN RPN P AHLA-DR-
PE, CD-1a-FITC, CD80-FITC, CD86-PE 20 pL,
BRARIRA], 4°CH B 45 min, FHPBSYE2MK, Wil

AT A 0
1Zn TR R E
#PBMCsidl it 4k
INiEFIER A
#DCs# Z£HBV,
X — I K ADCs
Fo S 5 R
AEERHETH
FF g% % ik A2 04
B AL g E M.
DCs X #Z£HBV
st & Fb o & fm Ao
W, ik
415 DCs I #
MAEZMER K E
ER A F W e
— & 8 BF K 5 Hm
VAE 52,

w8 £ BE

Munz ef al Z 3L,
1Zm TR K E
# MR 2DCs P
T B HBV
DNAX KB A #&.
w7 Arima ] i JA &
4% 2« X PCRA=RT-
PCR# 7 %, M
1Zn TR R E
% 5N A kR 6Y
DCsA#&m 3 T
HBV DNA#HBV
RNA, St XA
F) FF St 4k A ik
& m e R R KT
T . Beekebaum
et alFF R AW, iE
AN R
kB DCs %
SHBVR &, £
AERRREY
e F &, BB AERE
ThIE &2 4.
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WA #H g 5 % 1 DCs HBV DNAPBIt R BAM4ADCsRE D FHVZIAKE (mean + SD, %)
A2 TR
X EHEDCsA

HBV# ¥ 5DCs
Frew kL, BA
ShaRE Y. K
RS TR K
##DCsAHBV
DNA#) % IR
BAFFER, 1 RIR
IR R K
%A DCsoy 7 ft
TR TR E.

ax’:| n HLA-DR CD80 CD86 CD-lat
DCs HBV DNABIME 13 39.17 +6.02" 20.95+6.32  2516+6.05°  46.03+5.52™
DCs HBV DNARBIE 7 60.11+7.92° 35.24 +7.41° 4530+8.01° 58.77 +4.12°
EBA 10 82.06 +8.32 49.42 +8.92 84.13+8.92 69.52 +6.90

°P<0.01 vs IEEA; °P<0.01 vs HBV DNABI4E.

A MHLA-DR. CD-1o. CD86. CDSOF¥]
FiL.
1.2.3 ELISA#MDCs3& #x £ A RIL-1269 K -F:
FAA G U P R A
1.2.4 RAFFA AR e m iR S B At i B
AR, 2298 40 R 53 55 9 43 125 )i 3R AR B A
ZA M, A TA e Je BT, 37CHEF 1 hfa, nf
U H 2R B 4 e Ay () S RO T . B
1777 difIDCsFH50 mg/LIK) 225477 . C 37°C kb
45 minj&, PBSUERR3IK, BIF T 5842164057758
i, BULX10Y LI 96FLIG FAR, 43 i i 2 A
IEH NFIPBMCsEXS R4, R41 %3 1L,
AL FF T 2 X 10°, 24881200 wL/AL, 7F
37°C. 50 mL/L COAMF FHiFR96 h. H57745 K
J&, DL In AMTTH#(S g/L)20 uL/fL, ik
MIF S F R 4k 455 974-6 h, BEALINABRIL 5 4
fi£100 pL, $%3% 10 min, 7E K550 nmAbillA {f.
1.2.5 HBV DNA#g#m]: K H SEI 986 i S PCR
YRR, A0E% RN H Line-Gene i 4 H 8l 52
HPCRAY, WAh Ll RHER £, AR
B 45X 10° copies/L. DCsES IR TR, &
100 mL/L FCS RPMI 16407% ¥4 DCsik J% }y5 X
10%/L, FEAMPR AU B3 mL, PBSTLIR3IX,
LD CsHDNA, FZRF G Ui W] A, [
B Ja — IRUEER B EATHB YV DNARIALI,
W75 1A E

St AT RIIHBY DNAFE DU
W EL S DCsHIRERIAH S HE P S HBV DNA
(155 PR RO AR DG 2 ATV A T AL B, e AH DG
FACHAT WA A, PR AR OGO R
B A M1k, P<0.05 47 B &R

2 BR

2.1 AT IRDCsH 7 54 4E PBMCsHiFi2 h
Jii WLIG T J T WS EE 20 i, $55724 hJis n DLW RE 5
A% A R A BRSNS 2 R, RGBT
FERRJES, JELAI S N 3. 553K ] WX R4 41 f
PRFARE K, S54RI 43 4 M BV 140 b 57

B 1 JEFREE7RBIDCSHZAS( x 200).

W, BB SOR R LI R4 4 A H 36 2, 34 4 i
HIRVF 2 B, SBTRIG TR P IR E KA W
SR SR R AN 4 B s A (D).

2.2 B4 %A DCs HBV DNAH E #DCsvt
GRBEATHBY DNARAGIN, FrAadr A5 A
HBV DNA, HBR T i35 V5 Gt sE 46 45 R it 52
M. L HBY DNARHPE 520451, 13/DCs P ]
Kl FIHBV DNA, 7#1DCsA A4 HHBV DNA,
DCsWHBV DNAKS H! 224 65.0%. 201 45 11135
HBV DNA# V-1 %046.36 £0.3310g 1011,
13%IDCs HBV DNAFHM#DCs HBV DNA#
DUEL 504 6.07 £0.2110g101E, 1 7#1DCs
HBV DNARIE# K 104 1E % X f#DCs HBV
DNA/K-<10° copies/L.

2.3 DCs HBV DNA G/ 28 % 1 28D Cs & & 4
F 49 %A KF DCs HBV DNAFH YL M B4
HLA-DR. CD80. CD86HICD-1affiikH
WA, 2095 15 A4l He#eP<0.01, JLLADCs
HBV DNAIHAL TR AW %, 5DCs HBV
DNA M PEA LEP<0.01, H & il L (EE D).

2.4 DCsZEMLR Y 64 1 80E b 76 7R AR &
WA s N, DCsEILH B HAPBMCs 2
A S ) T IR T 40 B S BB 1R e ). DCs HBV
DNAPHTEZL. DCs HBV DNAMIPEZH K E 3 %)
A 0 ST 4 84 0 KA 123 99) 410,32 40,08
0.59+0.11. 0.7140.09, =2 [a] 5 P L1y
H B E 27 (P<0.05), 7] WWHBV DNAFHMEA
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D Cs il ¥ T 4H o 5 5E ¥ i K THBV DNAF
PE4IL.

2.5 DCs HBV DNATJa 28 % B4 28D Cs % ik
IL-127K-F 13/DCs HBV DNAPH & TL-127KF
B 419.67+7.32 ng/L, 7HDCs HBV DNAFH
PEFTL-127K ¥ 430.74£8.39 ng/L, 1fi 1EH
N2 479.581+6.68 ng/L, 18 LT 4 55 1E %
NAHIL-127K B2 T F%, P<0.01, JLLADCs HBV
DNAPH 4L T R 9B 2, 5DCs HBV DNAY]
PEZH ELAiP<0.01, 5 401255 3L

2.6 DCs HBV DNA# Z5DCsk @ 4T & ik .
DCs% #1L-127K F A DCs bl igk B #5482 it
¥ahae gk & DCsERINSr 14Kk, DCssr
WATL-127KF Ko D C s 5l 0 ] Fofr 5 A T 440 i 18 B e
7J15DCs HBV DNA# & £ I 3% 1141 5¢(CD80:
r=-0.623, t = 3.839, P<0.01; CD86: r = -0.702, ¢
=3.541, P<0.01; HLA-DR: r = -0.713, ¢ = 7.487,
P<0.001; CD-la: r = -0.713, ¢ = 7.487, P<0.001;
IL-12: r = -0.525, ¢ = 4.110, P<0.001; DCsil} ik
[ Bl S AAT N LI HE GE ). r = -0.841, ¢ = 7.103,
P<0.001).

3L
DCs/E NN Yy Re i s I L IPEAPC, ENLA R
R Re AR, Ae 2 25 5 AT 4R Ttk 40 g,
55NN P R A R AR R B T 48 i
—i S5 IR G . T ReE ks 2 Bt
JR TV A R b 5 45 CD4+ThAICD8+CTL, M
T 77 A2 e 100 40 ROV f e 5. E AN 2
WL R, 181 LRI % B EDCsIN AL
FEBLIE, N IXE P EHB VRS2 e 1) 5 2 A
Fz2z—

AR, [H AN KRR RN, 1Bk 7
JHF 98 &3 4 R D C s E ks>, RAVA R Th
RE NI, I ELIG PR AE AR 2 I HE A A it e B 1)
HBV DNA# &, i HEFXATHB VIR ECTLY.
ZART, FEE AR,

HBV DNAJE & NWHBV & il 4458 i H 15
b, JCANEPEDUR SRR T T, 3 HBV DNA
B 1) R ] DL B BLAE S REMHBV 2
M VR 2558, 1 HASFHBV DNAZ &2 0] T
AR RAEFEETRAFAE W B 1 22 57, REHBV
DNA# 1] LME R EEE SR PPN HLAA S R
GIATHB VI H)% NZRAS. TIDCsWHBV DNA
R S EDCs WHB VAL K T () =11%, DCs
(K EEY) 2 ThRE V] BEAZHBV EL Rz mt .
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A HERHBV SN IEH AIDCs )5 K
H R AN TN BE W] S K. Munz er a/"V R B, 181
LR 3 A D CsH A Al E/HBV DNA
FER B, XD Cs Al iHB VIR 4L, DCsHZE
Y1 IhRE T REAZHBY ELEE M. 10 Arimalllliz H
JA A 242 PCRAIRT-PCR K J7 3%, MEME Z BT
2 B AN KR FIDCs R I F] THBYV DNA
FMHBV RNA, Ff A& B[R] 54478 4 bk 240 g
SN IKT R B, X WIDCs T B /E W HBV A E
173 I SHB VIS HilAT X (508 kIR, 12
PE AT R BB D CsHIFR M DL R i i 32 S B
L ANHBVEEZ VA, KAL) KPS 2
RE ) R 3 3 d IR, 1T B LA S e s
By 2 s w A .

Beckebaum er a/l' W HBVEk 5 1E % A4b
JE L S AZ AN KR D CsHe k5 97 J5, PCR K&
3% S BRI R B DCsINAEAEHBY, U B 44
AR FRIID CsIRREPHB VIE Sy, HLH] AT fE A
D Cs# A M I M 5 152 {4 (asialoglycoprotein
receptor, ASGPR), ASGPR/ 541l i 1] P 864 H1,
SHHBVIEADCs A", ARFFURD CsPE M
HEATHBV DNAIELI, Fr b AR K HHBYV
DNA, B THBVARSMERDCs I M RE, AW
EDCs A KR fTHBY DNA Y i DCs A5 it
A

AHWFFTI0 &5 5 B, 2045118 1 2 B BT 4 i
JHHBV DNA 1 3%, DCsPHHBV DNARS %
h165.0%, UtHIDCsIRREZ FIHB V&Y. 181 4
A A DCs HBV DNAPH: DCs HBV DNAFRH
PEHEFEDCsEIHLA-DR. CD80. CD86ICD-
Lol RIB R EH NAHE(E T, HDCs HBV
DNAFIPEZHEDCs HBV DNABHPELH R % 5
Wi 4. 5 HHLA-DR. CD80. CD86HICD-104%
(12514 5 DCsIWHBV DNA# Y B B 17
FHRK R, MMIXLE 37 5 DCs1 & FI T R Kk
FEA B DI R. gt 2T 2 8 DCs
HBV DNAZ#H# 5DCsK [ 7 T RIE/KFH%EY)
KRR, B RAR R 5 T RIB KV, T
BRI RIS,

IL-1272324 4 11 BT R ED C s 40 iR ik
(R 84T 20 C TLAIN K A0 A 3t R 3R 1, #EHL
AT F5 RO R K — R A e i B R 3
RERAE A . Chouaib er a/''RIEEMLR
SR B, PR TL- 120177 A %o 40 i 1) 2 B AN
CTL MU FEEMEH. Bk, TL-1277 4 fHi 2k
A BE AL 12 P £ 4% 55 8 D Cs BT 40 e 384 5

B HXDCsWI I #t,
T A AR 6 5 1%
LR K 6 —
FrATeg ik, BA
& T DCsi
L REEE: LR Igil
A X A5, A
RN H T AT K
%49 2DCs
HBV DNAZ 25
HE e X R R
e ADCsE W &
B L RIEN S
RAE— 0y K mh
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CToEaR: Xl
AT T BB
TRNF K &
B 2DCs HBV
DNA# 2 5DCs
AR, AR N A
TIE, BAH—EH
B SR

AE ) AR I Je T B SRR AFRATT I s 56 v
PIDCs HBV DNAH{E & DCs HBV DNAPA P i
HDCsHUAIL-127K P4 1E 5 b A2 3 W 2 R %,
DCs HBV DNAHPEZLDCs HBV DNAR 41
JRAT W R B, 9 HDCs M IL-127K -5 DCs A
HBV DNAJKV-1 5 2 2% 71AH 5%, DCs HBV DNA
WA, WD Cs/MBIL-127K TS, 5 DCs
WHBV DNAZ i BEZ MIDCs /M IL-127KF,
ME—2 DCs V) ge.

B, 8 PE R 5 A AR LD Cs IR AT
B FIHBV DNA, UHHDCsJRfEAZ FIHB VI g
e M HDCsMR AL, AR AT A0 g 3 5
fie ) S oI IL-1278 ) 5 DCs W HB VL i 5 5 3%
AR R, fE— R BT DCsH T REIR
AXHUAEBRHB VI REm. Rk, Sk slide
B DCsIIhRE, nRRRE VR TIRE R 5
) —FloB I 7 2.
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Abstract

AIM: To investigate the changes of intestinal
permeability in chronic severe HBV-infected
patients.

METHODS: Thirty chronic severe HBV-infected
patients and 30 normal controls were measured
for intestinal permeability in terms of lactulos/
mannitol ratio (L/M), respectively. The urine

www. wjgnet.com

levels of lactulos and mannitol were detected
using high performance liquid chromatography
with evaporative light scattering detector.

RESULTS: Compared with normal controls, the
urine level of lactulos was significantly raised
in chronic severe HBV-infected patients (0.0860
+0.0225 vs 0.0650 + 0.0270, P = 0.002), while the
urine level of mannitol was not affected. A sig-
nificant rise in urinary L/M ratio was found in
chronic severe HBV-infected patients compared
with normal controls (0.0430 + 0.0198 vs 0.0316 +
0.0134, P = 0.011).

CONCLUSION: In chronic severe HBV-infected
patients, the intestinal permeability is raised sig-
nificantly. The elevated intestinal permeability
facilitates endotoxin into the serum, and then
causes endotoxemia. In so doing, the raised in-
testinal permeability may play a very important
role in the pathogenesis of heavy degree chronic
hepatitis B.

Key Words: Chronic severe hepatitis B; Lactulos;
Mannitol; Intestinal permeability
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Abstract Fik: ER¥EFEERTRESHA R (RT-

AIM: To detect the expression of GRP94 in PCR)3k 7 95,5 204K i #ar i) B 5 I 48 F SE 357 3T
human nonalcoholic fatty liver injury, and to BLARTA LR b R B G A ARG ﬁfﬁ,
explore the mechanism of human nonalcoholic HE® & LIRS 5 b . K 1 35 2 o 3R
fatty liver disease (NAFLD). T, EAT AL S

METHODS: Using immunohistochemistry and

RT-PCR, GRP%4 protein and mRNA expression " T " ~,
Y7 I N g e 1 ) P
were detected in fatty liver specimens and nor- PP FLFF I B X ALY 55 e,

mal liver specimens. Hepatic steatosis, inflam- BAGWFE X (3.89£0.32 vs 0.20% 0-4"
mation and necrosis were graded by routine  3.671£0.49 vs 0; 0-‘%4i0.5‘1 vs 0, P<0.0l§3f‘
H&E staining of liver sections, and their correla- ~ 0.05). 5 EFmir, A5 B E TSN

BESR: AR I AL R R 4IRS R ML SR 9F

;{ﬁi%ﬁ zﬁ & tions were analyzed. P & GI4mMRNAFE & & A ] I8 7%(0.86
s J__}-g;ﬁ,-(gﬂ +0.02 vs 0.37%0.03; 0.344+0.01 vs 0.31%
x#)yarxrit  RESULTS: Steatosis, inflammation and necrosis  0.01, 3)P<0.01). #28 % & @94 mRNAF= &
"~ were markedly increased in nonalcoholic fatty & % ik 5 AS by T, K 5E3F 50 B IR TIEH
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AEWGRG PEAR I I A FAE B AR T, DN
A ERE F A  A 7E FR)— b A 1 S R 3 At
P A B R R BT R 2920 % RS
PR 05 I 6 (N A SH) &8 35 AT 3 e 0 A4k,
Z RS, B8 (194(glucose-regulated
protien, GRP94)Z 4l iy P Jii 9 A (1) —FPofl 5 11,
KRS DS A, AT R 90 X 10
(1 FHR ZE 8 I (HSPO0) 5, fie 15 & 1 (7
B ABBMEERE, ZFXEEARAE S TR
RE, 5 Z MBI A G, BRI SURR A A 5T 9 1~ £
AP A S0 K G R POAFE 05 4% 1 Mg 0y AT
JFAZUR RIS, BRI AR 20 rh R 20w 4 .

1 #RRSA

1.1 ## Frait o %152k 12007-09/2008-04
FEH R A N IREBAT T AR, £28EARN
FEIET, HEEHCHE RS FERSE.
TR PE B 7k AT 418491, Y/ 4c: 10/8, “FI44F
#%50+6.25%, ZWIARERT£2006-02H1 42 PR 2%
ST AF oy ST () ARTRORG 2 AR W v I 12
JrFaEE " ARATS AR MR i I A E
e, JRHEBRRENE . . B B bR,
NG WS X HRZH 1041, 2 5 DR ZARL, TR
Wi, D312 573, SPRIFRAES0+4.32% , iRk
B4 W T AR, MU Rk
TR B B 1 1 TR AL 2R B A5 1 I s 4L
ZURIE 5 6 BT A12845:0.2 g2 4, F9r msF,
—FT 15 s IRGE B AR 1, -80 CRIRUKF
175 o5 E4A0 g/L H Y 1] 5.

12 Fix

1.2.1 L8R A0 HHHER A, YFN 4L
SUIRMI AR E . RAEINFEE IR B k. g 0 A2
PE S 0CT0), L4 & i <25%), 204t
25 H 5 26%-50%), 3OFF40 M 25 HE 1 51%-75%)
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FAEA MR L RAETES> A 000), 1C810),
2052 15, 3(H ) M4 ). SRAEVE R 0CK),
LRI, 2052 188), 3(HH EE) FI4(TE ).
1.2.2 %.9% 24K M GRPI4ZE & & ik : kA I H
MEL e, A, ALY 4 umE, AT
e (SPYE). RIHAIGRPI4 BTN £ v B Pifk
MISPE A AL & T A6 3 h A2 S A2 )
FR AT GRPAF LR IAAE MM N, AR
TOURL. DGBE T BRI UL R BEA L L6 AN EE S
B, KA AR ARG T R, WE
BIRACRE(A), VHERRLLPIME, S W BH P
1.2.3 RT-PCR# M GRP94 mRNA: 4 ZWkr AT
SIS % NTE R, TRIZoN& (i AE 1) FEHUE
RNA, 5% 45 ilicDNA. LLeDNA A AR 33EA T
PCRY 1. GRP94FIGAPDHY 1 FigA4: T4 L,
GRP94 F X #%: 5'-CAG TTT TGG ATC TTG CTG
TGG-3', [x X4#: 5-CAG CTG TAG ATT CCT
TTG C-3', ¥4}y Bt K 4274 bp; B H i
AN IL(GAPDH)YE A XTI, IF i 5'-GAA
GGT GAA GGT CGG AGT C-3', Jx X #£5-GAA
GAT GGT GAT GGG ATT TC-3', ¥4 i Be 4
K 4226 bp. KN AR 95°C 5 minj5, 94°C 1
min, 58°C 30 s, 72°C 30 s, fHFF30IK, f&J572°C
10 min. LAGAPDHAE A WS, [ V44 495°C
5 minJ, 95°C 30's, 56°C 45 s, 72°C 1 min, 753
359k, ®JF72°C 10 min. PCR N = H2eit 12
/LI IR B b I FL VRS U, T fe A SO S L
Beit 2 Ab3R KHISPSS10.048 i 2 1A AT
A5 P earsonfH I 20 HT, P<0.054 7= 74 4t

TR X

2 #R

2.1 JAEFIE HER DG EE NS IE | 41 ME
TEZASTC W S 55 G 07 JHF 4L P 4 233 L 2 % Ml
175 P RIS T 77 73 e R 7 R FHE 40 o FEF /S
2/3 DL b sl T 40 e 5 i A 7 7 1 2 A AR,
NG WANE TSR VTR 1B7 N A SR R R g )
B, B2 IR AR,

2.2 FFRERS I TME . KR BIRSE TAL ARTERS M
JI5 J05 JHF A28 0 0 R AL B S 3, A W
S, AEE L (ERD.

2.3 GRPY4E & & ik T AL eIk 2 ge (o 45 )
IR, GRPO4HT YL (A8 A T I 40 B i o, 1%
SELACT 0 280 JH 4 M PR S ey, SR OTE 20 A IR B £
TORE. A RRS g 05 I 20 JHF 20 23 nT LK A

B 7 ShAF AR E
R R R A B
H M g By T P A
(5E2HA, 12
B AF AT Ao A B M
VB By T A 9% 22
¥R EEK—
. BARIRE
JE AF B ML S R
BB B F A
BR fn g, AL AR
W R ik
FHE. FAR
HETmBE £
P450 69 8 & b &
WP R &
ZRA.
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AR S x 1 BREEISHEME. SSHERIFELLE (mean = SD)
KN B Fo
GRFan T R
R o F A5 £ N IEEMEEE WERS  ARR
PR R A ASARRF4E 18 3.89+032° 3.67+049° 0.44+051°
& kU R KR, SARAT .89+0. .67 +0. 44 +0.
St B 5 9% 2 T AL FE4H 10 020£042 O 0
T AR, A
W E B T Ak A A
DEN P A °P<0.05, °P<0.01 vs [EE4A.

T TR 8 R334
Marker 1 2 3 4
600 bp
500 bp
400 bp
300 bp
200 bp

1 GRPIAEBRATIV(RELERE x100). A: IEHT
R4, B: FFAENHZ.

ORI, FEFRIR T I H 410 W0, 22 Ak
R E R (). R4 EER ARG
SIMT AR GE, WIE IEH O B IR JH AP
HEEAME 2 51°40.3140.01. 0.34+0.01, —H 1k
T, ZRABFENGFE e =9.733,P =
0.000).

2.4 GRP94 RNA& L IF % 4TRG24
FIGRP94 mRNAZRIL K EAHAME S Hh0.37 +
0.03, 0.86£0.02, —FHATLLAEL, ZRAAEE
48T X (¢ = 49.186, P = 0.000, [£]2)

2.5 AF4142GRP94%& & #»GRP94 RNA& ik 5 AT
MR PR T A X R Pearsontl R TR
HGRP94 4 [ MIGRP94 RNA %A i 5 i il 4%
PE SE. WL ARG B IEA, He R e
ZNGRPO4 T [ FI K PR 1) 3 1 ot /1 AR RS M IR
07 ) R A o AR, R IE AR IR AR
PEL RIE. PRAEER™ O 35 (3R2).

3 111e

NAFLD & —Fh J5 i P S 3508 512 5 40 i Jig
I AR AR TR 5 DA, JRE R ET AEAX A R AIE 1)
Wi, H A K 2 508 A DURR B L
h R B IFE I IR RDUAR, 4k LAZR R4 . 41 g
{6 #P450-2E1(CYP2ED) Ny il (4 A H 3 B
B M S A R A R BUF SR R E
SRR BEDR SRS — R RS L)« IR

100 bp

2 GRP94RNAZRIK. 1: HEHHITFLAGRPY4; 2: KB
GAPDH; 3: TN IBZHGRPY4; 4: 1E A IRZHGAPDH.

Fraf” 2, I R 2 A AR e 4
BT . PR T Al P R A S A
ST & N VRGeS E ) R e ]
LR P N S i E T R A R A 4 i
PN T I 2 3 T i R AR 3R L ) — ol 40 8 5 2
TEAR, AT ARE P Ik AR A I N TR T
BRI BE AT, W H R T 4540
0 £ 1 0 Dy R A 2 A4, AR ] 4 P4 5T Y
IR 5 i g T b A A A g B AR iR
W TS A SR RS I — AN RN, Tk
H 2552 2T EAL. Bk 2 [ o7 e >
PRSI S JECLE JHE T (I D7 I < 9 28 1k JHE 4 ) Wi
PRI« FREZETCAR IR S5 AL B AR AL BT
F MR RS VE i T BT GRPOAZE A B 5 4454,
VT I SB0S 5TTORE T SR A P s B A
T TR ek g P AR =05 2 g iy 1) 9 B
FUFEAR L, WNTHENGRPI4E 2 5 T K
PERG TR . 687G 1 A A 5 O3 B
R TG 107 5 ) 28 Jok S B S T v, At 2
P T D) 8 350 1) i S R R, N T T A 4 i
PO DY I3 L PR A ™ R A R S
A TPA VR s T PR e e A AR B
AN M o> B GRPI4S S T HEWRS 1
NEWI B TE L. BT, A XGRP4S JEWRS E G
0 B T B O 3R 18] P A A 4, 0 L AE I AR IR
B 7710, A/ EARE I AESNY) SR T T A SR
HIE R0 B T A2 S5 0 1, IR 0T AT R34
BRI R AR ME . RAE. YL, RHRT-PCRHI
G I8 AL Ak T VN i 7 FEF A1 G R POAJE [ e 55 Je i
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15tR IEAZEHIEE BIER FIERR
GRPAEBRIA 0.981(~ = 0.000) 0.989(~ = 0.000) 0.396(P = 0.037)
GRP94RNAZRIR 0.900(P = 0.000) 0.871(P = 0.000) 0.474(P = 0.011)

FURE AT AN W7, ARG A4 GRP94 mRNA
MR F R IR K B E 21, $oR
J A NS B T AR IORG R U s PR B R
FAIR I3 T R WIGRPO4KER Kt 11 408 5 IR 1D A2
PEV RAE RFERR I BOEAH G, $R o At A6 T
T B2 A0 7 B ) A Ak R, A AT R
e IR U5 2 R ) R R

FEARWORS PENR T I, JEHENASHI, 7
A2 K PR P AR s P AE(R O S) £ 946 4L 1
B dEME. B BRI TR =
5 A R ERS S W (DU AR Sl DN EOR 87 X (S
I, AT PR AR K 73 5 5t 5 R 22 B AN AN i
il S, DNAE, [FINE Al LU 541
N R PASOLE 40 L 9 ik, AT AE AR5 RS
P TIE 07 T A RN R e A AR, R E
Gz e U R R I R T I
JH IS 40 i €5 2R PASO AL T AR A, AT
AT 8 85t 1 Jx W (unfolded protein response, UPR)
FOPY J5 R 471 4] 2 W (endoplasmic overloaded
response, EOR)IH %, {212 P 5 I 3 & A=, A
T3k~ 20 A0 A K 1 I 007 JET A P i ) ) T
B S3A i TNASHIN H AT B 1 [ 8 2 itz 1R
LI, At P ) I 34 £ T DR 35222 e
Wi WY PR 1 T 007 P A7 A5 PR 38 T
5 A 2 TS UL [ P A 9 A, 2 i I I
Juf-45 A H(sterol regulatory element binding
protein, SREBP), J5SREBPRAEFIEE M
(SREBP cleavage-activating protein, SCAP)JE /i
SAW). BHRISREB PN 5% N N i,
R R 3 5, (FHMG-COAIL R L7
HBG AR BESE & R 2, (kiR iR S &
J, AR R 0 P 0 1902, DT 338 B P it Y
R AE ARG PR 105 JH PR A A 8 e v A o T
PERT. HRT AN, R N ST SR bR 7 2 4121
HIGRP94, GRP78%: Py I 43 F-AR A% 1A,
PR S AT 5328 FH G RPOAARE Sy J5 It pAY 7 199 7 385
JERARR, 8 R 5258 bk UE W =E K VIR 0
R AEAE TP R AT AR S 6 I S HE
R 1 D I R8T I ZH 23 GR P94 £ 1 ML
PRIk AL T 0k, JF HL5 I 90 2127 AR
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Abstract

AIM: To evaluate the efficacy and safety of
emergency transcatheter arterial embolization
(ETAE) for patients with acute massive hemorrhage
of duodenal ulcer.

METHODS: Twenty-nine consecutive patients
with acute massive bleeding of duodenal ulcer
admitted to our hospital from 1997 through 2007
were analyzed. Superselective angiographies
at celiac arteries, gastroduodenal arteries were
performed to find out the bleeding sites before
ETAE, then, embolotherapy was done with gela-
tin sponge particles or microstrips via 5French
angiographic catheter or 3French microcatheter.

www. wjgnet.com

After ETAE, another superior mesenteric arte-
rioangiography was undertaken in case of collat-
eral circulation supplied to areas of duodenal ulcer.
Technique success rate and clinical success rate
were analyzed. Changes of the mucous membrane,
were observed using endoscopy following ETAE.

RESULTS: Angiographies showed active bleed-
ing with extravasation of contrast medium in 7
cases with 24% positive rate of bleeding at celiac
arteries, and in 19 cases, 65.5% at gastroduode-
nal arteries. No bleeding signs of angiography
were shown in 3 cases who undertook endosco-
py prior to ETAE. Twenty-six patients achieved
immediate hemostasis and technique success
rate reached 90%. No hemostasis was observed
in 27 patients within 30 days after ETAE and
clinical success rate was 93%. Recurrent hemor-
rhage occurred in 2 patients who drank wine a
lot were treated by a second embolotherapy in
the same way. Five patients underwent transient
ischem with light abdominal pain under xiphoid,
spontaneous restoration without special treat-
ment. No mucous necrosis happened to 29 cases
for ischem of gastroduodenal arteries embolized.

CONCLUSION: Tranascatheter arterial emobliza-
tion is an effective and safe measure to control
acute massive bleeding of duodenial ulcer.

Key Words: Transcatheter embolization; Massive
bleeding; Duodenal ulcer; Angiography
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AR Ml K I A2 H LB, AR b
RTHEMAE, REAG SRR ST e T
HGE T AL, HAET IR B PR, JEHAEN
Bz 0 iRy n ) S R, TR
TR ANCTBL, i 2 BB R TR 55, i
FRAEAPAS, AR XN BT AR
BEAS A N R JE, s R E S kR ZER
(emergency transcatheter arterial embolization,
ETAE)ILABIME . Al s, AR 224
PR T IR0 L 22 iy

1 #RFEE

1.1 A 1997-01/2007-1 1 EEF e+ R it 5
K H ML SURE S 34 B ok ZEAR VR TT Wi 5112941, I
HR 180, L1141, 4EIR16-67(CT- 4R 36) % . It

oA S T 2 52 1ok oA B A 2 WA T e i A
HEEVARYT, L AT 36 A T ARG T 5 F L, AT
ETAE; 1961 & # th 202 S HEIEN NBUS RHT
M3 5 2 Wi FIETAE, 1697 J53-5 di BLBE FHX
WR+ e itz i Wr. 697 AT 6-11 84,
ETAEJG i 2-4 .47, 572 EE AL, JFE
21 1 i 7% 5 AP 1L
1.2 7
1.2.1 ETAE#AE 7 ik BAZ B0 A5 7080 145
R HLDSA) T, Bl RSeldingge's % Fl 45 AR
AT B K, 3% N 6F s ik F 4 i (Japan
Terumo), Bk T2 th = wd B3, SUH6F
oA S AT T i, (8T 5k R
. SF Roschi¥ Yasiroiti i 45 5EAT B S kT
5%, F1LL0.035 inch il R 322 35|, it 3
EEERE T sk g, i T
i Sk, SR H [R5 B R K 3F SPI  (Japan
Terumo) {Eiti 5% 34 ¥ MEBIEFME 2 H + =
i W 2h ik B 43 3B ks 5% . A B IR 23 33
ik HR I BT R 2k 19 it 4y S ik, )
ff S B BAR. ARSCH 176K S 1 2,
Hrh &5 38R 28 LY 4y S Bh ik 1441, ke
T Z3e B k3el; 124048 HSF B R TE. B
H LR A 5, 3t 525 A B 5 A BCE AE 13
9 PR AT Sy, P 8 36 S T A B I N )
B R OB B 2%, MR AR TRERIAS . 1 mm X 1
mm X 1 mm; B ZHE: 5 mm X1 mmX 1 mm.
TEFFSEIE LT LUIE 5 7T AR 2850, — HAH
() H 1 20 ik 43 32 81 -+ Fa W B ik 5% i 8
2% Bl 5 R B R kv N 4 4% B 4
Wi, AR s ko 2E 45 S AT I R
JiE B kit 52, Bk kYR T RS ik 3
Sl 7 et =1 171 N =0 RSP} § 2 VA a1
W 5 RN A AR, A 1 il o] R, 020
M FEAT FREh ik ZE.

MZER G T LA BMRSIRIT: 4 TS
P2 oy b~ R LR AP AR B I, RR R 2 E A A
. RHTRA W BT A I A 1k E3-5 d, 1R
W 5B FVE e AT i (H pylorn) M RA 2, H pylori
FHE B A2 E PUH pylori i, D ARIZ. 2000
SERTT TSRS BEYS, IS, 112454 rihbE v,
Riti 17 5 6] 3-6 mo.
1.2.2 97 s fe% 4o M 3R ETAEJG i 52 H il 30 ik
ZE, B SEAMNS I K, s ASE; ETAEG30
A AT I, BE 53115 3-6 mo P RS 85 I iR 56
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g

EHSEMENBMEREIFN. A: SE ISR TR TEEINARE T RS + IRk i miES; B: S
T ARGAIGRAAAE S RT USRI ME . IR IR R ().

B 2 NEEREET_EHOZRIBMEERR. A: MIFEHEERE2E + IBsiik ) 0SS ME T R); B:
SMSERENT RS E AL, Hiinshikazmm R, B0 B IE T AL

FAPE. ETAEM™ S AR A T fi i BRI 2 5
S AL L, RIFFLENE L RER(S15 ) 21
PR, BUB IR RIPAL . LA,

M o B 1Sk IR =Bk, 2230
WK BRI TSk, 3k -+ SR Iashik. 42
B+ AR Bk ) SEEK (AR SCIE 7 28 0
V8 S A k).

2 BR

201 B R, 3BIPEA 2 TSR D Re e vm, 74 i
. REA T IE R T A K QLA T i) idE
R R B LA 7490, BH 20 24%, 8 =
& s kit 5 (3L g I 1), R AR B AT
191, BHPE R 1K£66%, 363 52 A WL W il B
PEFT A7 LR 10%. i B0 15 s+ 3 ik i 5%
1 22 BRI A& N IR RS B, B
+ R M Bh kit 5 it 2 Bk i 5 7 5 A
AR, TR IR EE(18 1-2). ETAEAR S HI %
1E1f12641, Hi A BT #1K90%. 341 FH T3 5 A
DB S8 R A AR R I, O g N AR )
FIt b, 298 B E ETAE G LR )5, KRG
HAE B H TETAER H &K, M08 H 4
4.5-5.0 g/L, JA| IEFT 0L, Hid 20 40 Mo B4 4

www.wjgnet.com

7. B Z ETAERT T 2040 M B 4- 11 5807 2%
IR IRIR I IE93%(27/29), 30 dPY X244
KO 380507 2R L, AT 18 5% 5 LA
FERIB AR 26T, 3-6 mobli, I 1HIE K&,
TTETAEYRYT . 35 2 HA I 1) BB 3 o UK 0t B I 3%
FEIN g At S

ETAEA &t -1 2 Pkl 38—k vk I
PRIFSHI, RAEAREE, R A ATRME. A IS
T AR R S kR S it Bl 5 LT SRR
SRk IR VLT S5 R AT

ETAEA 5 WL 2 A7 1941 2 %, 106]ETAE
WITATC AN EBEE TG IR R AN B N B
BN BN KA FE DX I AR A R A
AR, TEHH SR FERR 1.

311E

+ = Ae s TSR S ok LR A
BHRSFIRITIT RO M. A BB & R 8 N iA
Jr RN T RN BRYT G TR R
AL 14.1%5, AT RN BRIRTT, TR M
%, WNBIRIT IR A AT RE T I, AMREF
ARk JL 4k Va7 F B AR, 5T it e
A& 2 o, LTS B, P2

iR EE
22 FE MR
A E AR B %) 2k
H AR R F90%;
W6 R AR T £293%.
FoR- AN F S 7
IE PR A, K
4, TELME.
KF kR L&Y
77+ =48 8 3
P Bk B 8y —
Frae o, A F
28
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CToEaR: Xl

A 294+ =
38 B B B B ARk
Xk ALY
ZFE AR
Ri&Ts, 6458%
B ke E R AP
%]k o F R R
£90%, W& KR
F93%, Thsk
WRIBHI K A, T
WAF &R &Y
+ MmN
Zh Ak b e 69 — A
w=AFH, 8706
B AR

+ AR o K R KSR &, JETI R A
F-44%-60% 2 1712, 354 KA A JBURE I 1 2
EIRYT T ECE BORREE N A . M Y
AME B B A, [RIRTETAEH 8k N
B FARIGIT SR EE A RS AR, 2
A HOEETAE 1] 5k 22T 1 2 sl ik i i 15 %
TRIT .

I NIRTT BT 302 A NIRTT S MCRTR T 10
J5 K. 201 20 804E R H I 22 904E /X
W1, 4 s 5 S48 AR T-SF-6F 2 I, 45 IR
MR AR, DLHE R AR, Xidoe TH T2
i 1V S kA 284 1 i 1 28 2 22 R T 48 3 A ME
M IR 2R, WAa i Ae s ik, LS 3 ik i) 5
(. R W, SR 2T AR A T AR U ()
HAR Y%, Miller er al® (2584135 1979-1984
TEIH267151 S REEIRTT, I ZEAET0%-80% 2
i), fE L I 2R AT 20%, WEVE 16T 1 I N HE
o, TR O R A ik 40%. JR N AE T L
W AT AT S ek DR 2l i o A A 0 A
SEBLAI, RIS R e i s 3, AR
HEAEFSEH 2 R Z IR, B, FE1
A S A AR 0 e Sk i i AT AR i it
B2 M EE N, Tk 3. S5
B T E AR SO RO I A, ik
P3G BB KA R FEBORAE 2 0
P AR, Ok T ETAERIVERGPERIG 2%
PE, [RINHGRAIE T E % ALk, FRATBA 1Y
2961 B H WETABLE A, BRIl R AN R &
Ly IE F90%F193%. X — &5 i L5 [F 4k SCik
B 1) _LiH 4 R HIMETAER T 0 E A R Ih &%
95%- IR BRI 52%-95% I A W) 41 L L
(R ) 40 7804 2 A 2481 1 M I, T 6451
KRS RTT 3 M50 H L. Toyoda et al™
W+ =36 Wiz W BT iA T e X AR i HE I
ETAEYRYT 1001 H 145 1k, A 280%691%, 149 7 1
1y 2 ok s AR AL SR8 R T 1 R i s ko
gy K FE, PR T AR ZE i AL R L T U SR ER
B A

B B W Va7 S I T AR ki
B K i, SRR, S A
RE BRI 0 HA ILAE 5%, A 200955 461 47 3491 0 ot
XRER ] AL FHETAEYRYY? GevtIn R %
¥ LA NETAER AR B 5, (HIRATTIA
Shy I P A 1 B 32 R 0 I R I S
B4, X SARM AR 4 i 24 sl i 77) 5 24
T BT MR T A O, WANAREE, — FLif FR 4 IF,

e (= T R I o728 | By
ML X FPE LT AN RIETAER YT, 36184
ETAEG Y7 #4115 21l R B D br .

XA IR 2 A T Re i It R, R4
il AR AT 2480, TG B AT BE LG U 5, R
ETAEYARYT B 20 6 T 3 ki 24 BOK H I
P38 BB A 8 A R B ARHE. 55 A e e i
F 761, ETABJGAXA 10 5 H 1l P8 ikl 6 iE
ih, A2 E - Ia s ki, W &R EE ik
(153 31+ 3R W B kN SCTF T8 PR R4l 2
L1 25 ik e 32 R A ZE N S S5 7508 21 T 1l H 1.
2 R R A R I PR B ERATT I S K i R
Bk L i A N E TAE R IR AR 7,
G T A8 W BN ST A I IR T O R A
M5, AT NE G BEE TR K
TG AR R PRl R 2 AL METAEMN A
RS, M, B2 NETAER HAAI AT LU
S0 H AL S e R R VR YT, R JE 7R AR AT HE
AR S, PRSI YA s A nT
kgl i, ETAESE @ fE FEAFA NN
RN RIS ROA . ] I, ETAER &
PE+ 3R K LA 22T TR

MAYL I35 9 45 B ETAER + 35k
MLYATT S 242 f). ETAERYY Jo A b g S 00
T (01 4R W skl e L (R AR, 815 F Rl
BRI, REALEE, AT HATSEME. Wi BIETAE
S PBEAS, 21 Fig i BRS04
A, RN L E RS A, (R 3
VKA FE 5 T 1E 0 R At AR, A SCHRIR IE B
AR W S ok izt i A 2E 1) 28491 R, 748 DAL IfL
SEA IR, 2960 5 bR i ke 2E, A2
o] BB IR B 5. SUH R, S ETAER
I T[] B VR FH 22 ke JE A OGO HE VA
. A 41320 BkIE, ETAES S0+ 45
IR, 1VBITE R it S48 H T W k4
K AR AR FEFAT O, T W AR AR ZE 77034 J2 WA Jisg it
A7 R R ARORY I A A JE ), AR S R R
N JE LA P BB, B ) A A A A Rk 2K
AL 5451 1) SR F R BURE 5k 4 PR B Jlc b 44 e 230
Uiy - e W sk, BT A /N 2 K A ZE A 2
70 H I PR A e S B RT AR R, SRR
EHEERYEETAE, RIZEAZE7 1) H AR 5 2600
FEI AN 210 B, ORUEZRE R 2 (300 M %A
IR, WO R AR SCHRAR T8 14 RCRE. 7E DR IE %
AR, BRATIFE R B ZE R I 2R B BN A
Lee er alIM0E. J5 25 R WA RS 2E 7IN-butyl-2-
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cyanoacrylate(NBCA)# JE 1661 4, B IERG,
2150 (12%) H 3 T K IR FE R0 22 v W .
DRI, 3B 6 R/ PR A ZE TRl 3 R R R 4
H, };H‘ﬁiu*/\%?ﬁ.ﬁg%ﬁﬁﬁlﬁlEETAEE"lﬁ%ﬁ.

B2, Qe Eikke R+ R

H@vﬁ%%kﬁmﬂﬁﬁ%& 2 A MREER) ST B,
JEFCIE M TS i B T A Dh BEAS A
AR Wi K LR I 2R

as first-line therapy for diverticulosis-related
massive lower gastrointestinal bleeding: evidence
from a meta-analysis. | Gastrointest Surg 2005; 9:
343-352

Miller M Jr, Smith TP. Angiographic diagnosis
and endovascular management of nonvariceal
gastrointestinal hemorrhage. Gastroenterol Clin
North Am 2005; 34: 735-752

Schenker MP, Duszak R Jr, Soulen MC, Smith
KP, Baum RA, Cope C, Freiman DB, Roberts DA,
Shlansky-Goldberg RD. Upper gastrointestinal
hemorrhage and transcatheter embolotherapy:
clinical and technical factors impacting success and

4  SE@E survival. | Vasc Interv Radiol 2001; 12: 1263-1271
. Toyoda H, Nakano S, Takeda I, Kumada T,
1 Holme JB, Nielsen DT, Funch-Jensen P, Mortensen Suei K. Osada T, Kirivama S, S T
: . giyvama K, Osada T, yama S, Suga T.
FV Transca.theter arterial embolization in pa.tlents Transcatheter arterial embolization for massive
with bleeding dgodenal ulcer: an alternative to bleeding from duodenal ulcers not controlled by
surgery. Acta Radiol 2006; 47: 244-247 endoscopic hemostasis. Endoscopy 1995; 27: 304-307
2 Poultsides GA, Kim CJ, Orlando R 3rd, Peros G, Keeling WB, Armstrong PA, Stone PA, Zweibel
Hallisey MJ, Vignati PV. Angiographic embolization BR, Kudryk BT, Johnson BL, Back MR, Bandyk DF,
for gastroduodenal hemorrhage: safety, efficacy, Shames ML. Risk factors for recurrent hemorrhage
and predictors of outcome. Arch Surg 2008; 143: after successful mesenteric arterial embolization.
457-461 Am Surg 2006; 72: 802-806; discussion 806-807
3 Midlenko VI, Belonogov NI, Smol'kina AV. Lee CW, Liu KL, Wang HP, Chen SJ, Tsang YM,
[Diagnostic and therapeutic treatment policy in Liu HM. Transcatheter arterial embolization of
ulcerous gastroduodenal bleedings] Khirurgiia acute upper gastrointestinal tract bleeding with
(Mosk) 2005: 64-67 N-butyl-2-cyanoacrylate. | Vasc Interv Radiol 2007;
4 Khanna A, Ognibene SJ, Koniaris LG. Embolization 18: 209-216

v
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HRFARNE EAFARERL

AHRR ATIERA “Wr-gmit]” (2550738, BCASCH Y FA BT A0 307 20 5 HE e SR8 E A [RIAT
AR CUR R I SR ST SC4S T 78 40 IR OB, FFAESC i 51 AR A B A5 48 5 v AR AD. SCrpngifE# k4,

MIFE7E “Pang et al” [WAT EAMVEMBY S & IESCOPAG ISR Rk, WA XIS R AR A E M.

Uy AR e e , BAASE et al N Jg e e ; PCRFVEBUSNE "7, SCHRF 545 IESCAUR I, F 5 1ESCR S
7 I, WASES Ty i WICHR[8]. Bir %la‘%%iﬁm\fﬁui&z-ﬁscm, PubMed, ('[RG SCETHI
T FO SO AT H RN SR I ARSI R v, T8 R R 5 A B % DA DG I
AT A R SR, ELFE AR T A 2% A5 (http://www.wignet.com/1009-3079/index.jsp)Fl World Journal of
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% # W %% (CRC)
AR EZFIL
o TSt B 2 —.
HFHEFES507 AR
TR HEMmRE, 3l
FAATR T2 %
E.EAMEY
RAEL RRER—
MERE. 5K
B, $ARFT
R 4t A
MUTYHA B &
12 F15 4 Ek4a
A p32.1%p34.3,
¥7.1 kb, &H16
ANILRTF, G —
AN535/4 AR B 64
&8, MUTYH%
EEE ¥ ¥id
i A a1 K A
Fe X BN, B
WMUTYH%. A
& & I % A~SNP,
JERAEAEET
TP LR AT
MUTYH# % % .

W@ 5 %R A
RERI e EC
WKW EE R
WAL A

%, T, PEEARFWES —ERELAH 74
YR T 110001

& TR INFABRESTIRTRT; ITRU2EREER
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Abstract

AIM: To provide evidence for screening of
colorectal cancer in susceptible population
through detecting familial adenomatous
polyposis (FAP) family clan MUTYH gene SNP
site.

METHODS: PCR-SSCP and gene sequencing
were used to detect MUTYH gene SNP site in
three doubtful FAP genealogy, and PCR-CTPP
was used to detect MUTYH gene SNP muta-
tional site in 283 colorectal cancer patients and
307 control group patients in the affiliated first
hospital of China Medical University. Relation-
ship between the SNP site and colorectal cancer
susceptivity was analyzed.

RESULTS: Three SNP sites of MUTYH genes
were found in three doubtful FAP genealogy,
that is, IVS1-5 A>C (A/C), IVS6 + 35 A>G (A/G,
G/G) and ¢.G972C (Q335H) (G/C). Eleven pa-
tients were found to generate MUTYH IVS1-5

A/C mutation and 2 MUTYH IVS1-5 C/C muta-
tion in colorectal cancer group. And 4 patients
were found to have MUTYH IVS1-5 A/C muta-
tion and no MUTYH 1VS1-5 C/C homozygosity
mutation in control group. Significant difference
in MUTYH IVS1-5 A/C allele frequency was de-
tected between colorectal cancer group and con-
trol group (x> = 7.43, P = 0.006). Polymorphism
of MUTYH IVS1-5 A>C was closely correlated to
colorectal cancer susceptivity.

CONCLUSION: MUTYH IVS1-5 A>C site gene
polymorphism plays important role in genesis
of colorectal cancer, which is significant to etio-
pathogenesis of colorectal cancer and screening
of high-risk group.

Key Words: Familial adenomatous polyposis; Color-
ectal cancer; MUTYH gene; PCR-CTPP method

Tong ], Wang BY. Relationship between MUTYH gene
and occurrence of colorectal cancer in family clan of
familial adenomatous polyposis. Shijie Huaren Xiaohua
Zazhi 2008; 16(31): 3576-3581

5%

HEY: A w5k b E b 8 W Ja (familial
adenomatous polyposis, FAP) % 7% s i MUTYH
A BISNPAL &, A4 AW 5y e ABE 64 I He
BRI

7% B APCR-SSCPA L AW 57 kA =
MNEEMFAPR % B F#MUTYHA HSNPAL &,
PCR-CTPPZ it v B EA K F W E S —
E 25 AW 5 40 % %2836 5 2t BB 41307 % %
iR DNAPMUTYH IVS1-5 A>C SNPE % 1%
SREL, TR S AR S L AME S B

£R: AIMMUTYHAE3IASNPAL %, 55 A
IVS1-5 A>C (A/C); IVS6+35 A>G(A/G, G/G)
%.¢.G972C(Q335H)(G/C). 4 A% %% F
A AMUTYH IVS1-5 A/C5MUTYH 1VS1-5
C/ICR Tty B H 5 R A 114024, 3R F L
AMUTYH IVSI-5 A/CR &t %% 444, {2
A EZIMUTYH IVS1-5 C/CHAM R . 3+ HR
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ZAFPMUTYH IVS1-5 A/ICE L R E S 4 LBE KHFE R R H AR T I DA ). :‘ﬁ g‘iﬂisé
AW AEAARE, HRFRER (S =743, P = 125% b

0.006). MUTYH IVSI1-5 A>SC% A 54 80
T By Bt AR K

£ MUTYH IVSI-5 ASCAE 5 A A % AR E
LAMBRAEFPREER, A THREAR
S 6 R IR AR BT 3 AR ik A K

XEE: FREREN S WE, 4 EE, MUTYH
EHA; PCR-CTPP%

REP, TRt MUTYHERSSERBARIAR. BFREA
EIAE 2008; 16(31): 3576-3581
http://www.wjgnet.com/1009-3079/16/3576.asp

0313

WL D) B A8 SR AR AE AR AR T I, E2
518 5 A0 T 5 RS (1 AR v i 31 3 G H 2
FIVER]. P MUTY HEE R 8 7 T 4 (44 1p32.1
Ap34.3, MUTY HIE K G 15— e o 1) JI e
AT ERG, 22 S VIR T REDN A 5 BEE
8-oxodGAE L A, 41 EMUTYHEE [1253%, W) 53
FEHIIFEPG © C-A ¢ TR, W57 R A
SEPR S A L R R, TR D A8 5 04 1
JIT 5 | IR 5 DR S AR AR R 38 I e BUMRE R k.

1 RS
1.1 AH 3R K R IMAEAR A U5 T [l P
IR 2B R 25— B b, B g LS5k 5 )
RO LA T R R 2. KR — 28 20054F
S R AT A g S E RS R E . Tt
il CWREEWE 2 RIEBW. AT Y45
BRI BRI B AL i B2 Ik
Mg R, KR AR HOL T 20414 T
K FAR, TR VAR A FEH A K
Wi, LT IR JEAT AR A I A A, R
WAL 2 A, AT 99 B B R R I . AT
SEE IR, (R EH. IR 5295, 1T4F
A s Wsir s, RIVE A B a4 4%
AR, KN 1-8 mm. T BRSNS 1 R
HHRE SR KR 2R H AL T2000-01 4 1L, AT
YRR, B N S A FAPE AL ALE AL
T B T+ 25 W v AR, A2 9F1-2007-08-09
DR E W FP M2 5% e

ARWF T &5 B M e 4 5 5 283 4 5 ) R 4
3074 ¥R T E R E MRS — BB H
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1.2.1 DNAFREG W BN K # i ELZ) S mL
Jikif, ZEDNAHBGAFQIAamp® DNA Blood
Maxi Kitf U2 4 #5421 ' DNA.

1.2.2 RNAFREL XA 2K 25 mLiffik
I, ZERNAFEEGR £ PAXgene Blood RNA Kit
PERURZ KL A ML RNA.

1.2.3 3144 %3t 56 m: fEGenBankH ¥ #
AMUTYH(NM_012222. 1)K 4541, W
floligo@Sigma Genosysikf4>HI%FAPC M
MUTYHZH K45 70 1 3 vk 5 [ 4.

1.2.4 PCRE B4R %: 20 pL PCRINAK R N:
Hotstar Taq DNAZEAi0.2 U 10 X PCRZE MR L
%715 mmol/L MgCl, 3£2 uL, 200 pmol/L dNTP 1.6
uL, BEF10.25 umol/L5140.2 uL, MIAT pLASHR
DNA, JIXFEKE20 pL. W 4ERE N 95C
THAZ 1S min, 94 CAE1E30 s, I K30 s, 72°C LEfif
1 min, EHE37TMEIF, 5 J572°C 755 LEH10 min.

1.2.5 FR&) M A In8 B 4R %2 20 uLFRHIYEP 1)
Wl S N AR 2. PCRYIE 24115 ul, 10 X bl
2 uL, 100 X BSA 0.2 uL, #&-FhBREIVE A VIEES U,
37CHEE L.

1.2.6 45 M1 % 15 H(single strand confor-
mation polymorphism, SSCP): PCRY #4574y
s PCRY 4 E V) 5 7=#)17 WL 5FEXB(950 mL/L
FEERE, 0.02 mol/L EDTA, 0.25 g/LIRF}#)¥%
1o LSRR S, 96 CAMELS min)a & Tk,
RIGAE0 pL ERET120 o/L5E P 90 It e et Jie,
FEARPEAE R R, H+50 mmol/LH i, 4°C,
4°C+50 mmol/L H i) LK, HLE 150 V. il
7K3.5 h, 4°CHLYK4.5 h. SR 56 2R DU I I Jhe e Fse
YL, WERsE B W AR B 1 R
AN 40, BNVKBIRBAL . 2 42 4kl B4kl
AR 8 AR i Akl PR SR AT REE, £
DNA 53 #7.

1.2.7 DNAMR A fEBER F LR A&l &, Y
HSanger XUt A £ 117X PCR-S S CPIE I H
[P ] 5EP C Ry 8470 3. BT 0 7 A 2% A
ABI PRISM 3100, /377 HQIAquick PCR
Purification Kitif4tPCR;™#), fff HNanodrop
ND- 100043 3656 5 AU DNABEA T 52 f2. 5351
JJABI BigDye" Terminater v3.1 Cycle Sequence
Kit) 751 53 B 44y GENETY X 8.

1.2.8 AR x84 3 2 5| 4 - T A B 4% B (polymerase

chain reaction with confronting two-pair primers,

LAY Eilk
AAV T2 K E.
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Wi £#BE MUTYH IVS1-5 A>C A C
A#TMUTYH% yraf @l 0 o)
I A ‘;J

SNP, 3 #F 52 st
K5 AY165C
F2G382D. £ K%
WA E &P
X3 TMUTYH
HRE, FARL
FMIVS10-2 A>G
Hls 5 ER,
Eb B R&EAE
DER-F AN &N
THAHGEE
1z,%.: Prol8Leufe
Gly25Asp.

; ' ;

<«— R,

F,—» A

Fo—> c <« R

a b c d e f g h
CTG AAACAAAAA CTG ANACAAAAA CTG ACACAAAAA

gl

IVS1-5 A/A IVS1-5 A/C IvS1-5 C/C

1 SIMETRAIE R CTPR-PCRY IEFT =Y. L&
APCR-CTPPRTASIMEMUTYHEH T B NS
MUTYH IVS1-5 A>CRANMERRR; FIEHPCR-
CTPP/HI/EEA IR LR FL Pk TR 5. HfPa—c: MUTYH
IVS1—53L B A= B2 A T-(A/A); d—f MUTYH IVS1-53%[H
FRATIZALF-(A/C); g—h: MUTYH IVS1—535 R 28 25 izt
EHF(C/C). FEIMEZEASRIIMUTYH 1VS1-5EHEF 4=
RILET-(A/A); MUTYH 1VS1—55E K 2845 BRI 4 4-F-(A/C);
MUTYH IVS1-53[K 5825l & 7-(C/C) T R 45 5.

PCR-CTPP): £ ¥ MUTYHIEK 5845 £IVS1-5
A>CY 51, 51t JriklA E, PCR-CTPP
RN AR R L E I 5, R
Primer F1: 5-GTC TTT GCA TGT CTC CAG
GG-3' K Primer R1: 5'-“CCA TGT TAC CCA AGC
TGG TC-3"; Primer FT: 5-CTT TGG CTG GGT
CTT TTT GTT-3'}Primer RC: 5'-CTT CCT CAT
GAT GGC CTG AC-3'(Sigma’s 7). 1B KRS H
60°C, JL40MEER. 51H T A & X CTPP-PCR
RGP A3 ) WK L

Bt A DLy K B bl % L R R, A
I e ey D] 35 2 9 A 0 191 5 0 R 2 T 4y A 1 22
5. LAEEAE b (odd ratios, OR) K 3:95% CIE /R~
FEOfE 6 1, JLTH SRR I Logisticlnl AL, LA
MUTYH IVS1-58 £ JE R A/AVES I ORME
ZAFWY . PERLIE. SR SPSS12.048 R A4H-idkAT
3T, BT G H AL 56 350 A XU ARE 5 4G 565

2 BR
2.1 ARG AW B ERTEH20-74%7
ok H Wi A1 B ER N 62.15+6.165, X4l

‘65 ‘61
392 9
A OO O O
Bl [ T T T 1 [T T 171
O OO OO
]
[T T | ‘\ [ Tag T ‘
56 '54 49
0 e[]O O e [ O
GC / CRC
0 0
c g £ a g
\ \ T TF
z gE;CAl\JaZ %FECEUC I?M IJJZN{ ‘ &

oogooogro o

2 3 PSZHRZR. A: SHUFAPF A 1; B: SEFAPFK £2;
C: BEUFAPZ ZA3.

(TSRS 4 58.81+6.78% , 23T ¥ k(=
6.27, P<0.001). 25 H i 20 R0 FR 2 vp 55 P A e
I3 N61.10%F152.10%, £+ 5 KA % v
5ty = 4.87, P = 0.027). k& T20004E 142
LW N FAPIAT AR 4 £ B i, AR 0Lk, 74
KA TR L. 3N K R WE 2.
2.2 PCREJA BN 5 N HPCR-SSCP A JE 5 7
JPERT B BEAAFAPK R A MUTY HAE P 4
HRAMNE 7, RIIMUTY HIEK 3ANSNPA 14, 5]
HIVS1-5 A>C(A/C); IVS6+35 A>G(A/G, G/G)
J2c.G972C(Q335H)(G/C)WR 1 rz~. ATk £
MUTYH 1VS1-5 A>C SNPZEA fiAE Ay i 53 e
11(Z WNCBI SNP U 7).

% FHP CR-C T PP /7 K I v ] = s K 24 Bt
JeB 55— IS It 45 1 M g AL 5 0t TR AL R A IR
DNAH'MUTYH IVS1-5 A>C SNPZRARAT 55 () 15
DL 3, 5 PR I AE 2831 4h e EE R R
EMUTYH IVS1-5 A/CEMUTYH IVS1-5 C/C%
A NEAT BTN 2N, 7E3076 X} 41 A
AMUTYH 1VSI-5 A/CIAZANECHAN, (HA
RIIMUTYH IVS1-5 C/C4li &1 5742,
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£ 1 ITSHRABEAPCEMUTYHERPCR-SSCPRERNBLER LR A
KPR B RIRE
TDNAMEZ A
ER firs N FRBE TR BE RS e
MYH =3 IVS1-5 A>CA wild type AIC wild type HSNPE & 4‘1 ¥
RNSF IVS6+35 A>G wild type A/G G/G MUTYH IVS1-5
INBF12 ¢.G972C(Q335H) wild type G/C wild type A>C, A

xR 2 SEFEAFNBLEAMUTYH IVSI-5BSEHRTHD AR

MUTYH IVS1-52 75 B R A

paxi:l 2 Pl
PR RERREF RERMES r
SIRE 303(98.70) 4(1.30) 0(0.00)
EEEA 270(95.41) 11(3.89) 2(0.70) 7.10 0.029°
°P<0.05 vs NIBLE.
MYH intron IVS1-5 A>C IVSI-5 A>C A/IC 3 AMRSRELMAPRAR_EE

T. RT
Glycerol
(+)

T: 4C
Glycerol
)

1 23 4 5 126 3 45

23 KR A A& 455 AR 4 P MUTYH
IVS1-5 A>CZ AR BY 1) 73 A e W42, %) fe
HHMUTYH IVS1-5 A/CEEAL I KR 40.65%,
S5 s L MUTYH TVS1-5(A/C) K (C/C)Hi%
H2.65%; LR ITRIAT BBV (= 7.43, P
=0.006).

2.4 MUTYH IVSI-5 A>C$ 554 AWE S
Beleg X 2 S5 HI A PTMUTYH IVS1-5%
AR R B b L2, LI HFMUTYH
IV S1-5KE K B A4 RU(A/A) ANME K 5 IR 41, %%
TR R 2R TS, 45 2= 1M U-
TYH IVS1-555 {7k Pl (R A/CHIC/CHE R ) g A
A S 4 L o I S S 0 v, RSk
OR = 3.64(95% CI: 1.17-11.32)FHIOR = 3.60(95%
CI: 1.21-10.48).

3 e
45 Y W (colorectal cancer, CRC)J&H A F i

DL E R 22—, AN 20004E 4 3k 5k 45945 000
BRI, BRAELTS0T NFE T 45 E s, AR T
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GANACAAAAAGACCCAGCCAAAG
120 130

SNPZRZERISIMUTYH IVS1-5 A>CIEF
PCR-SSCPTIAEMENESR; GlZ
BESNPRLEALRMUTYH IVS1-5ER
MFBLER. 1: Control—1; 2: Control—2;
3: Patient 1; 4: Patient 2; 5: Patient 3; 6:
Control—3.

it e L e S R R0 R 2 3. 45
i £ e [ 2 B L R R 2 —, H AT
SRR R AL, ULAESR, S E Kk
R 2R TS, EalR ANz K.
SHMENRAE. RER—ANZHE, £
BBt 2 5508 S i R I S Rk BRI R] Js
5 DRI RN R 5848 SR AT B, DN A 12 5
FRGE ik M IR T 5 SO R S8 AR e vy, (kR
R DNASU 1B E REUZNAR A EZ 1B
BEEE, 251452 th N ANA SRR 22 BT B DN A
5. DNAME S fE T 6 B R K 18 o 22k DR 5%
A MG L A i fE B, BT 9T %0, DN A fg
TG T — N BET- 38 7K1 (R AN P55 il 8 5 ek
DA, DNAE SR8 7 1/ 22 57 ] R o e i
S B AL S St A L T A R R DA A,
Z DNAE 8 3L R HAT SNP, Mok (mfF 57 & W
SN Pt 3 25U TR 5 480 1k 1 o522 A A6 52 g 17
WL R, DNABRIEKISNPE SHDNAK
SLRE AR 22 S ) T B R DL, A A R A
S fid X BT X RSNP. #F57 %], DNAGE

MUTYH IVS1-5
A>C % A5k 54
B S Ry
* AT T S,
#4# FMUTYH
IVS1-5 A>C/a 4.
AR S AREL
ENES A
EEZER.
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; @ zﬁszri [Ris AL 2 BT SEAMA R A ER G KT DNASSE S Z (DNA mismatch repair, MMR).

Gty ke, £
A — A F AN
8.

Bt

NEDNARMGIE R R E AR D)
FrE 5 (BER). #IRVIFRE S NER)FEELE L
(MMR)ZP! [iiMUTY Hi& A P) 2 15 52 (BER)
(=B, MUTYH R ERL T 15 e ks
#p32.15p34.3, K7.1 kb, &H 168 T, 9
i —ANS3SAF IR E A", MUTYHZE 142
PP IEAC R, A T AN Az AL kAR Y.L AE
DNA R il J5 fih eI 7485 HEDNA, YIkR 1
WDNA 5REE8-0x o dGAB AL A", i
MUTYHE ARG, W5 FEEHERPG: C
—A TR, MR I R g g R0

HAMUTYHE RS RKIZASNP H
FHIFSY LA 2 I 2 Y 165CRIG382D. 78 5 Ik i
e E PRI TMUTYH RS, £ HA
RILIVS10-2 A>GEF I £ ZAE™, 7[5 5K
BRI ALVE B b, ORI T PN I AR A
Pro18LeuflIGly25Asp!”. A5 15 IRIE T DNA
B IHFMUTY HAEAREP I — DI SNP SR
AL EMUTYH 1VS1-5 A>C, JF HitMUTYH
IVS1-5 A>CZ &ML S 45 B W by it i) o¢ F ik
1T T 0. iR R TTMUTYH IVS1-55E K58
AT F(A/C)EIMUTYH TVS1-53E K 5845 71
Al 1 (C/C)HE R B AN AR 45 T 1R e 2
FEATMUTYH 1VS1-555 A AE R 4641 (A/A)
3.64, AR MRS ER AT IS, ORMEAT
793.60. #/-RMUTYH IVS1-5 A>SCHV S FER £ 4
PEAE 45 5 W 2B Pl A R EH.

AN ZE B SITMUTY HEE K ) 05 58 AR 34T T
IR W5 R BLY 165CHIG382D 5 A8 A LA
IAR KA AT R P MUTY 2B H0 . A AT [ A
HIEYZRAUYIFA(2-fluoro-2-deoxyadenosine) X
Fig 6 F P A AT VP, 45 SR R B A 7 o
RAF I P LM UTY HIRBIFA LL A7 [X 4 1 1
% 58-0x0GIIRE ). WIFMUTYH 1VS1-5 A>C
MR FAE . IEAh, MUTYH 1VSI1-5
A>C SNPRAAT sz TMUTYHS & il & H
A(replication protein A, RPA)I 45 &7 fi™. iy
RPAFAT HUEE 45 & FIfR E M D e, TEDNAS
T AN SE K B Bt A E ™2, fEDNAK 1
R, RPABE A W] BB b 5 DN A L5 45 1)
PE LK 5 2 5 DN A S (1) 44 8 11 5 () A EL A
A, BEMiA T TDNAK . ILAk, RPABR TS 5 IEH
DNAIE H, i8Z 55 T DNASI N N, Wik
IR VI & B (nucleotide excision repair, NER).

[ii] Y5 5 2H (homologous recombination, HR)F1E[A]
VB AR 4ty 3% $Z(non-homologous end joining, NHEJ)
BRI RE. X e T B2 mMUTYH 1VS1-5
5 DRI S AR F 485 5 3 14 5 T W i o TR 1 AL,
HEARMURIE T — R

AW E R T DNABEILRMUTYH
—ANBTHISNPZEARAT SMUTYH TVS1-5 A>C, Jf
HAHT TMUTYH 1VS1-5 A>CZ AR 45 H
i KA — € 52, $¢7"sMUTYH IVS1-5
A>CZ AN 2 M S T Wi d5t A By JE ik 1) 22
DR 25, S 7 AR 45 BV V) R ML Bkt T
T2 W K R IE YT 4 E R FOCR L
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Abstract

AIM: To investigate expressional changes of
serum sIL-2R and IL-8 in colorectal cancer
patients as well as their clinical significance.

METHODS: Serum levels of sIL-2R and IL-8
were measured using the double antibody sand-
wich ELISA in 28 patients with colorectal cancer
before and after operation, 17 cases with intesti-
nal polyp and 25 healthy controls.

RESULTS: sIL-2R and IL-8 serum levels were
found significantly higher in colorectal cancer
patients than that in the intestinal polyp and
controls (180.1 £ 83.22 vs 61.3 £12.12, 52.3
11.21; 3.09 + 0.21 vs 2.49 + 0.19, 2.33 + 0.18, all
P < 0.001). The serum level of sIL-2R and IL-8
declined remarkably after the radical operation
(80.2 +40.31 vs 114.1 + 72.3, 2.53 £ 0.15 vs 2.81 +
0.17, both P < 0.01) and decreased after palliative
operation (242.1 £ 60.3 vs 319.8 £ 67.3,2.77 £ 0.20
vs 3.67 = 0.19, both P < 0.05). Serum changes in
sIL-2R and IL-8 were positively correlated with

the degree of differentiation in patients with
colorectal cancer.

CONCLUSION: Dynamic monitoring serum levels
of sIL-2R and IL-8 level may be useful for diagno-
sis and prognosis in colorectal cancer patients.

Key Words: Colorectal neoplasms; sIL-2R; Inter-
leukin-8; Enzyme linked immunosorbent assay

Jin S, Zhao YY. Pre- and post-operative changes and
significance of serum sIL-2R and IL-8 in colorectal cancer
patients. Shijie Huaren Xiaohua Zazhi 2008; 16(31):
3582-3584

i %
BHY: 4K3TsIL-2R. IL-872 X 77 B % RaT K
) o P A BN R L.

Fik: Mk £ S ELISA F A 28] X i /% &
£ 69sIL-2R. 1L-842 35 /K-F; 3 F) B4l K #
B ) B 1745 At BEA2SBIAE Ay 3 FR2H.

ZER: KWz EH ik PsIL-2R. IL-84F W
25 T REVAR K 7 B i 41(180.1+83.22
vs 61.3+12.12, 52.3+11.21; 3.09+0.21 vs
2.49+0.19, 2.334+0.18, 35P<0.001), F K&
BETH, EPAREE TR 2 %(80.2440.31
vs 114.1+72.3, 2.53+0.15 vs 2.81+0.17, 3
P<0.01), 4 820 7% A BF T %(242.1+60.3 vs
319.84+67.3, 2.77+0.20 vs 3.67+0.19; 3
P<0.05). X% & # fiFsIL-2R, [L-8F 4Lk
SARE 2 EARK.

it S A BMSIL-2R, [L-849 fo ik #5534 B
T s RBEAT T AR, I8 K% BTG,
XS KipE; UiEHANE-22E; ANE-S;
T 6,85 IR ik

i, XEE. KABEEBEIMEPsIL-2R, IL-8KEL{LRE
2V, HFRE A ELZYE 2008; 16(31): 3582-3584
http://www.wjgnet.com/1009-3079/16/3582.asp
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RN 2 HNESHZMBIRENR LR, | A E XA

sIL-2R. IL-8#S ELIL B S 5 T KLl 1)
KR A S e el R . FRATTIE UK P AR 7,
FE R B ARG A 5 8 oo b AT 7RI, LA
BUTIZ PSR bR -5 K e 12 Wiif T Bk
RFEZ IR AR,

1 RIRSEA
1.1 AR AR B DL R b 5T 4 DX s B g
£12006-07/2008-03 K i Ji £ 5 b5 A 28441, FHorp
D154, fFH43-75(F3462.1) %5 134, ik
39-72(°F#459.0) % . Horbm b g 1541, %5
I 1301, B f B Y SR R 12; IRIK
Duke's7 1, AWI4451, BIYI741, CHI8H, DI,
VA VI BRE 1901, G B VIERE 9w, Kl &
F1THI, AT LA 23 X R B 2007443 Bie
&, BI04, FER23-69CFI54.7) % LT, R
33-71(F3455.8) % ; JLrhERIR IR 741, T4 B
a6, YRTBAIRIRIRMI]. KL 251, 359 K [F) 4
FEARAS S, F31461, 4E#825-69(°F3452.7)%; 211
B, 4R 31-71(CF14953.8) %
1.2 7 ZFWREGHIK I3 mL, 2% EDTAHUEE,
3000 t/minfZ/L»5 min, 73 £ 1ML375-20 CHRAE; i
B ARET3 dAEUIAE, ARJE10 dFFEEUR S I
FE. XTI ELISATEAS MSIL-2RAL-8 7K T-.
it 403 FIFISPSS10.08 1 7E4 T Hd b
B, >K H Student #85, P<0.05F Fe il 75 ).

2 BR

2.1 sFRE K B F o iFsIL-2R. 1L-84&
w2k R R KEsIL-2R . TL-8IIL i k& 5
XHRAAR L, 22 A g ik 2% & L (sIL-2R: 180.1
+83.22 vs 52.34+11.21, P<0.001; IL-8: 3.09+
0.21 vs 2.33+0.18, P<0.001), 5 & N LLIR
AR FE 2R (sIL-2R: 180.11+83.22 vs 61.3+
12.12, P<0.001; IL-8: 3.09+0.21 vs 2.4940.19,
P<0.001, %1).

2.2 FR#7/EsIL-2R, IL-8%M %% FARG K
s IL-2R . IL-8IILIGEH 5 AR arAHLL, 2 55A
Gt X (127.4+75.6 vs 192.1+£88.2, 2.65+
0.19 vs 3.1140.21; P<0.01); HARuAE BE
PEZ 5(80.24+40.31 vs 114.1£72.3, 2.534+0.15
vs 2.81+0.17; P<0.01), &i EARI G BEMER
(242.1£60.3 vs 319.8467, 2.77+0.20 vs 3.67+
0.19; P<0.05, %2).

23 5REASMEEN X Z AP oA 58
ez 184 i 722 (P<0.05, 33), Kigw B

www. wjgnet.com

payi:l n sIL-2R(nmol/L) IL-8(ng/L)

SIRA 25 52.3+11.21° 2.33+0.18°
AEER 17 61.3+12.12° 2.49+0.19°
PN 28 180.1 + 83.22 3.09+0.21

°P<0.01 vs KA

4R n  slLl-2R(hmol/L) IL-8(ng/L)

TBHEARE 19 11417230 2.81+0.17
WEHERT 19 80.2+40.31°  253+0.15°
- VNl 9 319.8+67.30 3.67+0.19
WmEARE 9  242.1+60.30° 2.77+0.20°
°P<0.05, "P<0.01 vs #ANRAEL.

payi:l n sIL-2R(nmol/L) IL-8(ng/L)

afaH 16 162.3+11.2 2.95+0.19
warteiE] 13 212.3+12.1 3.24 +0.23

M SIL-2R . TL-82 4055 7R FE S IR AR R, A%
AR WL i T A 4.

3 iiE

1EH NARHE HSTL-2R BA S IL-8 75 5 45K, sIL-2R
KBTI I A T2 32 44 () o 2y,
— b G 2 02 R F A0 SR T N AT PR B
F7 BisH, REGSHIHIT 40 i () 386 28 e N, A i 2
(gt PR, JLAEAR 22 S g b v e S, if L
R AR, XA RE S & A Hotr AR K
Hh | TR A i A B B, 51 STL-2R ¥ 53
WA ¢, IF HAESIL-2RE R B H RS T,
NK A M 1 2 5E 52 2. AE A 0 7 sy 7K
FITL-2R 5 It > o] LA 75 A 14D 7k B 400 i, A
FLEE NAMHRPIRAS, B 1k 9bk (2 40 v v iy 4 2R
o AE g FF A DR 1 S5 IRTL-2R 5 4 485 25 ) I R TL-2,
T A T 40 e 2 o o 3 B DR kg 00N K 40
Ty G fe 2 ] 7 BOHLAAR A0 o G0 2 D) AT, A
96 240 306 0 A 2 S N, BRIk HLRN T S DG &
wY). ARk BAR 2 BRI A SIL-2RAEIH
b FR g v (1) A TE R S 1, H R LS A
Ji 8 i AN A B R S A G RR e, Rk 1)
RE TG AR 22, DR R A R0 1 4 I

SIL-2R %5 4% #= 9%
I N P
B TR
B R JG K sLAR #
MEAF, A BAEA
— A~ # o HBh
W 48 A% &R Tl
J&.



3584 ISSN 1009-3079 CN 14-1260/R HRIENBLAE  2008F11388 $16%5  E31H
;ﬁﬁﬁﬁgﬂ PRI 97 8050 B DL RIS RUAH G L4 S22, sTL-2R LA S TL-8 2 K g o R 4 i
%% B H

FORETE, F
B Y, Gt
RO, HA
AR, AHA—E
w5 RH- A

A A —AH A D2 W bs B T R
TL-8FLA7 155 Ihygq il 35 38 A VR, T LAY
LA DL B IE Y, JF B —F A A
KR T, CZRAE St a] DU E 22 i i g 11 A
e DA% R A B ARBIFSIE SE T 7R
AR I T I B, SRR EAROG, B
FARYIBR T B, X 0] 8 FF AR ) B s il 4
A= 52 B0 5 L g 40 ) bR L 40 PR 3 A 1 e
WS, A FEAR FE R, S Sk ax e b 4 0
g (10 52 R A AR K AT SRR AR . FARDIBR S,
JHREMVA AR JGSIL-2R . TL-8FRAK B &, A 2%
il R T MU IR G 5 A, AEATL A4 11 e 92 Dy R LA
MNKA M RerF LA, I HIL-811 R 1A PR
AT DL o i A 48 A DL R A B G B, A
IBELEIRTT HsTL-2R N B H S 1 8 H TS
E. T ERAT R B TR S S
FNILAH DG I 75 B — 25 I R 0R R 58 DL I
) 206, (R R I 2 A R, XA TR
b1 B S ) S R AR R AR T oAt

i Ja ARG (AT AR A, Ao A AT T4 By i AR A
b ek R 14 A 0 R DA B T AR 2, DAL
R I AT e R SC, T A D il
FRAR N T 1 A AB 9 o M, A T LS
EOCOE T P I BERUR DL RS

4 SEXE

1 Baggiolini M, Walz A, Kunkel SL. Neutrophil-
activating peptide-1/interleukin 8, a novel
cytokine that activates neutrophils.Neutrophil-
activating peptide-1/interleukin 8, a novel cytokine
that activates neutrophils. | Clin Invest 1989; 84:
1045-1049

2 R TR, 4. BB EE SN I hssS,
TNF-a, IL-6MIsIL-2REGMEIIRARR L. SBIIEERY:
2441 2005; 26: 1795-1796

3 S, BEEES, VORE, TIR R EROtE
EPCREMIL-8 mRNATERIFHEHFIK. HALEATH
{k 7k 2008; 16: 450-453

4 PRSR BRED, SRR, TN, TR, KSR 45 H
R IR FIL-8FRA S METER L A R
%35 2005; 13: 899-901

5 b, R, BES RSO RE IELE K
BRIBAL AR FIL-8FIMCP- 1520, HHFAE A7
k%35 2008; 16: 1168-1172

wE FEZ wH AL

ISSN 1009-3079 CN 14-1260/R 20085 FR AL tH: A4 Nt A4 ik

o ?ﬁﬁ- L

HREABIE B BAEF X

TR ATz A g R, ANz HoAh 7 X104 Re, WE-mail, EDRIAR. £EZE4RR M HE: hitp:/wejd. wignet.
com/submission@wijgnet.com, Hi1i: 010-8538 1892, 16 H.: 010-8538-1893 55K H 1Wh. FLREAR %N T % M hik-<http:/
www.wjgnet.com/1009-3079/tgxz.pd > Fir 1 R P-4 I 0] F5 2 14 d. KR L2307 AT & Z A VR E, 2478 DL
I S A, A OB AR S KU TR RS2 (MR T SRR AT AL B B SR e B, SCEIR RS 3R
AFET S 2042 BAAT AS(RRTH). (35 55 ]Sk i 7K T 2008-11-08)

www. wjgnet.com



R EARMLRL®
wcjd@wijgnet.com

K

UL A SHLAYRS 20085E1158H; 16(31): 3585-3589
ISSN 1009-3079 CN 14-1260/R

& Jk 2.5 CLINICAL PRACTICE

TSLC1#1DAL-1/4.1BTEfRIR R I RIE X HIEIK

XERE, B K, F2ER, B i, BFE KRR, WRE

==\
E
5

XEE, B, =ER, B, T, BFXE, KR, MBRE,
EPHBP KPR FEFREWERFERBELAR Hs K
B 430030

fEE RS INFAHBX . SEREELST, ARIIRED
NSENBEFETW, FBOMBXNEE. . TEREF6K
R TN, MEXSIEBRRFIXS ST,

BIRAEE: XA, 430030, EICRENNOMBIAIE10955,
ORI RS A ESSTINERTTERT B AR.
tongji461@sina.com

E315: 027-83663611

IWFSEEE: 2008-08-07 (BOEHA: 2008-09-22

#EZHH: 2008-10-07 7EZHMREED: 2008-11-08

Expression and clinical
significance of TSLC1 and DAL-
1/4.1B in pancreatic cancer

Zhi-Qing Liu, Qiu Zhao, De-Min Li, Hua Qin, Yu Wang,
Yu-Sheng Liao, Cui-Fang Zhang, Xiao-Yu Ke

Zhi-Qing Liu, Qiu Zhao, De-Min Li, Hua Qin, Yu Wang,
Yu-Sheng Liao, Cui-Fang Zhang, Xiao-Yu Ke, Depart-
ment of Gastroenterology, Tongji Hospital of Tongji Medi-
cal College, Huazhong Science and Technology University,
‘Wuhan 430030, Hubei Province, China

Correspondence to: Qiu Zhao, Department of Gastroen-
terology, Tongji Hospital of Tongji Medical College, Hua-
zhong University of Science and Technology, 1095 Jiefang
Street, Wuhan 430030, Hubei Province,

China. tongji461@sina.com

Received: 2008-08-07 Revised: 2008-09-22

Accepted: 2008-10-07 Pubilshed online: 2008-11-08

Abstract

AIM: To investigate the expression and
clinicopathological significance of TSLC1 and
DAL-1/4.1B proteins in pancreatic cancer.

METHODS: Immunohistochemical S-P method
was used to measure the protein expression of
TSLC1 and DAL-1/4.1B in 9 cases of normal
pancreatic tissues, 11 cases of pancreatitis tissues
and 42 cases of pancreatic cancer tissues, respec-
tively.

RESULTS: The positive expression rates of
TSLC1 and DAL-1/4.1B in pancreatic carcinoma
were significantly lower than those in normal
pancreatic tissues and pancreatitis tissues re-
spectively (30.95% vs 77.78%, 81.82%; 28.57% vs
66.67%, 81.82%, P < 0.05 or 0.01). The expression
levels of TSLC1 and DAL-1/4.1B in pancreatic

www. wjgnet.com

cancer showed a significant correlation with the
differentiation degree, lymph node metastasis
and TNM staging (P < 0.05, respectively), but
not with the gender, age, location or pathologi-
cal typing. In 42 cases of pancreatic carcinoma, a
significantly positive correlation was found be-
tween the expression of TSLC1 and DAL-1/4.1B
proteins (r, = 0.489, P < 0.01).

CONCLUSION: Down-regulated expression of
TSLC1 and DAL-1/4.1B exist in pancreatic can-
cer, which are involved in the pathogenesis, de-
velopment and metastasis of pancreatic cancer
through TSLC1- DAL-1/4.1B cascade.

Key Words: Pancreatic carcinoma; Immunohisto-
chemistry; TSLC1; DAL-1/4.1B

Liu ZQ, Zhao Q, Li DM, Qin H, Wang Y, Liao YS, Zhang
CF, Ke XY. Expression and clinical significance of TSLC1
and DAL-1/4.1B in pancreatic cancer. Shijie Huaren
Xiaohua Zazhi 2008; 16(31): 3585-3589
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H#Y: %K TSLCIA#"DAL-1/4.1BAAE & &
WML b 80 ik ol SR 22 5L

Fik: KA 505 M EAL F S-Pik A M 4245) FE AR
JEL . 1145 AR K 40 28 Fe 945 IE 5 M AR 20 27
B TSLC1F2DAL-1/4.1BH Fr& & 04 FA .

ZEH: TSLCl. DAL-1/4.1B& & IR 54
L ag A E ik R BAK TR B R4
L Fo IR K 4028 P 49 A (30.95% vs 77.78%,
81.82%; 28.57% vs 66.67%, 81.82%, P<0.053,
0.01). TSLC1#°DAL-1/4.1B% & 87 % £ ik
¥ 5RO AR . REL S FTNM
S A X (P<0.05), W5 BH A, FE.
AL Fe g 4 A Tk . 424 AR F TSLC
5DAL-1/4.1BE A AKX ZRF EMK(r, =
0.489, P<0.01).
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0 31

TSLCI(tumor suppressor in lung cancer-1)
A&£20014E i Kuramochi ez a/N Hfunctional
complementation [ il & HOARAE N KRN i
fiti%% (human non-small-cell lung cancer, NSCLC)
hOR I — R L DY, R R AR 2k
W NI T R, A FE R R R AR R
)M, DAL-1(differentially expressed in
adenocarcinoma of the lung)/4.1Bs& M % 7 B {1
PCR(DDPCR)FIAAE R K PENSCLCHINSCLC
i i 2 P R LA IA D IR B AR N, AR AR
2 T JEUR IR v R AR R, 9T 5 S0 R 48 i G
BRI AR TR A T A R e Bl L S
JiRg, K 22 B R LN 320 A v M B, S R
#EFITSLCIMDAL-1/4.1BfE N KL R4l 41
IR T2 0k, FRATTHEDN o L R A
DIBEAR. W e e AL T AR I TSLCIAID AL-
1/4. 1B AL JEIE AL P i FRIA TS, B
W TSLCIFIDAL-1/4.1B 1335 5 M 1k
Az, R R R A BE 22 R 1 A TS 1) 72 L

1 MRFEE

1.1 AR AR [R5 B 2 Bt I [7) 55 B [522000-01/
2007-06F A1) B 17 JB i b A 42451, Hrp 5529
B, L1341, ik 18-76(54.76 +14.73) % . #kEL 45
R B 166, Bt 2651, TNMAS: 1-11
123491, -1V 11961, Zr A FERE: FWHOZ 2K, &
I3 AR 12481, H A A BRI 17481, A A R 13
il ECL LA T IR ¢ 2 b AS TN O 11 5 i i 4 21
FRAMYT IS, T bR AT 2540 o/L2E v M HR %
VW, WA 5 um B RS A 1
TRAT HRHE Y0, (4] 227 0 82 47995 B 43 7
RS W, ) 35K R e 1 R A S e 41 43k 2% G
. Pt N2 W EPUATSLC1E HSanta Cruz
Biotechnology USA, “Hi A £ wifEHi{/ADAL-
1/4.1BW 1 Abcam 2 7], Gz 41 46S PR 5 &5 Fl
DAB & (3R G B AL H A2 AE AR TR
A

1.2 7 K H S 2340 5% S-Pidx) g i Jas 41

FARTEAT R . S 6 A0 B s i J X 77 4 1 9
oA, A 00 A G, R Rk KAk S,
30 mL/LAU4E /K37 C 47 5% 520 min, 0.01 mol/L
(pH = 6.0) Mtk £k 2% v A5 HL AP N F490-95°C
B PR, IS0 mL/L L I3 B8 137 43
Sl 30 min/5 #H2R IIN —HU(TSLCT LARM]
WIEL 2 100; DAL-1/41BLAEWKE: 1 1 1500)
4°CREB, P43 50N — B A AR 2 Ak S AL Bl
37°C AR &30 min, DABWL {0, TR AR YL, &
Jv, K. BHMHOR R S AN BH A R s, 1Y)
PEXT R FHPB SACE — P brdfl, JL4 20 BRAH
). TSLCI1E H LA el 4 i ot A o
IR A W7 S BE 4k 40, 42 BT A0 SRR Dy vk,
S R RNLIEE 10 ET, RFAS I EF 2001041
Ji, 5 BH P 40 i e <30% kB PE ), BHAE 41 A%
=30% 4 FHIYE(+). DAL-1/4.1B4 [ LA o ol i i
B ORI TR A BH A 4 M. G €45 S Wb
TV e e s v o 000 A G, 19 Rk
T, 250 WARIE A, 3 N EE Rt PR R AR T
(X 40010 5K ) Fr BEHLIZE HUSAS i B AL AT AL
AN, AFLEFS00 41, Ei125004, 4% FH
PEGH NPT o5 1R S Le T4 00 R BIE, 14 B
PEAN<10%, 243 410%-50%, 343 4>50%, 4
58 J5E 5 I 40 43 B PR 3R R =20k S sis 1Ak
BHAE(H), 15T S AL BITE(-).

Biit #4038 R HISPSS13.048 tH ki 7y
For 58 A DU kS 2 ARG B %5 AT TSLC 1 HIDAL-
1/4.1BE A KIE S &P E R R, 181
Spearmantt ¢ RECKHWITSLCIFIDAL-1/4.1B
HEARIBZ KK R, BLP<0.050 ZERA S
e

2 BR

2.1 TSLC142DAL-1/4.1B% & J£ A 4L 4% F 04
Ak TSLC1E HBHPERIA LLIEH W42, 5
U 2 2L 2 R0 Jk It s 40 i 6 5 )5t PN s B B
R N BRUE. DAL-1/4.1B%K A FH 34 LA 41
i B 5 HE R € SR Sk B, 8 40 41 PR S
o, 2P TSLCIAMIDAL-1/4. 1B 111
BH Ik 2RI IE S TR 2R el R A 2R,
2654 B TE(P<0.05). TEAR 2 42 TSLCI
FIDAL-1/4. 1BH [ 1 BH Ak 2 28 28 241 4 1 5 T
N, 257w E T @P>0.05, & 1).

2.2 TSLCI, DAL-1/4.1B% & 4k ik fo A% S s
R B F A AR A X o AEA245) R R AL
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TSLCI DAL-1/4.18 TSLCIZRIA DAL-1/4.1BZRik
ax:| IR ERHIE
PR PR B BEE%  PE FAEE%  PE
[FRRIRAR 9 77.78 66.67 MZ
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BB ER(tL
iy = S VAN
TSLCWDDAL'IMJB%Eﬁﬁﬁ{%a%g‘ 7 RSB 18 3(16.67) 0.348  6(33.33) 0.689
’f'{fﬁ%g{&%uTNMﬁ/ﬁHIH-Nﬁﬂ ':F' ﬂ‘]%li[zlj ‘@% ﬁ%%y@% 16 7(43.75) 5(31.25)
WL T MBS . A S A TNM S FEE 2(33.33) 1(16.67)
[ -1, 2547 B &S L(P<0.05), MR TEDE 2 1(50.00) 0(0.00)
FRS . PED L AL AU B B E S(GR). ﬁ‘f*%%
2.3 TSLCIADAL-1/4. 1B MAE 4L F K ik zgz e ;Eigj?i 0023 iﬁ:f;’) 0023
XM 420 B AP TSLCIAIDAL-1/4.1B BN 13 107.69) B
BB IE# 919.05%, TSLCIFIDAL-1/4.1B  jmaisis
WPk 4 59.52%, P IR Ik B IEA % S| 16 2(12.50) 0.042  1(6.25) 0.031
(r, = 0.489, P<0.01, %3). 7 26 11(42.31) 11(42.31)
RIBDE
3 1 Eﬁﬂ?ﬁ 38 10(55.56) 1.000 12(31.58) 0.308
N 4 1(25.00) 0(0.00)
TSLCUERML TR 411923.2, KAKT300 o0
kb, F 101, HHE 1) 4.4 kbak1.6 kb |~ I8 23 11(47.83) 0023 11(47.83) 0.007
KAImRNARIAK, BHEEAE 4424 FE IR R FE 1) l-IVEE 19 2(10.53) 1(5.26)

PSR H . TSLCIE AR RAMX (37342 5
PR DX R B X (46 IEIR). MU AR X £
FE3MNRPEERE LIFFC2M By, 5 A fh & 41
ZiBH 4 F(neural cell adhesion molecule, NCAM)
e T B R IX R — i K P ol i 5 X &5
145 M R0RE 25 T CRABL, 4 —NFERM(protein
4.1/ezrin/radixin/moesin)4; & AFI—/NPDZ
(PSD-95/D1g/ZO-1) 45 & Bk, Hae 5N & A
gh A R R T BE. TSLCUE Ty Bk 1
K E(IGSF), gafith— 8 %o 5 2R 1 4l
JEE 7> FIgCAM, %57 1255 40 M5 4i
ZTR)AR AR O — Al s 2 (1™, ok & J A bk 2 4
LAk, N ARG 53 1 8 S KIS TSLCL4)
F, At IE A 5 [ SR A A ) R A
By, A R 20 2 AU A % P iR ek HE
PERM H AT 7RI, TSLC L —Fh HZE ()
HEERE N, TSLC1IRIE SR B> 2 5 2
iR 1) e A R e, A AR ANt P it LR
FEOTL W RS, Ara . BT, R
W g IR L I A HE A
W FE53 BT R TS LC 1R 2% 375 7 JiJgg i S0 A 1
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ELE VBB DL IAE N R R AU, 11T L TSLC1EE
A R 2R ) e e P U A A A7 R G5 A A7 S
5. GotoItoth K LTS L C 13 IA7E M iy
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BUAE F B FICIN TsHILLCIN T sHATE 25 )
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! EE T A e R A DR 1 2 R ST T 7,

Rk, BT EeE
#h11q23.2, L4
2 LA W T
(NCAM) & E R
. TSLCIX % %,
R E A MR K
% R 4(IGSF4).
Rk fm e & T o
F1(SynCAM1).
RA175. #%& @
H5F-2(Necl-2)
BT R AN L
BHRE ARk
2% R (SgIGSF).

TSLCI(+)(%)  TSLCI(-)(%) P 4
DAL-1/4.1B(+) 8/42(19.05) 4/42(9.52) 0.001 0.489
DAL-1/4.1B(-) 5/42(11.90) 25/42(59.52)

DAL-1/41BE AL T NGt K1 18P11.3
D)3k, 12 D5 g A 1D B 1 4 RO N R i K1 3,004
HIR ST A M4 B KRN E AP
FERM (4.1/Ezrin/Radixin/Moesin) 4% k)8 £ 7 i
(1350t PO A & 4. DB E R — A
B Y. DAL-1/4.1BEE Z P41 b 0 X,
FFGBRAR LR, BAZIER 0 R ke KT 500
NSCLCYalifii g, =45 Bespgt™ 2 R0 L it
FIEM k>, HOhno er a/MRIEDAL-1/4.1B
TETH A R G0 vl e AN A 4 i L IE 0 45 M 1
AR, T A 4R 1E A0 0 G R A
PEHT, BRI ] 0 /I8 B b sz 4 e g S8 ek % 4k
Kikuch et a/™'WF 5% B INAE NG IEDAL-1/4.1BH
BE AN 1 5 A= 2 i B 43 390 1 T o 8 T 4 e
(P = 0.0026). 124 A1k, EHNAMEADAL-1/4.1B
B M8 PR AH DGR, AT IRBF 9T T DAL-
1/4 1 BTE I A U Rk ol &5 R BoR
DAL-1/4.1B# 1k 5 B oA R B, bk 45 4%
., TNM2 4 2(P<0.05), 175 &3 15
SEWS S TR A LA B B 4y TS (P>0.05), Ul
HID AL-1/4. 1B ] G52 M i i R A R
B, YE—DiES: TDAL-1/4. 1B —Fl 2 17
TE PRI DA

Yageta et a/ W5 R I TSLCIA] figid i 1
L5 I FERM&S S B4R 5t FIDAL-1/4.1B4
£, 25 AH A0 G0 A L2 S 4 M AT R
AN 2 R B B R B A5, S e i —Fh i
RIE I, 23 5% W 1EH A0 M FG I T BUE
(4. Y46, Heller et al™ %I T TSLCIH!
DAL-1/4.1BHE PR F AL 5 [ 1R 2 IR T BR A LR
St () R Ak R T AR . Heller ef a/PWE5T
HESE T o — R A B R R AR B LR AE T
-IITIEE T W95 v, S HL B T TSLC1RMIDAL-1/
4. 1BIYRIEDTER S NS CL ORI HL 2 o Fit A o
K Z. TSLCI1-DAL-1/4. 1B HK Js WA 500 Ji7 &
PE o R ™ R AR R . IX LR TSLC
AMDAL-1/41BZ [MAF AR VIR, —HILFAS
L5 00 I 2 ) A R A R L A T R B 2
IFsE. *MTSLC1EDAL-1/4. 1Bk 23 I mlt
S| L IR IR B AL R4 28, NI AE AR (1) 22 Fof

4R B IRTSLCL. DAL-1/4.1B7E 4 41
(R BE R 0 510 4930.95% « 28.57%, W] AT 1F
W ARALL77.78% 66.67%(P<0.05) A1 i 4
414181.82%. 81.82%(P<0.01); TSLC1#KitY
DAL-1/4.1B31k & IEAHIK(P<0.01). g iR
TSLC15DAL-1/41BIAH M W fRFE— D WS
M2, TSLC15DAL-1/4.1BLE B R 2H 20
TR R B R, I DR Rk e 3 5 T 1)
SRRSO EE RS A TNM 2 I K, JfF H.
T HATMOME. TSLCIE A AT it 5 DAL-1/4.1B
WAL FAZ S BENE R RERER.
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