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Relationship of expression between STAT1, STAT2 and hMLH1 , hMSH2 in
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Abstract ; Objective
hMLHI , hMSH2 proteins in hepatocellur carcinoma ( HCC ) .

To study the significance and expression relationship among STAT1,
Methods

STAT2 and
SABC immunohistochemistry method

was used to detect the expression of STAT1, STAT2, hMLH1 and hMSH2 proteins in cancer tissues and

paracancer tissue from 37 patients of HCC. Results
STAT2 , and hMLHT1 ,
0.05).
that in poorly differentiated cancer tissue ( P < 0. 05).

hMSH2 , STAT2 and hMLHI1 , hMSH2 ( P < 0. 05) in paracancer liver tissues. Conclusions

The positive rates and expressive levels of STATI ,
hMSH2 in HCC was significantly lower than those in paracancer liver tissues ( P <
The level of expression of the 4 proteins in well-differented cancer tissue was significanty higher than

A positive correlation was found for STAT1 and

The data

suggest that STAT1, STAT2 and hMLH1 , hMSH2 may play an important roie in the early stage of malignant

transformation of hepatocytes .
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B B — BE, JIF 40 M0 % ( hepatocelluar  cancinoma
HCC) IR B A KR A AE K E SR 78, F
HOW 20 M A K 2k gl L BT 8 & ( mismatch repair,
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JA 4, % B & M ATE o STATIL,STAT2 5 hMLHI ,hMSH2 #y % 3k % % 101

Rk % A g2 o M5 B e R SRR AL IR T 1,2
('signal transchucer and activaon of transcription , STAT1 ,
2) , REEMNMFESRBEL T, ZH5HAMWER KT
Gr G, Ak R0 O e A R A R A
FH B 2 20 240 27 J5 B BF 98 HCC Je H i 55 4 b {5
AL T I 5 A6 N 7 (STATL, STAT2 ) Je 5% Iic &
& (hMLHT , hMSH2 ) 3% 35 K FOAH B 5 2 Fl il IR
o L SO, R AR .

1 #RE5FE

1.1 #HRK

1.1.1 HCC 2 4 2002 43 A ~2002 4E 11
H7E B B AT T AR I 9% BEAIE 52y HCC 9 % 37 4,
B 36 i, 41 Pl R 25 ~73 (FH44.8 £14.2)
%o RETARATRIT K IT, Y1 BR 19 o5 A B B 41
YU, 37 il g 41 4 I A A B B e ) A2 AR AR e 4y
oA 4 B (10.9% ), Hr 434k 15 ] (40. 5% )
FAR 5y A 18 ] (48. 6% ) , 30 1l 4 A [6) 7 B2 i A
T B2 4 Ak (o 15 ] SR BRI A )

1.1.2 #E&a YHERHCC BEHEMHAZ% =1cem
O L
1.1.3 xrma 4% M4 R F AR U B BCE % I

gLl (X Rdl) :9'% 9 i,
(FH33£11.2) %,
A 24 10% Formalin [# &
M5 um ELY A
1.2 FEiKH
fpr A hMLHI (1: 100), hMSH2 (1: 100),
STAT1 (1: 100),STAT2(1: 100) , £ 7 W& 41 1k &
SABC fry A b i & ¥R g RN+ EA

28 fi s ARl 21 ~ 53

T AT B A

B 1 STATL,STAT2 & B 1% i A9 Bk 3% ik

Al o
1.3 &

STAT1,STAT2 ,hMLH1 , h(MSH2 4 % ] SABC #:,
EL A A e R & U B E AT, A PBS AR — it
4L Ml Streptanidin — peroxidase {1 FH 14 I B& .
1.4 HRHAZE

P B B g IS v B GIR T + B4
Ml ZE R Z bR AR, B OREITES:0 4, T
Ly, 892 45, %53 45, 0. FHPEZE M R TF40: 0
Ay <5% 3 14y ,5% ~10% ; 24 ,10% ~20% ; 3
5 ,20% ~50% 5 4 4y, =50% .,
1.5 %itaE

W BT A3 B0 S N SPSS 10. 0 B ik 1T x* &
B .o Ky 5, Fisher s A HE 30 1 S S5 GOMH O 43 #T
KK a=0.05,a=0.01,

2 #F R

2.1 STAT1,STAT2 %k ik

STAT 1, STAT2 BH 4 2 i ¥ Jot O £ B8 68 KL, 32
RRWM M KA, DM RE (E 1),
STAT, | STAT, 7 J 0 2 2L, 59 55 2 24 S E % T
HAZ LB EZEFAREE(P <0.01) ,FEHA
AHEWNAHAMREIERTLTEEMLE(CP >0.05)
(£ 1),
2.2 hMLH1,hMSH2 B Eix

hMLH1 , hMSH2 [ 4 B i #) o #  (8 JkL,
ZRBON MK L (B 2) o hMLHI , hMSH2 £ Ji
O 20 AU B PRV S (8 W A T R 55 K IE T 4 4R
(P <0.01), %554 20 &Ik 7 I 4 8100 %0k 2
FERFEMLECP >0.05) (£2),

B2 hMLHI,hMLH2  H 76 5T R B R % 0
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1 STATI1,STAT2 7£ = Fh 40 4 rh iy K15

%k 2 hMLHI hMSH2 7F = Fh 4l 40 b i 32 36 15 i

HiH n WA (xxs) 5iH n WA (x2s)
STATI hMLH1
LR 37 2.30£1.81 L 37 2.24£1.77
57 37 3.73 £0.997 a5 37 3.38 £1.321
IEH 17 4.47 £1.66" E# 17 3.94 £1.66
STAT2 hMSH2
Jei 0 37 2.49 £2.13 Je P 37 1.65+1.70
P55 37 3.62+1.85" s 37 3.30 £1.371
EH 17 3.82+1.98" 1EH 17 3.88 +1.98"

T SEAIUE, P <0.01

2.3 STAT1,STAT2 %1 hMLH1, hMSH2 5 BF & Is
KEESBENXR
STAT1,STAT2 f1 hMLHI , hMSH2 1§ % 1% 5 HCC
B BEAL (P <0.05) ; hMLH1 7£ AFP [ %
HOHRZXIWPE & T AFP I HE (P <0.05)
(£3),

Tt AL, P <0.01

2.4 HCC fiiE =AM rh STATI £ B E 5 hM-
LH1 1 hMSH2 )R ZEE W X &

HCC # STAT1,STAT2 15 hMLH1 , hMSH2 7 i 3¢

e, i 57 40 25 A STAT1 Al hRMSH2 () 3% ik & 8 3 1E A

¥ (P <0.01),STAT2 5 hMLHI , hMSH2 {4 3% ik 2
FEAX(P <0.01,P <0.05) (£4),

#& 3 STAT1,STAT2 5 hMLH1 , hMSH2 5 JI % IIfi JK 95 38 4> B 1) ¢ &

FHE n STATI STAT2 hMLHI1 hMLH2
I FHL 43 1

HCC 33 3.39+1.82 2.52 £2.20 1.76 £1.71 2.42+1.89

MHC 4 1.50 +1.73 2.25+1.71 0.75 +1.50 1.25+2.50
SRR

w5 E 4 4.15 +2.45Y 4.35 +2.4592 3.52+1.7302 4.39 +1.50"%

itk 15 3.29+1.29" 2.54%2.17 1.20+1.78 2.60 +1.99

e 18 1.80 +2.20 2.03 +2.14 1.78 £1.62 1.58 +1.84

¥ 20 1.50 +1.73 1.80 £1.79 1.60 +1.90 2.25+2.17

) 17 2.68+1.84 2.67+1.74 1.65+1.50 2.35+1.73
AFP

FHPE 5 2.20 £1.30 1.80 £1.79 3.00 +1.73% 2.40+2.19

[ 32 2.68%1.75 2.671.74 1.44 +1.63 2.28+1.95

1) 5IRaEE, P <0.05; 2) 5rparfbiiEit, P <0.05; 3) 5PITELL, P <0.05

=4 HCC FIE 354141 STATL, STAT2 % 3538 i 5 hMLHI ,

hMSH2 (12 &
Sl r P
HCC

STATI1 / hMLH1 0.242 0.150
STAT1 / hMSH2 0.138 0.416
STAT2 / hMLH1 -0.016 0.926
STAT2 / hMSH2 0.178 0.291
STAT1 / hMLHI -0.210 0.213
STATI1 / hMSH2 0.516 0.01
STAT2 / hMLH1 -0.430 0.008
STAT2 / hMSH2 -0.368 0.025

300 #®

%5 fle A0 33 A R F ( signal ransducer and
activator of trarnscripation , STAT ) J& — 4] it 5 DNA %%
B0 B 1T AR LS A A S (0 Jak L 2k
IR VIEN ) JH 7 2k T O SR R L ik
FEVE WO TR W A 5 e SRR R AL T
(STAT) {2 %% {i ) 40 ¥ , 55 40 1 #% o 4% 5% 19
SRR PR o 00 4 6 R L S 0 s A ST
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JE 4,4 JB % PERFJE & STATL,STAT2 5 hMLHI1 ,hMSH2 #) % 3 * % 103

hMLM 1 34 E Coli mutl f) 5 B [f] ¥ 2% A, 7 T A
JYea fh 3p21, 5 RV B AF MLHL & 5 7 R, — &
o B (0 0 FE R 7 4 W UR M 41% hMSH2 2 5 41 i
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F1 STAT2 n g 76 98 I () 5 B i T /% 2 iR 5% St 17 5
Y 28 A BB i RN TS T RE S R, AN RE T (S

ST R, S B DR e U B Rk
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B4 % . 5 SN 5 4140k BSTATI 5 hMSH2 % ik
BIEMEX(P <0.01),STAT2 5 hMLH1 , hMSH2
T A8 R R IEM % (P <0.01,
0.05) , % 1 75 if 40 Jf2 35 7% th STAT % 1, hMLH1
hMSH2 75 HCC % 7 b 2 7 % 4F 11, 9 H 4 i 5
o Al S Ml T B R DL % R T AL D Rt
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