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[ Abstract ]|  Objective

carcinoma (HCC) and analyze their relation with the clinicopathological factors for HCC. Methods

To detect the pl20ctn expression and NF-kB activation in hepatocellular

NF-xB

activation and pl120ctn expression in 50 patients with HCC were detected by immunohistochemistry and Western

blotting, respectively. Results

The NF-kB activation was up-regulated while the p120ctn expression was

down-regulated in HCC (72% wvs 66% ). The NF-kB activation was closely related with the down-regulated

pl20ctn expression (r =0.399, P <0.05). The NF-kB activation and p120ctn expression were related with

the blood vessel invasion, satellite foci and tumor encapsulation (P <0.05). Conclusion

The up-regulated

NF-kB activation is related with the down-regulated p120ctn expression in HCC as well as with the malignancy

severity of HCC.
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2.2 HCC ¥ P120ctn #= NF-xB %k 6940 2 % %

HF 1 0] IL,50 f5) HCC #rAs b, [RlBS A P120ctn 383k 54
H1 NF-kB {5 P38 = 5 28 4], [RIES B 9 ], (L NF-kB 7%
P 5 B, AL P120ctn Fik 575 8 i, SR Spearman 4
KAIHT, F W] NF-kB B35 5 P120ctn Rk FIHEVIMISE (r =
0.399,P <0.05) .

A EF 42 B HCC 412
E1 EFEFELT HCC ALR P120ctn AWK (PVI00 x400)

| 2 3
. LT}

1. EF A2 3. HCC 847
2 Western blot #;illl #2042 NF-xB P65 & 0 &KiX

%1 PI20ctn 1 NF-xB RixHX &
P120 ik

NF-«B 1% T [y A1t
HaEn 5(15.2%) 28(84.8% ) 33
1EH 9(58.8% ) 8(41.2%) 17
Hit 14 36 50

2.3 Pl120ctn = NF-kB &5 % ik 5 HCC &6 K Jm 22 4%
HEX F
M3 2 A] WL, P120ctn (9 R 35T 8 M NF-kB 3% P38 = 5
HCC By TEMIE B A TR e L R A0S A0 C, 1 5 7
I AR MR AR TNM 4330 bk LRI 4 TE %
F2 PI120ctn f1 NF-«B %i£ 5 HCC I RiFEEREX &
NF-kB( % )

P120ctn( % )
[HIZRTEEIE S S G E

L e P1{A IEPER P1H
HE
5 38 28(73.7)  0.637  24(63.0)  0.450
4 12 8(66.7) 9(75.0)
()
<50 28 17(61.0)  0.020  16(57.0)  0.136
=50 2 19(86.0) 17(77.3)
JihsE B AR
<5 cm 11 7(64.0)  0.484 6(54.5)  0.364
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