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Relationship Between HIF-1a Expression and Prognosis in Hepatocellular Carcinoma
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A: HIF-1a negative expression

B: HIF-1a expression(++)

Figure 1 Expression of HIF-la in HCC tissue
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Figure 2 Survival curve of HCC with different
HIF-1a expression
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Table 1 Relationship of HIF-1« expression and clinicopathological
features in HCC

HIF-1a intensity

Features e P value
0 1 2
Median age (range ) 63(49~76) 65(44~79) 59(48~72)
Gender
Male 21 19 5
0.054 0.816
Female 7 6 2
Hepatitis
HBV 5 7 0
HCV 17 18 5 0.074  0.807
Non-HBV/HCV 6 1 2
Cirrhosis
Yes 19 14
0.069  0.793
No 9 11 3
Tumor size
<3cm 10 15 2
0.864  0.353
=3cm 18 10 5
Capsule formation
Yes 18 21 > 0.001 0977
No 12 4 2 ’ ’
Capsule invasion
Yes 11 7 3
0.341  0.560
No 7 14
Septum formation
Yes 13 16
0.027  0.869
No 15 9 3
Intrhepatic metastasis
Yes 11 7
1.431 0.232
No 17 18 3
Portal vein tumor thrombus
Yes 9 9 3
0.215 0.643
No 19 16
Mistological grade
Well 4 3 0
Median 12 12 1 4855  0.028
Poor 12 10 6
TEA
Yes 10
0.935 0.728
No 8 18

Table 2 Comparison of disease-free survival in different HIF-1a expression

HIF-1a N DFS (month) 95%Cl Median DFS 95%Cl

1 25 35.3+2.6 30.1~40.4 36.0 21.8~50.3
2 7 17.9+5.2 7.74~28.0 15.0 0~35.5
Total 32 33.2+2.5 28.4~38.2 28.0 19.7~36.4
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Fase il B C B VE T SENPL 78 B ECIR A, 4EFF
HIF-1o A9 AR AE JF 38 2 T 9 0 2L I 5 5 72 A= VEGF,
A A M T B, S SO R I A R A K 3R
17 69 BF 98 45 S WS HIF-T1a B9 BH PR 36 1k R N
53.3%,, HIF-lo 5 2635 I A A7 (17.9+5.2 4~
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(P<0.05), HIF-low R 2235 B W AE A7 SR AR T
Rk B A AE 2R (P=0.004) . 45 W] HIF-1a
FkEm HCC WA KB, HEmisZm HCC &1
Epes i

Zi L ik JHCC 4T Al W, HIF-1a 3R 3K, & 3R
ik HIF-1a 78 HCC 304k 22, S EE PR, F iR
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