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Abdgtract :Objective  To test the expressons of HIFD , VEGF and counting microvascular density
(MVD) in HCCs, paratumor tissues and normal liver tissues and determine the relationship between the
former three factors and neoangiogenesisin HCCs. Methods SP method of Immunohistochemistry was
used to detect the expresson of HIFD , VEGF and MVD in HCCs, paratumor tissues and normal liver
tissues. Results Satistical analyss revealed that HIFDi-positive and V EGFpostive stain rate were
higher in tumor tissue than that in tumor-surrounding tissue and in normal liver tissue( P<0.05). Nu
merical value of MVD was significantly higher in tumor tissue than that in tumor-surrounding tissue and
normal liver tissue( P=0.001). HIF D expressonis sgnificantly higher in HCC with portal vein or hili-
ary duct tumor thrombosis than that in without. In poorly differentiated HCC HIFIDi-postive stain ex-
pression is sgnificantly higher than that moderately and well differentiated HCC(P<0.05). V EGF ex-
presson is sgnificantly higher in HCC with intrahepatic or lymphatic metastasis, and porta vein or bili-
ary duct tumor thrombosis than that in without respectively (P < 0.05). In tumor tissue samples with
both HIFI-positive and V EGF-positive stain, the value of MVD is higher than that in both HIFF -
negative and V EGF negative stain tissue samples( P=0.001). Conclusion HIFD could accelerate an
giogenesis by up-regulating V EGF expression, and then accelerate invason and metastass of HCC.
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1 HIFDT  VEGF M VD
liver tissues cases HIFD (%) P V EGF( %) P MVD P
HCC 50 25(50.0) 40(80.0) 26.92+11.25
Pararcarcinoma 32 5(16.1) ° 0.001 19(59.4) ° 0.044 17.08+9.31° 0.001
Normal liver tissue 12 1(8.3) ° 5(41.7) ° 15.22+6.38"
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4 HIF I VEGF
characteristics case HIF D (%) P V EGF( %) P
Male 36 18(50.0) 31(86.1)
sex 1.0 0.090
Female 14 7(50.0) 9(64.3)
<50 20 7(35.0) 16(80.0)
ages 0.083 1.000
> 50 30 18(60.0) 24(80.0)
. <5cm 15 5(33.3) 11(73.3)
tumor sze 0.123 0.700
>5cm 35 20(57.1) 29(82.9)
intrahepatic or no 28 12(42.9) 19(67.9)
. . 0.254 0.015
lymphatic metastasis yes 22 13(59.1) 21(95.5)
tumor thrombos's o 2 8(34.9) 0.047 15(65.2) 0.040
yes 27 17(63.0) 25(92.6)
AEP <20 20 7(35.0) 0.332 13(65.0) 0.070
>20 30 16(53.3) 27(90.0)
) - 29 11(37.9) 24(82.8)
tumor differentiation 0.045 0.830
21 14(66.7) 16(76.2)
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