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Abstract: Objective To research the mechanism of effects of HIF-1¢ (YC-1) on implanted human prima-
ry hepatic carcinoma in nude mice. Methods A total of 16 male nude mice were inoculated subcutaneous-
ly with 1 million SMMC-7721 cells. Once the tumor grew to (100~150)mm’, the mice were divided ran-
domly into two groups and injected with YC-1 or DMSO respectively. Tumor size and weight were meas-
ured. Levels of HIF-1q and VEGF expressions in tumor tissue were detected by RT-PCR , Westetn blot
or immunohistochemical respectively. Results Tumors grew rapidly in the control group than those in
the YC-1 treatment group. In YC-1 group therapy resulted in low expression of HIF-1¢ and VEGF than
those in control groups(P<C0. 05). Conclusion YC-1 therapy was a promising approach to treat human
liver cancer by suppression of HIF-1¢ and VEGF expression, which might contribute to inhibit tumor
growth and angiogenesis.
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Figure 1 Expression of HIF-1a and VEGF mRNA in
YC-1-treated and control group
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Table 1 The expression of HIF-1o0. and VEGF mRNA in
YC-1 treated and control group (z + 5)

VEGF
Groups HIF-1«
VEGF VEGF,,,
YC-1 0.37+£0.05°  0.35+0.05% 0.110.02°
Control  0.38%0.08  0.86%0.18  0.29%£0. 06

Note: compared with control, * :¢=0.44, P=0.67; 4.
1=7.669, P<0.05;":1=7.623, P<0.05
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Figure 2 Expression of HIF-1o and VEGF protein in
YC-1-treated and control group
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Table 2 The expression of HIF-1a and VEGF protein in

tumors of nude mice in YC-1-treated and control group (x *s)

Groups HIF-1q« VEGF
YC-1 0.31+0. 164 0.89 0. 24"
Control 0.87 0. 10 2.09%0. 39

Note: compared with control, 4.7 =28. 625, P<C0. 05;
" it=7.442, P<<0.05
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Figure 3 The expressions of HIF-1o. and VEGF in tumors of nude mice (IHC X 400)
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