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Bevacizumab inhibit the growth of hepatocellular carcinoma cells and hepatoma carcinoma xenografts in nude
mice. WAN Cheng ', CUI Fei *, ZHANG Miao ', LUO Rong—cheng °. 1. Department of Nephrology, Drum Tower Hospital
Affiliated to Medical School of Nanjing University, Nanjing 210008, Jiangsu, CHINA; 2. Cancer Center, Nanfang Hospital
of Southern Medical University, Guangzhou, 510515, Guangdong, CHINA

[ Abstract] Objective To evaluate the effect of Bevacizumab on the growth of human hepatocellular carcino-

ma (HCC) HepG2 cells and HCC Xenografts in nude mice. Methods
zumab for 48 h, the proliferation of HepG2 cells was analyzed by MTT assay. The control group was not treated with

After treatment with different dose of Bevaci-

Bevacizumab. The HepG2 HCC Xenograft models were constructed and divided into two groups: the Bevacizumab
group and the control group. Tumor dimensions were recorded and the microvessel density (MVD) was measured by
immunohistochemistry. Results Bevacizumab may inhibit the proliferation of HepG2 cells directly. Compared with
the control group, the transplanted tumors in the Bevacizumab group grew slower, and MVD in the bevacizumab
group decreased significantly (P=0.000). Conclusion Bevacizumab could inhibit the proliferation of HepG2 cells
and the growth of HCC xenograft mainly through reducing angiogenesis.
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