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Research progress in the treatment of Advanced Hepatocellulr Carcinoma with Apatinib Mesylate

Mandi Jiang, Zhiwei Sun"

First People's Hospital of Yunnan Province Kunming, Yunnan

[ Abstract] Apatinib Mesylate, an anti-angiogenic target drug developed inChina, inhibits VEGFR-2 and
destroys its binding to tyrosine kinase AT-P, thus preventing tyrosine kinase from being activated and preventing
malignant tumor angiogenesis. This article gives a general overview of the current status and development of basic

and clinical research relat-ed to the treatment of advanced liver cancer with Apatinib, so as to provide references for

future studies.
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