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ABSTRACT: Recombinant human endostatin (Endostar) is an endostatin-based antitumor drugs developed independently by Chinese
scientists. It is a fermentative product of escherichia coli engineering bacteria and is often used clinically as a vascular targeted therapy,
with the advantages of targeted precision, low toxicity, not producing resistance and so on. Endostar is capable of anti-angiogenesis and
inducing apoptosis of tumor cells; however, only the application of anti-angiogenic drugs in the treatment of patients with cancer is not
able to make them gain significant survival benefit. Endostar combined with chemotherapy/radiotherapy has a sensitizing effect, so as to
achieve a one-plus-one-is-greater-than-two effect. This article discusses the mechanism of Endostar, in order to better apply to clinic.
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