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Abstract: As one of the important methods for treating malignant tumors, anti-angiogenesis therapy can sig—
nificantly inhibit the growth and metastasis of tumors. However, resistance to anti—angiogenic drugs cannot
be avoided in clinical application. At present, the research on drug resistance mechanism needs to be im—
proved, and there are many obstacles in the development of clinical treatment. The research focusing on the
mechanism of drug resistance, the search for new targets and integration of new therapeutic schemes will be
of great significance for improving the clinical therapeutic efficacy of tumors. Herein, the latest progresses of
anti—angiogenesis therapy against tumors were reviewed, including the mechanism of angiogenesis in tumor
development, the application status of anti—angiogenic drugs, the related drug resistance mechanisms, and
the future research strategies.
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