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Abstract

The incidence rate of cancer is increasing every year. With the improvement of operation, radio-
therapy and chemotherapy, the survival rate of malignant tumor patients has been greatly im-
proved. However, in some chemotherapy patients, the tolerance of chemotherapeutic drugs
through endogenous or acquired mechanisms has seriously restricted the effect of chemotherapy
and the prognosis. Therefore, through the study of the mechanism of tumor drug resistance, it is
very important to formulate a reasonable chemotherapy scheme, take targeted intervention
measures and improve the survival rate. This paper reviews the research progress on the me-
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chanism of tumor drug resistance.
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