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A brief analysis of p53 gene and tumor multidrug resistance
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Abstract: significant progress has been made in the study of p53 gene and its products in the past decades, the multidrug resistance of
tumor has become a major obstacle in the treatment of tumor. Considering the significance of p53 gene a tumor suppressor genes, in this
article, we sums up the main mechanism of the interaction between tumor multi-resistant genes and p53 with its products, accompanied

with p53 gene mutation in the nervous system of abnormal protection mechanism in order to provide new thought of reversing the

tumor MDR.
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Fig.1 Mechanism of pS3 abnormal protection and multidrug resistance in nervous system
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