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Abstract

Malignant tumor is a serious threat to human life at present, and people still do not know the “true face” of the vast majority of malignant
tumors, there is no definite understanding of the occurrence and development mechanism of malignant tumors, then there is a lack of effec-
tive means for its diagnosis and treatment. Vitamins, as an exogenous substance, need to be ingested by the human body through food to
meet the normal function of cells, and play an irreplaceable role in maintaining the normal operation of the body. In recent years, the role
of vitamins in malignant tumor diseases has attracted people’s attention "', Vitamin D (VD), as the only vitamin that can be synthesized
in a small amount, is considered to be a steroid, and its effect is more concerned than other vitamins. It is generally accepted that it plays a
role in maintaining bone stability and regulating calcium absorption and metabolism. At present, it is considered that 1, 25 (OH) 2D3 has
anti-tumor effect. The activation and inactivation of VD in vivo is catalyzed by a series of cytochrome enzymes, and CYP24A1 is the key
gene for the degradation and inactivation of active VD. In the following, the author will review the research progress of VD metabolic sys-
tem, especially CYP24A1 gene, related to tumor, as well as the regulation of CYP24A1 expression.
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