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[ Abstract] Objective: The folate metabolism supports several processes that are vital for the growth and survival of prolif-

erating cells, including nucleotide synthesis DNA methylation and redox defence. In eukaryotic cells, it is compartmentalized

and separated in mitochondria, cytoplasm and nucleus. Over
[KFAHE] 2021-01-10 70 years ago, it was recognized that there is a link between
[E&mHE] ~ERARBEEREE (4581922004 81874290)  folic acid and cancer, and anti-folate drugs have a certain
[@ifEE]  “ERFH=, E-mail ; ouyangliang@ scu. edu. cn therapeutic effect on the malignant tumour. Studies have
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shown that excessive activation of folate metabolism may be related to tumorigenesis and some folate metabolizing enzymes,

such as SHMT2 and MTHFD2. This makes folate metabolism gradually become a hotspot of cancer targeted therapy research.

In this review, we review the basic processes of folate metabolism. We also describe the multifactorial role of some folate me-

tabolizing enzymes in abnormal growth, and introduce some research advances in targeting folate metabolizing compounds.
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