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Research progress on anti-tumor action mechanism of MMSET related targeted drugs

CHEN Ying, YANG Qing
Department of Obstetrics and Gynecology, Shengjing Hospital of China Medical University, Shenyang 110004, China

Abstract: MMSET plays an important role in human embryonic development and other physiological processes as a member of NSD
histone methyltransferase family. In recent years, a large number of evidence has shown that MMSET is frequently hyperactivated in
multiple myeloma, prostate cancer, breast cancer, ovarian cancer, gastric cancer, and other malignant tumors. The expression of
MMSET can be suppressed by inhibiting tumor proliferation, invasion and metastasis, DNA damage repair, pentose phosphate
pathway, and reversing tumor resistance to inhibit the development of tumor. In this paper, the possible anti-tumor mechanisms and
development status of MMSET related targeted drugs are summarized by referring to relevant literatures.
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