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Research Progress of MMSET in Multiple Myeloma
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Abstract : Multiple myelomas (MM) is a malignant tumor derived from the terminal differential B-
lymphocytes, characterized by cloning hyperplasia of massive plasma cells. Histone methylation is
an important way of epigenetic regulation catalyzed by histone methyltransferase it affects the gene
expression and cellular function. Abnormal regulation of cytogenetics and epigenetics is associated
with frequent chromosomal translocation in MM cells. The t(4;14)(p16;¢32) translocation results in
the over-expression of MMSET  (multiple myeloma SET domain) and poor prognosis. MMSET can
catalyze the methylation of lysine in histone H3 and H4,and induce tumorigenesis through the in-

teraction with a variety of proteins or the regulation of target genes. MMSET and its related sig-

naling molecules may become potential therapeutic targets. Researches on the role and regulation
mechanism of MMSET in MM may provide new strategies for the treatment of MM and the develop-
ment of targeted therapy drugs.

Key words:multiple myeloma;chromosome translocation; histone methyltransferase ; MMSET ; tar-
geted therapy
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Figure 1 Schematic primary structure of three major MMSET isoforms
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Note : Orange ellipses: MMSET interacting proteins ; Blue boxes: MMSET target genes.

Figure 2 EZH2-MMSET histone methyltransferase axis and MMSET interacting proteins and downstream targets
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