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Abstract Multiple myeloma(MM) is a common malignant tumor of the hematopoietic system, characterized
by abnormal proliferation of bone marrow clonal plasma cells. The incidence of MM ranks second among hemato-
logical tumors in China. With the application of new drugs, the treatment of MM has made significant progress,
but it is still an incurable disease. The translocation of immunoglobulin heavy chain(IgH) on chromosome 14 is an
important genetic change in MM, which leads to the activation of oncogenes ( such as CCNDI1, MAF and
MMSET). Among all translocations, t(4; 14)(pl6. 3; q32. 3) is one of the most common cytogenetic abnormali-
ties, with a high incidence(15%) and is closely related to poor clinical prognosis. The level of MMSET in MM pa-
tients with t(4; 14) translocation was elevated, and the prognosis was related to the different breakpoint posi-
tions. This suggests that MMSET may be the target of this subtype. This review describes the molecular charac-
teristics related to t(4; 14) translocation MM, evaluates the prognosis of t(4; 14) translocation MM patients,
summarizes the drug efficacy and safety data of clinical treatment of t(4; 14) translocation MM, and discusses the
individualized treatment scheme of this unique MM isoform. These contents can provide clues for finding an effec-
tive treatment for MM patients with t(4; 14) translocation.
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