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Summary Multiple myeloma(MM) is a kind of malignant plasma cell clonal disease, and it is the second
most common malignant tumor of the hematopoietic system which is still not completely cured. With the advent
of therapeutic drugs, the response rate and survival rate of MM patients have significantly improved in recent
years. However, the depth and duration of response in most MM patients after multi-line therapy is significantly
reduced with increased invasiveness and drug resistance. Therefore, it is essential to seek new therapeutic drugs
and new approaches for recurrent/refractory MM to improve their prognosis. With the deepening of related re-
search, the combined chemotherapy regimen based on the third-generation immunomodulatory drug Pomalidomide
has achieved good results in the treatment of recurrent/refractory MM patients after the treatment of standard reg-

imen. This paper reviews the latest research progress of Pomalidomide in the treatment of recurrent/refractory
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