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Abstract  Over the past 20 years, novel agents have led to a significant improvement in survival of patients
with MM (multiple myeloma), with overall survival increasing from 2-3 years to 8-10 years. The in-depth under-

standing of MM tumor biology has promoted the progression of clinical diagnosis, prognosis evaluation and thera-
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peutic effect. It also provides biological basis and new targets for the development of molecular targeted anti-MM

drugs and immunotherapy strategies. Unfortunately, MM is still an incurable malignancy so far. Here, the research

progression of MM biology is reviewed.
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Fig.1 Bone marrow microenvironment of MM (modified from the reference [30])
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Fig.2 The mechanism of target therapy in MM (modified from the reference [50])
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