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Abstract: Multiple myeloma (MM) is a hematologic tumor caused by the proliferation of malignant plas-
ma cells, and its incidence rate is increasing year by year. Despite the continuous development of different
treatment strategies for MM over the past few decades,but this disease is currently considered incurable. Its
pathogenesis is complex and involves the various signaling pathways,and the specific roles and interactions of
different signaling pathways in multiple myeloma are different. The various signal pathways are both inde-
pendent of each other and interrelated, which directly or indirectly affects the progress of MM. This article
systematically analyzes the role of different signaling pathways in MM, and provides some value for the diag-
nosis,treatment and prognosis evaluation of MM. At present, the specific action site of signaling pathway on
MM is not clear,and in the future, the efforts should be focused on the individual nodes in the path so as to
find the specific area of drug action in order to provide the patients with precise treatment.
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