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Abstract: Multiple myeloma(MM) is a plasma cell malignancy, which leads to a crucial mortality morbidity due to organ tissue damage
and bone destruction. Protein kinase CK2 (casein kinase) is a critically ubiquitous expressed in eukaryotes, which plays an important
role in the pathogenesis of malignant cell growth and it is increasingly forming both in solid and blood tumors. In hematologic malignan-
cies, CK2 has been shown to play an oncogenic function in chronic or acute leukemias and MM. It has been illustrated that CK2 can
control the growth of malignant tumors via regulating various signaling pathways. This article briefly described the regulation effect of
CK2 on NF - kB, STAT3 signaling pathway, endoplasmic reticulum stress(ERS), unfolded protein response(UPF) and heat shock protein

90 in multiple myeloma and discussed the treatment target feasibility of MM, and provided a theoretical support for MM prevention and

treatment.
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