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ABSTRACT: Potassium ion channel is the most widely distributed ion channels within the tissue cells, and plays a key role in the
cell proliferation, differentiation and invasion and metastasis of tumor cells. Glioma is the multiple intracranial malignant tumor, the pa-
tients' postoperative five-year survival rate is low, the research on the pathogenesis of glioma is of great significance. A number of studies
have shown that a variety of potassium ion channels were specific highly expressed in glioma, which were closely related to the prolifera-
tion, differentiation of glioma, some of the potassium ion channel could be used as a glial diagnosis and prevention factors. Some potas-
sium ion channels were expected to be the new therapeutic targets for the chemotherapy of glioma in the future. The study on the rela-

tionship between potassium ion channels were of great importance in the diagnosis, prevention and treatment of glioma.This article

overviewed the research progress of the relationship between potassium channels and glioma in recent years.
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