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Abstract: Malignant tumor is a pathological process of uncontrolled cell division,which seriously endan-
gers human health. PI3K/AKT signaling pathway plays an important role in the occurrence and development
of various cancers. As a lipid kinase ,PIP5SK1A acts on the upstream of PI3K/AKT signaling pathway and has a
variety of biological functions,including cell differentiation, cell migration and so on. An increasing number of
studies have shown that the overexpression of PIPSK1A promotes the growth,invasion and migration of canc-

er cells,and the inhibition of PIP5SKI1A can effectively hinder tumor progression. In view of this important role

of PIPSKI1A in tumors,the application of PIP5SK1A inhibitor in malignant tumors deserves attention.
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