FRE - F03% - & 034 - 2020 £ 06 A FRME
|DOI https //doi.org/10.26549/yzlcyxzz.v3i3.3771 Review

‘-II}
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Abstract

KLF6 is a tumor suppressor gene that is widely expressed in the human body and participates in biological processes such as prolifera-
tion, apoptosis, differentiation, development, and signal transduction. However, due to the loss of heterozygosity, somatic mutation and
selective splicing in many tumors, the function of tumor suppressor genes is lost, and it plays a role in promoting the development and
metastasis of tumors. This paper reviews the effects and mechanisms of wild-type KLF6, KLF6 splice variants and non-coding RNA on
tumor metastasis.
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