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[ABSTRACT ] N6-methyladenosine ( m6A ) methylation is involved in the whole process of mRNA biological behavior
and plays an important role in the malignant progression of cancer. This article reviewed the invasion and metastasis of m6A
methylation in hepatocellular carcinoma ( HCC ) , its regulation with non-coding RNA, and the effect of immunotherapy. It
is very important to find that m6A methylated regulatory proteins are involved in the development and prognosis of HCC.
m6A methylation is closely related to the regulation of non-coding RNA on the proliferation, metastasis and drug resistance
of HCC. In terms of immunotherapy, circRHBDD1 and BTBD10 participate in m6A methylation modification to regulate cell
metabolism and inhibit the immune escape of cancer cells, which can be used for the HCC diagnosis and innovative drug

discovery in the future.
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