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Abstract: RNA N6-methyladenosine (m6A) modification is a complex epigenetic modification that could

regulate reversible methylation of RNA in eukaryotic cells through three types of proteins: methyltransferases

(" Writers") , demethyltransferases (" Erasers"),and methyl recognition proteins (" Readers"). RNA m6A

modification is involved in various physiological and pathological processes by affecting splicing, transport,

translation and degradation of RNA after transcription. The objective of this study was to investigate the mo-

lecular mechanism of RNA m6A in the occurrence, metastasis and drug resistance of endometrial cancer and

the role of RNA m6A modified protein in the diagnosis and prognosis of endometrial cancer.
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Research progress in the regulation of colorectal cancer by MALATI1 ,HOTAIR ,and NEATI1 "
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Abstract ; Colorectal cancer,as a genetic disease,involves multiple genes in its pathogenesis. LLong non-cod-
ing RNAs (IncRNA) play an important regulatory role in tumorigenesis and have a significant impact on
tumor progression. In this review,how IncRNA function as competing endogenous RNAs in colorectal cancer
and how their expression is regulated are outlined, and the mechanisms of action of the following IncRNA
HOX antisense intergenic RNA (HOTAIR ), metastasis-associated lung adenocarcinoma transcript 1
(MALATI) ,nuclear enriched transcript I(NEAT1) in colorectal cancer prognosis and tumor progression,in-
vasion, metastasis,apoptosis,and radioresistance are highlighted, and their potential roles as therapeutic tar-
gets are elucidated.
Key words: colorectal cancer; long non-coding RNA; competitive endogenous RNA; metastasis-as-

sociated lung adenocarcinoma transcript 1; HOX antisense intergenic RNA; nuclear enriched transcript 1
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