3132 EREF 20205 9 A% 49 5% 18 &

o 4= A e . . . .
E7 N B doi:10. 3969/j. issn. 1671-8348. 2020. 18. 035
WM& EH % https://kns. cnki. net/kems/detail/50. 1097. r. 20200323. 0835. 002, html(2020-03-23)

m6aRNA HENEFAREPHIARER

& Rm,EBwkismR AP NG TR
(1. ERATERERE ZARERIA 401220;2. TREHAKRFWES —ERFREIF  400010)

[(BE] HakEHCORLRBEFEH,LFE WG THAFE, BT T HCCRALRMAN G R T LT
B EHETNERE  FAAAFER ZXEELELFTREXAG LR LRAKEREF L AT, F & HCC
oy T I L T A LIF WA M HCC R AMA A28 45 & 4. m6aRNA F AR — A3 X 89 £ Ao+ K
T RNA S, BAT 249 m6aRNA FAMNE SHAKEGED PRESEA, LA L 046 HCC £ R
o S APRY B K AR R —FF A8 HCC THfe b BEaX LG BBA LS, Z XL %L T mbaRNA F A4
EHCCHRTFHMARIHAR BRI E - LEFGEF X,

[X@R] RNA FRA; &, A6 N6 F R H

[REESZES] R735.7 [Xmk#RiZE] A [XEHS] 1671-8348(2020)18-3132-04

Study advances of m6aRNA methylation and liver cancer”
LI Bing' .\WEN Diguang® ,GONG Jianping’ .LIU Zuojin*"

(1. Department of Surgery sthe Third People’s Hospital of Changshou District sChongging 401220,
China ;2. Department of Hepatobiliary Surgery sthe Second Affiliated Hospital of
Chongqing Medical University ,Chongqing 400010,China)

[ Abstract] Hepatocellular carcinoma (HCC) is the fourth ranked malignant tumor in the world. At
present,the mechanism of HCC occurrence and development is not fully understood. The prognosis of patients
is poor. Surgical treatment method often brings great damage to patients and may not be effectively prolong
the survival time of patients. Finding new targets for HCC intervention can better understand the mechanism
of HCC occurrence and benefit patients. m6aRNA methylation is a new and most common RNA modification
in eukaryotic cells. It has been found that the methylation of m6aRNA plays an important role in a variety of
human life activities,and is involved in the occurrence and development of a variety of tumors,including HCC.
It is a new target for HCC intervention, but it is still controversial in some aspects. This paper reviewed the
latest research progress of the m6aRNA methylation in the treatment of HCC,and puts forward some views of

its own.
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