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[ Abstract ]

important factor affecting clinical prognosis. N6-methyladenosine ( m°A ) modification is the most abundant modification in eukaryotic

The long-term survival rate of patients with hepatocellular carcinoma ( HCC ) is poor, and drug efficacy is an

RNA, which can affect the occurrence and development of HCC and drug efficacy by regulating cancer-related biological functions.
However, the role of m°A modification in HCC drug treatment has not been fully elucidated. Therefore, the biological functions of
different regulatory members of the m°A modification process ( methyltransferase, demethyltransferase and binding protein ) in HCC
drug treatment were illustrated, proposing that regulatory members of the m°A modification process can be used as biomarkers for HCC
prognosis evaluation and have the potential to become therapeutic targets and providing novel insights for HCC precision medicine.

[ Key words )

Hepatocellular carcinoma; m°A modification; Drug; Systemic treatment

JiF4esE (hepatocellular carcinoma, HCC) J& SRAE I, b HCC BE T & A MINIRYT

R WG 22—, & TR TR R R
(1 75% LA L, HORRAE2EOE M RS 6
£, WIEREE 3 A1, BEfE HCC (IR T FBEE
BN RS, AT ARG, AL, REH
A H A R B PR B AL T ], e
B RIATEIRYT, 5 RAAR/AINT 20% ", AR
¥, MEEAEYESAWHEY, RERIT X LT
B30 AR A Ol TR B, SR T LR AR AR AT

ks Hib: 2024-03-13
FLemiH . FEINHRHEIRITE (JCYJ20230807144059002 )

INEZNIANE S

B 2 W 3t % 22 P S O AR TR AL, RNA &
(PIR GREE DN (NP SE N W B o 3 S DU
F4 AF 5 40 Bk RNA & i P P25 A 488 o 2 — Ao
+ 5 R A i, rh Ne- F R JIR I S (N6-
methyladenosine, m°A ) &M & #iE I J& B A B W)
RNA g 5 1, HAAT R 1 5% 5 HCC
S5 2R NN A G, BFRR, HCC

PEF RIS B, BLOETEE, BRSO T AT AER S I PRATSE, E-mail: 306635965@qq.com; FH s, EFEIEH, EALEI,
AT, AT I AR SERIATSY . E-mail: wangganlu12@163.com



2024 4.6 B8 55 #5 6 B

HEE 481

m°A B SAOKF BT O BB e, B
IGRBURHAIE, BEAh, m®A A E T 5 T LA
JEEHE AR W 2 AR IR ek, (S R R 35 20
TR

2yt 32 sk = A MBS ARICYE HCC B
K AAFRA R, HXET m°A B0
20 HCC Ry EAR R AT R nl . I,
ARIGETRARRPE LR, LIS HRAHE
JrLAL, JFEITACHTRYEL R T UK NS, O HCC 83
AR T T AR R 2 nTREdE

1 m°A &HIET R R LA

m A BRI T A R A0 HE H IR RSl . e W RS
Bl MEEAENA, WRMRERILE 1,
2 m'A BIFET R R7E HCC i8fr
By 1ER

HCCVBIT 25 W48 R G P i osd 1697 (#pa)
BIT . RIEIRIT . BT PR IT MO RRR
7). 5% s ik1b 7 12 2E (transcatheter arterial

chemoembolization, TACE ) 19 245 ¥ M it 5 4 #%
R, LUl s ad, Wk 1.

2.1 m'A BARETBURFE HCC $EFISIT 2 Y
fEM
2.1.1  m°A MRS A SR AR

EF YT REm T, RA SRR S =
S, SR 5 24 i B R L TR YT
W1 HCC 1) — i 22 00 51 32 AR i 2 1 Y 490+ 741
A 36 2 B DR e e 20 B L A a5 AR R A B
SR AR T RAEVE R, RN 245 1 B
. WEAE Lin 57 R IUBA ST, METTL3 FEfI%
FI WA DG HE R UK HE SR 1 03 (forkhead box protein
03, FOX03) mRNA [FeE LI in HCC &
AT 25, 1 235 FOXO03 mI il HCC H W
K WEBRIZ 2597 AL, Xu 28" & ¥ METTL3/14 /K F-
Waom, weliE B EIJEFIR RNA (circular RNA,
circRNA ) -SORE, &5 PEFE Wnt/B-catenin {55
IR HCC B R PR e - AR 2Pk, X
Wi 5T 9045 2 B METTL3/14 K HA S5 2
T ] BE S PR AR JE T 245 1 B A S B T
SEARWIRE A, METTL3/14 3 i HoAth i A2 A48 sF & hr

Fz1 m'AEBIHEETHRRRINEERE T
Table 1 Introduction to m°A modification modulators and their functions
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Figure 1 The effect of m°A modified members on the therapeutic resistance of HCC
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