JifRE 242 2023 4F 12 A48 13 555 6 1)
Anti—tumor Pharmacy, December 2023, Vol. 13, No.6

IIRTIE I 7 i o I

DOI: 10.3969/].iss1.2095—1264.2023.06.05
XERS: 2095-1264(2023)06—0686—07

KMz EEHEMBR S EREFERFNSE

HEH L, B, RIA, FEIR, BRI, FRAY BWR, YR, R
(it R A1 E 5 9k 4 A R B s, 91ty 0, 421001 “1 I8 B/ K 3
HIEEFRM BB ER, #d Ky, 410013)

TE . R E R R NE GRG0 T BB IE, B R A LRI, I 95 da B 20T 247 TR AR g
2, R I TR R TT B BB ARG 0 R TR RARE b % B R WA AR 69 B 35, Yo e, R LR A 540 Bl
9 F A S E M BCE T AR AT YR AR T A BSR40 P rn . B RIT AR AE SR AR B AR E AR AR P ed
RAEAE R, *E T IR RN 09 BOoRAUR LA E 8 L, AL LT T A A6 R B AR E AR e R
FARAIL, 045 DNA T RAL L0E G5 J & f & 9 Fo 9k 5 5 RINA AP B KM E Rz s, AR 2T AT
FABE A AR R4 09 P B AR T ARG IS IT BT F o

KR RPEHA; A DNATFERL; BERGS; RERER

hESES. R730 XEAARIRAD: A

Role and mechanism of epigenetic modifications in metabolic
reprogramming of tumors™

XU Xuemeng"?, CUI Shiwen"?, ZHANG Wenlong"?, LI Shizhen"?, OUYANG Linda’, JIANG Xianjie’, LIAO Qianjin'?,
PENG Qiv”", ZHOU Yujuan™*"
('Graduate Collaborative Training Base of Hunan Cancer Hospital, Hengyang Medical School, University of South China,
Hengyang, 421001, Hunan, China; *Hunan Cancer Hospital/The Affiliated Cancer Hospital of Xiangya School of Medicine,
Central South University, Changsha, 410013, Hunan, China)

Abstract: Metabolic reprogramming and epigenetic modifications are important features of cancers. Cancer cells alter
their metabolic pathways during tumorigenesis and progression, exhibiting modifiable metabolic plasticity. Alterations in
tumor metabolism are largely regulated by epigenetic modifications, e.g., alterations in the expression or activity of epigenet-
ically modified enzymes can have direct and indirect effects on tumor metabolism. Therefore, it is of great significance to
explore the regulatory role of epigenetic modifications in tumor metabolic reprogramming, to further understand the patho-
genic mechanism of tumors. In this review, we focus on the latest findings of epigenetic modifications regulating tumor meta-
bolic reprogramming, including the regulation of tumor metabolic reprogramming by DNA methylation, histone modifica-
tion, chromatin remodeling, and non—coding RNAs, and look forward to the therapeutic prospects of tumor metabolic repro-
gramming based on the regulation of epigenetic modifications.
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remodeling regulated metabolic reprogramming; (D) Non—coding RNAs regulated metabolic reprogramming.
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