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Research progress on epigenetic transcriptional regulation of
glucose and lipid metabolism "
YIN Kai'?*? | QIN Jinfeng'**

(1.Guangxi Key Laboratory of Diabetic Systems Medicine, Guilin 541199 ; 2.Guangxi Key Laboratory of
Glycolipid Metabolism Diseases, Guilin 541199 ; 3. Dept. of General Practice, the Fifth Affiliated Hospital
of Southern Medical University, Guangzhou 510920, China)

Abstract  Epigenetic transcriptional regulation refers to the way that genes are involved in post-
transcriptional regulation through reversible chemical modification without changing RNA sequence, which
plays an important role in a variety of diseases and pathophysiological processes. Glucose and lipids are the
most important energy sources of the human body, and their endogenous metabolism and expression levels
are precisely regulated by the body. Abnormal regulation of glucose and lipids is closely related to the
occurrence and development of a variety of metabolic diseases. Recent studies have found that epigenetic
transcriptional modifications such as N°-methyladenosine (m°A), 5-meth-cytidine (m’C) , are involoved
in the regulation process of glucose and lipid metabolism by changing the RNA secondary structure,
splicing, degradation and stability of key factors. This article mainly reviews the research progress of
epigenetic transcriptional regulation involved in glucose and lipid metabolism and related diseases in recent

years, so as to provide new ideas for the prevention and treatment of metabolic diseases.
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AT YTHDF1 AR 7204 5 LR R 28 44k ] U5 AR

4 2 ( mitochondrial carrier homolog 2, MTCH2) &%,
RV G2 RS AL DA i 0 A B 8 O O A )
ARV R 5 10 5 R AT AE B2 DO AR G, L2 %
BUA A RE = £E SIS 38 P45 mRNA m®A F
AE#E 0] MTCH2 kA58 i - B JUL 41 B g 5 TT0AR mT B X
AESPEAEFN T2DM B35S 7 HAT B 2000 R 5
2.5 FERALRBIHRNERIFE

A 07 40 B 3k 2 A B0 g 07 4 P A R
JE N PR 1 2 S R A0 3 2 e A3 A AR DG
R FRB ARG R, A PFFEUESE, 2L SR
FEAE NG W5 A 1 A U7 48 5 A R AR i e e 4 i A
FL LB 2, Wa 555 & 3R SR BRI I 4140 FTO
AR /)N LU AE 1T AR, T = iR D I B Chigh fat
diet, HFD) S AU IE M. ARWTZHEY FTO MY B Z T
T HIFla mRNA m®AZK -, 28 YTHDC2 2 51 )5 {2 it
BRI I AR 1, WG 7 AL TR 19 5, i
P EBE D A% Ak S = FAKE RE AT AR A . i (A A M
240 M 400 43 Ak Sk 15 0 I 0 L R AE € i T 4 i
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Ko b AR, R AR D5 AT DL #E i g AE FTO
B PR X g o R AU AR R ) (H LR T I R
WG ML A et — o
32 RMEFEEBEHMEREAT

NAFLD A8 7E %A it B A RSN F, K
oI R B AR A P TR B0 —
5115 2 HR BT % U0 AE O A A 7 98 I A A0

7.



%14 a®

i E %

% 36 %

XL AR 175 T A A R B RSB T, AT 3K
NAFLD ZE{ERG PR NG 1071 R & Ji& Ry JTF 41 4 Ak,
2 HEURE AL 20 95 |2 e o S 2R T
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