442

ISSN 1007-3949 Chin J Arterioscler, Vol. 30, No. 5,2022

ASCHI B B, XUsEHE, R, AR No-HHREHREERS 4 LR A D Al S HAEARSHAEBOR h RO S S (0], of [ S Ik i {2

AR, 2022, 30(5) ; 442-448.

- TBRERA -

No6- H LRI P fasZlob (A D) hE

PR, XIEME, K, BEWE, BEH,

[XEHS] 1007-3949(2022)30-05-0442-07

Je HAEACU VRSP IR 5E 0 i

F o, BERE

(1. 8 KA MEFIRBILEFHLN, M B4 T 421001 ;2. B E F 2
S EELRBAAESES LT, AT 541100)

ES:4l
(A =]

N6-F AR, XkIRT e

R T
N6-F 2 A2 (6mA) A T AAZ AW P o9 R R AF S48 i 3T & 44K DNA JE % A2 24 B fe i 48

& DNA S #ATEA5, B fm2h S5k, BRTAT LA I, 6mA B3 8§ & Ak DNA 09 4 F 5 o X AR S Ao
Ty h, B f A S AR R R R R, AR AT 6mA AR LA R T AL A9 AU AL e SRR AR AL | & o
A i e AR IR R P 94 R R A R AR K R R 0 B s SRR T B

[RE4ZEE] R365;R5

[ XHEERIRAE] A

N6-methyladenine regulates mitochondrial function and its research progress in meta-

bolic diseases

YANG Min'?, LIU Jiaqi’, ZHU Xiao®, JIANG Xiaping*, YANG Siqi', YIN Kai*, GUI Qingjun'
(1. Institute of Translational Medicine, Hengyang Medical College, University of South China, Hengyang, Hunan 421001,

China; 2. Guangxi Key Laboratory of Diabetic Systems Medicine, Guilin Medical University, Guilin, Guangxi 541100, China)

[ KEY WORDS |
[ ABSTRACT]

N6-methyladenine ;

lates transcription by modifying mitochondrial DNA, non-coding genes and ribosomal DNA.

mitochondrial function;

metabolic disease

N6-methyladenine (6mA) is an epigenetic modification existed in eukaryotes, which dynamically regu-

Current studies have found

that 6mA affects mitochondrial activity and function by regulating mitochondrial DNA transcription, etc. , and then partici-

pates in the occurrence and development of metabolic diseases.

This paper discusses the mechanism of 6mA regulating

mitochondrial function and its role in metabolic diseases such as obesity, atherosclerosis, hypertension and cancer, which is

expected to provide new ideas for the prevention and treatment of metabolic-related diseases.
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Table 1. 6mA modification in eukaryotes
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Figure 1. Regulatory mechanism of 6mA in mitochondria
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Figure 2. Regulatory process of 6mA in metabolic diseases
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