FEM, L. BB TR T 8 FERRR A AR RS R P O R R 2607

8

i - DOT: 10.12449/JCH251223

P A B S e s D ERART B TR AU AH SR Wi M T w5 11
WL i

FEaM, IR, g, FEEL, BERER, a®m’, B B

| =HTESRFABESE, 9 650500
2 EH A TFTHELLSRBGSELEELET, 9 650500
3 =HH SR MIFHEE S FIT, B 650500

WBAEVEH : WE, yaozhmail@126.com (ORCID: 0000-0001-7322-0651)

WE: R ACHOERRETREz—, UHBISHEEAERA S 5L4NETR EEARFENNELELSRE, AERNEE
RTFERMAFELNENNFERE, SRENAESMNE RN FE . KRG+ XIE MR (MAFLD) fmIE#HES
GRAENERBERYEX, HREITESFIHTHUEHEMAFLD ILAERRE, EXTRTHSHANAERBSI X
MAFLD (9 XM HFAMARER, BERTEMRZRGEHEE., ETH, AXRGEER THEEHIRLNAEANEER S
MAFLD 948 X HI 2 AR R, A A MAFLD # — S I R AATTIRMIB S5 2%

KR RIHEEERR M AR LAl ; 5
HEE&TH: 28R ThEEMFREST(202301AZ070001-040) ; =AW R ELRIER(EF D FEDFE)

Research advances in the prevention and treatment of metabolic associated fatty liver disease by alleviating copper

overload-induced mitochondrial dysfunction
FANG Yutong', CHEN Yifan', YANG Xiaomi', GUO Biyu', YANG Huiluan', BAI Yutong', YAO Zheng'*”

1. School of Basic Medical Sciences, Yunnan University of Chinese Medicine, Kunming 650500, China; 2. Yunnan Key Laboratory
of Integrated Traditional Chinese and Western Medicine for Prevention and Treatment of Chronic Diseases, Kunming 650500,

China; 3. Key Laboratory of Micro-dialectics, Yunnan Provincial Colleges and Universities, Kunming 650500, China

Corresponding author: YAO Zheng, yaozhmail@126.com (ORCID : 0000-0001-7322-0651)

Abstract: Copper is one of the essential trace elements in the human body and participates in mitochondrial respiration, energy
metabolism, and antioxidant processes in the form of coenzymes or copper-containing proteins. Intracellular copper accumulation
mainly manifests as abnormal copper accumulation within mitochondria, leading to abnormalities in mitochondrial morphology and
function. the pathological process of metabolic associated fatty liver disease (MAFLD) is closely associated with mitochondrial
dysfunction. Studies have confirmed that copper overload can promote the development and progression of MAFLD ; however, there
is still a lack of systematic summarization of the mechanisms by which copper overload induces mitochondrial dysfunction and leads
to MAFLD and related advances in drug research. In this context, this article reviews the research advances in the mechanisms by
which copper overload induces mitochondrial dysfunction and leads to MAFLD, as well as related advances in drug research, in

order to provide a theoretical reference for further investigation and treatment of MAFLD.
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Figure 1 Mechanisms of copper overload impairing mitochondrial function and inducing MAFLD
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