W EFE S k¥ ¥R 2024 4 10 745 44 555 10
1930 Journal of Hunan University of Chinese Medicine Oct. 2024 Vol. 44 No. 10

A Bt BRER), SkAREE, TFEE 2 AN OO UK BT R SE T AE SO 8 R AL B b B 25 T BIESE ). R P Rk
SR 2024, 44(10): 1930-1936.

M M BKER VT $R 2 T 7 1L FR B A ALl %
B 25 TPt 53

Bl N RS R 1 TR R A
LRI RER 25 I KTD 4102082 MR P EEZG Ay R BSISIAE MITA TLA G0 T K2 410208,
3 BTG 25K TR S5 AR S o R T 5505 IR K2 410208

(#8ZE) 0 (coronary heart disease, CHD) By AR FE A - RZFE LA WAL 5 CHD W R AL REHEEX R, 7
T A FIRRIE R M e S B B AT % 07 AR CHD X &, AT R —MHAN MRsnarEFhlsr R, 54
o WA Z Z-EOHRERAAR FREBAMEAREESHREAX S5 LMRRNREIR, FRT TR EB0H, AMERA
AR Z AR RAL S H L ERE R, EFERARRE FETRRAGY THAATNEER S, CEOEFTERLFRE
FEERZ —, AQEMHEIR A, S T-E CHD F 8y LR ALH, MR o B 2 o f T 4R S0 -3 R An B, 0 B & # AR
BL R B B 23697 CHD $2 EHr R i fo i 28 4,

(SREIR) HAM ;AT F I F 2500 & ik

(FESZESIR256.2 (X EkFRERD)A (XEHS )doi:10.3969/).issn.1674-070X.2024.10.030

Pathogenesis of cuproptosis in coronary heart disease and Chinese
medicine intervention from the perspective of ''the heart
governing the blood and vessels'
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(Abstract] The prevalence and mortality rates of coronary heart disease (CHD) have been increasing year by year. Cuproptosis
plays a significant role in the formation and progression of CHD, promoting CHD development by inducing vascular injury,
triggering inflammatory reaction, and elevating total cholesterol levels. Cuproptosis is a novel, copper—-dependent form of programmed
cell death associated with multiple pathways, including oxidative stress, inhibition of the ubiquitin proteasome system, and induction
of lipid—acylated protein aggregation, and it is involved in the pathological processes of various diseases. Cuproptosis can lead to
disease in both directions, and deficiency or excessive accumulation of copper in the human body can impact health. Thus,

maintaining a balanced copper concentration in the body may become an important target for drug intervention in cuproptosis. "The
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heart governing the blood and vessels" is one of the important theories in the zang—xiang theory of Chinese medicine. Based on the

theory and the pathogenesis of cuproptosis in CHD, this paper elucidates how Chinese medicine intervenes the progression of

cuproptosis, offering new evidence and targets for the modern application of zang—xiang theory and the treatment of CHD with

Chinese medicine.

(Keywords]) copper metabolism; cuproptosis; coronary heart disease; Chinese medicine; the heart governing the blood

and vessels
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Fig.1 Flowchart of intracellular copper metabolism
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