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ABSTRACT Coronary heart disease (CHD ) is a prevalent chronic condition that poses a significant global
health burden in terms of morbidity and mortality. The pathogenesis of CHD involves metabolic disorders and the
resultant chronic metaflammation, indicating that targeting metaflammation may be an effective therapeutic strategy
for preventing and treating CHD. The concept of combining disease and syndrome represents an important pattern of
clinical practice of integrated Chinese and Western medicine. Studying the mechanisms underlying the phenotype of
immunometabolism can further enhance the understanding of the complex interactions between disease and syndrome.
Consequently, delving into the pharmacodynamic mechanisms of Chinese medicine and developing innovative drugs
can be facilitated by deepening knowledge of the phenotype of immunometabolism, thereby offering new prospects for
the prevention and treatment of CHD.
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