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[ Abstract] Metabolic cardiovascular diseases are a major global public health issue, with their incidence and mortality continuing to
rise. The core pathogenic mechanisms are closely associated with metabolic disturbances. Kynurenic acid,a terminal metabolite of tryptophan
metabolism, is significantly reduced in patients with various metabolic cardiovascular disease risk factors and plays a role in disease
progression. Recent studies have shown that kynurenic acid activates G protein-coupled receptor 35 ( GPR35), thereby exerting anti-
inflammatory effects, improving metabolism,and regulating cardiovascular function. This review systematically summarizes recent advances in

the kynurenic acid-GPR35 signaling pathway in metabolic cardiovascular diseases,aiming to provide a theoretical basis and novel targets for

their diagnosis , treatment ,and targeted interventions.
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