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Research Progress of Interleukin-8 in Coronary Heart Disease
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[ Abstract] Coronary heart disease (CHD) is the most common cardiovascular disease caused by atherosclerosis. In recent years,

studies have shown that inflammatory response is involved in the occurrence and development of atherosclerosis. Interleukin-8 is a chemokine

of CXC subfamily, which plays an important role in the occurrence and development of CHD, as a potential marker in the diagnosis of CHD,

and in predicting the clinical outcome and long-term prognosis of patients with different types of CHD.
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