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[ Abstract] A large number of previous studies have shown that inflammation plays an important role in the occurrence and development
of coronary atherosclerotic heart disease( CHD ) , and anti-inflammatory therapy has always been a hot spot in the field of CHD. In recent
years, several large-scale clinical studies have found that colchicine can prevent adverse cardiovascular events in patients with CHD and

improve the prognosis of patients with CHD. However, there are also many controversies in the clinical application of colchicine. This article

reviews the latest research progress and existing controversies of colchicine in the prevention and treatment of CHD.
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