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Abstract  The incidence of coronary heart disease is affected by many environmental and genetic factors. The
newly emerged polygenic risk score can make the early assessment of high-risk patients by investigating the rela-
tionship between genetic susceptibility and complex diseases, and integrating the cumulative effect of multiple va-
riant loci. This scoring method can realize the accurate prediction and prevention of complex disease such as coro-

nary heart disease. This article reviews the research progress of polygenic risk score for coronary heart disease.
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