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[ Abstract] Premature coronary artery disease (PCAD) refers to the onset of coronary artery disease in young people whose age is male
less than 55 years old and female less than 65 years old, often accompanied by family history, and the influence of genetic factors is more
important. With the progress of gene detection technology, people try to reveal the occurrence of PCAD from the perspective of gene
polymorphism so as to provide basis for its prevention and treatment. At present, the search for PCAD pathogenic genes is mostly focused on
endothelial injury, inflammatory response, abnormal lipid metabolism, thrombosis and other major pathogenesis. Based on domestic and foreign
research progress, this paper intends to discuss the relationship between different types of gene polymorphism and the risk of PCAD from the
perspective of pathogenesis.
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