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A large number of epidemiological studies have confirmed that there is a significant increase in the risk of
cardiovascular disease (CVD) in northern China compared to that in southern China. It is currently believed that
the difference of living environment is an important factor leading to the high incidence of cardiovascular disease
in northern China. There is no authoritative guide to provide a reasonable plan for the prevention and treatment
of cardiovascular disease in northern China. Therefore, it is of great clinical significance to discuss the mechanism
of high incidence of cardiovascular disease in northern China and to find effective prevention and treatment
measures.
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