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[ Abstract] Objective To evaluate and analyse the risk of ischemic-cardiovascular diseases(ICVD)among people with high-normal value of
blood pressure. Methods Based on the residential community population in Chengdu in 2017 and different group statistics of blood pressure,
respondents were divided into ideal blood pressure group,high-normal blood pressure group and hypertension group. Each group’s general situation
and metabolic markers of ICVD were detected and analyzed,and the risk assessment of ICVD were conducted in groups. Results In the 4 802
investigated population,1 140 of respondents were identified high-normal value of blood pressure,the detection rate was 23.7% (the standardized
detection rate was 27.4% ). In this investigation the detection rate in male was 43. 86% (500 cases) ,female was 56. 14% (640 cases ). Comparing
high-normal blood pressure group with ideal blood pressure group,the exposure rate of multiple risk factors increased ,including obesity/ overweight,
smoking and the multiple metabolic disorders increased, including simple dyslipidaemia, hypercholesterolemia, hypertriglyceridemia and mixed
hyperlipidaemia. The differences have statistical significance( P<0.05). According to the risk score of ICVD in the past 10 years in China,the score
of high-normal blood pressure group was lower than that of high blood pressure group,but significantly higher than that of ideal blood pressure
group. The differences have statistical significance (P<0.05). Conclusion Compared with the ideal blood pressure group,the high-normal blood
pressure group has a higher proportion of metabolic disorders and other related risk factors exposure rate. This phenomenon increases the risk of
ICVD in the future. Therefore,in addition to the monitoring of blood pressure,the health prevention and control of people with high-normal blood
need to increase the diagnosis and intervention of metabolic abnormalities and other risk factors related to ICVD. Early intervention should be
considered according to ICVD score ,which reduces the risk of ICVD among this group in the future.
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