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Abstract : Objective To observe the effect of homocysteine(Hcy) on high density lipoprotein (HDL-C) in hypertensive patients.Methods 400
hypertensive patients were enrolled in this study. Among them, 100 patients with hyperhomocysteinemia(HHcy) and 100 patients with normal homocysteine
level were selected as the control group. The biochemical indexes such as fasting blood glucose and blood lipid were measured The.Results The levels
of high HDL-C in hypertensive patients with HHcy were significantly lower than those in control group (1.19+0.30 mmol/L vs 1.08+0.37 mmol/L,P <0.05).
Correlation analysis showed that blood Hey was negatively correlated with HDLC (HDL-C: r = -0.107, P = 0.017). Multivariate regression analysis was
performed on age, body mass index (BMI), blood pressure, and blood glucose HDL-C had an effect (t = 2.294, P = 0.022). Conclusion Hcy is associated

with low HDL levels in hypertensive patients. Hcy may increase the risk of atherosclerosis in hypertensive patients by reducing HDL-C levels.
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