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Association between plasma homocysteine level and plasma asymmetric
dimethylarginine level in H-type hypertension patients

with coronary heart disease
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Abstract Objective: To study the association between plasma homocysteine(Hcy) level and plasma asymmet-
ric dimethylarginine(ADMA) in H-type hypertension patients with coronary heart disease. Method: Two hundred
and twenty-two primary hypertensive patients admitted to our hospital from January 2016 to November 2016 were
divided into hypertensive group(n=66) and hypertension with coronary heart disease group(n=156). The plasma
ADMA and Hcy levels were detected by enzyme-linked immunosorbent assay. According to plasma homocysteine
level, hypertension with coronary heart disease group was then divided into H-type hypertension with coronary
heart disease group(n=104) and non H-type hypertension with coronary heart disease group(n=>52). Their plas-
ma ADMA levels were compared. The association between plasma Hcy level and plasma ADMA level was ana-
lyzed. Result: The plasma ADMA and Hcy levels were significantly higher in hypertension with coronary heart
disease group than in hypertensive group and the plasma ADMA and Hcy levels was significantly higher in H-type
hypertension group and H-type hypertension with coronary heart disease group than in non H-type hypertensive
group and non H-type hypertension with coronary heart disease group ( P<Z0.05). Linear correlation analysis
showed that the plasma ADMA level was associated with the plasma Hcy level in hypertension with coronary heart
disease group(+=0. 76, P<{0. 01). Further multiple stepwise regression analysis showed that the plasma Hcy level
influenced the plasma ADMA level. Conclusion: The plasma Hcy and ADMA levels were higher in H-type hyper-
tensive patients and H-type hypertension patients with coronary heart disease than in non H-type hypertensive pa-
tients and non H-type hypertension patients with coronary heart disease. Plasma ADMA levels are positively cor-
related with Hcy levels in hypertension patients with coronary heart disease.

Key words Hypertension; Coronary heart disease; Homocysteine; Asymmetric dimethylarginine
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