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[ Abstract] Objective To investigate the performance of combined homocysteine

(Hcy) and lipoprotein(a) [Lp(a)] for assessing atherosclerosis (AS) risk in hypertensive
patients. Methods Serum levels of Hcy and Lp(a) were measured by enzyme cycling
and immunoturbidimetric assays in 650 hypertensive patients with (AS group, n=326) or
without AS (non-AS group, n=324). Binary logistic regression was performed to analyze the
influencing factors of AS in hypertensive patients. The predictive value of combined Hey and
Lp(a) levels for presence of AS was evaluated by Receiver-operating characteristic (ROC) curve
analysis. Results Serum levels of Hcy, Lp(a), and low-density lipoprotein cholesterol (LDL-C)
were significantly higher in AS group than in non-AS group (all <<0.05). Serum Hcy, Lp(a), and
LDL-C were closely associated with AS (all P<<0.05). In terms of predictive value of Hcy, Lp(a)
or both for the presence of AS, ROC analysis showed that area under the curve (AUC) for Hey
was 0.829 (95%CI: 0.797-0.861), sensitivity 76.5%, specificity 84.6% (P<<0.001), AUC for Lp(a)
was 0.841 (95%CI: 0.807-0.876), sensitivity 77.2%, specificity 81.3% (P<<0.001), and AUC for
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combined Hcy and Lp(a) was 0.942 (95%CI: 0.926-0.958), sensitivity 83.8%. specificity 85.2%
(P<<0.001). Conclusion Combined serum Hcy and Lp(a) levels improve the predictive efficacy

of early AS risk in hypertensive patients.
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