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[ Abstract] Background Previous studies on relations of homocysteine and serun uric acid (SUA ) to aortic
cerebral infarction are relatively numerous, however, few research has been done on relations of homocysteine and SUA
to lacunar infarction caused by occlusion of small perforating cerebral arteries. Objective To investigate the relations of
homocysteine and SUA to lacunar infarction. Methods From June 2016 to June 2018, 312 inpatients with lacunar infarction
were selected as test group in the Department of Neurology, the Affiliated Hospital of Hebei University of Engineering,
meanwhile 88 inpatients with normal craniocerebral MRI results were selected as control group. General information ( including
age, gender, smoking history, drinking history, hypertension history, diabetes history and coronary heart disease history ) ,
laboratory examination results [inc]uding TC, HDL-C, LDL-C, TG, Lp (a), Apo—A, Apo-B, FIB, homocysteine and
SUA ] were compared between the two groups, and multivariate Logistic regression analysis was used to analyze the relations of
homocysteine and SUA with lacunar infarction; ROC curve was drawn to evaluate the diagnostic value of homocysteine and SUA
on lacunar infarction. Results (1) Age in test group was statistically significantly older than that in control group, proportions
of patients with history of hypertension, diabetes and coronary heart disease, TC, LDL-C, Lp (a) , homocysteine and

SUA in test group were statistically significantly higher than those in control group, while HDL—-C in test group was statistically
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significantly lower than that in control group ( P<0.05) ; no statistically significant difference of gender, proportion of patients

with history of smoking or drinking, TG, Apo-A , Apo-B or FIB was found between the two groups ( P>0.05) . (2)

Multivariate Logistic regression analysis results showed that, homocysteine (OR=0.941, 95%CI (0.889, 0.996) ] and SUA
[ OR=0.992, 95%CI (0.988, 0.996) ] were independent influencing factors of lacunar infarction ( P<0.05 ). (3) ROC

curve showed that, AUC of homocysteine in diagnosing lacunar infarction was 0.705 [ 95%CI ( 0.642, 0.769) ] , the optimal

cut—off point was 8.93 pwmol/L, the sensitivity was 93.3%, the specificity was 39.8%, the Youden index was 0.330; AUC of
SUA in diagnosing lacunar infarction was 0.718 (95%CI (0.659, 0.777) ] , the optimal cut—off point was 251 p mol/L,
the sensitivity was 74.7%, the specificity was 60.2%, the Youden index was 0.349. Conclusion Homocysteine and SUA are

independent influencing factors of lacunar infarction, and both of them have diagnostic value on lacunar infarction to some extent.
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Table 1 Comparison of general information and laboratory examination results between the two groups

wa gy FR P W A PR IR B SO TC (f+s, HDL-C (F%s,
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Table 3 Multivariate Logistic regression analysis on influencing factors of

lacunar infarction
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