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Serum biochemical markers in progressive cerebral infarction of branch atheromatous
disease
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Abstract: Objective To investigate the correlation between serum biochemical markers and progressive cerebral infarction of branch
atheromatous disecase. Methods Patients (138 cases) with branch atheromatous disease in the People’s Hospital of Langfang City
from January 2015 to June 2017 were randomly divided into progress and non-progress groups according to the change of the
condition, and each group had 50 cases. All patients were assessed with neurological deficits in cerebral infarction on admission day.
The next morning, two groups of patients were carried on blood test taken on an empty stomach of blood biochemistry, blood lipids,
and other indicators. Hcy, CRP, Fib, LDL, HDL, LDL/HDL ratio, Cholesterol, albumin, and total protein were collected, and the
correlation between serum biochemical indexes and progressive cerebral infarction of branch atheromatous disease was analyzed.
Results The difference of NIHSS score after admission and stable progression symptoms of progress group was greater, but the
difference of NIHSS score at admission and at discharge of non-progress group was small, and the difference was statistically
significant between two groups (P < 0.05). Compared with the non-progress group, the serum level of Hcy, CRP, Fib, and LDL/HDL
ratio in the progress group were significantly increased , with significant difference between two groups (P < 0.05). There were no

significant differences in LDL, HDL, cholesterol, albumin, and total protein concentrations between two groups. Conclusion High
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concentrations of Hey, CRP, Fib, and high LDL/HDL value are risk factors for progressive cerebral infarction of branch atheromatous

disease, and it is helpful for early identification and timely treatment of progressive branch atherosclerosis.

Key words: branch atheromatous disease; progressive cerebral infarction; homocysteine; C-reactive protein; fibrinogen; low-density

lipoprotein; high-density lipoprotein
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Table 1 Comparison on serum biochemical indexes between two groups ( X£5)
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