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[ Abstract]

after acute cerebral infarction. Methods

Correlation study between serum amyloid protein and acute cerebral infarction

Objective To evaluate the relationship between serum amyloid A and cognitive impairment
Based on the montreal cognitive assessment, 480 patients were divided
into two groups: patients with impairment cognitive and patients with no-impairment cognitive. Clinical bio-
chemical parameters and potential risk factors were analysed by statistic analysis. The indicators of statistically
significant and score of MoCA were conducted to assessment for multiple linear regression analysis. The corre-
lation of serum amyloid A and cognitive impairment were evaluated. Results A significant difference in risk

factors, including gender, alcoholism, diabetes, diabetic nephropathy, brain infarction, higher education, and
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concentration of serum amyloid A, was observed between impairment cognitive group and no-impairment

cognitive group(P<C0. 05). Concentration of serum amyloid A showed inverse correlation with score of MoCA(r

= —0.63,P<0.05). Score of MoCA showed positive correlation with gender, diabetes, diabetic nephropathy,

brain infarction, and higher education. Concentration of serum amyloid A for prediction patients with cognitive

impairment showed that the area under the ROC curve was 0. 894 (cut-off value was 0. 9 mg/L). The sensitivity

and specificity of serum amyloid A for prediction patients with cognitive impairment was 78. 2% and 66. 7%, re-

spectively. Conclusion Serum amyloid A would be a clinically useful marker for prediction cognitive impairment.

[Key words] Acute cerebral infarction Serum amyloid A Cognitive impairment
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