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Abstract: Objective To explore the value of the combined detection of serum amyloid protein A (SAA),
plasma lipoprotein phospholipase A2 (Lp-PLLA2) and homocysteine (Hcy) in the diagnosis of acute ischemic
stroke. Methods 168 cases of acute ischemic stroke were selected as experimental group. According to the
maximum section of the infarct size of MRI or CT, the patients were divided into small area group (n=56),
medium area group (n=42) and large area group (n=70). According to the National Institutes of Health
Stroke Scale (NITHSS) score, the patients in the experimental group were divided into mild injury group (<4
scores,n=062) ,moderate injury group (4—15 scores,n=35) and severe injury group (>>15 scores,n=71). 50
healthy subjects at the same time were selected as the control group. SAA was measured by latex immuno tur-
bidimetry, Lp-PLLA2 was measured by ELISA,and Hcy was measured by cyclic enzyme method. The value of
the three individual and combined detection of acute ischemic stroke was compared. In addition, the relation-
ship between the three levels and the infarct size of the cerebral infarction and the degree of nerve function in-
jury was analyzed. Results The SAA,Lp-PLA2 and Hcy levels in the experimental group were significantly
higher than those in the control group,and the differences were statistically significant (P<C0. 05),and the
concentration of each index was positively correlated (»=0. 545,0. 339,0. 297, P<C0. 01). The combined detec-
tion of the three was superior to the single test,and the concentration of the three was increased with the in-

crease of the area of cerebral infarction and the increase of the degree of nerve function injury,and the differ-
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ence was statistically significant (P<Z0. 05). Conclusion The concentration of SAA,Lp-PLA2 and Hcy in the

patients with acute ischemic stroke is obviously increased. The combined detection of the three is of great sig-

nificance to the clinical prediction,diagnosis and judgement of the severity of cerebral infarction.
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