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ABSTRACT Objective: To study the changes of serum lipoprotein-related phospholipase A2 (LP-PLA2) and amyloid protein A
(SAA) levels in patients with acute cerebral infarction (ACI) of large-artery atherosclerosis (LAA) type and analyze the influencing
factors of the disease progression. Methods: 81 patients with LAA type ACI who were admitted to the hospital from May 2017 to March
2020 were included in the study group. In addition, 80 healthy volunteers who underwent physical examination in the hospital during the
same period were taken as the control group. Serum LP-PLA2 and SAA levels were detected and compared between the two groups, and
the efficacy of serum LP-PLA2 and SAA levels in the diagnosis of LAA type ACI patients was analyzed by receiver operating
characteristic (ROC) curve. Patients were divided into progress group and non-progress group according to the NATIONAL Institutes of
Health Stroke Scale (NIHSS) score, and univariate and multivariate Logistic regression were used to analyze the influencing factors for
the disease progression of patients with LAA type ACIL Results: The serum levels of LP-PLA2 and SAA in the study group were all
higher than those in the control group, with statistically significant differences (P<0.05). ROC curve analysis showed that the area under
the curve, sensitivity, specificity and accuracy of serum LP-PLA2 combined with SAA in diagnosing LAA type ACI were all higher than
the above two serological indicators. The systolic blood pressure on admission, fibrinogen, NIHSS score on admission, the proportion of
severe intracranial vascular stenosis/occlusion, LP-PLA2 and SAA levels in the progress group were all higher than non-progress group,
and in the progress group were also higher than thoee in the non-progress group (P<0.05). Multivariate Logistic regression analysis
showed that systolic blood pressure on admission, NIHSS score on admission, LP-PLA2, SAA, and severe intracranial vascular
stenosis/occlusion were influencing factors for the disease progression of patients with LAA type ACI (P<0.05). Conclusion: The serum
LP-PLA2 and SAA levels of patients with LAA type ACI are significantly increased, and the disease progression of patients with LAA
type ACI is affected by various factors, so the patients should be treated or intervened in combination with relevant factors in clinical
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work to prevent the disease progression.
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Table 1 Comparison of serum Lp-PLA2 and SAA levels between the two groups(xt s)

Groups n Lp-PLA2( pg/L) SAA(mg/L)
Study group 81 5032+ 5.16 28.96+ 7.20
Control group 80 35.78+ 4.20 3.95+ 1.30
t 19.595 30.579
P 0.000 0.000
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Table 2 Analysis of the effectiveness of different detection methods in the diagnosis of patients with LAA type ACI

Detection methods Area under the curve

Sensitivity

Specificity Accuracy

Serum SAA 0.642

Serum Lp-PLA2 0.679
Serum Lp-PLA2 combined

with SAA
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Fig.1 ROC curve of diagnostic efficacy of different detection methods in
patients with LAA type ACIL
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Table 3 Univariate analysis of influencing factors of disease progression in patients with LAA type ACI

Non-progress group

Items Progress group(n=31) (1250} Xt P
Gender( male/female ) 18/13 27/23 0.128 0.720
Age( years) 64.22+ 9.15 63.78+ 9.20 0.210 0.835
Hypertension history 20(64.52) 33(66.00) 0.019 0.891
Diabetes history 7(22.58) 11(22.00) 0.004 0.951
Coronary heart disease history 3(9.68) 7(14.00) 0.002 0.962
Smoking history 9(29.03) 14(28.00) 0.010 0.920
Drinking history 6(19.35) 9(18.00) 0.023 0.879
Systolic blood pressure on admission( mmHg ) 159.32+ 20.58 148.72+ 15.67 2.620 0.011
Diastolic blood pressure on admission( mmHg ) 94.71% 14.20 90.84+ 13.38 1.236 0.220
Fasting blood glucose( mmol/L) 5.61+ 1.20 548+ 1.17 0.481 0.632
Fibrinogen( g/L) 3.44+ 091 291+ 0.79 2.768 0.007
NIHSS score on admission( score ) 10.32+ 3.15 7.32+ 1.20 6.078 0.000
Severe intracranial vascular stenosis/occlusion 10(32.26) 4(8.00) 7.877 0.005
Lp-PLA2( ug/L) 56.79% 6.71 46.39+ 5.22 7.802 0.000
SAA(mg/L) 35.22+ 945 26.31% 6.45 5.044 0.000
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Table 4 Multivariate logistic regression analysis of influencing factors of disease progression in patients with LAA type ACI

Regression

Variable . Standard error Wald x* P OR 95%CI
coefficient

Systolic blood pressure on

L 3.291 2.474 3.806 0.012 1.206 1.017~1.553
admission

Fibrinogen 3.764 3.106 5.248 0.007 1.673 1.261~2.116
NIHSS score on admission 4.015 4.263 3.837 0.011 2.137 1.369~2.868

Severe intracranial vascular
2.874 3.066 10.853 0.000 2.097 1.337~2.679

stenosis/occlusion
Lp-PLA2 2.619 2.382 8.248 0.002 2.158 1.380~3.004
SAA 3.066 3.195 6.973 0.004 1.395 1.105~1.834
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