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Abstract: Objective To investigate the correlation between serum amyloid A (SAA), high—sensitivity C-reactive protein (hs—CRP) and intracranial
atherosclerotic stenosis in patients with cerebral infarction.Methods A total of 137 patients with cerebral infarction admitted to Chaohu Hospital
Affiliated to Anhui Medical University from November 2020 to July 2021 were selected as the experimental group, and 53 patients with dizziness and
intracranial atherosclerosis admitted to our hospital during the same period were selected as the control group. The levels of serum SAA and hs—-CRP
were compared between the experimental group and the control group and patients with different degrees of intracranial atherosclerosis stenosis in the
experimental group. The influencing factors of intracranial atherosclerosis stenosis in patients with cerebral infarction were analyzed. ROC curve was
used to analyze the diagnostic efficiency of serum SAA and hs—CRP in the diagnosis of intracranial atherosclerosis stenosis in cerebral infarction.
Results The levels of serum SAA and hs-CRP in the experimental group were higher than those in the control group, and the difference was
statistically significant (P<0.05). There were significant differences in the levels of SAA and hs—CRP among patients with different degrees of
intracranial atherosclerosis stenosis (P<0.05), and with the increase of intracranial atherosclerosis stenosis, serum SAA and hs—CRP levels increased.
Logistic regression analysis showed that serum SAA and hs—CRP were risk factors for intracranial atherosclerosis in patients with cerebral infarction
(P<0.05). ROC curve analysis showed that the cut—off points of serum SAA and hs—CRP for predicting intracranial atherosclerosis were 2.25 ml/L,
1.21 mg/L, AUC>0.7.Conclusion Serum SAA and hs -CRP are involved in the pathogenesis of cerebral infarction, which are risk factors for
intracranial atherosclerosis in patients with cerebral infarction. They may become biomarkers for predicting intracranial atherosclerosis, and have
important clinical significance for early intervention.
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