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[ Abstract] Objective
phorylated tau-181 (P-tau-181) in the clinical diagnosis of cognitive dysfunction in cerebral small vessel dis-
ease (CSVD). Methods The patients with CSVD admitted to Nanjing Jiangbei Hospital from July 2019 to Ju-

ly 2020 were divided into the cognitive dysfunction group and normal cognitive function group. AB1-42 and

To investigate the application value of serum amyloid g 1-42 (AB1-42) and phos-

P-tau-181 level in the serum of CSVD patients were detected by Enzyme linked immunosorbent assay
(ELISA) method,and compared between the two groups. The sensitivity and specificity of the above indica-
tors for the diagnosis of CSVD cognitive dysfunction were analyzed by receiver operating characteristic curve.
Results

the cognitive dysfunction group were significantly increased,the differences were statistically significant (P <C

Compared with the normal cognitive function group,the levels of AR1-42 and P-tau-181 of patients in

0. 05). The sensitivity and specificity of AB1-42 for the diagnosis of CSVD cognitive dysfunction were
75.51%,73. 47% , respectively. The sensitivity and specificity of P-tau-181 for diagnosing cognitive impair-
ment in CSVD were 72. 09% and 65. 45 % ,respectively. Conclusion Serum AB1-42 and P-tau-181 are associat-
ed with cognitive dysfunction in CSVD,and have certain predictive value for the diagnose of cognitive dysfunc-
tion in CSVD.
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