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Abstract Objective

mer's disease (AD). Methods

To discuss the expression level and clinical diagnostic value of TREM -1 in serum of patients with Alzhei-
From January 2020 to June 2020, 40 patients with initial diagnosis in the Department of Neurology of
Jiangsu University Affiliated Hospital were collected as AD groups, and 20healthy examinees were selected as control groups. The expres-
sion level of TREM — 1 was detected by ELISA Kit [ for AD group and control group. The cognitive function of AD patients was evaluated
by the mini — mental state examination ( MMSE ). The correlation between the expression level of serum TREM — 1 and the scores of
MMSE were analyzed. The diagnostic efficacy of TREM — 1 for AD was evaluated by receiver operating characteristic (ROC) curves.
Results The serum TREM — 1 concentration of patients in the AD group was higher than that in the control group, with statistically sig-
nificant differences (P <0.05). There was significant negative correlation between expression level of serum TREM -1 and MMSE (r =
—1.015). The ROC curve showed that the area under the curve of serum TREM -1 was 0.874 (P <0.01). Conclusion The expres-
sion of serum TREM -1 is up - regulated in AD patients and is expected to be used as a biological marker for early diagnosis of AD.
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