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Abstract: Objective To explore the role of Leptin and CXC chemokine ligand 4 (CXCL4) in the develop-
ment of Alzheimer's disease (AD). Methods Select 30 AD patients who were hospitalized in Jiangning Hospi-
tal Affiliated to Nanjing Medical University from January to April 2022 as the AD group,and 10 healthy peo-
ple who were underwent physical examined in the same period as the healthy control group. Serum expression
levels of B-amyloid 1-42 (AB-1-42), phosphorylated tau-181 (p-tau-181), Leptin and CXCL4 in the healthy
control group and AD group were detected by enzyme-linked immunosorbent assay and compared. Mouse
RAW264. 7 macrophages were taken, and the control group (no treatment) and the treatment group (50
ng/ml Leptin treatment) were set up respectively. The expression level of CXCL4 protein in macrophages in
the control group and the treatment group treated with Leptin for 6 and 12 h was detected by Western blot
and compared. The expression level of CXCL4 mRNA in macrophages in the control group and the treatment
group treated with Leptin for 6 and 12 h was detected by real-time fluorescence quantitative PCR and com-
pared. The correlation between serum CXCL4 expression level and Leptin expression level in AD patients was
analyzed. Results The expression levels of serum AB1-42 and p-tau-181 in the AD group were significantly
higher than those in the healthy control group,and the expression levels of Leptin and CXCL4 in the AD
group were significantly lower than those in the healthy control group.,the differences were statistically signif-

icant (P<C0. 05). Leptin in the treatment group significantly up-regulated CXCL4 protein expression level af-
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ter 6 and 12 h treatment,and up-regulated CXCL4 mRNA expression level after 6 h treatment, the differences

were statistically significant (P <C0. 05). Pearson correlation analysis showed that there was a positive correla-

tion between serum Leptin expression level and CXCL4 expression level in AD patients (+=0. 445, P<C0. 05).

Conclusion Leptin is involved in the development of AD by regulating CXCL4 expression.
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