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[Abstract] Objective: To detect the regulation and mechanism of advanced glycation end products
(AGEs) on follistatin-like protein 1 (FSTL1) in diabetes with atherosclerosis. Methods: The
expression level of FSTL1 in serum of patients with diabetes and atherosclerosis were detected by
ELISA. The correlation of AGEs and FSTL1 in serum were analyzed. Receptor of AGEs (RAGE)
knockout mice were built to block the RAGE signaling pathway and wild type C57BL/6 mice were served
as control. Primary macrophages of RAGE knockout mice were cultured in vitro. Various concentrations
of AGEs-BSA were used to stimulate macrophages and the expression of FSTL1, AP-1 and c-Jun were
detected by western blot. Then the expression of FSTL1, AP-1 and c-Jun were detected again by
western blot after blocking the RAGE signaling pathway.  Results: There was a positive correlation
between FSTL1 and AGEs in serum of patients with diabetes and atherosclerosis (»=0. 148, P =0.021).
AGEs-BSA promoted the expression of FSTL1, AP-1 and c-Jun in macrophages. AGEs-BSA-induced
expression of FSTL1, AP-1 and c-Jun were declined after blocking the RAGE signaling pathway
specifically. Conclusions: AGEs-RAGE signaling pathway may regulate the activity of FSTL1 by
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controlling the expression of AP-1 and c-Jun in macrophages and then participate in the progression of

diabetes with atherosclerosis.
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