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[Abstract] Objective To explore the mechanism of metformin in inhibiting the formation of abdominal
aortic aneurysm (AAA). Methods A total of ten ApoE /" male mice aged eight to ten weeks were given a
high fat diet and subcutaneously implanted with a mini pump containing angiotensin [ for building AAA
model. All mice were averagely divided into the AAA group and the metformin intervention group. After four
weeks, the abdominal aorta tissue was taken to evaluate the expansion. Oil red staining was performed to ob-
serve the accumulation of perivascular adipocytes(PAs). Subsequently,immunofluorescence staining and west-
ern blot were used to analyze the lipid droplet formation and the expression of hypoxia induced lipid droplet
associated protein( HILPDA). Quantitative polymerase chain reaction(qPCR) was used to detect the expres-
sion of cytokines in PAs. Results Compared with the AAA group,the metformin intervention group inhibited
the accumulation and reduced the formation of lipid droplets in PAs. Moreover, the results of Western blot and
qPCR showed that the expression of HILPDA and cytokines ( TNF-a,IL.-183,11.-6) was also decreased (P <<
0.05). Conclusion Metformin may reduce the accumulation of PAs and vascular inflammation by regulating
the expression of HILPDA, contributing to inhibit the formation of AAA.
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