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Abstract

Objective: To investigate the role of CCL5 in the development and progression of aortic dissec-
tion (AD). Methods: The healthy aortic tissues (from clinical health donors) and aortic tissues with
AD (from patients with AD) were collected clinically for testing. Three -week-old C57BL/6 mice
were fed with purified water containing or without 0. 25% aminoacetonitrile (BAPN) for two weeks
and were observed for two weeks before collecting aortic samples for testing. The effects of CCL5 on
the development of AD were explored using primary cell extraction, protein immunoblotting,
real-time fluorescence quantitative PCR, and immunofluorescence. Results: Compared with those in

normal aortic tissues, CCL5 protein and mRNA expression were upregulated in the aortic tissue of

RESEIR - [ K A AP 2A HE VEB T H (4% :82200534)
EEB N W8, 59, 1998—, BE A4k, 2.0 I 45 AH DG 99 (1 ZE Al 5%, E-mail: mingyuan@whu. edu. cn
BEMEE: TR, 5 ,1965—, @l EAE BN, F 2048 SMRH G K FBHF X  F58 , E-mail: wangleznh@126. com



464 RPN = Q= )]

46 %

AD patients and mouse AD models; Immunofluorescence confirmed co-localization of CCL5 with M1

macrophages; In vitro experiments confirmed that CCL5 promoted M1 polarization of primary mouse

bone marrow-derived macrophages through the CCR1 receptor. Conclusion: CCL5 might induce mac-

rophage polarization towards the M1 direction, thus inducing the occurrence of AD.
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