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Abstract; Objective To explore the role of miR-29a in atherosclerosis and its possible molecular mechanism. Methods The ex-
perimental animals were divided into {ive groups. Three C57BL/6 mice in B6 group with normal diet. Three ApoE™'~ mice in AD

group with normal diet. Three ApoE~/~ mice in AG group with a high-fat diet. Three ApoE~'~ mice in AP group with a high-fat

diet, whose virus of tail injected with pAd-GFP;three ApoE™/~ mice in AM group with a high-fat diet, whose virus of tail were in-
jection with pAd-miR-29a virus. All ApoE™'~ mice were fed by atherogenic diet to formed AS model rapidly. The influence of miR-
29a on formation of lipid plaque were examined by high resolution ultrasonography. Atherosclerotic plaque formation were examined
by HE staining. Immunohistochemical staining was used to study the effect of miR-29a on the proliferation of vascular smooth mus-
ApoE~/~

miR-29a transfection showed lipid plaque formation,miR-29a transfection could promote the proliferation of VSMCs in plaque tis-

cle cells(VSMCs) ,and its effects on the expression of Zinc finger protein transcription factor 5(KLF5). Results mice by

sue,and increased expression of KLF5. Conclusion

MiR-29a promotes the proliferation of VSMCs in the plaque, its molecular

mechanism might be associated with the increased expression of proliferation transcription factor KLF5,
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