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[ ABSTRACT] Long non-coding RNA H19(H19) is overexpressed in abdominal aortic aneurysm.

microRNA (such as miR-let-7, miR-29, miR-21, etc. ) and participates in pathophysiological processes such as athero-

abdominal aortic aneurysm

HI19 regulates many

sclerosis, smooth muscle cell apoptosis and inflammatory response etc, which is closely related to the formation and

progress of abdominal aortic aneurysm.  This paper presents an overview of potential mechanism of long non-coding RNA

H19 regulating microRNA and influencing abdominal aortic aneurysm formation.

& 3= 8l ik 988 ( abdominal aortic aneurysms, AAA)
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Figure 1. Potential mechanism of long non-coding RNA H19 regulating microRNA and influencing

abdominal aortic aneurysm formation
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