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ABSTRACT Objective: To screen the miRNA differential expression profile in ventricular remodeling after myocardial infarction in
rats and identify the target of miRNA in the mechanism of ventricular remodeling. Methods: A total of 20 male Wistar rats were
randomly assigned into MI group (n=10) and Sham group (n=10). MI rats were induced by ligation of the anterior descending coronary
artery. Four weeks later, ventricular remodeling were measured by echocardiography and HE staining. The miRNA in the cardiac tissues
of border zone were measured by miRNA microarray. The miRNA that expressed significantly differently would be verified by Real time
quantitative PCR. Results: Echocardiographic results showed serious ventricular remodeling in the MI rats. HE staining revealed
significant collagen deposition around the border area of the infarct region. By significance analysis of microarray based on microarray
screening, 15 significantly different expression of miRNA were obtained after myocardial infarction for 4 weeks. 11 miRNA were
significantly up-regulated (miR-21, miR-23a, miR-125b, miR-132, miR-146b, miR-181b, miR-199a, miR-320, miR-324, miR-328 and
miR-499) and 4 miRNA were significantly down-regulated (miR-29, miR-30c, miR-133a and miR-208). Real time quantitative PCR
approved the results as well. Conclusions: These significantly differently expressed miRNA might be related with ventricular remodeling
after myocardial infarction and further studies of the mechanism of some specific miRNA would be a new target of gene therapy.
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Table 1 Comparison of echocardiographic results between MI group and Sham group (x* s)

Group n Infarct size (%) EF (%) FS (%) LVIDS (mm) LVIDD (mm)
Sham 10 0 73.17+ 6.18 4117+ 3.54 3.10+ 0.72 5.62+ 0.82
MI 8 39.09+ 5.39 20.50+ 5.58* 9.50+ 3.08* 8.22+ 0.60* 8.98+ 0.50%

i EF EZST M54, FS EEEMAEZR, LVIDS EEW AR ME, LVIDD A EEFHKRIAE;*P <0.05 vs Sham 44
Note: EF Ejection fraction, FS Fractional shortening, LVIDS Left ventricular internal dimensions at end systole, LVIDD Left ventricular internal

dimensions at end diastole;*P < 0.05 vs Shamgroup
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Fig.1 Comparison of HE staining in cardiac tissues between MI group and Sham group(* 100)
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Fig.2 miRNA microarray results and qRT-PCR verification from the border zone tissues in MI rats
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