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[ ABSTRACT ]

hearts, and analyse the relationship between Res-mediated cardiac protection and miR-21.

Resveratrol ; Ischemia/Reperfusion; Ischemic Heart Disease

Aim To observe effects of resveratrol (Res) preconditioning on miRNA expression signature in rat
Methods

profiles of miRNAs in rat hearts after Res preconditioning were detected with a miRNAs microarray chip and the results were

The expression

confirmed by qRT-PCR.  After myocardial ischemia/reperfusion (I/R) injury model was established, myocardial infarct

size, percent of myocardial apoptosis and expression of miR-21 were tested. Results miR-21 was one of the most up-

regulated miRNAs in hearts by Res preconditioning and its expression was increased more than 2. 5 fold compared with the
control.

The up-regulation of miR-21 was significantly inhibited by antagomiR-21.  Cardiac cell apoptosis and myocardi-

al infarct size were significantly decreased by up-regulation of miR-21. Conclusion miRNA signature in rat hearts
with Res preconditioning has revealed that multiple miRNAs are regulated by Res.  Among them, Res has a protective

effect on I/R by reducing cardiac cell apoptosis via miR-21.
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® 1. BRAERLERREEELEBET 50% B miRNA
Table 1. Cardiac miRNA that are highly expressed and up-

regulated over 50 % after Res preconditioning

miRNA pORIsE| SE RN AT
miR-21 1145 2922 255.20%
miR-320 1087 1941 178. 56%
let-7e 2040 3328 163. 14%
miR-16 2439 3694 151. 46%
let-7b 11726 16205 138. 20%
miR-195 1947 2669 137.08%
let-7c 15663 18744 119.67%
miR-126 28942 23310 80. 54%
miR-27b 3297 2551 77.37%
miR-26a 23559 12745 54.10%
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Figure 1. Relative miR-21 expression in rat heart after I/R
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Figure 3. Dot-plots with Annexin V-PI in each group
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Figure 2. Representative results of Northern blotting of car-
diac miR-21 after I/R
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