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Effects of long noncoding RNA-NRON on apoptosis following myocardial infarction in mice
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Abstract Objective To investigate the effects of long noncoding RNA (IncRNA) -NRON on apoptosis following myocardial infarc-
tion (MI) in mice. Methods The C57BL/6 mice were randomly divided into four groups:sham operation (Sham) group, MI group, MI
combined with IncRNA-NRON interference lentivirus (MI+shNRON) group,and MI combined with the negative control (NC) lentivirus
(MI+NC) group. The expression of IncRNA-NRON was detected using real-time PCR. In addition, the pathology of the myocardial tissue
injury was analyzed using HE staining, the myocardial infarction size was examined using TTC staining, and the extent of apoptosis was
assessed using the TUNEL assay, respectively. The RPISeq database was used to predict the probability of interaction between IncR-
NA-NRON and the voltage-dependent anionic channel protein (VDAC). The effect of IncRNA-NRON on the expression of VDAC protein
was detected using Western blotting. Results The IncRNA-NRON expression was significantly increased in the MI group,and the tar-
geted knockdown of IncRNA-NRON resulted in alleviation of the pathological myocardial tissue injury , reduction in the myocardial infarc-
tion area,and inhibition of apoptosis. The probability of interaction between IncRNA-NRON and VDAC reached 0.9,indicating a high
probability of their association. Additionally ,IncRNA-NRON could regulate the protein expression of VDAC. Conclusion Knockdown of
IncRNA-NRON could reduce the occurrence of myocardial injury following myocardial infarction. This effect may be attributable to a spe-
cific mechanism wherein IncRNA-NRON affects the process of apoptosis by binding to VDAC, consequently suppressing its expression.
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Tab.1 Primer sequences for real-time PCR

Gene Forward

Reverse

NRON

B-actin

5’-CAAATCCAGTTGCAAGGACC-3’
5’-CCACTGCCGCATCCTCTT-3’

5’-AGCTCAGTCCTAGGGTAGG-3’
5’-GGTCTTTACGGATGTCAACG-3’
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E1 MUMNREEEROBESTRIES
Fig.1 ECG showed ST segment elevation after myocardial infarction
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MI+shNRON

E2 HEFRE®NEHONALFERG x 200
Fig.2 HE staining was used to examine pathological changes in myocardial tissue x 200
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Fig.3 Apoptosis of myocardial cells in each group was detected with TUNEL x 200
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1,Sham group; 2, MI group; 3, MI+shNRON group;4, MI+NC group.
El4 Western blotting#aifll & AT HAEARIXIFRL
Fig.4 The expression of apoptosis-related proteins in each
group was detected with Western blotting
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Fig.5 Effects of INcRNA-NRON knockdown on the expression of
VDAC in myocardium of MI mice
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