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IncRNA NRON induces myocardial fibrosis in mice with myocardial infarction by
regulating the TGF-3/Smad signaling pathway
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Abstract Objective To investigate the effect and mechanism of long non-coding RNA (IncRNA) NRON on myocardial fibrosis in mice
with myocardial infarction (MI). Methods Thirty-two C57/BL6 mice were randomly assigned to a Sham group, MI group, MI+shNRON
group or MI+NC group, with eight mice in each group. The expression level of IncRNA NRON in myocardial tissue of mice was detected
by real-time quantitative PCR. Hematoxylin and eosin staining, Masson’s trichrome staining, and immunohistochemistry were used to
detect the degree of myocardial injury, myocardial fibrosis, and the expression level of collagen Type I (col I ). Western blotting was used
to detect the protein expression levels of TGF81,p-Smad2,and p-Smad3 in myocardial tissue of the mice. Results Compared with the
Sham group, the expression of NRON, col I ,TGF-81,p-Smad2,and p-Smad3 proteins were increased in the MI group. Compared with the
MI group, the expression of NRON , the degree of myocardial damage and fibrosis , the expression of col I , TGF-B1,p-Smad2,and p-Smad3
proteins were decreased in the MI+shNRON group. Conclusion Down-regulation of IncRNA NRON can alleviate myocardial injury
and inhibit myocardial fibrosis in mice with MI,and the molecular mechanism may be related to inhibition of the TGF-f/Smad signaling
pathway.
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Fig.1 Pathological changes of myocardial tissue in each group x 200
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Fig.2 The degree of myocardial fibrosis in each group x 200
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A, Sham group; B, MI group; C, MI+shNRON group; D, MI+NC group.
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Fig.3 The expression level of collagen Type | in myocardial tissue of each group x 200
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Fig.4 The protein expression levels of TGF-1, p-Smad2, and

p-Smad3 in myocardial tissue of each group
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