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[ Abstract] Long non-coding RNA (IncRNA) Dnm3os plays a critical role in peritendinous fibrosis and pulmonary
fibrosis, but its role in the process of cardiac fibrosis is still unclear. Therefore, we carried out study by using the
myocardial fibrotic tissues obtained by thoracic aortic constriction (TAC) in an early study of our group, and the in vitro
cardiac fibroblast activation model induced by transforming growth factor-f1 (TGF-B1). Quantitative real-time
polymerase chain reaction (RT-qPCR), Western blot, and collagen gel contraction test were used to identify the changes of
activation phenotype and the expression of Dnm3os in cardiac fibroblasts. Small interfering RNA was used to silence
Dnm3os to explore its role in the activation of cardiac fibroblasts. The results showed that the expression of Dnm3os was
increased significantly in myocardial fibrotic tissues and in the activated cardiac fibroblasts. And the activation of cardiac
fibroblasts could be alleviated by Dnm3os silencing. Furthermore, the TGF-$1/Smad2/3 pathway was activated during the
process of cardiac fibroblasts activation, while was inhibited after silencing Dnm3os. The results suggest that Dnm3os
silencing may affect the process of cardiac fibroblast activation by inhibiting TGF-$1/Smad2/3 signal pathway. Therefore,
interfering with the expression of IncRNA Dnm3os may be a potential target for the treatment of cardiac fibrosis.
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Tab.1 Sequences of si-Dnm3o0s

F¥3144 1351

si-Dnm3os-1 GGTTTGTAGTTAAAGGATA
si-Dnm30s-2 GGATAGTATGGTAAGTCTA
si-Dnm30s-3 GATCAAGTATTTCAAGTTA
si-NC I BER AR A R

%2 RT-qPCR REZ{ERKISIMEFF
Tab.2 Primer sequences of RT-qPCR

FE[H] Glk7)E 2]

Dnm3os F: CCCATGACCACCCAACAGAA
R: CCCTGAACGGGGTACATTCC

a-SMA F: GGACGTACAACTGGTATTGTGC
R: TCGGCAGTAGTCACGAAGGA

Periostin F: CACGGCATGGTTATTCCTTCA
R: TCAGGACACGGTCAATGACAT

CTGF F: GGACACCTAAAATCGCCAAGC
R: ACTTAGCCCTGTATGTCTTCACA

GAPDH F: CCTCGTCCCGTAGACAAAATG
R: TGAGGTCAATGAAGGGGTCGT
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Fig.1 The expression of IncRNA Dnm3os was increased in

myocardial fibrosis tissues ( n =6, **P<0.01 )
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Fig.2 Establishment and evaluation of cardiac fibroblast activation model ( n = 3, **P < 0.01, ***P < 0.001 )
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Fig.3 The expression of IncRNA Dnm3os was increased in the process of cardiac fibroblasts activation ( n =3, *P < 0.05, **P < 0.01, ***P<
0.001 )
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Fig.4 Detection of siRNA transfection efficiency and fibrotic phenotype changes ( n =3, *P < 0.05, **P < 0.01, ***P < 0.001 )
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Fig.5 Detection of cell proliferation ability and a-SMA fluorescence intensity ( n =3, *P<0.05, **P < 0.01 )
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