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Expression of miR-182 in patients with pulmonary hypertension
and its effects on cell proliferation of HPYVSMC"
GUO Tiancong s NING Xin,NI Nan ,MENG Xiaodan ,BIAN Mingyan , XUE Yunxin®
(Department of Respiratory Medicine ,Liaoning Jinqiu Hospital ,Shenyang ,Liaoning 110000, China)

[Abstract] Objective To research the differential expression of miR-182 in pulmonary arterial hyper-
tension (PAH) and explore the role in the diagnosis and treatment of PAH. Methods The peripheral blood
samples were collected from 30 PAH patients in Jinqiu hospital of Liaoning Province from Feb 2017 to Feb
2018. Concurrent 30 healthy people were selected as the control group. Luciferase reporter gene assay was used
to detect miR-182 and investigate the targeting relationship with myocyte enhancement factor 2C (MEF2C).
Western Blot was used to verify the regulatory effect of miR-182 on MEF2C protein. Real-time quantitative
fluorescence PCR (RT-qPCR) was conducted to detect the relative expression of miR-182 and MEF2C. CCK8
method was used to detect the effect of miR-182 on promoting the proliferation of HPVSMC cells. Results
miR-182 targeted to the 3’ UTR region of MEF2C. Compared with the control group, miR-182 high-expressed
in the PAH group (0. 963 0. 148 vs. 2. 347 £ 0. 220, P=0. 006),and MEF2C low-expressed in the PAH
group (1.013+0.179 vs. 0.413+0.068,P=0. 035). Downregulation of miR-182 increased the expression of
MEF2C protein (P=0. 024) and inhibited the cell proliferation of HPVSMC (P =0. 019). Conclusion miR-
182 up-regulated in patients with PAH and promotes the proliferation of smooth muscle cells by regulating
MEF2C. The changes in the expression of miR-182 and MEF2C play a vital role in the pathogenesis of PAH.
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AR AT 80 A 00 T 30 I R | PAH AT L)
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T A 56 & B, miR-182 4111 il 7] X} HPVSMC 41 jifg 3% 7
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