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Effect of calcitonin gene-related peptide on myocardin expression and inflammatory

activation in vascular smooth muscle cells
Long Xianping', Wang Yan', Wang Song’, Shi Bei', Zhao Ranzun' (' Department of Cardiology, *Department of
Emergency, First Affiliated Hospital, Zunyi Medical University, Zunyi, Guizhou Province, 563003, China)

[ Abstract | Objective To investigate the effect of calcitonin gene-related peptide ( CGRP) on
myocardin expression and inflammatory activation in vascular smooth muscle cells ( VSMCs) in wvitro.
Methods VSMCs were obtained by aortic tissue adherent culture and treated with interleukin-18 (IL-1B
group) , IL-1B8 + CGRP (CGRP group) , and IL-1B8 + CGRP + CGRPg,, ( CGRP receptor antagonist, CGRP;,;
group) or transfected with recombinant adenovirus vector over-expressing myocardin ( myocardin group) or
siRNA-myocardin (siRNA-myocardin group). The expression of myocardin protein and interleukin-6 (1L-6)
protein at different time points in the VSMCs were detected by Western blotting. Results In the in viiro
cultured VSMCs of the IL-18 group, the expression of IL-6 at 24, 48 and 72 h were significantly higher than

the baseline (P <0.05), and the expression of myocardin was similar. In the myocardin group, the level of

[(E&TH] EXRAKBERAS (81360021) ; 5N Ebr&1ET H [ BFRHE S G 5(2013)7037 5]
[#E1EE] SR, E-mail:kouke80@ 126. com
[fEFEHAR]  http://www. cnki. net/kems/detail /51. 1095. R. 20150910. 1106. 012. html(2015-09-10)



%37 B4 20 1 ¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

2028 2015 4£ 10 A 30 H

Vol. 37, No. 20
Oct. 30 2015

IL-6 at any time point was obviously lower than that in the IL-18 group (P <0.05). The CGRP group showed

higher myocardin expression and lower IL-6 level at any time point than the IL-1B group (myocardin; 1.17 +
0.03 vs0.25+0.03 at24 h; 2. 04 +0.05 vs 0.19 £0.01 at 48 h; 0.96 +0.02 vs 0.28 £0.02 at 72 h; P <
0.05; IL-6: 0.23 +0.01 ws 0.77 £0.03 at 24 h; 0.28 £0.02 vs 1.35 £0.04 at 48 h; 0.20 +0. 02 vs
1.04 £0.04 at 72 h; P <0.05). The level of IL-6 in the siRNA-myocardin group was higher than that in the
IL-1B group at any time point (1.74 £0.04 vs 0.51 £0.01 at 24 h; 1.68 £0.03 vs 0.29 +0.01 at 48 h;
0.98 £0.02 vs 0.31 £0.01 at 72 h; P <0.05). The comparison had similar results between the CGRPy 4,
group and the CGRP group. Also, there was no difference in the IL-6 level at the same time point between the
siRNA-myocardin group and the CGRPg,; group. Conclusion CGRP may inhibit IL-1B-induced IL-6 protein

expression through up-regulating the expression of myocardin protein in the VSMCs, which may be

accomplished by binding CGRP and its receptor.
[ Key words |
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