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[ABSTRACT] Aim To stdy the role of mutations ofM 2 protein kinase A phosphorylation site in the proliferation
of vascular smooth muscel cell (VM C) and related signaling pathw ays M ethods Two novel mutations were con-
sttucted AdvM fm2-aPKA and A dvM m2-asnPKA, then VM C were mfected with them. The effect of mutations on the
proliferation of VM C was explored by W ST'-1 assay ~ The cell cycle was detem ined using flow cytametry W estem blot-
ting were used to detect the expression ofM 2 and p-ERK 1/2 Results The expression ofM M2 protein has no signif-
icant difference m AdvM 2 AdvM m2-alaPKA and A dvM m2-asnPKA groups M fm2-alaPKA and M a2 both showed
stronger inh bitory effect on VM C proliferation (P < Q 01). M ost of the cells in these wo groups were blocked in the
stage of Gy /G, (P < Q 01), and the expression levels of p-ERK1/2 also decrease (P < Q 01). M fh2-alaPKA is superior
toM 2 i attenuating the proliferation of VSM Cs  The effect ofM m2-asnPKA is sm ilar to the control Conclusion
M f2-alaPKA has more stronger mhibitory effect on the proliferation of VM C than M fn2 while M fn2-asnPKA has no
effect PKA phosphorylation site plays an mportant role in regulating the function ofM f2 gene
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