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Study on role of bone morphogenetic protein 2 ,infarcted myocardium lysate
on bone marrow mesenchymal stem cells induced in vitro differentiation
Hai Lan' ,Gao Hang*®
(1. Graduate School ;2. De partmento f Cardiology ,First Af filiated Hospital ,Liaoning Medical
University , Jinzhou,Liaoning 121001, China)

Abstract: Objective To investigate the influence of bone morphogenetic protein 2(BMP-2) ,infarcted myocardium lysate simu-
lated biological microenvironment on bone marrow mesenchymal stem cells (BMSCs) differentiation into cardiomyocytes and the
effect of BMP-2 on the induction in the simulation microenvironment. Methods BMSCs were separated and cultured in vitro. The
rat model of myocardial infarction was constructed to prepare myocardial infarction lysate, which was divided into 4 groups: pure
DMEM culture group(A) ,infarcted myocardium lysate group(B) ,infarcted myocardium lysate + BMP-2 blocker noggin group(C)
and BMP-2 group(D). The morphological observation was performed by the inverted phase contrast microscope, the immunohisto-
chemical technique was used for detecting the expression of cardiac specific troponin(¢TnT) and myocardial specificity myosin heavy
chain(MHC) expression,and the induced cardiomyocytes were analyzed by statistics. Results After 3-week induction, the immuno-
cytochemistry analysis showed the negative expression of ¢TnT and MHC in the group A and C,and the positive expression in the
group B and D. Comparing the group B and D with the group A and C., positive cells number was increased with statistical difference
between them(P<Z0. 05). Conclusion BMP-2 and infarcted myocardium lysate can induce the differentiation of BMSCs into cardio-
myocytes and BMP-2 is one of important components during infarcted myocardium lysate induction process.
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