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ABSTRACT Objective To investigate the influence of conditioned medium of cardiac microvascu-
lar endothelial cells on cardiomyocytes and the protective effect of Tongxinluo. Methods Three kinds of
conditioned cardiac microvascular endothelial cell conditioned medium were prepared: the normal cardi-
ac microvascular endothelial cell-conditioned medium ( normal-conditioned medium,N-CM), the homo-
cysteine-induced microvascular endothelial cell-conditioned medium ( homocysteine-conditioned medi-
um,H-CM) and the cardiac microvascular endothelial cell-conditioned medium with Tongxinluo ( Tongxin-
luo-conditioned medium ,T-CM). The cardiomyocytes were randomly divided into four groups: the normal
group, the N-CM group, the T-CM group and the H-CM group, corresponding conditioned medium were
used to culture cardiomyocytes. The morphology of cardiomyocytes were observed with an inverted mi-
croscope, the contents of cardiac troponin T (cTnT) in cell supernatant were detected by enzyme-linked
immunosorbent assay, the mitochondrial membrane potential (MMP) of the cells were detected by JC-1
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reagent, and the protein expression levels of Cytochrome C (Cyt C) and calreticulin (CRT) were detec-
ted by Western blot. Results
cTnT in cell supernatant, the MMP, and the protein expression levels of Cyt C and CRT did not significant-
ly changed in the N-CM group (P >0.05) . Compared with N-CM group, the cells were shrinkaged, the

Compared with the normal group, the cells morphology, the contents of

cell edge was fuzzy, and there were a large number of dead cells floated in conditioned medium, the con-
tents of ¢TnT in cell supernatant was increased, and the protein expression levels of Cyt C as well as
CRT were up-regulated, while the MMP was decreased in the H-CM group (P <0.01). Compared with H-
CM group, there was no obvious change in morphology, the cell edge was clear, and the dead cells floa-
ted in culture medium were decreased, the contents of cTnT in cell supernatant was decreased, and the
protein expression levels of Cyt C as well as CRT were down-regulated, while MMP was increased in the
H-CM group (P <0.05, P <0.01). Conclusion
damage cardiomyocytes, and the underlying mechanism may be related to the damage of mitochondria
by CRT, which can be inhibited by Tongxinlou.
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