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[ Abstract)
doxorubicin (DOX) -induced injury in HOC2 cells. Methods H9C2 myocardiac cells were cultured and di-
vided into the control, DOX and Esc + DOX groups. The ultrastructure of the cells in each group was observed

Objective  To investigate the protective effect and mechanism of esculetin ( Esc) on

by transmission electron microscope. The expression of Bmi-1 in each group was detected by western blot. The
cells were then divided into three groups: DOX, Esc + DOX + NC siRNA and Esc + DOX + Bmi-1 siRNA
groups. Western blot was used to detect the expression of Bmi-1 in each group. The cellular apoptosis and the
content of intracellular reactive oxygen species (ROS) were detected by flow cytometry. Results In the DOX
group, cell swelling and mitochondrial cristae breakeage were observed and the expression of Bmi-1 was signifi-
cantly lower than that in the Esc + DOX group (P <0.01). In the Esc + DOX + Bmi-1 siRNA group, the
quantity of apoptotic cells and the content of ROS were significantly higher than that in the Esc + DOX + NC
siRNA group (both P <0.01), and the expression of Bmi-1 was significantly lower than that in the Esc + DOX
+ NC siRNA group (P <0.01). Conclusions Esc can mitigate the DOX-induced injury in the HOC2 cells.
The underlying mechanism is probably correlated with the down-regulated expression level of Bmi-1, thereby
modulating the mitochondrial function and reducing the production of ROS.
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