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I/R in the IPC group. In the MPC group morphine was injected before I/R. The numbers of ventricular arrhythmi—
as premature ventricular contraction ( PVCs) and ventricular tachycardia/ ventricular fibrillation ( VT/VF)  were
recorded within 30 min of reinfusion by electrocardiogram monitoring. Cardiac specimens were stained with TTC.

Left ventricle ( LV) right ventricle ( RV) infarct area ( IS) ischemic risk area ( AAR) volume were measured

and the IS/AAR ratio was calculated. Western blot assay was used for RVLM nucleus cHos protein expression de—
tection. ELISA assay and immunohistochemical staining assay were used for quantitative and qualitative detection
the levels of BEP expression in T2-5 spinal cord and left ventricular muscle respectively. Results Compared
with the Sham group the IS volume IS/AAR the numbers of PVCs VT/VF and expression of ¢¥os in RVLM
and B-EP in spinal cord and myocardium were increased in IR group ( P <0.01) . Compared with. IR group the
IS volume IS/AAR the numbers of PVCs VT/VF and the levels of cFos expression were significantly de—
creased ( P <0.01) but the levels of P expression in myocardium and spinal cord were significantly increased
in IPC group and MPC group ( P <0.01) . Conclusion Morphine preconditioning in RVLM can alleviate myocar—
dial I/R injury in rats which may be related to the decrease of c¥os expression in RVLM nucleus after [/R. B-en—
dorphin may be involved as a transmitter in the myocardial protective effect of morphine preconditioning in RVLM.

Key words ischemic preconditioning; myocardial protection; morphine; ischemia—reperfusion injury; B-endor—
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Effect and mechanism of Cold atmoshperic plasma

on osteosarcoma cell line MG63
Wang Yuan Hu Yong Xu Shenglin et al
( Dept of Bone Disease and Bone Tumor Surgery The First Affiliated Hospital
of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the killing effect of Cold atmoshperic plasma on human osteosarcoma cell line
MG63 and its possible mechanism. Methods The proliferation inhibition effect of Cold atmoshperic plasma on
MG63 cells was determined by MTT assay and colony formation assay. The effect of Cold atmoshperic plasma on the
morphology of MG63 cells was observed under a microscope. Apoptosis was detected by flow cytometry and the
changes in expression of apoptosis related proteins was detected by Western blot. Results Microscopic observation
showed that Cold atmoshperic plasma could induce the shrinkage of MG63 cells. In both MTT and colony formation
experiments Cold atmoshperic plasma showed significant proliferation inhibition effect on MG63 cells in a dose-de—
pendent manner. The cellular analysis showed that Cold atmoshperic plasma caused inhibition of cell proliferation
by inducing apoptosis. Western blot showed that Cold atmoshperic plasma could induce the expression of apoptotic
proteins in a dose-dependent manner. Conclusion Cold atmoshperic plasma has a significant killing effect on
MG63 cells which may be related to the induction of apoptosis.

Key words cold atmoshperic plasma; osteosarcoma; apoptosis; colony formation experiment



