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was observed using an inverted microscope. The cell viability was detected by CCK-8 kit and the lactic dehydrogen—
ase(LDH) activity in the culture medium was assessed by microplate. The expressions of miRNAs including miR—
133a-5p miR-433b-5p miR-6216 and miR30e-5p were analyzed by quantitative reverse transcription polymerase
chain reaction (qRT-PCR). Results
beating frequency of cardiomyocytes and cell viability while markedly elevated the LDH activity in the Supernatant
(P <0.05). In addition the expressions of miR433b-5p miR-6216 and miR-30e-5p were markedly up—-regula—

ted while the expression of miR433a-5p was down—regulated by doxorubicin at the concentration of 1 mol /L signif—

Compared with the control group doxorubicin significantly decreased the

icantly. Conclusion Doxorubicin might exert cardiotoxic effects on the neonatal rat cardiomyocytes via regulating
the expressions of miR433a-5p miR433b-5p miR-6216 and miR30e-5p.
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TLR4 activation induces a proinflammatory environment through

Effect of dexmedetomidine on lipopolysaccharide-induced

production of MCP-4 mRNA in rat astrocytes
Zhu Xiang' Dai Lin® Jiang Baochun® et al
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Abstract Objective To observe the effect of dexmedetomidine (DEX) on lipopolysaccharide — induced produc—
tion of MCP4 mRNA in rat astrocytes. Methods
a2A drenoceptors(a2AR) and glial fibrillary acidic protein(GFAP; an astrocytic marker). Different concentra—

Primary rat astrocytes were double immunofluorescence stained of

tions of LPS were chosen to stimulate astrocytes then the induced mature astrocytes were divided into six groups

control group (Opti-MEM 500 .l treaded for three hours) LPS 200 ng/ml group (LPS 200 ng/ml treaded for three
hours) DEX 500 ng/ml group(only DEX treated for three hours)
and 500 ng/ml respectively for half an hour and then all treated with 200 ng/ml LPS for three hours. The levels of
MCP- mRNA were measured by Real-ime PCR. Results

other groups were incubated with DEX 10 100

Expression of a2A adrenergic receptors(a2AR) was
in astrocytes and double immunofluorescence showed that «2AR were colocalized with (a) glial fibrillary acidic
protein (GFAP; an astrocytic marker). The expression level of MCP- mRNA was increased in a dose-dependent
manner with LPS treatment(F  ,;, =289.35 P <0.001) ED50 =150. 8 ng/ml ED95 =344.1 ng/ml r =0. 86.
DEX at 10 100 and 500 ng/ml significantly inhibited the release of MCP-4 mRNA compared with LPS 200 ng/ml
group(F 5,y =454.15 P <0.001). Conclusion

MCPH in activated astrocyte cells and may be one of the mechanisms for the reduction of the pain.

DEX is a potent dose-dependent suppressor of LPS-induced
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