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Abstract: [Objective] To investigate the expression change of miR—134 in methamphetamine (MA ) —induced neuronal injury
in PC12 cells and its effect on neuronal excitability and understand the pathogenesis of methamphetamine—induced neuronal injury.
[ Methods] PCI2 cells in the logarithmic phase were divided into control group and MA group. The MA group was treated with 800
pmol/L MA to establish the model of neuronal injury. The cellular injury was observed under microscope. The neuronal apoptosis was
detected by Hoechst3342/P1 double staining, and miR- 134 expression was measured by using real—time quantitative PCR (Real
time—PCR ). Furthermore, we constructed miR—134 interference vector and observed its effect on evoked action potential. [Results]
The cultured PC12 cells were damaged under the 800 wmol/LMA treatment, and neurites became shorter, the apoptotic cells were
evidence. Real time—PCR showed that miR—134 expression was increased after MA treatment. Electrophysiological data showed that
the evoked action potential increased after miR—134 interference. [ Conclusions ] High concentration of MA can induce neuronal

damage and apoptosis and also increase miR—134 expression. While silence miR-134 expression can increase neuronal excitability.
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Our study provides an experimental basis for elucidating the possible mechanism of MA-induced neuronal injury and the role of miR—

134 in neurotoxicity and neuronal excitability.
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A': Control groups; B: PC12 cells treated with 800 pmol/L. MA; C: Analysis of neurites of PC12 cells treated with MA, 1) P =0.00029 vs con-
trol groups (¢ = 11.982,n=5)
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Fig.1 Analysis of morphology and neurites of PC12 cells treated with MA
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Fig.2 The neuronal apoptosis by Hoechst3342/PI double staining
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A: Dissolution curve of RT PCR amplified products; B: Analysis of miR—134 relative expression, 1)P =0.027 s control groups (¢ =4.126,n=15)
B3 PCI241fH miR-134 fyRIZTH
Fig.3 Changes of miR-134 expression in PC12 cells
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A: Control groups; B: MiR—134 interference groups;C: Analysis of the evoked action potential , 1)P = 0.000037 vs control groups (¢ =7.013, n=3)
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Fig.4 Changes of the evoked action potential after miR—-134 interference
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