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ABSTRACT Objective: To study the effect of brain derived neurotrophic factor (BDNF) on the levels of miRNA-132 and sIPSCs in
the dentate gyrus of patients with MTLE. Methods: The study was performed from April 2008 to October 2010. Surgically removed
specimens were collected from the patients with MTLE. All patients gave written informed consent for research use of the biopsy
materials. Surgically resected hippocampal were collected and immediately immersed in oxygenated ice-cold SACSF. The expression of
mlIR-132 by RT-PCR and sIPSCs by patch-clamp. Results: The expression of miR-132 was significantly increased in Dentate Gyrus of
MTLE patients after BDNF perfusion was significantly higher than that before perfusion P<0.01). The frequency and amplitude of sIPSC
were obviously lower in Dentate Gyrus of MTLE patients after BDNF perfusion was significantly higher than that before perfusion (P<0.
01). Conclusions: BDNF increased the expression of miR-132 and inhibited the frequency and amplitude of sIPSCs of granule cells in the
hippocampus of MTLE patients after operation, which could contribute to the development of MTLE.
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Fig. 1 BDNF increased the expression of miR-132 in the hippocampus of
MTLE patients after operation
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Fig. 2 BDNF inhibited the frequency and amplitude of SIPSCs of granule cells of MTLE patients after operation
i 5ERBLEE, ** P<0.01;5 Washout Eb3g, ** P<0.01,

Note: compared with before perfusion, ** P<0.01; compared with washout, ** P<0.01.
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