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[Abstract] Objective To provide new experimental evidences associated with the mechanisms
of inhaled anesthetics, the effects of sevoflurane on the electric activities of inhibitory interneurons in
basal forebrain area (BF) were observed. Methods C57BL/6 mice, aged 2-3 weeks, were used and
BF sections were cut for whole patch-clamp recording. Artificial cerebrospinal fluid containing sevoflu-
rane was given and action potential, inhibitory postsynaptic potential were recorded. Results Sevoflu-
rane could increase the frequency of firing rate of inhibitory interneurons in basal forebrain area (P <<
0.001), which could increase the frequency of action potential caused by depolarization current (P <<
0. 05), and increase the frequency of spontaneous inhibitory postsynaptic currents of pyramidal neu-
rons (P<C0.05), while AP-depended miniature inhibitory postsynaptic currents were not significantly
changed. Conclusion The basal forebrain inhibitory interneurons are involved in the anesthetic effect
of sevoflurane.
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