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Nucleus distribution of nitric oxide synthase in central nervous system in rat after

anesthetization with propofol
WEN Xin-rong', TAO Guo-cai', FAN Xiao-tang”, ZHANG Jin-hai’, HU Rong’ (' Department of Anesthesiology, Southwest
Hospital, *Department of Neurobiology, College of Medicine, Third Military Medical University, Chongqing 400038, China)

Abstract: Objective To clarify the effective location of propofol in central nervous system ( CNS).
Methods Forty-two Wistar rats were ramdomized into control group, 50 mg/kg propofol, 100 mg/kg propofol ,
150 mg/kg propofol , tail shearing, propofol followed by tail shearing (n =7 in each group). The NOS expres-
sions in the CNS were recorded by NADPH-d histochemistry after anesthesia by intraperitoneal injection of
propofol. Results Rather widely stained NOS positive neurons were observed in the control group. In propofol
groups, the NOS expressions were decreased significantly as compared with the control group, mainly located in
ACB, LS, Pe, VLG, Den, SO, SCh, AVPO, Sol, SuM, BL, PV, LHb and l¢j, showing a negative dose-
effect relation with propofol. Conclusion Propofol has the determined sites of action in CNS and the decrease
of NO synthesis by the inhibition of NOS may play a role in propofol-induced general anesthesia.
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