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The Detailed Pathological Mechanisms and Relative Activities of Induction of Inflammatory Responses in Microglia by Ketamine and Ghb
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Recently, ketamine and GHB have been largely abused in Taiwan. They induce a very serious social problem in Taiwan. Ketamine and GHB belong
to popular anesthesia in clinic. In this study, we compared and investigated the inflammatory effects of ketamine and GHB in microglia. The

activation of microglia in response to neuropathological stimuli is one of the prominent features of human neurodegenerative diseases. Cytokines



such as IL-1 2 H? H ? Hnand TNF- ? H ? H and inflammation-related enzymes such as inducible nitric oxide synthase (iNOS) are usually induced
during the inflammatory responses of microglia. In this study, we investigated the inflammatory effects of microglia stimulated by LPS (100 ng/ml),
ketamine (0.5 and 1.0 mM) and GHB (0.25 and 0.5 mM). We found that LPS (100 ng/ml) time-dependently (12 and 24 hr) induced NO, IL-1 7 H ?
H ? Hnand TNF- ? H ? H ? Hnformations in microglia (5 ? H ? H105/ml) as compared with the control groups (distilled water). On the other hand,
preincubated microglia with ketamine and GHB for 6, 12 and 24 hr, we found that neither ketamine (0.5 and 1.0 mM) nor GHB (0.25 and 0.5 mM)
significantly induced NO, IL-1 ? H ? H ? Hnand TNF- ? H ? H ? Hnformations. Furthermore, in ex vivo experiments, LPS also stimulated markedly
NO formation in microglia, however, neither ketamine nor GHB significantly increased NO formation in this reaction. In addition, LPS but not
ketamine or GHB significantly induced iNOS, IL-1 ? H? H ? Hnand TNF- ? H ? H expressions in microglia by Western blot experiments. In

conclusion, we found that ketamine and GHB did not significantly induce an inflammatory response of microglia.



