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by inhibiting neural cell apoptosis and reducing inflammatory response through down-regulation of

NF-kB expression.
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Fig.1 Inflammatory response in rat brain tissues in ICH model group and LiCl pretreatment group 3 days after ICH (x50)

Fig.2 Immunohistochemistry for the expression of NF-«kB in ICH group and LiCl treatment group (x200)
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Tab.1 Comparison of the number of TUNEL-positive cells in ICH group and LiCl
treatment group at different time points (Mean+SD, n=6)
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Tab.2 Comparison of the number of NF-kB-positive cells in ICH group and LiCl
treatment group at different time points (Mean+SD, n=6)
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