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1. Cholestasis correlates with reduced neuronal plasticity and long-term potentiation /I : ® =
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3. These data suggest that OCA treatment may be able to help reverse the effects of 3 kL
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cholestasis in the brain and promote neuronal regeneration in the hippocampus, a region 3% ©

that controls memory.
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Figure 9. Immunofluoresent staining of SOX2 in the hippocampus showed an
Increase of neural progenitor cells in prophylactically OCA treated animals
versus BDL ( p<0.05)*

Figure 8. IPA Pathway component analysis showing upregulated genes in the
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