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HPP Bach1 inhibitors attenuate the EAE disease severity

™ Jated eytotoxicity through auqmentation of antloxidant 4
mediated cytotoxicity through augmentation of antioxidant gene
Background: Pharmacological activation of nuclear factor (erythroid-derived 2)- expressi on and cellular GSH

like 2 (Nrf2) is an attractive mechanism for the treatment of Multiple Sclerosis
(MS) since Nrf2 promotes both neuroprotection and anti-inflammation. Bach1 is

through both neuroprotection and immune modulation

Bach1 inhibition
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IFN-y-induced MHC class Il up regulation in mouse macrophages
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