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A-005 limits TYK2 pathway activation in astrocytes, microglia, and B cells A-005 inhibits functional responses in B cells
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both the periphery and CNS.

» Astrocyte and microglial activation is believed to contribute to the ‘smoldering
inflammation’ that is a hallmark of progressive forms of Multiple Sclerosis
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. N A-005 achieves complete suppression of clinical EAE A-005 suppresses IP-10 induction in vivo
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