Efficacy and Safety of Fenebrutinib, a Noncovalent, Reversible BTK Inhibitor, in MS:
Primary Results of a Phase |l Trial
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BACKGROUND RESULTS

e Inflammation and secondary neurodegeneration processes begin early in multiple sclerosis (MS) and may e Of the 109 patients randomised, 73 received fenebrutinib, and 36 received placebo (Table 1) Figure 4. Total New/Enlarging T2-Weighted Lesions Combined (Weeks 4, 8 and 12) and by Weeke
drive progression of the disease' - :

e No serious adverse events were reported (Table 2)

e There was no imbalance in number of T1 gadolinium-enhancing (Gd+) lesions at baseline between the * There was no imbalance in infections between the fenebrutinib and placebo arms

e Bruton’s tyrosine kinase (BTK) is implicated in peripheral and central nervous system inflammation in MS fenebrutinib and placebo arms (Table 1) Combined (Weeks 4, 8 and 12) « All adverse events (AEs) were Grade 1 or 2, except for two Grade 3 asymptomatic liver transaminase
and is a therapeutic target for relapsing and progressive disease?®* 0.9 level elevations ’
o _ _ _ - _ o Table 1. Baseline Demographics and Disease Characteristics 0.8 - W Placebo M Fenebrutinib
e Fenebrutinib is a potent, highly selective, noncovalent, reversible BTK inhibitor under investigation for MS
0.7 4 P=0.0004 Table 2. Safety Summary
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