EPO-0477

Safety and Efficacy of Claseprubart, an Active Cls Inhibitor, in Patients with Generalized
Myasthenia Gravis

Stojan Peric,' Pushpa Narayanaswami,2 Marek Smilowski,2 Agnieszka Slowik,* Sankalp Gokhale,’ Caitlin M. Briggs,® Uzma Siddiqui,® Simrat Randhawa,® Matt Truman,® Luke Hickey,? Shahar Shelly,” Tuan Vu,2 John Vissing®

; scimobi()
'University of Belgrade, Serbia; ?Beth Israel Deaconess Medical Center/Harvard Medical School, Boston, MA, USA;3Neurologia Slgska Centrum Medyczne, Katowice, Poland; “University Hospital, Krakow, Poland; °Dianthus Therapeutics, NY, USA, °Truman Statistical Services, Sydney, Australia; ’/Rambam

Medical Center, Haifa, Israel; éUniversity of South Florida, Tampa, FL, USA; °University of Copenhagen, Copenhagen, Denmark

MAIN FINDINGS

e Claseprubart has the potential to deliver meaningful benefits to AChR Ab+ gMG patients

e Claseprubart treatment was well tolerated and resulted in clinically meaningful and statistically via infrequent self-administered SC injections and a reduced risk of encapsulated bacterial
significant improvements across key assessments. infections versus C5 inhibitors.
e The benefit/risk profile of both doses was similar, supporting research focus on the lower dose. e Claseprubart 300mg Q2W and Q4W will be evaluated in an upcoming Phase 3 trial in gMG.
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Figure 1. Claseprubart Mechanism of Action. e |ndividuals with current or prior use of a complement inhibitor, use of an anti-FcRn agent ' e S Claseprubart Placebo o1 Claseprubart g Placebo
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Claseprubart does —( c3 )— Compl Quality of Life 15-item scale (MG-QoL15r). to moderate. “Represents participants who were ANA negative at baseline and tested positive at >1:320 at £ 0 T
not affect lectin Convertase Knrz%ex any point during RCT (percentages calculated from n=17 for 300mg arm and n=22 for 600mg arm). @ Q 30+ L @ @
and alternative ( ) An ANA titer of 21:320 was an exclusion criterion for the clinical trial protocol. At end of RCT (Week 13), 2 of 20 : p=0.0144% | pe0.0111*
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| and block all 3 pathways Table 1. Disposition and Baseline Demographics. Efficacy Assessments Week
AChR, acetylcholine receptor; o
gMG, generalized myasthenia gravis. Placebo Claseprubart Claseprubart o At Week 13, both dose groups of Clasepru bart demonstrated I’apid, sustained D = § :2 Claseprubart 2:2 Placebo :z Claseprubart Placebo
(n=22) 300mg Q2W (n=21)  600mg Q2W (n=22) improvements in MG-ADL score from baseline compared to placebo (Figure 3A). & é 0 Mo el S o0omo QW »
Study discontinuations, n (%) 1 (4.5) 1(4.8) 0(0) - Significant improvement from baseline in MG-ADL was observed as early as g5 o o . - S
: Week 1 in 300mg (p=0.0906 vs. placebo) and 600mg (p=0.0211) groups compared : 2 o 6
O BJ ECTIVE Due to AE, n (%) 0(0) 0(0) 0(0) to placebo (one-sided p-values, p<0.1 considered nominally significant). £3 ) emm—— e
. . . . . . ] 23 72% 43% 23 81% 43%
: Age, mean (SD), years 52.2 (16.5) 57.1 (13.7) 55.3(12.0) - Greater than 60% of patients achieved =5 point improvements in MG-ADL In both 100%  50% 0%  50%  100% 100%  50% 0% 5% 100%
. TO assess the Safety and effl Cacy Of Claseprubart dose groups a‘t Week 13 (Figure 3B) % of partICIPants % of partICIpantS
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Su bCUtaneOus Clasepru bart In patlents - MG-ADL improvement in the 300mg claseprubart arm (dose used in the upcoming MG-ADL and QMG were assessed every other week, beginning 1 week after receiving study dose of
. Weight, mean (SD), pounds 195.0 (48.0) 192.5 (35.5) 179.0 (35.4) Phase 3 study) was also assessed in patients with QMG score 210 at baseline. claseprubart or placebo. (A, C) The change from baseline was analyzed using a mixed effect model
Wlth ACh R Ab+ gMG - . . . In this sub-group, the claseprubart 300mg arm (n=18) demonstrated greater for repeated measures (MMRM) with treatment group, visit, treatment by visit interaction, stratification
Duration of disease, median (range), years 7.7 (0.4-21.2) 3.0(0.5-22.7) 7.6(1.0-37.3) improvement in MG-ADL score (_3 0 placebo-adiusted: p=0 0006) compared to factors, and baseline measure included. Bars represent standard error of the mean. (B, D) Magnitude
MG-ADL score at baseline, mean (SD) 8.5 (2.9) 8.2 (2.2) 8.4 (2.6) th P | b ( -1 6) t Week 13° P J » P=5- P of MG-ADL and QMG improvement was assessed at Week 13. *One-sided p-values are presented for
' ' ' ' ' ) ) € placebo arm (n= a ce ) comparisons of claseprubart vs placebo, with any p-value below 0.1 considered nominally statistically
M ETH O DS QMG score at baseline, mean (SD) 14.2 (5.8) 12.2 (2.7) 12.2 (3.6) e Robust improvements from baseline in QMG score were observed at Week 13 in both signiﬂpan.t. MG-ADL, I\/I'yasthe.nia Gravis Activities of Daily Living scale;, Q2W, once every 2 weeks; QMG,
. . : claseprubart dose groups compared to placebo (Figure 3C). Claseprubart produced Quantitative Myasthenia Gravis score.
Study Design and Dosing MGFA class at screening, n (%) rapid improvement as early as Week 1 (300mg [p=0.0042 vs. placebo]; 600mg
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