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INTRODUCTION RESULTS
* BAFF and APRIL play critical roles in the activation, differentiation, and/or survival of B cells (particularly _ _ o _ . - _ _ _ _ _ . _ Baseline Characteristics: IgAN
antibody-secreting cells) as well as other immune cells including T cells and innate immune cells.12 Povetacicept Provides Clinically Meaningful UPCR Reduction, Remission, Hematuria Resolution, and Stable eGFR in IgA Nephropathy, Associated with Reductions in Gd-IgAl
« Inhibition of BAFF and/or APRIL has shown promise in multiple glomerulonephritis conditions,31! with Characteristic 80 mg SC Q4W 240 mg SC Q4W
the potential to modify the underlying pathogenic autoimmunity. Due to their overlapping but non- _ _ o _ o _ _ _ (Mean £ SD or N [%]) N=12 N=29
redundant roles,'2 dual BAFF/APRIL inhibition is likely required for optimal efficacy. Reductions in Proteinuria (UPCR) Achievement of Remission Stable Renal Function (eGFR) Reductions in Gd-IgAl
» Povetacicept (ALPN-303) is an Fc fusion of a variant TACI domain engineered for enhanced dual De;‘indedtggir léri’glf? :c(:’g 9(/3,2%5;023 dre(c:itlggr?d bg§F5FgJ‘;A> ]::loanL?L’
BAFF/APRIL inhibition.1® Povetacicept has demonstrated activity superior to WT TACI-lg; BAFF-, nes ' HNEHON (= 2o rechetion ©
APRIL-, or FcRn-specific inhibitors; and B-cell depletion in multiple preclinical disease models.13-15 o R TR : 100% - O R R R
* Povetacicept was well tolerated in healthy volunteers and induced on-target PD effects, including = —O- Povetacicept 80 mg 100 - nggi:g:g:g: ggomrgg a -@- Povetacicept 80 mg o -@ Povetacicept 80 mg
reduced circulating Ig levels (including the IgAN biomarker Gd-IgA1) and antibody-secreting cells.® T i —@- Povetacicept 240 mg ~ o Cfl 20— —@- Povetacicept 240 mg +12 = @ Povetacicept 240 mg
« Initial results with povetacicept 80 mg SC Q4W in participants with IgAN enrolled in the ongoing RUBY-3 n W -20- > = 3 -204
study (NCT05732402) showed good tolerability with multiple dosing and promising reductions in UPCR c‘g N i @ 80 o 8 ch m -
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BAFF Inflammatory processes includin
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Povetacicept: Dual ¢ wrom gy e _ Safety: Povetacicept Has Been Well Tolerated in IgAN
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BAFF/APRIL Inhibitor ko 2 S7 o underlying autoimmunity, 100% of IgAN participants achieved Hematuria Resolution, defined as negative/trace hematuria
Designedto suppress } o g A cellularitissue damage S among those with non-negative/trace hematuria at BL, at 36 and 48 weeks (4/4 and 1/1, respectively) 80mg | 240mg All IgAN
cells and production of autoantibodies ?f '.‘ “§ "‘\\g’% )//,,9 | ' 4 Adverse Event (AE) Type N=12 N=29 N=41
D Treatment-Emergent AEs (n, %) 7 (58%) 10 (34%) 17 (41%)
Reductions in IgA/C3 and Gd-lgA1/C3 Ratios? Pharmacodynamic Serum Ig Reductions - Grade 1 5 (42%) 5 (17%) 10 (24%)
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Dose Escalation in Each Disease S -80- S function, resolution of hematuria, and remission. Any Infection AE (n, %) 2 (17%) 8(28%) 10 (24%)
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Efficacy 2 Biomarkers of IgAN disease severity and progression.1°-21 ,§ f“nI - § EJ; - particularly IgAN, remains Strongly su pported. A pivotal trial AB B REVIATIONS
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Povetacicept SC Q4W up to 2 yr * Reductions in IgA1/C3 were similar to IgA/C3 and Gd-IgA1/C3 (not shown). S 5  -80- estimated glomerular filtration rate; FcRn, neonatal Fc receptor; Gd-IgAl, galactose-deficient IgA1;
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eGFR 245 mL/min/1.73m?) 2nd Extension: 52 wk Serum Igs ileum, respectively, suggesting that increased tissue distribution may contribute - o M
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