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Q The majority of patients on
corticosteroids reduced their dose

or discontinued corticosteroids

during nipocalimab treatment

Introduction

e Nipocalimab is a fully human monoclonal antibody that binds to the neonatal Fc receptor (FcRn) with high affinity and specificity, reducing circulating levels of IgG, including pathogenic IgG-based
autoantibodies'?

e Nipocalimab is approved for the treatment of generalized MG (gMG) in adult and adolescent (=12 years of age) patients who are anti-acetylcholine receptor (AChR) positive or anti-muscle-specific tyrosine
kinase (MuSK) antibody positive**

— This approval was supported by the pivotal phase 3 Vivacity-MG3 study involving adults with gMG® The Safety prOﬁle Of nipocalimab

was similar to that reported in
adult patients, and no new safety
signals were identified

- In Vivacity-MG3, nipocalimab added to standard of care (SOC) lowered levels of circulating IgG and pathogenic IgG autoantibodies, and led to symptom improvement sustained over 24 weeks, and up to
60 weeks in the open-label extension®®

e In the phase 2/3 vibrance-mg study, nipocalimab added to SOC demonstrated rapid and substantial reductions in total serum IgG, and sustained disease control over 24 weeks in adolescents (12 to <18 years
of age) with gMG®

Objective

ﬁl) To analyze long-term efficacy and safety of nipocalimab added to SOC therapy in adolescent patients with gMG in the vibrance-mg study through 2 years of treatment

Methods
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Results

Participant disposition and baseline characteristics Effect of nipocalimab on QMG total score
e Among 10 evaluable adolescents in Cohort 1, median  Table 1. Demographics and AT baseline characteristics of adolescent participants in e A clinically meaningful reduction in QMG total score was observed at Week 4 and maintained through the AT phase (Figure 4)
age is 13.5 years, and 8 (80%) are female (Table 1) cohort 1 — Mean (SE) change from baseline in QMG was -4.00 (1.133) at Week 4 and was -4.83 (1.106) at Week 24
Race.. 6 (60%) Asian, 1 (10%) Black or African A Rhadial i 3 12 16 ) e Effect on QMG reduction was generally sustained in the LTE, to -8.25 (2.203) at Week 108
American, 1 (10%) White, 2 (20%) unknown ge, years 0 (12-16) . o o .
Sex, female, n (%) 8 (80.0) e In the subgroup of participants receiving Q2W (n=2) at Week 108, mean change from baseline in QMG total score was -12 (Figure 4)
e A total of 9 adolescents completed the AT phase; Weight, kg 52.2 (30.9-95.5)

Figure 4. QMG total score over time
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e Nipocalimab treatment led to rapid and sustained reductions in total serum IgG (Figure 2) Q2W=every 2 weeks. QMG=Quantitative Myasthenia Gravis, SE=standard error, W=wee

e Median (IQR) % change from baseline in total IgG was -73.34% (-77.92, -70.16) at Week 2 and was -73.30% (-78.69, -68.93) at Week 24 Corticosteroid use
e Effect on total IgG lowering was generally sustained in the LTE, to -50.21% (-74.21, -43.09) at Week 108
e Inthe subgroup of participants receiving Q2W (n=2) at Week 108, mean % change from baseline in total IgG was -62.21%

e Steroid usage and doses decreased over the study period (Figure 5)

— Corticosteroid tapering was allowed only during the LTE and was at the investigator’s discretion

Figure 2. Median (IQR) total serum IgG levels over time , o o , , , , , ,
e During the LTE and up to data cutoff, 4 of 6 participants receiving corticosteroids at LTE entry reduced or discontinued corticosteroid therapy

12 - . . . . . . . .
(3 reduced dosage, 1 discontinued corticosteroids), while 1 maintained a stable dose and 1increased the dose (Figure 6)
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e A clinically meaningful reduction in MG-ADL score was observed by Week 4, and was maintained through the AT phase (Figure 3) Week O 24 48 72 96 120144 0 24 48 72 96 120144 0 24 48 72 96 120 144
o Category M Omg ® >0-5mg ' >5-10mg >10mg Study week relative to baseline
— Mean (SE) change from baseline in MG-ADL was -2.20 (0.490) at Week 4 and was -2.44 (0.242) at Week 24 d
Prednisone (mg) dose at each timepoint equals the mean daily prednisone dose for the 28 days prior to and including that Prednisone (mg) dose at each timepoint equals the mean daily prednisone dose for the 7 days prior to and including that
_ 1 1 1 - timepoint. Cutoff date is the analysis reference end date for patient or discontinuation date for patients that discontinued timepoint.
¢ Eﬂ:eCt on MG ADL redUCtlon was genera”y SUStamed In the LTE’ to 288 (1143) at Week 108 study treatment. AT=active treatment, LTE=long-term extension, W=week. ‘Participant received prednisone equivalence (mg) of 1,250 for 3 days in response to an adverse event (worsening of MG).
e 6 of 9 participants (66.7%) with available MG-ADL assessment showed minimal symptom expression (MSE; MG-ADL of O or 1) at Week 24
e At Week 108, 2 of 4 (50.0%) participants showed MSE; both were on Q2W dose (dotted lines in Figure 3) Safety
e In the subgroup of participants receiving Q2W (n=2) at Week 108, mean change from baseline in MG-ADL total score was -3 (Figure 3) e Nipocalimab was generally well tolerated Table 2. Summary of TEAEs in AT and LTE phases
Figure 3. MG-ADL total scores over time across both the AT and LTE phases (Table 2) AT phase (n=10) LTE phase (n=8)
——— Participant 1on Q2W dose at W108 d TEAE h oy Participant-Years? 5.65 33.32
o S —=—=— Participant 2 on Q2W dose at W108 adverse events ( S) were nasop aryngltls Pts, n EAIRP Pts, n EAIRP
S 4- (n=4[40%]), COVID-19 (n=2 [20%]), and Patients with 1 TEAEs 10 177 8 0.24
= diarrhea (n=2 [20%]) in the AT phase, and Related TEAEs 3 0.53 3 0.09
“ ] [ [ [ H H H
2 3 nasopharyngitis (n=5 [62.5%]), influenza ga:[e“;‘:s W!:: ;i’éEs leading to death 8 8 20 0(())6
- . atients wi S ¢ :
2 4 \ = 9 = 9 . o
93: (n 3. [37.5%]), dla.rrhea f” 2 [25/0]),0upper TEAEs leading to temporary discontinuation of study treatment 0] 0 2¢ 0.06
G \ . e respiratory tract infection (n=2 [25%]), AEs leading to termination of study participation 0 0 0 0
= \ \ e S~ fatigue (n=2 [25%)]), rhinitis (n=2 [25%]) and COVID-19 associated TEAEs' 2 0.35 0 0
) aSum of all exposure including follow-up time. *PEAIR per participant year of exposure. °Worsened myasthenia gravis in both participants. ?No TEAEs led to permanent
Q}\Q &b‘ @QD $’Q/ $\(b q’g $(1’ Agb(b &b‘(b $<b0 &lﬂ/ @q’b‘ @g(b $’\Q<b phaSG discontinuation of study treatment during the AT and LTE phase. ¢Influenza (n=1) and injection site pain (n=1). /No SAEs related to COVID-19 were reported
Q;b% Visit .. during the AT and LTE phase. 9Defined as severe infections requiring systemic treatment or intervention, hypoalbuminemia (albumin <20 g/L), opportunistic infections,
n: 10 10 10 10 9 9 9 7 7 7 6 6 6 4 o NO AES Of SpeC|a| Interest (AES|) were and serious and non—.serio.us deep vein thrombosis and/or pu/mon.ary. embolism. AE=adverse event, AESI=ad\{erse event of special interest, A.T=act/'ve treatment,
: . COVID-19=coronavirus q/sgase 2019, EAIR=exposure-adjusted incidence rate, gMG=generalized myasthenia gravis, LTE=long-term extension, SAE=serious adverse
MG-ADL=Myasthenia Gravis-Activities of Daily Living, Q2W=every 2 weeks, SE=standard error, W=week. reported durlng the StUdy event, SD=standard deviation, TEAE=treatment-emergent adverse event.
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