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TABLE 1. Baseline Demographics and Disease Characteristics Among FIGURE 1. Frequency of CV Risk and CV Comorbidity at Baseline FIGURE 2. Frequency of CV Risk and CV Comorbidity at Baseline
Pooled Participants by Baseline CV Risk?® Among Pooled Participants (N=263) Among Participants in ADAPT (N=167)
CV risk at baseline No CV risk at baseline
Age, years, mean (SD) 55.2 (14.7) 34.2 (8.8) m Efgartigimod (n=84)
Age category, years, n (%) 83.3 m Placebo (n=83)
Age 18-<65 153 (69.9) 44 (100.0) 30 20
Age >65 66 (30.1) 0 S < £9.9
Sex at birth, female, n (%) 132 (60.3) 39 (88.6) c = 67.3
Race, n (%) 2 a
American Indian or Alaska Native 2 (0.9) 0 _5 60 § 60
Asian 15 (6.8) 3 (7.0) B k=
Black or African American 5(2.3) 0 S §
Multiple 1(0.5) 1(2.3) S 5
White 195 (89.0) 39 (90.7) % 40 & 40
Other 1 (0.5) 0 § ‘q:';
BMI, kg/m?, mean (SD) 29.8 (7.2) 22.8(3.0) g_“, =
Corticosteroid therapy, n (%) 144 (65.8) 29 (65.9) 20 o 20
Time since diagnosis, years, mean (SD) 7.9 (8.3) 8.6 (6.6)
Prior thymectomy, n (%) 80 (36.5) 28 (63.6) 5.3 4.8 s
MGFA classification at screening, n (%) ~ .
Class II 91 (41.6) 17 (38.6) 0 = — 0 B e
Class 11| 120 (54.8) 25 (56.8) Presence of CV Presence of CV Presence of CV risk factor(s)? Presence of CV comorbidity®
Class IV 8 (3.7) 2 (4.5) risk factor(s)? comorbidity® n= 57 58 4 2
Total MG-ADL score, mean (SD) 9.1(2.8) 8.9 (2.8)
N AN AN /
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TABLE 2. CV-Related TEAEs by MedDRA System Organ Class and Preferred Term by CV Risk at FIGURE 3. Change in LDL Levels Over Time in Cycle 1 of ADAPT FIGURE 4. Apolipoprotein B Levels Over Time in
Baseline in ADAPT?® Cycle 1 B Cycle 1 ADAPT-SC+ and ADAPT NXT®
CV risk at baseline No CV risk at baseline All Patients Baseline LDL >130 mg/dL (23.4 mmol/L)* 2.0 T ADAPT-SC+ Cycle 1
System Organ Class Placebo (n=25) = ° - ° T High: 24.13 mmol/L® T ADAPTRA
petevedtem v % | m L n L% Lm0 | v o | ol % | n S 3 A
Any TEAE 50 87.7 196 50 86.2 207 15 55.6 56 20 80.0 63 £ £ LI
Cardiac disorders 0 - - 3 5.2 4 2 7.4 2 1 4.0 1 2 1 T = .nEn
Angina pectoris 0 - - 1 1.7 1 0 - - 0 - - g § ‘g T T _
Atrial fibrillation 0 . . 2 3.4 2 0 . . 0 . . 2 2 & gs;ﬂ;ao';f:tg:mf‘g
Cyanosis 0 - - 0 - - 1 3.7 1 0 - - = = = 1.07 I B E—
Mitral valve prolapse 0 - - 0 - - 1 3.7 1 0 - - :c_' _EI E
Myocardial ischemia 0 - - 0 - - 0 - - 1 4.0 1 g g 5 - Optimal: <2.60 mmol/L® ?.". = =
Tachycardia 0 _ - 1 1.7 1 0 - - 0 - - = = T 0.52 g/L-
Vascular disorders 7 12.3 9 4 6.9 4 0 - - 2 8.0 2 ki Optimal: <2.60 mmol/L’s 41 é’
Hematoma 1 1.8 1 0 . i 0 i i 0 i i 5 1 5 1
Hot flush 1 1.8 2 0 - - 0 - - 0 - - = =
Hypertension 3 53 4 4 69 4 0 - - 2 80 2 012345678 10 0125435678 10 "0 a . 1o
Orthostatic hypotension 1 1.8 1 0 - - 0 - - 0 - - Week Week Week
Varicose vein 1 1.8 1 0 - - 0 - - 0 - - n=80 76 76 75 74 73 76 73 77 65 n=24 22 21 21 21 20 21 20 21 19
The denominator for the percentage calculations is the total number of participants per treatment in the safety analysis set, excluding missing value. n=81 73 77 79 75 74 76 72 76 70 n=31 29 29 29 28 30 28 26 29 26 n= 68 62 56
O Distribution of CV-related TEAEs was similar between efgartigimod and placebo groups irrespective of the presence or —e— Efgartigimod (n=84)  —#— Placebo (n=83) —e— Efgartigimod (n=24)  —#— Placebo (n=31)
absence of CV risk factors at baseline '3.4 mmol/L is the lower threshold for borderline high LDL cholesterol in people who do not have coronary artery disease and high LDL cholesterol in people with coronary artery
. disease or other atherosclerosis.® Participants in ADAPT-SC+ were enrolled from both ADAPT-SC and ADAPT+ (open-label extension of ADAPT) trials.
. O Edema events were not observed during the ADAPT study J € )L y

SUMMARY

>80% of participants with In ADAPT, there were no notable Efgartigimod treatment did not Careful assessment of CV risk

(N gMG have at least 1 CV differences in CV-related TEAEs increase LDL levels irrespective of factors and comorbidities,
'Q' risk factor between efgartigimod and baseline LDL levels and did not increase such as hyperlipidemia, is
= placebo irrespective of the apolipoprotein B levels (a more important when making MG
presence or absence of CV risk accurate marker of CV risk) treatment decisions
factors at baseline
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