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Efficacy and safety of subcutaneous garadacimab for the prophylaxis of hereditary angioedema (HAE) attacks
IN adult and adolescent patients with HAE: results from a multicenter, placebo-controlled Phase 3 trial
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CONCLUSIONS

» Once-monthly subcutaneous (SC) garadacimab elicited significant reductions in HAE attack rate per month (100% reduction in median attack rate vs placebo)
Garadacimab demonstrated early onset and sustained control of HAE attacks (71.8% attack free in first 3 months and 61.5% attack free over 6-month treatment period)
Favorable safety profile observed with no reported abnormal bleeding or thrombotic adverse events (AESIs per protocol)

Long-term efficacy and safety are currently under evaluation in an open-label extension study (ClinicalTrials.gov identifier: NCT04739059)

RESULTS

BACKGROUND

EE

* HAE is a rare, often debilitating, potentially fatal disease characterized by unpredictable swellings
(HAE attacks)'?

* Most patients with HAE display deficiency (type I) or dysfunction (type Il) of C1-INH, causing contact
system dysregulation leading to uncontrolled bradykinin production via the kallikrein—-kinin pathway'=

* 64 patients (including 6 adolescents) were randomized to garadacimab (n=39)
or placebo (n=25) and entered treatment (Table 1)
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#f that medication had previously been shown to be effective.

* >90% reduction in HAE attack rate over entire 6-month treatment period:
29 patients (74.4%) for garadacimab vs 2 (8.3%) for placebo (Figure 3)

» Time to first HAE attack for 75% of patients (or attack free): 272 days in
garadacimalb arm vs =5 days in placebo arm

&

Study month

AE, adverse event; AESI, adverse event of special interest; BMI, body mass index; Cl, confidence interval; HAE, hereditary angioedema;
IQR, interquartile range; MedDRA, Medical Dictionary for Regulatory Affairs; NE, not estimable; OLE, open-label extension;
glm, once monthly; SC, subcutaneous; SD, standard deviation; TEAE, treatment-emergent adverse event.
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