The Challenge and Untold Burden of

Periodic
Fever Syndromes

Periodic Fever Syndromes comprise a cluster of diseases recognized _ .
B The 3 classic syndromes arefamilial

. . . 1
as part of the expanding group of autoinflammatory disorders Mediterranean fever (FMF), tumor necrosis

factor receptor-associated periodic syndrome
(TRAPS), and hyperimmunoglobulinemia D
with periodic fever syndrome (HIDS/MKD*)!2
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Understanding the Human Burden of Periodic Fever Syndromes
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CRP, C-reactive protein; SAA, serum amyloid A. *Also known as mevalonate kinase deficiency; tA subset of FMF patients are resistant or intolerant to colchicine, the only approved treatment.® 10
TFrom patient experience recorded during Novartis market research, 2013. NOTE: Patient photos are representative and not actual patients.
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