Cytokine Profile in patients with Chronic Granulomatous Disease (CGD)
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« Serum cytokines analyzed here do not clearly identify distinct patterns
Descriptive statistics, clustering, and principal component analysis (PCA) performed. Participants were sorted by « Cytokine profiles in CGD patients may vary with age, genotype and/or clinical status, but differences are mostly driven by
age, type of CGD, use of prophylaxis versus treatment antimicrobials, and use of immuno-modulators versus not. outlier values and analysis is limited by small participant numbers

\ « Additional work is required to more fully understand the impact of serum cytokines on allo-HSCT or gene therapy /




