Inflammation in COPD

Environmental triggers damage epithelial tissue, Allergens
causing cellular inflammation and alarmin release -t -t
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Disease pathology and clinical manifestations
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*Please note that the proposed inflammatory pathways in COPD shown here have been simplified for illustration purposes only and do not align with specific disease pathology or clinical manifestations, nor do they imply clinical benefit or relevance

ion in COPD is iated with Type 1, Type 3, and Type 2 pathways contributing to heter disease pathol: and clinical 1-8 This can be further ii d by envir | triggers includii which can i or d sT2
receptor expression on inflammatory cells.! To determine a patient’s disease phenotype and contribute to a better understanding of the underlylng dlsease biology, biomarkers of disease such as eosinophil count and the neutrophil/lymphocyte ratio can be measured,**
reflecting examples of how biomarker approaches could be combined in the future to assess inflammation in COPD and tailor precision medici pp! hes to disease and tr

Figure adapted from Calderon AA, et al. Eur Respir Rev 2023;32:220144 and Brightling C, Greening N. Eur Respir J 2019;54:1900651
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