Inflammation in COPD

Inflammation associated with COPD*
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*Please note that the proposed i ys in COPD shown here have been simplified for illustration purposes only and do not align with specific disease pathology or cllmcal manifestations, nor do they |mply clinical benefit or relevance
ion in COPD is iated with Tvpe 1 Type 3, and Type 2 pathways contributing to heter disease pathols and clinical ions.'8 This can be further i d by envir | triggers i which can SsT2

receptor expression on inflammatory cells.! To determine a patient’s disease phenotype and contribute to better understanding the underlying disease 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 medicine-based approaches to disease management and treatment?

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

CD, cluster of differentiation; COPD, chronic obstructive pulmonary disease; IFN, interferon; IgE, immunoglobulin E; IL, interleukin; ILC, innate lymphoid cell; NK, natural killer; ST2, suppression of tumourigenicity 2; Tc, cytotoxic T cell; Th, T helper; TNF, tumor necrosis factor; TSLP, thymic stromal

lymphopoietin
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