Inflammation is centrally involved in COPD pathogenesis
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Chronic obstructive pulmonary disease (COPD)
is a leading public health burden

* Pulmonary disease characterized by: heaithy airways with
. . . ~ airways COPD
* lIrreversible airflow obstruction
* Progressive lung function decline | L)
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» 6th|eading cause of death in US!  healthy air sacs with
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reversing disease progression |
alveolar wall destruction
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No individual cytokine could differentiate between
disease progression
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No individual cytokine could differentiate between
disease progression
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Also, no difference in cytokines A, B, D, E, G, H In collaboration with Xand Y



Conclusions

Identified biomarker signature that predicts disease progression up to X years
before functional decline

Individuals likely to progress show dysregulated activation of pathway Z
* Observation was validated in an independent cohort

Blood-only biomarkers lacked validation, underscoring the need for cross-
compartment integration in future studies



Conclusions

 Developed a predictive modeling framework for COPD progression, adaptable
across other complex lung disease datasets

 |dentified biomarker signature predicting progression (X% accuracy),
supporting improved patient stratification

* Pinpointed pathway Y as central axis of dysregulation, prioritizing mechanistic
targets for follow-up studies



