mj2f & 2HObstructive Lung Disease) Volume 13, Number 01, January 2025

m Treatment of Bronchiectasis : Recent Clinical Trial
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Bronchiectasis is a chronic respiratory disease with a rising global prevalence and burden.
Traditionally considered a sequela of respiratory infections, its treatment has focused on symptom
relief rather than targeted therapy. However, recent studies have highlighted the role of neutrophilic
inflammation in disease progression, leading to the development of Cathepsin C/Dipeptidyl 1
inhibitors such as Brensocatib and BI 1291583.

The ASPEN trial (NCT04594369) demonstrated that Brensocatib (10 mg, 25 mg) significantly reduced
annual exacerbation rates (21.1% and 19.4%, respectively) and mitigated FEV1 decline over 52 weeks.
The AIRLEAF trial (NCT05238675) showed that BI 1291583 (2.5 mg, 5 mg) reduced exacerbation risk
(34% and 29%, respectively) with a favorable safety profile, though statistical significance was not
reached.

These findings suggest that Brensocatib and BI 1291583 may offer a promising therapeutic approach
for bronchiectasis by reducing exacerbations while maintaining safety. Further large-scale studies are

needed to confirm their long-term efficacy.
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