
IntroductIon

Methods

AIM

Trial design2

n  Subjects in the INBUILD trial had a physician-diagnosed ILD other than IPF, reticular 
abnormality with traction bronchiectasis (with or without honeycombing) of >10% extent on 
HRCT, FVC ≥45% predicted and DLco ≥30%–<80% predicted.

n  Subjects met ≥1 of the following criteria for ILD progression in the 24 months before screening, 
despite management deemed appropriate in clinical practice:

n  Subjects were randomised to receive nintedanib or placebo. The second database lock took 
place after all the subjects had completed the post-treatment follow-up visit or entered the 
open-label extension study.

Analyses

n  In the subgroup of patients with autoimmune disease-related ILDs, we assessed the following 
using data up to the second database lock:

 – Time to death

 – Time to first acute exacerbation of ILD or death

 – Time to disease progression (absolute decline in FVC ≥10% predicted) or death

 – Adverse events

Exposure to trial medication

n  Mean (SD) exposure was 15.4 (7.4) months in the nintedanib group and 16.9 (6.1) months in the 
placebo group.

Time to death

n  8 patients (9.8%) in the nintedanib group and 11 patients (12.5%) in the placebo group died.

Time to first acute exacerbation of ILD or death

n  10 patients (12.2%) in the nintedanib group and 18 patients (20.5%) in the placebo group had 
an acute exacerbation of ILD or died.

Adverse events

Time to disease progression or death

n  33 patients (40.2%) in the nintedanib group and 47 patients (53.4%) in the placebo group had 
an absolute decline in FVC ≥10% predicted or died.

n  To assess the effects of nintedanib on the risks of death, acute exacerbation of ILD or death, 
and disease progression or death in subjects with autoimmune disease-related ILDs in the 
INBUILD trial.

n  Nintedanib is an inhibitor of tyrosine kinases that inhibits processes fundamental to the 
progression of pulmonary fibrosis.1

n  The INBUILD trial investigated the efficacy and safety of nintedanib in patients with chronic 
fibrosing ILDs with a progressive phenotype, excluding idiopathic pulmonary fibrosis (IPF).2
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R, Randomisation 1:1, stratified by HRCT pattern (UIP-like fibrotic pattern or other fibrotic patterns).  
* Visits occurred every 16 weeks until end of treatment.
† After last subject had completed week 52 visit.  
‡ After all patients had completed follow-up visit or entered open-label extension study. 

results

*Subjects with an autoimmune disease noted in the “Other fibrosing ILDs” category of the case report form, including Sjögren’s 
disease-related ILD, IPAF and undifferentiated autoimmune disease-related ILD.  
RA, rheumatoid arthritis; SSc systemic sclerosis; MCTD, mixed connective tissue disease; IPAF, interstitial pneumonia with 
autoimmune features.

Adverse events (reported irrespective of causality) were coded using preferred terms in the Medical Dictionary for Regulatory 
Activities (MedDRA). Data are % of subjects with ≥1 such adverse event reported between first trial drug intake and 28 days 
after the last trial drug intake in >10% of patients in either treatment group. *Corresponded to the MedDRA preferred term 
“interstitial lung disease”. ALT, alanine aminotransferase; AST, aspartate aminotransferase.

Data are % of subjects with ≥1 such adverse event reported between first trial drug intake and 28 days after the last trial drug 
intake. Serious adverse events were defined as events that resulted in death, were life-threatening, resulted in hospitalisation or 
prolonged hospitalisation, resulted in persistent or clinically significant disability or incapacity, were a congenital anomaly or birth 
defect, or were deemed serious for any other reason.Disease progression was defined as an absolute decline in FVC ≥10% predicted.

Data are % of subjects with ≥1 such adverse event.

Subjects with autoimmune disease-related ILDs (n=170)

Baseline characteristics

Time to death

Time to first acute exacerbation of ILD or death

Most frequent adverse events (reported irrespective of causality)

Adverse events leading to permanent discontinuation of trial drug

Serious adverse events

Time to disease progression or death

Subjects

conclusIons
n   Data from the INBUILD trial suggest that nintedanib has a clinically meaningful effect on slowing the progression of ILD in patients with chronic fibrosing autoimmune 

disease-related ILDs with a progressive phenotype, with adverse events that are manageable for most patients.

The INBUILD trial
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