
Nintedanib  
(n=116)

Placebo  
(n=230)

Age, years, mean (SD) 70.5 (7.7) 70.2 (7.2)
Male, n (%) 93 (80.2) 169 (73.5)
Race, n (%)

White 70 (60.3) 144 (62.6)
Asian 35 (30.2) 68 (29.6)
Missing* 11 (9.5) 18 (7.8)

Former/current smoker, n (%) 85 (73.3) 167 (72.6)
FVC, % predicted, mean (SD) 96.6 (15.2) 98.0 (12.6)
DLco, % predicted†, mean (SD) 60.9 (16.6) 65.5 (21.2)
*Data on race were not collected in France due to local regulation. †Corrected for haemoglobin.

Results

Subjects

Effects of nintedanib on markers of epithelial damage in subjects with IPF: 
data from the INMARK® trial
R Gisli Jenkins1, Imre Noth2, Moisés Selman3, Vincent Cottin4, Yasuhiko Nishioka5, Jin Woo Song6, Antje Prasse7, Eric S White8, Carina Ittrich9, Claudia Diefenbach9, Klaus B Rohr10, Susanne Stowasser10, Toby M Maher11

1National Institute for Health Research Respiratory Biomedical Research Centre, Nottingham University Hospital, Nottingham, UK; 2Division of Pulmonary and Critical Care Medicine, University of Virginia, Charlottesville, Virginia, USA; 3Instituto Nacional de Enfermedades Respiratorias “Ismael Cosio Villegas”, Mexico City, Mexico; 4Respiratory Diseases Department, National Reference Center for Rare Pulmonary Diseases, Respiratory Diseases Department, Louis Pradel 
Hospital, Claude Bernard Lyon 1 University, Lyon, France; 5Graduate School of Biomedical Sciences, Tokushima University, Tokushima, Japan; 6University of Ulsan College of Medicine, Asan Medical Center, Pulmonary and Critical Care Medicine, Seoul, South Korea; 7MHH Hannover Medical School, Department of Respiratory Medicine, Hannover, Germany; 8Boehringer Ingelheim Pharmaceuticals, Inc., Ridgefield, Connecticut, USA and Adjunct Professor, University of 
Michigan, USA; 9Boehringer Ingelheim Pharma GmbH & Co. KG, Biberach an der Riss, Germany; 10Boehringer Ingelheim International GmbH, Ingelheim am Rhein, Germany; 11National Heart and Lung Institute, Imperial College London, UK and National Institute for Health Research Clinical Research Facility, Royal Brompton Hospital, London, UK, and Keck School of Medicine, University of Southern California, Los Angeles, California, USA

Poster developed for the European Respiratory Society International Congress, 7–9 September 2020.

Aim

n	� To investigate the effects of nintedanib compared with placebo on CA-125 and CA19-9 in subjects with IPF using data from the INMARK trial.

Methods

Trial design5

n	 �Subjects with IPF and FVC ≥80% predicted were randomised 1:2 to receive nintedanib or placebo for 12 weeks, followed by an  
open-label period during which all subjects received nintedanib for 40 weeks.

Effect of nintedanib on changes in CA-125

n	 �The adjusted rate of change in CA-125 from baseline to week 12 was significantly different between the nintedanib and placebo 
groups (Figure 1).

n	 �Adjusted mean CA-125 levels decreased with nintedanib vs placebo from week 4. After week 12, a decrease in CA-125 was observed 
in patients who switched from placebo to nintedanib, which was comparable to the initial decrease seen in the nintedanib group. From 
week 20, CA-125 levels were similar between the groups (Figure 2).

Effect of nintedanib on changes in CA19-9

n	 �There was no significant difference between the nintedanib and placebo groups in the adjusted rate of change in CA19-9 levels from 
baseline to week 12 (Figure 3).

n	 �Adjusted mean CA19-9 levels were similar in both groups over 52 weeks (Figure 4).

n	 �Blood samples were taken at weeks 4, 8, 12, 16, 20, 24, 36, and 52.

Analyses

n	 �We assessed:

	 –	 the rate of change in CA-125 and CA19-9 from baseline to week 12 using random coefficient regression

	 –	 changes in CA-125 and CA19-9 over 52 weeks using a mixed model for repeated measures.

n	 �Data were log10 transformed before analysis.

n	 �Analyses were performed in subjects who received ≥1 dose of trial drug and had analysable data for the biomarker.

Conclusions
	n	 �These analyses of data from the INMARK trial suggest that a reduction in CA-125, a marker of epithelial injury, may be a biomarker of response to nintedanib in patients with IPF.

n	 �Further studies are needed to validate CA-125 as a predictor of disease progression and a biomarker of response to nintedanib in patients with IPF.
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Introduction

n	� IPF is believed to occur in genetically susceptible individuals following repeated or persistent epithelial injury.1

n	� CA-125 and CA19-9 are markers of epithelial damage that have been associated with disease progression in patients with IPF.2,3

n	� Nintedanib is an approved treatment for IPF, which reduces the rate at which the disease progresses.4

Baseline characteristics of subjects in the INMARK trial 
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Figure 1. Rate of change in CA-125 from baseline to week 12 Figure 3. Rate of change in CA19-9 from baseline to week 12

Figure 2. CA-125 over 52 weeks Figure 4. CA19-9 over 52 weeks
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Nintedanib
Placebo/nintedanib*

No. of subjects
Nintedanib 68 65 73 66 100 97 97 94 92
Placebo/nintedanib* 154 132 137 134 186 178 184 187 169
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Nintedanib
Placebo/nintedanib*

Week
No. of subjects
Nintedanib 65 63 64 60 97 93 95 89 85
Placebo/nintedanib* 141 135 121 117 172 173 174 175 161

R, randomisation.

Based on log10 transformed values. Based on log10 transformed values.

*Subjects received placebo (blinded) for 12 weeks followed by nintedanib (open-label) for 40 weeks. *Subjects received placebo (blinded) for 12 weeks followed by nintedanib (open-label) for 40 weeks.
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