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To the Editor:

We read with interest the paper by O’Dwyer and colleagues
evaluating novel associations between buccal swab oral microbiota,
percentage predicted FVC, and death in 511 people with idiopathic
pulmonary fibrosis (IPF), from the multicenter CleanUP-IPF study.
This suggests an underappreciated role of oral microbiota (1).

The authors showed that increased buccal microbial diversity
occurred with lower baseline FVC and increased mortality risk.
Interestingly, a greater proportion of Streptococcus, mainly composed
of Streptococcus mitis, was associated with a reduced risk. The authors
discussed “the potential for a critical pathogenic oral and pulmonary
interconnection for Streptococcus in IPF” and that “the data suggest
that other unknown factors are also contributing” (1).

In progressive pulmonary fibrosis, including IPF, there is
evidence of interrelated esophageal dysregulation (2, 3),
gastroesophageal reflux disease (2, 4, 5), and reflux-associated
aspiration (2, 4) in patients, who are often elderly. We have also
described dysregulated swallowing, including vocal cord penetration

in videofluoroscopic assessments (6). We congratulate the authors
for providing rare and novel data on oral microbiota in IPF and
wonder if they have comments on how this may integrate in an
overall consideration of aerodigestive involvement, including the
potential for dysphagia in some.�

Author disclosures are available with the text of this letter at
www.atsjournals.org.
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From the Authors:

The oral microbiome consists of complex and distinct host microbial
habitats that are known to associate with oral disease (1). Recently,

This article is open access and distributed under the terms of
the Creative Commons Attribution Non-Commercial No Derivatives
License 4.0. For commercial usage and reprints, please e-mail
Diane Gern (dgern@thoracic.org).

Supported by the Northern Oesophago-Gastric Fund, Health
Education England/National Institute for Health Research, Advanced
Clinical and Practitioner Academic Fellowship, Boehringer Ingelheim,
and Technology Strategy Board grant KTP008821. Ph.D., project
funding from Imam Abdulrahman Bin Faisal University, Saudi Arabia,
and Saudi Arabian Cultural Bureau, London.

Originally Published in Press as DOI: 10.1164/rccm.202405-1008LE
on June 28, 2024

This article is open access and distributed under the terms of the
Creative Commons Attribution Non-Commercial No Derivatives
License 4.0. For commercial usage and reprints, please e-mail
Diane Gern (dgern@thoracic.org).

Supported by NHLBI grants R01 HL162659 (to D.N.O.), K23HL150301
(to J.S.K.), and UH3 HL145266 and R01 HL130796 (to I.N.).

Originally Published in Press as DOI: 10.1164/rccm.202406-1123LE
on June 28, 2024

530 American Journal of Respiratory and Critical Care Medicine Volume 210 Number 4 | August 15 2024

CORRESPONDENCE

 

http://orcid.org/0000-0002-6954-9611
http://www.atsjournals.org/doi/suppl/10.1164/rccm.202405-1008LE/suppl_file/disclosures.pdf
http://www.atsjournals.org
http://www.atsjournals.org
mailto:chris.ward@newcastle.ac.uk
http://orcid.org/0000-0003-3214-380X
http://crossmark.crossref.org/dialog/?doi=10.1164/rccm.202405-1008LE&domain=pdf&date_stamp=2024-08-01
http://crossmark.crossref.org/dialog/?doi=10.1164/rccm.202406-1123LE&domain=pdf&date_stamp=2024-08-01
https://creativecommons.org/licenses/by-nc-nd/4.0/
https://creativecommons.org/licenses/by-nc-nd/4.0/
mailto:dgern@thoracic.org
https://doi.org/10.1164/rccm.202405-1008LE
https://creativecommons.org/licenses/by-nc-nd/4.0/
https://creativecommons.org/licenses/by-nc-nd/4.0/
mailto:dgern@thoracic.org
https://doi.org/10.1164/rccm.202406-1123LE

