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Occupational Burden in Chronic Respiratory Disease:
Call for Recognition, Training, and Data Capture

To the Editor:

We read with great interest the recently published work entitled “The
Occupational Burden of Nonmalignant Respiratory Diseases. An
Official American Thoracic Society and European Respiratory
Society Statement” (1). In this statement, Blanc and colleagues
summarize the literature regarding the contribution of occupational
exposures to a variety of chronic lung disorders. The authors pool
previously published data to derive the population-attributable
fraction (PAF) and estimate the contribution of meaningful
exposures to individual pulmonary diseases. The proportion of
patients with interstitial lung disease (ILD) and occupational
exposures was of particular interest to us. In patients with idiopathic
pulmonary fibrosis (IPF), the pooled PAF was highest for vapors,
gas, dust, or fumes (at 26%), followed by metal dusts or fumes (8%),
wood dusts (4%), and silica (3%). The PAF for work-related
exposures was 19% for hypersensitivity pneumonitis (HP) and 30%
for sarcoidosis. Although they were not addressed in the statement,
inhalational exposures and environmental antigens have been
known to stimulate the immune system and contribute to the
development of autoimmune disease, most notably in rheumatoid
arthritis from cigarette smoking and coal dust exposures, as well as
systemic sclerosis from inhalation of silica particles (2, 3). At our
tertiary referral center, systematic history taking has elicited
inhalational exposures in the majority of patients with ILD, not only
in those with IPF and HP but also in patients with connective tissue
disease–related ILD and unclassifiable ILD (4).

Although occupational asthma has long been known to
constitute a significant minority of all-comers with adult asthma,
and workplace exposures are now recognized to cause chronic
obstructive pulmonary disease, especially in nonsmokers, the
environmental antigens that are usually believed to be causative in
ILD, such as birds and mold, are often attributed to exposures in the

home (5, 6). In contrast, the relatively high PAFs for occupational
exposures in IPF and HP reported in this statement correlate with
our own experience in our clinic, where we frequently see
firefighters, construction workers, and metalworkers who have
received multidisciplinary diagnoses of IPF or HP. A systematic
review at our center showed that 45% of patients with IPF and 48%
of patients with HP had a self-reported history of an exposure
classified as occupational. Beyond the diagnoses mentioned in the
consensus statement, 41% of the patients in that review had a
connective tissue disease–related ILD and a history of potentially
relevant work-related exposures. In addition, we see patients across
all ILD diagnoses who are employed in workplaces that are not
typically thought of as high risk, such as schools, hospitals, and
hotels, which may be old, poorly maintained, or frequently
remodeled, and thus are a potential source of dust and microbial
antigen exposure.

The American Thoracic Society/European Respiratory Society
statement is an important step toward increasing the pulmonary
community’s understanding of the role of inhalational exposures in
chronic nonmalignant lung diseases. It is likely that increased
awareness will confirm our personal clinical observation that the
occupational burden in diffuse parenchymal lung disease is greater
than was previously recognized and may extend to patients with all
types of ILD, including that associated with autoimmunity. The
data support the routine assessment of exposures in a systematic
and comprehensive fashion in patients with chronic lung disease
and necessitate formal training in occupational medicine for all
pulmonary fellows and additional education for current clinical
practitioners. For the research community, the identification of
inhalational exposures in the home and workplace provides insight
into disease pathogenesis and suggests future investigations, but is
dependent on the data being elicited and captured in multicenter
studies and national registries. The goal of this training and
research should be effective interventions to modify the disease
course, with prevention of disease onset being the ultimate holy
grail. n
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Reply to Lee and Strek

From the Authors:

Wewelcome the comments byDr. Lee andDr. Strek calling for increased
recognition, training, and data capture to address unrecognized
occupational attributions in response to the recently published work
entitled “The Occupational Burden of Nonmalignant Respiratory
Diseases. An Official American Thoracic Society and European
Respiratory Society Statement.” Indeed, those were implicit goals that
led our international taskforce members to undertake this in-depth
review (1). From the onset, we recognized that in focusing on
selected nonmalignant respiratory conditions, there would be
other occupational associations that we would not be able to
address in depth. For example, Table E2 in the online supplement
of Reference 1 describes a number of other pulmonary
disorders associated with occupational exposures
(with supporting citations in the main publication).
These include acute eosinophilic pneumonia, bronchiolitis
(obliterative, proliferative, and lymphocytic), cryptogenic
organizing pneumonia, desquamative interstitial
pneumonia, diffuse pulmonary hemorrhage, lipoid pneumonia,
nonspecific interstitial pneumonia, and respiratory
bronchiolitis interstitial lung disease (1). Many of these disorders
fall into the interstitial lung disease group emphasized in the
letter by Dr. Lee and Dr. Strek.

The authors also raise the important point that autoimmune
conditions such as rheumatoid arthritis may not be appreciated as
occupationally triggered by silica and other workplace exposures.
In that context, it is important to note that concomitant
lung disease may not be overt in such syndromes (2). It is our
hope that further research and in-depth reviews will continue to shed
light on underappreciated occupational contributors to disease and
prioritize a reduction in the burden of these preventable conditions. n
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Expression of Concern: Inhaled Ethyl Nitrite
Prevents Hyperoxia-impaired Postnatal Alveolar
Development in Newborn Rats

The Journal is publishing this expression of concern
about an article in the August 1, 2007, issue (1) because
of potential problems with the reliability of its data.
The authors have informed us that, although the
data appear to be accurate, they have uncertainty about the validity
of the data described in Figure 7 because of irregularities
in the procedures of a lab that generated those data. n
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