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This study defines current best practice for the health surveillance of workers who are
potentially exposed to enzymes in the manufacture of enzymatic detergent products.
It is recommended that health surveillance is performed 6-monthly for the first 2 years
and annually thereafter. The health surveillance programme should include a
respiratory questionnaire to detect symptoms, assessment of lung function to
detect pre-symptomatic changes and an immunological test to detect specific
immunoglobulin E (IgE) to enzymes. The International Union Against Tuberculosis and
Lung Disease respiratory questionnaire should be used since it has been validated
extensively for detecting asthma. Operators should observe the American Thoracic
Society performance criteria for spirometers and standardized procedures for
conducting spirometry. Since current airborne monitoring techniques for enzymes do
not detect short-duration peak exposures, the incidence of employee sensitizations
remains the most reliable measure of the integrity of environmental control. The
Pepys skin prick test has been validated as a sensitive, specific and practical test
for detecting specific IgE to many inhalant allergens including enzymes. For newly
sensitized workers, a multi-cause investigation should be conducted to identify
potential sources of exposure. Group results of immunological test results assist in
the evaluation of workplace control measures, and should be used to monitor the
effectiveness of hygiene and engineering programmes and to help prioritize areas for
improvement. Positive responses to a questionnaire or abnormal spirometry should
be assessed further. Occupational asthma should be excluded in any case of
adult-onset asthma that starts or deteriorates during working life. This is particularly
important because an accurate diagnosis of occupational asthma with early
avoidance of exposure to its cause can result in remission of symptoms and
restoration of lung function.
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Introduction

The first reports of asthma in workers heavily exposed to
proteolytic enzyme dust appeared over 30 years ago [1,2].
Since then, other enzymes, i.e. amylases, lipases and
cellulases, have been introduced into detergent products.

Most detergent manufacturers have controlled enzyme
exposure successfully, preventing allergic occupational
disorders [3,4]. In the early 1970s, 40% of the workforce
were sensitized to enzyme and 15% had respiratory
symptoms. By 1995, the prevalence of sensitizations was
only 7% among enzyme workers in one large company
and there were no cases of respiratory symptoms [4].
The reduced prevalence of sensitizations and symptoms
was associated with reduced airborne enzyme of three
orders of magnitude. Enzyme asthma remains avoidable,
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provided that programmes are robust in relation to raw
product specification, plant design and maintenance,
operational and exposure guidelines, control of short-
term peak exposures, air monitoring and employee
training and health surveillance [4].

Background

Enzyme raw material is supplied as non-friable granular
encapsulates or as liquid slurry to minimize dust or
aerosol formation. Enzymes are added to the process in
a dedicated room under negative pressure with local
exhaust ventilation at the dosing point. The manufactur-
ing process is enclosed and automated, and all equip-
ment couplings are encased. Any accidental spills are
cleaned up immediately. Granular spills are removed
using central vacuum cleaning or portable high-efficiency
vacuum cleaners, whilst liquid spills are removed using
low-pressure water hoses. Equipment is designed and
operated such that workers only need to wear respiratory
protective equipment during direct handling of enzymes,
cleaning of spills and maintenance work. Workplace air
is monitored by area sampling for total dust and for
enzyme to confirm that control measures are satisfactory.
Exposure is monitored by high-volume air sampling at
locations of potential exposure, e.g. the enzyme dosing
area, packing machine filler heads and the product
recovery and bulk storage areas. Workers undergo
periodic health surveillance, and are trained with respect
to safe practice and the health effects of enzymes.

Unfortunately, sensitizations and symptoms have not
been avoided uniformly within the industry. A recent
report revealed a high prevalence of sensitization and
symptoms in workers in a detergent factory in Finland
[5]. Furthermore, a large outbreak of amylase-induced
asthma occurred in a single UK factory where exposures
were not well controlled [6]. That outbreak at a single
factory prompted this review and its recommendations
for current best practice for the health surveillance of
enzyme workers in the soap and detergent industry. The
aim of this paper is to encourage consistent application
of best practice for the health surveillance of workers
potentially exposed to enzymes in the manufacture of
enzymatic detergent products, in order to detect pre-
symptomatic and early changes in immunological and
respiratory status. These recommendations reflect current
best practice, but this is not always applied uniformly,
particularly in small and medium-sized establishments,
which accounts for recent reported outbreaks. This review
aims to define those procedures that can be undertaken
within the occupational health setting and does not aim to
define in any detail hospital-based procedures.

Health assessments

Regulators such as the UK Health & Safety Executive
issue guidance for the prevention of and health surveil-
lance for occupational asthma, and industry-specific
guidance is available from the soap and detergent
industry [7,8]. Such industry publications are intended as
guidance to assist member companies. Responsibility for
operating safe programmes of work and fulfilling obliga-
tions under appropriate legislation is the responsibility
of each individual company. Guidance for the health
surveillance of workers exposed to respiratory sensitizers
is also available in the medical literature [9–12].

Health surveillance is performed pre-placement and
periodically thereafter on all workers potentially exposed
to enzymes in  the  workplace. Since  the incidence of
sensitization is highest in the first 2 years of exposure [13],
health surveillance should be performed 6-monthly for
the first 2 years of exposure and annually thereafter.
Workers should also be tested at 6-monthly intervals if
there are operational changes, such as the introduction of
new enzymes, increased concentration of enzymes in
product or loss of hygiene control measures. Further-
more, exit health surveillance should be performed on all
workers who leave or transfer to non-enzyme areas.

The health surveillance programme should include a
standardized and validated respiratory questionnaire,
assessment of lung function by spirometry and identi-
fication of specific immunoglobulin E (IgE) (Table 1). No
one component of the health surveillance programme
should be considered in isolation. A health surveillance
programme of high sensitivity is provided by the com-
bination  of a validated questionnaire, spirometry and
immunological tests, provided the tests are conducted by
properly trained and qualified occupational health nurses
who have access to an accredited specialist occupational
physician. The nurse and the physician must be trained,
and should demonstrate competency in performing and
interpreting results of all such investigations.

The respiratory questionnaire

It is anticipated that applicants complete a general health
questionnaire at pre-placement, and that this ques-
tionnaire will include questions relating to previous
employment and any exposures to chemicals, fumes or
dust. The intent of the respiratory questionnaire is solely
to detect respiratory and related symptoms. The wording
of the questions should be standardized.

Standardized respiratory questionnaires, such as those
published by the UK Medical Research Council [14]
and the American Thoracic Society [15], contain a few
questions that elicit symptoms of asthma or a history of
asthma. They are not used widely in health assessments of
those exposed to respiratory sensitizers, where enquiries
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are directed more specifically toward asthma symptoms
and less toward other respiratory symptoms. Many other
questionnaires have been used, but their sensitivities and
specificities have been questioned [16–18].

In the health surveillance of those working with
respiratory sensitizers, sensitivity is more important than
specificity, i.e. a low false-negative but high false-positive
rate. If the surveillance procedure identifies false-positive
results, these can be eliminated by subsequent clinical
assessment. Unidentified false-negative results will place
some workers at risk of ill-health by continuing to expose
them to the same environment and chemical hazard. To
aim for maximum sensitivity, the authors recommend
the use of a questionnaire based on that published by the
International Union Against Tuberculosis and Lung
Disease (IUATLD) [19,20] and which has been validated
extensively [20–22]. Our modifications (see Appendices 1
and 2) include:

· minor rewording to produce separate pre-placement
and periodic questionnaires and to allow their use at
intervals other than annually;

· the removal of questions to elicit symptoms of chronic
bronchitis;

· the addition of questions to elicit symptoms of rhinitis
and conjunctivitis;

· rewording to amalgamate very similar questions into
one question;. the addition of enquiry about smoking habit.

The nurse should assess the significance of any reported
symptoms and should identify any smokers. Smoking
cessation advice is particularly important for those work-
ing with respiratory sensitizers, since smoking promotes
IgE production, damages the respiratory mucosa and
impairs mucociliary clearance [23].

Spirometry

Spirometry is a reproducible method of measuring lung
volume and expiratory flow rate that can be used to
detect slowly developing lung function losses that may

characterize occupational asthma. The advantage over
serial measurement of peak expiratory flow rate is that
each procedure can be observed directly to detect any
bias due to a subject using variable effort. Generally
accepted standardized procedures and protocols [24–27]
are available and should be followed to reduce measure-
ment errors.

We recommend the following standardized approach to
spirometry at pre-placement and periodic health surveil-
lance. The spirometer should conform to the performance
criteria of the American Thoracic Society [27]. A volu-
metric spirometer is preferred, since this allows direct
observation of the graph during the performance of the
forced expiratory manoeuvre. Volumetric and flow-type
spirometers each have advantages and disadvantages.
Volumetric spirometers are precise, operate simply and
are easily maintained. The chief disadvantage of volume
spirometers is their size. Flow-type spirometers, on the
other hand, are lightweight and portable, but in general
are less precise than volumetric spirometers and this can
adversely affect interpretation of the serial spirometry
measurements of medical surveillance programmes [28].
Inexpensive ‘office spirometers’ are not acceptable for
diagnostic spirometry or for occupational screening,
surveillance and impairment evaluations [28].

Guidelines should be followed for calibration pro-
cedures, maintenance of calibration records, leak checks,
BTPS (body temperature, ambient pressure, saturated
with water vapour) correction factors and standards for
nurse competence and training [29]. The nurse should
enquire about current illness and/or medication that may
affect test results or dictate postponement of the pro-
cedure [30]. Although there is no standard requirement to
record weight, forced vital capacity (FVC) may fall 16 ml
for every kilogram of weight gained [31] and this should
be considered in individuals who experience considerable
changes in body weight. As part of a quality control pro-
cess, nurses should receive systematic feedback regarding
performance in obtaining satisfactory spirometry results
[30].

Transmission of respiratory pathogens is reported to
be a possible complication of lung function testing [32].
Although respiratory pathogens have been recovered
from mouthpieces and proximal spirometer tubing [33],
there is no clinical evidence of transmission of respiratory
pathogens between subjects undergoing spirometry [34],
particularly if at least 5 min is allowed between tests [35].
In the absence of good evidence for or against the use of
filters, it is prudent to use them.

The subject should perform a forced vital capacity
manoeuvre in a standing position [27,29]. The subject
takes the deepest possible inspiration and, without hesita-
tion, blows into the spirometer using maximal effort. The
nurse should be alert for any signs of dizziness or syncope,
which occur in ~6.5 and 1% of subjects, respectively

Table 1. Summary of recommendations

1 All workers potentially exposed to enzymes should undergo
periodic health surveillance

2 Health surveillance should include
a. Administration of a validated questionnaire (i.e. modified

IUATLD)
b. Spirometry according to American Thoracic Society

guidelines
c. Immunological test (e.g. skin prick test or RAST)

3 Health surveillance should be a quality assured process with
appropriate protocols and procedures in place

4 Health surveillance should be performed/interpreted by
competent, qualified occupational health professionals
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[36]. The stages in performing and obtaining acceptable
and reproducible forced vital capacity manoeuvres are
outlined in Table 2.

For an FVC manoeuvre to be considered acceptable
there should not be:

1. an unsatisfactory start to expiration characterized
by excessive hesitation, false start or an excessive
extrapolated  [26,27]  volume >5% of forced vital
capacity or 0.15 l, whichever is the greater;

2. coughing during the first second of expiration;
3. early  termination of expiration—a plateau on the

volume–time curve should be observed for at least
1 s and expiration length should be at least 6 s and
optimally 10 s;

4. Valsalva manoeuvre;
5. leak;
6. obstructed mouthpiece, e.g. due to the tongue or

false teeth.

The largest forced expiratory volume in 1 s (FEV1) and
FVC are recorded, even if they are derived from separate
manoeuvres. For FEV1 and FVC to be considered
reproducible [27]:

1. at least three and up to eight acceptable manoeuvres
should be performed;

2. the two highest measurements of FEV1 and FVC
must not vary by >200 ml;

3. the greatest single values for FEV1 and FVC must
not come from the last test performed.

Once acceptable and reproducible spirometry results
have been obtained, an assessment must be made as
to whether observed lung volumes are within the
normal range. The number of test indices [FVC, FEV1,

FEV1/FVC ratio, peak expiratory flow rate (PEFR)]
should be limited, since the use of other indices is likely to
add to the false-positive rate.

Lung function tests are carried out usually to decide
whether an individual’s lung function is normal or
abnormal. Interpretation of individual results therefore
requires knowledge of what would be expected as normal
for the  individual, which  can  only be obtained from
results of tests carried out in a representative sample of
a healthy general population. The findings from several
such studies have been surprisingly consistent: FEV1 and
FVC increase until the third decade, after which they
decline slowly; and the major determinants of FEV1 and
FVC in adult life are age, height, sex and race. After these
have been taken  into account, the  results in healthy
population samples are distributed normally around the
mean (‘predicted’) value, with a standard deviation for
FEV1 of ~0.5 l in men and ~0.45 l in women [37]. Such
studies provide predicted values of FEV1 and FVC for
individuals by age, sex, height and, on occasion, race.

The counter-intuitive observation, that FEV1 has the
same distribution at different heights possibly throughout
adult life and certainly during working life, has con-
siderable importance. It implies that abnormal lung
function should be defined in absolute terms, probably
most understandably as a difference from the mean, e.g.
>1.96 standard deviations (SD) (below 2.5th percentile)
or 1.64 SD (below 5th percentile) below the average
(‘predicted’)  value. In fact, however, abnormal FEV1

is usually defined as a proportion (e.g. <80% predicted).
Whereas the absolute value of 2 SD (~1 l) is the same
for all values of FEV1, the value of a proportion falls
for lower ‘predicted’ values of FEV1. For instance, for
a man whose predicted FEV1 is 5 l, 80%  is 4 l, i.e.
1 l and 2 SD below the mean value. For a man whose
predicted FEV1 is 2.5 l, however, 80% is 2 l and only
1 SD (500 ml) below the mean value. In the case of
the second man, values between 1 and 2 SD below the
predicted would be classified as abnormal (i.e. below the
15th percentile).

For these reasons, it is preferable to express FEV1

(and FVC) as an absolute difference from the ‘predicted’
mean, rather than as a proportion of it, which classifies a
greater proportion of those with a lower predicted FEV1,
e.g. older and shorter individuals, as abnormal. Although
it is not certain that a constant spread of distribution
holds for the elderly, it has been found in several different
studies in those of working age.

The bottom 5th percentile from the ‘predicted’ (mean)
expected value can be calculated for an individual of
known age, sex and height, using the value of 0.5 l for
men and 0.45 l for women as 1 SD from the mean in the
normal population.

For example, for a man whose ‘predicted’ FEV1 is 5 l:

Table 2. Performance of FVC (adapted from American Thoracic
Society) [26]

Check spirometer calibration
Explain test
Prepare subject

Ask about smoking
Instruct and demonstrate test to subject

Correct posture with head elevated
Inhale completely
Position mouthpiece
Exhale with maximal force

Perform manoeuvres
Have subject assume correct posture
Inhale completely; the inhalation should be rapid but not forced
Place mouthpiece in mouth and close lips around mouthpiece
Exhale maximally as soon as lips are sealed around mouthpiece
Repeat instructions as necessary
Repeat for a minimum of three manoeuvres: no more than eight

are usually required
Check test reproducibility and perform more manoeuvres as

necessary
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5th percentile for FEV1 = predicted mean FEV1 –
(1.64 × SD)

= 5 – (1.64 × 0.5)
= 5 – 0.82
= 4.18 l

i.e. any value of FEV1 < 4.18 l is below the 5th percentile
for a man of his age and height.

Although different reference populations do provide
different ‘predicted’ values, these differences are generally
small, with the exception of the effect of race when this
has not been taken into account. In the UK, Cotes’s
references values remain a reliable basis for expectation;
other reference populations, particularly those that
have included hospital patients, are less representative of
‘normal’ lung function in the general population.

The use of a fixed percentage (e.g. 75%) of the
FEV1/FVC ratio as the basis for defining normal lung
function has the merit that  a reduction in the ratio
indicates airflow limitation, the characteristic functional
abnormality of asthma. It has the disadvantage, however,
that the FEV1/FVC ratio declines with age and can be
reduced in tall, fit individuals with a normal FEV1 and
disproportionately large FVC.

During periodic health surveillance, a fall in FEV1 or
FVC that exceeds 15% in 1 year should be regarded as
statistically significant. Assuming measurement error has
been excluded, such reductions in lung volume warrant
further investigation [37].

Immunological tests

Enzymes are allergenic at very low concentrations in air.
The American Conference of Governmental Industrial
Hygienists’ threshold limit value and the UK Health &
Safety Executive occupational exposure standard for
‘subtilisins’ (serine endopeptidases derived mainly from
Bacillus spp.) is 0.00006 mg/m3 (60 ng/m3). Con-
sequently, workplace exposure needs to be maintained at
very low concentrations and currently available airborne
monitoring is reliant on high-volume sampling collected
typically over periods of at least 1 h. Such monitoring
is unable to detect short-duration peak exposures, which
may  be  responsible  for producing sensitizations and
allergic symptoms [38]. Accordingly, the incidence of
employee sensitizations is the most reliable measure of
the integrity of environmental control and exposure to
enzymes.

Sensitization to an allergen is defined as the develop-
ment of specific IgE, which is detected by immunological
tests such as the skin prick test and serological tests such
as  the radioallergosorbent test (RAST) and  enzyme-
linked immunosorbent assay (ELISA). The demon-
stration of an immunological response to an allergen

indicates sufficient exposure to the allergen to stimulate a
detectable immunological response [39,40]. It does not
establish the presence of disease, nor does it predict the
likelihood that a person will develop enzyme asthma.

The results of immunological tests are of practical
relevance for individual employees. They permit the
identification and correction of individual contributory
or causative factors, such as failure to follow job safe
practices. Group immunological test results assist in the
evaluation of workplace control measures. Group data
can be used to monitor the effectiveness of hygiene and
engineering programmes and to prioritize areas for
improvement. The effectiveness of the use of health
surveillance data to monitor compliance is affected by
group size.

Specific IgE measured directly in serum involves
venepuncture, is relatively costly and the results are not
available immediately. The skin prick test is a less
expensive, direct and practical method of detecting
specific IgE that provides immediate results [41–44].

Skin prick tests

The skin prick test is painless, compliance is high, it can
be performed in health centres [45] and it has a low
risk of side-effects, apart from occasional minor localized
itching. Several disposable devices are available for such
tests. However, none shows any advantage over dispos-
able hypodermic needles when used properly [46–49].
The Pepys skin prick test method has been validated as
a sensitive and specific test to identify specific IgE to
inhalant allergens, including enzymes [42]. Although
skin prick tests with inhalant allergens are safe [42],
anaphylaxis has been reported with food allergens in
those with a past history of anaphylaxis [50] and so
i.m. adrenaline should be available [45]. Skin prick tests
for food allergy should not usually be undertaken in
occupational health practice.

The skin prick test is performed on the volar surface of
the forearm, avoiding the wrist and antecubital fossa.
The test should be performed with standardized allergen
solutions [45]. Drops of allergen solution are placed on
the skin at least 2 cm apart [51] and with a separate
disposable 20–26 G hypodermic needle for each allergen
site, the needle tip is inserted gently into the superficial
epidermis at an angle of 15–30°. The needle is gently lifted
away from the skin to form a tent-like elevation of skin,
which is then allowed to fall away from the needle tip.
The allergen solutions are thereafter blotted off as soon as
possible with tissue, taking care not to mix the solutions.
This test introduces ~1/3 000 000th of a millilitre of
allergen extract into the epidermis, so that the test dose is
in the picogram range [42]. The skin prick test is specific
and sensitive at a range of concentrations [43,52]. The

P. J. Nicholson et al.: Health surveillance of enzyme workers 85



concentration of the allergen extract is important. It
should be high enough to elicit a response to specific IgE
and low enough to avoid non-specific primary irritant
effects, which occur at concentrations >1 mg/ml [52].
Thus, the lowest concentrations of allergen extract that
remain sensitive should be used [53,54]. There is no
evidence that the skin prick test leads to sensitization
[54], which is corroborated by >25 years of experience of
use in industry.

Tests should be performed with 50:50 glycerol/saline
solutions of enzyme allergen to which workers are
potentially exposed, i.e. specific protease, amylase, lipase
and cellulase. Baseline skin prick tests may include com-
mon allergens, e.g. Dermatophagoides pteronyssinus, mixed
grass pollen and cat fur, to determine whether individuals
are atopic. Skin prick tests to common allergens may be
useful as an epidemiological tool to quantify the import-
ance of atopy as a predisposing factor for disease [55].
Although  atopics  are  at increased  risk—atopy affects
around 40% of the population—it is a poor discriminator
of future cases of asthma (i.e. high false-positive rate) and
the workplace should be made equally safe for atopics
and non-atopics. Therefore, a positive skin prick test to
common inhalant allergens is not a basis for exclusion.
A positive control (1:1000 histamine phosphate) is used
to confirm a normal vasoactive response to histamine.
A negative control (glycerol/saline) is used to determine
if any reaction occurs to the skin prick test itself, as in
dermatographism. Results are read after 15 min and
a positive reaction is recorded if there is a wheal 3 mm
greater than the diameter of the negative control plus a
flare. A wheal size of 3 mm is generally regarded to be
clinically relevant [42]. Enquiry should be made about
the use of anti-allergic medications and H2 antagonists.
Antihistamines inhibit the wheal and flare response to a
variable extent [56–63], H2 antagonists less so [64–67],
as may ketotifen [56,57] and oral beta-agonists [56,68].
However, if a wheal reaction is detectable to the histamine
positive control, then a negative skin prick test to allergen
is probably reliable [63]. The skin prick test is not affected
by oral corticosteroid medication [56,69,70] or by in-
haled medication [56].

Although sensitization to an occupational allergen may
be a precursor of symptoms, the development of symp-
toms is not an inevitable consequence and workers who
develop a specific IgE to enzymes are able to continue
working in a controlled enzyme area. Sensitization to
enzyme is reason to initiate a multi-cause investigation to
identify any remediable causes. The multi-cause investi-
gation should seek to identify sensitizations among other
workers, mechanical failures, abnormal results from
routine atmospheric monitoring, change in work prac-
tices or behaviours, change in quality of raw material
or failure of control systems or of respiratory protective
equipment.

Investigation of suspected cases

There is good reason for rapid investigation of cases of
rhinitis, conjunctivitis, new-onset asthma and aggravation
of underlying allergic disorder. Occupational asthma
should be suspected in all adult-onset asthmatics whose
asthma begins or worsens while they are working [71].
This is particularly important, since early removal from
exposure may result in remission of symptoms and
restoration of lung function. There is evidence, par-
ticularly for chemical sensitizers, but also for some
protein allergens, that continuing exposure after the onset
of asthma increases the risk of chronic asthma and airway
hyper-responsiveness [72,73].

The defining characteristic of asthma is reversible
airways narrowing. It can be difficult to identify when
the results of lung function studies are normal or near
normal between attacks [74]. Objective lung function
tests are needed to document variable and reversible
airflow obstruction. Improvement in FEV1 and FVC after
inhalation of bronchodilator is the most commonly used
test to diagnose asthma. As with FEV1, a ‘positive’ test is
usually defined as a proportion, e.g. 15 or 20% improve-
ment in FEV1. However, a proportionate improvement is
more readily achievable in those whose baseline FEV1 is
lower, e.g. 20% of 2.5 l is 500 ml, whereas 20% of 1 l
is 200 ml. The prevalence of significant reversibility of
FEV1 defined  as  a proportion  will therefore increase
with decreasing baseline FEV1. A statistically more valid
measure of reversibility is the absolute difference in FEV1

between two tests that is beyond the 95% confidence
interval of between-test variability; this is some 200 ml.
An increase in FEV1 of >200 ml is unlikely to have
occurred by chance and can therefore be described as a
‘significant improvement in FEV1’. A satisfactory com-
promise would be to define significant reversibility as
a 15% improvement in FEV1, provided this exceeds
200 ml.

Airway responsiveness to both non-specific (e.g. cold
air, histamine and methacholine) and specific (e.g. low
molecular weight chemical causes of asthma, such as
isocyanates)  agents  can  be investigated by  inhalation
challenge tests. These investigations are not usually
needed to diagnose asthma or identify its cause. They
should be undertaken only by those familiar with them
and their potential hazards, and are beyond the scope of
this review. Neither bronchodilator challenge nor airway
responsiveness tests identify an occupational cause of
asthma [75]. Specificity for occupational asthma is
increased when significant reduction in function is
temporally related to workplace exposure [16]. The
most acceptable test is serial self-recorded PEFR. The
diagnostic value of this test depends on the reproducibility
of the forced expiratory manoeuvres, as well as the
compliance and honesty of the subject [16,72,76].

86 Occup. Med. Vol. 51, 2001



Standard spirometry   at intervals can be used to
corroborate the results of the worker’s PEFR diary [16].
Serial PEFR should be recorded 2–3 hourly during
waking hours, both at and away from work for up to
4 weeks, with recordings taken over two work periods and
a rest period of at least 10 days [12,16,72,77]. However,
there is no general agreement on what decrement of
function over a work shift is necessary to make a diagnosis
of occupational asthma [16,72]. Variability of 20–25%
has been suggested for establishing significance of daily
variability of PEFR measurements [12,16].

Serological tests, such as RAST or ELISA, to identify
specific IgE serve as further confirmatory tests. Such
tests provide a quantitative measure of the amount of
circulating specific IgE. This can be useful in the serial
evaluation of suspected cases of asthma, e.g. by measur-
ing specific IgE on case presentation and subsequently
after removal from exposure to enzymes. If symptomatic
improvement follows removal from exposure and there
is an associated significant fall in specific IgE, this is
supportive of a diagnosis of occupational asthma. How-
ever, the demonstration of specific IgE, detected by any
method, is not sufficient to conclude that the allergen is
responsible for the employee’s asthma. The presence
of specific IgE is not unique to clinically symptomatic
individuals, but reflects sufficient exposure to an allergen
to stimulate an immune response [78,79].

In most cases, a confident diagnosis of occupational
asthma can be made from the combined evidence of
knowledge of the workplace, clinical history, physical
examination, serial PEFR measurements assessed both
during work and away from work, and immunological
tests. For this reason, inhalation tests are usually not
necessary for the investigation   of enzyme-induced
asthma, since diagnosis can be made by history, serial
pulmonary function measurements and immunological
tests [72,75,78].

Early specialist referral is recommended for the
diagnosis of occupational asthma. Management strategies
should include both general asthma management and
workplace measures to avoid further exposure to enzymes
[71,80]. Impairment evaluation should take place on at
least two occasions. Temporary disability assessment
should be made immediately after the time of diagnosis.
Permanent disability should be assessed 2 years after
avoidance of exposure, since improvement in symptoms,
lung function and bronchial hyper-responsiveness plateau
from this time [74,81]. Unless change in work practices
can guarantee avoidance of exposure, the employee should
be considered unfit for the work that caused the asthma
and for any job that entails exposure to its cause [74].

Discussion

Both from an ethical perspective and following the

introduction of the Disability Discrimination Act 1995, a
clear understanding of the implications of atopy and of
pre-existing asthma in those who seek to work in the
detergent industry is important

Atopy is a form of immunological reactivity in which
specific IgE is readily produced in response to ordinary
exposure to common environmental allergens [82].
Around 40% of the general population are atopic [23].
Atopy is a risk factor for sensitization and occupational
asthma caused by many high molecular weight allergens
[83], such as laboratory animal proteins [84] and bakery
allergens [85–87], but there is no consistent relationship
with low molecular weight chemicals [23]. Atopy has
been associated with sensitization to enzymes in bakers
[88–90] and in pharmaceutical workers [91], but collect-
ively there is only weak evidence of an association among
workers involved in enzyme production and detergent
manufacture [92–99]. Although the risk of sensitization to
enzymes and of asthma may be increased in atopics, atopy
is not a major determinant of asthma in the workplace
and few exposed atopics develop occupational asthma
[100]. Since atopy discriminates poorly for asthma, it
should not be used to screen out job applicants [23,
72,101].

It has usually been recommended that individuals with
current asthma or asthma requiring treatment in the
recent past should be excluded from employment that
exposes them to respiratory sensitizers. The basis for this
advice has been not  because of  an  increased risk of
sensitization (‘susceptibility’), but because of the potential
for increased severity of symptoms (‘vulnerability’) in
those with existing asthma. In circumstances where
allergen exposure is demonstrably well controlled and
the risk of developing asthma low, such guidance is now
probably  inappropriate  and asthma alone should not
be regarded as sufficient reason to exclude an individual
from employment. More appropriately, development of
sensitization and/or occupational asthma are prevented
by control of exposure, good hygiene practice and health
surveillance [9,10,72]. Given the level of environmental
control that is achievable in the detergent industry, the
working environment can be made safe for all workers,
including atopics [42] and most asthmatics.

References
1. Flindt MLH. Pulmonary disease due to inhalation of

derivatives   of Bacillus subtilis containing proteolytic
enzyme. Lancet 1969; i: 1177–1181.

2. Pepys J, Hargreaves FE, Longbottom JL, Faux J. Allergic
reactions of the lungs to enzymes of Bacillus subtilis. Lancet
1969; i: 1181–1184.

3. Cathcart M, Nicholson P, Roberts D, et al. Enzyme
exposure, smoking and lung function in the detergent
industry over 20 years. Occup Med 1997; 47: 473–478.

4. Peters G, Mackenzie DP. Worker safety: how to establish

P. J. Nicholson et al.: Health surveillance of enzyme workers 87



site enzyme capability. In: van Ee J, Misset O, Baas EJ, eds.
Enzymes in Detergency. New York: Marcel Dekker, 1997;
327–340.

5. Vanhanen M, Tuomi T, Tiikkainen U, Tupasela O,
Voutilainen R, Nordman H. Risk of enzyme allergy in
the detergent industry. Occup Environ Med 2000; 57:
121–125.

6. Hole AM, Draper A, Jolliffe G, Cullinan P, Jones M,
Newman Taylor AJ. Occupational asthma caused by
bacillary amylase used in the detergent industry. Occup
Environ Med 2000; 57: 840–842.

7. The Standing Committee on Enzymatic Washing
Products. Revised Operating Guidelines, 5th report. Hayes:
The Soap and Detergent Industry Association, 1991.

8. Work Practices for Handling Enzymes in the Detergent
Industry. New York: The Soap and Detergent Association,
1995.

9. Hendrick DJ. Management of occupational asthma. Eur
Respir J 1995; 7: 961–968.

10. Brooks SM. Occupational asthma. Toxicol Lett 1995;
82–83: 39–45.

11. Baur X, Stahlkopf H, Merget R. Prevention of occu-
pational asthma including medical surveillance. Am J Ind
Med 1998; 34: 632–639.

12. Chan-Yeung M. Assessment of asthma in the workplace.
American College of Chest Physicians consensus state-
ment. Chest 1995; 108: 1084–117.

13. Juniper CP, How MJ, Goodwin BJF, Kinshott AK.
Bacillus subtilis enzymes: a 7 year clinical, epidemiological
and immunological study of an industrial allergen. J Soc
Occup Med 1977; 27: 3–12.

14. Medical Research Council. Respiratory Symptoms
Questionnaire. London: Medical Research Council, 1976.

15. Ferris BG. Recommended respiratory disease question-
naire for use with adults and children in epidemiological
research. Epidemiology standardisation project. Am Rev
Respir Dis 1978; 118: 1–120.

16. Smith AB, Castellani RM, Lewis D, Matte T. Guidelines
for the epidemiologic assessment of occupational asthma.
J Allergy Clin Immunol 1989; 84: 794–805.

17. Toren K, Brisman J, Jarvholm B. Asthma and asthma-
like symptoms in adults assessed by questionnaires. A
literature review. Chest 1993; 104: 600–608.

18. Gordon SB, Curran AD, Murphy J, et al. Screening
questionnaires for baker’s asthma—are they worth the
effort? Occup Med 1997; 47: 361–366.

19. Burney P, Chinn S. Developing a new questionnaire for
measuring the prevalence and distribution of asthma.
Chest 1987; 91: 79S–83S.

20. Abramson MJ,Hensley MJ, Saunders NA, Wlodarczyk JH.
Evaluation of a new asthma questionnaire. J Asthma 1991;
28: 129–139.

21. Burney PGJ, Chinn S, Britton JR, Tattersfield AE,
Papacosta AO. What symptoms predict the bronchial
response to histamine? Evaluation in a community survey
of the Bronchial Symptoms Questionnaire (1984) of
the International Union Against Tuberculosis and Lung
Disease. Int J Epidemiol 1989; 18: 165–173.

22. Burney PGJ, Laitinen LA, Perdrizet S, et al. Validity and
repeatability of the IUATLD (1984) Bronchial Symptoms

Questionnaire: an international comparison. Eur Respir J
1989; 2: 940–945.

23. Niven RMcL, Pickering  CAC. Is  atopy and  smoking
important in the workplace? Occup Med 1999; 49:
197–200.

24. British Thoracic Society. Guidelines for the measurement
of respiratory function. Recommendations of the British
Thoracic Society & Association of Respiratory Technicians
and Physiologists. Respir Med 1994; 88: 165–194.

25. Cotes JE. Lung Function; Assessment and Application in
Medicine, 5th edn. Oxford: Blackwell Scientific, 1993.

26. Cotes JE, Chinn DJ, Read JW. Lung function testing
methods and reference values for forced expiratory
volume (FEV) and transfer factor (T.L). Occup Environ
Med 1997; 54: 457–465.

27. American Thoracic Society. Standardisation of spir-
ometry, 1994 update. Am J Respir Crit Care Med 1995;
152: 1107–1136.

28. Townsend MC, Lockey JE, Velez H, et al. ACOEM
position statement. Spirometry in the occupational
setting. J Occup Environ Med 2000; 42: 228–245.

29. McKay RT, Horvath EP. Pulmonary function testing in
industry. In: Zenz C, Dickerson OB, Horvath EP, eds.
Occupational Medicine, 3rd edn. St Louis, MO: Mosby,
1994; 229–236.

30. Enright PL, Johnson LJ, Connett JE, Voelker H, Buist AS.
Spirometry in lung health study: methods and quality
control. Am Rev Respir Dis 1991; 143: 1215–1223.

31. McKay RT, Levin LS, Lockey JE, et al. Weight changes
and lung function: implications for workplace surveillance
studies. J Occup Environ Med 1999; 41: 596–604.

32. Kirk   YL, Kenday K, Ashworth HA, Hunter PR.
Laboratory evaluation of a filter for the control of cross
infection during pulmonary function testing. J Hosp Infect
1992; 20: 193–198.

33. Rutala ER, Rutala WA, Weber DJ, Thomann CA. Infection
risks associated with spirometry. Infect Control Hosp
Epidemiol 1991; 12: 89–92.

34. Burgos F, Torres A, Gonzalez J, Puig de la Bellacasa J,
Rodriguez-Roisin R, Roca J. Bacterial colonization as a
potential source of nosocomial respiratory infections in
two types of spirometer. Eur Respir J 1996; 9: 2612–2617.

35. Hiebert T, Miles F, Okeson GC. Contaminated aerosol
recovery from pulmonary function testing equipment. Am
J Respir Crit Care Med 1999; 159: 610–612.

36. McKay RT, Lockey JE. Pulmonary function testing:
guidelines for medical surveillance and epidemiological
studies. Occup Med State Art Rev 1991; 6: 43–57.

37. American Thoracic Society. Lung function testing:
selection of reference values and interpretative strategies.
Am Rev Respir Dis 1991; 144: 1202–1218.

38. Weill H, Waggenspack C, DeRouen T, Ziskind M. Follow
up observations of workers exposed to enzyme detergents.
Ann NY Acad Sci 1974; 221: 76–85.

39. Bernstein DI, Cohn JR. Guidelines for the diagnosis
and evaluation of occupational immunologic lung disease.
J Allergy Clin Immunol 1989; 84: 791–793.

40. Bush RK, Kagen SL. Guidelines for the preparation and
characterisation of high molecular weight allergens used

88 Occup. Med. Vol. 51, 2001



for the diagnosis of occupational lung disease. J Allergy
Clin Immunol 1989; 84: 814–819.

41. Bernstein IL, Storms WW. Practice parameters for
allergy diagnostic testing. Joint Task Force on Practice
Parameters for the Diagnosis and Treatment of Asthma.
The American Academy of Allergy, Asthma and
Immunology and the American College of Allergy,
Asthma and Immunology. Ann Allergy Asthma Immunol
1995; 75: 543–625.

42. Pepys J. Allergic asthma to Bacillus subtilis enzyme: a
model for the effects of inhalable proteins. Am J Ind Med
1992; 21: 587–593.

43. Bernstein DI, Bernstein IL, Gaines WG, Stauder  T,
Wilson ER. Characterisation of skin prick testing
responses for detecting sensitisation to detergent enzymes
at extreme dilutions: inability of the RAST to detect
lightly sensitised individuals. J Allergy Clin Immunol 1994;
94: 498–507.

44. Tschopp JM, Sistek D, Schindler, et al. Current allergic
asthma and rhinitis: diagnostic efficacy of three
commonly used atopic markers (IgE, skin prick tests and
Phadiatop). Results from 8329 randomised adults from
the Swiss Study on Air Pollution and Lung Disease in
Adults. Allergy 1998; 53: 608–613.

45. Rusznak C, Davies RJ. Diagnosing allergy.Br Med J 1998;
316: 686–689.

46. Chanal I, Horst M, Segalen C, Dreborg S, Michel FB,
Bousquet J. Comparison between modified skin prick test
with standardised allergen extracts and Phazet. J Allergy
Clin Immunol 1988; 82: 878–881.

47. Corder WT, Wilson NW. Comparison of three methods of
using the DermaPIK with the standard prick method for
epicutaneous skin testing. Ann Allergy Asthma Immunol
1995; 75: 434–438.

48. Rizzo MC, Naspitz CK, Sole D. Comparative
performance for immediate hypersensitivity skin testing
using two skin prick test devices. J Invest Allergol Clin
Immunol 1995; 5: 354–356.

49. Ortega Cisneros M, Ramos Garcia BC, del Rio Navarro
BE, Sienra Monge JJ. Comparison of four skin prick tests
to detect immediate hypersensitivity. Rev Alerg Mex 1998;
45: 36–42.

50. Novembre E, Bernardini R, Bertini G, Massai G, Vierucci
A. Skin prick test induced anaphylaxis. Allergy 1995; 50:
511–513.

51. Norman HS, Knoetzer J, Bucher B. Effect of distance
between sites and region of the body on results of skin
prick tests. J Allergy Clin Immunol 1996; 97: 596–601.

52. Belin LGA, Norman PS. Diagnostic tests in the skin and
serum of workers sensitised to Bacillus subtilis enzymes.
Clin Allergy 1977; 7: 55–68.

53. McMurrain KD. Dermatologic and pulmonary responses
in the manufacturing of detergent enzyme products.
J Occup Med 1970; 12: 416–420.

54. Gilson JC, Juniper CP, Martin RB, Weill H. Biological
effects of proteolytic enzyme detergents. Thorax 1976, 31:
621–634.

55. Beckett WS. The epidemiology of occupational asthma.
Eur Respir J 1994; 7: 161–164.

56. Pipkorn U. Pharmacological influence of antiallergic

medication on in vivo allergen testing. Allergy 1988; 43:
81–86.

57. Snyman JR, Sommers DK, Gregorowski MD, Boraine H.
Effect of cetirizine, ketotifen and chlorpheniramine on
the dynamics of the cutaneous hypersensitivity reaction: a
comparative study. Eur J Pharmacol 1992; 42: 359–362.

58. Rosenzweig P, Caplain H, Chaufour S, Ulliac N,
Cabanis MJ, Thebault JJ. Comparative wheal and flare
study of mizolastine vs terfenadine, cetirizine, loratadine
and placebo in healthy volunteers. Br J Clin Pharmacol
1995; 40: 459–465.

59. Berkowitz RB, Dockhorn R, Lockey R, et al. Comparison
of efficacy, safety and skin test inhibition of cetirizine
and astemizole. Ann Allergy Asthma Immunol 1996; 76:
363–368.

60. Vere DW. Actions of terfenadine and cimetidine on
histamine wheal formation. Br J Clin Pharmacol 1995; 40:
557–562.

61. Frossard N, Melac M, Benabdesselam O, Pauli G.
Consistency of the efficacy of cetirizine and ebastine on
skin reactivity. Ann Allergy Asthma Immunol 1998; 80:
61–65.

62. Bousquet J, Czarlewski W, Cougnard J, Danzig M,
Michel FB. Changes in skin test reactivity do not correlate
with clinical efficacy of H1 blockers in seasonal allergic
rhinitis. Allergy 1998; 53: 579–585.

63. Christensen M, Moelby L, Svendsen F. Reliability of
skin prick tests during terfenadine treatment in adults
with pollen rhinitis. A clinical study. Alllergy 1994; 49:
702–706.

64. Simons FE, Sussman GL, Simons KJ. Effect of the H2
antagonist cimetidine on the pharmacokinetics and
pharmacodynamics of the H1 antagonists hydroxyzine
and cetirizine in patients with chronic urticaria. J Allergy
Clin Immunol 1995; 95: 685–693.

65. Saha N, Sachdev A, Bhasin DK, et al. Clinical evaluation
of the effect of omeprazole, cimetidine, famotidine and
ranitidine on histamine induced cutaneous wheal and
flare response. Int J Pharmacol Ther Toxicol 1993; 7:
322–325.

66. Khosla PP, Saha N, Koul A, Chakrabarti A,
Sankaranarayanan A, Sharma PL. Effects of ranitidine
alone and in combination with chlorpheniramine on
histamine induced wheal and flare and psychomotor
performance. Indian J Physiol Pharmacol 1993; 37:
132–134.

67. Chauhan CK, Shahani SR. Antihistaminic efficacy of
ranitidine with and without dimethendine maleate on
histamine induced cutaneous reactions. Indian J Med Res
1992; 96: 128–132.

68. Tokuyama K, Maeda S, Arakawa H, Morikawa A. Effect of
procaterol, a beta 2 adrenoceptor agonist on skin whealing
response caused by inflammatory mediators in asthmatic
children. Ann Allergy Asthma Immunol 1995; 75: 139–141.

69. Lopez-Campos C, Rincon-Castaneda CB, Cano-Rios P,
Martinez-Ordaz VA, Velasco-Rodriguez VM. Is the
histamine skin test inhibited by prednisone? Arch Med Res
1998; 29: 63–65.

70. Des Roches A, Paradis L, Bougeard YH, Godard P,
Bousquet J, Chanez P. Long term oral corticosteroid

P. J. Nicholson et al.: Health surveillance of enzyme workers 89



therapy  does  not  alter  the results of immediate type
allergy skin prick tests. J Allergy Clin Immunol 1996; 98:
522–527.

71. Tarlo SM, Boulet LP, Cartier A, et al. Canadian Thoracic
Society guidelines for occupational asthma. Can Respir J
1998: 5: 397–410.

72. Newman Taylor AJ, Pickering CAC. Occupational asthma
and byssinosis. In: Parkes WR, ed. Occupational Lung
Disorders, 3rd edn. Oxford: Butterworth Heinemann,
1994; 710–754.

73. Newman Taylor AJ. Occupational asthma. In: Raffle PAB,
Adams PH, Baxter PJ, Lee WR, eds. Hunter’s Diseases
of Occupation, 8th edn. London: Edward Arnold, 1994;
470–488.

74. Harber P, Chan-Yeung M. Assessment of respiratory
impairment and disability. In: Demeter SL, Andersson
GBJ, Smith GM, eds. Disability Evaluation. St Louis, MO:
Mosby, 1996; 338–354.

75. Butcher BT, Bernstein IL, Schwartz HJ. Guidelines for
the evaluation of occupational asthma due to small
molecular weight chemicals. J Allergy Clin Immunol 1989;
5: 834–838.

76. Quirce S, Contreras G, Dybuncio A, Chan-Yeung M.
Peak expiratory flow monitoring is not a reliable method
for establishing the diagnosis of occupational asthma. Am
J Respir Crit Care Med 1995; 152: 1100–1102.

77. Gannon PFG, Burge PS. Serial peak expiratory flow
measurement in the diagnosis of occupational asthma.
Eur Respir J 1997; 10(Suppl. 24): 57s–63s.

78. Novey HS, Bernstein IL, Mihalas LS, Terr AI, Yunginger
JW. Guidelines for the evaluation of occupational asthma
due to high molecular weight (HMW) allergens. J Allergy
Clin Immunol 1989; 5: 829–833.

79. Briatico-Vangosa G, Braun CL, Cookman G, et al.
Respiratory allergy: hazard identification and risk assess-
ment. Fundam Appl Toxicol 1994; 23: 145–158.

80. Demeter SL, Cordasco EM. Occupational asthma. In:
Zenz C, Dickerson OB, Horvath EP, eds. Occupational
Medicine, 3rd edn. St Louis, MO: Mosby, 1994; 213–236.

81. Malo JL, Cartier A, Ghezzo H, et al. Patterns of
improvement in spirometry, bronchial hyperrespon-
siveness, and specific IgE antibody levels after cessation of
exposure in occupational asthma caused by snow-crab
processing. Am Rev Respir Dis 1988; 138: 807–812.

82. Pepys J. ‘Atopy’: a study in definition. Allergy 1994; 49:
397–399.

83. Lemiere C, Charpin D, Vervloet D. Is atopy a risk factor
for occupational asthma? Rev Mal Respir 1995; 12:
231–239.

84. Quirce S, Sastre J. Occupational asthma. Allergy 1998; 53:
633–641.

85. De Zotti R, Larese F, Bovenzi M, Negro C, Molinari S.
Allergic airway disease in Italian bakers and pastry
makers. Occup Environ Med 1994; 51: 548–552.

86. De Zotti R, Bovenzi M, Molinari S, Larese F, Peresson M.

Respiratory symptoms and occupational sensitization in a
group of trainee bakers: results of a 6 month follow up.
Med Lav 1997; 88: 155–165.

87. Baur X, Degens PO, Sander I. Baker’s asthma: still among
the most frequent occupational respiratory  disorders.
J Allergy Clin Immunol 1998; 102: 948–997.

88. Brisman J, Belin L. Clinical and immunological responses
to occupational exposure to α amylase in the baking
industry. Br J Ind Med 1991; 48: 604–608.

89. Houba R, Heederik DJ, Doekes G, van Run PE. Exposure
sensitization relationship for α amylase allergens in the
baking industry. Am J Respir Crit Care Med 1996; 154:
130–136.

90. Bataille A, Anton M, Mollat F, et al. Respiratory allergies
among symptomatic bakers and pastry cooks: initial
results of a prevalence study. Allerg Immunol 1995; 27:
7–10.

91. Zentner A, Jeep S, Wahl R, Kunkel G, Kleine-Tebbe J.
Multiple IgE mediated sensitisations to enzymes after
occupational exposure: evaluation by skin prick test,
RAST and immunoblot. Allergy 1997; 52: 928–934.

92. Newhouse ML, Tagg B, Pocock SJ, McEwan AC. An
epidemiological study of workers producing enzyme
washing powders. Lancet 1970; i: 689–693.

93. Greenberg M, Milne JF,  Watt A.  Survey of workers
exposed to dusts containing derivatives of Bacillus subtilis.
Br Med J 1970; 2: 629–633.

94. Franz T, McMurrain KD, Brooks S, Bernstein IL.
Clinical, immunological and physiologic observations
in factory workers exposed to B. subtilis enzyme dust.
J Allergy 1971; 47: 170–180.

95. Weill H, Waddell LC, Ziskind M. A study of workers
exposed to detergent enzymes. J Am Med Assoc 1971; 217:
425–433.

96. Witmeur O, Wolf-Jurgensen P, Hoegh-Thomsen J,
et al. Medical experience in  enzyme  production. Acta
Allergol 1973; 28: 250–259.

97. Flood DFS, Blofeld RE, Bruce CF, Hewitt JI, Juniper CP,
Roberts DM. Lung function, atopy, specific hyper-
sensitivity and smoking of workers in the enzyme
detergent industry over 11 years. Br J Ind Med 1985; 42:
43–50.

98. Johnsen CR, Sorensen TB, Larsen AI, et al. Allergy risk in
an enzyme producing plant: a retrospective follow up
study. Occup Environ Med 1997; 54: 671–675.

99. Vanhanen M, Tuomi T, Nordman H, et al. Sensitization to
industrial enzymes in enzyme research and production.
Scand J Work Environ Health 1997; 23: 385–391.

100. Roberts DM. The incidence of atopy in a working
population. J Soc Occup Med 1987; 37: 106–110.

101. Nordman H. Atopy and pre-employment screening. Eur J
Respir Dis 1987; 71: 102S–110S.

90 Occup. Med. Vol. 51, 2001



Appendix 1. Pre-employment respiratory questionnaire

Yes No For medical use only
1. Does your chest ever feel tight or your breathing become difficult?

2. Have you ever had an attack of wheezing or whistling in your chest?

3. Have you ever had an attack of shortness of breath that came on during the day when
you were not doing anything strenuous?

4. Have you ever had an attack of shortness of breath that came on with exercise?

5. Have you ever been woken at night by an attack of shortness of breath or coughing?

6. Have you ever woken up with a feeling of tightness in your chest first thing in the
morning?

7. Which of the following statements best describes your breathing?

a. I never or only rarely get trouble with my breathing.

b. I get regular trouble with my breathing, but it always gets completely better.

c. My breathing is never quite right.

8. Has a doctor ever told you that you have asthma?

9. Have you ever had an attack of asthma?

10. Have you had an attack of asthma any time in the last 12 months?

11. Are you currently taking any medicines, tablets or inhalers for asthma?

12. Other than when you have a cold, have you ever had:

a. Sneezing, running or blockage of the nose?

b. Itching or watering of the eyes?

c. Are you currently taking any medicines or tablets for these symptoms?

13. Have any of the problems described in question 12 occurred at any time in the last 12
months?

14. a. Have you ever smoked cigarettes?

If yes, how many did you smoke a day? . . . . . .

For how many years? . . . . . .

b. Do you currently smoke cigarettes?

If yes, how many cigarettes do you smoke a day? . . . . . .
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Appendix 2. Periodic respiratory questionnaire

Yes No For medical use only
1. Since your last examination, has your chest ever felt tight or your breathing become

difficult?
2. Since your last examination, have you had wheezing or whistling in your chest?

3. Since your last examination, have you had an attack of shortness of breath that came on
during the day when you were not doing anything strenuous?

4. Since your last examination, have you had an attack of shortness of breath that came on
with exercise?

5. Since your last examination, have you been woken at night by an attack of shortness of
breath or coughing?

6. Since your last examination, have you woken up with a feeling of tightness in your chest
first thing in the morning?

7. Which of the following statements best describes your breathing?

a. I never or only rarely get trouble with my breathing.

b. I get regular trouble with my breathing, but it always gets completely better.

c. My breathing is never quite right.

8. Since your last examination, has a doctor told you that you have asthma?

9. Since your last examination, have you had an attack of asthma?

10. Are you currently taking any medicines, tablets or inhalers for asthma?

11. Since your last examination, other than when you have a cold, have you had:

a. Sneezing, running or blockage of the nose?

b. Any itching or watering of the eyes?

c. Are you currently taking any medicines or tablets for these symptoms?

12. Have any of the problems described in question 11 occurred at any time in the last
12 months?

13. Since your last examination:

a. Have you ever smoked cigarettes?

If yes, how many did you smoke a day? . . . . . .

b. Do you currently smoke cigarettes?

If yes, how many cigarettes do you smoke a day? . . . . .

92 Occup. Med. Vol. 51, 2001


