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Abstract

Two carpenters developed rhinitis, con-
junctivitis, bronchial wheezing, and dys-
pnoea while using obeche (Triplochiton
scleroxylon, African maple) at their work
while they built saunas. Skin prick tests
showed an immediate reaction, specific
IgE to obeche was detected in their
serum, and bronchial provocation test
with obeche gave an immediate reaction
with decrease of FEV, and PEF values.
The symptoms disappeared after avoid-
ing the use of obeche. Obeche may cause
a health hazard to carpenters who are
exposed to this dust and who may develop
allergic symptoms after the exposure.

(Thorax 1994;49:622-623)

Obeche (Triplochiton scleroxylon) has been
widely used as a moisture and heat resistant
material in saunas throughout Scandinavia.
Carpenters who build saunas are exposed to
the dust of obeche during sawing. Obeche is
also called African maple, whitewood, samba,
and wawa. It is imported to Europe in large
quantities for use in window frames, black-
boards, framing, plywood, boxes, and planks.

In recent years obeche induced respiratory
disorders have been encountered with increas-
ing frequency.'?

Case reports

PATIENT 1

A 30 year old male carpenter developed atopic
dermatitis, rhinitis, and dyspnoea in Sep-
tember 1990. Since 1985 he had worked as a
full time construction worker repairing saunas
and bathrooms. The patient had suffered from
atopic dermatitis and had smoked 20 cigarettes
a day for 15 years. Skin prick tests in 1979 and
1988 caused an immediate weal and flare reac-
tion to cat and cow epithelium, house dust
mite (D pteronyssinus), tree pollens, and a
mixture of moulds, while skin prick tests with
oak and pine were negative.

In 1990 he developed rhinorrhoea and nasal
congestion, then cough and wheeze immedi-
ately after sawing obeche. The symptoms dis-
appeared at weekends. On examination in Sep-
tember 1990 chest auscultation was normal.
The leucocyte count was 9-9 x 10%/1 with 2%
eosinophils; total serum IgE was 2560 IU/ml

Thorax 1994;49:622-623

and specific IgE to obeche was 17-5 IU/ml. A
skin prick test with an inhouse obeche test
reagent (2mg obeche dust in 50pul PBS,
pH 7-4, at 22°C) showed an immediate weal
and flare reaction 12 mm in diameter. A skin
prick test with the same obeche test reagent in
10 control individuals without any allergic
symptoms was negative. The chest radiograph
was normal. The FVC and FEV, were greater
than 80% predicted.? No evidence of bronchial
hyperreactivity was detected by metacholine
provocation testing.

Bronchial provocation with the patient
inhaling obeche sawing dust in an exposure
chamber for five minutes was performed (fig
1). After 20 minutes the patient developed
rhinorrhoea, bronchial wheezing, and dys-
pnoea. On auscultation expiratory wheezing
could be detected. The FEV, decreased from
391 to 2:51 (35%) and PEF values changed
from 540 to 3001/min (45%). A control test
with lactose did not show any changes in either
FEV, or PEF values.

Occupational asthma due to obeche was
diagnosed. The patient continued to work as a
carpenter but began to use a ventilatory mask
and avoided using obeche at work. His symp-
toms disappeared and he remained asympto-
matic except once when he used an electric saw
which had been used by another carpenter to
cut obeche.

PATIENT 2

A 26 year old carpenter presented with dys-
pnoea. He had worked as a carpenter specialis-
ing in building and repairing saunas and bath-
rooms since 1986. He had a history of atopic
dermatitis but no history of allergic respiratory
disorders. He had smoked 15-20 cigarettes a
day for eight years.

In 1991 the patient developed rhinorrhoea
and dyspnoea a few hours after he had been
sawing obeche material. After a few days,
severe dyspnoea occurred immediately after
using obeche. Auscultation revealed wheezing
which recovered after administration of a B-
sympathomimetic drug. He subsequently con-
tinued his work and developed severe dys-
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Figure 1 Peak expiratory flow (PEF) values of
patient 1 after obeche and lactose provocation tests.
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pnoea twice more before further investiga-
tions.

In May 1991 whilst asymptomatic and clin-
ically well the total leucocyte count was
4-4x 10°/1 with 1% eosinophils. Total serum
IgE was 7IU/ml and specific IgE to obeche
was 0-3 IU/ml. No skin prick test reactions
were detected to common inhalant allergens,
whereas the test for obeche gave a weal and
flare reaction 6 mm in diameter. The chest
radiograph was normal. The FVC was 5-311
(95% predicted) and the FEV, 3:711 (77%).
Bronchial hyperreactivity was observed in a
histamine provocation test, with the FEV,
decreasing from 3-85 to 3-201 (17%) after
400 pug histamine. In a bronchial provocation
test (fig 2) the patient inhaled obeche dust for
five minutes. After 20 minutes the patient
developed cough, dyspnoea, and wheeze. PEF
values decreased from 575 to 380 I/min (35%)
and FEV, from 3-7 to 2-:91 (22%). After inhal-
ing B-sympathomimetic medication FEV, re-
covered to 3-81. When a control provocation
test was performed using lactose no change in
FEV, or PEF values occurred.

After the diagnosis of obeche induced
asthma an inhaled corticosteroid was added to
his medication. He avoided using obeche and
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Figure 2 Peak expiratory flow (PEF) values of
patient 2 after obeche and lactose provocation tests.
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became asymptomatic and could continue to
work.

Discussion

The immunological mechanisms of hyper-
sensitivity to obeche are uncertain because the
nature of obeche tree antigens has not been
established. It is likely, however, that proteins
found in the latex play a major part in trigger-
ing both antibody and cell mediated responses
after antigen exposure in sensitised indi-
viduals.?

Both patients in this report had a history of
atopic dermatitis and both smoked regularly.
According to recent literature there is an
increased risk among atopic individuals for
developing occupational asthma.* Smoking,
which is associated with an increased total
serum IgE, is another risk factor.*®

Non-specific bronchial hyperresponsiveness
was not a predisposing host factor in the devel-
opment of red cedar asthma.® In the present
study, one patient had non-specific bronchial
hyperresponsiveness and the other did not.
Nasal symptoms, on the other hand, can ap-
pear as an early sign of occupational asthma.*®
According to earlier studies rhinorrhoea and
conjunctival symptoms are early signs of work
related exposure which occurred in both
patients in the present study.
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