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The authors' reply
Sir,-Van Sittert et al are to be praised
for their meticulous scrutiny of our
article. The fact, however, that they
dispute most of our conclusions is, in
our view, based on the understandable
fear for regulatory authorities who
might misinterpret our findings rather
than on purely scientific arguments.

(1) Study design
We have chosen a longitudinal study
rather than a single observation com-
pared with a control group. Intra-
individual variation may play a part
for some of the measured parameters

and should, indeed, be checked by a
control group. We may assume, how-
ever, that intra-individual variation is
not likely to explain the observed
changes which-with the exception of
serum creatinine-all point towards
liver enzyme induction, subclinical
nephrotoxicity, and impairment of the
erythrocyte glutathione system. Con-
trols for analytical variation were
included as part of our normal labor-
atory routine; in this respect the addi-
tion of a control group would not have
improved the results.
We admit that exposure measure-

ments did not take place in direct
relation to the biological effect moni-
toring. Therefore, a dose-response
relation could not be established.
Exposure studies in the same group of
workers and in the same period,
however,"2 supplied convincing
evidence that the exposure of these
applicators to 1 ,3-DCP often exceeded
the short term exposure limit of 2 x
occupational exposure limit.

(2) Target organs
It was beyond the scope of our study3
to review all available animal data. We
referred to Torkelson and Oyen4
because it was on this publication that
the TLV was based. It is not clear
what Van Sittert et al mean by refer-
ring to a possible difference between
commercial and non-commercial 1,3-
DCP.

(3) Liver enzyme induction
We see no reason to question our
conclusion that exposure to 1,3-DCP
leads to moderate enzyme induction.
Both bilirubin and serum GGT are
known as indirect indicators for
enzyme induction,5 and we see no
other explanation for the changes in
these parameters than moderate
enzyme induction. Average alcohol
and tobacco consumption were moni-
tored before the study and it is un-
likely that this changed during the
observation period to such an extent
that it might explain the observed
effects. It is known from clinical prac-
tice6 that the reaction of serum GGT
activity even to potent enzyme in-
ducers is most whimsical, and that
there is no dose-response relation.
The parameters for enzyme induc-

tion advocated by Van Sittert et al are
either invasive and indirect (anti-
pyrine half life) or obsolete (D-
glucaric acid).' Moreover, they should
keep in mind that enzyme induction is

an adaptive mechanism rather than an
indicator for toxicity.

(4) Subclinical nephrotoxicity
Van Sittert et al are rightly confused
by an error in the abstract ofour article
(creatinine excretion instead ofconcen-
tration) which was corrected in the
April issue of this journal. We do not
agree, however, with their conclusion
that the observed significant changes in
urinary albumin and RBP are without
(sub)clinical significance. Changes in
renal parameters, even within the nor-
mal ranges, reflect an effect on renal
function. It is a matter of semantics
whether this effect should be referred
to as either "subclinical nephrotoxi-
city" or "biological effect." In our
view, any change in renal function in
an adverse direction as a result of
exposure to an occupational substance
has to be considered an undesired
effect. Therefore, we see no reason to
review our conclusion that exposure to
1,3-DCP may result in subclinical
nephrotoxicity.

In conclusion, we do not agree with
Van Sitter et al that our study presents
no evdence for effects of 1,3-DCP on
the human liver and kidney. We
believe that the reported findings are
strong enough to justify further more
detailed investigations into the effects
of this important industrial substance
on human liver and kidney functions.
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by writing to the Development Office,
or by telephoning 071-794-0500, ext
5222, or 071-431-3887 (direct line).

CHARLES FLETCHER
MARGARET GILSON
RICHARD GILSON

RICHARD SCHILLING
lI c Prior Bolton Street,

London N) 2NX

mittee will make a selection and
inform you of its decision by 30 Jan-
uary 1992.
Symposium Secretariat: INRS-
Att C Skornik, 4e Colloque du Comite
Recherche, 30 rue Olivier-Noyer,
75680 Paris Cedex 14, Fracne.

John Gilson Chair of
Occupational Medicine

Sir, Throughout his life, Dr John
Gilson made outstanding contribu-
tions to research and practice in
occupational medicine. During the
war, his design of oxygen masks
enabled RAF air crews to fly at ever

higher altitudes. Subsequently, at the
Medical Research Council's Pneu-
moconiosis Unit, which he directed
from 1952 until his retirement in 1976,
he developed means for producing and
classifying chest radiographs and
quantifying disability in coal workers'
pneumoconiosis. When effective
means for preventing that disease had
been established, he went on to devise
control measures for other pneu-
moconioses, notably asbestos related
disease, and negotiated international
agreement on their use. His success

was due to combining highest aca-

demic standards with the skill of lead-
ing a multi-disciplinary team and
getting employers and employees to
work together. Towards the end of his
life he was saddened by the decline of
academic occupational medicine in'the
United Kingdom.

It is proposed to establish a named
Chair of Occupational Medicine, as a

memorial to John Gilson, at the Royal
Free Hospital School of Medicine. It
has the support of the President of
the Royal College of Physicians of
London, and its Faculty of Occu-
pational Medicine. The Medical
School's "Investment in Health"
project will include this venture in its
current major development in medical
research and teaching of under-
graduates and postgraduates.
Generous funding is needed for

this memorial. Those who knew John
Gilson, admired his work, and would
like to contribute, are asked to send
donations to The Royal Free Hospital
School of Medicine, "Investment in
Health" Fund, Development Office,
Rowland Hill Street, London NW3
2PF.
The value of any gift can be in-

creased by Deed of Covenant or Gift
Aid, forms for which can be obtained

NOTICE

Hazard control at the workplace:
research and development ofnew
risk prevention strategies. 4th
International Symposium of the
ISSA Research Section, Palais des
Congras, Strasbourg, France, 22-
23 October 1992.
After analysing hazards at the work-
place and comparing the prevention
strategies that have prevailed to date
(general theme), the organisers
propose, in three separate workshops,
each based on a particularly represen-
tative example, to debate man's role in
hazard control and the implementa-
tion ofnew strategies. The workshops
are:

Workshop 1: measuring atmos-
pheric pollution at the workplace-
biological monitoring.
Workshop 2: personal protective

equipment: effectiveness and ergon-
omics.
Workshop 3: changing tech-

nologies and human reliability in
production systems.
The findings will be aired in a round
table.
This symposium should provide an

opportunity for an exchange of views
between the international scientific
community and occupational safety
and health experts; it is therefore of
interest to researchers, safety engin-
eers, occupational physicians, man-

agers and staff, and representatives of
government administrations and stan-
dardisation authorities.
Working languages: English,
French, German (simultaneous inter-
preting).
Call for papers: To submit a paper
or a poster, please send an abstract (no
more than half a typed page) to the
Secretariat of the Symposium by 31
October 1991. The Organising Com-

Correction
Computed tomography of the
thorax in workers exposed to hard
metals (1991;48(March):208-10).

In the third line of the final paragraph
(p2 10) ". .. heavy metal dusts" should
read ". . hard metal dusts."
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