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that patients with mild neuropathy sometimes had evidence
of more widespread nerve disease than would have been
expected from clinical assessment alone. Motor conduction
velocity was grossly reduced in some instances and fell within
the range usually associated with histological changes of
segmental demyelination.5 In fact examination of sural nerve
biopsies from five of the same 32 patients showed such
changes6; axonal degeneration was, however, more prominent
than segmental demyelination in most nerves, particularly in
the severe group. In general, the clinical severity correlated
well with the degree of histological abnormality.
The mild, distal form of neuropathy is relatively benign

and tends to improve, though complete recovery is rare.3
The severe sensory-motor disorder behaves quite differently.
It is usually abrupt in onset and progressive, and its distri-
bution is that of mononeuritis multiplex. Many patients have
died within a year of the onset of this kind of neuropathy.3 4

They have clinical and pathological evidence of widespread
vasculitis, the most dangerous being of mesenteric and
coronary arteries. Similar lesions have been found in the vasa
nervorum, and the ischaemia secondary to these is the most
likely cause of the neuropathy.3 8 Vascular changes in the
vasa nervorum have also been described in patients with
mild distal neuropathy, and Weller and his colleagues5 think
that they probably play an important part in the aetiology
However, in this situation the role of ischaemia is less certain.

Finally, it has been suggested that steroid therapy may be
one cause of rheumatoid neuropathy. Though the disorder
seems to have become commoner since steroids have become
available, this increase may be only apparent owing to greater
awareness of the condition. Neuropathy has developed in
some patients after beginning treatment with steroids or
following a change in dosage, but there is no clear evidence
that this is other than coincidence, and most reported series
have included patients who have never received steroids.
These drugs can certainly cause myopathy, but have not been
implicated as a cause of neuropathy outside rheumatoid
arthritis.
The treatment of rheumatoid neuropathy is unsatisfactory.

Fortunately it is unnecessary for mild neuropathy, which
usually tends to improve spontaneously; there is no known
effective treatment for the severe form, and no evidence that
steroids are helpful for either type.
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Bladder Cancer and
Occupation
Certain occupations are associated with an increased risk of
cancer of the urinary bladder, and others are suspected of
having a similar association.1-6 But only a minority of persons
who develop the disease have an obviously relevant occupa-
tional history. Smoking may increase the risk of bladder
cancer, though by how much is not known.7 In an attempt
to fill gaps in our knowledge of the aetiology of bladder cancer

Honor Anthony and Gretta Thomas8 studied the whole-life
occupational histories of 812 men and 218 women who
attended the urological departments of the Leeds General
Infirmary and St. James's Hospital, Leeds, between 1959
and 1967 with a diagnosis of carcinoma or papilloma of the
bladder.
The occupational pattern in the Leeds area has been

relatively stable since 1931, and virtually all patients with
bladder tumours attended one or other of the two hospitals.
One interviewer obtained all except 50 of the occupational
histories analysed, and the diagnosis was confirmed histo-
logically in 990/ of cases of "carcinoma" but in only 80% of
cases of "papilloma." Unfortunately, information about
smoking habits was obtained from only 383 of the male and
57 of the female patients. Moreover the matched controls
were patients who were interviewed an average of five years
before the bladder cancer patients, and the interviewer was
aware of each patient's diagnosis at the time of interview.
The survey showed no clear association between cigarette
smoking and the occurrence of bladder tumours, though the
disease was found to progress more rapidly to a fatal outcome
in smokers than in non-smokers.8
The survey confirmed the risk of bladder cancer to dye

workers' 3 and disclosed risks to medical workers, particularly
nurses, to tailors, tailors' pressers, and to some groups of
engineers and textile workers. In addition a possible risk to
hairdressers and tailors' cutters was indicated. In the cases ofdye
workers, tailors' cutters, and hairdressers, but not of other
suspect occupations, tumours of the bladder occurred at
younger ages than in controls.
An interesting observation was that more patients with

bladder tumour than controls had had only one occupation
(apart from war service) during their lives. This is consistent
with the disease being due to prolonged exposure to factors
in their working environment. Partly on the basis of this
observation Anthony and Thomas calculate that over 20%
of the bladder cancers in men in their survey could have been
occupational in origin.
The discovery that a particular occupation carries an

increased risk of a particular form of cancer is only the first
stage in the identification of the hazardous chemical or
chemicals responsible. It is interesting that this latest survey,
while confirming the presence of a potent hazard in the
chemical dye industry, failed to indicate a hazard to dye users.
Textile dyers and leather dyers showed no excess of the
disease, and the mean age at diagnosis of bladder cancer in
patients engaged in these trades was not low. The increased
risk among medical workers, including medical laboratory
technicians and nurses, may have resulted from the use in
former times of benzidine in tests for occult blood in urine
and faeces.3 9
An increased risk of bladder cancer has been shown by

previous surveys in the case of textile workers,4 engineering
workers,4 5 and hairdressers,4 5 but the identities of the
chemicals responsible are obscure, and it is not known whether
workers are still exposed to them. A possible clue from the
latest study is that hand-tailoring appears to be-or to have
been-more hazardous than machine-sewing. Certainly many
challenging problems remain for those whose aim it is to
banish this unpleasant disease by preventive measures.
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Splenectomy in Patients
with Lymphosarcoma
Indications for removing the spleen in patients with lympho-
sarcoma have not been well defined. The main reason for advo-
cating it has been to counteract the effects of hypersplenism-
anaemia, thrombocytopenia, and leucopenia. The subsequent
improvement in the blood count gives an increased tolerance
to chemotherapy and radiotherapy. Splenectomy may be
carried out to relieve the local symptoms due to massive en-
largement or splenic infarction, and it is also performed for
diagnostic purposes on patients with splenomegaly ofunknown
cause. An appreciable number of patients in Western Europe
and the U.S.A. who present in this way have been found to
have one of the forms of lymphosarcoma.1 A patient with an
autoimmune haemolytic anaemia complicating this disease may
also be helped by splenectomy.
An increasing amount of evidence suggests that splenectomy

may modify the progress ofthe disease and lead to an improve-
ment in the actual disease process. R. A. Hickling2 described
the long-term survival after splenectomy of five patients with
massive splenomegaly due to giant follicular lymphoma.
Moreover, the lymphocytosis in the blood before splenectomy
returned to normal after the operation. Other authors3 4 have
reported long periods of survival in about one-third of their
patients after splenectomy for malignant lymphoma of the
spleen. D. F. Hyatt and his colleagues5 have recently
described seven patients who underwent splenectomy for
lymphosarcoma of the spleen. One patient died four years
later; the remaining six were alive and well six months to 10
years after operation. A further four patients from the same
hospital did well for 3 to 16 years after splenectomy. The
absence of disease in the bone marrow appears to be an
important factor in the good prognosis that may follow
splenectomy. In fact patients with little disease outside the

spleen have a more favourable outlook than those with
prominent lymphadenopathy.
The relationship between splenectomy and survival in these

patients is difficult to assess in view of the lack of controls. A
further difficulty is the variable clinical course of patients with
lymphosarcoma. In general, patients with tumours made up
of poorly differentiated cells or with a diffuse histological
pattern do less well than those with tumours of well-
differentiated cells or a nodular (follicular) pattern. Patients
with well-differentiated masses of tumour cells in the spleen
may eventually develop typical features of chronic lympho-
cytic leukaemia, a disease often attended by long survival.
Some patients reported as long survivors have eventually
developed the features of chronic lymphocytic leukaemia.
However, the appearance of considerable numbers of lympho-
sarcoma cells in the peripheral blood is a bad prognostic
omen.6 A possible explanation for the long survival after
splenectomy of patients with lymphosarcoma is that they have
a different form of the disease, with a better prognosis.
Alternatively, the splenomegaly and accompanying symptoms
of hypersplenism may have resulted in earlier diagnosis and
treatment.
The operative mortality is 5-10%, depending on the

patient's initial condition. There is also an appreciable
morbidity, and subphrenic abscess is a fairly common sequel
to the immunosuppression known to occur in this disease.
These factors must be taken into account when splenectomy
is considered in lymphosarcoma.

But despite these difficulties there are reasonable grounds
for suggesting that splenectomy should be considered earlier
in this disease. W. H. Crosby and his associates7 argued that
splenectomy should be undertaken when evidence of hyper-
splenism first appears, because the clinical condition is likely
to deteriorate, making splenectomy more hazardous later.
The increasing evidence that the actual disease process may
improve after splenectomy adds to this argument. The time
has come for controlled trials to analyse the problem.
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