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CORTICOSTEROID CATARACT
In 1960 R. L. Black and colleagues' 2 described the
formation of cataract in patients receiving large doses
of corticosteroid. The cataracts were in the posterior
cortex of the lens immediately in front of the posterior
capsule. Since then several sporadic cases have been
reported. Now in the Joutrnal this week Mr. S. J.
Crews describes a series in which posterior cortical lens
opacities occurred in 25 out of 79 patients under treat-
ment with systemic corticosteroid. Examination of 171
patients not receiving corticosteroid showed posterior
cortical opacities in only five, and these were of a
different type from those occurring in the patients on
corticosteroid.

Mr. Crew's report taken in association with the earlier
papers indicates that corticosteroid therapy may lead to
cataract formation. But it is not yet certain whether the
therapy is directly causative or whether it merely induces
opacity in a lens already predisposed to it. Of more
practical importance is the fact that the higher the dose
and the longer the period for which the corticosteroid
therapy is continued the more likely the lens opacities
are to occur.

If the dose of prednisone is less than 10 mg. per day
formation of cataract seems unlikely even if the therapy
is continued for many years. But a daily dose greater
than 15 mg. may lead to the opacities in less than two
years. Typical cataracts occurred in patients receiving
10-15 mg. of prednisone for some two to four years.
Mr. Crews gained the impression also that patients who
developed cataract in response to corticosteroid therapy
experienced an unusually high incidence of other toxic
effects from the corticosteroid.
There appears to be no objection to extraction of the

cataract if this becomes necessary. It would seem there-
fore that, while the possibility of cataract must always
be borne in mind, patients whose need for corticosteroid
therapy is essential in order to maintain their general
health should have it. Formation of cataract should be
considered as one of several possible toxic effects and
taken into account with other factors when considering
the advisability of giving corticosteroids systemically.

MEASLES PAST AND PRESENT
The introduction of protection against measles by
vaccination may alter the present pattern of the disease.
Currently, measles in Nigerian children much resembles
the disease as known in this country and in Europe LIp
to half a century ago; it is the most serious of the acute
infective diseases of Nigerian children. Workers at a
paediatric clinic in Southern Nigeria. in a most
interesting study, record that its incidence there rises
in alternate years; though prevalent in West Africa for
more than a century there is no greater evidence of

acquired imnimunit to it there than was the case over
the centuries that it ravaged the child population in
Europe. It is improbable that there is a particular strain
of virus in West Africa, and all the evidence is that race
of itself does not govern the severity of the disease.
In West Africa the peak age of incidence is under 2
years, while in Great Britain it is about 4 years, though
when its severity was greater it was under 3 years. The
overall mortality from measles in children in Nigeria
is about 5(1(,, the case fatality rate in those so ill as
to be admitted to a hospital in Western Nigeria was
about 300, among those between one and two years of
age, a figure nearly half as great again as that among
children of similar age admitted to London fever
hospitals immediately before the first world war.
The usual cause of death in the Nigerian cases is

bronchopneumonia. Diarrhoea is common, particularly
during and after the period of desquamation and
severe dysenteric diarrhoea and dehydration are a cause
of death, as was once the case in England. Marked
wasting is a prominent feature, the weight loss in the
most severe cases reaching 20'( or more this loss is
recovered only slowly, the mean period of recovery
being about seven weeks, though growth in height is
not significantly affected by it. The environment,
feeding, and nutritional state of the Nigerian child are
much inferior to those of the English child of to-day;
opportunities for secondary infection and for precipita-
tion of grave nutritional deficiency states are corre-
spondingly greater. All these complications together
with wasting and marasmus were recognized accompani-
ments of measles in nineteenth-century Europ.. In
Nigeria. in addition, kwashiorkor, often fatal, is often
precipitated by an attack of measles in children between
the ages of 2 and 4 years. Sore mouth and stomatitis
interfere with breast-feeding, facilitating damage to and
infection of the nipple and development of a breast
abscess. The child's nutrition correspondingly suffers.
The measles rash in African children may resemble

the " black measles " of Europe in times past. In some
the rash darkens to a deep red, violet, or purple colour;
after two to four days there follows gross desquamation.
These dark rashes are not associated with gastro-
intestinal or urinary haemorrhage but corresponding
with the marked skin desquamation are the mucosal
lesions of the respiratory and alimentary tracts and the
development of bronchopneumonia. laryngitis, sore
mouth, diarrhoea, and also boils on the head and trunk.
This special vulnerability of epithelial surfaces, the
workers in Nigeria suggest, may be a result of the
defective nutritional state of African children, a state
which doubtless plays a major part in determining the
extreme severity of this disease in them at the present
time.
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ESSENTIAL PENTOSURIA

A positive test for an excess of reducing substances in
the urine always requires explanation, and a recent
report from Switzerland of four cases of essential
pentosurial is a reminder that glucose is not the only
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sugar that may be present in urine. In the past
inadequate investigation of patients with essential
pentosuria has led to them being treated as diabetics,
sometimes with serious consequences.2 Nowadays the
condition is more likely to be mistaken for renal
glycosuria, or it may be entirely missed as a result of
the exclusive use of a glucose-oxidase test which detects
only glucose.
The identification of different sugars in urine has

become simpler, and there is now no excuse for failing
to distinguish glycosuria from other meliturias. When
reducing substances are found in excess in the urine
with Benedict's test or the equivalent tablet test
("clinitest "), the simple glucose-oxidase dip test
(" clinistix" or "testape ") should be performed to
differentiate glucose from glucuronate, lactose, galactose,
fructose, or pentoses. If glucose is found diabetes
mellitus must be excluded, and measurement of the blood
sugar will be necessary to differentiate this from renal
glycosuria. When the glucose-oxidase test is negative
urine giving only a slight reduction should be tested with
ferric chloride to exclude the presence of salicylate
derivatives; but when reduction cannot be attributed to
this cause paper chromatography should be undertaken.
This procedure is far superior to the tests previously
used for the identification of sugars ; not only is the
sensitivity improved but the resolution is such that
equivocal results are exceptional and the presence of
more than one sugar is immediately obvious.

Essential pentosuria is a rare inborn error of meta-
bolism that is harmless to health and does not affect the
expectation of life.:' The sole clinical feature is the
constant excretion of L-xylulose in the urine, between
1 and 5 g. being excreted daily regardless of diet and
insulin. It is not related to alimentary pentosuria, in
which lesser quantities of xylose or arabinose are
excreted after large amounts of fruit have been eaten.
When a non-glucose sugar is found in the urine,
L-xylulose may be sought by the clinician himself using
the simple Lasker-Enklewitz screening test4 as a prelude
to chromatography. For this 1 ml. of urine is mixed
with 5 ml. of Benedict's reagent and the test-tube
heated for 10 minutes in water at a temperature just
bearable to the hand (550 C.) ; the appearance of a
yellow precipitate is then very suggestive of xylulosuria.
Essential pentosuria has been found at all ages and in
both sexes, and it was believed to occur only in Jews,
but recently twenty-two cases have been recorded in
four Lebanese families.5 6 It is probably inherited as a

simple Mendelian recessive,7 but this view has been

challenged.6 The incidence in the United States has

been estimated to be 1 in 41 ,000,8 and the paucity
of reports of the condition in Britain'" suggests that

some cases must remain undiagnosed.
The biochemical abnormality responsible for the

disorder is not a low renal threshold for L-xylulosel
but a metabolic block along the glucuronic-acid
oxidation pathways beyond the stage at which L-xylulose
is formed as an intermediary.13 Feeding these patients

with glucuronolactone or drugs which stimulate the

production of free glucuronic acid increases L-Xylulose
excretion,'4 and feeding glucuronolactone labelled with

'3C in its first carbon atom causes the excretion of

heavily labelled pentose."5 The precise enzyme abnor-

mality remains to be demonstrated, but in all probability
there is defective activity of a liver enzyme which

catalyses the reduction of L-xylulose to xylitol.'3

SUNLIGHT AND SARCOIDOSIS

Hypercalcaemia is generally regarded as an uncommon
manifestation of sarcoidosis. Reports of its incidence
from different parts of the world vary, perhaps owing

to differences in climate. The symptoms of hyper-
calcaemia include tiredness, muscular weakness, thirst

and polyuria, vomiting, and constipation, and the

excess calcium may be deposited in the kidneys,
cornea, and subcutaneous tissues. Nephrocalcinosis
and renal stones and band-shaped corneal opacities are

the usual findings. The work of C. E. Dent and his

colleagues' suggests that the hypercalcaemia is due to

increased absorption of calcium from the gut; faecal loss
is reduced and urinary excretion raised. The syndrome
is similar to vitamin-D intoxication, but it has not yet
been established whether such patients are unduly
sensitive to the vitamin or whether they produce an

excess of a vitamin-D-like substance.
Patients with sarcoidosis are apt to experience the

first symptoms in the summer months, often after a

holiday in the sun, and clinical deterioration has followed
whole-body irradiation with ultraviolet light. R. L.

Taylor and colleagues2 analysed the case records of 345
patients with sarcoidosis in North Carolina. They
found a striking increase in the incidence of hyper-
calCaemia between May and November, with a peak
in June to August, when exposure to sunlight is
maximal. Serum-calcium levels measured in over
12,000 control patients, though slightly higher in
summer and autumn, did not show the same trend, and
seasonal variations in calcium intake were excluded as
a cause of the hypercalcaemia. Clearly too much sunlight
may be detrimental to the patient with sarcoidosis, and
hypercalcaemia has also been reported to follow treat-
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