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borderline dietary intakes of cakium and
vitamin D, particularly during the pubertal
purt of growthL It could contribute to the
severity of vitamin-D lack osteomalacia in
women.
We2 have much experience of treating

patients with nutritional ostalacia in
Luckow, India, and we have not found any
difference in the incidence of osteonalacia
in communities eating largely rice, or maize,
or wheat, or mixed cereals. We have always
found a dietary deficiency of calcium and
vitamin D, and nutrtional osteomalacia is
very rare in men and in women without
children who are all taking the same amount
of chupatty in the diet. We have found
nutritional osteomalacia rare in Meerut,
where the water is hard compared with
Lucknow. There are, of course, also
differences in diet. People in Lucknow lack
foods containing vitamin D and calcium.
Therefore the possibility that hardness of
water may affect the prevalence of osteo-
malacia requires further investigation.
The observations of Dr. Ford and others

implicating dietary phytates as an additional
factor in the aetiology of osteomalacia are
unconvincing. During the second world war
the British national loaf, which had a high
phytate content, was enriched with calcium.
Most workers since have doubted whether
this precaution was necessary. Walker and
others3 found that normal people adapted
after a few weeks to a high intake of phytate
and absorbed enough calcium to maintain
balance. Nicolaysen and Njaa4 also found
that an intake of 800 mg (eight times more
than in Dr. Ford's cases) of phytic acid
daily in bread had a negligible effect when
measured over a 12-week period and could
recover in the faeces only 15 % of the
phytate which the diet provided. Vaishnava
and Rizvi5 did not mention epidemiological
investigations in nutritional rickets and, in
fact, reported that dietary phytates play
hardly any role in the causation of osteo-
malacia.
The skin synthesis of cholecalciferol and

probably genetically-determined differences
in the conversion of inactive vitamin D3 to
its active metabolites of 25-HCC and 1, 25-
DHCC are some of the problems which
warrant further studies in osteomalacia in
immigrants. Calcium deficiency alone
(phytates in Dr. Ford's series) does not
produce rickets unless there is also a de-
ficiency of vitamin D, and this, we believe,
is the view of Dent and his group6 and
others.7 This being so, the prophylactic
treatment should be vitamin D and not extra
calcium. Furthermore, vitamin D can be
given as one large dose a year in the winter
without any other dietary adjustment.-We
are, etc.,

S. P. S. TEOTIA
M. TEOTIA

Department of Human Metabolism,
Meerut University,
India
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Malaria in the U.K.

SIR,-Your epidemiology article on malaria
in the U.K. (9 September, p. 652) is of
value jn underlining the problem but is
spoilt by some surprising errors. It is true
that in Africa there are no known strains
of Plasmodium falciparum resistant to
chloroquine but strains resistant to
proguanil and pyrimethamine have been
recognized for many years. The reports have
been summarized by Peters.'
A death rate of 35% in P. falciparum

infections in West Africa, mainly in children
under 5 years, is ridiculous. As in these
areas of holoendemic malaria all children
are infected before the age of 5 your figure
suggests a child mortality of at least 300
per 1,000 from malaria alone. Though there
is no doubt that malaria is an important,
regrettable, and preventable cause of death
in these children it is generally agreed that
the correct figure is between 5% and 10%
even in areas where most cases are un-
treated.2 Perhaps your figure of a death rate
of 35% is meant to refer to untreated
malaria in non-immune expatriates visiting
these areas.

It would have been better if your article
had stressed the high mortality of P. falci-
parum malaria in this country-seven deaths
in 138 cases. I suspect that most of these
deaths could have been diagnosed, treated,
and prevented if malaria had been con-
sidered a possible cause of sickness in
patients who had recently visited Africa.-I
am, etc.,

M. J. COLBOURNE

Ross Institute of Tropical Hygiene,
London W.C.1
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*** We referred this letter to our correspondents
from the Public Health Laboratory Service, who
after consulting the Malaria Reference Labora-
tory at Horton reply as follows: We do not
agree that the figure of 35% for the death rate
in P. falciparum infections in West Africa is
"ridiculous"-for example, Sagent et al.l re-
ported a death rate of 47% from the Congo
among children under three years of age. In
some parts of Africa there is less done to control
and prevent and to treat malaria today than for
many years, owing to the political situation in
the Congo and the parts of Nigeria involved in
the recent Biafran war.
The figure of 35% was certainly meant to

refer to untreated malaria in non-immune
persons. Dr. Colbourne is misleading in writing
about drugs used for prophylaxis (proguanil
and pyrimethamine) and treatment (chloroquine)
as if they were one and the same thing: when
discussing resistance we were referring to treat-
ment and not prophylaxis. In treating cases in
semi-immunes the mortality is about nil and in
the past the Malaria Reference Laboratory has
repeatedly stressed not only the importance of
early diagnosis and treatment in primary P.
falciparum cases among travellers recently re-
turned from Africa, but also the preventable
nature of the high mortality of P. falciparum
infection in this country. Incidentally the figure
of seven deaths in 138 cases is almost certainly
an underestimate as there mav be other cases-
we are aware of at least one-not diagnosed or
suspected during life-ED., B.M.Y.
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Dietary Fibre

SIR,-Before the Britons start running for
bran in search of relief from constipation
(Mr. C. Latto, 16 September, p. 705), or
diverticular disease (Mr. N. S. Painter and
others, 15 April, p. 137), or the maladies of
civilization in general (Surgeon Captain
T. L. Cleave, 13 May, p. 408), I hope they
will pause and ponder. Will the phytic acid
in bran upset the calcium metabolism? Will
osteomalacia flourish again?

In 1935 a Fellow of the Royal College of
Physicians of Edinburgh wrote' "Ispaghula
is used with excellent results for . . . chronic
constipation, with autointoxication from
other causes . . . Ispaghula acts mechani-
cally . . . is superior to liquid paraffin, is
much cheaper and is further free from the
injurious effects produced by the habitual
use of the latter drug ... chopra." I would
plead for re-evaluation of ispaghula.-I
am, etc.,

J. K. ANAND
Ilford, Essex
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Allergy to House-dust Mites in the Tropics

Sm,-Drs. D. J. Buchanan and I. G. Jones,
working in Zambia, found positive skin prick
tests to D. farinae significantly more com-
mon in bronchial asthmatics than in controls
(23 September, p. 764). Dr. J. Coinmey and
I, working in Accra, Ghana, have made
similar observations on 40 asthmatics and
60 controls. These findings are being pub-
lished in detail elsewhere. We agree that
allergy to house-dust mites may be important
in the aetiology of asthma in the tropics.
Asthma is a considerable problem in Accra
and little is known about allergic factors.
Groundnuts, rice, okro, yam, and cocoyam
appear to be common precipitants of asthma-
tic attacks in Accra.-I am, etc.,

D. R. W. HADDOCK
Department of Tropical Medicine.
Liverpool School of Tropical Medicine.
University of Liverpool

Pantothenic Acid and Coe'iac Disease

SIR,-In the clinicopathological conference
report on a case of non-responsive coeliac
disease (9 September, p. 624) no mention is
made of administration of pantothenic acid.
I should like to suggest that such patients
with coeliac disease who respond only
partially to a gluten-free diet may benefit
from the administration of pantothenic acid.

It is known that pantothen;c acid
deficiency can produce atrophy of the small
intestinal mucosa in all animal species,' and
in many species ulceration of the gastric and
intestinal mucosa can occur.2 At necrousy the
patient discussed had ulceration of the small
and large intestine and villous atronhy
despite having a glu,tenfreediet. Pantothenic
aCi-'de1iCiieyc an also produce impairment
of a,drenal function.' 3 It has previously been
note-il'~ do-hypoadrenalism" is com-
monly Adescribed in coeliac disease.4 This
patienst wasnrioted obei1-gm-ente4. As she
was on corticosteroids adrenal function tests
were not mentioned.
Deranged carbohydrate metabolism occurs

in pantothenate deficiency with decreased
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