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ingly, it was equalled by gastro-intestinal haemorrhage.
Anaemia associated with pregnancy was the next most
frequent diagnosis given. 'Idiopathic' hypochromic anaemia
was volunteered as a diagnosis in 5 cases.

In the Bantu a very different pattern is apparent. The
first 4 most frequent diagnoses in 231 males were (I) infec
tions (unspecified), (2) tuberculosis, (3) respiratory disease,
and (4) gastro-intestinal haemorrhage. For 182 females the
order was (I) infections, (2) tuberculosis, (3) gynaecological
bleeding, (4) respiratory disease. It may be legitimate to
wonder whether 'infections' and 'respiratory disease' are
not synonyms for tuberculosis. If this were so, 43 % of the
Bantu female cases of hypochromic anaemia for whom
diagnoses were given and 58 % of the male cases may have
been due to tuberculosis. The diagnosis of primary ('idio
pathic') hypochromic anaemia was given once for a Bantu
female patient, and twice for Bantu male patients. Of interest
was the association of hypochromia with megaloblastic
anaemia in 6 Bantu patients.

D1SCUSStO'

It is said that hypochromic anaemia is uncommon or even
very rare among the Bantu.2 - o No adequate data have ever
been brought forward to support this statement. So far as I
am aware no survey of the occurrence rate of hypochromic
anaemia in South Africa, either in Bantu or European,
hospital cases or others, has been published. This survey
has shown that in both races hypochromic anaemia con
stitutes a similar proportion of all the anaemias as seen in
hospital populations in the Southern Transvaal. The con
dition therefore cannot be said to be rare or uncommon,
although the populations studied did not permit assessment
of true incidence for either racial group.

The overwhelming majority of cases of hypochromic
anaemia result from blood loss. Cases due solely to de
ficiency of dietary iron are excessively rare, if in fact they
ever occur. Malabsorption syndromes, e.g. steatorrhoea,
account for a small number of cases of hypochromic anaemia.

The question of the so-called 'idiopathic hypochromic
anaemia' is a vexed one. The author's opinion is that if it
occurs at all it is an exceedingly rare condition, whether
in White or Bantu and whether in South Africa or in Europe.
In the great majority of cases perfectly adequate explanations
can be found for the iron deficiency without invoking that
cloak for ignorance, 'idiopathic'. It is possible that a propor
tion of these cases are in fact cases of malabsorption syn
drome.6

The possibility that some cases of hypochromic anaemia
(other than thalassaemia) may be due to failure to utilize

iron for haemoglobin synthesis in one on which there is
little information. It is well known that conspicuous siderosis
of many organs occurs in the Bantu.'-lO Whether this iron
is available for haemopoiesis and whether evidence of hypo
chromia of the red cells only appears after these iron 'stores'
are exhausted are questions which await answers.

Infection and sepsis are known to cause defective utiliza
tion of iron for haemoglobin synthesisy,12 It would appear
from this survey that infection may be a more important
aetiological factor in the Bantu cases of hypochromic anaemia
than in White cases.

The higher occurrence rate of hypochromic anaemia in
boys, both White and Bantu, than in girls in the same age
group, is of considerable intere~t and, apart from Woodruff,13
who last year reported similar findings from the USA,
no other reference has been found. It seems likely to be due
to the different growth rates of the male and female infant
in the 1st year of life. DrabkinH states that growth in haemo
globin in the 1st year is 40 GM for male infants and 30 GM
for female infants. The rate of somatic growth is more
rapid in boys than in girls. According to Jackson and Kelly,15
boys on an average gain 16 lb. in their first year of life as
compared with 13 lb. in girls. The demand for iron, therefore,
is greatest during the first year of life and this period shows
the maximum incidence of hypochromic anaemia in child
hood (Table 1Il).

SUMMARY

The occurrence rate of hypochromic anaemia in White and
Bantu hospital populations in the Southern Transvaal has
been compared. Hypochromic anaemia is shown to be by
no means rare in the Bantu. Sex and age differences and
differences in severity in the two races are analysed. Possible
aetiological factors are considered.

The invaluable help of Miss J. Wilson in recording the data
and preparing the punch cards for analysis is gratefully acknow
ledged.
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STUDIES OF AMINO ACID HANDLING IN KWASHIORKOR WITH A POSSIBLE EXPLANATIO T

FOR THE INCREASED AMINO-ACIDURIA*
H. E. SCHENDEL AI-m J. D. L. HANSEN

DeparrmenTS of _Medicine and Child Healrh, Unil'ersiry of Cape Town

Approximately 2 years ago we reported at Research Forum (I) That the amino-aciduria reflects an increased excretion of 2-10
our observations on the increased amino-aciduria of times the figure in our comrols: (2) Ihat it is the result of increases
8 infants with kwashiorkor (protein malnutrition), who received in at least 7 amino acids, and (3) that the increased excretion is
both natural and synthetic meals. Since that time we have ac- temporary, returning to control levels after approximately 3
cumulated evidencet from an additional 8 cases confirming: weeks of treatment. We are at present more particularly con

cerned with the possible mechanisms which may be responsible
for this phenomenon.

Studies of renal function were designed in which 5 infants
with kwashiorkor were fasted for 6 hours and were then given a test
meal of skimmed milk providing approximately I g. of protein
per kg. of body weight. Blood was taken every half hour and
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urine collected every 15 minutes by catheter for a 3-hour period
following the test meal. Total amino acids were estimated in

. the urine and plasma by the Van Slyke gasometric technique.
Urinary creatinine was also estimated.

It would appear that, in 4 of these cases, there was a tendency
for the plasma amino acids to rise higher or remain at their maxi
mal concentration for a longer time after the test meal; in fact,
these increases are significantly greater (p <0· 02) than those of
the control series. This tendency is most pronounced in the
severely ill cases and is reduced with treatment.

The same tendency also appears in the data on urinary amino
acid, viz. the most severely ill infants show the greatest urinary
excretion of amino acids, and this excretion is reduced on treat
ment.

More important for the purpose of this investigation, however,
is the observation that in these cases of kwashiorkor, there appears
to be a relationship between the concentration of plasma amino
acid and the degree of amino-aciduria: wherever the plasma
concentrations were highest, the urinary excretion of amino acids
was greatest. It would appear, therefore, that renal function,
in so far as amino-aciduria is c'oncerned, is probably normal in
kwashiorkor, but that the utilization of amino acids is altered,
thereby causing the renal threshold to be exceeded. There is also
some suggestion of a relationship between the urinary excretion of

amino acids and creatinine-presumably a common, renal
mechanism. The explanation that this is an artifact resulting
from errors inherent in the IS-minute urine collection interval,
appears justified by further investigations.

In an additional investigation 24-hour urine collections were
made throughout the treatment of 4 cases of kwashiorkor and
compared with collections made over a period of 2 weeks from a
normal, active child of a similar age living in a home environment
and eating a mixed diet.

It was observed that the urinary excretion of amino acids
increases to a maximum within the first week of adequate treat
ment and is not related to fluctuations in creatinine excretion.
These urinary amino acids were partitioned during 3 phases in
treatment: on the first 2 days, on 2 days at maximal excretion,
and on the final 2 days, at cure. These partitions confirm our
earlier observations that the increased amino-aciduria of infants
with kwashiorkor results from increases in the excretion of at
least 7 amino acids.

SUMMARY

Renal function and other studies suggest that the increased amino
aciduria of kwashiorkor is due to altered utilization of absorbed
amino acids causing the renal threshold to be exceeded. As yet,
we have no evidence of a defect in renal tubular function.

PATCHY SEl\lJLE ELASTOMA OF THE LIP RESEMBLING LEUKOPLAKIA

G. H. FIl\'DLAY, M.D., Section of Dermatology, Department of Medicine, University of Pretoria

"

In 1955 I was asked to see a 49-year-old spinster who was obsessed
with an opalescent spot which she had on the external vermilion
of the lower lip. There was no atrophy or epithelial change,
and the nature of this solitary focal lesion was not clear to me.

. Histologically it consisted of an area of senile elastosis without
any epidermal or other alteration (Fig. I). It was interesting to
note that whitening of the lip could result from elastosis alone,

Fig. 1 Section of lower lip showing elastoma betwe~n the .epidermis and
muscle. 'Neigert's elasti.: stain.

that the lesion could be a papular 'elastoma', and that no epithelial
change or leukoplakia need occur with it.

Since then I have seen the same thing repeatedly, and also
observed nodular senile elastomas of the cheek suggesting neo
plasm. As a precancerous manifestation, lip elastosis is associated
with loss of SUbstance, chronic inflammation and a readily damaged
homy layer, thick, thin or scaly.' Whitening or leukoplakia is
then epithelial. Whitening from dermal change alone is never
theless seen at times in lichen sclerosus, though whitening on the
lip or vulva usually cOJ;Iles from a thick and sodden horny layer,
a thick Malpighian layer, or both. Whitening from an increased
granular layer is a poorly substantiated possibility. Senile elastosis
on the open skin tends to look yellow, perhaps from the liberation
of fluorescent pigments' or lipids, though in my experience lipids
are colourless. Perhaps the incident-light microscope may con
tribute in the study of these dermal colour changes."

Elastic tissue and elastomas have interested a number of \V,orkers
in this country, and it may be of value to note at least a few of
the contributions. Pepler and Brandt' and the present writer'
have investigated the staining and enzymatic dissolution of elasti
tissue. Sacks' has also reported work on the same topic. Although
the "derivation of senile elastosis from elastic tissue was held by
myself and recently supported by Braun-Falco in Germany,7
Gillman in Durban has taken the view that its parent substance
is collagen. B,- Marshall and Lurie'O have contributed to our
knowledge of another kind of focal elastoma, while Loewenthal"
has studied the changes in certain rare varieties of connective
tissue naevus.
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