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act as vectors for the transmission of HBAg in Africa.26 The
immaturity of the infant's immunological mechanisms would
favour chronic persistence of the antigen. Throughout the
world, a high proportion of HBAg-positive patients with
hepatoma have been found to have cirrhosis,'7 20 21 and this
has led to the suggestion that the neoplasm arises as a late
manifestation of cirrhosis after hepatitis due to HBAg. It is
also possible that the virus may have oncogenic properties.

Finally, it is conceivable that HBAg may act synergistically
with aflatoxins to produce liver cancer, for studies in animals
have shown that pre-existing liver damage, whether produced
by viruses or chemicals, potentiates the carcinogenicity of
these compounds.27 28 This would help to explain the high
incidence of hepatoma in countries where exposure to both
HBAg and aflatoxins is high. Though a clear association has
been shown between fungal contamination of foodstuffs and
the incidence of primary hepatoma this is not proof of a cause
and effect relationship. Nevertheless, the evidence is persuasive
enough to add a medical reason to the already pressing socio-
economic indications for improving harvesting techniques
and storage conditions for foodstuffs in underdeveloped
countries.
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Excessive Height
Tall slender girls are favoured in our society, but excessive
height is a source of considerable embarrassment and misery.
Parents whose daughters tower above their contemporaries
have often experienced the difficulties of being tall themselves
and are anxious that growth should be slowed or arrested.
This parental concern presents a dilemma for the doctor, who

has to decide in each case whether or not to embark on a
prolonged course of treatment with exogenous oestrogens.
Not least of the problems is the accurate prediction of the
girl's final adult heighL. Final height relates not only to linear
growth during childhood but also to the time of menarche, the
rate of skeletal maturation, and other less well defined factors.
Even the most authoritative of predictive tables have been
prone to considerable error and have limited the interpretation
of studies using oestrogens as growth suppressants. Tanner
and his associates' have recently provided improved tables,
which incorporate the age, height, menarche, bone age, and
mid-parental height, and these will greatly facilitate manage-
ment.
Equipped with an estimate of adult height which is likely to

be within 3 to 6 cm of the true value the physician should
discuss its significance with the child and family. Individual
hopes and aspirations will differ, but the advantages of being
tall should be emphasized without creating too great a concern
about body image. A predicted adult height in excess of 175-
180 cm (5 ft 9 ins-5 ft 11 ins) is commonly acceptedas justifying
intervention, and the decision to commence oestrogens should
if possible be made before the menarche and before a bone age
of 11-5-12 years. The family should appreciate the wider
implications of oestrogen therapy, and the girl must be pre-
pared for her accelerated puberty.

Pathological causes of excessive height should be excluded:
these include pituitary eosinophilic adenoma, thyrotoxicosis,
cerebral gigantism, Marfan's syndrome, and homocystinuria.

In spite of 20 years of experience oestrogen therapy in
pubertal girls remains relatively experimental. There are
doubts about the actual benefits, and the best method of
administration has yet to be decided. The reported series2-5
have lacked uniformity in terms of the maturity of the girls,
the type of oestrogen used, and whether the dosage schedule
was continuous or cyclical. Whitelaw's clinic3 has used
intramuscular oestradiol valerate 10 mg on days 5, 9, and 16
of the cycle with 17-hydroxyprogesterone caproate 250 mg
added to the third dose. An alternative taken by mouth is
ethinyloestradiol 0-15-025 mg daily with norethisterone 3-4
mg daily on the first six days ofeach month. Oral contraceptive
pills do not have a sufficient oestrogen content. Therapy is
continued until the growth curve levels off or a bone age of
15 years is reached; the average duration of therapy is 14 to 20
months. American3-5 and Australian2 groups have reported
reductions of up to 15 cm in predicted height if the girls were
premenarchal at the start of treatment, but the benefit was less
definite when the bone age was more advanced. Overall
figures show savings of only 4 to 5 cm, and these statistical
advantages may not be paralleled by clinical benefit and
patient satisfaction.

Recognized problems of treatment include morning nausea,
gain in weight, pigmentary changes, labia minora hypertrophy,
and menorrhagia. These seldom necessitate cessation of
treatment if the girl is keen on the idea. Potential long-term
complications have been highlighted by the association between
exposure in utero to stilboestrol and the development ofvaginal
adenocarcinoma in young women.6 This interference with
Mullerian structure embryogenesis cannot be extrapolated to
pubertal events, but it does emphasize the hazards ofhormonal
manipulation during any period of rapid growth. Of more
direct relevance is the raised incidence of endometrial carci-
noma of the mixed or adenosquamous variety after prolonged
stilboestrol therapy in patients with Turner's syndrome.7 This
may be a reflection of genetic imbalance in these patients, but
has added to the evidence incriminating drugs ofthe stilboestrol
group as potential carcinogens. It must be stressed that these
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neoplasms have not been encountered so far in girls treated
for excessive height, and it is also reassuring that after treatment
the menses seem uneventful and fertility normal.
The mechanism by which oestrogens suppress skeletal

growth is still unknown. Plasma growth hormone levels are
not depressed, but there is some evidence that its peripheral
effects are reduced.8 Epiphyseal closure is accelerated, but that
is not the sole rate-limiting factor. In spite of our restricted
knowledge hormonal therapy has become increasingly popular
and has replaced orthopaedic and radiotherapeutic approaches.
Epiphyseal stapling retains its place in dealing with
assymmetrical growth, but irradiation has rightly been
abandoned because of the risks of inducing osteosarcomata.

Girls faced with the prospect of exceptional height require
sympathetic consideration. Effective therapy is available if the
problem is appreciated sufficiently early. Our skill in providing
help will no doubt improve as we develop greater under-
standing of the processes of puberty and skeletal growth.
1 Tanner, J. M., et al., Archives of Disease in Childhood, 1975, 50, 14.
2 Wettenhall, H. N. B., and Roche, A. F., Australian Paediatric Journal,

1965, 1, 210.
3Whitelaw, M. J., Acta Endocrinologica, 1967, 54, 473.
4Frasier, S. D., and Smith, F. G. Jr., Journal of Clinical Endocrinology and

Metabolism, 1968, 28, 416.
5 Schoen, E. J., et al., AmericanJournal of Diseases of Children, 1973, 125, 71.
6 Herbst, A. L., Ulfelder, H., and Poskanzer, D. C., New England Journal

of Medicine, 1971, 284, 878.
7Cutler, B. S., et al., New England Journal of Medicine, 1972, 287, 628.
8 Wiedmann, E., and Schwartz, E., Journal of Clinical Endocrinology and

Metabolism, 1972, 34, 51.

Malaria in Africa

According to the World Health Organization's latest six
monthly report on the world malaria situation, some 269
million people in sub-Saharan Africa still live under its
scourge, and an estimated 600 000 children under 4 years of
age die annually from the disease. Malaria is, indeed, the main
cause of morbidity and mortality in the general population of
much of Africa. Small scale antimalarial measures, mainly in
urban areas, give some type of protection to about 17% of the
population at risk, but in many ccuntries, including Nigeria,
Angola, Mozambique, and the Congo 95-100% of the popula-
tion receive no specific antimalarial treatment at all.'

This picture of malaria in Africa today is little different from
that 20 years or more ago, when the W.H.O. made the disease
a target for global eradication. Sadly, the same factors that
diminished hope of eradicating malaria in the 1960s-limited
resources, unfavourable ecological conditions, and insufficient
health coverage-have proved the main obstacles to attempting
the less ambitious target of large-scale malaria control opera-
tions in the 1970s. These are just the same factors that have
militated against control of other infections like measles,
tuberculosis, tetanus, and poliomyelitis, which, like malaria,
are major causes of morbidity and mortality in childhood in
Africa and for which, as for malaria, highly effective means for
prevention and cure are available.
Extreme poverty and shortage of trained personnel impose

severe constraints on medical services in most African states,
and often a bad situation is rendered worse by tragic misuse
of available resources. Though most people live in rural areas,
where diseases like malaria have their most serious impact,
medical services tend to be concentrated in the cities, to be
curative rather than preventive, and to be provided mainly for
the wealthier sections of the community. The new govern-
ments in Africa cannot with justice be held solely responsible

for the unsatisfactory operation and inequitable distribution of
their medical services. The political instability, disorganization
of civil services, social upheaval, and deteriorating economic
circumstances that so often followed independence did not
encourage their development and reform. Foreign aid, some-
times on a generous scale, has not always been granted on a
basis of real need; so it is hardly surprising that it has made
little impression and has on occasion done harm by diverting
indigenous resources from basic health services. Projects
aimed at specific diseases have tended to achieve variable
success in the short term only to fail because basic services
proved inadequate to consolidate early gains or meet long
term commitments. The need for aid unfettered by political
strings remains-and has been increased in poor countries by
recent trends in world economics; but prospects for aid have
diminished except in countries such as Nigeria with their own
oil wealth.
The steady flow of disaster reports from abroad, dis-

seminated by the mass news media and often cynically
manipulated for political ends, has desensitized the public
conscience to the needs of the developing countries. Hardly a
whisper of dissent was heard about the cut-back in overseas
aid announced recently in the budget. The medical profession,
preoccupied with problems in a faltering Health Service,
bemused by the changing role of doctors in society, and beset
with anxieties about economic security seemingly lacks any
wish to become concerned in "other people's problems." In
this climate of thought the latest information about malaria in
Africa will evoke little public reaction and provoke little more
than a shrug of regret from most doctors. Should we not admit
this lack ofconcern ? We might then develop a renewed, more
realistic interest in developing countries and a fresh appraisal
of our role in their affairs.

1 World Health Organization Weekly Epidemiological Record, 1975, 50,53.

Breast Cancer in Young
Women

About 10% of breast cancers occur in women under the age
of 40, but in Britain any one general practitioner is likely to
see only two such cases in his career.1 In spite of the relative
rarity of breast cancer in young women the disease presents
special problems that merit careful consideration. The
patients may be wanting to get married, they may be pregnant,
they may have young children to care for, or they may be
anxious to have further children. For these reasons the prog-
nosis of the disease and the effect ofpregnancy on the outcome
must play a critical part in influencing the management of the
patient.

Breast cancer in young women is widely believed to be
biologically less favourable than that occurring in the elderly,
and this view has led some clinicians to modify their treatment
policy according to the patient's age. Though breast cancer
behaves as a heterogeneous disease and treatment policies may
have to be tailored to the individual patient, age is probably
one factor that does not influence the nature of its course. As
early as 1880 Gross2 stated "the rate of growth [of breast
cancer] is not, contrary to the generally received opinion,
influenced by the early age of the patient." A recent paper
from America tends to support this view.3 The authors re-
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