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negotiate fees with insurers and others who would pay for
their services.' This plan goes further than the 300 000
member American Medical Association (AMA), which
would require employers to provide health insurance for
employees but does not support a national healthcare budget
with limits on fees charged by doctors. There is disagreement
on the issue of a national health budget. The College is on
record for 'limitation of total healthcare spending through a
national health care budget and a matrix of national and local
controls on the price, supply and demand for services'. The
plea for a ceiling on total health expenditure is criticized by
the AMA as 'a radical approach rather than the incremental
reform that is necessary. It would lead to healthcare rationing.'
While some eyes continue to look north to Canada for solu-
tions, the public continues to read about the dissatisfaction
with the system there, poor access, poor availability of
high-tech methods, and inordinate delays in essential treat-
ment, leading large numbers of Canadians to come to medical
centres in the US for care.

Governor, now President-elect, Bill Clinton's American
Healthcare Plan requires the formation of a national health
board to determine a core benefit package, which both public
and private sectors must cover. According to the plan, 'no
person will be cut off, cancelled, denied or forced to accept
low-quality care'. Clinton has stated, 'I fully recognize that
the path to healthcare reform is difficult. Some have described
it as the "black hole" of American politics ... In addition, I
believe we need a health care system that stresses preventive
and primary care, including drug and health education;
meets the challenges of the HIV epidemic, women's health
concerns, and long term care; and invests in medical
research. My plan presents a framework for meeting those
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objectives.' According to President Bush, the only legitimate
additional step for the Federal Government to take to reduce
costs was to prevent any increase in the total Federal public
healthcare budget from generally exceeding the rate of infla-
tion. His proposed solution to the accessibility problem was
to close the gap between people covered by private insurers
and those covered by Medicare and Medicaid. He proposed
to do this by offering a transferable tax credit (or healthcare
voucher) worth $1250 per person for the working poor, and a
tax deduction OIi individually purchased coverage for middle
income people. Speaking for the president, Dr Louis Sullivan,
Secretary of Health and Human Services, declared, 'countries
with nationalized systems of medicine (such as Canada,
Great Britain and Sweden) are characterized by waiting lists
for critical medical procedures, aging medical infrastructure
and technology, and de facto rationing ... At a time when
most Americans are receiving the finest healthcare in the
world, I find it remarkable that some would wish to head
down the slippery slope towards nationalized medicine.'
Clinton's views on the economy and the need for change have
prevailed. Once he is ensconced in the Oval office, however,
he might find it difficult to fulfil his promises on healthcare
reform. However, his election will certainly and strongly
influence the trend towards nationalized medicine in the
United States.
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Twenty-fourth Congress of the International Society of
Haematology, London. 22-26 August 1992

More than two thousand delegates from around the world
spent a very enjoyable week attending one of the biggest
scientific meetings ever hosted in London. Professor Sir
David Weatherall of Oxford University, the current Presi-
dent of the International Society of Haematology, had
gathered together a distinguished group of speakers to
discuss the latest advances in the biology and treatment of
haematological diseases. One message that came across very
clearly was that it is an exciting time to be a haematologist.
We are accustomed to knowing about the cellular and
molecular mechanisms which underlie diseases, but the par-
ticularly exciting prospect for the forthcoming decade is that
this same rigorous molecular approach is leading to the
discovery of new and exciting forms of therapy. This short
report will focus on three therapeutic developments in
haematology which were reported at the satellite symposia
of the conference.

The first relates to the use of glucocerebrosidase in the

treatment of Gaucher's disease. At a symposium sponsored
by Genzyme and chaired by Professor Tim Cox of Cambridge
University, Dr Ernest Beutler of the Scripps Clinic, La Jolla,
California gave a masterly description of the clinical
biochemistry of this, the most common of the glycolipid
storage diseases. Gaucher's disease is caused by a hereditary
deficiency of glucocerebrosidase leading to an inability to
degrade glucosylceramide which accumulates within the
lysosomes of the macrophages in the liver, spleen, marrow
and rarely, the central nervous system. The condition is
especially common in Ashkenazi Jews. More than 20 different
mutations of pathogenetic significance have been described
within the glucocerebrosidase gene and attempts at enzyme
replacement therapy have been made for almost 20 years.
Dr Beutler, however, reported successful treatment in
18 patients given small fractionated intravenous doses of
mannose-terminated glucocerebrosidase (Ceredasew,
Genzyme) on a thrice weekly regime.' This enzyme is
purified from human placenta and is selectively taken up by
cells of the reticuloendothelial system. Dr Norman Barton of
the National Institutes of Health presented updated results-
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of therapy with the same agent but given by high dose intra-
venous infusion once every two weeks. Clearly, the optimal
dosage remains to be determined, but Ceredasef therapy
can undoubtedly lead to improved blood counts, reduction
of visceral organomegaly, improvement in pulmonary func-
tion when this is impaired and possibly also improvement in
skeletal disease. Neurological Gaucher's disease does not
respond to enzyme replacement therapy. A major impediment
to the widespread availability of treatment is the high cost-a
year's high dose therapy in an adult would cost approxi-
mately $350000 for the enzyme alone. Recombinant DNA
technology is being applied to the commercial manufacture
of Ceredase'P and this development together with further
modification of the dosage may bring the treatment within
reach of a larger number of patients.

Recombinant human erythropoietin (r-Hu-EPO) is of
established value in the treatment of the anaemia of chronic
renal failure and may have a role in alleviating the anaemia
of chronic diseases and in myelodysplasia. Dr Bart Barlogie
of the University of Arkansas presented data on approxi-
mately 20 patients with multiple myeloma in whom r-Hu-EPO
given at a dose of 150 U/kg thrice weekly was useful in reduc-
ing the red cell transfusion requirement. All patients were
receiving concurrent chemotherapy and r-Hu-EPO therapy
had no impact on granulopoiesis or thrombopoiesis.
Dr Nicholas Thatcher of the University of Manchester pre-
sented data from a randomized trial of patients with small
cell lung cancer in whom the r-Hu-EPO treated group not
only required fewer red cell transfusions, but also maintained
a similar or even slightly higher mean haemoglobin level
while undergoing chemotherapy. A number of presentations
at the meeting reported results with the use of recombinant
granulocyte-colony stimulating factor (G-CSF) and granulo-
cyte-macrophage-colony stimulating factor (GM-CSF). It is
clear that recombinant growth factors can substantially aid
regeneration of both red and white cells in patients who have
received chemotherapy or have had bone marrow transplan-
tation. However, there is still a lack of clear cut evidence of
reduction in patient mortality associated with the use of such
agents, the most effective combined regimes have not yet
been devised and no agent has hitherto been shown to accel-
erate platelet recovery. These agents hold great promise for
a future wherein the supportive care of intensively treated
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patients will be safer, simpler and more effective.
Dr L.D. Piro of the Scripps Clinic in La Jolla, California

reported the recent results of treatment of hairy cell
leukaemia with 2-chlorodeoxyadenosine (2-CdA). The
initial promise of this agent has been amply confirmed- and
Piro et al. have now treated over 300 patients. Analysis of the
first 148 patients revealed 85% to have obtained a complete
clinical and haematological response after a single 7 day
intravenous infusion. A further 12% obtained a partial
response over a median duration of follow up of 14 months.
Only 4 patients have relapsed following therapy, and none of
these patients currently have sufficient disease to warrant
further treatment. Dr Piro reviewed similar results with the
use of 2-CdA in smaller numbers of patients treated at other
institutions. Toxicity is reported to be low, with fever and
mild myelosuppression being the most common side-effects.

Patients with hairy cell leukaemia are spoilt for choice.
Splenectomy and supportive care remained, for many years,
the only appropriate therapies for this disorder, and results
with chemotherapy were disappointing. Great interest was
generated in 1983 when Spiers and Parekh" reported that
deoxycoformycin was active as a single agent and time has
shown that it is still capable of achieving a durable complete
response. Recombinant alpha-interferon has also made a
major impact, but although it is undoubtedly active it rarely
induces complete remission. 2-CdA, on the other hand,
clearly has curative potential and is active in patients who
have relapsed following other therapies. It is destined to
become the treatment of choice for newly diagnosed and
relapsed patients with hairy cell leukaemia.
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