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maintain body weight the reduction in saturated fat must be
countered by another source of calories. An increase in car-
bohydrates might itself increase the risk of coronary artery
disease by increasing production in the liver of triglyceride-
rich lipoproteins9 of very low density. This can be avoided
by substituting polyunsaturated for saturated fat in the diet.
To facilitate such dietary change the Committee of the New
Zealand Heart Foundation4 advocated that the composition
of foodstuffs should be widely publicized and that those
which contain polyunsaturated oils should have no re-
strictions placed on their availability. S. Dayton and col-
leagues'0 reported that the incidence of carcinoma was in-
creased in a group of people on a diet high in polyunsatu-
rated fat, but this observation does not appear to have been
substantiated in other studies." Certainly the New Zealand
committee saw no reason for restricting the consumption of
polyunsaturated fats even though it did not consider there
was any particular need to promote their use in the whole
population.

While it would seem sensible to endorse these recom-
mendations there is clearly not enough evidence to justify a
full-scale campaign aimed at changing the dietary habits of
the nation.'2 But the accumulating evidence is impressive,
and it seems likely that if it is clearly presented many people
will wish to modify their diet. Though cigarette sales have
not fallen precipitously, it is now clear that many other
sensible people besides doctors have given up the smoking
habit. To such people the fat on their bacon could become
just as unnecessary as the smoke from their cigarettes.
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Presymptomatic Detection
of Huntington's Chorea
Huntington's chorea is inherited in an autosomal dominant
fashion. Symptoms usually begin after the age of 30, which
means that people who develop the disease usually have
already conceived their offspring by the time it first appears.
The child of an affected parent who has seen the gradual
progression of choreo-athetoid movements and mental de-
terioration to a totally crippled state and death is all too
well aware that he himself has a 50% chance of developing
the disease. Suicidal depression is not unusual in this group
of people. If some effective method were available for de-
tecting the gene for Huntington's chorea before the de-
velopment of signs and symptoms, it would at least be
possible to reassure ;half of these patients who are at risk.
There are indications that such a test may now be possible.

Two groups of workers have recendy reported on the use
of levodopa in the investigation of people genetically at risk

of developing the disease.1-3 The basis of the test is that
patients with Parkinson's disease who are treated with
levodopa in high dosage frequently develop dyskinesias, in-
cluding choreo-athetoid movements very similar to those
seen in Huntington's chorea. It is possible that Huntington's
chorea is due to an abnormal reaction to dopamine. It is
therefore also posible that such movements may be induced
by levodopa in asymptomatic persons who are later to de-
velop the disease. In a recent report3 patients and controls
received levodopa in gradually increasing doses to a maxi-
mum of 2-5 g daily for a total of 10 weeks. In a second part
of the study levodopa at a dose of 800 mg/day was given in
combination with a peripheral dopa decarboxylase inhibitor.
The age range studied was from 17 to 33 years. None of the
24 controls developed dyskinetic movements on either
regimen. However, about a third of the people genetically at
risk of developing Huntington's chorea did develop such
dyskinetic movements.
Many things need to be elucidated before the levodopa

test can be accepted as an effective method for the
detection of presymptomatic Huntington's chorea. Though
false positive reactions appear to be unlikely, a larger series
of normal persons will be required to make certain that an
occasional normal person may not develop dyskinetic move-
ments during this test. Moreover, it still remains to be
proved that the people who develop dyskinetic movements
will in fact go on to the full development of Huntington's
chorea. Though they seem likely to do so, a long follow-up
of these positive reactors is awaited with interest. Finally,
a negative response in a person genetically at risk of develop-
ing the disease cannot be regarded as proof of the absence
of the gene for it. Again a long follow-up will be required
to find out the proportion of false negative responses and
at what period in the life of the patient a false negative re-
sponse can be expected to occur.

Until these questions have been answered it will be diffi-
cult to know exactly what to tell the patient. In fact it has
been discussed whether it is ethical even to carry out such
investigations until an effective treatment for Huntington's
chorea is available.4 At present the only reasonable way in
which the results of the test may be applied is in advising
individuals on the risk of transmitting the disease to children.
Many people seek advice on whether there is any sign of
their having the disease before they embark on a family of
their own. If the reaction to levodopa is positive, it is prob-
ably reasonable to explain that there is a possibility that the
disease might be passed on to the children even though there
is no certainty that the individual himself may develop it.
This is the sort of advice that many of them are seeling.
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Papovaviruses and Human
Disease
The papovaviruses are small icosahedral (20-sided) viruses
which have until recently seemed to be of only limited
interest in clinical medicine. The group includes the various
papilloma or wart viruses of man and animals, polyoma
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