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Diagnosis and treatment of
Parkinson's disease
Anosmia is a common finding
EDrroR,-Niall Quinn's review on the recognition
and differential diagnosis of parkinsonism' omits
an important point-namely, that at least 70% of
patients with idiopathic Parkinson's disease have a
defective or absent sense of smell.23 About 90% of
patients have rigidity and akinesia, and hence
impairment of the sense of smell would be the
second commonest feature of this condition, at
least equalling tremor in its frequency of occur-
rence. About half of patients are aware of this
defect, and it is suspected, although not yet
proved, that anosmia may precede the onset of the
motor aspects ofidiopathic Parkinson's disease.
This observation has important clinical conse-

quences. If one suspects a patient to have idio-
pathic Parkinson's disease and the result of a
simple bedside test of olfaction is normal then the
diagnosis should be questioned. In progressive
supranuclear palsy (Steele-Richardson syndrome),
which may simulate idiopathic Parkinson's disease,
olfaction is normal.4 Furthermore, provisional
information suggests that patients with benign
essential tremor also have normal smell identifica-
tion scores.' This might not permit the distinction
from benign tremulous Parkinson's disease as our
limited data suggest that olfaction is normal in this
rare variety ofparkinsonism.
An ideal test for olfactory identification is the

University of Pennsylvania smell identification
test. Unfortunately, this is quite expensive, but a
preliminary assessment may be made with every-
day odours such as chocolate, orange peel, coffee,
rose, and vanilla. As long as local nasal disease
is excluded an important clinical sign may be
documented.
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Anticholinergic drugs are not
contraindicated after iridotomy
ED1TOR,-IIn his review of the drug treatment of
Parkinson's disease Niall Quinn states mistakenly
that anticholinergic drugs are contraindicated in
narrow angle glaucoma.' Similar misleading
advice continues to be published in various
pharmacopoeias (for example, the British National
Formulary) with reference to other drugs with
anticholinergic effects, including antidepressants
and bladder relaxants. In addition, general prac-
titioners commonly cite a history of glaucoma
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as a reason for not dilating patients' eyes when
screening for diabetic retinopathy.2
When acute narrow angle glaucoma is confirmed

laser iridotomy should be performed to prevent
any recurrence; this renders pupil dilatation safe.
Chronic open angle glaucoma, by definition, does
not predispose to angle closure. When doubt
persists the eye department should be consulted.
Acute narrow angle glaucoma is rare and confined

almost exclusively to people with severe hyper-
metropia and elderly people. Good practice dictates
that patients should always be warned about
potential side effects of newly prescribed drugs so
that help can be requested at an early stage and
permanent harm prevented. Current advice
to doctors on the use of anticholinergic drugs,
however, seems to be in need of review. Many
patients with relatively common conditions are at
risk of being deprived of their most suitable drug
treatment because of exaggerated and erroneous
fears of precipitating a relatively uncommon
condition.
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Author's reply
EDrroR,-I agree with C H Hawkes that the
question of impaired olfaction is of interest in the
differential diagnosis of parkinsonism. Although
I did not address this in my review because
of limitations on space, colleagues (including
Hawkes) and I have shown that a score of 25/40 in
the University of Pennsylvania smell identification
test gives a sensitivity of 77% and a specificity
of 85% in differentiating idiopathic Parkinson's
disease from progressive supranuclear palsy,
corticobasal degeneration, and multiple system
atrophy.' On a group basis, olfaction in the first
two of these conditions did not differ significantly
from that in normal controls, but olfaction in
the group with multiple system atrophy, while
significantly better than that in the group with
idiopathic Parkinson's disease, was also sig-
nificantly worse than that in the control group.
Scores below the lower limit of the 95% confidence
interval for controls were found in 51% of patients

with idiopathic Parkinson's disease, 31% of those
with multiple system atrophy, 20% of those with
progressive supranuclear palsy, and none of seven
with corticobasal degeneration. Interpretation of
the diagnostic importance of olfactory impairment
in individual cases rather than between groups
must therefore be made with caution.
Andrew Fink takes me to task for stating that

anticholinergic drugs are contraindicated in
narrow angle glaucoma. He is correct in stating
that if this has already been treated by iridotomy
then these drugs are not contraindicated. Anti-
cholinergic drugs can, however, cause blindness in
patients who have not been treated by iridotomy by
precipitating narrow angle glaucoma. Indeed,
three such cases caused by benzhexol were reported
in the BMJ in 1972 by Israeli ophthalmologists.2
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Alcoholism and rising mortality
in the Russian Federation
EDrroR,-Michael Ryan's article' and the press
coverage that followed it highlight how little is
known in the West about the human tragedy
currently unfolding in Russia. Although the non-
Islamic republics of the former Soviet Union have
a long tradition of high alcohol consumption, until
recently epidemiological research on it was sup-
pressed as this was the reponsibility of the Ministry
of Internal Affairs.2 This latter factor may explain
the remarkable absence of references to alcohol in
major Western reports on health in the former
Soviet Union.
Ryan notes that if the change in life expectancy

coinciding with Gorbachev's antialcohol campaign
had been seen in a Westem country it would seem
improbable and some might be inclined to dismiss
it as propaganda. We have also experienced dis-
belief in the magnitude of this effect, but consider-
able evidence supports it. This includes the
observation that similar changes took place in all
the European republics of the former Soviet Union
(figure). Each experienced a dramatic increase
between 1985 and 1986, typically of the order of
two years. Since then the direction of change has
reversed dramatically in all republics. Studies in
the Russian literature of experience at local level
also report quite large reductions in rates of
admission to hospital and death rates (in both cases
over 30%), due in large part to a reduction in
violence related to alcohol.3
There can now be little doubt that the campaign

in 1985, described in detail by Tarschys,' was
extraordinarily effective. It involved a range of
approaches, including reducing access through the
closure of outlets and restricting sales to after 2 pm,
increasing prices, police action, media campaigns,
and the creation of antialcohol movements.
Detailed analysis of consumption patterns, with
allowance being made for illicit production, shows
a considerable, if short lived, fall in consumption.4
This is all the more amazing given the strong
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vested interests, not least in the Ministry of
Finance, that opposed it.2
Although alcohol consumption began to

increase again in the late 1980s, especially as a
result of illicit production and diversion from state
trading organisations, alcohol is unlikely to explain
all the recent deterioration in life expectancy.5 As
Ryan notes, much high quality epidemiological
research is now being undertaken in the former
Soviet Union, although there is little evidence that
it is being acted on by policymakers either there or
in the West. What is needed is a mechanism for
bringing this work to a wider audience in both
regions.
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Improving the detection of
glaucoma
Intraocular pressure ofgreater than
21mm Hg is an indication to refer
EDrroR,-Ronald Pitts Crick and Maurice W
Tuck argue that "to improve the present system of
detecting glaucoma the trend to more comprehen-
sive testing by optometrists needs to be encour-
aged."' They suggest that patients should be
referred if they have an intraocular pressure of
a 26 mm Hg or an intraocular pressure of
22-25 mm Hg plus optic discs or visual fields with
features characteristic of glaucoma. Under present
regulations, however, a patient should be referred
"if there appears to be signs of injury, disease or
abnormality in the eye or elsewhere which may
require medical treatment."23 The upper limit of
normal introcular pressure is generally taken to
be 21 mm Hg. Thus an intraocular pressure of
22-25 mm Hg, even in the absence ofother features
of glaucoma, is a sign of disease or abnormality in
the eye. An optometrist who did not refer such a
patient could be in breach of current regulations.

This needs to be clarified before optometrists
can take a more active role in the screening of
glaucoma.
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Link between glaucoma and diabetes is
disputed
EDrroR,-Ronald Pitts Crick and Maurice W
Tuck highlight the difficulties of screening for
glaucoma and twice mentioned diabetes as an
important risk factor.' Tielsch et al have recently
cast doubt on this tenet in ophthalmology.2 Using
data from the Baltimore eye survey, they con-
cluded that there is no evidence to support an
association between diabetes and primary open
angle glaucoma.
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Lipid lowering dietary advice
EDrroR,-Scientists and practitioners agree that
dietary modification should be the first step of any
cholesterol lowering regimen, but H AW Neil and
colleagues report that the reduction in concen-
trations of total cholesterol and low density lipo-
protein cholesterol after dietary advice given in
general practice to hypercholesterolaemic patients
by a dietitian, practice nurses, or in a diet leaflet
alone was small.' The poor response seems to be
related mainly to the low dietary compliance in
poorly motivated patients. This agrees with our
objective evaluations of the compliance to hypo-
cholesterolaemic dietary prescriptions: on the
basis of changes in the plasma fatty acid pattern,
after two months on the diet only 40% of patients
could be defined as good adherers, while 22% had a
poor compliance and the remaining a variable
adherence over time.2 Neil and colleagues con-
clude that a more intensive intervention than is
normally available in primary care is probably
necessary and a mass approach to dietary changes
is needed.

Instead, better results have been obtained in 65
patients attending a lipid clinic3 and in 45, 9 year
old schoolchildren enrolled in a community project
for control of chronic diseases.4 In the first study,
dietary intervention was performed by a doctor
and included the evaluation of a seven day food
record, practical dietary recommendations, and
distribution of a booklet suggesting the adoption of
the Mediterranean diet. After six weeks, total
cholesterol decreased by 11-3% and low density
lipoprotein cholesterol by 15-3% (from 7-12
(SD 0 5) mmol/l to 6-31 (0 7) mmol/l, P<0 001,
and from 5 04 (0 5) mmolV to 4-27 (0 6) mmol/l,
P<0*001, respectively) in 25 patients with
moderate hypercholesterolaemia and by 9 1%
and 9 9% in 40 patients with severe hyper-
cholesterolaemia (from 9 49 (1-4) mmol/l to
8-76 (1-7) mmoi/l, P<0 001, and from 7A43
(1-4) mmolI to 6-70 (1-8) mmol/l, P<0 001).

In the second study simple dietary advice was
given to parents when blood was taken. This
included a list of foods to be avoided and a list of
suggested foods to be consumed at home and at
school. As an example to start with, a standard
isocaloric, moderate fat, moderate cholesterol diet
was provided, together with practical information
on food preparation. After six weeks, total choles-
terol dropped by 14-1% (from 4-58 (0 8) mmol/l to
3 93 (0 6) mmolIl, P<0001) and low density
lipoprotein cholesterol by 16-9% (from 2-78
(0 7) mmol/l to 2-31 (0 5) mmol/l, P<0 001).
Both total cholesterol and low density lipoprotein
cholesterol remained almost unchanged after 12
months (3 94 (06) mmol/l and 2-27 (0 5) mmol,
respectively).
The above data are similar to those obtained in

the long term treatment with some cholesterol
lowering drugs, suggesting the high efficacy of
simple and low cost dietary advice and the need for
a careful evaluation of the compliance to hypo-
cholesterolaemic dietary prescriptions before
starting drug treatment. "True dietary resistance"
due to genetic factors should also be borne in
mind.'
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Magnesium in acute myocardial
infarction
EDrroR,-Salim Yusuf and Marcus Flather' offer
no satisfactory explanation for the statistical
incompatibility (P> 00001 for heterogeneity)
between the inefficacy of magnesium in the fourth
international study of infarct survival (ISIS-4)2 and
the clearly positive pooled results of the 10 other
trials of intravenous magnesium in acute
myocardial infarction. Magnesium has been
reported to protect contractile function in a dozen
experimental models of myocardial ischaemia and
reperfusion and is now known to act during the
first few minutes of reperfusion.34 ISIS-4 was
unique in that most patients underwent thrombo-
lysis before being randomised to magnesium or
control (to accommodate the factorial design). The
interval was not recorded but most typically have
been three or more hours after randomisation took
place at a mean of seven hours from the onset of
symptoms. The 30% of patients in ISIS-4 who
were not given thrombolytic treatment were
randomised at a mean of 12 hours after the onset
of symptoms, when spontaneous reperfusion of
viable myocardium is unlikely to occur.
ISIS4 was not designed to test for an anti-

reperfusion effect of magnesium. Any subgroup
analysis put forward to disprove such an effect
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