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treatable with burr-hole and craniotomy evacuation that centres
with appropriate and adequate neuroradiological and neurosurgical
facilities and experience will question the ethics and essence of
the step-wise escalation of surgical procedures for treating SOH
proposed in this paper.
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SUMMARY

This double-blind study investigated the effectiveness of pravastatin
in decreasing the risk of coronary events by lowering the low density
lipoprotein (LDL) cholesterol levels in patients with prior myocar-
dial infarction (MI) and 'average' cholesterol levels (defined as total
cholesterol levels less than 240 mg/dl and LDL cholesterol levels of
115-174 mg/dl). The mean cholesterol level in this patient popula-
tion was 209 mg/dl and the LDL cholesterol level 139 mg/dl. The
patients were randomized to receive either pravastatin 40 mg/day or
a placebo. A total of 4159 patients (3583 men and 576 women)
participated in the study. The primary end-point was a fatal coronary
event or a non-fatal MI (combined coronary events).

There were no baseline differences between the two groups, At
the end of the study, the primary end-point frequency was 10,2% in
the pravastatin group and 13.2% in the placebo group, giving a risk
reduction of24% (95% CI 9-36; p=0.003), a difference which is both
clinically and statistically significant. Similar risk reductions of
26%, 23% and 31.1% respectively were also noted for secondary
end-points such as the need for coronary bypass surgery, coronary

THE NATIONAL MEDICAL JOURNAL OF INDIA VOL. 10, NO. I, 1997

II Cameron MM. Chronic subdural haernaroma: A review of 114 cases. J N.u",1
Neurosurg Psychiatrv 1978;41:834--9.

12 Gannon WE. Cook AW. Browder El. Resolving subdural collections J Neurosur g
1962; 19:865-9.

13 Ambroseno C. Post-traumatic subdural hematoma: Further observations on non-
surgical treatment. Arch N •• rot 1962;6:287-92.

14 Bender MB, Christoff N. Nonsurgical treatment of subdural hematomas, Anh
Neuro/1974;31:73-9.

15 Suzuki J. Takaku A. Nonsurgical treatment of chronic subdural haematoma. J
Neurosurg 1970;33:548-53.

16 Gjerris F, Schmidt K. Chronic subdural haernatorna: Surgery or mannitol treatment.
J Neurosurg 1974;40:639-42.

17 Aoki N. Subdural lapping and irrigation for the treatment of chronic subdural
hematoma in adults. Neurosurgery 1984;14:545-8.

18 Negron RA, Tirado G. Zaparer C. Simple bed-side technique (or evacuating chronic
subdural hematomas: Technical note. J Nruro .•urg 1975;42:609-11

19 Tabaddor K, Shulman K. Definitive treatment of chronic subdural haernaroma by
twist-drill craniosrorny and closed-system drainage. J Neuro .•urg 1977;46:220-6.

20 Svien Hl, Gelery lE. On the surgical management of encapsulated subdural
hematoma: A comparison of the results of mernbranectorny and simple evacuation
J Neuro .•• rg 1964;21:172-7.

ADELOLA ADELOY A

University of Malawi
Blantyre
Malawi

angioplasty and frequency of stroke. There were no significant
differences in the overall mortality or mortality from non-cardiovas-
cular causes. The beneficial effects were more in women than in men
although there was a non-significant increase in breast cancer inci-
dence in women assigned to the pravastatin group. Risk reduction
was greatest in those who were older than 60 years, those with left
ventricular systolic dysfunction and those with higher pre-treatment
levels of LDL cholesterol.

The authors conclude that the benefit of cholesterol-lowering
therapy extends to the majority of patients with coronary disease who
have average cholesterol levels.

COMMENT
Elevated serum cholesterol level has been recognized to be a
major risk factor for coronary heart disease (CHD), based on
experimental, observational and interventional studies.t? Till
recently, dietary, drug and surgical intervention studies carried
out to decrease serum cholesterol levels had not convincingly
·demonstrated a significant prolongation of life.v' In fact, some
meta-analyses of trials had suggested that the observed reduction
of CHD deaths is offset by an apparent increase in non-cardiac
mortality including cancer and violent deaths.v' All these doubts
have been dispelled by the recent results ofthe4S~ and WOSCOPS
trials' which used HMG CoA reductase inhibitors, simvastatin
and pravastatin, respectively.

The 4S trial using a secondary prevention strategy in patients
of MI and the WOSCOPS, with mostly a primary prevention
strategy, demonstrated a significant decrease in the risk of death
from all causes (30% in the 4S trial and 22% in WOSCOPS), in
addition to a significant reduction in major coronary events.

A major problem in the clinical epidemiology of CHD risk
factors is the definition of elevated serum cholesterol levels
qualifying for intervention. In the 4S trial all patients had choles-
terol levels above 240 mg/dl and in the WOSCOPS trial the
cholesterol level at recruitment was above 250 mg/dl. However,
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cohort studies in populations have clearly shown that the risk of
CHD increases with incremental levels of cholesterol, even in
those with total cholesterol and LDL cholesterol in the 'normal
range" for those populations. Can the benefits of cholesterol and
LDL lowering be extended to individuals in this range?

The study attempted to answer this question. It has shown
significant reduction in the primary end-point. This is reinforced
by the post-CABS study." In actual terms, five years of treatment
with pravastatin in 1000 patients with MI and cholesterol levels
less than 240 mgldl, results in prevention of II cardiovascular
deaths, 26 non-fatal MIs, 25 coronary artery bypass surgeries, 37
angioplasties and 13 strokes. Although there was no statistically
significant difference in the total mortality, the number of deaths
in the pravastatin group was lower than that in the placebo group.
~ larger sample size would have been required to evaluate the
ben~fits related to total mortality.

Is this study conducted on the US population generalizable to
the Indian population? Firstly, even the 'average' cholesterol in
the US population may be high for the Indian population for
whomthe mean cholesterol levels are below 200 mgldl in both the
urban and rural population. to Secondly, even if the treatment is
confined to those individuals whose cholesterol levels are above
200 mg/dl, the cost of such treatment would be enormous.

In western countries also, the cost-effectiveness of reducing
serum cholesterol (by drugs) in patients with hypercholesterol-
aemia is hotly debated. To prevent one cardiovascular death in the
WOSCOPS population, about US$ 858 000 worth of pravastatin
needs to be prescribed. In women the cost of this would exceed
US$ 3.4 million. IIThese cost calculations are even more relevant
in India where health care resources are barely enough to combat
communicable diseases.

Despite the expense involved, this therapy could be advocated
to selected high-risk patients with hypercholesterolaemia, such as
those who have undergone bypass surgery or angioplasty or

Paralytic and diarrhoetic shellfish poisoning
from Spanish mussels
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SUMMARY
The Galician Rias are old flooded river valleys on the northwestern
Atlanticcoast of Spain. These areas have a high planktonic produc-
tion which has led to the cultivation of mussels for human consump-
tion.Mussel aquaculture and shellfish canning industries in this area
constitute almost half of the total European production of mussels.
Since 1976, there have been a number of incidents of paralytic and
diarrhoetic shellfish poisoning (PSP and DSP). In 1993, a similar
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survivors of MI with left ventricular dysfunction. However, what
is important is prevention of the increase in cholesterol levels in
the general population through the promotion of healthy dietary
practices.
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incident lasted for 5 months. The authors collected mussels from the
affected areas and analysed the toxin profile using liquid chromato-
graphy and capillary electrophoresis along with mass spectrometry.
They found a complex toxin composition which included the known
DSP toxins, okadaic acid (OA) and diniphysistoxins-2 (DTX2); the
known PSP toxin Bl and the decarbamoylated derivatives of saxi-
toxins (STX); and gonyautoxins, GTX2 and GTX3. Small amounts
of STX and some unidentified PSP toxins were also detected.

COMMENT
The aquaculture industry has been affected by sporadic incidents
of paralytic disorders and diarrhoetic conditions due to shellfish
poisoning. These illnesses in humans are caused by the consump-
tion of shellfish, sometimes heavily contaminated by certain
toxins produced by dinoflagellates such as Alexandrium
tamarensis, Gymnodiniumcatenatum and Dinophysis spp. (mainly
acuta and acuminata).t~ The first reported outbreak of paralytic
shellfish poisoning (PSP) was during October-November 1976,5
and the first confirmed case of diarrhoetic shellfish poisoning
(DSP) was reported in 1978.6 Earlier, most of the gastroenteric
disorders in this region believed to be due to the ingestion of
shellfish were related to bacterial contamination. This was subse-


