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currently recommended might improve resuscitation rates
after cardiac arrest. £>-!3

The present study and another published in the same issue
of the New England Journal of Mediciner' concluded that
high-dose epinephrine did not improve the return of
spontaneous circulation and survival rates in adult patients
who had cardiac arrest compared to the use of standard-dose
epinephrine. However, this conclusion is not tenable
because in 60% of patients the cardiac arrest was not wit-
nessed and hence the time between the onset of arrest and
the receipt of epinephrine might have been prolonged. Even
in patients in whom the cardiac arrest was witnessed, the
average time prior to administration of epinephrine was
17 minutes. The high-dose regimen was not repeated if there
was a failure with the initial high-dose injection. It has
been recommended that epinephrine should be repeated at
least every five minutes in advanced cardiac life support.' A
subgroup analysis showed that when epinephrine was
administered within 10 minutes of the cardiac arrest, there
was a trend towards improved rates of survival to hospital
discharge in the high-dose group. .

Another possible reason for the authors not finding
an apparent difference between the two groups is the
concomitant increase in myocardial oxygen consumption
resulting from the beta-adrenergic effects of high dose
epinephrine particularly in patients with fixed athero-
sclerotic coronary vessels. I This might have offset any
beneficial effects of high-dose epinephrine on survival rates.
In fact, subgroup analysis showed a higher rate of return of
circulation in patients with electromechanical dissociation
(who probably have a lower incidence of coronary artery
disease) when they were treated with high-dose epinephrine
than when they received standard-dose epinephrine. A
recent animal study has shown that the use of beta-blockers
along with high-dose epinephrine resulted in a trend
towards a lower number of deaths in the first 24 hours after
resuscitation.P

An important finding of the present study is that there
were no major adverse reactions to high doses of epinephrine.
Of importance, too, was the absence of ventricular dysar-
rhythmias related to the use of high-dose epinephrine. This
will dispel any fear about the use of high-dose epinephrine in
future trials.

Most of the human studies reported have shown that the
hospital discharge rates have not been significantly different
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for the standard-dose and high-dose epinephrine groups.
This probably reflects the prolonged global cerebral
ischaemia present prior to starting CPR which seems to
determine the ultimate outcome.

Despite the negative results of the present study, there
should be further clinical trials comparing the use of high-
dose and standard-dose epinephrine especially in the very
early phase of CPR.
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psychotic illnesses with and without current cannabis use. They
attempted to delineate specific psychotic symptoms and
syndromes associated with cannabis use. The study was con-
ducted among patients with psychotic symptoms admitted to the
acute psychiatric wards of two London hospitals, over a period
of 18 months. It comprised of 61 patients between 16 and
60 years who had psychiatric symptoms, were not alcoholic or
using other illicit drugs in the month before admission and
whose urine analysis was positive for cannabis and negative for
all other illicit drugs. Forty-three controls met all the other
criteria, with cannabis-free urine. Both groups were interviewed
within a week, using present state examination (PSE) which is a
structured psychiatric interview schedule for increasing the
reliability and validity of information obtained from patients.
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Follow up interviews and urine examinations were done at one
and six months, the interviewer being blind to the urine reports.
Drop-out rates were 18% and 23% for subjects and 14% and
21% for controls at one- and six-months follow up respectively.

Subjects were on an average younger than controls, more often
males, non-Caucasians, with a past history of psychotic illness
and a forensic record. At the initial assessment PSE showed a
significant difference between the subjects and controls on
five items (changed perception, non-verbal auditory hallucina-
tions, thought insertion, delusions of control and delusions
of grandiose ability). Only one item (delayed sleep) differed at
one month and no significant differences were found at six
months. PSE ratings were used to generate a computer diagnosis
with the help of a software package, 'CA TEGO'. Comparison
of PSE-based computer diagnoses, using CATEGO, did not
show any significant difference initially or at follow up visits.
The consultants' clinical diagnoses were schizophrenia in 30 sub-
jects and 20 controls, manic depressive psychoses in 15 subjects
and 16 controls and other psychoses in 2 subjects and no controls.
Of the 10 patients diagnosed as having cannabis-induced
psychosis by consultants, 9 had CA TEGO diagnoses of
paranoid schizophrenia and 1 had manic depressive psychosis.
Caucasian patients compared to Afro-Caribbeans showed
significantly more sleep problems, loss of libido, flight of
ideas and obsessional checking and significantly less culturally
influenced delusions.

Urine examination for cannabis was positive for all 61 subjects
initially and in 22 on the two follow up visits. Only 5 subjects had
their urine positive at all three examinations.

The results of this study suggest that a short-lived psychotic
episode, with specific symptoms does occur in clear conscious-
ness after cannabis intoxication. But the most common diagnosis
in these patients is schizophrenia. The use of the label 'cannabis-
induced psychosis' may obscure a diagnosis of paranoid
schizophrenia.

COMMENT
Cannabis is the most commonly used illicit drug all over the
world.' Prevalence rates for cannabis use among the general
population in European countries vary between 7% and
12%.2,3 India is one of the main cannabis producing countries
and here it is ingested as "bhang' and smoked as 'charas' and
'ganja'. General population and hospital-based studies have
demonstrated that in India, cannabis is the second most
frequently abused drug next to alcohol. 4

The relationship between cannabis use and psychosis has
been debated for a long time. One of the early investigations
carried out by the Indian Hemp Drugs Commission (1893-4),
instituted by the British government in' India concluded that
the moderate use of cannabis produced no injurious effect on
the mind, but this was not true with excessive use.' Sub-
sequent reports from several countries, including India have
suggested that a cannabis-induced psychosis does occur. 6-!0

The association between cannabis use and psychosis
has been demonstrated by a number of epidemiological
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studies'I-P but it may not be a cause-and-effect relationship.
Psychotic persons may be more likely to use cannabis before
or during the early stages of their illness. Alternatively, it
may precipitate psychosis only in persons who are genetically
or psychologically predisposed to it. Most studies have not
been able to rule out these possibilities.

The present study attempts to answer these controversial
questions using a clinical rather than an epidemiological
approach. The presence of specific symptoms during the
initial presentation of psychosis in cannabis users strengthens
the evidence in favour of cannabis-associated psychosis being
different from other acute psychoses. The symptoms show-
ing significant differences in prevalence were an extension of
acute effects of cannabis. However, an objective diagnostic
process using specified criteria and a computer diagnostic
programme assigned the majority of these patients to the
category of schizophrenia. Over a six-month follow up,
patients with and without cannabis use could not be differen-
tiated by their symptoms. Hence initial cannabis use does
not seem to affect the course of psychotic illness. This finding
goes against the concept of a chronic cannabis-induced
psychosis. The authors suggest that the ill-defined clinical
entity of cannabis-induced psychosis is most often a schizo-
phrenic illness. As major advancements have taken place in
the treatment of schizophrenia by pharmacological and
psychosocial methods, it is important that a diagnosis of
schizophrenia is considered in all cases presenting with
psychosis associated with cannabis use, so that the correct
treatment is undertaken.
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