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Seizures due to phencyclidine may be treated with intravenous
diazepam or phenytoin.12

Phencyclidine is one of the most potent psychotomimetic
compounds known and can induce a psychosis clinically
indistinguishable from schizophrenia. As the amount of
phencyclidine taken increases and if there is simultaneous
use of other drugs (particularly barbiturates) severe toxic
symptoms become likely, including coma, seizures, and
respiratory arrest. The principal cause of death is, however,
homicide or suicide (sometimes bizarre or violent). In most
patients urine is the specimen of choice for detecting phen-
cyclidine; it remains present for 72 hours and in some cases as
long as seven days after exposure.3
What happens in New York today may occur in London

tomorrow. Casualty physicians who wish to know more about
these problems should consult the recent review by Garey.3
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Impaired glucose tolerance
and diabetesl-NWHO criteria
The WHO Expert Committee on Diabetes Mellitus has
proposed' raising the degrees of hyperglycaemia necessary for
a diagnosis ofdiabetes and creating a new category of "impaired
glucose tolerance," which will not be regarded as diabetic. The
suggested criteria are a compromise between placing reliance
on a raised fasting plasma glucose concentration as recom-
mended by the National Diabetes Data Group2 and basing
the diagnosis on abnormal blood glucose concentrations after
an oral glucose load, as suggested by the European Association
for the Study of Diabetes.3
The new proposals state that in patients with symptoms a

fasting venous plasma concentration of 8 mmol/l (144 mg/
100 ml) or greater is diagnostic of diabetes. Ifthe concentration
is below 6 mmol/l (108 mg/100 ml) the diagnosis is excluded.
Patients with results in the intermediate zone should be given
a 75 g oral glucose load. If the two-hour venous plasma
concentration is greater than 11 mmol/l (198 mg/100 ml) the
test is diagnostic of diabetes. If it is below 11 mmol/l but
greater than 8 mmol/l the diagnosis is impaired glucose
tolerance.

In patients without symptoms the criteria require an

additional abnormal value after a 75 g glucose load (for
example, a one-hour plasma concentration of 11 mmol/l or
greater). Should subsequent tests confirm either a raised
fasting or two-hour value these patients, too, may be classified
as diabetic. A diagnosis of diabetes should not be made on
the basis of one abnormal glucose concentration. The 75 g
glucose load is also a compromise between the American
100 g load, which often produces nausea, and the 50 g European
load, which may not be a sufficiently rigorous stimulus.2
These new criteria are arbitrary, but they have been derived

from epidemiological studies on both sides of the Atlantic.4-7
The balance of current opinion is that the degree of hyper-
glycaemia is probably relevant to the development of micro-
angiopathy, as shown mainly in the eye and the kidney.8 A
two-hour capillary whole-blood concentration of glucose
greater than 11 mmol/l has been identified as the point above
which the relative risk of retinopathy rises,6 9 though that
conclusion has been challenged.10 On the other hand, a two-
hour capillary whole-blood glucose concentration of 7-5
mmol/l (135 mg/100 ml) has been shown to be the value above
which the risk of progression of diabetes rises significantly.11
Selection ofcut-offpoints has to take account ofthe observation
that below a two-hour concentration of 11 mmol/l spontaneous
remissions to normal glucose tolerance may occur in some
people.712 Since, however, fluctuations in glucose tolerance
are particularly common when glucose intolerance is mild,'3 a
diagnosis of remission should not be based on the results of a
single test.
The new class of impaired glucose tolerance will replace

the confusing terms of chemical, borderline, subclinical,
asymptomatic, and latent diabetes. In view of their low rate
of progression to diabetes4 7and their lack ofmicroangiopathy9
patients in this group should be spared the social, economic,
and psychological stigmata that attach to the label of diabetes.
They should, however, be recognised as at risk of large-vessel
disease'4 15 and probably of coronary heart disease3 16 in
association with factors such as obesity, serum lipoprotein
abnormalities, and haemostatic factors.
Though the rate of progression from impaired glucose

tolerance to diabetes is low, itmay be amenable to intervention:
without advice or treatment the rate is about 3% a year7; with
dietary advice'7 this may be reduced to 1'3% yearly, and one
small study has claimed that with the further addition of
tolbutamide17 the rate may be cut to nil. The addition of
chlorpropamide in a slightly younger age group reduced the
rate of progression to overt diabetes to 0-1% a year (J M
Stowers, Banting lecture to the British Diabetic Association,
1980).
In view of the implications of impaired glucose tolerance in

pregnancy patients diagnosed for the first time in pregnancy
should be said to be gestational diabetics.2 They have an
increased incidence of fetal malformation,'8 but treatment
can prevent much of the associated perinatal morbidity and
mortality.19 20 Gestational diabetics require expert combined
medical and obstetric care.
The new criteria have much to recommend them, but

problems will still arise from the heterogeneous mixture of
patients being tested. More specific tests need to be used to
define those with special problems of autoimmunity, insulin
deficiency or resistance, or hyperlipidaemia. In the past
epidemiological research in diabetes has been retarded by
lack of a standardised test and of widely accepted criteria.
If these new recommendations are to be of value they must be
adopted generally and stringently tested-a process which
has already started.'6
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Paranoia and immigrants
Virtually every psychiatric study of immigrants to any country
has shown that they have a considerably higher risk of develop-
ing psychoses than the indigenous population. Their raised
incidence of psychoses can be attributed to factors such as an
increased liability to psychoses in the ethnic group to which
the immigrants belong, selective migration of those more
prone to develop psychoses, the short-term stresses resulting
from migration, and the long-term stress of living in an alien
social environment. One that is rarely mentioned is misdiag-
nosis, but this is by no means a remote possibility, especially
when the immigrants belong to a culture appreciably different
from that of the hosts. Misdiagnosis could, indeed, be an
important factor in accounting for the high prevalence of
psychoses found in West Indians, Asians, and Africans.
The problem stems directly from the cultural relativity of

delusions. The standard definition of a delusion includes the
proviso that the false belief must be inconsistent with the

beliefs of the cultural group of the patient concerned. To make
a reliable judgment on this issue in the case of West Indian,
Asian, or African patients demands a degree of familiarity with
their respective cultures which must be exceedingly rare in
doctors trained in Britain. The difficulty is exemplified by
paranoid delusions. Paranoid attitudes prevail in the normal
population of many developing countries; thus Field' reported
that in Ghana "people are strikingly paranoid." Houses,
lorries, canoes, workmen's toolboxes, and tailors' sewing
machines are decorated with legends such as "Trust no man,"
"Enemies around me," "Fear men and play with snakes," and
"Black man trouble." The disease concepts prevailing in the
general public in such cultures are in line with these attitudes:
Orley and Leff2 found that in Uganda psychiatric conditions
were regarded by the populace as illnesses sent by witchcraft.

Given these facts, British psychiatrists may all too easily be
mistaken when they record the presence of paranoid delusions
in some at least of their immigrant patients. Such a misdiag-
nosis has the effect of transforming a neurotic condition into a
paranoid psychosis. Evidence that this may be occurring is
provided in a recent paper by Carpenter and Brockington.3
They conducted a case-note study of first admissions to
psychiatric facilities in the Manchester area over three years.
They found that schizophrenia was six times as common in
Asian, African, and West Indian immigrants as in native
Britons. The excess of schizophrenics among the immigrants
was balanced by a similar excess of neurotic depressives among
the native Britons. Detailed comparison of the diagnostic
features in the two samples showed that the immigrants had
substantially more paranoid delusions than the Britons.
This indicated an excess among immigrants of psychoses
labelled schizophrenia and characterised by paranoid delusions
in the absence of auditory hallucinations, and of Schneider's
first-rank symptoms. In fact, only 12 of the 26 immigrants
diagnosed as schizophrenic had such first-rank symptoms
compared with 13 of the 14 Britons. The authors considered
that this "suggests a paranoid psychosis rather than true
schizophrenia." The relation of paranoid psychoses to schizo-
phrenia remains a vexed question, but these findings raise the
possibility that paranoid delusions are being incorrectly
recorded as present in some immigrant patients through a lack
offamiliarity with their cultural background.

Evidence against this interpretation, however, is provided
by an adjacent paper in the same journal. Hitch and Rack4
studied immigrants of East European origin living in Bradford
some 25 years after their arrival in Britain. They screened the
hospital records of all first admissions to psychiatric hospitals
of Bradford residents over three years. The foreign born, of
whom Poles and Russians constituted about half, had annual
first-admission rates for schizophrenia and paranoia which
were four times higher than those for native Britons. Study of
the case notes showed that seven of the 44 East European
immigrants had had a primary diagnosis of paranoia compared
with only 22 out of 522 Britons admitted during the same
period. Paranoia is no longer a fashionable term, but when
used as a diagnosis it refers to the presence of paranoid
delusions without other symptoms of schizophrenia or
affective psychoses. British psychiatrists might be expected
only rarely to be mistaken and misidentify paranoid delusions
in East European immigrants, since their respective cultural
backgrounds are not dissimilar. Neither could the develop-
ment of paranoid delusions plausibly be ascribed to the act of
migration over two decades earlier; it might, however, be due
to the stress of living in an alien environment.

For the East European immigrants Hitch and Rack
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