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Drug Induced Psychosis

ROBPOOLEand CLAREBRABBINS

Differential diagnosis of psychotic disorder in the
young routinelyincludesâ€œ¿�?Druginducedpsychosisâ€•.
Hitherto this diagnostic category has had no
consistent definition and the relationship between
drug use and psychotic symptoms is controversial.
Drug use is a major complicating factor in psychosis,
rendersthe managementof psychoticdisordersmore
difficult, and adversereactionsto recreationaldrugs
may mimic psychosis. We have collected data
suggesting that psychiatrists of all grades lack clarity
in their understanding of the relationship between
psychosis and drug use (Brabbins & Poole, in
preparation). The confusion may have its origin in
personal experience; the sub-culture of drug use is
alien to most psychiatrists, who rarely have had
first-handexperienceof it. The sub-cultureof alcohol
abuse, on the other hand, is more apposite and
familiar. There is no such confusion about the
adverse effects of this.

The consequences of mis-diagnosis are serious,
whether a functional psychosis is mistaken for a drug
reaction or vice versa. The inquiry into the case of
Christopher Clunis (Ritchie et a!, 1994) drew
attention to a number of failings in good practice
as a consequence of which a man with schizophrenia
did not receivesatisfactory treatment, and went on
to kill. Among the errorsidentified was the uncritical
attribution of his psychotic symptoms to drug use.
Although such tragediesare rare, the diagnosticerror
is common.

In order to understand the various abnormal
mental states related to drug use a rational and
generallyaccepted framework is necessary, but there
are several obstructions to clarity. Patterns of drug
taking alter rapidly with changing fashions, drug
availability and shifting sub-cultural values (Wright
& Pearl, 1995). Drugs which were virtually unknown
in British society until recently, such as free base
cocaine (crack) and 3,4-methylenedioxymeth
amphetamine (ecstasy), are now widely available.
There are major methodological problems in teasing
out the various causal relationships (Thornicroft,
1990), and the literature as a whole is marked by the
inference of causal relationships which are not
supported by the data they are based upon. With a
fewnotable exceptions,existingpublishedstudiesof

psychotic subjects who have taken drugs are largely
uncontrolled, lack data on course and outcome, and
rarely relate mental state to toxicological findings.
Experimental studies convincingly demonstrate that
a number of drugs can produce transient psychotic
symptomsin some subjects when intoxicated (Isbell
eta!, 1967;Angrist & Gershon, 1970)and exacerbate
existingpsychoticsymptoms(Janowsky eta!, 1973;
Negreteeta!, 1986)but these studiescannot explore
drug use as it occurs in the real world.

ICDâ€”10(World Health Organization, 1992) is
disappointing in its approach to drug-related states.
The classification used is vague, inconclusive, and
does not address the variety of potential interactions
between drugs and psychotic states. The recently
published DSMâ€”IV (American Psychiatric
Association, 1994) is better in-so-far as it provides
a classification of some drug reactions by substance,
but the approach is too pedantic to relate easily to
common clinical situations and it does not take into
account poly-drug use. There is no published
research on the management of drug-related
psychotic states nor non-dependentdrug misuse, and
advice to desist from drug use is generally ineffective.
The followingclassificationof potential

interactionsbetweenpsychosisanddruguseisbased
upon the extensive but flawed literature. Given the
poor scientific status of the supporting data, it is
provisional and requires evaluation. It is intended
to introduceclarityinto a dangerouslyconfused area.

Intoxication mimickingfunctional psychosis

This refers to a direct pharmacological effect. There
is no doubt that this occurs both with stimulants
(Connell, 1958; Bell, 1965; Satel et a!, 1991) and
cannabis (Mathers & Ghodse, 1992). It probably also
occurs with solvents, ecstasy and lysergic acid
diethylamide (LSD). Such states may persist for
several days; it is not commonly appreciated that
some of these substances have extremely long half
lives. For example, amphetamine may persist in
measurablequantities in the urine for up to 48 hours
after a single small dose, and cannabinoids, even
excluding active metabolites, persist in measurable
quantities for up to 6 weeks.
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Pathoplastic reactions in functional psychosis

Thereisa prima faciecasethatpsychoactivedrugs
substantiallyaltertheclinicalpictureinfunctional
psychoses,and indeedthereissome evidencethatthis
is the case, for example schizophreniform symptoms
appearingtransientlyin affectivedisorderafter
cannabisuse(Harding& Knight,1973)and schizo
phrenic symptoms worsening after stimulant use
(Janowskyeta!,1973).An increasedlevelofdisturbed
behaviourand violenceunderthesecircumstancesis
to be expected (Swanson et a!, 1990), and management
is more difficult (Knudsen& Vilmar, 1984).

Chronic hallucinosis induced by
substance abuse

This includes alcoholic hallucinosis (Lishman, 1987),
LSD flashbacks(Abraham, 1983)and cannabis
flashbacks (Tunving, 1985). The features of these
statesarenotidentical,buttheyhaveincommon the
factthattheycancontinuethroughlongperiodsof
abstinence.Themechanismsbywhichsuchstatesoccur
areobscure.Flashbacks(recurrenceof thefeatures
of drug intoxication after cessation of drug use)
aretruehallucinations,havingthequalityof true
perceptions.While theyareoftenfrightening,the
subjectrecognisesthattheyarisefrom withinthem
selves, and frequently attributes them to the previous
drug use. If this quality of insight is absent, such a
diagnosisisindoubt.Alcoholichallucinosisoccurs
inclearconsciousnessand usuallyconsistsofvivid
auditoryhallucinations.Thereareno othersymptoms
of psychosisand any falsebeliefsaretransientand
secondarytothehallucinatoryexperiences.

Drug induced relapse of functional psychosis

Drug use, particularly of stimulants and cannabis,
is said to be a potent precipitant of relapse of an
existing psychotic illness (Bell, 1965; Breakey et a!,
1974;Treffert,1978).The questionof causalityis
more complicatedthanitmay atfirstappear.There
arethreemajor possibilities:

(a)Patientsmay tryto â€˜¿�treat'themselveswith
illegaldrugs during the earlystagesof
psychoticrelapse,thedrugusethereforebeing
a symptom rather than a cause of illness

(b)Patientsmay bemore likelytousedrugswhen
illas a consequenceof impairedjudgement

(c)Intoxicationitselfmay directlyprovokerelapse.

Which oftheabovepertainsisan importantquestion
which remains unresolvedthrough the naÃ¯ve
assumptionthatcausalityself-evidentlyflowsfrom
drug useto relapseratherthanviceversa.

Withdrawal states

The major syndrome is delirium tremens, normally
associated with alcohol withdrawal, but also reported
with barbiturate or benzodiazepine withdrawal
(Lishman, 1987). These states have features distinct
from the major functional psychoses, such as
clouding of consciousness and vivid visual
hallucinations. Difficulty in making the diagnosis
arisesusuallywhen therelevantsubstancemisuse
history has not been or cannot be obtained,
particularly with the rarer syndromes of barbiturate
and benzodiazepine delirium tremens. The presence
of clouding of consciousness and complex visual
hallucinations, while not pathognomonic, raises the
possibility of a withdrawal state in the absence of
otherorganicfactors.

Other reactions

There is a group of psychological reactions to drug
usewhich can rarelymimic psychosis.

Intoxication with clouding of consciousness

Acute confusional states may arise during intoxication
with a range of drugs, although there is not a close
resemblance to functional psychosis. Features include
fragmentary hallucinosis, paranoid ideas, agitation,
clouding of consciousness and marked fluctuation
of symptoms over the 24-hour period.

Post intoxication depression

Stimulants cause a marked â€œ¿�crashâ€•,correctly
described as post-intoxication depression (Gawin &
Kieber, 1986; Lowenstein eta!, 1987). While this does
not resemble psychosis, it may be so severe as to
inducea suicidalcrisis.

Panic attacks

Hallucinogens, including cannabis (Ames, 1958;
Kotin et a!, 1973) and LSD can induce severe panic.
The majority of patients report having a bad trip but
the combination of extreme anxiety with hallucinations
may be mistaken for functional psychosis.

If the term â€˜¿�druginduced psychosis' has any utility
itreferstopsychoticsymptoms which ariseinthe
context of drug intoxication but persist beyond
elimination of the drug. It only recurs if a subject
is re-exposed to the drug, and it may be an
idiosyncratic or dose-dependent syndrome. If drug
induced psychosis is to qualify as a separate entity,
it must have a different course and outcome to the

True drug induced psychosis
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psychological distress and it is not the physician's
role to moralise. It is important to recognise that,
among the large group of drug users within the
general population, a proportion will become
mentally ill regardless of any supposed psychoto
mimetic properties of drugs.

Future research

The nature and management of drug induced
abnormal mental states can only be clarified by better
quality studies. Authors should not make assertions
that are unsupported by their data; speculation
should be identified as such. There is a plethora of
single case reports and short uncontrolled series
which add very little to knowledge and are best
avoided. There is a need for a large scale naturalistic
study comparing the long-term outcome of psychotic
patients who have a history of drug use with other
psychotic patients. Such a study would need to
incorporate toxicological data and pay particular
attention to confounding variables, such as poor
premorbid adjustment, which are associated with
both drug abuse and poor outcome in major mental
illness. In the face of conflicting evidence as to
whether neuroleptics are effective in controffing
psychotic symptoms related to drug use, there is a
need for studies of treatment strategies, both
pharmacological and psychosocial (Smith & Hucker,
1994). Any credible description of true â€˜¿�druginduced
psychosis' as defmed above should be reported.

Conclusions

The above coherent, empirical (though unproven)
classification of adverse reactions to drug use offers
the opportunity to discontinue use of the term
â€˜¿�druginduced psychosis', which is ambiguous and
unsustainable. Other similarly ambiguous clinical
terms have proven difficult to eradicate (e.g.
â€œ¿�hysteriaâ€•and â€œ¿�formulationâ€•).However, confused
terminology leads to confused management, and the
unrestrained spread of the drug epidemic demands
the adoption of more rigorous thinking.
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