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ABSTRACT: An evaluation of the criminal responsibility of an
offender who has consumed cannabis necessitates knowledge of the
effect of the product on the offender’s mental state at the time of the
alleged offense. However, the effects induced by cannabis are nu-
merous and the forensic psychiatrist should base his diagnosis and
his evaluation on facts which are as objective as possible. A selec-
tive literature review, using the computerized databases Medline,
Psychlit and Embase, has been carried out to aid evaluation from a
forensic psychiatry point of view. Biological means of cannabis de-
tection, and the difficulties associated with using them to under-
stand the clinical effect that the product has on any one user, are
shown. Eight major categories which can be used in the domain of
forensic psychiatry are detailed in this review: Acute usual effects,
acute adverse effects, mood disturbance, acute toxic confusion,
acute psychotic reaction, chronic paranoid psychosis, amotivational
syndrome or other long term effects, and flashbacks. For each of
these categories the effects of cannabis intoxication on cognitive
and volitional capacities are analyzed, and guidelines for the evalu-
ation of criminal responsibility are proposed.

KEYWORDS: forensic science, cannabis, criminal responsibility,
intoxication, ability

Cannabis is currently one of the most widely consumed drugs in
western countries and throughout the world (1). As is the case with
other substances, criminal acts can occur when offenders are under
the influence of cannabis. Therefore, the question of the influence
of this product on the level of criminal responsibility can be posed
during judgement. This happens frequently since cannabis is be-
coming more commonplace in society; certain countries have de-
criminalized its use and other countries will probably follow suit in
the coming years (2).

In western countries, the laws dealing with the links between
mental disorders and criminal responsibility vary, especially the
differences between those adopted by continental European coun-
tries and those with an Anglo-Saxon legal tradition. Yet, the point
shared by these differing national laws is the fact that they all con-
sider that certain mental disorders can lead to diminished criminal
responsibility or criminal non-responsibility.

The aim of this review is to determine, from a medical point of

view, whether certain forms of cannabis intoxication lead to the al-
teration of mental functioning to the extent that the criminal re-
sponsibility of the offender can be said to be diminished. We do not
deal with the question of whether the intoxication is voluntary or
involuntary. Equally, the objective is not to determine whether the
effect of cannabis can be accepted as a legal argument for obtain-
ing a sentence of diminished responsibility.

The research that we performed in the different computerized
references (Medline, Psyclit, Embase) showed that no studies exist
concerning the relationship between cannabis use and criminal re-
sponsibility, although there are many publications on this subject
dealing with other substances, especially alcohol and cocaine.

We selected studies devoted to subjects which have a bearing on
the question from a forensic psychiatry point of view in order to de-
termine the biological and clinical effects brought on by exposure to
cannabis. By basing our work on such data, we were able to come up
with a set of guidelines for the evaluation of responsibility accord-
ing to the different mental states that an offender under the influence
of cannabis may, at the time of the alleged crime, be experiencing.

Sources, Pharmacodynamics, and Detection

The Cannabis Plant

The nature of the substance consumed by the offender can play
a role in the effects induced by the cannabis. Different preparations
contain different concentrations of cannabis. They are all derived
from the female Cannabis Sativa plant, but there are also many sub-
species and, in the last twenty years, the potency of cannabis prod-
ucts has greatly increased (3).

Marijuana is prepared from the dried flowering tops and leaves,
hashish consists of dried cannabis resin and compressed flowers,
and hash oil is the preparation extracted from hashish by distillation.

According to a study carried out by the British Medical Associ-
ation (4), there are more than 60 different cannabinoids and over
400 active components identified in different samples of cannabis.

The most active ingredient is delta-9-tetrahydrocannabinol
(THC). The concentration of THC varies considerably in different
plants and preparations. THC content is usually 0.5–5.0% in mari-
juana, 2–20% in hashish, and 15–50% in oil. Street hashish usually
contains around 1% THC, Lebanese hashish contains 5–10% THC,
and certain varieties such as Sinsemilla, Skunkweed, and Nether-
weed can have a THC content of up to 20% (5).

Cannabis may be smoked in a “joint,” with tobacco, or in a wa-
ter pipe. If the marijuana or the hashish is eaten, the psychoactive
effects appear more slowly.
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Pharmacodynamics of Cannabinoids

Isbell et al. reported in 1967 (6) a dose-related psychomimetic
effect and an idiosyncratic reaction experienced by some subjects
at low dose. The THC binds to specific central cannabinoid recep-
tors, abbreviated as CB1, which are widely distributed in brain re-
gions involved in motor coordination, pain perception, memory,
cognition, and reward (7). The involvement of central cannabinoid
receptors in motor activity is suggested by the way that they are
found in great numbers in the output nuclei of the basal ganglia
(8). The discovery of several endogenous ligands that bind to the
CB1 receptors suggests that an endogenous cannabinoid neuro-
chemical system exists. There is evidence that endogenous
cannabinoid transmission plays a role in the manipulation of other
transmitter systems within the basal ganglia by inhibiting gluta-
mate release, increasing gamma-aminobutyric acid (GABA)
turnover, and affecting dopaminergic uptake. Some recent studies
on animals suggest that a mutual interaction exists between
cannabinoid and opioid systems in the reinforcing properties of
these compounds (9).

Thus, biological evidence exists regarding the many, and ex-
tremely varied, effects of cannabis on the brain. The fact that dif-
ferent systems are directly or indirectly affected by THC explains
why this substance can engender very different symptoms but does
not explain why these symptoms vary according to individuals,
doses, and the moment of the absorption of the drug into the body.

Detection in Blood

It is generally accepted that mental effects begin to arise from a
level of THC of 8–10 ng/ml in blood (10). However, conjunctival
injection can be seen from 5ng/ml. Psychological effects are per-
ceptible within seconds and fully apparent a few minutes after the
beginning of smoking.

It is useful to know the serum THC level because the mental ef-
fects are in part dose-dependent (6). It is not yet possible to give a
precise estimation of the relationship between the consumption of
a product, even if the characteristics of the cannabis-product are
known, and the serum THC concentration in the period after this
consumption. The THC received by smoking cannabis varies from
between 20% and 50% and only 10–25% of available THC enters
the circulation (3).

Therefore, a blood sample taken from the offender just after the
criminal act is necessary, which is rarely possible. If this blood
sample can be performed, blood levels of THC could be useful for
evaluating mental impairment if the method and time of cannabis
use is known. However, immediately after smoking, plasma levels
are high while effects are low; whereas at a later stage, the situa-
tion is reversed. The exact relationship between serum cannabi-
noid levels and behavioral effects is not known with any certainty
(7).

Initial metabolism takes place in the lungs and liver to 11-hy-
droxy-THC. This metabolite crosses the blood-brain barrier more
readily than THC and is absolutely as active as the latter but its
half-life is shorter and its plasma concentration very low. In the
liver 11-hydroxy-THC is converted into many inactive metabo-
lites, including 11-nor-carboxy-THC (THC-COOH), the most
abundant metabolite in plasma and urine (7).

After consumption by smoking, the level of THC in blood attains
its peak after 7–8 min. and then quickly dissipates. A peak of 11-
hydroxy-THC can be detected just after smoking, but at a lower
level. After a few minutes the THC-COOH increases and remains
stable for a long period (11).

The maximum mental effect does not occur during the peaks of
THC, but when the THC and the THC-COOH are at equivalent lev-
els, i.e., a few minutes later (7).

Huestis et al. (12) established that after a single inhalation
of smoke from a 1.75% THC marijuana cigarette the THC rate
in blood is 7 ng/ml. Simply inhaling from a cigarette with 1 g
of cannabis containing 3.55% of THC causes a serum THC
level of 18ng/ml. For a whole cigarette the level will depend
on the product used and the way that it is smoked but most stud-
ies show that the peak serum THC levels will exceed 100ng/ml
(13).

Following oral consumption the increase of the serum THC level
is less intense, is spread over a period of 4–6 h, and is accompanied
by a higher level of 11 hydroxy-THC (14).

Detection in Urine

Since THC is very lipophilic, it quickly exits the blood to enter
and fix itself to the lipid-rich tissues, which is why it heads for the
brain. The retention time in these tissues is especially long, which
explains why the effects of cannabis are so prolonged and also the
phenomenon of flashbacks (15). Furthermore, an enterohepatic cy-
cle and a renal reabsorption exist, which makes the elimination of
the cannabinoids very slow. The elimination half-life of THC is ap-
proximately 7 days (16).

The most abundant compound in the urine is THC-COOH. This
is the compound that is usually measured. Since the THC is stored
in the organism and in the elimination process, its presence in a
positive test cannot give a precise indication of the time that the
cannabis was consumed. THC-COOH can be detected in urine up
to 3 weeks after cessation of use (17).

Other Detection Methods

Detection of THC in saliva, sweat, and tears is a good indicator
of recent consumption of cannabis (18). Furthermore, these meth-
ods have the advantage of being non-invasive, easy to perform, and
currently possible in the form of a rapid test (19). A study by
Menkes (20) showed that it is possible to make a correlation be-
tween the salivary THC level and the mental effects of the intoxi-
cation.

Detection of cannabinoids in strands of hair is also possible but
this method is limited in that it only reveals an overall picture of the
extent of use by a subject and cannot prove a specific moment of
consumption at a specific time (21,22).

Clinical Assessment

It is not possible to determine the mental state of an offender by
basing one’s judgement solely on the nature and the quantity of
cannabis consumed prior to an act, nor on the results of a blood test
performed just after the act was perpetrated. Furthermore, such in-
formation is not usually readily available or absolutely reliable. For
this reason, a clinical evaluation is indispensable.

To perform such an evaluation the forensic psychiatrist cannot
rely on the statements made by the accused. He/she should also
consider statements provided by witnesses who can describe their
views on the state and the behavior of the offender. Table 1 is a
summary of the subjective characteristics that a person intoxicated
by cannabis may have, the signs that may be noted by witnesses,
and the affecting factors which should be taken into consideration
in the diagnostic process.



Acute Usual Effects

The acute usual effects of cannabis are well known (23). These
psychic effects are dose-related and can arise even after consump-
tion of weak doses (2mg) of THC (24).

The sign that is most usually described by a cannabis user fol-
lowing a moderate intoxication is a feeling of euphoria and relax-
ation. An awareness of alteration in thought processes is also fre-
quently reported, in terms of “fragmentation” (25) or “particular
efficiency” (26).

Short-term memory and attention can be impaired, but unlike the
amnesia of alcoholic intoxication, all individuals can recall their
experiences under the influence of cannabis.

Subjects reported alterations in their perceptions of time and an
intensification of ordinary sensory experiences, such as seeing col-
ors more brightly or hearing music more intensely.

In a study by Keeler et al. in 1971 (27), 50% of subjects de-
scribed alterations in visual perception, such as objects looking
twisted out of shape.

Characteristics noted by observers of those under the influence
of cannabis are impaired attention, infectious laughter, and
talkativeness. Impaired motor skills and delayed reaction may also
be apparent. These problems in skill-related activity may poten-
tially impair driving a motor vehicle or operating machinery (23).

Among the somatic effects, conjunctival injection is almost al-
ways present and tachycardia arises in 20–50% of cases as well as
blood pressure instability. Equally, a dry mouth and an increased
appetite can be noticed.

For these acute effects, Ghodse (28) demonstrated that under
laboratory conditions cannabis has a similar effect on different in-
dividuals and that its effects are dose-dependant. However Jones
(29) highlighted that the subjective experience of intoxication de-
pends on mental “set” and environment. Therefore, in a forensic
context, the dose of cannabis should be taken into consideration
when evaluating the psychic state of the person at the moment that
he/she committed the criminal act, but there is no simple or direct
relationship between the dose and the mental state.

Acute Adverse Reactions

An adverse reaction might be characterized as unexpected, dis-
tressing, or unpleasant. It is more likely to occur following con-
sumption of high doses of THC (more than 20 mg of THC) and in
users with a tendency towards anxiety. It also depends on the user’s
experience and expectations (30).

The symptom that is overwhelmingly reported in the subjects
who have had an adverse reaction is acute anxiety (25,31), with a
sense of loss of control and a fear of dying. Depersonalization, tran-
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TABLE 1—Categorization of cannabis-induced mental effects.

Category Predisposing Factors Self-reported Troubles Disorders Observable by Witnesses

Acute usual effects None Euphoria Infectious laughter
Sensation of fragmentation or special Talkativeness

efficiency of thought Impaired motor skills
Heightened or altered sensory Impaired attention

perceptions Delayed reaction
Short-term memory deficits Conjunctival injection
Alteration of time perception Increased appetite

Dry mouth
Acute adverse reaction Naive user Acute anxiety Panic reaction

Anxious tendencies Fear of dying Restlessness
Large dose Sense of loss of control Auto or heteroagressivity

Depersonalization
Derealization
Visual or auditive hallucinations or

illusions, without losing awareness
of reality

Paranoid ideas

Mood disturbance Circumstances of use Mild and transient dysphoric reaction Sadness, tearfulness
After a psychotic episode Social withdrawal

Excitation

Acute toxic confusion Naive user Apprehension, suspiciousness Disorientation
Very large dose Confusion Alteration of concentration

Memory impairment Disturbed speech and language
Depersonalization, derealization Disorganized behavior
Hallucinations Inappropriate reactions

Acute psychotic reaction Previous history of psychosis Hypomania Delirious conviction
or psychotic reaction after Delusion Passive listening attitude
drug use Hallucinations Agitation

Behavior out of touch with reality

Chronic paranoid Psychosis Persistent problem of keeping in touch Changeable periods in terms of being in
psychosis Large dose with reality and out of touch with reality and with

Chronic use Depersonalization social relationships
Delirium, hallucinations
Periods of mood disorder

Amotivational Chronic and heavy use Impairment of short term memory Social withdrawal
syndrome and other No interest in anything Apathy, lethargy
long term effects Impairment of concentration

Flashback None Acute, transient, and unexpected reactions Unexpected behavioral disorders
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sient hallucinations, mystical thinking, and suspiciousness can also
be experienced (33) but should be distinguished from true psy-
chotic symptoms.

Witnesses may observe restlessness or panic reactions. Serious
behavioral problems revealing a loss of perception of reality can
occur but are usually short-lived. Adverse reactions often end
rapidly and spontaneously.

Mood Disturbances

Transient and self-limiting mood disturbance is a common and
frequent cannabis effect. The acute usual symptoms, especially the
euphoric feeling, are often followed by depressive symptoms (25).
Depressive periods have also been described after psychotic prob-
lems induced by cannabis consumption (33).

Depression attributed to cannabis use is usually characterized as
mild and transient. Subjects speak of a feeling of sadness, a loss of
interest and of feelings of affection and pleasure. Suicidal thoughts
are rare except in combination with people who have morbid ten-
dencies or depressive disorders. Such disturbances are not always
evident to those in the user’s entourage. Witnesses have been
known, however, to describe periods of withdrawal, tearfulness,
and irritability. Dysphoric reactions seem to be more frequent in
first-time users (3).

Acute Toxic Confusion

It is well known that a toxic psychosis can follow ingestion of
cannabis (34–36). Isbell et al. (6) showed that such acute toxic con-
fusion is most likely to occur following consumption of very large
doses of THC (more than 150 mg) or first time use. According to
Chaudry et al. (37) oral administration of cannabis can increase the
possibility of occurrence of these states.

Typical symptoms described by patients are apprehension, sus-
piciousness, memory impairment, confusion, depersonalization,
derealization, and hallucinations. Observers often notice disorien-
tation, impaired concentration, disturbed speech and language, dis-
organized behavior, and inappropriate reactions.

These troubles are transient and self-limiting.

Acute Psychotic Reaction

An acute psychosis in clear consciousness may follow cannabis
use (38). The relationship between this type of disturbance and a
pre-existing psychopathology is difficult to establish. However
acute psychotic reactions do not depend on the dose absorbed but
are exacerbated by the existence of antecedents of psychosis or
psychotic reactions caused by drug use (39).

The patient may describe all the symptoms of substance-induced
psychotic disorder. The patient’s delirium is often emphatic and
hallucinations are also frequently described. Persecutory delusions
are the most common type. Mood disorders often present them-
selves in the form of hypomanic problems accompanied by an ac-
celeration of megalomanic thoughts and ideas or, more rarely, by a
feeling of depression (38).

In the absence of treatment, and in the case of an examination
having been carried out soon after the criminal act, the subject could
still be under the influence of the psychotic disturbance. Should this
not be the case, witnesses can aid in the diagnostic process if they
describe the significant disorders of mental functioning.

To an observer the person may appear perplexed, disheveled, or
eccentric. Speech may be accelerated or incoherent. The psy-
chomotor activity is often disturbed and reveals itself by behavior

that is out of touch with reality, sometimes hyperactivity or, more
rarely, by an apathetic immobility. The speech reveals delirious
conviction and mood problems (40).

An acute psychosis in clear consciousness is self-limited to
within days or weeks but may recur after renewed exposure to
cannabis.

Chronic Paranoid Psychosis

The links between schizophrenia and cannabis abuse are com-
plex. Cannabis may precipitate schizophrenia both in its initial pre-
sentation and in leading to relapse. A certain number of studies
clearly show that there are more schizophrenic subjects within the
group of cannabis consumers than within the general population
(41) and that, out of the schizophrenic patients, those who use
cannabis heighten their risk of succumbing to serious decompensa-
tions (42). Some authors claim that there is a specific “cannabis psy-
chosis,” characterized by prominent hypomanic features and para-
noia, but different studies tend to show that this concept does not
correspond to a clinical entity (43) or is not a useful diagnosis (44).

The subjective symptoms that a user may describe are those of a
schizophrenia-like psychosis: persistent loss of the sense of reality,
depersonalization, paranoid delusion, hallucinations, and possible
periods of mood disorder. The user’s family, friends, or other ob-
servers usually notice significant signs of mental perturbation.
These signs are numerous and we will simply state the principal
symptoms. Behavioral disorders are persistent and show the person
to be out of touch with real and actual events. Speech reveals the
delirium of the subject more or less directly but the verbal expres-
sion is bizarre, obscure, and sometimes incomprehensible. A per-
plexed attitude is also common. Periods of passivity bordering on,
or attaining, the catatonic can be described, as well as violent out-
bursts without any objective cause. Social aptitudes are always
lastingly affected.

To establish the precise role of cannabis in the development of
the psychosis can be of high importance for the forensic psychia-
trist because many jurisdictions, especially in the United States, ex-
clude mental disorders caused initially by voluntary intoxication as
a legitimate cause of insanity. The forensic psychiatrist should be
careful because the authors who have studied this subject have not
presented any special clinical findings related to the chronic psy-
choses induced by cannabis consumption (45).

The factors, which exacerbate persistent psychotic disorders in
relation to cannabis use, are a medical history of psychosis, con-
sumption of extremely large doses of cannabis, and chronic use of
this substance (15).

Amotivational Syndrome and other Long Term Effects

Some scholars have shown that long-term cannabis abuse can re-
sult in a state of chronic apathy. It was Smith (46) who was first to
describe this disorder as “the loss of the desire to work or compete”
and to name it “amotivational syndrome.” Chronic cannabis con-
sumers can suffer from a general loss of interest and severe im-
pairment of concentration and short-term memory. The subjects are
described as apathetic, lethargic, and as having frequent periods of
confusion. A study by Tennant and Groesbeck (47) shows that the
disorders are reversible four to six weeks after discontinuation of
cannabis use.

It is routinely admitted that “amotivational syndrome” is a suba-
cute encephalopathy that arises after very prolonged use and con-
sumption of large doses, such as 50 to 600 g of cannabis per month
(23).



This syndrome has been compared to cognitive disorders caused
by long-term use described by some authors, notably Solowij et al.
(48). These disorders manifest themselves by a difficulty in focus-
ing attention and filtering out irrelevant information. Leon-Carrion
(49) reported, after having carried out a study in controlled condi-
tions, that long-term heavy cannabis users showed significant dif-
ferences in their capacity to compromise, formulate adequate
judgements and in their capacity to communicate. These cognitive
disorders can be important to recognize within a forensic context
but they are often relatively imperceptible and of moderate inten-
sity. To be able to objectify them it is necessary to carry out psy-
chometric tests on the offender.

Flashbacks

It is acknowledged that flashbacks can occur, but that they are
nevertheless rarely provoked by cannabis use alone (15). This phe-
nomenon would be caused by the release of cannabis accumulated
in fatty tissues. The subjects can also display all the acute symp-
toms already described.

This diagnosis is always difficult to prove. It is rare that a blood
sample can be taken during the instance of the flashback or even
just after. Furthermore, if such a sample is performed the results are
difficult to analyze since no precise information exists regarding
the serum THC levels during flashbacks. The diagnosis is usually
solely clinical (50). Therefore, any details that witnesses can pro-
vide are very important if the subject describes acute disorders and
has not consumed cannabis just before the act.

The diagnosis of a flashback remains difficult to prove and thus
use in a forensic evaluation.

Relationship between Cannabis Use and Criminal
Responsibility

To evaluate the level of criminal responsibility, the forensic psy-
chiatrist must, after having categorized the cannabis effects, ana-
lyze the link that could exist between the mental disorder and the
criminal act committed. To do this, he/she must follow the stan-
dards provided by the law. In Western countries, these standards
differ slightly in character from one state to another, but their bases
are similar. The jurisdictions usually exclude voluntary intoxica-

tion as a legitimate cause of insanity, although substance-induced
troubles may support a diminished responsibility defense. In Eu-
rope and the United States most of the laws and jurisprudence con-
cerning criminal responsibility distinguish cognitive ability on one
hand and volitional ability on the other. The cognitive standard is
the most widely-used because it is the only one cited in the M’
Naghten rule, which is the base of English jurisdiction and which
is employed, with slight modifications, in 25 American states, the
district of Columbia, and federal jurisdictions (51–53). But most of
the Criminal Codes in continental Europe and the American Law
Institute rule, which is used by 21 American states, mention the
ability to understand the repercussions of one’s acts and the ability
to control one’s behavior (51–58).

In this way, we have proposed guidelines (Table 2) for the evalu-
ation of the criminal responsibility of an offender who has commit-
ted a criminal act while under the influence of cannabis by analyzing
the effect of the mental state on both cognitive and volitional ability.

Acute Usual Effects

The acute usual effects of cannabis use do not diminish the fac-
ulty to understand the illegality of an act. Experts who have stud-
ied these effects have concluded that they do not affect the sub-
ject’s conscience (45) nor do they cause major cognitive disorders
(23,59). In other words, these effects do not normally cause the user
to lose his/her ability to distinguish right from wrong.

In contrast, the euphoria or certain deficits of attention or mem-
ory can, in certain cases, lead to a slight alteration in the ability to
make decisions. The subject could misinterpret the consequences
of his/her act (26) or commit involuntary errors in terms of time-re-
lated judgements (60,61). Motor activity can be altered (62). These
problems are dose-dependent (63).

Thus if, at the moment of the crime, the accused showed evi-
dence of the usual effects of cannabis consumption, his/her degree
of criminal responsibility can be considered either as normal or as
slightly diminished.

Acute Adverse Reactions

Acute adverse reactions can alter a subject’s capacity to under-
stand the criminal aspect of his/her acts due to changes in percep-
tion, derealization, or paranoid troubles (45,32).
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TABLE 2—Proposed guidelines for criminal responsibility assessment in case of cannabis-induced mental disease at the time of the offense.

Volitional Ability
Category Cognitive Ability (If Applicable) Criminal Responsibility

Acute usual effects Normal Normal to slightly impaired Full responsibility to
Slightly diminished responsibility

Acute adverse reaction Normal to moderately impaired Slightly to moderately impaired Slightly diminished responsibility to 
Moderately diminished responsibility

Mood disturbance Normal Normal to slightly impaired Full responsibility to
Slightly diminished responsibility

Acute toxic confusion Moderately to severely impaired Moderately impaired to Moderately diminished responsibility to
completely absent Highly diminished responsibility

Acute psychotic reaction Severely impaired to completely Completely absent Highly diminished responsibility
absent

Chronic paranoid psychosis Slightly to severely impaired Slightly to severely impaired Slightly diminished responsibility to
Highly diminished responsibility

Amotivational syndrome Normal Normal to slightly impaired Full responsibility to
and other long term effects Slightly diminished responsibility

Flashback According to the relapse of According to the relapse of Full responsibility to
symptoms symptoms Highly diminished responsibility
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Paranoid thoughts or a panic reaction can affect the capacity to
voluntarily control one’s acts. However, these disorders are usually
of brief duration and they never take over the subject’s mental
functioning totally. Real hallucinations are rare and when they do
occur they are of moderate intensity and do not engender a total
loss of self-control (15,32).

If the subject was experiencing acute adverse reactions at the
moment of committing the criminal act his/her responsibility can
be evaluated as slightly or moderately diminished. Nevertheless,
highly diminished responsibility cannot be linked with such a men-
tal state since the effects do not cause a total loss of touch with re-
ality (25).

Mood Disturbances

Mood disturbances that are directly induced by cannabis use are
not psychotic and are of moderate intensity (15). Therefore, they do
not hinder the cognitive faculty to be aware of the illegal nature of
an act. In contrast, it is recognized that, in certain cases, depressive
disorders can slightly alter the ability to control one’s behavior and
acts since they increase the tendency towards irritability and im-
pulsiveness (64,65).

In some situations mood disturbances can therefore be seen as
justification for a judgement of slightly diminished criminal re-
sponsibility.

Acute Toxic Psychosis

This type of reaction following cannabis use causes the subject
to lose touch with reality and experience feelings of confusion, hal-
lucinatory disorders, and memory problems (25,26). However, the
intensity of acute toxic confusion is variable and can cause medium
to extremely serious damage to cognitive ability (6). Therefore, the
ability to judge right from wrong can range from average to non-
existent.

The decision-making and control functions in relation to the act
are also damaged by confusion and psychotic disturbances such as
mental automatism, depersonalization, or derealization (38).

The reactions to acute toxic psychosis can justify judgements of
moderately to highly diminished criminal responsibility.

Acute Psychotic Reaction

Subjects’ reactions to acute functional psychosis do usually dis-
play confusion (15) but their thoughts are totally delirious and they
suffer from hallucinations. An analysis of responsibility is thus the
same as that for the psychosis of acute schizophrenia (66,67), ex-
cept that the acute psychotic reaction usually results from voluntary
intoxication. Cognitive faculties are largely altered by the paranoid
delusions and hallucinations, and faculties that permit awareness of
one’s behavior are affected by the mood disorders and psychotic
disturbances. An assessment of highly diminished responsibility is
usually reached.

Chronic Paranoid Psychosis

The forensic psychiatrist cannot with any certainty distinguish
the symptoms of a chronic psychosis, which is induced or at least
encouraged by cannabis consumption, from other chronic psy-
chotic disorders. Recent studies (68) agree on the fact that diagno-
sis of chronic psychosis should not systematically lead to a judge-
ment of irresponsibility. Chronic psychotic states tend to have a
fluctuating development and current treatments help to bring about

periods of stabilization. During periods of acute decompensation,
an acute psychotic disturbance can lead to a total loss of the ability
to appreciate the illegality of the act and an inability to make deci-
sions (69).

However, during periods of stabilization these faculties are only
partially diminished (70). Depending on the period, chronic psy-
choses linked to cannabis usage can lead to a judgement of moder-
ately to highly diminished criminal responsibility.

Amotivational Syndrome and Other Long Term Effects

When an amotivational syndrome or another long-term effect
can be demonstrated, the psychiatrist should take this into consid-
eration in his expert’s report. Yet, as a general rule, disorders of this
type do not impair the ability to recognize right from wrong. They
are more likely to cause cognitive problems and lack of motivation
(46). At worst they can lead to a slight reduction in the ability to act
in line with one’s volition (47).

In the case of amotivational syndrome or other long-term effects,
criminal responsibility can be considered as slightly diminished or
normal.

Flashbacks

If it can be proved that the accused was experiencing a flashback
at the moment that the act was committed, then the same responsi-
bility judgement as proposed for acute usual effects, adverse reac-
tions or psychotic reactions would be appropriate for this phe-
nomenon. The major difficulty is being able to prove that a
flashback occurred.

Conclusions

If the phenomena of cannabis intoxication are well documented,
their use in a forensic context remains little known and complex.
Given the extensive diversity of mental states to which cannabis
consumption can contribute, and the fact that these states can also
be dose-related and, on occasions, completely unforeseeable, the
forensic psychiatrist should always exercise great caution. The
equally large variety of cannabis products currently sold legally or
illegally makes an evaluation of the states induced even more dif-
ficult.

We have proposed a set of guidelines to appraise the degree of
responsibility according to the supposed psychic state of an of-
fender, at the time of the crime, following cannabis consumption.
The mental states induced can be very different, and the degrees of
responsibility possible are extremely variable, spanning from
highly diminished responsibility to total responsibility.

These guidelines must not be considered as fixed entities, nor do
they aim to automatically associate a diagnosis with a particular de-
gree of responsibility. The evaluation of criminal responsibility
must always take account of the individual’s history and specific
situation.

Our review purposely centers on the specific aspects of cannabis
but, in reality, in forensic situations it is rare to encounter states of
pure cannabis intoxication and the psychiatrist regularly has to an-
alyze the possible psychic effects of several psychotropic sub-
stances combined.

An awareness of the different substances, both old and new, and
their psychic effects, whether absorbed alone or as a cocktail, rep-
resents a permanent challenge for the forensic psychiatrist.
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