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Abstract: In some recent papers, it have been suggested the influence of genetic factors as an important factor into the
development of psychotic symptoms and/or psychotic disorder in patients with drug use. In the current paper, we show the
history of two pairs of brothers using drug, with psychotic symptoms and /or psychotic disorder and distinct outcome after
several years
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1. Introduction
The relationships between cannabis and psychotic disorders
have been proved in several cohort studies of general
populations (Van os et al, 2002; Arseneault et al, 2002) Moore
et al (2007) concluded in their metanalisys of the lliterature
that cannabis use is just one of the factors involved in the
development of psychotic disorder. (Täschner (1983) suggests
that cannabis psychosis coul only be “the first sept to
schizophrenia in predisposed subjects”(vulnerable patients?)
Another factors could be involved in this relationship, as
genetic aspects, time of exposition to drug use, previous
personality trais, etc.
In relation with the presence of previous abnormal
personality traits, Núñez and Gurpegui (1998, unpublished
data) found that cannabis users, with a previous history of
cannabis-induced psychosis and long-term exposure, could
develops a functional psychosis (schizophrenia or
schizoaffective disorder), specially in subjects with some
abnormal personality traits (antisocial, for example)
Ungerleider et al. (1968) and Negrete (1984) found a high
score in Sc scale in MMPI among subjects with
cannabis-induced psychosis.
Related to genetic factors, Tsuang et al. (1982) and Mc Guire
et al. (1995) found a high frequency of schizophrenia among
relatives of patients suffering cannabis psychosis. Varma and

Sharma (1983) describe a high prevalence of cannabis
dependence among the relatives of schizophrenic patients.
More recently, variations of COMT (Caspi et al., 2005) and
AKT1 (Di Forti et al, 2012) genes has been suggested as
modulators to the response of cannabis use, leading to
apparition of psychotic symptoms and/or psychotic disorders.
The first hypothesis could be not real after the results form
Zammit et al (2011) in a large sample of psychotic patients.
The second one has been replicated and confirmed the
previous results Morgan et al., 2016)
In this issue, the author present two pairs of brothers with
different evolutions after long term cannabis exposure,
suggesting the presence of genetic vulnerability.

2. Families Descriptions
FAMILY A
Familiar precedents of psychiatric disorders: No
BROTHER 1:
Male, 25 years old, previous schizoid traits. Bad academic
results, unemployed.
History of drug (cannabis) use since 12 years old, daily
from 17 years, 10-15 joints per day.
First psychiatric treatment with 18 years: He was diagnosed
as cannabis-induced psychosis, complete recovery after
haloperidol treatment during 3 months.
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He returned to cannabis use again one year later and he was
admitted in the psychiatric unit. Diagnosis: schizophrenia,
partial recovery after high doses of neuroleptic.
At
the
current
moment,
he
maintain
the
psychopharmacological treatment, with the presence of some
residual symptoms (social isolation, apathy).
BROTHER 2:
Male, 22 years old, student, no abnormal personality traits.
History of cannabis use since 13 years, LSD and cocaine
eventually, alcohol abuse at weekends. 10 joints per day.
First psychiatric treatment with 17 years, with the diagnosis
of cannabis-induced psychosis. He got a total recovery after
neuroleptic treatment.
In the present moment, eventual cannabis use, with no
psychological consequences and not psychiatric treatment.
FAMILY B
Familiar precedents of psychiatric disorders: Grandfather:
suicide; father: alcohol dependence; third brother heroine
dependence.
BROTHER 1:
Male, 34 years old, divorced, unemployed.
History of cannabis use since 29 years old (after marital
divorce), 4-5 joints by day, alcohol abuse at weekends.
Cocaine and amphetamine eventually.
With 31 years (after divorce and lost of his job), he needed
go to psychiatric service, where he was diagnosed as
cannabis-induced psychosis with complete recovery after
antipsychotic treatment during 6 months.
After left treatment, first admittance in psychiatric unit:
diagnosis schizoaffective disorder, with complete recovery.
After that, 3 new admittances after cannabis and alcohol abuse,
with complete recovery.
BROTHER 2:
Male, 25 years old, married, unemployed. Antisocial
personality traits.
Cannabis use since 12 years old, from 16 daily use, 20-25
joints per day. Alcohol abuse at weekends, ocasionally LSD,
cocaine and heroine.
With 18 years, he presented a cannabis-induced psychosis,
with complete recovery after treatment. New psychotic
episode after cannabis abuse one year later, with postpsychotic
depression. Two cannabis intoxications and one more
depresive episode. Diagnosis: Depresive disorder.

have observed a malfunctioning in synthesis and turn-over of
dopamine, as well as cerebral dopamine receptors in rats
whose mothers have been treated with cannabinoids. These
subjects could present a new psychotic episode after some
stressful conditions, even social.
Van Os and Marcelis (1998) have proposed that individual
with a high risk to psychosis are more prone to drug use; in
these cases, the mixture of these two factor provokes the
ocurrence of a schizophrenic disorder. Something similar
occurs in both families.
In the current families, we may suppose the concomitant
influence of the two factors, perhaps a previous genetic
predisposition to psychosis and the psychotic-like effects of
cannabis use, leading to the development of a full psychotic
disorder, with full recovery after antipsychotic treatment and
abstinence of drug use. In older borthers, the new use of drug
and /or the presence of stressful events lead to the
development of a chronic psychosis.

4. Conclusions
Drug use is one factor for the occurrence of psychotic
symptoms and/or psychotic syndrome in vulnerable people.
The presence of genetic factors must be included in the study
of these patients.
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