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Letter to the Editor

Cannabis-Induced Psychosis  
and an Antipsychotic-Induced Seizure: A Case Report

To the Editor: Some studies1 suggest that cannabis-induced 
psychosis is an early sign of schizophrenia rather than a distinct 
clinical entity, while other studies2 suggest that cannabis use 
is associated with an increased risk of psychosis with a dose-
dependent effect. The following case study describes a young man 
with no prior or family history of psychosis who became psychotic 
after smoking cannabis twice.

Case report. Mr A, a 20-year-old man with excellent premorbid 
functioning and no family history of schizophrenia, experienced 
mild paranoia after smoking cannabis for the first time in June 
2015. In early August 2015, he smoked again; this time his paranoia 
was severe and persistent. He was hospitalized and diagnosed as 
paranoid and disoriented. He was prescribed haloperidol 5 mg/d 
and lithium 900 mg/d.

Three months after discharge, Mr A’s paranoia returned. 
Lead psychiatrists in our department were consulted, and he was 
diagnosed with DSM-IV psychosis not otherwise specified. He was 
started on olanzapine 20 mg/d, lithium 1,500 mg/d, lorazepam 2 
mg/d, and haloperidol 10 mg/d.

When his psychosis did not improve, risperidone 6 mg/d was 
added. Shortly thereafter, Mr A began to experience auditory 
hallucinations (ex-girlfriend’s voice), somatic hallucinations (felt 
someone touching his back), and olfactory hallucinations (a strong, 
persistent burning smell).

He presented with these symptoms along with tremors, 
drowsiness, significant cognitive impairments, headaches, 
gastrointestinal distress, acne, and persistent fatigue. He was mildly 
guarded but did not have any Schneider first-rank symptoms of 
schizophrenia.3 He had been unable to attend school for 5 months 
and denied smoking cannabis since his first hospitalization.

The clinician’s impression was that the patient’s excellent 
premorbid functioning and lack of a personal or family history of 
schizophrenia made cannabis-induced psychosis the likely cause 
of his initial paranoia.

That the patient’s hallucinations occurred immediately after 
he was prescribed a full regimen of antipsychotics suggested that 
temporal lobe epilepsy caused by a high-dose of antipsychotics 
was responsible. Although the relationship between antipsychotics 
and seizures is unclear,4 antipsychotic overdose data suggest that 
antipsychotics may have a dose-dependent seizure effect.5

An electroencephalograph (EEG) analysis was not ordered 
because standard surface EEGs typically do not detect aberrant 
electrical activity deep in the limbic system.6 Indeed, two-thirds of 
patients experiencing temporal lobe seizures have normal EEGs or 
EEGs with mild and nonspecific abnormalities.7

The patient was tapered off lithium over a 2-week period during 
which time his tremors, acne, and abdominal pain dissipated. He 

was also taken off risperidone and started on divalproex sodium, 
which was gradually increased to 1,000 mg/d. His hallucinations 
quickly disappeared with the increase in divalproex sodium and 
his cognition improved significantly. He then presented with 
depressive symptoms and was gradually started on lamotrigine up 
to 100 mg/d. The remaining antipsychotics were slowly reduced 
over the next month.

During the next 2 months, the patient’s functioning returned 
to baseline. Consequently, he was tapered off divalproex sodium. 
He was able to return to college and was gradually tapered off the 
lamotrigine. At the time of this writing, Mr A has been medication- 
and symptom-free for 6 months and has resumed full premorbid 
functioning.

This case study is relevant for 2 reasons. First, several first-
time, nonchronic cannabis users have presented to our clinic with 
psychosis or thought disorders lasting months after first- or second-
time cannabis use. Second, the antipsychotics prescribed to treat 
the patient’s psychosis were an iatrogenic cause of its worsening. 
High doses of antipsychotics can lower the seizure threshold.5 

Treating psychotic patients with mood stabilizers like lamotrigine 
and divalproex sodium may help detect and treat limbic seizures, 
which are difficult to identify with a surface EEG.
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