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use, confirmed by negative tox icology analysis), and did 
not previously use caffeine or cigarettes.

The patient began drink ing energy drinks 8  weeks prior 
to presentation. He reported feeling increased interest in 
activities and improved mood after drink ing his first can 
of the drink , subsequently increasing his daily consump-
tion up to eight to 1 0  cans (1 6  oz per can) daily.

Mr. C displayed paranoia, internal preoccupations, con-
stricted affect, and delusional religious beliefs. He was 
hospitalized; his consumption of caffeine was ceased; and 
no new antipsychotic treatments were prescribed. Ten 
days later, he was better related, less paranoid, and calm-
er, with diminished religious delusions. He was discharged 
from the hospital while tak ing haloperidol decanoate (150  
mg), with appropriate follow-up appointments.

Caffeine functions in the central nervous system as a com-
petitive antagonist of adenosine receptors, A1 and A2A, and 
alters neurotransmitter release, including dopamine and 
glutamate. This dopamine release in the striatum may un-
derlie caffeine’s reinforcing properties, and the modulation 
of the mesolimbic dopamine pathway may be related to its 
psychotomimetic effect (1). Exaggerated effects may be seen 
in patients with schizophrenia using high-dose caffeine (2). 
The energy drink the patient in the present case consumed 
contained 160 mg of caffeine per can. The patient weighed 67 
kg and therefore consumed approximately 20 mg/kg per day 
of caffeine. Psychosis has been reported at doses near 10 mg/
kg per day (3), which is well below the known toxic dosage 
(150–200 mg/kg) but above the average intake by the numer-
ous schizophrenia outpatients who use caffeine (1.8–4.1 mg/
kg per day [depending on smoking status]) (4).

Although we cannot definitively demonstrate a causal re-
lationship between the use of energy drinks and psychotic 
decompensation, the temporal association is convincing. 
The patient in our case adhered with pharmacotherapy and 
had no recent stressor. He improved with supportive care in a 
controlled environment and without pharmacological inter-
vention, a course consistent with caffeine-induced psychosis.
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outcome, with no association among diagnoses (c2=6.7, df=1, 
6). Of these first-referral cases, nine experienced posttrau-
matic stress disorder (ICD 10: F 43.1), and all reported feeling 
“worse” following the earthquake.

In summary, from a short-term perspective, we observed 
that persons with schizophrenia and mood disorders showed 
a better subjective outcome, while patients with anxiety dis-
orders fared more poorly. However, CGI scores did not differ 
across diagnoses in global improvement.

Katz et al. (1) reported that patients with schizophrenia 
remain clinically stable or even improve after disasters, al-
though the opposite has also been shown (e.g., reference 2). 
Within the vulnerability stress coping model, the subjective 
perception of distressing situations in the groups examined 
seems to have not been rapidly translated into a negative ap-
praisal. Symptom-related (i.e., negative symptoms, lack of 
insight, or drug treatment) and staff-related variables (i.e., 
a community care model more oriented toward psychoses) 
could have played a role in counterbalancing the negative ef-
fect of the event. In contrast to schizophrenia, the psychobio-
logical mechanisms of vulnerability in anxiety disorders may 
be more prone to decompensation after stress.
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Psychosis Following Excessive Ingestion of Energy 
Drinks in a Patient With Schizophrenia

To the Editor: Caffeine can induce psychosis in healthy 
people (1) and worsen psychotic symptoms in individuals 
with psychotic disorders (2, 3). We describe a patient with 
schizophrenia who experienced psychotic decompensation 
while using energy drinks.

“Mr. C” was a 43-year-old man with schizophrenia, 
paranoid type, and alcohol dependence, in full sustained 
remission, who presented with a 6 -week history of pro-
gressively worsening paranoia, religious delusions, and 
agitation.

The patient had been stab le and without hospitaliza-
tion for several years. He was managed with haloperidol 
decanoate injections (150  mg every 4  weeks). He had not 
used alcohol for 30  months, had intermittently used can-
nab is and cocaine in his early twenties (with no recent 
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