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Carbamazepine in Treatment of Visual Hallucinations: 
A Case of Chronic Hallucinatory Psychosis
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ABSTRACT

INTRODUCTION

Hallucinations have been described since antiquity, 
and are well-recognized as components of mental 
illness. Chronic hallucinatory psychosis is one 
entity which falls under other nonorganic psychotic 
disorder in International Classification of Disease-
10th revision.[1] While auditory hallucinations 
are more commonly encountered in nonorganic 
psychotic disorders, visual hallucinations can 
be seen in a range of neurological, psychiatric 
and ophthalmological conditions. Antipsychotic 
medications are the principle mode of treatment[2,3] 
but they often fail to exert any response in persistent 
visual hallucinations.

It has been reported that antiepileptics are useful to treat 
visual hallucinations in Charles Bonnet syndrome,[4,5] 
but their efficacy in functional cases is less studied and 
less reported. We present a case of successfully treated, 
antipsychotic resistant visual hallucinations in a patient 
with chronic hallucinatory psychosis by carbamazepine.

CASE REPORT

Mr. MH, a 45-year-old male, residing in urban Jharkhand, 
India from a poor socioeconomic background, with 
nil-significant past or family history and no known 
psychoactive substance use, was admitted to Central 
Institute of Psychiatry with 4 years’ continuous history 
of seeing images of two-dimensional human figures or 
faces with associated fearfulness and suspiciousness. 
The patient had developed low mood and occasional 
death wishes for last 6 months secondary to these 
symptoms. Initial evaluation revealed a depressed affect, 
hopelessness, death wishes, delusion of persecution and 
reference, and complex visual hallucinations. General 
and systemic physical examinations were unremarkable. 
Routine investigations including neuroimaging 
(computed tomography brain, magnetic resonance 
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Visual hallucinations are commonly present in various neurological and psychiatric conditions such as schizophrenia and 
other hallucinatory psychosis. Current conceptualization of hallucinations assume pattern completion model of thalamus 
to be responsible for the origin of this type of the perceptual abnormality and proposes that central inhibition of such 
circuits may treat hallucinations. We present a case of chronic hallucinatory psychosis with significantly distressing 
visual hallucinations, resistant to antipsychotics, which successfully responded to carbamazepine. This case illustrates 
the novel use of an antiepileptic in the treatment of resistant visual hallucinations. Targeted therapy of this kind can be 
considered in the future, although more evidence is required in this field.
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imaging brain and electroencephalogram) were also 
within normal range. He was diagnosed as a case of 
chronic nonorganic hallucinatory psychosis.

He had been treated earlier with an adequate dose of 
atypical (risperidone 6 mg for 6 months and olanzapine 
15 mg for 3 months) and typical antipsychotics 
(fluphenazine decanoate 25 mg long-acting depot every 
2 weeks for 9 months) with no improvement in the 
visual hallucinations. After admission, he was started 
on haloperidol (initial dose of 10 mg/day, hiked up to 
15 mg/day) and fluoxetine (initial dose of 20 mg/day, 
hiked up to 40 mg/day). After 6 weeks of treatment, 
patient showed improvement in persecutory delusions 
and depressive symptoms, but the visual hallucinations 
persisted unabated. Considering case reports of 
persistent visual hallucinations that responded to 
antiepileptic medications in organic Hallucinosis,[4,5] 
antiepileptic medication was planned to be added to 
the present regime. Patient was started on 100 mg 
of Carbamazepine per day that was increased to 
800 mg/day over a period of 1 week. After 2 weeks of 
treatment, patient started showing improvement in 
visual hallucinations. The frequency and duration of 
the hallucination improved, and within 4 weeks, visual 
hallucinations resolved completely.

DISCUSSION

In clinical settings, complex visual hallucinations 
have varied etiologies, and the treatment varies 
accordingly. Recent literature suggests that visual 
hallucinations result from “release phenomenon” 
due to the modulation of the thalamo-cortical 
network. Pattern completion in the neural network 
model of thalamus has been hypothesized in visual 
hallucinations of various etiologies such as Charles 
Bonnet syndrome, psychedelic drug consumption, 
somatic hallucinations in phantom limbs, cognitive 
hallucinations in schizophrenia, and other psychotic 
disorders.[6] In this model, hallucinations are postulated 
to be produced when the thalamus fills deprived areas 
in order to complete patterns, and hence effective 
treatment of some of these disorders involve peripheral 
stimulation along with central inhibition and hence 
that the neural circuits generating the disorders are 
depressed according to the proposed model of synaptic 
plasticity.[6] The ability of carbamazepine to decrease 
gamma-aminobutyric acid turnover and increase 
glutamate turnover[7] probably inhibit the hyper-excited 
neuronal circuits responsible for visual hallucinations, 
resulting in the required “central inhibition.”

Contrary to our present report, few reports on the 
development of visual and auditory hallucinations 
following treatment with carbamazepine and other 

antiepileptics have been published in the past. More 
recently, complex visual hallucinations have been 
described with carbamazepine[8] and phenytoin 
sodium;[9] auditory hallucinations[10] have been reported 
with carbamazepine at therapeutic serum levels. In 
these cases, after extensive investigation, the authors 
concluded that the hallucinations resulted from a direct 
effect of the antiepileptic drugs and ruled out all other 
possibilities including migraine and seizures.

Though in our patient visual hallucinations resolved 
with carbamazepine, rather than having worsened, 
this is not in contradiction with the past reports. The 
hallucinations reported in the past are likely to have 
occurred due to a faulty “central inhibition,” where 
the inhibitory neurons were affected instead of hyper-
excited neurons, in vulnerable individuals (seizure 
or migraine diathesis[8] or genetic predisposition[9]) 
with rapid changes in serum drug concentrations 
resulting in “release hallucinations.” This proposal 
of “vulnerability factors” giving rise to paradoxical 
responses is further supported by the rare occurrence 
of such hallucinations[10] with carbamazepine use in 
general clinical practice.

Thus, our case illustrates a novel use of carbamazepine 
in the treatment of visual hallucinations in the 
nonorganic psychosis. Often the most challenging 
cases faced in clinical psychiatry are those with 
treatment-resistant symptoms, which can prove 
distressing to patients. Our approach in this case was 
to combine contemporary ideas in neurophysiology 
and therapeutic evidence in related disorders and 
apply these to clinical practice in a targeted way. We 
recognize this to be a single case of novel therapeutic 
use of carbamazepine; however, we feel that further 
research in this field is indicated.

REFERENCES

1. World Health Organization. The ICD-10 Classification of 
Mental and Behavioural Disorders: Diagnostic Criteria for 
Research. Geneva: WHO; 1993.

2. Menon GJ, Rahman I, Menon SJ, Dutton GN. Complex visual 
hallucinations in the visually impaired: The Charles Bonnet 
Syndrome. Surv Ophthalmol 2003;48:58-72.

3. Rovner BW. The Charles Bonnet syndrome: A review of 
recent research. Curr Opin Ophthalmol 2006;17:275-7.

4. Hori H, Terao T, Shiraishi Y, Nakamura J. Treatment of Charles 
Bonnet syndrome with valproate. Int Clin Psychopharmacol 
2000;15:117-9.

5. Eperjesi F, Akbarali N. Rehabilitation in Charles Bonnet 
syndrome: A review of treatment options. Clin Exp Optom 
2004;87:149-52.

6. Peláez JR. Towards a neural network based therapy for 
hallucinatory disorders. Neural Netw 2000;13:1047-61.

7. Post RM, Frye MA. Carbamazepine. In: Sadock BJ, 
Sadock VA, Ruiz P, Kaplan HI, editors. Comprehensive 



Mitra, et al.: Carbamazepine in visual hallucinations

 Indian Journal of Psychological Medicine | Oct - Dec 2015 | Vol 37 | Issue 4 451

Textbook of Psychiatry. New York: Lipincott, Williams and 
Wilkins; 2009. p. 3207-9.

8. Benatar MG, Sahin M, Davis RG. Antiepileptic drug-
induced visual hallucinations in a child. Pediatr Neurol 
2000;23:439-41.

9. Marín LL, García-Peñas JJ, Herguedas JL, Gutiérrez-Solana LG, 
Ruiz-Falcó M, Rodriguez AD, et al. Phenytoin-induced visual 
disturbances mimicking Delirium Tremens in a child. Eur J 
Paediatr Neurol 2010;14:460-3.

10. Beitinger PA, Kirmeier T, Bronisch T, Wetter TC. Association of 

auditory hallucinations and anticonvulsant hypersensitivity 
syndrome with carbamazepine treatment. A case report. 
Pharmacopsychiatry 2006;39:192-3.

How to cite this article: Mitra S, Khanra S, Mondal SK, Kavoor AR, Das 
B. Carbamazepine in treatment of visual hallucinations: A case of chronic 
hallucinatory psychosis. Indian J Psychol Med 2015;37:449-51.

Source of Support: Nil, Conflict of Interest: None.

Staying in touch with the journal

1) Table of Contents (TOC) email alert 
 Receive an email alert containing the TOC when a new complete issue of the journal is made available online. To register for TOC alerts go to 

www.ijpm.info/signup.asp.

2) RSS feeds 
 Really Simple Syndication (RSS) helps you to get alerts on new publication right on your desktop without going to the journal’s website. 

You need a software (e.g. RSSReader, Feed Demon, FeedReader, My Yahoo!, NewsGator and NewzCrawler) to get advantage of this tool. 
RSS feeds can also be read through FireFox or Microsoft Outlook 2007. Once any of these small (and mostly free) software is installed, add  
www.ijpm.info/rssfeed.asp as one of the feeds.


