
© 2016 Indian Journal of Psychiatry | Published by Wolters Kluwer - Medknow 233

mg/day in 2 divided doses on the 5th day and discharged on 
the 8th day. Hyponatremia has not recurred after 1 year.

Hyponatremia, defined as serum sodium of <135 mEq/l, 
occurred in 29.9% of OXC‑treated patients, most cases being 
asymptomatic.[4] In a previous report, severe hyponatremia, 
defined as serum sodium of <125 mEq/l, occurred in 
2.5–3% of patients treated with OXC.[5,6] Hyponatremia 
may be the result of a direct effect on the renal tubules 
or enhancement of their responsiveness to circulating 
antidiuretic hormone.[7] It usually develops in the first 
6 weeks of treatment. In our cases, sodium levels normalized 
immediately after dose reduction or withdrawal of OXC 
although discontinuation of OXC owing to hyponatremia is 
rare.

A thorough review of literature could not find reports of 
OXC‑induced hyponatremia in bipolar patients. Being a 
severe adverse event and because of the increasing the 
use of OXC in bipolar disorder, psychiatrists should pay 
attention to this preventable side effect.

Financial support and sponsorship
Nil.

Conflicts of interest
There are no conflicts of interest.

Pattath Narayanan Suresh Kumar, 
Arun Gopalakrishnan

Department of Psychiatry, KMCT Medical College, 
Calicut, Kerala, India. 

E‑mail: drpnsuresh@gmail.com

REFERENCES

1. Pratoomsri W, Yatham LN, Bond DJ, Lam RW, Sohn CH. Oxcarbazepine 
in the treatment of bipolar disorder: A review. Can J Psychiatry 
2006;51:540-5.

2. Emrich HM, Altmann H, Dose M, von Zerssen D. Therapeutic effects of 
GABA-ergic drugs in affective disorders. A preliminary report. Pharmacol 
Biochem Behav 1983;19:369-72.

3. Glauser TA. Oxcarbazepine in the treatment of epilepsy. Pharmacotherapy 
2001;21:904-19.

Sir,

Oxcarbazepine (OXC) is an antiepileptic drug developed as 
a keto derivative of carbamazepine (CBZ) and is widely used 
as a mood stabilizer in patients with bipolar disorder.[1] 
OXC monotherapy is as effective as that with CBZ, lithium, 
or valproic acid in treating bipolar patients and has fewer 
side effects.[2] Hyponatremia has been reported to occur in 
3–51% of epileptic or psychiatric patients taking OXC, often 
to a greater degree compared to CBZ.[3]

A 57‑year‑old male, who suffers from bipolar disorder for 
the last 10 years, was on prophylactic sodium valproate 
1000 mg/day without recurrence. Due to persistent pedal 
edema and weight gain, medication was changed and 
he was started on OXC, titrated to a dose of 900 mg/day 
within 1 week. There were no concomitant medications. 
He had no significant medical comorbidities. Three weeks 
after starting OXC, he developed fatigue, vomiting, 
reduced appetite and food intake, difficulty in passing 
urine, hiccups and altered sensorium. Biochemical 
investigations revealed serum sodium of 115 mmol/L and 
serum potassium of 5.1 mmol/L. All other investigations 
were normal. OXC‑induced hyponatremia was suspected 
and OXC was discontinued. Hypertonic saline was given 
for 2 days. The serum sodium level returned to normal 
range on the 3rd day. CBZ 600 mg daily (20 mg/kg/day) in 
2 divided doses was substituted for OXC. Hyponatremia 
has not recurred after 4 months.

A 33‑year‑old homemaker, with bipolar disorder, was 
admitted with severe tiredness, slurred speech, confused 
behavior and difficulty to walk within 1 week of initiation of 
OXC 600 mg/day. Previously, she was on sodium valproate 
monotherapy 600 mg/day. Medication was changed due 
to severe alopecia. She had no past significant medical 
illnesses. Blood investigations showed serum Na+ at 113 
mEq/l and K+ at 4 mEq/l. All other investigations were within 
normal limits. Syndrome of Inappropriate ADH Secretion 
(SIADH) was ruled out. She was admitted and OXC was 
discontinued. Sodium level was corrected with hypertonic 
saline. By the 3rd day, sodium values were restored and the 
patient was clinically better. She was started on CBZ 600 
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While in hospital, he was started on pantoprazole and 
antiemetics with intravenous fluids. Baseline blood 
investigations were normal. Within 12 h of admission, he 
developed slight neck swelling and mild breathlessness after 
repeated retching and vomiting (nearly 25 episodes). There 
were clinical signs of subcutaneous emphysema. CT scan 
of the thorax showed evidence of small posterior wall tear 
of cervical esophagus with subcutaneous emphysema and 
pneumomediastinum. He was put on conservative therapy 
including nil per oral and supportive measures following 
which neck swelling resolved. While in the hospital, he 
was restless and agitated. On repetitive questioning, he 
admitted to smoking marijuana cigarettes (up to a maximum 
of 20 per day for nearly 2 years) which were consistent 
with cannabis dependence. A urine toxicology screen was 
subsequently asked for and was positive. He also admitted 
to taking frequent baths at home which helped relieve 
the symptoms. There was a definite temporal association 
of vomiting to the use of marijuana and following each 
hospitalization, when he temporarily stopped smoking, 
there was resolution of symptoms. Hence, a diagnosis of 
CHS was made. Once the acute issues resolved, a psychiatry 
opinion was sought, and he was put through a de‑addiction 
program. He remained symptom‑free for nearly 1 year but 
had another hospital admission after that due to restarting 
marijuana.

CHS was first described in Australia by  Allen et al.[2] and 
since then is being increasingly recognized worldwide 
by emergency physicians and gastroenterologists.[1] The 
diagnostic criteria consist of essential criteria (long‑term 
cannabis use), 5 major and 5 supportive criteria.[5] To 
the preexisting triad, weekly use of marijuana and 
resolution of symptoms with cannabis cessation have 
been added.[5] All the above were satisfied by our patient. 
Cannabis contains many substances chief among them 
being tetrahydrocannabinol (THC), cannabidiol (CBD), 
and cannabigerol (CBG).[3,6] There are also two distinct 

Sir,

Cyclic vomiting syndrome is a disease of uncertain etiology 
seen more often in children. Several associations have 
been proposed including a link to migraine, sympathetic 
dysfunction, and in the last 10 years chronic cannabis use.[1,2]

Cannabis is a widely used recreational drug. Recent 
research has thrown light on the three major compounds of 
the exogenous cannabinoids found in cannabis and the two 
cannabinoid receptors in the body that they act on.[3] While 
cannabis in low doses has antiemetic effects, a distinct 
syndrome characterized by a triad of cyclic and recurrent 
vomiting refractive to standard therapy, abdominal pain, and 
frequent hot showers which help to relieve the symptoms is 
recognized in chronic cannabis users termed “cannabinoid 
hyperemesis syndrome (CHS).”[4]

A 21‑year‑old male presented with epigastric and 
retrosternal burning pain and nonbilious vomiting about 
10 episodes per day for 3 days duration.

He had a past history of similar symptoms requiring 
multiple hospital admissions (5 in the last 1 year at different 
hospitals). He had lost 6 kg of weight in the last year despite 
a normal appetite. At the time of admission, his height was 
167 cm, weight 63 kg with a body mass index of 22.6.

He was a smoker, smoking about 5–10 cigarettes per day 
and an occasional consumer of alcohol. He had no other 
chronic medical or psychiatric ailments such as anorexia or 
bulimia nervosa. He had been evaluated extensively outside, 
and other than an endoscopic evidence of reflux esophagitis 
and mild antral gastritis, all investigations including a 
computed tomography (CT) scan of the abdomen and brain 
were normal. He had been treated outside with proton 
pump inhibitors, antiemetics and had also received one 
course of anti‑H. Pylori therapy for a duration of 14 days.

Cannabinoid hyperemesis syndrome as an unusual cause of cyclic vomiting
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