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Abstract
We examined an 11-year-old boy who complained of acute onset of diplopia. The
patient had head trauma and postsurgical convulsions and had been treated with
carbamazepine. Diplopia developed after the dose of carbamazepine was in-
creased to 700 mg/day. On examination, comitant esotropia and lateral gaze nys-
tagmus were found. These disorders disappeared after carbamazepine was de-
creased to 400 mg/day. We believe that acute comitant esotropia and lateral gaze
nystagmus may have been precipitated by head trauma and carbamazepine in our
patient.
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Case Report 

An 11-year-old boy complained of the sudden onset of diplopia on
September 5, 1995. The patient had undergone the removal of an epid-
ural hematoma following head trauma at the age of 6 years. Postsurgi-
cally, convulsions developed. Thereafter, the patient was treated with
orally administered carbamazepine, 400–600 mg/day. The mean se-
rum level of carbamazepine measured 3 times in 1995 was 9.1 µg/ml.
The patient also had atopic dermatitis for 6 years, which was some-
times treated with corticosteroid ointment but not with systemic corti-
costeroids. No preceding infection, physical or psychic shock, or oc-
ular occlusion were noted. In late August, the patient received carbam-
azepine, 700 mg/day.

On examination, comitant esodeviation with 40 prism diopters at
both near and distance was found (fig. 1). The deviations determined
by cover and alternate cover tests were the same. The result of after
image test showed normal retinal correspondence. Crusts and scratch-
es were visible on his face. His visual acuity was 1.0 OD and 0.8 OS.

Introduction

Acute onset of esotropia with diplopia in older children
is uncommon in relation to the high frequencies of infantile
or congenital esotropia [1–6]. We recently experienced this
uncommon condition and nystagmus in a boy with head
trauma and convulsions who was receiving carbamazepine.

Eye movement was not disturbed bilaterally. Left lateral gaze nystag-
mus was seen. Cycloplegic refraction was +1.0D OD and +1.25D OS.
Both eyes appeared otherwise normal. Goldmann perimetry showed
bilaterally normal findings. On computed tomography of the brain and
orbits, the scar was observed, but no brain edema was found. No other
neurologic abnormalities were noted. The patient’s body weight was
56 kg. Laboratory test results, including blood cell count, blood chem-
istry, urinalysis and chest X-ray were negative or within normal range.
The serum level of carbamazepine was 12.5 µg/ml.

The esodeviation remained for 4 days. The dose of carbamazepine
was reduced to 400 mg/day on September 6. The esodeviation and lat-
eral gaze nystagmus disappeared on September 9, 1995 (fig. 2). No
esodeviation determined by alternate cover test or diplopia was ob-
served during the follow-up period of 12 months. The patient had 120
arc seconds of stereoacuity at that time.

Discussion

Acute comitant esotropia reportedly occurs in older chil-
dren and adults. It is sometimes accompanied by diplopia,
large angle esotropia, and no signs of paralysis [1–6]. Our
patient was an 11-year-old boy who had diplopia and large
angle esotropia. He had no signs of paralysis. Acute com-
itant esotropia is though to develop following artificial in-
terruption of fusion, such as patching one eye, or physical or
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Fig.1. Acute comitant esotropia, crusts and scratches are visible
on September 5, 1995.

Fig. 2. No esotropia is observed on September 10, 1995.

psychic shock. The disorder is sometimes associated with
myopia and neurological disease, including brain tumor [1–
6]. Our patient had head trauma and convulsions, but no
patching of one eye, physical or psychic shock, myopia, or
brain tumor. Acute comitant esotropia in most patients is
reportedly permanent, although a few cases become tran-
sient [1, 3]. When brain tumor and edema improve, the acute
comitant esotropia is thought to dissappear [3]. Our patient
exhibited esotropia for the short duration of 4 days. It is un-
likely that our patient had transient decompensating eso-
phoria, because esophoria was not found by cover and al-
ternate cover test when esodeviation disappeared.

Our patient had received carbamazepine for the treat-
ment of convulsions. Several adverse effects including

ataxia, diplopia, dizziness, and gaze nystagmus are usually
associated with high plasma levels of the drug and disap-
pear after decreasing the dose of the drug [7, 8]. In our pa-
tient, acute comitant esotropia and lateral gaze nystagmus
developed after increasing the dose of the drug. The serum
level of carbamazepine was elevated at that time.

Our patient had crusts and scratches on his face. It is un-
likely that atopic dermatitis and steroid ointment caused the
acute onset of comitant esotropia, because many patients
with atopic dermatitis who are treated with the ointment do
not show this effect.

We believe that the esotropia and nystagmus in our pa-
tient may have been precipitated by head trauma and carb-
amazepine.
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