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Pontine Cavernoma Hemorrhage
Leading to Millard-Gubler Syndrome
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A 27-yr-old woman with a right hemiplegia accompa-
nying a left peripheral facial paralysis and diplopia was
admitted to our rehabilitation center with a diagnosis of
Millard-Gubler Syndrome (MGS). Her initial complaint
had been one of the rapid onset of double vision 1 mo
earlier. Four days after this, contralateral limb weakness
and facial palsy developed. After ophthalmologic and
neurologic examinations, a hemorrhage in the brain stem
caused by a cavernous hemangioma that extended over a
large area of the left side of the pons was detected with
magnetic resonance imaging (Fig. 1). After neurosurgery
to excise the cavernoma, the patient was referred to our
department for rehabilitation. In her neurologic examina-
tion at presentation she could not look outward with her
left eye because of paralysis of the abducens, and her left
facial muscles were completely paralyzed because of facial
nerve paralysis. There was loss of right upper and lower
limb strength, and she was unable to walk independently.
All muscle stretch reflexes were hyperactive on her right
side. She did not have sensorial impairment, and her
cognitive abilities were normal. After 1 mo of rehabili-
tation, including strength training, balance, and gait ex-
ercises, she was capable of walking independently with an
ankle-foot orthosis and a tripod cane.

MGS is a crossed brain stem syndrome that affects
the face on the side of the lesion and the limbs on the oppo-
site side. The components of MGS are ipsilateral facial and
abducens nerve paralysis as a lower motor lesion at the
cranial nerve nucleus level and hemiplegia of the contralat-
eral limbs caused by the involvement of the corticospinal
tract before its crossing over.1 It is usually caused by

lesions of the basal portion of the caudal part of the pons,
which are extensive enough to involve the corticospinal
tract and include the fibers of the abducens and facial
nerves. Structural injury of the pons in MGS is caused by
tumors, bleeding, and, rarely, by infarction secondary to
occlusion of the basilar artery.2 Patients with MGS may also
have other neurological abnormalities associated with in-
volvement of structures next to the facial nerve nucleus,
such as contralateral hemiparesthesia and contralateral
cerebellar ataxia.2,3
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FIGURE 1 Magnetic resonance imaging scan of the brain
stem shows the hemorrhage (thin arrows) that
resulted from a cavernous hemangioma (thick ar-
row) that extended over a large area of the left side
of the pons.
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