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Fig. 1A Axial brain MRI T2weighted image (TR/TE =
4,000 msec/100 msec)
An abnormal high intensity area was detected in the para-
median and lateral area in the base of the caudal pons on
the right side.

Fig. 1B Sagittal brain MRI Ti-weighted image (TR/TE =
515 msec/15 msec)
An abnormal low intensity area was detected in the base
of the caudal pons.
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Fig. 1C Brain MRA (TR/TE = 30 msec/6.8 msec)
Mild stenosis of the basilar artery was present.
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Fig. 2A The distribution of the artery at the caudal pons
(modified from the original figure by Goto?)
The paramedian area of the base is supplied by inferior
basilar branch. The lateral side of the base is mainly sup-
plied by inferior lateral pontine branch.
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Fig. 2B The ischemic lesion for the occlusion of inferior lat-
eral pontine branch (short circumferential branch) (modi-
fied from the original figure by Goto?)

Area of A and B is involved by the ischemia of inferior lat-
eral pontine branch. If the lesion is limited in area B, facial
weakness of the ipsilateral side to the lesion is absent.

Pci; inferior cerebellar peduncle, TspV; trigeminal nerve
spinal tract, Flm; medial longitudinal fasciculus, NtspV; nu-
cleus of trigeminal nerve spinal tract, N VII; nucleus of fa-
cial nerve, N VIII; vestibular nucleus, Ttc; central tegmen-
tal tract, Rx VI; radicule of abducens nerve, Fbpt; trans-
verse pontine fiber, Np; pontine nucleus, VI ; abducens ner-
ve, VII; facial nerve, VIII; vestibular nerve, ND ; dentate
nucleus, Nrt ; tegmental reticular nucleus, N VIIlcv; ven-
tral cochlear nucleus, Nos; dorsal nucleus of trapezoid
body, Ct; trapezoid body
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Abstract

A case of pontine infarction causing alternating hemiplegia with ipsilateral
abducens nerve palsy and contralateral supranuclear facial nerve palsy

Katsuhiko Ogawa, M.D.”, Masaki Tougou, M.D.", Minoru Oishi, M.D.",
Satoshi Kamei, M.D.” and Tomohiko Mizutani, M.D.”
"Division of Neurology, Nihon University Nerima Hikarigaoka Hospital
“Division of Neurology, Department of Medicine, Nihon University School of Medicine

We report a 73-year-old man with alternating abducent hemiplegia (Raymond syndrome) and contralateral
supranuclear facial nerve palsy. On admission, he showed lateral gaze palsy of the right eye, left supranuclear fa-
cial nerve palsy, dysarthria and left hemiparesis. Brain MRI showed an infarct that was located in the paramedian
and lateral area in the base of the caudal pons on the right side. MRA showed a mild stenosis of the basilar artery.
Hemiplegia and supranuclear facial nerve palsy were considered to be caused by the involvement of corticospinal
tract and corticobulbar tract that run at the ventromedial area of the pons. Abducens nerve palsy was considered
to be caused by the involvement of infranuclear abducens nerve fibers. There has been one previously reported
case of Raymond syndrome in which MRI determined the precise location of the lesion. In this case, a small hema-
toma was found at the ventral and medial pontomedullary junction, whereas the infarct in our case was located in
the pontine base. We considered that documentation of our case was an important contribution to determine the
pathogenesis of supranuclear facial nerve palsy due to caudal pontine lesions.

(Clin Neurol, 48: 135—138, 2008)
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