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Hemiataxia With Ipsilateral Sensory Disturbance 
Due to a Pontine Infarction

Hiromasa Tsudaa, b, Tomoko Fujitaa

Abstract

A 77-year-old man with essential hypertension abruptly developed 
marked hemiataxia, and paresthesia and decreased vibration sensa-
tion in the left-sided upper and lower extremities. There were no 
other neurological abnormalities. Cranial diffusion-weighted mag-
netic resonance imaging demonstrated a localized infarction in the 
right-sided median zone of the middle pons. Cranial magnetic reso-
nance angiography finding was normal. Under anti-platelet agent, 
he became asymptomatic within 5 days. Impairment of the descend-
ing corticopontine fiber and/or pontine nucleus causes contralateral 
hemiataxia. Involvement of the medial lemniscus induces paresthe-
sia and disturbance of vibration sensation in the contralateral limbs. 
In our patient, not only the cerebro-ponto-cerebellar pathway but 
also the medial lemniscus might be damaged. Hemiataxia with ipsi-
lateral sensory disturbance is commonly regarded as indicating sign 
of lateral thalamic lesion. However, we emphasize that hemiataxia 
with ipsilateral sensory disturbance rarely results from infarct le-
sion in the contralateral median zone of the middle pons.
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Introduction

Hemiataxia with ipsilateral sensory disturbance is common-
ly caused by lateral thalamic lesion [1-4]. Here, we report a 
very rare case of hemiataxia with ipsilateral sensory distur-

bance due to a pontine infarction.

 
Case Report

A 77-year-old man with essential hypertension abruptly 
complained of paresthesia in the left-sided upper and lower 
extremities in November 2013. Consciousness was alert. 
Blood pressure was 156/92 mmHg. The heart rate was 60/
min. General examination demonstrated no abnormalities. 
Cranial nerve impairment was not detected. In the upper ex-
tremities, Barre sign was negative. In the lower extremities, 
neither Barre sign nor Mingazzini sign was detected. Manual 
muscle testing on the extremities was all normal. Muscle to-
nus was normal in the extremities. Muscle atrophy and fas-
ciculation were not observed. Deep tendon reflexes were all 
normal and pathological reflexes were not detected in the 
extremities. Paresthesia and decreased vibration sensation 
was observed in the left-sided upper and lower extremities. 
However, pain sensation, temperature sensation, topesthesia, 
joint sensation and combined sensation (two-point discrimi-
nation, graphesthesia, stereognosis and double simultaneous 
stimulation) were all normal. In left-sided upper extremity, 
dysmetria, decomposition of movement and intension tremor 
were observed in finger-nose test and nose-finger-nose test. 
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Figure 1. Cranial diffusion-weighted MRI demonstrated 
a localized infarction in the right-sided median zone of the 
middle pons (arrow).
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Hyperpronation test and hand pronation supination test were 
slightly slow in the left side. In heel-knee test and shin-tap-
ping test, dysmetria and decomposition of movement were 
observed in the left-sided extremities. Truncal ataxia was not 
observed. There were no other neurological abnormalities. 
Laboratory examination was within normal ranges. Chest 
X-ray finding was normal. Electrocardiogram demonstrated 
no abnormalities. Cranial diffusion-weighted magnetic reso-
nance imaging (MRI) demonstrated a localized infarction 
in the right-sided median zone of the middle pons (Fig. 1). 
Cranial magnetic resonance angiography finding was nor-
mal. Under intravenous sodium ozagrel at 160 mg/day (anti-
platelet agent), he became asymptomatic within 5 days.

Discussion
  
Involvement of the medial lemniscus may induce paresthe-
sia and disturbance of deep sensation in the contralateral 
limbs [5-10]. Kim et al [9] noted four cases of hemiataxia 
with ipsilateral sensory disturbance due to pontine stroke. 
However, the etiology of hemiataxia was not referred [9]. On 
the other hand, impairment of the cortico-ponto-cerebeller 
pathway may cause hemiataxia [11-13]. To our knowledge, 
there has been only one reported case of isolated hemiataxia 
due to contralateral pontine infarction [11]. Schmahmann et 
al [13] stated that upper extremity ataxia might be mostly 
correlated with damage to the ventral pontine nucleus, and 
lower extremity ataxia might be induced by impairment to 
the more lateral region than those for the arm in the middle 
and caudal pons.

In our patient, despite normal position sense, marked 
hemiataxia was observed. Therefore, based on neurological 
symptoms and cranial MRI finding, in addition to the medial 
lemniscus, the descending corticopontine fiber and/or pon-
tine nucleus in the cortico-ponto-cerebeller pathway might 
be involved.

In conclusion, we emphasize that hemiataxia with ipsi-
lateral sensory disturbance rarely results from infarction in 
the contralateral median zone of the middle pons.
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