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Fig. 1 Brain MRI and MR angiography of the patient.

On admission, a high signal intensity lesion (arrows) in the left inferolateral part of the medulla was seen on diffusion-weighted
image (A: 1.5 T; TR 4,000.0 ms, TE 100.0 ms), which extended medially on diffusion-weighted image (arrows) (D) and T,-weighted
image (E: 1.5 T; TR 4,500.0 ms, TE 89.0 ms) obtained on hospital day 6. T,-weighted image (B, 1.5 T; TR 510.0 ms, TE 10.0 ms) on
admission showed a high signal intensity lesion in the left vertebral artery. The original image of MR angiography (C, F) revealed

the dissected left vertebral artery.
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Fig. 2 The modified scheme of lower part of the medulla oblongata from Vuilleumier et al (Brain, 1995)
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The spinothalamic tract in the brainstem is somatotopically organized with sacral afferent fibers being located in the

lateral portion and cervical afferent fibers being located more medially. In our patient, the initial lesion involving

spinocerebellar tract (a) extended medially to involve spinothalamic tract (b). S = sacral, L = lumbar, T = thoracic,

C = cervical.
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Table 1 Patients with lateral medullary infarction presenting with truncal lateropulsion with a sensory level on the trunk.
Age (y)/ . Truncal Facial .
Authors gender MRI MR angiography lateropulsion  hypesthesia Sensory level Risk factors Other symptoms
Vuilleumier et al.*® 66/M L inferolateral ~ Dolichoectatic BA L L BelowRT4 HT, DM, HL, coronary Ipsilateral apraxia in upper limb,
heart disease smoking, nystagmus, vertigo, dysphonia
weight excess
Vuilleumier et al.*® 46/M L inferolateral =~ Normal L L Below RT9  HT, smoking Ipsilateral apraxia in upper limb,
nystagmus, vertigo, skew deviation,
hiccup, dysphonia, dysphagia
Kim et al.”” 87/F R lateral Severe stenosis in R R — Lt trunkand DM Dizziness, nystagmus
vertebral artery lower limb
Present case 45/M L inferolateral ~ Stenosis and dissection L — Below R T10 HT Headache, nausea, L Horner’s syn-
of L VA drome

L = left, R = right, HT = hypertension, DM = diabetes mellitus, HL = hyperlipidemia, BA = basilar artery, VA = vertebral artery.
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Abstract

Lateral medullary infarction presenting with truncal lateropulsion and decreased pain
and temperature sensation below T10 sensory level

Takahito Nishihira, M.D."”, Keisuke Suzuki, M.D., Ph.D.”, Hidehiro Takekawa, M.D., Ph.D.",
Toshiki Nakamura, M.D., Ph.D.?, Akio Iwasaki, M.D."” and Koichi Hirata, M.D., Ph.D."”

UDepartment of Neurology, Dokkyo Medical University
“Department of Neurology, Rehabilitation Amakusa Hospital

A 45-year-old man noted a tendency to fall to the left side on standing following headache and vomiting. Neurological
findings were unremarkable except for truncal lateropulsion to the left side. Brain magnetic resonance imaging (MRI)
showed a small infarct in the left inferolateral part of medulla. Clinical and imaging findings suggested vertebral artery
dissection as the cause of stroke. On hospital day 6, the patient developed decreased pain and temperature sensation
in the right side below T10 sensory level and decreased sweating on the left side of the face with miosis of the left
pupil. Brain MRI revealed an expanded lesion of the left inferolateral part of medulla. In our patient, the involvement of
the spinocerebellar tract and the lateral spinothalamic tract likely contributed to the development of truncal lateropulsion
and sensory disturbance below thoracic levels, respectively. Our case is clinically important in understanding a correla-
tion between clinical symptoms and lateral medullary lesions.

(Clin Neurol 2014;54:819-823)
Key words: inferolateral medullary infarction, truncal lateropulsion, sensory level






