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Fig. 1 Brain MRI findings on admission.

DW and FLAIR images revealed a high-intensity lesion extending from the left lower medulla

oblongata to the upper cervical cord (A-D).
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Fig. 2 Schema of cross-section of the medulla oblongata.

Major anatomical structures at the level of the inferior olivary nucleus (A) and lower medulla oblongata

(B) are described. The gray-zone shows the region of typical lateral medullary infarction. When the

ventral trigeminothalamic tract is spared, reticular formation that lies near the ventral

trigeminothalamic tract is also expected to spare from infarction.
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Table 1 Cases presenting with hemiplegia cruciata or ipsilateral hemiplegia and contralateral pyramidal signs resulting from infarction

of the unilateral cervicomedullary junction.

. Distribution . Outcome
Author Age/sex Lesion of weakness Other neurological symptoms (mRS)
To® 44/male L pyramidal LU/E and Hyperreflexiain L U/E and R L/E 2
decussation RL/E
Nishijima et al.? 50/male L cervicomedullary LUE L Horner sign 2
junction and L/E Hoarseness

Decreased pain and temperature sensation

in the L face, R U/E and L/E

Ataxia in the L U/E and L/E

R Babinski sign positive
Present 66/female L cervicomedullary L > RU/E Narrowing of the L palpebral fissure 2
case junction and RL/E L facial pain and hypothermoesthesia

Decreased pain and temperature sensation in the R leg

Decreased vibration sensation in the L leg
Hyperreflexia in the L U/E
Mild ataxia in the L U/E and L/E

R: right, L: left, U/E: upper extremity, L/E: lower extremity, mRS: modified Rankin Scale.
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Fig. 3 The course of pyramidal tract fibers at the
cervicomedullary junction.
Decussation of the lower limb pyramidal fibers is more caudal than
that of the upper limb pyramidal fibers. In the present case, the left
upper limb pyramidal fibers after the pyramidal decussation, the
right lower limb and a part of the right upper limb pyramidal fibers
before the pyramidal decussation were thought to be impaired.
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Abstract

Hemiplegia cruciata and severe facial pain due to infarction of the cervicomedullary junction:
a case report

Masahiro Konno, M.D.?, Takamichi Kanbayashi, M.D., Ph.D.", Yuichi Hamada, M.D.",
Junpei Yamamoto, M.D.V, Yuichi Furukawa, M.D."”, Yuki Hatanaka, M.D., Ph.D.? and Masahiro Sonoo, M.D., Ph.D.?

U Department of Neurology, Teikyo University School of Medicine

We report the case of a 66-year-old female with hemiplegia cruciata and severe facial pain due to infarction of the
cervicomedullary junction. She presented to the hospital with complaints of acute-onset left facial pain and gait
disturbance. Neurological examination revealed narrow left palpebral fissure, severe left facial pain and
hypothermoesthesia, weakness predominantly in the left upper and right lower extremities, decreased pain and
temperature sensation in the right lower extremity, decreased vibration sensation in the left lower extremity,
hyperreflexia in the left upper extremity, and mild ataxia in the left upper and lower extremities. Brain MRI revealed a
high-intensity lesion in the left cervicomedullary junction on diffusion-weighted and fluid-attenuated inversion recovery
images. Hemiplegia cruciata due to the pyramidal tract injury at the cervicomedullary junction is an uncommon clinical
manifestation. However, in patients with hemiplegia cruciata, identifying the lesion location may be difficult. Clinicians
should consider the possibility of pyramidal decussation lesions. Anatomical differences, in the course of pyramidal tract
fibers between the upper and lower limbs have been considered in the pyramidal decussation. Hemiplegia cruciata in
this case was primarily caused by the impairment of the left upper limb pyramidal fibers after the pyramidal decussation
and the right lower limb pyramidal fibers before the pyramidal decussation.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:693-698)
Key words: hemiplegia cruciata, facial pain, cervicomedullary junction, pyramidal decussation, pyramidal tract




