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Fig. 1 MR image obtained on day 3 of the illness.
a) Diffusion-weighted image (DWI), (axial. 1.5 T ; TR 2,530.83 msec, TE 69 ms) shows a high-intensity area at the right dorsolateral medulla
oblongata. b) MR angiography (MRA) (1.5 T ; TR 23 msec, TE 6.91 ms) does not detect the right vertebral artery blood flow. c) Basi-parallel
anatomical scanning (BPAS) (coronal. 1.5 T ; TR 10,000 msec, TE 500 ms) shows the outer diameter of distal right vertebral artery is smaller

compared to that of adjacent enlarged vessel. These findings indicate the dissection of right vertebral artery.
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Fig. 2 Time course of respiratory dysfunction and degree of PaCO..

The vertical axis represents PaCO, (Torr) and the horizontal axis shows the time from onset (days). Red lines and dots display a change

of his PaCO,. Gray boxes show the period when the patient was under mechanical ventilation. Low box means that he could be weaned

from mechanical ventilation in the daytime. Blue arrows indicate episodes of respiratory dysfunction (“1st” means first episode of CO,

narcosis), the time of tracheotomy, mechanical ventilator off in the daytime, and ventilator off all day, respectively.
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Table 1 A summary of reported cases, which exhibited central respiratory dysfunction in subacute phase of Wallenberg’s syndrome.
Twasaki 2001 Oya 2001" Lassman 2005™ Mendoza 2013" our case 2013

age, sex 78, male 68, male 70, female 60, male 46, male
culprit artery vertebral artery(VA) n.d. VA VA VA
mechanism of infarct atherothrombosis microembolism atherothrombosis dissection dissection
respiratory dysfunction 7 days 38 days about 3 months 10 days 9 days
subjective dyspnea — — n.d. n.d. —
enlargement of lesion n.d. — n.d. — —
ventilator weaning 43 days 40 days never; died after 11 months 4 months 39 days
dysphagia + + + + +

“n.d.” indicates “not described” in the paper. The rows of “respiratory dysfunction” and “ventilator weaning” represent time from onset to the event.
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Abstract

Central respiratory failure occurred in the subacute phase
of unilateral Wallenberg’s syndrome: a case report

Eriko Sugawara, M.D.”, Asami Saito, M.D.”, Mitsuo Okamoto, M.D.",
Fumiaki Tanaka, M.D., Ph.D.? and Tatsuya Takahashi, M.D., Ph.D.Y

YDepartment of Neurology, National Hospital Organization Yokohama Medical Center
?Department of Neurology and Stroke Medicine, Yokohama City University Graduate School of Medicine

A 46-year-old man developed central respiratory failure in the subacute phase of unilateral lateral medullary infarc-
tion. He complained of sudden headache and nausea at first. Neurological examination revealed Wallenberg’s syndrome.
Acute right lateral medullary infarction caused by the dissecting right vertebral artery was identified by magnetic
resonance images. He was transferred to our hospital on the 3rd day after the onset. He was alert and conscious on
admission, and became restless gradually later. He was intubated for sudden respiratory failure on the 9th day. Blood gas
analysis showed hypercapnia and hypoxia. Central respiratory failure was indicated by the fact that various examinations
showed no change of his infarction, no subarachnoid hemorrhage, or no worsening of pneumonia. Ventilatory support
was required for a month because of repetitive CO, narcosis. He was weaned from the ventilator on the 39th day.
Only a few reports are available on central respiratory failure associated with the subacute phase of unilateral medullary
infarction. Delayed central respiratory failure may be lethal. Careful observation is required on the subacute phase of
Wallenberg’s syndrome.

(Clin Neurol 2014;54:303-307)
Key words: Wallenberg’s syndrome, unilateral lateral medullary syndrome, subacute respiratory failure,
central respiratory failure, vertebral artery dissection




