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Case Report

Transient Vocal Cord Palsy Caused by Hypoperfusion
of Unilateral Hemisphere

Kei-ichiro Takase*, Hiroshi Suicero, Kohnosuke Furura,
Nobutaka Sakag, Yasumasa Onyact and Jun-ichi Kira

Department of Neurology, Neurological Institute, Graduate School of Medical Sciences,
Kyushu University, Fukuoka, Japan.

Abstract We report a 68-year-old man who exhibited mild dysarthria and mild right hemiparesis
resulted from hypoperfusion of the left hemisphere. An MR angiography showed a severe stenosis at
the second portion of left middle cerebral artery (MCA). After the beginning of treatment, the patient
suffered from hoarseness, followed by breathing failure. The laryngeal fiber exhibited right vocal
cord paresis. Unilateral cortico-bulbar tract dysfunction does not typically cause vocal cord palsy.
However, several cases indicate the involvement of a dominant projection from the contralateral
cortico—bulbar tract to the vocal cord. In the present case, hypoperfusion of the left hemisphere
might have temporarily produced right vocal cord palsy, considering the stenosis of the left MCA.
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Case report

A 68-year-old man, exhibiting left vocal cord
palsy of unknown etiology for one year was
brought to our hospital by ambulance because of
an acute development of right hemiparesis.
Neurological examination on admission revealed
mild tongue deviation to the left, mild dysarthria,
mild right hemiparesis. The hemiparesis pre-
dominantly affected the leg, but also the face, and
the right leg exhibited hypoesthesia. Tendon
reflexes were brisk in all extremities and the
Chaddock reflex was elicited on the right.
Anemia (red blood cell [RBC] 3450 X 103, Hb 10.3
g/ dl, Ht 31.1 %), elevated blood urea nitrogen (82
mg/dl) and creatinine (5. 38 mg/dl), reduced
creatinine clearance (22.7 ml/min), hyperglycemia
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(200 mg/dl), and hyper triglyceride (200 mg/dl)
were observed. A diffusion weighted image
(DWI) of the brain magnetic resonance image
(MRI) revealed hyperintensity lesions in the left
anterior cerebral artery (ACA)-supplying area
(Fig. 1a). An MR angiography revealed an
occlusion at the second portion of the left ACA
and severe stenosis in the second portion of left
middle cerebral artery (MCA) (Fig. 1b). The
patient had suffered from hypertension, diabetes
mellitus type II and chronic renal failure for
several years. He was diagnosed with a left-side
cerebral infarction due to left ACA occlusion and
left MCA hypoperfusion. Intravenous adminis-
tration of argatroban together with glycerol and
edaravone was introduced. On the day after the
treatment began, the patient developed hoarse-
ness, followed by breathing failure. The
laryngeal fiber exhibited right vocal cord paresis
in addition to the pre-existent left vocal cord
palsy. He was intubated immediately. Two
weeks later, the patient's right vocal cord palsy
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Fig. 1 a)MRI FLAIR image. Hyperintensity lesions are demons-
trated in the left anterior cerebral artery-supplying area.
b)MR angiography reveals the occlusion at the A2 portion of
the left anterior cerebral artery (an arrow) and severe
stenosis at the M2 portion of the left middle cerebral artery
(an arrowhead).

improved completely and the endotracheal tube
was removed, although the left vocal cord palsy
was not changed.

Discussion

The recurrent laryngeal nerve is one of the
vagal nerve branches originating from the
nucleus ambiguus. This nerve controls both the
abduction and adduction of the vocal cord”, and is
primarily innervated by the corticobulbar tracts

D=4 Therefore, unilateral corticobul-

bilaterally
bar tract dysfunction does not typically cause
vocal cord palsy. However, several cases have
previously presented unilateral vocal cord palsy
caused by the infarction of the contralateral

99 These cases indicated a

corticobulbar tract
dominant projection from the contralateral corti-
cobulbar tract to the vocal cord. The rate of
such dominance was approximately 55%°.
Although single photon emission computed
tomography (SPECT) was not performed in this

case, it may be possible that hypoperfusion of the

left hemisphere temporarily produced right
hemiparesis involving the right vocal cord,
considering the stenosis of his left MCA. In
combination with pre-existing left vocal cord
palsy, right vocal cord paresis produced breathing
failure. The cause of pre-existent left vocal cord
palsy was unclear, however, diabetes mellitus
type II which this patient had sufferd from for
several years might be related to it”. The
present report suggests that hemispheric infarc-
tion can produce contralateral vocal cord paresis.
As such, the possibility of vocal cord paresis
should be considered in cases of breathing failure.
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(FIsCipé)

ERBFIKIERIC L ZFEHMED 16

TR EAREEBE R AR FE BEARRE P RL 22
AR — BB, EOEE TR, HHEZE), K FF RURREK, FH RE—

FERBEROMFBRTIZ L 5, BEORHEEE LI CTHRAE L7 68 AL #5325,
MR 7 V¥4 757 14 Tlx, ERKMEINR (MCA) @ second portion |2 EREzE % i 72, 1HFER
Bk, BRI L 2 OB R EE L 72572 MEHEEEIC X 2 A TG AT OB EME % 78072,
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