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Clinical Analysis of Spasmodic Dysphonia

Hong-Shik Choi, M.D., Hyoung-Jin Moon, M.D., Sang-Gyoon Kim, M.D.,
Joon-Hyup Lee, M.D., Sung-Yun Ahn, M.D., Kwang-Moon Kim, M.D.

Department of Otorhinolaryngology, The Institute of Logopedics and Phoniatrics,

Yonsei University College of Medicine, Seoul, Korea

Spasmodic dysphonia is an uncommon and poorly understood disorder of motor control of
laryngeal speech. We analysed 88 patients with spasmodic dysphonia, using chart review. These
patients had historical information evaluated for age of onset(mean 39.2 years), duration of
symptoms(mean 8.8 years), sex(4.2 : 1 female to male) family history(positive in 16.7%), and
primary(84.8%) and secondary(15.2%) etiology : neurological evaluaton for other dystonic
involvement(40.7%). Eighty-three patients(94.3%) had adductor type of spasmodic dysphonia
and 4 patients were abductor type and 1 patient was mixed type.

All patients had normal thyroid and parathyroid functions and among 46cases, 8 patients had
abnormal brain MRI finding. seventeen patients were evaluated by auditory brainstem response
parameters. Four out of the 17 patiemts had prolonged wave I-V interpeak latency.

KEY WORDS : Spasmodic dysphonia - Clinical analysis.
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Table 1. Characteristics of the 88 patients with spasmod-

ic dysphonia
Parameters Contents

M:F 17 cases : 71 cases(1 : 4.2)
Mean age 39.2+13.4 years old

Symptom duration 8.8+8.8 years

Onset age 30.4+14.4 years old
Adductor : Abductor 83 cases : 4 cases : 1 cases
: Mixed (94.3% : 4.5% : 1.2%)

Trial trace | ] U] \% v oY
R bsep 1R90d8 1.37 2.52 3.29 4.89 5.64 1.92 2.75 4.67

Fig. 1. Auditory brainstem response of spasmodic dys-
phonia patient(prolonged wave |-V interpeak la-
tency more than 4.40msec).
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Fig. 2. Brain MRI of spasmodic dysphonia patient(Left
basal ganglia infarction, arrow head).
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Fig. 3. Other dystonia and tremor of spasmodic dysphonia

patients.
(FD : focal dysonia, SD : segmental dystonia, HD :
Hemidystonia, MD : multifocal dystonia, GD : gen-
eralized dystonia, OFD : overflow dystonia).
A %% (cortical atrophy) 12, 71A% =7 ¥ (basal
ganglia infarction)©| 28 HtH(Fig. 2).
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