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— Abstract -

Hereditary ‘Pure’ Spastic Paraplegia
- A Case Report -

Min Wook Kim, M.D., Jong Hyun Kim, M.D., and Young Jin Ko, M.D.

Department of Rehabilitation Medicine, College of Medicine,
The Catholic University of Korea

A family, in that 3 women are diagnosed as hereditary ‘pure’ spastic paraplegia, is presented with litera-
ture review.

One of them visited the clinic complaining spastic gait pattern. There was no abnormality in the upper
extremity, but there were increased deep tendon reflex, ankle clonus and spasticity in the lower extremity.
The electrodiagnostic study including the somatosensory evoked potential study suggested no definite
abnormality. But the motor evoked potential study (MEP) using magnetic stimulation revealed central
conduction abnormality.

The mode of inheritance was autosomal dominant type. One of them was consistant with type I of Hard-
ing’s classification, and two of them were consistant with type II of Harding’s classification. Recently the
classification by mutations of the specific chromosomes and genes is being developed which seems to be

reasonable.
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Fig. 1. Pedigree of a case family.

Rt Tibialis anterior

Flg 2. Results of motor evoked potentlal study, recorded at abductor halluc1s (Left) and tibialis anterior (nght) There were good
responses to root stimulation but no responses to brain stimulation that suggest poor corticospinal conduction. And there
were no responses to T12L1 stimulation that suggest magnetic stimulation can' t stimulate the spinal cord within the spinal

canal itself.
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