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A Case of Hereditary Sensory Neuropathy
Type 1 with Acroosteolysis

Jeong Hun Seo, M,D,, Chang Ho Song, M.D.,
Chong Seog Park, M,D,, Chan Hee Lee, M.D., Jisoo Lee, M,D.,
Tae Seung Kim, M.D.*, Soo Kon Lee, M,D,

Division of Rheumatology, Department of Internal Medicine and Pathology*
Yonsei University College of Medicine, Seoul, Korea

The hereditary sensory neuropathy is a very rare disease characterized by

prominent sensory loss without corresponding motor involvement, but may be

associated with autonomic features. Currently, the disease is divided into five

main types and most frequent are Type I and Type II. The type II hereditary

sensory neuropathy is characterized by autosomal recessive inheritance, onset in

utero or in infancy, loss of touch-pressure sense more than pain-temperature

sense, and almost total absence of myelinated nerve fibers. In this case, we

describe a 23 years old female patient with acroosteolysis and heel ulcer who

was diagnosed as hereditary sensory neuropathy type Il
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Fig. 3. Radiographs of hand and foot show massive acroosteolysis of distal and middle phalanges.
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Fig. 4. Electron microscopic examination of sural
nerve shows the loss of myelinated
fibers(thick arrow) and relative preserva-
tion of unmyelinated fiber (thin arrows) (x

6,000).
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