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4) #1=3 EDS (kyphoscoliosis type of EDS)
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Electron-Microscopic Findings of Dermal Collagen Fibers in Ehlers-Danlos Syndrome
Atsushi Hatamochi”, Masaru Tsumuraya?

Y Department of Dermatology, Dokkyo Medical University, School of Medicine

? Clinical Pathology electron microscopic laboratory

Ehlers-Danlos syndrome (EDS) is a hereditary connec- This paper represents an overview of the electron-micro-
tive tissue disorder characterized by skin hyperextensibili- scopic findings of the collagen fibers in various types of
ty, hypermobility of the joints and fragility of tissues. It is EDS.

believed to arise from abnormalities of the genes encoding
collagen per se, or of those encoding the enzymes involved Key words : Ehlers-Danlos syndrome, electron-microscop-

in collagen metabolism and/or formation of collagen fibers. ic findings, collagen fibers, collagen fibrils



