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The Significance of Ring Fibers in Neuromuscular Diseases

Kana YATABE, Megumi TAKEUCHI, Hiromi KONDO,
Toshiko TAKEMIYA and Makoto IWATA
Department of Neurology, Neurological Institute, Tokyo Women’ s Medical University, School of Medicine

In the past, not much has been reported about the significance of ring fibers (RF) . We examined
the pathological, clinical and electrophysiological characteristics of 23 patients who had RF, excluding
those with myotonic dystrophy. Nineteen of the 23 patients had neurogenic diseases such as neuro-
pathy, suggested by pathological and electrophysiological data. The results are consistent with the
view that RF develops as a consequence of the denervation of muscle fibers. The presence of REF ap-
pears to be nonspecific, because the origin of RF is secondary degeneration. However, it is an impor-
tant finding that the presence of RF may indicate the degenerative process of muscle fibers in

neuromuscular diseases.
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