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Histopathology of skeletal muscle and peripheral nerve

Young-Eun Park MD, PhD

Department of Neurology Pusan National University School of Medicine

Biopsy of skeletal muscle and peripheral nerve is not a complex procedure. However, full assessment of clinical manifestation and
laboratory findings should be preceded before we decide whether biopsy is needed. Biopsies performed in an appropriate situation
can be helpful for making some specific diagnoses of myopathy or peripheral neuropathy. Inspection and interpretation of various
pathological changes is required for clinical decisions. Thus, clinicians should be well acquainted with a variety of pathological find-

ings of skeletal muscles and peripheral nerves.
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