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Abstract:

of two patients with genetically confirmed hereditary neuropathy with liability to pressure palsies (HNPP). Electromyogra-

In this study, a retrospective analysis was performed for the clinical data and electromyography findings

phy examination showed that both patients had extensive peripheral nerve injuries involving motor and sensory nerve
functions, and reductions in both MNCV and SNCV were observed at the sites with liability to nerve compression. Both
patients carried heterozygous deletion mutations of the peripheral myelin protein 22 gene. This article analyzes the clinical

manifestations, electromyography findings, and genetic testing results of two patients with HNPP and conducts a literature

review, in order to provide a reference for the diagnosis, treatment, and prognosis of HNPP in clinical practice.
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