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Abstract

Clinical practice of hereditary motor neuropathy (HMN) and hereditary sensory
and autonomic neuropathy (HSAN)

Hiroshi Takashima, M.D., Ph.D."?

YDepartment of Neurology and Geriatrics Kagoshima University Graduate School of Medical and Dental Sciences
“Neurology, Kagoshima University Medical and Dental Hospital

Inherited neuropathy is a genetically and clinically heterogeneous group of neuropathies, the main category becomes
Charcot-Marie-Tooth neuropathy (CMT), also known as hereditary motor and sensory neuropathy (HMSN), distal
hereditary motor neuropathy (dHMN), and hereditary sensory autonomic neuropathy (HSAN). At least 80 genes have
been associated with CMT, HMN or HSAN, a precise molecular diagnosis is often needed to make a clinical diagnosis
accurately, enable genetic counseling of the patient and understanding of their molecular mechanisms. To identify the
mutation in each patient, using a high-throughput NGS, we established a diagnostic procedure involving screening of
disease causing genes in CMT, HMN or HSAN.

(Clin Neurol 2014;54:957-959)
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