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Hereditary report on 5 cases of myotonic dystrophy and literature review
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Abstract: Objective To investigate the clinical and genetic characteristics of a family with myotonic dystrophy type 1 (DM1) .Meth-
ods Physical examination, blood biochemisiry, electromyography and gene test, were performed on some members of the family admit-
ted to the Zhengzhou Central Hospital Affiliated to Zhengzhou University in April 2019 to draw a family pedigree map and analyze the
clinical characteristics of the family.Results There were 12 members in this family, 5 of whom were patients with myotonic dystrophy
(DM). Five patients with DM had a chronic course of disease, characterized by myasthenia and myotonia, accompanied by cardiac, endo-

crine and respiratory involvement. EMG showed characteristic myotonic discharge and myogenic damage, serum muscle enzymes were

slightly elevated or normal.Conclusion The clinical manifestations of DM are complicated and varied. Electromyography, pathological

biopsy and gene detection are helpful for the diagnosis and classification of DM.
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