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DNA analysis on female patients with Duchenne muscular dystrophy (DMD)

Norio Niikawa, Tadashi Matsumoto, Shigeto Sugino

Three female DMD patients and their family members were studied cyto-
genetically and molecular-genetically using the DMD-cDNA and several X-
linked cloned DNAs as hybridization probes, in order to know the genetic
heterogeneity. Though all patients did not have any chromosomal deletion,
but 2 of the 3 patients had a DNA deletion in the DMD gene, indicating that
the muscular dystrophy of the 2 is DMD itself. No deletion was determined
in the remaining patient with the probes used. This finding, together with
a parental consanguinity suggested that the disease in thispatient is

autosomal .
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