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A case report of Barth syndrome
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Summary Barth syndrome is one of the causes of cardiomyopathy in children due to X-linked recessive lethal

genetic disorders. The main clinical features of Barth syndrome are cardiomyopathy and heart failure, accompanied

by muscle weakness and growth delay. The diagnosis of Barth syndrome is difficult. In the paper, a case of TAZ

gene mutation is reported.
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Figure 1 The family tree of the case
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