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[ Abstract ]

brain, kidney, skin, heart, lung, liver and eyes, mainly performed as facial sebaceous adenoma, epileptic seizure and cognitive

Tuberous sclerosis complex (TSC) means neurocutaneous syndrome that involved systems, such as

disabilities. TSC is one kind of autosomal dominant inherited disorders, mainly including two defect genes (TSC1 and TSC2). In
recent years, gene mutation screening, diagnosis and treatment of TSC achieved some progress and laid a solid foundation for

genetic diagnosis and treatment of TSC. This paper reviewed the genetic research progress on TSC, to provide a reference for

clinical effective diagnosis and treatment of TSC.
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