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Abstract: With the continuous update and iteration of the detection techniques, genetic diagnosis and screening technology
of spinal muscular atrophy (SMA) have gradually developed from qualitative to quantitative assays (mainly MLPA and qPCR).
The treatment methods have also progressed from unspecific treatment to protein replacement and gene modification therapy.

This paper reviews the current situation of genetic diagnosis, screening, prevention and treatment of SMA, which provides new

ideas for the diagnosis, screening and prevention of SMA.
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