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Spinal muscular atrophy (SMA) is an autosomal recessive disorder caused by homozygous deletion of the SMN1 gene. It causes de-
generation in the motor neurons that attributes to progressive limb weakness. Differential diagnosis of other motor neuron disease is
essential and the diagnosis can be confirmed by genetic testing. Recent studies have shown that SMN2 gene which is homologous to
SMN?1 influences the phenotype of SMA and now it is accepted as a disease modifier. Therapeutic approaches are focused of over-
expression of SMN2, leading to a new era of treatment in the field of SMA.
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Figure 1.

Table 1. Different types of Spinal muscular atrophy

SMA type Onset age Life span Synonyms Walking ability

I Before birth <6 months SMA-arthrogyryposis multiplex congenita ~ Congenital hypotonia

Il <6 months 30% survive Werdnig-Hoffmann disease Unable to sit

Il <18 months 70% survive Kuelberg-Welander disease Able to sit but lose ambulation by age 12
v adulthood normal Walk independently
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