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We revealed in the patients with N-acetylneuraminic acid
synthetase-congenital disorder of glycosylation (NANS-CDG) that (1) growth failure in patients with
NANS-CDG become severe after birth; (2) NANS plays an important role in postnatal growth and fetal
brain development; (3) spondyloepimetaphyseal dysplasia (SEMD) is recognizable at birth and shows
remarkable postnatal evolution; (4) NANS-CDG is associated with low-normal serum sialic acid,
obviously elevated urine N-acetylmannosamine, and normal N- and O-glycosylation of serum proteins;
and (5) NANS-CDG is divided into classic Camera-Genevieve type and more severe Faye-Peterson type.
Furthermore, we also revealed that impaired proliferation of chondrocyte may contribute to the
pathogenesis of growth retardation and SEMD in patients with NANS-CDG.
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