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Background

7/ Hospital de Clinicas de Porto Alegre, UFRGS, Porto Alegre, RS, Brazil.

Results

The congenital disorders of glycosylation (CDG) are a heterogeneous group of rare
metabolic diseases with multi-system involvement. The liver phenotype of CDG varies
not only according to the specific disorder, but also from patient to patient. In this study,
we sought to identify common patterns of liver injury among patients with a broad
spectrum of CDG, and to provide recommendations for follow-up in clinical practice.

Methods

Patients were enrolled in the Frontiers in Congenital Disorders of Glycosylation
(FCDGC) natural history study. We analyzed clinical history, molecular genetics, serum
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