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Glycogen storage disease (GSD) is the result of defects in the processing of glycogen synthesis or breakdown within muscles, liver, and other cell types.
GSD in humans it is genetic caused by any inborn error of metabolism (genetically defective enzymes) involved in these processes. In livestock, acquired
GSD can be caused by ingestion of toxic alkaloids.

There are eleven (11) distinct diseases that are commonly considered to be glycogen storage diseases (some previously thought to be distinct have been
reclassified). (Although glycogen synthase deficiency does not result in storage of extra glycogen in the liver, it is often classified with the GSDs as type 0
because it is another defect of glycogen storage and can cause similar problems).

GSD type VIII: In the past, considered a distinct condition, now classified with VI. Has been described as X-linked recessive.

GSD type X: In the past, considered a distinct condition, now classified with VI.
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Glycogen Storage Disease (new Topic WB- DSG only)

Obligatory

Discretionary

Additional Information

Must not donate if:
Suffers from a Glycogen Storage Disease.

If the potential donor suffers from type O (glycogen synthase
deficiency), type V (McArdle disease), type Xl (Fanconi-Bickel
syndrome), type XII (Red cell aldolase deficiency), or type XIll
Glycogen Storage Disease, accept.

Glycogen storage disease (GSD) is the result of defects in the
processing of glycogen synthesis or breakdown within muscles, liver,
and other cell types. GSD in humans is genetic caused by any inborn
error of metabolism (genetically defective enzymes) involved in these
processes.
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