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| he GEPD Variant .m.:wtq.:.& .N

OARD. LD Residual
. .Clinical . .| enzyme
| symptoms | activity -

| Very severe | 2%
‘| severe | <10%
.-Moderate - 10-50%
None 60-150%
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1 Although the activity of the normal
" | enzyme declines as red cells age,
1| even the oldest cells have a
| sufficient level of activity to
1 provide protection against
| oxidative damage and hemolysis.

editerranean

G6PDB |
(normal enzyme)

/

G6PD activity in erythrocytes

o

By contrast, very few G6PD
Mediterranean red cells have
sufficient enzyme activity to

| Prevent oxidative damage, whereas
| @ substantial fraction of young
G6PD A~ red cells are able

to provide prowection,
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Figure 7-52
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