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SUMMARY

Sickle cell-thalassemia associated with glucose-
6-phosphate dehydrogenese deficiency is re-
ported in an Iranian family.

The father had sickle trait and G.6.P.D. defi-

10.

ciency, the mother minor thalassemia, one of the
sons sickle cell-thalasemia, the other sickle cell
trait; the daughter had sickle cell-thalassemia
and was carrier of G.6.P.D. deficiency.
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