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association with thalassemia
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Abstract : Glucosate— 6 — phosphate dehydrogenase (G6PD) deficiency is an X— linked incomplete dominant disease, and gene
mutation is the main cause of the disease. At present there is no specific treatment., the disease prevention and early diagnosis
is one of the focal point of prenatal and postnatal care and foster physical fitness among our country, and patients with medical
staff in a timely manner to give reasonable Suggestions, let patients try to avoid using may cause hemolysis of food and drugs,
and timely diagnosis and treatment the disease caused by high neonatal bilirubin hematic disease, is the key of the prevention
and treatment of the disease. G6PD deficiency and thalassaemia are genetically independent hemolytic diseases, but in recent
years, researchers have found that G6PD is associated with the incidence of thalassaemia. Therefore. this paper briefly re-

viewed the diagnosis and treatment of G6PD deficiency and its association with thalassemia.
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