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Advances in the Diagnosis and Treatment of p—Thalassemia Major
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[Abstract] p—thalassemia is an autosomal recessive anemia, divided into major, intermediate, and minor
—thalassemia, major B—thalassemia is the most harmful to health. Babies with B—thalassemia major develop
anemia within 6—24 months after birth, which affects growth and development, and is accompanied by skeletal
deformities and splenomegaly. The diagnosis of B—thalassemia is mainly based on clinical manifestations,
hematological examination, hemoglobin analysis and genetic diagnosis (reverse dot blot, fluorescence melting
curve and gene sequencing). Blood transfusion and iron chelator therapy are the mainstays of treatment for

beta—thalassemia major, and splenectomy can be used when indicated. Bone marrow transplantation is currently

the only option to cure B—thalassemia, and other treatments include gene therapy, induction of fetal hemoglobin

synthesis, and regulation of erythropoiesis.
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