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Abstract: Thalassemia is the most common single gene genetic disease in the world, which mainly dis-
tributes in the south of the Yangtze River in China. It seriously occupies the local medical resources. In the
treatment of this disease,there are not only traditional blood transfusion therapy,but also hematopoietic stem
cell transplantation,gene level therapy,treatment to reduce the production of ineffective red blood cells and
traditional Chinese medicine treatment which are developed in recent years. However, all kinds of treatment
methods have their advantages and disadvantages,so this article summarizes the latest research progress in the
treatment of thalassemia.
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