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Abstract:In recent years,with the development of immunotherapy and genetic engineering, chimeric
antigen receptor T cell therapy (CART) has brought new hope to patients with relapsed/refractory
lymphoma due to its safe and effective characteristics and good patient tolerance. This article reviews
the principles and immune mechanisms of CART therapy,the application of CART in lymphoma,the
problems faced by CART,and the future and prospect of CART therapy for lymphoma.
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