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Next-Generation Immunotherapy for Lymphoma
& Leukemia from the Perspective in 2021

Hsin-Yu Lu, Ting-Wei Lyu, Shih-Hsun Lan, Geng-Ning Hu, Kuo-Jui Sun,
Wan Hsuan Lee, Min Yen Lo, and Tai-Chung Huang

Department of Internal Medicine, National Taiwan University Hospital, Taipei, Taiwan

Immunotherapy has been revolutionizing the treatment of hematological malignancies including lymphoma
and leukemia. A substantive subset of these patients was inflicted with relapsed or refractory disease that required
intensive therapeutics such as high dose chemotherapy and hematopoietic stem cell transplantation. Eventually
many of them still succumb to disease. Facing this conundrum now in 2021, hematologists are equipped with more
powerful therapeutics in armamentarium. To overcome immune escape of these recalcitrant neoplasms, three types
of immunotherapy have gained foothold through vigorous clinical studies: immune checkpoint inhibitors, chimeric
antigen receptor T cells and bispecific T cell engagers. Their efficacies are bringing new hopes to the field. (J Intern
Med Taiwan 2021; 32: 342-348)



