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[Abstract] The treatment methods of tumors are usually surgical therapy, chemotherapy,
radiotherapy and immunotherapy, but hematologic tumors are difficult to cure and have a poor
prognosis due to the characteristics of systemic invasion and easy recurrence. In recent years, cellular
immunotherapy has been widely recognized for its excellent efficacy in the treatment of hematologic
tumors. Chimeric antigen receptor (CAR) T-cell immunotherapy is developing rapidly, which has
changed the traditional approach to the treatment of hematologic tumors and improved the prognosis
of patients to some extent. However, its clinical application is limited by many adverse reactions.
Natural killer (NK) cells are a part of the innate immune system and are the first line of defense against
infections and tumors. Compared to T cells, CAR-NK cells can recognize a variety of antigens, have
better safety, the increased proliferation capacity, and are more durable in vivo, exhibit stronger cell
killing effects, and are feasible for "off-the-shelf” production. This article briefly reviews the recent
application progress of CAR-NK cell therapy in the treatment of hematologic tumors.
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[ Abstract]

As a malignant hematological disease mainly originating from T or B lymphoid

progenitor cell, acute lymphocytic leukemia (ALL) is more prevalent in children. With the gradual

revelation of the autophagy mechanism, the role of autophagy in ALL has gained increasing attention.
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