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T cell dysfunction induced by sepsis and the progress of immunotherapy

Summary Sepsis refers to the life-threatening organ dysfunction caused by the host's maladjusted inflammatory

response. Antibiotics and fluid resuscitation are still the main treatment for sepsis, but the clinical results are not

satisfactory. Immunotherapy provides a reasonable way for the treatment of sepsis. This article reviews the changes

of adaptive immune system and T lymphocyte dysfunction in sepsis. and introduces the strategies and progress of

immunotherapy in sepsis.
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