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[Abstract] Interleukin-18 (IL-18) and IL-37h, haverecently~become a research, hotspot because of their
biological antagonistic role in inflammatory fesponse. Sepsis’ is an abnormal @nflammatory response-mediated
life-threatening organ dysfunction ‘induced by infeétion. Septic shock is the most ‘severe form of sepsis, and has
attracted great attention in clinical research due to'its high mortality. Basophils.are one of the classical effector cells
in the inflammatory response, which are involved in many<aspects of the pathological précess of sepsis. IL-18 is an
important pro-inflammatory cytokine and playsia key role in the inflammatory response, while IL-37b is known for its
anti-inflammatory function. Both IL.-18 and 1L.-37b can regulate the funetion of basophils and the inflammatory response
in sepsis reversely through interleukin-18 receptor o (IL-18R). Therefore, it is of great clinical significance to
investigate the role and mechanism of 11.-18,1-37b and basophils in the pathogenesis of sepsis.. Herein, the relevant
literatures on the roles and potential mechanisms of 11-18, II.=37h and basephilsyin the pathogenesis-of sepsis are
summarized, aiming to provide theoretical basis and novel ideas for the futuré research on the potential roles of 11.-18,
IL-37b and basophils in sepsis.
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