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[ Abstract |

masome is an important component of innate immune response and participates in the inflammatory process. This paper

Acute respiratory distress syndrome ( ARDS) is a common critical disease in clinic. NLRP3 inflam-

reviews the role of NLRP3 inflammasome in the occurrence and development of ARDS.
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[ Abstract] Reactive oxygen species( ROS) are by-products of aerobic respiration and metabolism, and are an

integral part of sperm development physiology, capacitation and function. Oxidative stress occurs when the concentra-

tion of ROS exceeds the buffering capacity of antioxidants, and may have a negative impact on the ultrastructure, mor-

phology and function of sperms. The research status of ROS affecting sperm ultrastructure is reviewed in this paper.
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