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[ Abstract] Aquaporin 5(AQP5) is a specific protein that can significantly increase the water permeability of cell membrane , partici-

pate in the process of water secretion and absorption , maintain the balance of water molecules inside and outside the cell, and transport

water across the membrane. Programmed cell death(PCD) is closely associated with the development and progression of Sjogren’s syn-

drome(SS). AQPS may influence the development and progression of SS by regulating the PCD mechanism. This article reviews the mo-

lecular mechanisms of AQPS5 in regulating the apoptosis, pyroptosis, autophagy, and ferroptosis of cells in recent years and discusses

the potential influence of AQPS on SS, in order to provide a theoretical basis for the clinical prevention and treatment of SS.
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Cleaved Caspase—1 Y Caspase—1,GSDMD-N 5 GSDMD-FL .
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BRI AR R 2 R R AT AE . Shah M AFSRGRFSE
FH e SSHUR/NR o, T AR R A —Fh mTOR #4615,
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