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Research advances in the role of miRNA in pyroptosis during sepsis

Liv Huiling ,Sun Hang
(Institute for Viral Hepatitis , The Second Affiliated Hospital of Chongging Medical University )
[ Abstract]Sepsis is a life-threatening organ dysfunction caused by a dysregulated host response to infection and is an important cause
of death in the intensive care unit. In recent years, numerous studies have shown that pyroptosis is closely associated with the develop-
ment and progression of sepsis, and miRNA perform a variety of important cellular functions, including regulation of cell cycle,
apoptosis , and differentiation. Recent studies have shown that miRNA play an important role in regulating pyroptosis, a programmed
cell death associated with inflammatory response that plays a key role in many diseases, and miRNA are involved in the regulation of
sepsis by acting directly or indirectly on the proteins of pyroptosis—related signaling pathway. This article summarizes the regulatory
effect and role of miRNA in pyroptosis during sepsis, so as to provide new research directions and ideas for the research on pyroptosis
during sepsis.
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SR A ] TXINP L343 c-FOS M A AU M5 1,
miR-590-3p M| Ji i i AMPK/mTOR 2 5 e 3 O L4 A =
T2, 240 miR-96-5p Al miR-590-3p Z )i , NLRP3,
cleaved caspase—1 Fil GSDMD-N [ ik /K _E T, il miR-
150-5p Z Ja FET- A <8 1 NLRP3 . ASC #il cleaved caspase—1
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ceplor, VDR) {235 , i 1 € i#f NLRP3 il caspase—1 115 1k,
VR AR T & AR T S350 BB B ) 453730

233 miRNAYEHI T GSDMD 2 5415 1T-  GSDMD 241
AR T SCHE TR 11, W58 R AR CLP 5 5 119 e F hE A A o
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AL T FERR BERE 1 & Ak & R R vh i 5 B VE
0T 240 BB T Y e A T R 2 e EEAE A E AR L L R 5 3R B
miRNA A3 48 50 ) 40 A5 T3 48 564 0 F NF-kB K2 LW (
597 F NLRP3 B L5547 T F1 GSDMD 2 55 I B 4iE (19 14
¥, %k MeEERE MR OCER B B0 HAT BRI SO E VR L S 5T e
BEAE Y & AEDLTIARALH A ), I M FEAE (7R YT R AL
Mo AT ZELR R AR H 35 T AR 35
PR ZMRBUETS 5 S0 , (R, JF B
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