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PICS ; persistent inflammation, immunosuppression, and catabolism syndrome, SIRS ; systemic inflammatory response syndrome,
CARS ; compensatory anti-inflammatory response syndrome, TNF ; tumor necrosis factor, IL ; interleukin, TGF ; Transforming
growth factor, sPD-L1 ; soluble programmed cell death ligand 1
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NETosis; a program for formation of neutrophil extracellular traps(NETs), MDSC; myeloid-derived suppressor cell, PD-1; programmed

cell death 1, PD-L1; programmed cell death ligand 1.
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M, 1858, TT 15—tk fHRRE AL, M, 1858, TT 1V 8—1Ee
THIRR IS LE

K3 THEOTL—F%RRT2REF Y VKA > MNAESIC K SRIMEREEE
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HR B 2 PUEOIEIC £ > C, PD-128PD-L1 &AL, CD28 241 L7z T HIEOMEHALIC 7L —F 2001 %,

HiEF =y 7RA Y MIEEICE > TEOT L —F MR L, BIMIEICBWTHER L7 T MldZ st ses 2 &5k 5,
PD-1 ; programmed cell death 1, PD-L1 ; programmed cell death ligand 1, APC ; antigen-presenting cell, MHC ; major
histocompatibility complex, TCR ; T-cell receptor, CTLA4 ; cytotoxic T-lymphocyte associated protein 4

x1 BMEEHATHEORFRIRE REMHA D=L

SR IR - CaPEPNH] X A = X 4
Fbiny 22 Prlil R (DAMPs- PAMPs D% 141b) T M s e, MDSC, Treg, M2~xZ7 077 —3
e BORAE (ROS, RNS i) ?g%ptlg)ilz)ﬁgﬂgl X BRI X 7 4 = — % (IL-10,
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Apoptosis MINEIZ & 2 PRI 2 74 =— % (IL-10, - N 2~
TGF- B ) O fEF = v 7 KA ¥ b L RNS

DAMPs ; damage associated molecular patterns, PAMPs ; pathogen associated molecular patterns, PMNSs ;
polymorphonuclear leukocytes, IL-10 ; interleukin-10, TGF-f ; transforming growth factorf MDSC ; myeloid
derived suppressor cells, Treg ; T regulatory cells, RNS ; reactive nitrogen species
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