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[Abstract] The receptor—interacting protein (RIP) has been identified to play a critical role in necroptosis,
which is an inflammatory form of programmed necrosis in trauma, ischemia/reperfusion (I/R), and systemic inflammatory
response syndrome (SIRS). Ripoptosome, a newly defined intracellular signaling complex with essential molecule of
RIP1, can switch cell death mode between apoptosis and necroptosis. Based on molecular mechanism of RIP—dependent
cell death and inflammation, with the understanding of the mechanisms of RIP—dependent apoptosis/necroptosis and its
role in inflammation was summed up, and it was found that RIP plays a crucial role in regulating programmed cell death
and inflammation. Therefore, further advances in understanding the mechanisms of necroptosis would be important in
order to manipulate programmed cell death for therapeutic purposes in I/R injury, trauma, SIRS, and tumor.
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248 B DIRER ) (multiple organ failure, MOF )
2K ZE A AE (acute coronary syndrome, ACS)
FIENNSRIEY T F+ (intensive care unit, ICU)

1 PESEFE (reactive oxygen species, ROS)

Toll F£3Z44 4 (Toll-like receptor 4, TLR4)
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T4 8 2R i (matrix metalloproteinase , MMP )
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[E FRFRAELL FEAE (international normalized ratio, INR)
Z WA EAEFHEE A (receptor—interacting protein, RIP)
H A TEEL (oxygenation index, Pa0,/Fi0,, OI)

S B (mean arterial pressure, MAP)

O ERKE (central venous pressure, CVP)

e (1Y (platelet-rich plasma, PRP)
BEILBFE TG 31 (prothrombin activity, PTA)

WL Eh 22 ik (phosphate buffer saline, PBS)

M45 N B2 40 (vascular endothelial cell, VEC)
BRLE IR DEZE (fluorescein isothiocyanate, FITC.)
EaaiFL LA (cecal ligation and puncture, CLP)
ZEZE 534K (left ventricular ejection fraction, LVEF)
B HAR S MIEYT (early goal-directed therapy, EGDT)
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RECHE A PN BRI (disseminated intravascular coagulation, DIC )
kL5 53R (arterial partial pressure of oxygen, PaO,)
AL C- [ 8 H (high—sensitivity C—reactive protein, hs—CRP)
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A T 5 B 4

(cysteine—containing aspartate—specific proteases, caspase)
1752 — LA A B (inducible nitric oxide synthase, iNOS)
JUURR 34t R T/ (MB isoenzyme of creatine kinase, CK-MB)
BEVEPEHN 21 (myeloid derived suppressor cell, MDSC)
B T 2 20 it A2 4 R 7 (basic fibroblast growth factor, bFGF)
MR PEA= S R (platelet—derived growth factor, PDGF )
IR IRBE IR F 3244 (tumor necrosis factor receptor, TNFR)
ERT A5 1 Bl (high mobility group protein B1, HMGBI1)
PR L -1 (monocyte chemoattractant protein—1, MCP-1)
ANRE R L 53F -1 (intercellular adhesion molecule—1, ICAM-1)
Sl A A 45 A 85 1 (syntaxin binding protein 1, STXBP-1)
Nz AT 3K K7 (endothelium—derived relaxing factor, EDRF)
T A W R (enzyme linked immunosorbent assay , ELISA )
A0 EF IR R FFE %L (global end—diastolic volume index, GEDVI)
HELEIE T IEERARIAYT (continuous renal replacement therapy , CRRT)
ZARE TAEFFERIZR (receiver operating characteristic, ROC)
U B 243 (sequential organ failure assessment, SOFA )
TRk s A R 2A Py (simplified acute physiology score, SAPS)
AMEA B S P HRR BT > R GE

(acute physiology and chronic health evaluation, APACHE )
& MR E T2 (American College of Chest Physicians, ACCP)





