FEIGKES: 20184E12 H % 25% ol Chinese Journal of Clinical Medicine, 2018, Vol. 25, No. 6 977

DOI:10. 12025/j. issn. 1008-6358. 2018. 20180150
HAEE-1-BRERSEPATERNHRER

IRY. B BT, A
A2 BRI L s e AR BE R, 1 200032

(%] %A 1-BR (sphingosine-1-phosphate, SIP)JEEA B0 A )i PRI SE BN 1QIH" 9y - 308 13 30T 2 e 2 v 1)
G #EFBIRZ R B SIP 3Z /A (sphingosine-1-phosphate receptors, SIPRs), S5 MIAE FIA T Sy 5 BE R GE9H 1545 2 Fh A
PRUIRE . MeREAT 2 TR 5 S S e RONE 2R 8 T B8R ™ F A S A A PO S B I RE R A L . R R B
o B A T2 5 P R A0 R R A A S A P R K A PRI (A 5% o 3 LA T G P N L IR T B ARAE I S SV R
P, SIP u] 255 895 BREAE Y9 22 Tl BE A BRI A A SRR TN e R A8 19 7 TR E Y AR AR ) LR IR T TR AE B T
TESL AL . ASSGE T SIP TR BEAE Az 2 Ji ek s b 18 0 35 408 1 B S e R F S AT BV 45+ 5 T8 i ST I 2 AT 58 P 43t
2%,

(SRS ] 20 1WA s BRBEAE s PN K2 200 MO 5 R DT RE 5 AL 5 B 4 s B oL

[FESES] R632 [XHEkiRERL] A

Research progress of regulation roles of sphingosine-1-phosphate in sepsis
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[Abstract] Sphingosine-1-phosphate (SIP), a sphingomyelin metabolite with various biological activities, is involved
in cell growth, apoptosis, regulation of immune and coagulation systems by binding to G-protein-coupled receptors (SIPRs) on
the cell membrane surface. Sepsis is a life threating condition caused by infection induced immune response disorder, often leads
to multiple organ dysfunction syndrome or multiple organ failure. The organ failure caused by sepsis is mainly related to the
pathophysiological changes of endothelial cells and immune cells in the inflammatory environment, including increased vascular
permeability, thrombosis, inflammation, and dysregulation of immune system. SI1P might be involved in the regulation of
various pathophysiological processes of sepsis and is expected to be an important marker for predicting the severity of sepsis and
a potential target for the treatment of sepsis. This reviewsummarizes the experimental and clinical studies on SIP signal
pathway in the development of sepsis, aiming to provide an insight into further investigation.
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