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Abstract

Sepsis refers to the multiple organ dysfunction caused by the blood inflow of bacteria and toxins
after local organ or tissue infection. It is a systemic inflammatory response syndrome (SIRS) caused
by infection, and its mortality rate is as high as 30%~50%. Calyx, as a component of vascular en-
dothelium, is a multivilli structure covering the lumen surface of vascular endothelial cells. It is
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one of the earliest damaged parts during inflammation. Study on endothelial glycocalyx is an in-
dispensable substance in the diagnosis and treatment of sepsis. This review summarizes the re-
search progress of glycocalyx in sepsis.
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1. 51§

JWe B LA 2 A0 B 35 B B B3R LR AR T 2 91 B A B 98 0E RN 2R A Ak (Systemic inflammatory
response syndrome, SIRS) [1]. 7EMREEMERE IR, TR IR IARERS, RIMER 5. R H 71
BN, M @E RN, AN KEEE AR E, 51 0GR RAG . B0 E
Mk 22T REBII[2] [3] [4] [5]. fENEPR - EATATE B R 0E 2 Hia &, ADERIT 12 M R0E,
W DR Sy R A, P S BRI N R . WREE A (AT EAE ;T SORE P R
T 2B ] B B A S bR AR N ML VRAE A, 73 SR AR 4 ) B M Pt T N I3, 51 AT T IAE
WS « B ACAE  BREFWCIMAE »  Fb v Bk SORE S B 32 LR 2B I/ S S AN (1 A s B 17T P R W 224 Ay o
BRI, SRR T A N R A A s I SR THT 1Y) 22 SR B R 20, B A e I I L e o e 45 4 1Y)
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2. FEEHLH
2.1 PEERAR. B

MW EREESRE —ZRERY, PR, © m I R A0 A BRI e 22 i e A3 1
OV %0 H 1 2 A BB (Proteoglycans, PG). #ii i 5 8% (Glycosaminoglycal, GAG). ¥ [ (Glycoproteins) A IfiL 3%
EAHREEY[T). HPENIZO0E AR PG /& Syndecan (£l 1A& KA Glypican (3 £ F#) 5 I 1)
R, T Syndecan B FUMER IMGE 1Y 2 S AH SR 1IE42)[8] . Syndecan KR ALHE 4 4t syndecan-1.
syndecan-2. syndecan-3. FI syndecan-4, L ifilpy B ANIERIEN syndecan-1 1] LSS A BRER T 2 (HS) Bt
BRI 2 (CS). BiFR Kk #(DS) Al eIt A iilR M it 2 (KS) %5 [9], =AW E 2 —. Glypican ik
fI RS Glypican-1. Glypican-2. Glypican-3. Glypican-4. Glypican-5 I Glypican-6 [10].
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S P9 B A LRI I /N B R 86 B DA R S RS R R e [12], e T RR 4T M R B B 4 1 1 A 2 (ICAM-1
F-2). MR M4 F 1 (VCAM-1) RN A B2 4R BB T 1 (PECAM-1) [13]. GAGs 1 Jy 53—
PR B AR, BRI EE S N R A MR TH A% 0 R B CDA4 2RI R E 456, GAG A 5 P2z,
HIHS. CS. BiBRHJKE . BRELA RN HA (BGE I FR), b HS 5 50%~90%. CS ML Kk ,

DOI: 10.12677/acm.2023.13102361 16857 Il R 125 23k i


https://doi.org/10.12677/acm.2023.13102361
http://creativecommons.org/licenses/by/4.0/
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Figure 1. Skeleton protein of glycocalyx
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