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[ Abstract] Vascular endothelium is the key barrier to maintain the balance of internal and external vascular envi-
ronment. The injury of vascular endothelium can lead to the extravasation of plasma components and accumulation in the
surrounding tissues, forming the pathological basis of various diseases. In recent years, the critical role of neutrophil

extracellular traps( NETs) in vascular barrier injury has gradually received attention. In this paper, the research pro-

gress on the involvement of NETs in vascular endothelial injury in autoimmune diseases is reviewed.
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1.2 EEERIEE 20 - E0RE a2 SN
B Je B A FE T 1) — 22 0 e R o DR BR A, Ry 2
W 3 B R B JRE ( glycosaminoglycan, GAG) (i H
RBP4 . CGAG HEAL S B IR L BEAT 5%
T FR A0 2% A2 A BT RR S5 I o X S8 Ao it 5
BB 1 CD44 55T RURI 2 , DR3P PN B2 40 (G
SR A T o B 25 kLA
FELZRE BRI I A P At R, ANE I DT . B o
RN R BE 52 B LA W5 AN i 7 22 1) 3l 285117 1Y)
SR FEH PRI S 0 S R B R, Y Bl
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a2 R B R I A B, X LU IR R 5 Y
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IX PR AR A H P 20 A 1) 5 R B9 Sy Hh 3
RAFEEEAE .
1.3 BLCH/MM = ERAGRE  N R A iE e JR AR A R
YA AL (extracellular matrix, ECM ) #H3E™ . JoE
i 2 H RS R R ARG (focal adhesion kinase,
FAK) A R AL B 25 IR Al . IX Se iy 7
FERH R A DR T AERE N B PR B OC B, 7ER
i SO, BT TS SR 40 A T RE 2 T B A A S
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PEo MMPs #E— 253005 55 e B g DR A G 1 4 i PR -5
FEEALIR ¥, 33X 22 X ¥ A BRI P AT REAOR i 2 1
i OF R N TRy N [KEE0R T B

3 NETs 55 & %E &R
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3.2 NETs 5 RGO RRHE (systemic lupus erythe-
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WFFEAIHTALL, H BT RIR Y7 SRS A 15 i /0 NETs fy 7™
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