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Sepsis and Neutrophil Abnormal Migration
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Abstract

more prevalent in recent years. It is well known that the pathological mechanism under sepsis is the impaired

Sepsis is one of the top leading causes of death in intense care unit patients, which is becoming

immunological function, and neutrophils are the important immune cells in the body. Recently, more and more

studies showed that the dysfunctional neutrophils might affect prognosis in sepsis patients. This review focus on

exploring abnormal migration capacity of neutrophils in sepsis.

Keywords

JHe A 1 550 8 SN ALK B G 11 s . 2 1 T
SESE S A A AR E ThRE s, EARR kiR
X AhZR, HAE TR B R A B Ak, H T riG
I7 it 2 R AR IR . P AR R AR A
HRFIRTT, A X BT R R R IT T R i
FERBE G I BRI R 3R 5, PREEAE (5T
TIRART TR, B R AEZRATEIG N, 2 [E H20074F
F20134F R BERE (1) 96 Z A3 5P 35 B9 N 5.7% . HiE
FUUESE, 9% R G010 D) RE 25 L A2 kB0 i 2 2 14
L, RIS I 9 0 e S LA % B 925 20 L D B 1 e 14

Hh PR D P 3 B8 T T TR AR 1 37 B N e B¢
FER NS 14> 2, AR i AR 1 Bk

Wik H 1 2018-02-07 52 HJ: 2018-04-18

sepsis; neutrophil; rolling; adhesion; migration; recruitment

PO T B2 AR A A S TR B BT B
WRGER . HERX LD . ERSERY, 2
{1 VS A A2 AT R RS BOOE RN Rl 7 R
Ja 3, PRI AT R DA SEICER 1T B BORL
RGBT BE S H, A BESZ I SR A o

1 MREEFH MR AR D

LA S G i5F, 40 B I LPS(lipopolysaccharide)«
fMLP(formyl-methionyl-leucyl-phenylalanine) &
BL A4 B T8 48 R X - [ 40 TNF-o(tumour necrosis
factor-a). IL-1B(interleukin). IL-17]{& 3 % 5E 55 A7
WA RIAP-EHE & E-E R U LS RZHEX

TR AT TR SR RIO73 TR L 52 2015CB964903) i [ & 2 A8 242 e 1 2 B2 G B (B HE 55 2016-12M-1-003 2017-12M-1-015) [EZK H &
REERE G HEES: 31471116, 81600083 31700783)~ AN 43k 4 Al ip Yo oy I SE AR AL 45 2 6 00 4 (JkvtE 5 2017310023) ¥ By (1 14 5

HEWIEHE . Tel: 022-23909415, E-mail: xuyf@ihcams.ac.cn

Received: February 7, 2018 Accepted: April 18,2018

This work was supported by National Basic Research Program of China (Grant No.2015CB964903), CAMS Innovation Fund for Medical Sciences (Grant
No0.2016-12M-1-003, 2017-12M-1-015) and National Natural Science Foundation of China (Grant No.31471116, 81600083, 31700783), PUMC Youth Fund and
the Fundamental Research Funds for the Central Universities (Grant No.2017310023)

*Corresponding author. Tel: +86-22-23909415, E-mail: xuyf@ihcams.ac.cn

X 2% HH RS [R): 2018-07-25 12:29:23 URL: http://kns.cnki.net/kems/detail/31.2035.Q.20180725.1229.014.html



FRAFF AR IRTTAE 5 R KL AR I RS AT 57

1409

JICAM(intercellular adhesion molecule)2% %% fff 73T
(R ZRIRPY, PR A0 I A R 6 A I P-1 £ B B 4R
[ 5 {4-1(P-selectin glycoprotein ligand-1, PSGL-1).
L #2715 P R 40 0 3 [ P-ie £ 21 AE-1 £ 2 A
HAEF, HoR g M A6 7 U BE FIRS) . kL
S £E I8 BE E TR B 1T A 2 RAE AL AR BB
BB, R EERE I, A2 2 PR A4 B ) T S 3
L 20 1 B0 AR A, AR R PR AT B T AR R A T
S, FE M N R E TR AN R 2 A ek D,
PERLGE M B 5 SR T — EB A T B A 2 5 S )
HRER I DL L A B DIRE ALY MRERAERS, A kg
HaiE s (E1) .

2 BREER MR RE S A B 28 A Rh M
A

rh PR A B AE P B R B, 1k B R ek rp
L2 P 2% T Y B2 %% 5 ZLFA-1(Ilymphocyte function-
associated antigen 1)FIMAC-1(macrophage-1 antigen)
TSR, 55 Py B 4 i 3 i % BK AR 1B SR
ICAM-1. ICAM-2%5%, LRI ANER BN 17 1k, 2E[E
NPT A AR I . BREEAEI, Hh kLA A
B AN AR T BRI e T RIA R AR T AR B4
FL % fL(cecal ligation puncture, CLP)/N i fili #. i
JR AN JEICAM-1 mRNARI RIS E W2 ETb. 61
ICAM- VR 7 PR FUAA 5 b VERLGR 72 38 N\ JE RE 2%
BRI MR R A B D, R R
e W R8N, i 0 B Sapkie, HLAATS Bran i
fRRE 13N, MREIEMSET R T . ICAM-11EER;

Normal

o® @®

ANCYS

@

O

o)

S ES T N R A ) i BE R A, TR T BUIR ERE
SRR A B IRE R EL A EE B H, JREREE L &
P 2 il iSO Y B R ) 2R E R A
YDk B fR, % Bt 5> FICAM-1F1VCAM(vascular cell
adhesion molecule) % &, i 12F o 407 241 i 55 B 72
Bz b, BRI AR i B RE I I I A P A
KL 2 (K2).

3 FREMERTH MR 4BRET R AL

AT R BT N AR, R R4 i R
LA A B 4 M N 2 o7 )25 Bk SR G o kB SE RS
PERLAE M AS A R T 4w T By, B R E
Dhfe &AL BREEREG TS 00K R £ th T PR 4
JHLAS R 21 34 2 G EB A 35 B SR AR P, R id 2
R e AL 200 B 2 A B AR 2ORE B AL 5] S A8 B AR
3.1 CXCR2HIFRIAF &S00 4 hi 4BBEiE 7%

JHe B i BT 44 BT R 8 4 R 4 S TLRs(Toll-like
receptors), I WGH A 1l Bt 5 14 I B¥2(G protein-
coupled receptor kinase 2, GRK2), H ¥4 ffy
CXCR2(C-X-C chemokine receptor 2) N 1t, FiLH/D,
TR RE 7T N REN BE T R E A N R PR 2
CXCR2FIAE T %, If HARBICXCR2IB 12 1L fE
71 F BN A TR B, TLR2%ER 2K 1 R 230 /) B A 1
FLZHfICXCR2E X IEH, TLR2IIH AN EIHGRK2,
FOHf1] PR B R T CXCR2 I FRIA T, SREREE R4
b B %5 B i R F1 52 44-1(lectin-type oxidized LDL
receptor-1, LOX-1)& 3 3& T N Bz 20 i i s 2 (1, F
FOR I, LOX-1H 30k T b Mok 4 i ) 2R 1, Ik E30E

0)
P-selectin
PSGL-1
P L-selectin
0) ‘
E-selectin
0 & Sepsis
0)

Bl BREBIER PR AR BN D

Fig.1 The number of rolling neutrophil decreases in sepsis
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Fig.2 The number of neutrophil in lung vasculature increases during sepsis
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Fig.3 Changes in molecular pathways associated with neutrophil migration in sepsis
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Fig.4 More neutrophils recruit to lung vasculature in sepsis
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