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Siglecs Z ik 7 Ik 5 AE W 8B 7T &

EERE A ERR

[HHZE] Siglees K2 RIE T BN R T I BE RS2 A8, ARG EB b A5 I 15 S B T (R R
o BRBPAE R RAE VS S RIS B DhRERRRT, FEAORMIBR AR Sl T 2880 A SR DAL et If T RE R
o A B Siglecs FKMRAEMKIFAE SOWHLEL h AOAE AT 4538 . Siglec-1. Siglec-5M1Siglec- 1411
JE B SR SN G 8 SR AR RS o Siglec-2 38 i 1A 15 BAH A AT 4H i 7E R 30 h 8 5 S P
Siglec-9iHid TollFf 52 A4 (TLR4) (XA A4 A 45 WG 40 M RO I AL B 5, 3 1 400 ] w24 40 )
. Siglec-104 fE ARG/ T4 (DAMP) |, FEBITAHAL S SR HUAR SR, 8/ B2 i £ & AT
RIS JNE RN Siglees £ M ERAEA [FIF B DI RE B AT EE VRT3

[;iﬁ?’ Siglecs; Jiigg, %ﬁﬁ, RAE

Progress on Siglecs in sepsis Chu Sasa’, You Na’, Wang Maorong'. Infection Department, University
of Ttraditional Chinese Affiliated to 81 Hospital, Nanjing 210000, China; Infection Department, Bozhou
People’s Hospital, Bozhou 236800, China
Corresponding author: Wang Maorong, Email: maorongwang@126.com

[ Abstract] Siglecs are cell surface transmenbrane receptor and are expressed on the immune cells,
which regulated the immune balance in inflammation diseases. Sepsis is organ dysfunction induced by
infection, the pathogenesis of sepsis contains the immune disorder, inflammatory reaction and coagulation
dysregulation. In this article, we reviewed the role of Siglecs in the pathogenesis of sepsis was reviewed.
Siglec-1, Siglec-5 and Siglec-14 play bidirectional role by regulating the inflammation and immunity.
Siglec-2 modulates the immune balance in inflammation through regulating B cell and T cell response.
Siglec-9 modulates macrophage polarization and restrain the function of neutrophils during infection through
the endocytosis of toll-like receptor 4 (TLR4). Siglec-10 inhibits the danger-associated molecular pattern
(DAMP) and helps T cells initiate antigen-antibody responses, and reduces the number of B cells, thus
reducing inflammation. Modulation of Siglecs function in different stages of sepsis have potential therapeutic
significance in the treatment of sepsis.
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SiglecsA IR [ 1Y) | BUPEIE 24K, 3 MabBe. BEMEIX
FIMI B, MUARBE S 2~ 1T AR BR B ARE S5 38, Y
I A H 8 RIS P S ™ AT IR B R SR, R R
iE B G P2 G R R S5 I e T ARAE
FITTARYE, Siglecs KIEM /3 MW 2E: —I IR FSiglecs,
A5 R B I 2. CD22. Siglec-4#MISiglec-15; #—
2K NCD33#H % Siglecs, FMG1AZESiglecsIE R g, A
Siglecs R IA W & 2 F i 5 230 . i dh BE & 43 MR iR
FAL R BNV X G5 Rk, BT XA b 2 AR T B
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#3EF (immunoreceptor tyrosine-based inhibitory motifs,
ITIMs) , I SHEREIRBERRNE, QISH2E5 M AR
M2 T R F SHP LRI SHP2 1 4 s 4 i Th g™ .

R BEE S FHBS S 5 A IR 4 B RE IR NSRS A, R
I 550 R R AT 00 5 DR E FE O 7 B B AR BRI EEE AR
TCo BRTEAE AN AN FE AR, 2 EAE A s AR
LERHEMNFEITRE Y, o BT N T K
5| AT PR S PR RE 2 9 B TR T, O R SR
TREE I B, EEAE YT 22 B8 T G e 1 B Bt —
VOGS TR, S 4 B T A R VR 5 SO R R
BEE . SiglecstF Sk MR N EEZ K, 2 5MKEFAER
RAFHUERANG 7 BRGFE AL . I IR BEAEAH S [ Siglecs K ik
A (Siglec-1. Siglec-2. Siglec-5. Siglec-7. Siglec-9.
Siglec-10F1Siglec-14) 7£ 4% i 15 1 H T gk R b AT 47048 .
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— . Siglec- 175 J& GL ) G2 S8

Siglec-1, XFRAMERBRFIMNER, RRIETEWRMME
R RS2, AR BRI A2 H AR, W%
AR SR YR S TV IR e (1 G028 S ST — 78T, Siglec-1
T A ) G %) o B B S N T AR IR L B L 1) /)N
SR PR Siglec-1 5 4E B SN H AN ML @E G N, 28T
IHAE ARG LR A AR R Rt B ™. BEmRRy,
224 ) G I B M 1 Ak 2 A B 58 9 BT, Rk Siglec- 15 T
MEMRE B, ANRRI 98 2000 93 31 9% 8,
FHARPIETP, Siglec-1 [FIFE it 5 (i 2E 5 41 o 7= A= e Ak 2k
KA FPB (transforming growth factor-beta, TGF-B) , il
BB, 5N R 2. B—J70H, Siglec-1
[ FE AT DL B REH 8, B R E i MR . — I
KT 51K A L A 5G9 35 IR GLBRHIV IR GL (1 /) BRUBE B I
N, BRI R Siglec- V3R B, 500 55 1) B Mk 41 g
H5B- 1M TAEH, MR RO, I BEEMT %
sy H, BLERFSEE B, Siglec- 13l it ¥ INIFNFAITGF )
P A T R A e A G s IR B, (R SR R e B G
. HE, Siglec-17E/E% L ANE Jy T 7E (1) ik 55 RE vE 7 4 i
RAERLA B o

—. Siglec-2i 1TBAH L s WA il a4 R )7 A

Siglec-23%ik TBAMUR M4, T BAEREIE . i
th (5585 L Eg!, —1iSiglec-25 /N A 7Y
WF 7 R W i B Siglec-2%F 28 KGR M KT R (= Ak, R
TEER L SHBETE R e DL R T HR 48 16 AR 4 3 6070 2 BR 1 IR L 1)
SN ANTFAE Lo SR, B X Siglees S AE ik
FPRE PR I S A g i, & B Siglec-2 5 IR F9E & J@AH
Fo H4o, MIEATTETECD22, Siglec-2 T YL > M 1 ik
BAER AT RET R, RS R E R A M. H
W, MEERAE S EBYIMImIR-19a 1, 5 Siglec-2 LA R 15X
B2, AIMKERRE K G R G Bh A5 AT R AL T e a7 A
FAL, Siglec-23 K Gk S 1/ BUAR TS T2 56 % B Siglec-238 it
CD8" T4 J 4% 1] V6 J& 2 9 25 B G, (e 3 bk R 41 i iE
B bk el 3 Sl 4% ol e DR 7 A v s s A 1 U
Siglec-2F Rk HROCEAH T2 EBHMR A BN A &
G BEVE B B AR TN SR, AT 2 e 2 0 AR < B
o 4 LT, Siglec-23M it 17BN S B N4 il A K]
F RIS 5 RREIE R S5 P, Siglec-2 1T B8 AT 1Ak
BREVRITHE AL

= Siglec-7iHiT 41K T/ 5 JERE = M

Siglec-7 F2EFRIA TNKANM . AEKAHM . FEHRAL 2 A A
MR B HIHINK A4 R . sEmIgEA
ST RE DG B RN TR A0 AR R e A, 3T R S I S AR
HCAMENRES . EAEF, Siglec-7E NI MIA T15 55
S40HIFF (suppressor cytokine signaling 3, SOCS3) M4

B VE AL AN Y R JRE SN e B I B
Pt 14 1k B4 I SOCS3% 1% ™. Siglec-74#547SOCS3
LEOEIRALITIMs, 4014 Siglec-741 5 A 40 M IRl T35 S5 A 384
VEFH, (RIS A in e B 1) (2 40 B R 775 S A 0 S o

HB 4393 JR AR 38 It Siglec-7 45 A 318 T~ 4H i 3 T 1) e v
W% WK i i 32 S 8. Varchetta 25 P*HIE SziR B IR AR S5
8 o i PR A Y 4T M AME S A T IS (extracellular signal-
regulated kinase, ERK) i&1%, Sigelc-7iG AL EN T
FR) 280 sz SN2 A0 72 A i 7K ST B 2 28 P 40 B TR 1 R AL TR
BEAE, 20 AR AN R IA RV BR AL ) SR B 4 A, Siglec-7 [F]
FZ 58PN S RIERMN, HMSiglec-72 5 Ik 212
fE— e LI R -

VY. Siglec-9ilil 48 i J2 B

Siglec-95 il 2K Siglec-E[FF, I ZERIA T k4l
. HORZAN. EEAN AR RO P, Eid 5 TLR4
MEAEH S5 M p Bl A2, 7 A B g0 B AR A
WG, R gl B . BN AL S R
JIEAS [ B BB AEAS [ R B2 B e A s, TL-400) 3
Siglec-9id it 22 2 i i L 2R ¥ (mitogen-actived protein
kinase, MAPK) /ERKi&121#¥ fiArg-13i55Y, 78 N\ E W4
M, Siglec-9t¥ HNTL-41% 5 (JCD200R K L, HMHILPSHE S 1)
&tk K 752147 (chemokine receptor 7, CCR7) FisP, #
MM, Siglec-E5 EIMGE4H AR AL BN G 7E Ik B2 4E AR ROATL 1) 47545 BE
.

Siglec-E-5 TLR4/H] 7 7F B £ 0[] B2 40 HLAE AP &
Siglec-EH TLR4 LA#ERE 43K [K 788 (myeloid differentiation
factor 88, MyD88) 77 Zb#if, 171 i1 LPSHIH TLRA|
AL NP BT T 5T R I Siglec-E 2 5 K i 1 A 14
(Escherichia coli, E. coli) #HSWTLRANENEH, $EAt%
IE SN AR ) G Tl . E. colifiGeR, Siglec-BELZ Ay
W SR AN B3 DL A TLR4, 385 i % 5% K -F-xB (nuclear
factor kappa B, NF-xB) F1p38 MAPK(E 54 Si&1% 5| &L
KPR T ik, Mz, Siglec-Eifiid 5TLR4M H.
VEFE S IR B R 1 Je b R AR A, IR B r ik e
PRES T I 4H i BR - R0 o

A g v 1 o A i R T B R ) SR 24k, LP SR
Siglec-E Ay H M 441 i 22 I R 40 ) VE 2 48 . McMillan %5t
FUW/NTELPSHI T, Siglec-EFM ] b 44 44 i DA B2 B X &
AR 7T NS BIGHZ, d i WS Akt in 2 B R A0 M
Pk i B P22 g — B H R  (nicotinamide-adenine dinucleotide
phosphate, NADPH) AMUEVEA 4. BLok, AHITTAEN
BT [ L B S5 40 i 2 B Siglec-E/Siglec-9 1/ FHBY.,
Siglec-E/Siglec-9%5 L 45 & M it £ 1 (vascular adhesion
protein 1, VAP1) , Z5R4IMuER 2 2800 2.

RIS oR, Siglec-EFE[A) YR YT IR FRIE O MG — € 2
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J&. Spence5 A T KBRS MR R, 12 et i &
S FRTHT NS o N A A0 7344 Ay W 200 Ak A M ZR R0 il D e
TGRS T R R R0k LA Siglec-EfR 7 X, il
e BRI Rk Siglec-EZ R IR TR B, #0HILPS I 5
RN TRFEE . AEWIREW, bi-Siglec-9 FabBt LA 3
D e RS B th NS0 B SR AZ A A oA o T SR THI )
Siglec-94 /&, JRFILPSIHE T I K MELU AR 7= 4, UL
1t 78 2% B Siglec-E B Siglec-9 ] ) il ik RESE I S RE S o

F. Siglec-10FFREERE R FEDL R AEH

Siglec-1055 i Z5Siglec-GRlYE, FEFKE TBAM.
P FOR G S ELR B, 8 T-CD33 41 5% Siglecs i 72 P
Siglec-105CD24AH HAEF, #0HI B SR AZ 38 2 R
FEBANM(E 54 TS 5 BA G ANE N R, 8T Y
JNIL-10f 3B 1E e B e R R FE BT R AVEH

Siglec-1045 & 2 725 i 5 1 # £ @ it MyD88 FIMAPK
fB5 A IMIL-10RE R, ik %50 & 1EHY.
Siglec-GRFE /i FRNAJG 5 1) G j 1% . Chen% & I
Wi 4E R E S T (retinoic acid induced gene 1,
RIG- 1) E{NF-kBAKHALH], RNAJKEERT b 1 5064 1
Siglec-GFik . Siglec-GHEEEYN i SH2 45 H4) 45k B R IR W R 1k
fif/2 (SH2 domain-containing protein tyrosine phosphatase 2,
SHP-2) FIE3}2 %%/ c-CbIFIRIG- [, iitK48%Z ik
SHRIG- | FEfF. WITHIHIIEN- T 197 2E, Siglec-GZ ik 1Y
g | AR ERNARG #3 G DL ™ 8 (¥ G e R B S

CD24%5 B HLRBH 11l B ¥ 90 S N R JBHY . CD24 42
— R R LB AR A I O, A S SRR
WG5S BTN . MFFRE RRE RS H, CD245DAMP
MEAEH, #lunsiEE 2 E AL (high-mobility group box
1, HGMBI1) . #YR7EEH70 (heat shock protein 70, HSP
70) . HSP90, ifit 5Siglec-GAH H.AE F f )i 4 8 5k o
FINF-«BIEAS . 41, BAE Y 7 BRI FH 147 Siglec-G-CD24
AR JERE SR o VAR 7R P ) 1) 750 LB M 1 1R ) A5
X, RPDRICE BRI FIAARGEMIKEE, HiTRE
WA T Siglec-G 5 CD24 /M HAE FIY ), BRERAE 1 A HLER
A4 % P S RE A R A Siglec-G 5 CD24 FH A FH I K AEA
Jio Rk, MEREREEHN® Tk & Siglec-G-5 CD24 1) AH HAE F
X MREFRE TR T B E R X .

Siglec-GFRIE T W2 IRAUM, [FIFEH B T3 sh THI A
SHIPURDUR RN BT HSHE MR A 1 2 Siglec-G
O 2P PR 5235 B CDS T . 1t i 72 (.45 Siglec-G 52 4k
R 1L SHP-1, NADPHAAL A 7-p47 LA K F g ANADPH
S ALRF2 (NADPH oxidase 2, NOX2) iifh!*. @ LEIC
B AT VA HECD524%5 4 & Siglec-10. TS24 M < I Lek
FZapTOBFERAL B TAN M . L3R I FEA ) T8 AT 40 i %
SEEUR

Siglec-GFIF:FIA T B4, 7E7 AT B4 Z 4k (B
cell receptor, BCR) /r RHIESRERKEEEEH. @S
MBI A M EAEFH, Siglec-G454FIBCR, 77 B4 i 4
FE 521, Siglec-GRiBR B Ml EBCREAL, KA K
SFEEARIRI T, AT A0 R M TR AR K R
Rk, Siglec-Giliidig/bB-1aZH %R . IRIFIB- 140115 5
o S DA K S BT D 53 b ) B 55 TR B 1 43 Y A7 I 4T 980 i
Mo

75~ Siglec-5H1Siglec-141475 1 & % [ M.

Siglec-5f1Siglec-14 43R 1A T HLA% 20 f A0 o MERL 20 i
MBS 24K, BB L & 2, (HAEWRY
& P S S AE L EA AR TR . S BAUEEER1E (group
B Streptococcus, GBS) YL I, Siglec-5F1Siglec-147E
WA TE £ RN R IEAFEA . BTS2 RGBS B
H A4 G Siglec-5, Hid A EMEIER . AR R MK
A R BT A, AT A T B A DA AR TR B AL R
W Siglec-45 Siglec-SHL%f A2 5GBSEK Y. GBSHIpE
[ 45 4 rp PR 4T M 2 /i Siglec-51Siglec-14, lid#ifp38
MAPKFIAKt(E T ik 4%, Siglec- 144 i IR 44155 5 115
FRBENHEIRN . W 7T R M 4l & Siglec- 1425 F ik (1) 7B Pt
AR E 5 T A WAL GBS, DL _E 5516 T 7E A8 PH 28 P Jif
%95 (chronic obstructive pulmonary disease, COPD) #1715
FUESEEY, Siglec- 144k 2 1] {2 fL I COPD#E— B N &,
fi#iSiglec-5F1Siglec- 14K BUARIR], W NBE B2 Ji B R R A AH
KIOERBY. fE B AR 5 5 74 sCHSP70 1 45 45 Siglec- 151
Siglec-147F 8 I T rp R HE WA 4 FHEY, AT il T HSP
TERIEH I DIRE .

L. 451

G AL BT IR BEAE A FB BL,  SiglecsfE fe 1 1577
M RIEFRENEH . Siglec-1. Siglec-5H1Siglec- 143115 %
S IS SN e 88 S L R FE XU ) R4 o Siglee-22x 5 BAH AN T
MO, AT S T, Siglec-9Z SETLRANEIEH,
W E AN AR AL, I RN Th RS . Siglec- 104
DAMP# SR #0E XN, 8 ST R M b2, @it
U3/ BAH 0 H i T 980 S5 98 S o

SRT,  H HT T Siglecs TR i B3 4 1) i L ER T FLAE ik 56
SEVRIT R IE R BARE AR T b: BREM AL AL
A (cecal ligation and puncture, CLP) ##I4N, K F4H
FLEEE T T RREEAE RRHLIE, HZ 5097 MEEAE 1 S H
WA > . DRtk s FH CLPRLAY 3k — 2P 4t Siglecs )
AAEZEMEMN. Bl O 3EEE D T SigleesZ 5T
FINKAHL I ThAE, SiglecstE fue i B #2 o R A F A
T, AR R RHIE RO LB SR TT B A HER L, [
FE R FC At R G M 52005 1) I WL 2 ¥8 97 B 58 — 8 B IR Ak
it
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