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Advanced studies on the role of Siglecs during the immune regulation and pathology
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[ =] MERRESUHERERRE AREEE Z( sialic acid-binding lIg-like lectins, Siglecs VR — KA R E A A% ( immuno-
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binding Ig-like lectins, Siglecs ) f&— 25 22 HiL 1) B F BR
REAMEER, HETRI 15 B IR 9 F BLIE /Y
Siglec 41, Siglec H¢ 514 2% 15 T 72 24 i 1 92 4
MM . Siglec ZKIE WA — 2P VIR ST 1)
Siglecs , il 4 M i i &5 Fff % . CD22 . MAG Al Siglec-
15; 75— 25 CD33 MM T HI Al 25 1Y Siglecs,
Siglec ZX )& T — WA B T BB 1, 7451 |
HATHEH SR AN ORSY O S5 M RRAE , L2 I IX 2 ~
17 ADHISH g SR IR B, N i B — 454 MR R 1Y
V-set lg Z5F38F1—E 50 H 1 C2-set lg Z5FIRAL AN,
RZUU Siglecs Ml A B A G 52 (R Tk 2 R 15 1k 5%
J¥ ( immunoreceptor tyrosine-based activation motifs,
ITAMs ), M T & 4% S 58 0 il D 6E 5 2 Bk Siglecs 41 Si-
glec-14-16 F1 Siglec-H i ixf H 2 JEE X fif 1F H 1) 4G 22
W25 ITAMs (AL T DAP12 ARZE & R H5 G e ol 4
YEH . ITAFSRIFFE 2 M, Siglecs i 1< 8 45 [H 45 0 28
NI WA S BE R, TEDLIAR 11 B S VB A S
O 1 PMRE T e T R AR T, O O 256 T Y
LiLY 7

1 Siglec ik REREAEHER R

1.1 Siglec K& J I8 5% F 648 4E

Siglecs 115 25 A 4 Al 3 T (%) e 4 TR 435 44 , & 9
G RAEAE o AR M Y R 45 A R R AN [R] L 45
AT RHPFN (1 )R ZELI IR T Siglecs 5 A B F 1
PYMER R4S &, FROM I 455 cis interactions );(2)

B oM 454 ( trans interactions )[ vy EFEELT,
I ZE G i DL E, DA AE — o RSO, (75
Siglecs A% 5 H A 40 Y 2% 1 %) 1 98 1R e A AFH 485 45
2S5 AE— e R b AT LA s [ U4 &, (BT A
RERH (F e XG55, 8 Z BAF TR — Fh 3 257 5C
F, HOP T BT R i R KRR, g
KIN, Siglecs FE I/ 1 J G5 A 7 X OEHE ) I8
PR, 1 CD22 ( Siglec-2 ), VF 400 il 1 4 1 52 4, %F
BCR A A5 5 i Ml V5 1, aT s il B 40 g i B i
15 5 CD22 /) B AR PN B A &1 B 8 17 25 i B8 S
CD22 AR B Bk /)N BRI A S e il 17 CD22
T AR R 53 ) /N B2 B0 L 3 8 P B e s o 42
7N CD22 W25 R B AR SS G A AT & 45 17 1) e 3 1A
TEH.

Siglec 15 B 53 7E 52 9% 240 M0 Ak, 34 5 e Ho A
SR AT o BN T A R PR

Siglec 4> T3 5 APHES R B 32 1A T8 F5 o 5
AR BRI NV, Siglees TI LA45 4 TLRs, WA
Siglec-5/9 F1/NE, Siglec-3/E/F 1] 5 TLRs 454, 4
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il TLR 4 ¢ AY509% S, 7 Siglec-E 3K R 2K 1)
WZOIRGIIE F, TLRs AT fih % 5 5 50 A4 S 038 %2
PR A R TR B A B R 2R 41 E( immature den-
dritic cell,imDC ) H#T CD33/Siglec-3 5.5 BB {4 4b
5, LPS fil & (14 TL-12 B 4336 F1 NF-«B 1Y BEIR 1L
KV ERAR . RS ¢ R B, CD14 & CD33 HY A i
PEBCR , 9535 45 5 )5 B& AR T LPS i CD14 |1 TLR4
(38 5, 4R T4 T TLR4 4 S 0015 538 1%, 360
Siglec 43 F7E TLRs 45 (19 98 [ 1 H & #8971 1A
FEAER . AL, Sigles 7695 B fe i ik ik 1o 4 v & 4%
TR . B R, KR E R R #( ve-
sicular stomatitis virus, VSV )EULA] i 3% |9 Siglec-
G 3R 3K, Siglec-G il 1 £ 4 SHP2 F1 c-Cbl [ fift
RIG-1, 46T 8/> T IFN-B =/, NI SE L T RNA i
BEAY Gk IR

Siglec 43 ] DL a5 4550 i 9 & B 45 5 o 1
( damage-associated molecular patterns, DAMPs ) & 45
HRE R . DAMP-CD24-Siglec %135 il HLAK X 15 16
55 il & B S E I, Siglee G/10 Z54 SHP1 411 il
DAMP JH 3] TLR/NLR {55, #1 i 58 JiE 40 il &+
=l R APP 5 S B JEIDE S8 5 A5 L T, cD24
5% T % % & 1 B1( high motility group box-1,
HMGBI1 )., #4 ¥ & 1 70 ( heat shock protein 70,
HSP70 ) DA} #%3# #5 1 90( heat shock protein 90,
HSPOO A4t 4 , il NF-«B B9 1% AL, T & 7% 67 7]
FEER . X PR A2t CD24 5 A Siglec-10 5%
/N Siglee-G & B M T AR IE 7 o BF 55 38 %
CD24-Siglec-G-HMGB1/HSP70/HSP90 {5 5 i 4 n]
DAPRS i 5 A BRI 40 M AT T P S B0 BB o i
N2 o

DAFENR A A Siglee FIEAS 22 LATE X 3 AT 28
FHES G RIS B (1 4 B 1 BOAR B AR &5, 1
T BRI P BOAR PR AR, — AN R I E T
53— RAFEBEVE A ). BEGEHF S LB,
i PESZIK Siglec-5 I BEFAIEIGESZ K Siglec-14 254
FELABCAT 3Z AR R EAEH . Siglec-5 Fl Siglec-14
G3FMIABCHT P A S 2 3R LR XA 99% )7 51 A
R At DS AR AU PE AR Siglec-14 28 B IX AT
—FEZRIRFL N DAP12 454 i H ITAMs ZHE1E
PR, 0 Siglec-5 4t ITAMs A F A IRFE/ER
1.2 Siglecs *+2m f 8 =648 %

Wr5E° 2, Siglecs 5 HALIARLE & 5, 24
MBI T- . Siglec-8 5 Siglec-F 43l ik F A&
FUNER PR R A 1w, Y8 T 1 R E N, B
145 5 A [ 0 0ol 3 2 SRR , > 5 o 4R sl 3l R i

RS X5 I 2 S B IR PR 4 i & A i .
t, Siglec-8 it HGHUAASE LG5 G HE I 3l caspase-3
ARG, 5 A U T O LR AT g M s 4 A
HA7RE

/N A ZH BB R R SR A 5 1oy 225 v 4
YERT. I/ R TH K3k Siglec-7 , Il /MR IE LIS Si-
glec-7 HIFIA 1. Siglec-7 5 H LK #4275 H I8
(38 X EE G LS SO A R AT B R, AR
N /Mp AT IR 25 & 4 7% T 2R #% N
B T A A (1 ) 2RI P 2 B e A7 el Ak 5
(2B T Bel2 8 F1 25 FE AR AY [A) A2 3 T Bax
1 Bak £ 335 Fh 55 (3 ) B i 0k 22 W2 1Y) 7% 5
(4T RE T 19 I B, NAPDH %&b i, PI3K 55 34
PKC A4, MK Siglec-7 5 S MM /MRET-. £
B IR 24K P2Y1 F1 GP IL b I a 7E#P 275 H IR 5
S ML/ T R A R AR A

2 Siglec RIXR REZEFEHHIIER

REH Siglecs 5 573 1 6 1K T 475 G 5 4N i 2
W IMAN MR R — A E AR, AR ES MR
A AN[EY S P2 AN, Siglec 23K 7K Fl 3 ik
B[R], FEAE G e PEPERG & Az 3 A v i) i 42 1
DINE
2.1 Siglecs &£ &t % B B & 9% 5% F 691 A

ol R G B DI RE R A R SRR T A
SR TOY B RE M 32 , G AP HLIR L2 an Xt B
YU T G A P A B E Bt
PR MEIR S — UM, = 2 R L & h
SR, A AR T IR B IR . Siglecs 1M
2 3k G 10 7 2N A 55 40 M 3% T ) M VR R T AR
I, Siglec 43 IR e RGEMIN 3T -

Siglec 41F7F B 4I5S 1 32 Fi H £
PEPE h R H ZAE M. Siglec2( CD22 ) 5 Si-
glec-10( 5/NER Siglec-G [A1J ) FZEFRIA T B 4liffi 3R
I, AT BCR 155, 76 B 4005 09 50 258 i 52 o
RIERHEVEH] . Siglec-G 1 CD22 BB I 4 /] Bl 5
PR A R PE SRR . CD22 5 HC R A I X 4
SECT FIESERYNIE L, fERR S5 3 1 5 BCR A
R IX ], XF B 41 M i £k 1% B (8 A B 5% ., i
Siglec-GNJ2: f MEJR B2 5 BCR B 45 & SE4E 1K, 78
Bl i, Siglec-G 45 5 Pk M 5 B e 328 3K &5 11 19 45
4,40 BCR {55, CD22 5 Siglec-G #4345 B 4H
JHUTiR 52, e 3 R A M VR R A £ - A e =
B2 FEHUA A BRrEsomm &4, cp22 AL
£ B A5 H B e, 0 EL7E B 40 A (A I



+ 390 -

o [ g A a4 2015 4R 6 H ,22(3)

FUHE EL R AR . HOAT, $E W B 40 M SR
Siglecs TR FIL2E A BB i R R IR 25 W EL LA
AR 2. kg P & B, E Siglec-G7 Y/
BUARP 4t 2k % ol B 4RI L B3R Ak g cD4
T AL o 2 T X BRIV, $7 Siglece-G 78 S P ffit
2 A B G M T kAR

BEAh B R B, 7R SRR ST R ( RA AN
ARG BEARRE( SLE ) £ 19 40 I B4 40 v
TNF-o IFN-y LK 1T B S 34 AT DL 3K Siglec-1 %
KK A, Siglee-1 LIRS Siglee-1 J& , IR
V50 RA B SN A] ii SAA% 4 M e ™= A A 02 R k4l
JiL DA B B ARG L B2/ Siglec-1 7E RA &R AR &
FEIRRVEVE . R, Siglec-1 RIAE M WA RA 0%
PERE A A 2 bR i
2.2 Siglecs 12 B J Pk 5% 04 S 95 9% FLAR R

W FL BN g R Ge A A e R 2R LR, Tl L
TN S [) 018 9 D A 5 ket JHG i o 7 25, 0 17 9 Bk o
Siglecsil i 55 41 i 22 161 (1 22 TBH LS A V8 15 KR s
FIBRAS I G 8 N, AT S 30 L0 T A4 1) T i
SR, — 2 N 5 JEL A4 i B 28U 4 2R 74 ( group B
streptococcus, GBS ) A A] LI Siglecs Y ITIMs i
S MER R AR F B MR, AT S 30 B RE RS
AOREER S0 #E AN A L P GBS IR YL T S 87
PRy, EWIRTST Y B, GBS B M M Al LA i
5 0 4 L ) A1 7 1 32 A4 Siglec-5 S5 G, DA T U6k 55
CRrAE SN N s ) S T
Siglec-5 TG ALTEZ 4K Siglec-14 J&12 28 1ER) GBS 5
G EPT AR  B, —F AZAS HEnT Xt GBS By
Je BEE R LY I KU A BT s e, 1 CUE R T Siglec
TR BIRUZ A R G5 B A AR A 2 0 1
M

Siglec-1( CD169 ) A] LA 3% 5 A 28 f 922 Bk 3 0 75
( human immunodeficiency virus, HIV ) (9 J8 4, 7€ |
TN SR B o #( HIV-1 ) B Ge i B, S e 7
A5 5 1 TFN-o AT 5 X — BR 5, B & B,
TFN-o 16 AR 2 HR 40 6, B A% AT it A0 5 i 40 i 3
TAT (1) Siglec-1 30T DL a5 57U o5 5 L B9 4 28715
Jlig T e 75 HG3m 2R FURR L HIV-1 BORE ST 858, e 4h,
BHEA MR Siglec-1 771 T 0] LIA- SR8 A4
SRR F A L 20 2 e, 3 W LT LA — o R Yy
CD4* T ARy, JF BLAT B F HIV-1 FER N A4 .
2.3 Siglecs 123 Bk #3AEARAL ¥ 69 45

Sk RERE A R R QS S B A RE R A
M RE SN, S22 e ok 255 45 iE i A o 4580 i
EPRATG LR . AT T & B, SRR AE Ak

BESNE AL A ANE T Siglec-1 mRNA FIEE 3%
IR B, 550 M AR Gensini PE4r M R
ETH S EFEAR( hs-CRP ., [A] B2 fhb 20 1% ) 52 1F A 6.
AR, Siglec-1 13235 5 560 4041 2RO AL
FEFE o BLOZO A RRE BLO B0 ) K i ig = A%
] JC A S AH Sk . BTN B R kAR A 2
Siglec-1 /N T 4i RNA ILEK Siglec-1 £ K5, K M
ApoE”/IN B sl Jik 5k R 1 2 95 A Fin D 2% , s Ik Bk
B CD4 .CD8 I Wi 20 M &5 it ek | 26 P An g B 7
TL-18 . TNF-o %5 (19 43 W o 41 2 s 270, %
Siglec-1 45 Y o328 I 25 25 330 ApoE” /INEU Bl ikt
FEREALRIE N, Boh, BF o ™ & B, Siglec-1 A
P RE R VT 14 I 05 7 s 2 4%, 3 2o A 52 g 4 i 1)
HIRAL , AT TS B R 20, 5324 MIP-1o MCP-1 Al
IL-8 Stk 7, 55 5 2 0k L 4n i s 4k , k1T 2
5 R B P 1) SR S

2.4 Siglecs 12 MM K P 69 4E A

W v P A 200 L A 48 M fi 48 5 ( chronic lung in-
flammatory diseases, COPD ) JE i% o & #4 8 22 1 1
RIS NI R i i 2 kW I 4> T Siglec-S I
Siglec9 PAK G AL 53T Siglec-14, 1M /)N ELFE MR 7
S A D) F RPN iP5 F- Siglec-E ALK Siglec-F .
FEH] B2 A F CDUb RS MPURSAT H A s £
WF S SR R, Siglec-E7 /)N BRI Fh s 200 )
JiZH ST R B BE S5 > AR, 7E Siglec-E7 I
SR T U W Y R P N AR ERE s Ok
SYK T2z 24 5 i 2 2 mitogen-activated pro-
teins kinases, MAPK )ABEIRILERBA W35 . LAk, i
SR Siglec-E I{EHERG R R AR B2 G RIK
ST SR A, A T 40 A g P 40 o s 7
TR 2 XEEHFT UL Siglec 43T mg Fh -k n
Jib ) i P SR, 490 A0 R E ) A
2.5 Siglecs AV 2R AT M5 5% P 64 4E )

Siglec-11 il Siglec-E ZH B3k T/ N 28 T
2, - L A5 428 0 4 % T ) e 948 TR A A
GG, TR, NI B XTI Tl 208 A ik
R BRI IR SR S L I A 2 A S SR
W, 7E RAEIREE R Siglec-F il Siglec-H A B F X} /)
2 T 40 L) D RE AT R T . BRIl 2 TR 5T
N, ZA Siglee S ML 5L TE A 23R 4T PE B 1 B0
AR k3 FEAE L AH X F Siglecs J& Anaf X} J&
B BT TR B /Nl 20 5 T A A D e e 2B AT M
Y S RE BAAZ A ML A T IR 1), I T 25 BRI SE o
2.6 Siglecs &4 5 %o 95 89 VE

Siglecs Z 5 HLAPTIIE G2 T, 4045 Siglec-1
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( CD169 ) siglec-2( CD22 ) siglec-3( CD33 ). Siglec-7
L} Siglec-10( Siglec-G )% Siglecs ik 2k Al S H( A
LG Ak ELIRE A& A2 L Siglec-1 J&: 638 T4 & H
I AfC Gnibk T 25 52 B R AR B ) B — b R R R A2 K, i
AL F( 40 T BT R )] A& Siglec-1 1Y
BRI P R, KR Siglee-1 Y I 41 g
B2, 25l B TS I s 278 s A i
7, Siglec-1 AT AE b 45 B 9 5835 FilIS FDAF 36 19 A 75
Y ik Siglec-1 F I 41 i 5 Js) 350 12 10 B 8 1)
CD8 " T A YA IEAH G, $2 7R K38 Siglee-1 HIE
W2 A AT LAGEHE CD8 * T 4 A S AL e e 028

TEN IR A | B A% A L5 R 58 Siglec-9,
I A Siglec9 BiiA iy 250 BHIK Siglec-9
A LA 5 8 v P 20 R4 e 8 0 P AR 05 P . Siglec-
E7/INER( 5 A Siglec-9 [RJUE ) i 7 B8 5 119 i g G
PEWEINRE . ILAb, & B Siglec-E B i F v 21 i
KA M2 Wtk ), W Siglec-E {EFEAAE & A , T
PR i AR

3 Siglecs 5BV EEYT

Siglec 7312 3235 THE 7 K U5 10 41 i ( He 9%
AN A ), 2 P RS AR A S RE , P Siglecs
A AR 2 TR T A e 6T . FRT
FHT#8 m) Siglees 1697 B9 J7 2\ 3 22 A P Fh: 58 1)
Siglecs AJHTAARFIEE ] B R AL BCAA
3.1 32 Siglecs 89 5UiR 8 I7

Siglecs S PETUIR T T FRYA ¥ 7 94k L8 A I
PO AL 20 SRR T . CD33 ik T AL 4L, o
PERLAN I FNBE R BT AR AL . —FhRe S R HE 7] CD33
H AR 25 1) gemtuzumab ozogamicin ( GO )7TE 2002
AEREAEHE T S BRE 1O AML) I RIAYT T .
LI Siglec-7 FIBLIATR B i AML BRI AR >,
CD22 ( Siglec-2 )Rl F 5 T i B 40 3R 1 , B
M B 20 M bk L AR S . H BT = R )
CD22 ML iR A R T 3697 B 40 i i 288 -
CMC544 Y6y A 8 ar 6 ik L 2E A I PR 11/ 10391 5
BL22 3697 & 40 M (s © #F Al IR 11 95 Epratu-
zumab YR 6 20 M 06 2 A I PR I 0. 3 SR AF
G50 B, 4 ER 2% 2 I Ak B A ) ) histone
deacetylase inhibitors, HDACi ) A] L4 75 4ff Jifg & a1
Siglecs 1A ; AR42( HDAC ## 5) )#0] HB22. 7( Hi
CD22 B4 )51y CD22 Ak, AT BEAIE CD22 f 3k
5, ARG 3R HB22. 7 199738

ETCAMMIREY, Siglecs 7E A 5 Tz PE%
o B R4 b R P RO T IR 4 48 10) Siglees f9 4

HUEETT LA T A B e g e A B G . E A )
Siglecs 1Y B 4 i 5 BT 5 € H TiR97 A B gtk
PRI S IE T W . 9T % B, Epratuzumab #2 ]
CD22 MIRYT RGNV BERIE( SLE )., 72/ B
iR B ) Siglec-F 7] B 20 LG TT W8 R 40 A PE <
A8 S A M B 4 RE o X eI ST A
# ) Siglees Al AR T H B SR MESIR B BT IA o
3.2 ¥em A A ACEAR S T

FIF A OB AL B AHE 1] Siglec J& A —FhHT 24
WA . AW ECIA S B i i1 CD22 45
AL IR T mEE G 5 BN 5 SR B R
Shih o IR HRBR, A AR LR I A T 5 00 2 i A
e PELE A CD22, A B LA 22 28 S TR M Ik e 38
BRI IER sk g KR TV R 28k, Herp  gkoki 7
f13E Siglees AR )7 R LB GIAEH . #9582 %
TR, B ARG KA T f, 32 CD22 S IC 4 AT g
0 B A0, YRR R AR R B R Ak S A 2 R L
B EER T Daudi B 20 ik 498 /1N BRURSE A8 ) 7 176
B BXEE B4R LEE ) g KR T R0 B 4R
1 25 DX I U988 A P Ok L A B G o Bl i A A
FE R B, R R B L 38 D22 il CD33 XUAE A,
W HR A 23k CD22 A1 CD33 A4 E 40 i, B 40
AT HE R KL AT B 4k LR AW RE . BRIk,
F A s S AL BE AR R ) Siglecs AT RLAE Ay 34 ik
EL 98 1) — FP R AR I

4 % &

Siglecs 1E A —Fh a2 U1 52 1, 76 K HR e 3% il
T LR g SO TP R R I SRR o T AR RS
FR 0 B 0 G 05 A B 10 R e M 3R K Siglee 28I L 1
TESPE R GEAE P BOR B4 32 G . Siglee 7315
55T Z2 R0 1) G 28 VRS A B e B B, WA R
— MR R S E ML AR T RE A X SR
WRIENREATR AN ST, B 1t — L7 Siglee HRAE
oS PEPE T VE AL, LA SR Jre LA S 5 M
TR T IR RE
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