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The biological function of Sialic acid-binding immunoglobulin-type lectins and
their roles in anti-tumor

B R 242 AR F (., PEAFR LAEBBA R B RERE LT, EiE 201203; 2. F
Hz kg, bE 100049)

(3 ] WERRRSS & s Bk 2 A RE kS 2 Gsialic acid-binding immunoglobulin-type lectin, Siglec) f& — 2 B85 1R 71 W i W2 14, 58
WEEE B [, AR, B % Siglec 1 35 R A BE T SC RN, SR 20T K BT T M2 — . KL RGN H
Siglec ZK i H 51 H1 ) Siglec-11-21-3-7+-9-10-15 383 15 H 25 5 e A4 FLAT FH T I8 75 817 G 2 B R 28 ff 8 RO ML) S FEAE Bt e

IR YT TH AR FTHE R, R S i T S R (Y R R

[EEF]  MEVRIRLE & oy BRI PR IR 3 (Siglec) s TUITRT ; IR Sy ik s IR MR 55
[FE2ES] R730.3; R730.51  [SCEkFRIRAE] A [CEHS] 1007-385X(2021)08-0850-08

AR, B 25 iR S g% T VA IR G K e DA
o A R AR B 259 (i PD-1/L1.CTLA-4
PUAO UG T ANHE 17 30 SR TS R A 1R 2 i Bl
] A5 B AT T TR 2451, Ay s 3-8 4 T 8 G 2 00 o
PRI (1) 3 B A5 R T e 98 24 D T R TR B U TR
— .o MEVRR 45 G G BR R B R B4R R (ialic acid-
binding immunoglobulin-type lectin, Siglec) J& F I !
HEEE 2 (1 -type lecting) FR R I , & — L AE 0 1M 51 e
TR WE AN PRI 2 (. AR 3% H P 5 A AL R 7
BEAG I AR A ) DR SR AT o NS, — SRR AR A
AL AR ST 1 (A Siglec-1+-24-4 Fl1-15, 4 25%~
30% BT 50— B0, 75— KN 2 AW A4 Can 5
CD33 #H 2% 1y Siglec-5.-6 F1-10 55 , fth 411 /8] 5 50%~
99% B 7 A — O, B, 24 K I N IE Siglec
FIER A 154, EERIETE R . BEE T
Siglec A= 912 Dy REWF AL IR , H CLBCR B 16T
[ EE R R, H T2 AN ) Siglec (BT R 254 1E
FEIEAT G R 5250 B0 L 24 55 (B FDA ki B, A&
ST A2 Siglee Z R H D BE AT FUAR N I 4 1) JLA
B S AR VR T R IR

1 Siglec-1

Siglec-1 (tHFRAE sialoadhesin & CD169) /& & —
AN R IR T B AR TA T 20 [ R 4 L R A T Y
BHERMER E A, KA S H 17 sk E B
BRGS0, B I 45 R (645 Siglec-1 388 G 1 A1 H S 4]
J b B e AR 25 5 GX Mg S AR I BAERD . g
Jit N ) S SRR R o R 5 PP, R W] Siglec-1
AIBE H B TovE o FLH TR0 R TS AR AS S R
T2 Tl e 8 TR MRV R 45+ (L 25 IR N-/0- %

FESRE i # NeuAco2-3Gal) , /1 541 o [] A0 B.4F
o DELPUTTE %" I, EL W40 g 1 (9 Siglec-1 7]
I RS TR AT 0 P AR R A IR e VR R A )
SRR S it A Y . e Ak, ASANO SR B,
SRR T /)5 BT bk B2 455 b Siglec-17 1 B 4H i
HikEgus &, HH5EE TR S IaE T
g0 M 25 G T o, (H IR 9 N 2 5 TK-1 9k T3 48 i 1 &5
G5 28 B — 26 i 4 i T REAFAERELS Siglec-1 45 & 1
R D35 e B A

Z WU Fi 2 HRGE 78 45 B T P i A
R SRR R SR Uk T 4 Siglec- 1 BT A =
788 22 DUJ 1l PR T B e, R R A EH T TR Vi ) 4 i
BE 1 U0 40 PR LA AE R 38 0. iR 9 Siglec-174
MU %0 598 N CD8 T Al i 35 I A7 2 2 IE AR
K, 5k A R — B IR M 2 B R 4 f A e, b
Jed VR 1Y) W A4 2 08 TEAIG 7K T- 1Y Siglec-1, Jif R 2
I e Ak A 5w A R R A AR K TR - B (TGF-B) A it
R A0 R 1 DA RO 1) 07 20 1 Siglec-1 1)
FasW T/ BT 4038 BTG 2 W A% 4 ok
Tt PR 5 2 i D) 2 186 0 2R 1T Siglec-1 f &M,
A SRATE FE 1 AL, AT 22 25 [X BOR 2 25 N 11 A
JE IR B2 52 o Siglec- 17 W 41 Hf R 56 H - A B3 J52 44k
JiyRg SE 40 B R, JERE BT AL 34 45 RIS Siglec-1 AL
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1A ) 5 A 22 R 4l B (conventional DC, ¢DC) , Hi
cDC & 2P L5 5, ImA FECDS T 41/l . B 4
P AN NK 24 i s A B D .

DL 2R BH , Siglec-1" B W 41 B 75 P I Jeg 4 %8
R EZEER . R, WRE 45 Siglec-1" 40 Hg 5L 7
AR VAN R T 28 Cln B 8 7 R BT B — AN E
BUE YIRS, T Ik 4 Siglec-17E R4 L AT
JER Ak BEANAL 336 Lt K7 Bl T2 P O BIE RO A, dn
e FePE L R IA Siglec-1 Kk & Hu 8 28, A5
AR LRI L —

) iir3d ZE4H A
Q SeAMIE T

v,
)

cos T4t

WS ——\_ P

1 Siglec-1 T SHIHRE L5+ T B F1 NK 4BREHTSE L

2 Siglec-2

B 41l g 52 1& (B cell receptor, BCR) Hi P 5 43 2.
B (R — PR B 255 S BR A 1 (1 1gG L IgA Al
IgM %) 5 ()15 5 # 44 (CD79A.CD79B 57 — 5
P, AR XA ITAM 8580380 « 24 B 21 Jild 5 i
FHEAEF B, 8 BCR 37 7 15 57 5, WA ¢
B DR ) A 3R 1T 5 5 B A M TS Ak R T B R RERY
Siglec-2(CD22) & —Fi' B 41 i 2 [ Fr =+ M B R (1
FMIAM A 7 A Gy BREE R S5 M 380, st R A 3
ANMITIM. 4 BCR WS I0E J5  H TR N 2 FE R R A B oK
Ui 2% H R BERR AL , AT 5 B4l B 3L 32 14 Siglec-2 i
JT PN R TTIM BB AL , 6 55 1% S BR W R g SHP-1, Ji i
fif Vav 5 WE W A% R AZ #: ] ¥ 1 (vav guanine
nucleotide exchange factor 1, Vav-1) . B 4l i i& $%
(B-cell linker, BLNK) F1CD19 2 R L2, i & T 5
BCR 55 N1, B 1k B 40 554k 1) B & s Cann]
PR E B PR BIES, VE LK 2,

FLRTHE 72 R B0, Siglec-2 5 N-ZHE I 02-6 1% H2
{10 Y T LA 8 o S RN g, TR 45 5 TgMLL C D45 55
oy T # A ME BE 45 0, TR X 2 0y - # AT AR
Siglec-2 FIHCAA . 3 HE LN, Siglec-2 F EAFAE M
FEAER , HhAMBEE R A S 2R BAE A (5 HoAth g i
BRSSO, TR EARAS Y B 4ifeH, Siglec-2
F E LYK% (H Siglec-2 55 CD45 F Galectin-9 %54

O [T 3 AL AE A% B A #/N 5 H, BCR 5 5
RBB D o A8 6= X AE A AR 51 B0 T Can
ST6Gall MRV IR e # B R Bl CD22 B AR &5 5 X R
A ¥ 718 B2, BCR 5 Siglec-2 34 5 7 34 i, .t I
BCR {5 5 ¥4 5 52 2B om AW =7 oAb M = A 1
FAAE S i Siglec-2 5 S AR AR FLAE 1 s =X
1% FHl i 43 5% Siglec-2 15 BCR % A& 4l BCR 3% 4L,
HAENS BN A E AR 7 m B A EEEH . H
BARHLREA FRif 7>

A, Siglec-2 F ik - 2 Ml B 4 i i J8g o, £
5 20 Bk 40 MY (A ifn s (B-ALL) 4 M R 28 1%
NHL(85% 7 A7 & B 4H I A4 (1)) 8 vk T2 4 7 1 L9
(chronic lymphocytic leukemia, CLL) A1 & 41 g (4 IfiL
953 Chair cell leukemia, HCL) . TUSCANO ZE®IHjf 7% &
B, FH BT HB22.7 2  Siglec-2 SRR 145 45 e T
B 411 bk LR O T, 5 0 85 12 K (bortezomib) 15 H T
358 5 T iR ) 2 A i 1R, B HT S BT Siglec-2 Bk
epratuzumab G it 55 Siglec-2 My #h [X 2 3 AN 4o Bk 55
FIFESS it 45 5, IOk A = Siglee-2 A &, {2 i3F
IR 1k, I %% BCR {5 5, JF 7 4 o L 1 ADCC 2L
JR7) B 24 B Bk A rituximab F TR T B 41 il NHL Al
ALL W 4b T I PRAFF FE B B, (BT 2 4 14 0 W i3k g

Inotuzumab ozogamicin ( 7 /i 44 24 Besponsa) #&
— FPFE T Siglec-2 IIHUAZI IR , 2017 3R 3 H
FDA #t#E F T-1097 BN 52 R SO v6 P B 20 i 1 &
PRI EE P P o A RERY, A BT AR HE AL T AL
Besponsa ZH o i & 2 17 B (PFS) FLE A2 47 1 (OS) #8
K, HAE I ALH 2 8t BT Siglec-2 HL4A 1] B-ALL
4. Siglec-2 /& —Fh AT JHEIN 2 KDY, Bk 45 & Ja B
WAE N, B SR CH &SR ~&E R
(calicheamicin) % 14 i 98 41 BB, Bb AR R IS
moxetumomab pasudotox ( i &t 44 A Lumoxiti) , 2018
43R 5E [E FDA L A TR )T HCLP . 2 AL
Siglec-2 B[] # 1] CD19 #) CAR-T 4 ey 7 15 AE 42 Bk
BB A AL T il R B TR o B, — eIl PR SRR,
H 1] Siglec-2 W] LA 25 22 6F CD19 CAR-T 40T %
i 32 () B-ALL .

3 Siglec-3

Siglec-3(HHR CD33) 2 —Af [ BUFFJEERE R, I
MAMX EH 2 AN R E A, WA S F
ITIM 258 . F-BIHF 70 & B, Siglec-3 A& — Pl M 7 iR 1K
AL (4 G B o N S A PRI A EAE A, R R
iK1 G 2 A0 A L, Bk B W 40 L R AT A
I B R R T AR /N R BT 4E B SERY . Siglec-3 £E AR KN
W, P T 2 SR TS LI P 19 TTIM
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PR AY. , ¥8 55 SHP-1 5 SHP-2 , 1A %7 5% 22 41 M (35465,
LAJAUNIAS 540 % BLCE 3A) , 5K I Bt Siglec-3 Pifk
Qb PO J RN R A i BT BR L CD33 B A ) 3%
1K, B 2 ok G M 9 TG A4S 1) P 5 R R 4R I PR T
TL-1PB %553 A3 1, 2% B Siglec-3 EL A5 #01 il] 41 fg [X -+
FEVEYEMER . RA B REERE (EI3B), 1R R
TR ST, 40 i [R5 5 %% 3401 - 3 (suppressor of
cytokine signaling 3, SOCS3) 1 i i H SH 45 74 1 5
SHP-1/2 3¢ 4+ 5 B IR 4L (¥ ITIM 45 4 , 3 5 ECS

OO OTEKD

Siglec-2

Galectin-9 CD45

Siglec-2 44K %

FHELAE A 4E

(elongin B/C-Cul2/Cul5-SOCS-box protein)E3 iZ & i%
Bl 2 &Y, % S SOCS3/Siglec-3 5 & Wbk iR , L 2t
A0 M IR T 1 7= AR e AML 40 i 1A 4 5, [R] b Siglec-3
5 S0CS3 1 AH HAE X T HAE N AML (176 97 5 A1
AAEENRKE L. b4, BRINKMAN 25905 5L
R, Siglec-3 BRFE 1 /)N B B AR B/ BRAR G, 7R3
MA A R B R %A B 2 R, 9 Siglec-3
TE/N AR R R E F Rl REZTUAR I, A Siglec-
3N FThAE S RAH LA IR K 2= Rk

4 ifu 2% 1]
i&l & E70

ITAM : %35 SZ AR TS A BR IWOE 227 TTIM : G 52 AR R 20 B A ) 25 s SHP-1 - 67 SH2 S5 Ml 1Y) £ 1 1 2 R B R - 1+
BCR : B 41l 5214 ; 02-6 sia: 02-6 32 [ E VR R s mIg: I 0o e BR A A
2 Siglec-2 {k#5iHY B 1A Z A5 S BB AU RIS

Siglec-3 7 90% AML £ # 1 55 B8 40 i o 34 &
1% [R BT Siglec-3 HA AT B A A7 A\ AL AR,
i H BN AML I B A YIRSV AR S . A
Z AN ) Siglec-3 HIHUAR BERHTAAMR I 25 M2 NI K,
HRH 73 197 R— MR s PR ORI 2% 1R, &2
5% [E FDA #t#E F 17 i) A 4 gemtuzumab ozogamicin
(T i % Mylotarg) , HAE AL 5 $T Siglec-2 Pk
18 1K 24 7)) besponsa AHABL , R 2 42 [4] 73 -1 N Siglec-3.
H A& £ AN 817 Siglec-3 F A8 BE Ak 7 25 30
FRACH B Bk 2459 DL R[] B #E ] CD3 A1 Siglec-3
BURE S PR T AL T 1 RIS B B, 3 9 Siglec-3
B R BRI RTIT RE T

4 Siglec-7/9

Siglec-7 5 Siglec-9 [A] J& T+ CD33 #H 5% 1) Siglec,,
P IR B R e A B A AR e ) A L (2 80% —
BO ALK IS A 3 S B3R R S5 A 1 41

DX AT 2 AN ITIM Y 9 IX . 3 253855 78 NK 46 Jifg
(Siglec-7 ik =) « HLAZ 41 i (Siglec-9 Fik =) VKL 4H
JL R — E 41 JE T 48 ff 0B R il 4 s, — 2828
20 1) firk 968 4 i 2 v 3 0k M AR TR T il i 5 NKCBR T
Y L1 Siglec-7/9 3 AR 45 4, FH] NK 5 T 41 i i 4L
Je Fo A 00 40 M B AR RS, e Ah  BIF R O
Siglec-9 7£ H {4k 40 i Fak , 7] 5 R 40 AR 1) o2,
3-B5, 02, 6- 3% 2 1) M 7 I C AR A ELAE T, S0 A v R
g0 M s A, 55 08 T 1 4 (reactive oxygen
species , ROS) A5 IR g 241 i 1 25477 I N B BT &5
E PR E IR E

MUC A& — P75 i eg 40 b iy 250 () Ml Y R A
FEA, 5 EVEAN A - Siglec-9 45 & J5 T 4 55 p Bk
1 1 (B-catenin) A\ K% , {32 /)83 40 A 385 54 s o, 7
F R4S Wil T B i M2 B b (e R IA
CD206,CD163) , 3 11 PD-L1 HIN| Wk 2, 3-XU4A
fiff (indoleamine 2, 3-dioxygenase , IDO; A] §lI 1] T 41 ffg
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F4) 184 B T R 3 LR T, R AL A AR O R IR, 5
W TR B, Siglec-9 75 NSCLC & 2 il 87 12 i 14
CDS' T4l i ik _EiH H 5 PD-1.TIM-3.LAG-3 %

LM % HiSiglec-38L4

Siglec-3 ‘

FRERARS FTERRT
LA D
NE AR
ITiM IL-1B, TNFa,
R —
IL-8 1

P2 SR IE . R, £F X Siglec-7/9 Je HME R
Wi e A HE AT 29 T O, A BT D5 R S B VA T Y
B

gt Qe e e R 1 i 18_,\\

RAETIIASE

@ ~ P [ PITIM
x oo
LN
~~__-7 SHP-1/2
La‘ITIMéﬁ’rz?)E'l J_

LR 15 T 10
a4 5

o i¥ESiglec-3 1 E1E
o BGAR R AR

A: Siglec-3 F {2 2 40 M X7 (147 A5 s B: Siglec-3 1 4H i 5 175 - X 240t 16 7
3 Siglec-3 MR R MAAEEFI5 S @EEHIETI(ER

I — U S R B, Siglec-7 AT 78 JE K 41 i
RIE R B B PUARBOE Siglee-7 ) , i@ it SHP-1
BAARG TR 22 82 2R 1 i KT (22 30 R G B K 4 i i
i F8 KT 2 R AR S8 (i g B K 4 i A7 & A K
PERE TS (B RR AL , M 75 5 AT A 20 B F 28 S )
TX TR RPN AR G0 R AT B A i 96 T PR
THT RN

FEAN M 545

(]

[El4 Siglec-7/9 FJHIHI NK 4AAEHYEIL

5 Siglec-10

Siglec-10 & T CD33 #H % 1) Siglec, H 1 4H 1
AN BRI B A A, LA B 2 AN B TTIM
GER AR B AR R L B R M L T 48 M A0 DC 45 2 Fh 4t
e bRk, HIhRE S Siglec-3 ZEALL, & — P4l 4 52
PRES B FER R IS BT ), O S e A = B M LR
Ji& (triple-negative breast cancer, TNBC) 4l il 3 [f] 2

IRk CD24, it 5 =R I8 Siglec-10 FI 8 #H ¢ B
Wik 40 B AE ELAE T O H — e il nz 387 i A ) 45 5 (G
il 7 Wi BT 7% 140 M E 2R R, ek b ik .
XIAO Z5 R BHL, Siglec-10 5 R 1A 5 HCC & Tl 5 A
KA ¢, {f F Siglec-10 % 4 P 45 & $1 44 Fe BH Wt
Siglec-10 1] 5 E S L H i K -1k gak 2> , 36 i CD8'T
4 N HCC 4 M iy 4t B 22 /E A, L nT {252k PD-1 # |
#1] pembrolizumab [FIHT TR 7 3L -

A, Siglec-10 7F F- 26 T 4 fg W 21k, 57
T CDS2 CH i AR i C 24 CD52"CD4" T 41l fitd -
) CD52 = A 254, 0 T 40 B s AL 3G (50 51
1] CD52 [ 114 alemtuzumab - 7€ 2001 4 5t & £ 4%
% [ FDA b #E ] T35 97 B-CLL Al 22 & MR AL iR,
H i, L CD24 48 S AR B TP osg i b T i R
R TR B . (E753 — #2142, Siglec-10 5 CD24 #H H.
A P A AT 0 457 45 40 56 43 B 2\ (damage-associated
molecular pattern, DAMP) 4 3 I 48 g W14, 2 A4
O\ FIRF R I B AL R A 259 CD24-Fe T 1 35 a2 A
KA R Cn# M i 1E 3200 B it 2 55) &4
BN AR T B -

6 Siglec-15

Siglec-15 /& —Fi I B2 a1, Heaf a5 37
7 (D EAH 2 G BRE ARG R I AR X 5 (2D
B — D ERR AL 77 X5 (3) — Mo N 2 2k
FRIRILBE AR i o Siglec-15 T ERIAAEHE R A (B
DO . BT RBLE 6), ALK T
B 4 AR R Siglec-15, 78 FH MR 40 B B8 48 0 5

are
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IR H A TORE IR B A AR v R R T
(macrophage colony-stimulating factor, M-CSF) ] 1
FHR, g A0 o0 B W 40 g 2 51 3R 1A Siglec-15, 83T 18
530 Jif 3 440 o 2 T ) sialyl-Tn 40 J& (Siaa2-6GalNAca-
O-Ser/Thr, —Ff i I8 #H 5 (1) AR 4544 , 55 Siglec i
IR G55 T 753 PD-L1 FIA Ty, % 5 T A B
Jed B AL G 3 Ef TGF-B 1 75 Wb, 428 Ji I
TR , 2 3 b8 E Y, Wi PR (B 6) , Siglec-
15 78 2 i N\ g 40 i S A oG 8 Jo 4 i v v ik, HLO
ik 5 PD-L1 2 A 56, JF Hol il 44 4b 52 56 % I
Siglec-15 7] ELH2 5 T 40 a1 (1) A Jc &R 40 FLAE T, A

ReEE 1. HfuBLREH
2. RIERFS

iR AR % G 4 i

T 1) T 200 0 335 A 389 5 93 /D TFN-y J3 i o T iR
B, ABATT 1 4 T T Siglec-15 ¥ 5w B LK, I 7E CT26
J% MC38 e /I R AR S8 v 2 B, B s 3 S Bk vl
BEEEMIEEK . B AT, Z P& TR A
Pt Siglec15 FEHLNC318 IETEHEAT T /11 B AR 568 FH
FA77 HNSCC J TNBC 35, 2021 4E 38 —Z= T
U ¥ %5 Siglec-15 A B 4 g AN 41, 3 BRI s
A 11 A , K F 47T Siglec-15 BA471 84 1] 585 ] PD-1
1115751 (pembrolizumab) F 175 77 B I NSCLC, [H Py
H AT EA Siglec S il I I ARBEFT .

Ik A A
i R 8 40

iglec- Sigse,,
L LD

{
Jier 57 44 @ CD24

5 $1 CD24 B it CD24-Siglec-10 /v S8 FREHIHI1EF

BE T
KA
h T4
glec—lS/ N
V'S }biSiglec-IS\m\
00 X=ini
~

@ Siglec-15
&

LiE
6 Siglec-15 7E PP A ERE R AO1E A

7 4 1B

gi bRk A & L4, Siglee 15 98T & B
(0 G B A 5 L Y S 1 2R GE K HL R F T A
THER#RE. HAToAa 28 Siglee ZR MK 51
SR BB 25 BN SR 4B LT ik B By et T
I RATE T, D9 BoRE G e im oy SR i 7 I Sng . i
SRR, 2 TR 7E Bk 88 240 2% T A A S ) T VR
FRAL, 5 B TG AN R AR A7 FR AR SR10H0  Ti He YiR
AL TR S Siglec 1 EEABCAR , HI 5 FEE BT EOAR 1
ANWHIR L 5 3 22 8] AR LA BB 7Ok 2 BUAg
RWPEIERE . JEAL, Siglee % G 32 1 5 1 4RF 7 , AL
FEGUIR R TT BT LERE AL, R B B S REVE SO IR

GeVEPIR A2 AT T2 A 22 3R AT PR 50 5 1Y
AR g2 B AE A AN R, 2 2 B
Siglec ({1254 B, I 58 L 2 Ry U0 = ¥

[& % 3 #f]
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