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WE AARMINKANMZEE %R RGN EZH S, FAE AN FE AR AR I 58— AR 4, i Bl s FLER
TR/ 3 I A R R REAE M. PSR AL R, KE A HGE R R A S AR AR, X%
PEEARIFU TP R TT SRS AL T A OB SO B . NK AR A S RGN BN Al —, S T KX D Re 2 40
LR AL AN J2 AH B 45 A 2R A (B 40 siglec selectin & galectin) B K, siglec 38 i 5 o3 4 Afg 2 17 _E 1 1) MR v R 1k
PEEE 256 DI NK 40551k, selectin 5 HACAAE TAE R E NK UM S DiRe, galectin 454 B- FFLBEH /M3 NK 40 A
G, R, ASCMKELE 210 A FEREA 5 NK A0 S e ThREAH DGR B 45 & 1 I 5 FOAH T AR R MR e I bl e it g, JF

HAHE 7RI R bl 25 6 51 3 WO IR AR S, DA R LA 0 ¥ T SRR 73 T F 82 P 5%

KR NK 400, Sk, BEEEAL, HESiaEA
FROES Q7

H A8 %473 (NK) 4H i 2 A\ 8 AT A2 % 1T SR 1Y)
AL, A RSB ANE AL, DR
Ik IlsESE R, HAENER R RS0 E B,
Fa) AR I i A R o A8 200 L 17%) 55 — 3 L AR Bl 210,
NK 20 Ml B s oE fL 3R . BURLEG . il 8 24 28 [
T NPT 7 (FAS) Je N8 T2 R 7 A5 56 Bt 44
(FASL)S5 A3 B 4H M 254 F R VS A SR 20, 189 st
S M NK 40 B 5 00 240 H 25 14 o, A
I 38 3 3 WA 78 SR 4 M DR A A DR 1 Sk v AL AN 4R
TEHLAR A H A S 40 B . NK 28 B 0 1 e
T2 AR, ELHERAGTEA AR TG 32 4k, 40
NK 2 Jfl G2 BR 8 RS2 4R (KIRs), & AT BAIR A
HAM PR HLA)EE, 430 % KIRs 5 HLA 1
KorFaiE 28 NK DR 2 2 HHe, K,
WA KIRs 5 HLA 1 2849 1 45 & 5l & #0114
KIRs & i U 51 2 NK 4HfuiEfbe. WF e R, ¥
2RI 4 M 3E o R e NKC 40 A A 105 v A 2 AR Bl i
S NK 4 4% 15 #0052 A4 B NKC 28 I 254 v
P, M6 EE NK 20 i 50 9% I 4
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BB e RGUE B, I R B
TR, BESEAL I S S M HLAR 1) S AT, AT
PR RS . 4H MR TR R DA R O NS
JRAHEE: N- £ T8 0% i 5 K A Bk G % B2 16 N- B
B, DAJN- OB ARG N- SBEHipElE . 3L
W45 5 22 IR B B IR R O- BEBES. N- Bk
TE IR 56 4 h i 5 A B, BN, N- BEEE >
TG -1+ 6- LBRRA S A BEH AL VT 5
I, 2k 1E 20 -5 R A i TR] A ELVE A
2 iy A B 1 20 B 5 R 280 B-1. 6- LM a ik
A B R I I 0 R, 98D R 4 e S A i A
LR AR AR, AT 0 o) B 2R A B P R
HNK-1 JHE 2 775 T N8 NK 4 b i i 2 &
Bt o7, R DA ) R T A R (13 28 0 R .
S5, B R 4 M O- A 5 Ak A& U 5 e A Ak G 72
. I, Core2 B1-6 N- Z. Pk 4 4 flie 3t 5% 7% iy
(C2GnT) & il ¥ O- FEEE R B M K EM, &H
C2GnT 1 2 i i i 38 O- WiEE k% NK 21 4
EEAER, FrUAARA C2GnT 40 i B A 58 3 (1 4K Ht
NK Zip A HIRE /1. eak, O- HEbEs 5
(CNEER TN ok sy A0k I E S e U
W Y P 1 B 2 TR A AB I TE N-v O- WiBE 4 4
3w W, FEAE R T B AN 0 RS e 4 EE A
FHUY, 5] 40 2T 24 R 988 200 ) - 2-6 3 4 1D Mol 0 7R
PRI G s M AR, MR R A B B 1 o RSl 5
PERTIR AN R T s I 25 D) A ),

NK 4 f 7R A [ 592 R G0 5 B2 (19 40 4
WAL = 5 DhRE R P BB A OG. R R M,
NK 2l 6 28 52 % - 0 A 56 4 24 2R 1 o5 A 2 S
R IR R, 1E HIV-1 i 8 G 2, HIV-1
i FE 0% HLA T ARG, XM RE N TE £
[l SERLA, B AR A 1) S e e SR s, I T
WEIEAL B A 2 J5 HLA T F1 NK 2 i 52 445 1) 45
B R W SR R P FH S, 7 A N 4 R U
H ORI T EE A, G0 TR TR 8 5 R B Ak
(AR ] HLA T Rk, A b 8 NK 20 g 5
Pl gue. 522 ARML, e A e i AR SR T R A
Wi IEAAS 1 2 m) NK 4 f N % . Salzberger 507
FA AR %5 35 (TUN) H1SE B4R e (CSP) 45 0 22 A, 4101 1 771
Sk A W 3 Ak 1 1 X NK 41 B A 45 i AL 2 Ak
KIR3DL1 5 H A& HLA-B*57:01 4% £ K %F NK #
MLThRE IR, R B0 24 $E 41 g % i HLA-B*57:01
f) N- B FEAL 44041 5, KIR3DL1 5 HLA-B*57:01
&5 A as, BE A0 NK 40 i oh g, 31X 38

HLA-B*57:01 FJ N- ¥ &% %} T H 45 & KIR3DL1 &
ZOCETLN), FEH LM NK 40 D68, iR
PRI R = R R AL 1 SR bE, T LA RS AR 12
T R DA AR I 3 A i,  PGS4S5 A2l
iR 1A A P R 2 T FFF 2 Tk 11 g 0 i 4 e,
WFFLR B, PGS45 PR /B FAKH T NK 40 i
. PG545 i id 4 5 TLRO BLA CpG k18 5% H ik
P, [FIR, CpG MR RARZE IL-12 B4, IL-12
M0l NK 4H sk, B2, PGS545 i NK
YU TE A R IGAE, (MEEIG 9 T PGS45 HI LR
EM.

2 S NK#@HRRRNEEIHEESER

PESE G H A (GBPs)H I E 2 XMk BEER
MipECRpESE S EE. HARE R S AT 5
R4t NK 0 e DI IR 45 & E 2 Nkt
RRGEG, Hh 5 NK 4D se s VIS A 3
KEER: SEMRRK IR EAFRER
(siglec) 1% #E % (selectin) Az - 7L #E % (galectin), F
X NK 4 fe 2 D e i SE e iz, AL SR AR
IR AR NP NK 20 s 55
2.1 Siglec: FHEMERBERILIEE, HIH NK 4005
TR

Siglec A& £ MR R A0 Kl B 1) Dk 4R 25 3R 1T 52 14
1, HEMARE— v B I b S % Bk 4
Foy s DL 42 M R (R AR, DA B TS AS TR ) B %
BRET A5 R AR e A AR AU A AL DR s 1k
siglec # 7 APIZE: H—REHE Sn(MERIR M2,
siglec-1)»  CD22 (siglec-2). MAG (siglec-4)
siglec-15, ¥JfFE T A WA N 5 K2
CD33 #H K siglec, 1t siglec-5. -6+ -7+ -8+ -9
-100 -11. -14 F1 -16 £ 7£ T AN 1K, siglec-E. -F.
-G Al -H A2 T BB B, #E NK 40 i Hh 2Rk 1)
siglec 7& siglec-7 1 siglec-9. " FL3)¥ bk A7 7E )
K8 Mol 2 A W % PT LA siglec U IFAE Dy Iic
&, 3 HZY siglec §iM. 40M(E 5 SETHE,
{HI2 siglec iRl o TC A4S 25 A4 1 [X 380 428 1 A = 1)
A7 22 7, B W0 siglec-7 A siglec-11 7 7l
NeuSAc(a2-8)NeuSA 4514, 1M siglec-9 Hl siglec-8
S5 VRN ) G A 5 ) —— PO 0, 5 e AR I AP TR i 141121,

Siglec 54 L[] NK 48 g % 473 # 1] 52 /4 CD94/
NKG2A. KIRs &ML, FEHRJFR XA 1 a2
AP 2 AR SRR AN B 7 (ITIMs) 2. fiJgd 4 =%
T M A TR AL MR 25 & NK 4l 0 3R T siglec)m, A 30
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fo P ITIMs, T8 $2 90 NK 488 85 06 L 21k 5 H
BRI 456 . Xiao FFERH LA - MEVE IR ILEE R &)
25 IR M SR T MR B MR IR 2 f, BR T
siglec 5 4EMIZE &, I B 9m 17 NK 400 75%
PiE sz AR SECAAR R 456, NITHE = NK 4t i
IR 4N MY R SR 4 B M . Jandus ZF PR BL,  BR
PBMCs M HJHE B ZRIEIL, siglec-7 Hl siglec-9 FiL
IRAEVE 22 2 Y B b 9o 20 i v 35 s R R0, FR R
NK 4 3 A0 EE 7R F s A P e v R 1 g 25 o
K562 J% HeLa 401 5 ) ME R A B 5, S8 5 % 3
35 NK 4Efo 385558, KIHHRE . oA JE ]
R R 2 i 4 R 1 ) R IA R R M VR IR Y Il Ak B
HIOKRWRIE I, NK g0 H S e, EXTA
Er A N AL B RE (1 721.221 40 FR AL R AT S TR
WE R W AER T NK 4R 0 ) 32 44

siglec-9 1 siglec-7 %MK IR A TG A 7 iy 4t i
ZARik, HARYe5 NK 43R0 siglec-7 1 siglec-9
git, dEmms) NK 48R, Belisle 552K
P U0 S8 4 B R TH MUCL6 Rk B, JFHAEN
siglec-9 FC A4 {2 ik b Jd 24 M 26 Bt S e ¥ b ok, #if
SRR IEN siglec FLAAZ 515 NK 402 %
FE L. Tto SEPIR I, #R AT H IR AR B 4 M g
(RCOFFRIA L, Y5 siglec-7 mELH, ML
T NRS & NK 4 iR 1 1 siglec 5244 7™ 4 i {5
5, BRI AN A %R NK 41 E EE . 42k
Pk, fEBrEEA it TS BORA
3 S R 4 i M R AL BB BE RS B, 5 NK
Y 2R T siglec 45, A NK 41 1 i 4% 495 35 M
().

\< HEEE ) :NKGZD/ : NKG2D At fk : Siglec . MEIEE (g WU ‘ CFALR

Fig. 1 The tumor cell surface of hypersialylated glycans effects on NK cells
1 PR SR E b 98 RO RE R R (L SR ME X NK 40 BB 220
(a) 980 40 L 22 TR0 MR 9 R A SRBE R0 R, 5 N 40 % 0 4 8 52 4 siglec 454, U0 NI 40 R A 0% 1 s NIK 4 P 3 T 3% 19 5 4k 32 Ak (B
NKG2D)HH T H AL A A B R AR g, S MEs G20, AT TCVE 2 3 NK S BR A% . (b) iR 40 i 3 T SROBAS & 3 MR IR
NK 200 % 5 4] 34K siglec Bk Z BCAR T AN BRIOE :  NK A0 R VS 32 AR SO AR IE W 456, NK AR 00 G P l0E , RECBhIRg . o

FLEREEH T4

2.2 Selectin: FZ NK 4HBE % 7% S5 1EF
2 (selectin) & C TEHE R TR A, fA1E
F H 41 ff (L-selectin)~ IfL /N B (P-selectin) P4 2 48
Mi(E-selectin), J& T M AEEH, HNimHa—4C
BB R A M, IR — DRI AR 745035
FE A R ICE B R S5 8. Selectin B
KA HE E- GERERACHR -1(ESL-1). P- ikt R A
H AEC AR -1(PSGL-1)~ CD34. A B fik bk B2 41 ffa A

KPR (CLA). & [ GlyCAM-1 % (R 1), #iE
12 selectin [ RARALAR, LA MEVIRIL . A ¥
PEEEAV BB IR A BB RE, B AR B = FE R A S s A
1) A 2 iR 24 i ) B S RRAE, D, BE AR O-
BB () HE R R 1L Lewis X (SLe¥) RTHEWR FE 1k Lewis A
(SLe*) 7EM R 40 M RIE S I, FF = 5 R4 M
YT, =22 R B e ).
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Table 1 Classifications and characteristics of selectins
% 1 Selectins 7R HFE
2R 5l % FIL AL [IWN ke Z% IR
E-selectin ~ SELE, CD62E, ELAM, P R £ ME R R AL Lewis Xo Lewis /5 EAMIFE 55 L B5 0,  [30-31]
ELAMI, ESEL, LECAM2 A, ESL-1, PSGL-1, CD44, 4% i & 40 B 26 B 20 Y
DR3, LAMP1, LAMP2, Jz4Hj
CD44v, Mac2-BP, «2-3 i#
¥ 0 ME VROBR A6 4 BE e
MUCI6
L-selectin ~ SELL, CD62L, LAMI, SRl GlyCAM-1, CD34, N FEMBIE SRR, [32-33]
LECAMI, LEUS, LNHR, MadCAM-1, PSGL-1, Ik E2 4 L 32 B 3] bk 2 2
LSEL, LYAMI, PLNHR, MUC16, Bl L BT %, ME B IR 38 7
TQl TRERAL, 5 B HE, Lewis X
P-seclectin  SELP, CD62,  CD62P, /MR PSGL-1, Bl £t T 3=, & T H A48 55 X F M. [34]
GMP140, GRMP, LECAMS3, 135 P9 Bz 2 P, TIM-1 FEE A, /MR SEFIRE

PADGEM, PSEL

WER I Lewis X

Selectin 7 93% R 4t RIFEFURAEH (B 2), #1
k= L-selectin B{#& L-selectin ECA T, NK 4 it

selectin F7 P8 MEAAE H . & B NK 41 B 1 #3552 2
BE HH T3 /b selectin 152 IR, e 85 & I 5 48

hn, {H & R & AE R B/ NK 4 A selectin
B A 3 — B K, K selectin Al NK 41 i &
T I ] — 3 A R A K. Perfilyeva ZEPY R B,

S A0 bR 4 B A R A B30, Ak, i
SR 2 1 AE K S selectin ik B R R oG A& B9,
Sobolev 45 PVl i 4 ¥ 36 4 & B CS7BL/6 R 7L

A

L-selectin

CXCRA

9 y
N y
.y P

SDF-1

IL-12

P-selectin

- A4 A AR

Fig. 2 The positive roles of selectin for NK cell activity
& 2 Selectin X NK £fiff 5 & I 5 B9 FRAR1E A
Selectin 7E 555 £ Gt AHERIRAE M L-selectin 11 iR 40N 1 F58% M BRAR L AR s & fLIR 5~ SDF-1 Jiid 56 55 o B ik 1 40 i AT i 1k ok
Yo B VA %, L-selectin £ R SDF-1 {45 5 M L /& CXCR4 76 NK 20 fifg 3235, [a] 432 Hb 2 108 b 68 40 0 34 A s NIK 20 i 3R T A2 7 K = 11
P-selectin BCfA(PSGL-1), % H 5 P-selectin 45 & J5 i i NK 40 il K 3% S B B8, IL-12 mI38 58 NK 41454 P-selectin (168, #1545 ) NK
0 R G B T BE
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L-selectin 2 %Il 3 & 1k K] T SDF-1 ) 45 5 V£ iC 14
CXCR4 7FE NK 4l 1 ik, SDF-1 i@ it 48 55 7 %
T PR A T (R 32 e R 2 PR A, (ELJ2: PR T A AR
H RN L-selectin KT 4%, [HFLH4H] 1 SDF-1
SRR E AR . s, NK 4 kER
15 P-selectin ¥# & [ FC /A 1(PSGL-1), 243 5 54
Ma K 1f P-selectin 45 & J5 S it NK 4 i & 45 5 9 24
B, {HJEESRIRA T PSGL-1 5 P-selectin 45 &
R, 1 IL-12 7K NK 41 il 5 P-selectin [1) 45
HRM 5% EE] 65% 44, MUk A L, TL-12 1]
Ha5E NK 4l i 4h & P-selectin HIRE /7, HEMEE NK
AN R AE DI RER. B P-selectin A #1 il if
R JRIAER, AH 2 I/ NRGE I YR 4 TGF-B #4348
NK AR #5 Thig, H BFEF A MHC- T 2
968 210 P DA 1) NKC 4B SR, AT S B e e 4 A ik
M NK ZH B, HHRIERR, E-selectin FIATKF
S5RREFERE . GIER PG, A 44
WHEEBR, ANMREROBIBRREE, $UEGH
JHF 240 it R 14 40 B P A2 K B TNF-ae, TNF-o0 3
T R KRR R 28 FE AN PR -, R I A P R 4

M1k E-selectin, =3¢IA /] E-selectin B3 5 £
) NK IS, 515 R B G e B A .
2.3 Galectin: 715 NK 4ffIRY) & i#t12

2 7 5k 2 (galectin) J& Tk £ 3 R I — &
7y, MG - FAMBE S 52 AAERE, B
MU G g2 F0 MR gE AR, it B B — A2 14 ku K
ZIN PR 2R 3 5 # 3 (CRD) T i 5. B RTE A
% 55 B[ galectin —JE A 10 Fh(E 2), RIEILSE
PRFAE T B3 3 2K 5 — ROV IR FLkE R
(galectin-1, -2, -7, -10, -13), HHEFH —4> CRD
5Ky, It HEeug AN R I R R A%
MR A R 2 7L B 2 (galectin-3), L& — 4> CRD
SEMAAEBEE R I N s i, 5T RS IR
7] B AT TR S s 3 =N B IR 5 1 L gk
% (galectin-4, -8, -9, -12), HH 2 4~ CRDs %
, KN “RBE” B, #amR. HA
PR 4 HR BC EL S IR AR AE — B il — N R AR A 1,
NK 4l g 1 R 1K 1) galectin EEA 3 />: galectin-1.

galectin-3. galectin-9.

Table 2 Function and expression of galectins
% 2 Galectin IRE R RiE

2 IhiE FIBARE(R 1 IEF ALY 22k
Galectin-1 VA0 - 4000, 4000 - A ANEEUORE, fEREM  D/U: &, T8, Wik, Hj, Bk [45-53]
H W E KR, EERASSE R U I, 4%, LR, UPE, Z3, isR, Wb
SN2, GO B2k, ORI T, W 0, BT, MREL, EEE FURAR, Bk, R

#1 Th1 A0 Th17 435 8
Galectin-2  JB/DBIKAER, RERIEME RAEAMEF, FE400  D: Ik, 4%, WR, Kk [54-56]
T U: GRS, AL, HORAR
Galectin-3  FLHIGEM, SHAMBEH. EH. &tk. £K. 5 DU: &, glp, WiR, WE, 75, g, BEE,  [57-66]
o B, W, SERE. RIE. F4ERE. A4 BN, AREAL, Lk
153 O R R RV B R A R R D: O, =30, BiFIR, &, Rk
U: fEfR, MHZE, JFNE, WU, ik, BERE, B L
IR, R, HORAR
Galectin-4 S5 RIEEELEH), HIE CD4 T A4k 1L-6 D: &, niyig, Rk [67-69]
U: JEfR, FEIE, OREE, R
Galectin-7 ~ Z 5 MBAIuML, NSMRAME PS3 HAXME T D/U: HH, Bk [70-74]
FIgm, ek LB I L R ARt R C 1 D: B, Ak
bEe U: &%, 45, MR, WE, R, EE BRI
Galectin-8 S5 A4IMIAMER MR (1 S4BT, WIT4008  D/U: MRS [75-76]
TR, T4 RER 2 A D: [EER, KFAE, Z5l, Rk
U: MR, BOZUME, WHEE, FiAE, SRR, MR
Galectin-9  1EN'ENRIRFZIZM, FHSMERAIA Thl 40087 D/U: BH# [77-81]
T2, {E#F CDs BLA B R AEAM MU EE 1, {RRF4HZ  D: FFAE, B3, aigiR, Rk
PERE L U: O, JHiR, g
Galectin-10  #) T 203 gE, 875 T 20HuThRe - [82]
Galectin-12  FIJBE I 40 MR 2 & 44k D: %R [83]
Galectin-13  HATWENGEG B i, HUIAIETNAE, (edbgnfi s - [84]

D(Down): Fiffl; U(Up): Eif; D/U: Eifai i,
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K2 HEE R AR PR R REEE, 7] Wi
FLENYIIIE A B )& T Ca? MK AL A 2=,
HAadh e £ P RR R R (JAV) M ER B E R E o 1
Fa AL A B B gy, A1, Galectin 12
5 IAV WA e 150, Baker SEFUR I, 41
MR RN galectin-1 FIRIE, W] LLEE & A
PN T NK AR R, i BB 1 i
B2 Joi 968 4 B 0T NK 4 i A5 B3 e A FH I B0 2k
L F firh 8 A M 8 AT R

Galectin-9 7E-H 88 WhELgs. AR, MR,
JE S5 v B ARk, T ELAE NS B A N\ Rk K
PR, Galectin-9 B85 2 PHECAR RS, 1 a0 B
HAE 3(Tim-3)™, AREEHREEES 1 LEAM
B S A B (PDD ZR™), Il I 5 A [F SR 1)
g5 A S NK gifeyE e rg s, #lan Tim-3 25
I3 galectin-9 X NK 40 A i 14 #0 i) 4 S,
TR 2 2 9D TFN-y 1774201, Komita 55" & HHL,
Tim-3 KEAFER, NK 40H5 N E i id 16 5
(GIST) A 432 B30, 25 fE 2 Tim-3 )32 1
galectin-9 7£ GIST MU il b = 2R IE, VR HEN
NK 41 1 Th 68 #% Tim-3/galectin-9 JH &% By #¥1 .  Jt
Ab, TR, BINK MR A A X m K
) NK 4t ff A DR 1, 2 K b e sl B B b 1)
NK 400 B 4RI 1 3 BB NK 40 S5 5 0, 1K
AT S B PR AN 2 LAFE 55 NK 48 i 21 i 28
2%, NK 48 1) #8 5558 s T 3244 - BosE .
F— 77, galectin-9 i 2 Fh N\ A4 G 2 P i 5= A
f, Hizmmid AR NK 4005 0040 i 25
PG WA R S A NK A AR
v T ZAFN-y) L] 55,  galectin-9 & PRl i B /> B
22k H Y B PR R R S, NK 4H R AR )
IFN-y LU 2 4w, i BN RN AR R T
K& NK 4P, Wang 55005858 43 41 128 %K%
Fe IR NELE . AR IE B S5 M R A AS, R
galectin-9 3 2 7E i 787 41 Ji A IE IR 4 i v Rk
HEKIEEFAEZES, Galectin-9 KIEEE & MK
Fde o N7 55 R 8 87 AN H, 1M galectin-9 FRik
BERACK W AN E RN 34 AN, A
galectin-9 I8 1 715 40 (1) F- WL3h B B pl Ak DL &
Rho/ROCK 15 5 i B K A2 32t NK 41 il (1iE 42 12 50
M NK 48 i 203505 kR R R . IEan sl SO
$2, galectin-9 7EKF & I M8 40 i b R I8 BB
{HH AR R g 2 S p R IA KA LEIE B A 2UIR, 151
MBE R ANE R B, KU galectin-9 fET

RHAPMRIAFEZESR, HA T 0 NK 4 5k
YER K2 5 FE o E 2.

L iR e RN 22 €5 2508 41 B 1 galectin-3 g gt i
M AR A8 K50, Wang S8 P7R H = 30
Joes FIEL s AR Y, R 30 e 96 440 R TR galectin-3
Y NKp30 {400 i) 14 e 7 55 F 5 4, i 100 1)
NKp-30 /5 1) NK 4 g ¥ f# 52 40 i 1E .
Radosavljevic %5 " & FI galectin-3 [ /N B AR Y,
G B R M 1 i 8 () B R 52 3 e, g HLIC
bb Xt R 4 LA T = K P ) TRN=-y AT IL-17. — K
Wi, Galectin-3 #17] NK 2 i G 328 2 8 i £ 3 b I
2 Jf TG A 78 B NKC 4 i % A5 77 A 52 A ok SE IR
NKG2D H1 i 983 48 g fic /& MHC T 2885 AH 5K 4 1
(MICA Jz MICB) ¥ 45 & XF T B i 98 4 i %8 OC =2
FM, NKG2D fl MICA 454 J5, NK 41 i #80E
BRI MR T, Bl an BRIl B A AL, R
A7 e e LA U0, foh R 4T 3% T G & MIHC T 28%%
R0 T8 K 22 BUE % A SURN 20 b ok ok B R T4
i, (B/E B I ss b5 bR 4 i 2 i i R0k,
#r MICA | NKG2D HI45 &4 s i) O- FEHERE N- &4
kS B LA galectin-3 FTf21fi, NKG2D 5 MICA
(SRR R 52 30 56mm, AT P 2 1) B NKC 4B 1)
PRI ST, NK A R R PR FE I
FE T2 S EL AR (TRAIL) S e 40 i 6 A8 1 SE T
ZAR(W DR4 55), MHEAEH SHMEARET,
i3 41 A 2 1 26 B 1 1(MUC D B N- Z Bk L L b
Al galectin-3 i #&1fi, TRAIL 5 DR4 % 3 5% 3| T
7 NN TR DN S e R S N =
2 » Galectin-3 383 AN L I8 15 NK 40 H R A5 1
s —J& NK 40152 4 - BeAR A5 00 o o5 1 &
1, 2 MR SR BE R - AH DG U T2 5 S /R (TRAIL)
M FEIAER (B 3).

3 BHEERE

NK 41 {5 05 2590 Joa AH EAE 5 A4 2 b 72
(I S ) NSNS S i o e ol 2= AL 7
P 1 98 RE AR 50 SR, T R L R AR AL AN
A LS B b ] B NKC 40 i 5080 2R 5t ELAR B AR
hie, R FURE AR AL #0875 1Ay, i EL AT
AN H T =it 5t 29071 K iz, kR
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New Progress of Glycan-binding Proteins Related to NK Cells

YANG Jia-Jun, LIU Xia-Wei, SHU Jian, ZHANG Kun, LI Zheng"
(Laboratory for Functional Glycomics, College of Life Sciences, Northwest University, Xi'an 710069, China)

Abstract Natural killer (NK) cells are the prototype innate lymphoid cells endowed with potent cytolytic
function that provide the first line of host defence against microbial infection and tumors. NK cells are now
considered to be an important part of the immune system by controlling microbial infections and tumor
progression. Although they were discovered more than 40 years ago, NK cells have recently been attracting
attention for their potential in immune-based therapies. Over the past few years many researchers have reported
that NK cells as one of the main effector cells of the innate immune system, their activity and function are greatly
influenced by the cell surface protein glycosylation modification and glycan-binding proteins (e.g. siglec, selectin
and galectin) located on the surface of cells. For example, the immune evasion mechanisms from NK immunity
using cell-surface glycans have been identified. The cancer cells use the certain types of cell-surface glycans to
evade NK immunity, such as reducing NK activating receptor-mediated signaling, enhancing NK inhibitory
receptor-mediated signaling, and modulating TRAIL-mediated killing. In addition, such siglec interacts with sialic
acid-overexpressing cells to lead to inhibition of NK cells activation. Selectin combines with ligand to promote the
immune function of NK cells. Galectin binds (3-galactosides to mediate NK cells immune process. This review
summarizes the recent progress of the certain types of glycans and glycan-binding proteins related to the
immunological function of NK cells, and discusses the influence of abnormal glycan-binding proteins for the

development of tumor, as well as their application prospect in immune-based therapies.
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