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It has been widely accepted that atherosclerosis is a chronic inflammatory disease of blood vessels, and

immune cells play an important role in atherosclerosis, but the specific mechanism of the inflammatory immune factors still
need more comprehensive and in-depth discussion. With the development of technology,the importance of glycobiology in

immune response has been found. Among them, sialic acid binding immunoglobulin-like lectin ( Siglec) families is

closely related to inflammatory immune cells and have higher species-specific.  Siglec-1, 5 and 7 are associated with the
activity of monocyte and macrophage, Siglec-2 and 10 modulate the activity of B lymphocyte, Siglec-5, 9 and 14 are associ-
ated with the activity of neutrophil. It is indicated that Siglec may take part in the formation of atherosclerosis through reg-

ulating the activity of immune cells.  Although there is few direct evidence supporting the hypothesis, studies have shown

that inhibition of Siglec-1 expression can attenuate atherogenesis in ApoE-deficient mice. The study tries to explore new

mechanism of inflammatory immune factors in atherosclerosis and new potential targets to prevent the atherosclerosis through

the perspective of glycobiology.
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TRIRA S R ELE AR 2, B e R R PR R
WA, Siglec R HAFE Y TRIBERE 2 TES IR
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BgE N PR TS LA K ARl i A LA BT
Siglec ZEH5E SNk 2 (8]0 FR BIATFE B PTE Si-
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1 Siglec RIRHILEHIR RIE

Siglec A2 AEME 15 MR VIR A< Uit 2R 9 225 440 45 S 1k 245
AR FIBTE R AN A4 R I KR, Siglec ¥
Sy 1 BIREEE N I HAA — RS PR A ) e
TR LEAG TR« V B Tg B RS B ARSS A IK G 3
AR 14 S0 C2 T 1g 1, BRE 7E AR h %8
14 FhIBESS S Siglec, 7E/NR TP A 9 Fl, RE
GEF AR AR R HEAL ORAF M AT LIRS Siglee 434 K
25 (1) —25JE CD33 MK METR FRES A e BR R
B 4E K (CD33-related Siglec, CD331Siglec ) , 7 A
HKrhfl 4% Siglec-3,5,7,8,9,10, 11,14, 16, X3
Siglec 7ERBAMY T 514 = B (AR LM, I )% 51 [ U5
PR 50% ~99% , 16 A [ Wi FL 8l 9y v 22 354 i AN [+
HHEfb AR & E 38 76 I N A G 22 R i A R
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motif , ITIM ) 5% & J2& ITIM k¢ [X 38k, 2 5 4 {5 5 19 8
T, (2) HHM—ZAIEE Siglec-1,2,4 1 Siglec-15, &
IAELERY |25 K™ . CD33iSiglee i A LA 43 H
HHIPE Siglec ( Siglec-5,7,8,9,10) FIE P Siglec
(Siglec-14,16) 15

H i X} CD33rSiglec [ 58 % £, CD331Siglec
TR TE e K G 72 G 1 L A i [ Hp R 4
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(natural killer, NK) 4 g 4% 5 1R 240 Jfa R JE < 200 i ]
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KSR I Th R EEEAE AT,
3.1 Siglec 581Z/ E R4
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FIEZRR A [ B I 0 40 AR g S S Ak 2
R4 T AN, I T IR AEBRE N E R
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AR 2 i &5 11 32 4K 1, Toll K32 1K 4, CD64 Hi
CD32B A3z R py3eak , nlAESE F BRI AF I ox-LDL
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BT RE 2 $27R Siglee-G/10 fEE T8 < 41761 B1
MR IIRETIIE I As K e, WA, 7E B 4 |
1o BRI Siglec-2 REIE A L N BERR ALAVE T, S5 4E
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WFFEIE K IRTE As (Y REHR P vh PR 20 20 10 18 R
SEAT 5T B, A PR 4 A BT RE S I R AR A
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Siglec IR0 REME 1 2 41 il A I BOK - 38 fin 3
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