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Roles of the effect of protein glycosylation on

atherosclerosis in ischemic stroke
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Abstract: At present, ischemic stroke (IS) is one of the leading causes of death and chronic disability
worldwide. Atherosclerosis (AS) is the main cause of ischemic stroke. Protein glycosylation plays an important
role in the formation of AS. Therefore, the study of the effect of protein glycosylation on AS in the occurrence
of IS may be a hot spot in the field of stroke research in the future. This work reviews the effects of protein
glycosylation on AS and the effects of protein glycosylation and AS on IS in recent years, hoping to provide
reference for clinicians or related researchers.
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A A6 o T RO THE S LA IR A R 1)
BRFAGE R RE, BT AOZRL, H
KRR IEAE Rt e R A v 2R R
AL FAE TR PR, R x4 (ischemic
stroke, 1S)AJ R ki BT 25 H 72.72%% . ISKJ
R, MR TOAST 2 B AT 45 2 K 3 ik ks A B Ak
O AR ZE . NBh K ZE . oA R DR E 1 2 R
JE RN B 20 i 1260, Hodr, Bh ikl BE A Ak
(atherosclerosis, AS)#IANAISH) & EHEHM, i
Py B A A1 2 Rk FRD K Bl Ik S R R 4K 249 & BT A TS 1)
25%M, UrAESR, FEERAAFIARYE, RARER
AB X ASIITE ke S AR D, R, B b
FEACTT R T AS SR IS R 4. =
H AT 8= 56T 8 (OB A0 Wil £ AS RIS Hh k54
Wbt AR M H 2 0e B AR LT AS
s, Je XIS R A HITEH o

1 EAREELITASHIZE

E=d=h iR o i NS =R Ul =Y Cii B
12, el RN S E A RS A
MR 26 1 5 1 Th Bl . AR SR B SR 5 8 1
F BT A 2 (A 4 T7 N AR, AR T
B RPREE, ol N-FEEEAL . O-FiEEfh. C-
H 5 W R A DL KK 198 i T VLI 54 7€ (glycosyl-
phosphatidylinositol, GPI)", e, N-fEHEALAIO-
B AE R A R 2R AS A —Ff el g AR
J M GRE SR B Y, HARHIEZE TR B
SRR 2 i 4H P 7 O w2 ik o 7 e g AR T X
3 A2 2 S e IR O T A B A O T 51 A
BET b PR A R B A ARk, P-4
#. B-ERR. M MME 5 F-1(vascular cell
adhesion molecule-1, VCAM-1)F14H g 8] %k 43 1-
1(intercellular adhesion molecule-1, ICAM-1)!""!, [
S5, 20 PR (B A 2 PRLRT T b C 4 ) A 6 Bt 2
THRERIBPKNIE . FEBNKA S, A% A e —
Ao E R A IR IR B, AT TR AR 2
M, & SERWASORBEEIGTE K, 5] I &
g, HESSus". EAREL S50 E AR
Mt e, HAE X ASHITE i B A s E 1,
I, ER A RE SR O] e e R 45 28 0E U7 TH B 41 B 5
B0 R 5 A QAR 5% 1) g 53 AR SR SRR i A S [y 3t 2

1.1 EAREUBRTSE5ERMMREEETASH
HR

1 M L R A L R L R e A 2 i)
NI VA P4 Hh 43 5 4 30 B ik A IR 2 A ST B R 1)
HESEP, X —HEN RN RIE RS
B, WFERIK. B3 HMT®E. &Y, BH
BN A M A R, BE ST L N RS,
I R H — 2 B R K A L (WP-1E 3R E-ik
BRI 2) L HE AN S, fEASH RIER
B R, PR A JE ) 4 R R P R e 2
FLH SR MceDonald % !VUR B, (140
PG B H i FEN-HRE AL I R TR 0 T =,
ICAM-1. A B4R 9808 & B A2 2 FICAM-1 7
N-FEAY, HbmH & ANICAM-11] (2 ik
R T 5 A SR P R T DA QIR AR %
A% 40 i 286 B I S EENRE AL UL, oAb, I P
5 %l &% M (vascular endothelial cadherin, VE-£5%) K
H)7& 25 N BTG AN B A% 40 . 25 B BT A0 5 1 G 3
Bl U, VE-A5 3R (0 S AB 1 XF AS Y
KA KRR EZAEH, AR5 40 i 2 b i )
E 7T BE 5 N - & B & 3 5 & B L R8Il - V(N -
acetylglucosaminyltransferase-V, Gnt-V)FH<HFE
KD RIN-BE AL RR LA T TR
BB, EgE R a5 P B 40 i 3 T AR AR o A
INBR N B2 A O &L B 2 F--1(platelet  endothelial cell
adhesion molecule-1, PECAM-1). CD99FIIEFE%E
Fff 4> ¥ -A(junctional adhesion molecule-A, JAM-A)
EMEAER, FAREHENZIIKA R, E5E
BN, EHRRMAE. ICAM-1TRITAM-AZ bk
WA, EATDIRER IR R RO T & 2 1 R s A
Fo X pE— B o 7 AR A SR AR
R BAEH -

B W S e T 1 S R K s R T
—RILIRFEWASHIKFE, MR E A REEAL ] e
S ASIE B FES . 78 40 i B 1 R B
16 R T A BE AL I BRIE FEAS T /5 F 40 i A 3R
R B I IR 28 2 (A (AR ELAE o B8 2 22 72 1
Core2 1-6-N-7ij %] Wi i 5 # - 1 (Core2 1-6-N-
glucosaminyltransferase- I , C2GIcNAcT- 1 )FIA &
Wi SLHEFL B (fucosyltransferase, FUT)XT & &AL
R _EHIO-FHEM A BOZ LT K. WangZE IR B,
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P2 P9 2 40 I C2GleNACT- T i i/ F5
5 2% 0 A MO It 1 4 i A B JhkBE B R Bl AR
ASTHAZMKE. EBIREHERZ B/ R A,
C2GIcNACT- T HyBR G FEBLH R/ EbE A 5
i WSUIE BUZ O AL 1 & &R, FIRFAS
B0 e J 8 K T R B 0
BB B, AR R IMFUTORIFUTS 4 1IE B2 Ih
it P8 R 3R T A 7 AR T ) G B AL D IR Y.
b, FUTTIE R IK G 3 et 1 e 40 M A A B2 40 i
FOREIN, TITFUTT T 8 DU B S 400 ] P A 2 PR A P 2
YA AR R 5 0-FBEA T 00 1 40 AR 3k
AR AF, N-FEPE A M N B i
BEN-ZRWE, REASTE UM 2 5 40 26 M )8
RMES I A AN - 1 77 SR 4 e
PN R 40 B e T R BN SRR RO S B, W DUA U
BER BN A T R R . R, RKEREEE
BEL BN - SR 0% e B 8 W 0 s 55 TR R BN 2% 1 R B
PR E . Besh, = B REICAM- 1A= H
& BEVCAM- 1R A7 AE T3 A8 X4, Horhes H g
ICAM-1 N-HE 214 55 A S5 28 v (1t [ 0 248 i 47 i 485 T
JRIEAR P,
1.2 EEEELEISS5ERREBETASHEHE
B Ik BE T i) i BTN 2R AR A SR AR R TR 11 SR BRI
BN L N R e B O, i
JIEL T T A 2 T v 5 80 R I R 2 A 3RO
B A0 2 R g B,k e i B 1 1 R S SUTR R
&, HEIIIKEEN AR, HESH AR K,
I 2 3 B HOE B . B fik R e R A (1 L R e
JE B ERE T BASH B MR % E AR & A
(modified low density lipoprotein, mLDL), 1%t
%% & i 25 H (oxidized low density lipoprotein, ox-
LDL)P2, 32 5 ik P4 5 ey 5058 4 P aod A T 2
R 15 18 K 5% {R (scavenger receptor, SR)IFHL
ox-LDL, HAC NI NI L a2 80 N B2
211N - B A 10 503 R T UL 1 ROAE s 82 T R A
RIS T, R AT ASFEAE RN Adhikara
SERTVRIA, W A0 52 P IR 2 3R - e 5
F¥(chondroitin sulfate-glycosaminoglycan, CS-
GAG)# i 1 15 ox-LDL ¥ 40 B et B, 6T 6 3K 48
PRI A . b, mMRHE ZN-L B
P FUBE 5 B -2 (chondroitin - sulfate N-acetyl

galactosaminyl transferase-2, ChGn-2)§t = 253K
Wi )1 5% 4 (glycosaminoglycan, GAG) /b A1 45
¥, ks E VR4S ox-LDLIAH ELAEH, I3
/b G Y A A DA B, AS BEBR (1 T2 17

13 EARENSEEARHFEXEAR

Z: 5 g B AR I & P B B (a0 IR B B AT
2 55 ) B AL e e v] sz R IE A T RE, M
TS AS o HE

fig & F A[lipoprotein(a), LP(a)]/& B %% fig
%5 H (low density lipoprotein, LDL)FERURL A = & HE
FeAL ) 35 25 1 A(apolipoproteins A, ApoA)ZH 1,
WIRE S T HEY, HIm R ASHIMAL X H R,
LDL s Ifil 3% o JH [ B 3 ko fAk, 4N LDLASURL A
A — N #IE & A B(apolipoproteins B, ApoB)%»
T AR E RILDLAZ AR W, HAEASTE B ke
HEMERP, mEE KA (high density
lipoprotein, HDL)w] LAFI] 48 i S S AN A AL N3
[ F 30 A i AN 2D AS s A2 PO A
EEPEREAEHDL S . Diae A Qs M
Z 5% ASHITE &P,

ApoAsE —Fl I =I5 “kringle” L&
FEREFEALI R A L. ApoA LRI FEXT T LP(a)fr)2H
. by TERL PLLE ARG REEEY
TR IAR A A B2, o, O-ZEhE S
SRPERI80% N-2EHE (520%, O-FHEXT T ApoA
PR e R R E L, Py ik & KA FFFRHl ApoA
BAE ASHHAS RIS T e (F A B2, ApoB/2LDL
FIMRAR 2 5 25 ( (very  low density lipoprotein,
VLDL)H EE MR TR A, iz i 4 )
JIEL [ A v =R, A E N 2 IS AEEA S R
HEEPRL EERNRE A BT BASHUR A
EHH—ApoBsrT, KILApoBI/K 1] LLE H: %
I 2 T S A STIURE D ApoBREHEAY 2T AR
BRIE#T S BOAE B B RASE T I, £
VDL (1 28 265 F1 43 ke 5 B4 F U2, e Ah,
ApoB N-HEIE Ak F 4] s 7 25 4 57 1 B 2,

BJE 8 K 324417 (scavenger receptor class B
type 1, SR-B1):2BRIEIHE K ZARFKIEII KL IL, 1E
flg & AR R AS H R 35 B EE Y. e Bk ie
i A AR B, SR-B1 AT g 3t 05 4 A AH ] e 3
H, AT 3G 0 A [ B335 7] 4% 32 (reverse  cholesterol
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transport, RCT), J5/b> Wk 24H {34 4 B PR 7 i o
FEME PR AS T, SR-B1IA i i 75 4 0 T 4 g i PR 1)
IFERZ O TR, (R BEER R . X — i 2
HH L SR-B1IE I i i3 L ] e i 338 1) 2 3 k2> 98 i
JNE, S B fk ks R A A 1 3t R e A E B ),
BE I AL 2 SR-BILE A il 3% [l R IE T 75 1), 7EAS
(32 J v R 4 B R DY, g BRTIR, AR
HEXTASH) R B EZAER, HIAEILEH wE L
Fi7 o

2 EAMEENSASHISK £/

2.1 ASKISE &K NE

HAl, KRZHASH M eSS R, HEZRIT
EASHIL B3 2 3 B BB I 78 B
. ASHERE SR AL AR T R RE R TS AR K SR BREAL
HIET. Bk, ASTEIS A s h #2800 B2 1Y

. ASHE—AS U JE B WA AR AR 99 B
R, R AR ANE A BB ML 9T R A 2 AL
55 . Rosario5 ! VR BL,  4RESH AN A R 7E
ASK I BB B AE, JFAER R R
KRB o B R R R 4G T LDL TR A4 ik
B, IXEB RS SOE RN BEE, KIRTE
VE JORE R BOA A ML T RE R A, RPN
TR T IR RIL, DURCRZAE, e
YA N B AL FE AR AN A, R
AR TR AN R 52 1) ORE SR SR R8240, (R A B
KL LFAE ISR m&, RAES R
BT EAR A, TR BB . BEbk— HA ek
L&, mie sl R AR, R&FEaskRAEN.
AR ERE S Z MISHER R VIR,
FEAE TR IR B R A Il 5 P50, e
Bz PR 22 T e RO AR S ASAHELAE A, HET

Leukocyte recruitment

Lipid accumulation

N-glycans: N-ZEB¥; Monocyte: Hi%40fl; LDL(ApoA): fK#ENEZE H; LDLR: K% NG H %k (low density lipoprotein receptor); ApoA:
# I8 % A A(apolipoproteins A); O-glycans: O-%#¥#; LP(a): 88 [ A[lipoprotein(a)]; SR-Bl: BZiiiE 5 5% {4 1% (scavenger receptor class B type
1); Blood clot: [fi#EH; Lymphocyte: #hEEL4HML; JAM-A: 45 P 4> T-A(unctional adhesion molecule-A); PECAM-1: [fiL/ING P B2 448 Ffa 5 Bt
4rF-1(platelet endothelial cell adhesion molecule-1); Endothelial cell: NEZ4HMI; P-selection: P-i£##Z; VE-cadherin: VE-£5%i%&H; ICAM-
1: 40 A% 4 F-1(intercellular adhesion molecule-1); VCAM-1: & 4HIZh % F-1(vascular cell adhesion molecule-1); Capture: fiHi3K;
Rolling: ¥&3}; Adhesion: %iFff; Lipid transport: figJfiiZ#i; Accumulation: FAZ; Intima: PBE; oxLDL: % ALK% FEAEEE M (oxidized low
density lipoprotein); Leukocyte recruitment: HZIEZE4E; Lipid accumulation: IR

Ell EREEMAITASK S HIEEHLE]
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HUSH R AR,
22 BEAREREUIIISK ERRN

WL 4H 2 R T FERE AL 1 (R S (R 254 B 1T
BE 2 FEME XL 5P KR — TR AL
e PRI A i s, R R
ot A WS 5 ), X e g R 2 A5 B i)
CEMIRTh RN, TR YR AR IR IE H AR B B 5 T
AR B REE 2 REENIEH. B
BREEUCRIE S E A kAL A &, il IR
IR 3 306 B 1 R AR 45 Al 3 A R T B R 1 LD,
FEXTEEME T, N-IERSRBEN T2 A E AR
128 LA % 230 i - 24 e [) R0 240 - 4 i &7 228 ot B o 2
3 A B M, G R AR 19 G(immunoglobulin
G, IgG)RANENEFENTME, 5 NMEIEA
o P2 R A g IO, AE AORE B R R 2B K
EEEAY. IgGHhPLR L& A B (fragment of
antigen binding, Fab)fl4; & B (fragment
crystallizable, Fc)fp, FabBARER PSS A
P, TIFchl LS RN 7 T BB 4 45 &, 3
PUR-PURE G, BOSAMERGAMPURE 2,
M 78 S S B AP R SRR Y. AN gG o 1
75 B FE N FClX B R ABENZ297 b & A W/ N-ZE 42
BESEALAL 5, FelX H [IN- SR Ik S i Foy 32 44
(145 & SR R IgGRUN T 1 T . 1gGRE
Ak oF AR 3 Bl B AR A S SR, HLFE AR
H R EEAR R e, TgGRIF S Mt B (< 1
N-HEEEANAT R, Mg G A2 Bl R 2H S 70 de & 18 1) ik
ez —P0 Fekh Kt N-BE 3 1 1 2l 2s mT R
IgGIZE AT RE, vRESIR Rk F8 4k, SoEpL
N S S TN T Y- 3

ERPESFEF, FHE T IgGRIN-HEIE AL 7E 4E 7
TR RGBT R TG 2 18] 1) - 15 v 0 B A
@, Ik, 1gG N-WEIAG AT REEISIU R 4 KRR
PR E B . Lo IR, IR R RS W AR
BRI 1 1gG N-HEEAL 2 5 1 R MRy () B
o BA R E B IgGHE AL BT LI H 2 2R
BEME IR PR, 1oh, 1gG N-FESLL
Y B AR 5 TS 1 R0 TR 2 D AR 961, sk B4
s 1gG N-FEEAL R SR RGUPIR 2 [A] W] LAE
VT JEORE BT AFAE B DI R o

A& H, 1gG N-FEHEALPIT S e i) My R AL,

A2 0 B AL BEAIK BL AP 70 N - £ B 22 5 6 0 0%
(bisecting N-acetylglucosamine, bisecting GIcNAc)
g AT fe i I AR HETg G B A2 2 Th RE T 5 W A S f 13E
J&, i SEUSH A AL, g pERAL AT {2
HE1gGXT I FeyR b @ISR J, AT 8 =4t
FIGHLT . TG LB SRR A8 7] B 72 GleNA K
B, WnigGEHEMS aRERME G, (Rt
AR 5 PE 40 0 85 1% (complement-dependent
cytotoxicity, CDC)iEH i, HSHMEEM K
DS A pE A 2 R R R BB R, I
H B2 A M A A VR 4 Ak B YT R
T IX AR . — TS5 TS AH OC 1R W T A 78 SCRRIX
—M, PRI, S0, ISEE
FUBESEALBRAEEO, Ak, CollinsZ5 VR B, 2 FLp
AL FRAR 5 42 48 1 4 B DX 5 (8 SR BB TR - o F
CIR PLEE FN WG INEE VI OC . X Lemi 5T 45 Bk,
IgGI - FUPEHEAL AETS AR I AR 1) b 1 v e 3G DG
TER . 1gG N-FEEAL (1) M R At AE IgG IR T 2 R
P RAEAE Y, fE1gG N-FEIEAL (R Rt FE v,
AR HE R B vk B 5 AL ML 45 &, S8t 5 H
SRAAH 40 B (natural killer cell) b I FeyR I a2 1) g
JIREAR, T 38 3 4704 (G 1 241 e 55 £ (antibody-
dependent cell-mediated cytotoxicity, ADCC)FE %
REGE PO, IR R AT R 2 IR g G T g,
FEHME AR BRAE L KRR . 1gGH)
P43 GleNAcii it 3 5 FeyR M a2 #0177 >k 18 5
ADCC, Mifi 5 E8IgGHIE % ThaE™], X EiFdE %
B, IgGHEEEAGAE R T HUaR AN T 1 90E S B R o
BRELENEH, NmZ5ISKKLE.

IgG N-WEHEAL ISP R Al B 3 ARG, e
PR i A S O v R A2 A RO S
[MIgG N-FEHALT] AR B A 28 At 48 2 [a) (1~
i FEUSHI K AEPS ., B4k, 1gGHERL/EVLDL
AU FTASBEBR [ jl i R 45 BRI, fEASSE
MEREITESY, HEMEF-2(cyclooxygenase-2,
COX-2)iE M H Th i BT A I R i =4, X —id
TR N2 I8 SORE AP ARG E M I HES R R
M T BUE AR 8 ASBESE,  FF 39 i 4% =4
(RS, X SR AR, ER PR RO IS I R A
EEEEH, HIEEILH I E2RTR
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Galactosylation
()

'“. IgG
Mannose-binding lectin | y Q

Inhibitory FcyRIIb

Bisecting GIcNAc Sialylation

Galactosylation: F-FLEERAL; 1gG: R EERE F G(immunoglobulin
G): Mannose-binding lectin: HZEHELG#EEH: Pro-inflammator:
f24¢; CDC: MRS 40 i 75 14 (complement-dependent  cytotoxi-
city): Inhibitory FcyRIIb: #ifil:FcyR Ib: NK cell: HAAG4H
Mfd(natural killer cell); Pro-inflammatory: ff# 14; Bisecting
GleNAc: “F4rN-Z k% 77 % b (bisecting N-acetylglucosamine);
ADCC: HUARMH M 41 i 5 4 (antibody-dependent cell-mediated cyto-
toxicity); Sialylation: MEVRERIL

El2 BEEEUSISEERBES
3 RESRE

AEEIR B TE A BT AF R R A TR S0 AS T
oM, JE T HAEIS R AT HMAER . XIS
T, ASRERIMMFEFERZ —. EATMEEL
TEFEASIH b i T B M fa, H 2@
Z 5 GRS FE A 1) 1 40 M 55 A A T 5 AR A R B I
JRAR TR IS ASHBERE . A, BAREE L2
ISKRAM—ANEERFEE, HoTheE e R IE
H, SEAFEFASBEIIE B, 35 NS it &
AR . PRI, B EORE R AL AT AR R R T AS [
JERFEMAIS AR AE o BE 5 B JE 2H 70X — B M A 1)
AWHRN K&, 5 TR SR IE ASFITS FH i 1
CLA — NS BRI T8k . A SR I T AR
BRF R R AR IR, SRS TR
T AE ST Hilg . B ARG B O — PR IS
FAZ Wibr £, RIS IR IR A 1 B S

%o WRARIUE AR 5 ASFEIS K A A
HUA, KA B HE 7R TS 5 BRATLA AN A BB (14 730
G A T3k o R NS I PR 25 W36 77 3 A1 e K
¥, RN KEEWRAEE
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