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Abstract: The glycocalyx ( GC) constitutes an essential component of
the vascular endothelial cell surface, facilitating vasodilation, regulating
vascular permeability , modulating leukocyte adhesion,and exerting anti —
inflammatory effects. Under the influence of diverse pathological factors,
GC degradation is triggered, and endothelial cell dysfunction is mediated
through various mechanisms such as oxidative stress, exacerbated
inflammatory ~ responses, abnormal mechanical transduction, and
augmented white blood cell adhesion. Furthermore, dysfunctional
endothelial cells can also lead to an intensification of GC degradation. In
this paper, the potential correlation between GC degradation and
endothelial cell dysfunction,along with related drug intervention studies,
were summarized and analyzed , which provided ideas for subsequent drug
research and pave the way for improving clinical efficacy of related
diseases.
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GC & — P o 76 A5 PN B 40 I J 35, HL 32 %2
HIAH I R ( glycosaminoglycan, GAG) |8 1 R4 (pro-
teoglycans, PGs ) M2 [ 2H Ji 1 28 AL T B AR 1) o 2%
gERS . GC a4 4 I RS Y B4, T
PGs H T & 1 Z BCR & H B M - 1 (syndecan — 1) |
WMEK IR ( sialic acid, STA ) DX Je 6 i 1 AL st 26 11 2R 0
(glypican,GPC) 4§ ; GAG v v 43 & 1) i BR & 1t JIT %
(heparin sulfate, HS) i Bf] Jfi ik ( hyaluronic acid, HA)
VL R iR 4% H 25 ( chondroitin sulfate , CS) 45, L)} 4% Fir
fife , T8 4 AL W) 57 4k 8 ( superoxide dismutase, SOD) |
B AL IR I BT 2 R T BG5S

H I, A% GC i IWTSE 32 B0 H mT LA S 1f
(=R SN GREN RSB R R LR EN S ) 0k 1 D & 2
JiTl o R385 Al B A Y — 480K L (nitric
oxide ,NO) 7= J L4 SR TEA [0 2K ~F- A 89 YT R 3
PR S INE A DG AIFFE v A B, 3ok 26 5 1) 7 T 4 3 1 S i
FAET A GC A B 40 i 5 i 8 b, T 7E Bk /b GC
A B, BT DIE S B NO 7= A R 2 B ATFAE
fy"*=*' . DELGADILLO %' 5t 2 of e 4 6 40 ffd 3% 1
JERSAEIT N K A A R T DAY B o A A3 LR AT
BB A B, JRE Dy 110 nm (4 1487 A B2 B2 (endo-
thelial glycocalyx,eGC) #H kb T%H eGC BN 2 ZHfin 3=
T TR L A R AT PRI — A B g, X
FWT GC A3 T 1 40 M 0 P R 240 it 22 i) 5 F) 7 R
WA RN . A DEE R B, GC AR AE WL AT
DAVS/D A8 PN R 200 b 1 8 20 B A B 237 = 1 (vascu-
lar cell adhesion molecule — 1, VCAM — 1) §) 288, fifi
VCAM — 1 |23k 52 3400 il DA T 20> 1 40 6 %) 26f B 4
PEUARAEA™ o BRI, 38 R AR GC 11 58 B 1k LA e
PR D REIE 5, DI 4E 45 18 A PR R AR 2, A
AN TRy 15 209505 R R R R
2 GC RN R MaThEEFERS R & VL

BEE X GC BIWF ISR IR, K IRVF 2B 1 K
JE RS GC B sl ¢, Bl ansh Bk ok FEREAL |15
LIS OB PR | e 25 4 BT B ek AR s 75 il 42 ( corona
virus disease 2019, COVID - 19) Ll M 144 "B 3% ( chronic
kidney disease ,CKD) Lelo-11 i GC BB AR A2 22 5 T
SO, BN S AE AL N i 22 B (lipopolysaccharides,
LPS) ISYUIN; 7 | e o A B B 1 2 1 DL
JRIGREFE R, R T, & B — R 5
GC AR A3 1 AU A I SO ] 4 i B 1 4 L 2

FAUAL T 55 IGO0, e R N B2 Th RE R
2.1 GCRERBFESELRH

ST BTE N B T R e i 1) 24 % v 40y 1 A DG B
£ €5, T 3G 14 % (reactive oxygen species, ROS) [ i 18
FRA R A OCHE . GC IR 23 NO 177 4
MIAERE ROS f77 4, fff ROS KETHR , e T8N
B IhRERERT . SCEGRM], LBR HS FI/E HA 22350k
*ﬂf)ﬁi?@?%ﬂﬁﬁﬁﬁﬂ‘%1$%fﬁ(transient receptor poten-
tial, TRP ) il 415 NO 7= 4= 1 &l /b (NO |y 7™ A 32
ME T =g BAH 05T BT 12.50% F
6.25% )", PSEFTELI 5" fF5¢ & B, B4 SIA Hy%
W% R T - E2 #5¢HF 2 (nuclear factor erythroid
derived 2 - like 2, Nrf2 ) #E L[N fl) FE 35, {di Nrf2 # i 11
LLRE G - 1 NAD(P) H Bt =0 1 s &R - F
Ot A IR T H G T Y B 2 1 /K TR A, SRR T 2ok
& ROS [y A 4 ( Z5Bk SIA AL F25 FHALAE LA BT 1)
IS I H) ROS JKFZY84 0 1 34% ) o Hadlid , gk
KBRSk GC s (HS F1 SIA) J7 248 0, ™ #Yy
PR R o [y B 3G m (209.0 £ 24.0)% A
(86.0+17.0)% ] ,JF H 25k HS {fi fiu4} SOD & & F
B (67.0 £9.0) % , FF 4 NO [ A, LB N H NO
AR T I U R ) A KO B 4 W T B
[(97.8 + 13.7) mL - min~" ws (110.3 = 19.6)
mL - min™', P <0.05) ] o HRdEN, GC W it A
[F)BLH 755 ROS Ay i 7 A= LU K St 8 AL BE T YL
N7 K SBA R
2.2 GC &f#FSRIE R K

HNE I BN B2 T REREAG  AE Kk e i) T
BILT, 7 1L A8 o 1) s B 2ok A v ELA 28 R R A A
o AERT CKD B JREGAE ML XS P B2 2 100 )27
TRERSZ A A FTE b R B, eGC ISR HE H BRI B M
BT AR [ CKD 3 ~ 5 J 73 551 & 1F % BREH FR AR T
(21.00 = 0.01 Y%, (24.00 = 0.01 Y% #0
(30.00 £0.01)% ,¥] P <0.05) |, H FRFFAE I 75 A %%
WA T R Kz i i 2 5% & ( mineralocorticoid receptor,
MR) mRNA 23k, I b b B 4k 8 7 i 18 i F 2
(29.40 £0.10) % , ffi NO fty B g v /b £ 2 1 40 il 1Y)
FHIH . e ik W 45 L 5 0 % (cecum  ligation
puncture, CLP) 755 (1) /) FRBR R AE AL L b, N B2 GC
05 A D A WK B T, sz TR R %
CLP f/NER5 23 AL/ BN B 30 105 7K P T . 35 22 55
Fe3Z CLP 4 5452 TARRHSZ CLP ALY/ L, /)y
B IR 0 P P 4 5 A K T v DA B il
HYUEEARY . X R GC MR AT RE S A S
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SRS BN Ho2s 5 8ol B U a . 1 N
J7 20 M e a] &L BfH 43T 1 (intercellular cell adhesion mol-
ecule — 1, ICAM - 1) FI [fiL 45 40 M B4 Fft 43 7 1 ( vascular
cell adhesion molecule 1,VCAM - 1) 7ERFEHAEIF 4
SEFFOLHE TGRS ™ o 2 GC FEf I, ICAM — 1 70
VCAM — 1 K¢ 25 T IR AEER 25 B UF e 9 RAE
MK JE. M GC AR b &, HA F1 HS i 7% 2 e
T RAE Y R RN B2 T RERERT . (DGC Hh HA B 7 B
il B TBCAR AR XS 43 J5t & 2 B 5T R (low — molecular
weight hyaluronic acid, LMW — HA) , A1 A $T 28 IR 35
e oA ROR A, B — 542 3E RE Y K RE
BOURGUIGNONZ: "V B4 4 81, LMW — HA 2 {2 ff A
FLIRIER AN P2 2 40 i X 5 1 40 i 4 3R (interleukin,
IL) 18 A IL -8 [y~ [ LMW — HA 21 fi& % 41 fifd A
FIL- 18 1 IL — 8 7K 435l Jy (232.0 + 10. 8 ) F0I
(233.0 +8.4)pg - mL™", 3 1 25 & a8 [ % ALY
(85.0+4.1) F1(88.0 £1.8) pg - mL™", 7ES 2% I

FAG R X (P <0.05) | ;25 T4 CD44 #iT
TRAL RS FEAR T LMW — HA 35 5 1 2 58 20 i A 5
IL - 18F1 IL -8 KT [ IL - 1B 1 IL — 8 /K F-43 4]
#7(70.0 £3.2) Ff1(73.0 +1.5) pg - mL™", 5 LMW -
HA ZHAH L, ¥ P <0.05 |5 5256 B Jo 47 ) LMW — HA
PEPEE SR AU P 7 IL — 18 A0 IL - 8 fy A KB, ]
5 LMW — HA #l|38 Toll ££5Z {4 (' Toll like receptor,
TLR) 2, TLR4 &P 7316 J5E & B 2% HE D] 88 (myeloid
differentiation primary response gene 88, MyD88) Fl/}
1% 44 ( Cluster of differentiation 44, CD44) JE i 11E
SHEAYA K, QHS JEIMLE N EEE GAG 1y £
Wy Z— il A AR SRS S RAE S5
%, OLIVARES - SILVA 2 Bii5¢ W], 1 10 pg - mL™'
F) HS Ab B JJURLET 4E 40 M 24 b ), B IR o
(tumor necrosis factor — o, TNF - o), ICAM - 1,
VCAM — Ui pro — IL — 1B {15 ik T K187 11 41
2R (AR T 87% (44% (43% F1 49% , ¥
P <0.05); 43 % in A TLR4 | #f 5 Bt LB 3 — LG
( phosphatei — dylinositol 3 kinase, PI3K) /45 [ i fiff B
(serine — threonine kinase, Akt) . #% [Xl 7 kB ( nuclear
factor kappa — B, NF — «B) i % 41l i 25 J5 ¥ I B T
ICAM -1 VCAM — 1 1y F3; 3R] T HS LA L
AN P TLR4 5244, 3@ 1 PI3BK/ Akv/NF — kB 3
&Ad TNF — o \ICAM =1 , VCAM - 1 fl pro — IL — 1B ¥
Foik EVARAE T A0 R R AT R AE R R . DL B
ZER K], GC P2 S B ICAM — 1 fl VCAM -1 £
2, DT 755 11 40 0 285 AT T 1L 47 P4 B 2 1T 5 GC e 7

Y] LGB IS AN RIS AR TS NF — «B (5 58 BB R AE
P75 5 AN G BT , L R A S B k)
2.3 GC E#FS B Amr Rk

TEAEBRAATT , N B AR b5 1 40 285 B A O 1
MRG0 7% eGC 2R, A5 N B AR M O 4 —
ZARBIAH EAE R 18555 . ICAM — 1 F1 VCAM -1 7EiF
Z 2GRS T RS BOCE MR, KA a4
L5 P9 R A =2 T SRR B2 0 24 GC SR, 4t i
i 7 I R ER A 5 AL A RCAR — 2R Al
AR, B S E A R R 7R Sk R ALY
/N BB | 2R L DR R B 201 AExcH ™~ /N BRI T
XJHEEZH ApoE /NERR L PR AF 1 N R T HS &5 &
FNZERY , HAFSNEE A EZ KA VCAM -1 FikK
SRR AT (25 Tl L] e o 2 A o) R 2 4y B Be ¢ I
BB AFEAR T 13% F19% )™ . ER TR,
GC Fi7s S 1 AN 25 T A BIL A o] B 55 200 i 4 T 26 T
e S Y & SUS N R P
2.4 GCHEEBUIZTNWHES

TEIEHTEOLT L 529 19 GC ¥ 1M 3 ) g 25 &k vy
A U8 14 K ) R AEARAE T, T HS A HA DR X
AR AU AL R MU TR R E
BELE R N B B — S AL A 5 T (endothelial nitric
oxide synthase,eNOS) , 74 NO, Iz A=A ME Y 7K.
BARTOSCH 25 5 11 52 3 % 9 : Meglypican — 1 7£ 8§
YI1ES T 51/ — PR 20 i %6 B 43 1 ( platelet
endothelial cell adhesion molecule — 1, PECAM - 1/
CD31) JE[RI R S eNOS, 72 NO3@Gpel '~ /MR
W Bk P IR 1L eNOS 23k i EFEAK ( Gpel 7~ 41/
BRI - 25 W B2 AL eNOS & 3K 7K - Sy 1E H 4H/ BUY
0.77 %) s OFE NI #R KIS P B 20 Se 3 v, R 224k
PR AR BT V)5 5 T RY PECAM — 1 375 /K F 1L
FRATTHGIN T 2. 10 A% 5 1 2% it 10 Ak 4 17%) 244 i 2
TEBTONE S T EH ST 1) PECAM — 1 J80E K F A3
Jin L. 50 A8, B B3 2 S, AR W] HS 1YV 2 BT BT
DI glypican - 1 554565 7 AN W5 LB,
HA TESYEI ) 355 T 7T L EHE0E eNOS, AT fi
HENO fyF= " HEHE, GC rp HS I HA F 7% 251
WHET eNOS HYfE 515 T, T2 NO 1Y A= 2b

FRRC, 24 1A B2 240 i K0 RE B i 1) R 23 i 8 GG ) i
fitto AWFFERNT, ROS (13 7™ A= 23 52 i 48 i o8 ) 4%
I B R R IR, IR A AMP 35 AL 3 B (AMP
activated protein kinase, AMPK ) &% [ p47™"/Hyal2
{550 s, X B s ] E A2 E Rk o 453 i A 1l (matrix
metalloproteinase , MMP) [ 7= A= F1 & 4, AT 0 3 GC
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MR . HANE RS R, fE AR RO S T,
MMP #1420 2 H % £ Bt 1k B8 ( histone deacetylase,
HDAC) {if 3 58 , f2 fif syndecan — 1 FI SOD3 Jiit % Jf-
IR GC Ry 58 B, M i) MMP 1 HDAC w] 3% e ixX
—if R A, BB AR RAE BT RS INE GC
(]

3 MHREZERBSH N RMAEIEEERFINET
Eif2

INBERS, /NEBERRAE Ry —FhAE MR, AEAE T 2 M
Fh, BAHR BUEANLE R GC FILG LR 3
P YANG 461 fif 5 2 B, /N B g rT LS aof 49
AMPK f{#g 4k (10 wmol « L™ il /NBEFH 2 h AMPK
PR Ak s {3, AH b SRS RUZH 2938 0 T 70% ) ek 55 11K
SN J375 0 HA Ffig , FLAICR 52 90 B2 AR 14 48
JI(20 wmol + L' /NEEGRZH i HA 235 7K -4 Ho A5
RUZHLIEEI T 6 %) ,iX AT RE 5 AMPK (iR 1L T A
T pA7" R Hyal2 354k K 1 T B W TRIR & 2 1R
KA K,

Clivelin  Colivelin 2 £ %7 {4 Bk humanin 5 %
A TE ARSI T BoR 4 R 4 /E . URBAN
S5 SE 3 colivelin A LAY /D CLP 5 S #8 1 v
PERLAN B 3, I B AIG I 2K %) syndecan - 1 K
(200 wg - kg ' colivelin ZH 71 syndecan — 1 7KFAH [t
TR AR T 57% ) 5 colivelin T-1i F TNF - «,
B S RAE HE A - 1o 1 IL - 10 B K354 Fr k&
s EAb, colivelin AT LA i g 3= 3 ik A i v 79 AMPK
R AL /K- (200 pg - kgfl I colivelin ZH AMPK #§ig
KA TREBIA AT E T 57%) . X £,
colivelin 1] fE il i % AMPK AT {4 GC 1) 58 %1%
FEAI SEAE Y A o

EERBERMBERATEN B EER L -
T B RN R AL BRI B, © AT A Ay 2 il 40 ) 24
IH4 BT eGC . REGIER 25" #f55 % #, CKD
L1755 A4 200 1 453 3 45 B vy, £ il &b 52 57) Endocalyx
(ECX) n] R it 4 40 i A1 45 2 1 3 ( extracel-
lular signal — regulated kinase , ERK) /22 %4 JF 154k 55 4
1% 7 ( mitogen — activated protein kinase, MAPK )
PI3K 5246 2247 GC[ ECX + ERK — MAPK 1 125
205 ECX ZHAH L, GC JE A 28/ (120. 4 +4.0) nm
vs(168.4 +6.8 ) nm, P <0.001) ; ECX + PI3K 14125
415 ECX 4AH L, GC JEEE 208/ (204.2 £ 6. 1) nm
vs(185.6 +6.9)nm,P <0.05 ], 37 LB 1= CKD [ %
P GC i B ARk GC B & [ 5 X 4L
I 3% AH b, CKD Ifil 36 5 B GC J& J £ 2 i /b

[(105.0 +2.6) nm vs(155.4 +3.2)nm, P <0.001 ],
M ECX JRY7r M E o GC R [ (188.6 +3.8)
nm vs(105.0 £2.6) nm, P <0.001 ], X fh g /b 58 &
Wik

MMP #IZE 753 K& B, LPS 55 5 (1 e B 0 %
HIZH Wistar K5 Z VG E (—Fp MMP #4125 T it
HAH L, ZVEHR R A GC LRAFIE LB hF, BEARL AL 1Y
Wistar K FR A GC 145 B9 4E ¥ kR B W) syndecan — 1 7K
FRE®S THEZUA R T HIA[(45.18 £9.48)
ng + mL™" vs(18.20 £5.32)ng » mL.™',P <0.05 "',
AR, XA 9T 6 T, 22 74 20 2 AT o A1 e g i AH 5 1Y
0 A7 30 3 [ A TR ] SR TP A il O R AL 2L
M B B m T2 R4 (52.30 7. 16)
mg+g' ws (9.49+3.00) mg - ¢ ', P < 0.05;
(18.72£2.05)mg - ¢ vs(6.20 +0.44)mg + g~ ',
P <0.05], 38/ 7 H MR i M A% [ 55780 20 1A Pk v
sy R ARG R T2 TU MR R A, (1 165 £534)
A~ ws(38 £31) 4>, P <0.05 ], I 2o 35 434 i 8 2 BE P %
(B AR A ) il S R BEPF - IR T 2 R84l
(4.50 £0.20) 43 vs (6.70 £0.70) 4%, P <0.05 ]2,
— LIl R 55 36 B, FE AR SPGB0 401 18] o, %o BE 2 A 3
IM12% syndecan — 1 & & & T2V Z A (PO E2E 57
15.04 pg - L™ 595% M BAFIX ]9, 14 ~20.94 pg - L'
P <0.001) , HZPHE 4] M3 R BT . MMP -2 Al
MMP —9 i i 35 d AR T % HRAL 5 LAk, Z VIR RAAAR
JE PR B A R AR TR R AL [ (14,45 £2.82) h ws
(16.40 £2.21)h,P <0.05 ], X %0 T LGSR Z 16
MMP 0] LI/ GC i IF ok & w1

MR 28 #F5 &8, 76 COVID - 19 [T
P2 AR e, B N R A% T COVID — 19 135175311
GC 5145 #R PP + COVID — 19 Ifiy5 4141 COVID - 19 Ifii
T4 GC JERE Ay 34 (102.2 £3.5) f1(73.1+1.9) nm,
P <0.05] X "] Re 5 82 N ERAD ] MR 305 NF - «B {5
538 [, DT BEL BT A 4 20 L PR (40 TNF - o i
IL-6) fyFeik A 5" . CROMPTON %) fif 5 % BR,
BRNBRIGYT 4 JAJE 1R IRSE K B GC JREBE HOME Ik i 41
LIREIN T 72% , 5B /NER 1R A T HOME R 41 29
FEAR T 25% s AR iR GC R JEE 5B/ sk i
P A PR 5 00 R OG5 W s S8 2 TR SR N R YR T 48 Tl
J& , FRH MMP9 1 MMP2 376 P 45 22 Tt 5 241 . 3 B A1,
UL MR 54025 AT BEAIR MMP 36 78, AR A T 5
INBRIN B GC R 8 B TR RRAI 1 W RS S8 3 1 B /N ask
37 AR R IKF

1 -BEBREHSEE 1 - AR ¥ % % ( Sphingosine —
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1 — phosphate , SIP) J&—Fh A , 8k AT LA =
WG B, IR CS (HS F syndecan — 1 J4h2544
SRS A B TR 2 MY S8 #4 E . ZENG 261
WG R IR, IEH 1 00T RS K 2 i 3% 1 HS A1 CS 2
SERANH(83.0 £4.6) % F1(82.6 £9.6) % , LM
HWEH 6 h JFEEAIE K 76 SIP 4b#H 6 h J5 HS A1 CS
2 RAFPE  TAE PI3K 41125 1.Y29002 + SIP 4]
W B 1 X ik &2, Fe B S1P JE it PI3K &2
KA b GC A . 7 Ao, SIP 7] LLid i
s SIPL &z (R3] MMP 3 #4 M i 80 ] €S HS F1
syndecan — 1 Jifd 4b 25 ¥4 3 (9 & 1 B 0 2k 4K
i
4 itig

HHI, X F GC 589 &4 kB Z 1 & R K AH
KALHI I BFSE 2 BIA DI B B e . GC A A I A8
PR THI B LA B 4y, 52 A N K D RE , X I A AR A
HATERIER . GC AR M0 P R 20 i 30 i
WA Bt T EUNE R s 2= G S % T 5w,
P PUBEEFIPTEAL NP BB o T I B S OE
WP, NS ks AEAE AL | v I A PRI BT AEE
COVID - 19 Lk} CKD %% 1 R r st ' X
SLP & R R R, GC AT LA a A A 56 28 BT 43
T 54 Z ] B 4E A, B2 40 A B, IR IR R
FEKF 5 7540, GC A AE By I N 1 AER R, A2k NO
BA P A R IO AE R R I A AR A A XML Y
WRIE BA T T, Wi, GC 1Y 5¢ 84 F T X 5k
R PP RELIKT L2 58 9s BRIA A, AT 7 Lk 98 5 ] 24 1 Py
KA RE AT . (A O¢ GC REMR AL LA S5
F 240 if 1) e R A 1) O R ) R 5 4 B B, A g RLAR G
FAFAE— 2 DM M, DL 2 T B B0 R 25 19 )= FR
o BRI, #2dE— 20 pF o ok B A L i R OC R,
DA SR TT i 2509, B Ja A BE SE 4 IR 55 T Iifs
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