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Research progress on changes of glycocalyx in sepsis-based vascular endothelial injury and its
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[Abstract] Sepsis and its development of multiple organ dysfunction pose a serious threat to human life and health. Sepsis
is a hot issue that experts in the critical field are committed to solve. It is a heterogeneous, infection-induced systemic inflammatory
response syndrome based on endothelial dysfunction, and it is still a huge burden on the global health system. As a well recognized
immune cell, the endothelium is the primary site of attack by pathogens, toxins, or endogenous injury signals, which cause activation
of endothelial cells and consequently damage to their function or structure. Although the latter may help to eliminate the infection
and limit the dissemination of the infection to some extent, the excessive and persistent inflammatory response will also lead to a
subsequent storm of cytokine and organ damage, causing irreversible damage to the organism. Glycocalyx is the first barrier on the
surface of endothelial cells, it is also the first line of defence for endothelial cells under attack in sepsis, which has a great significance
on endothelial function. Many studies have found that a variety of immune inflammatory responses involving the glycocalyx also
play a key role in the development of sepsis. This review will give a brief overview of the factors, mechanisms and various treatments
targeting glycocalyx injury in sepsis at present.
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1 HEENERRER

1.1 BEEEAOSEAL OB R N B AN S O
P B T A RIS P B 1) B rb 18 — 205 672 R, i ) B
R ZRE- B AW, ZHLuft™ F19661F £ HL
TR0 U IR R A il AT R A g 6 ) WL F
f. 20184F Inagawa 5t /N BRUNM 2H 2 1 1 il 7% B0 ik
PR, TEREE T A U502 50 4 6 5 A il B 40 1l
ENERINT HEHEY

H H R B (proteoglycans, PGs) ZHE2 (1) B 4245
Fy, RO EE S BE R SR BE MBS (glycosaminoglycan,
GAGs) it S s 25 B R, Hh & m s A
iR £ I 2 (heparan sulfate, HS)(1550%~90%)
R 4K % (chondroitin sulfate, CS). #iMR R
% (keratan sulfate, KS). Bilig J Ik Z (dermatan
sulfate, DS) % B Jii 2 (hyaluronic acid, HA)%,
PGSO EHFME: R EBELREEN
(Syndecan); 53— 55 N B2 20 i 4 7 1) 06 i
fik L & S B% (Glypican) . Syndecan’5 GAGsAH
4iG . HAW 54015 iy A CD44 H M
o HALTTAPEA M i L A B L
(superoxide dismutase, SOD) . Tk IfiL filF A 20 i 25 5
I3 ¥ I FE T H1 P G ZH 30 2 IO bR 445 49 17 9 L v O
FE AR,

BT BT, Curry%[“]aﬁZOllﬁi%t&i
T OURUZREEA” RRUERDL, A HEE S S BRI
2 KR 2 ALnAN 2, NIRGE T 42, JEM
& TPGs, JEIMHKKSFHEREIERER, o1
YERT . A2 GAGs S AT PR L 8 T4 A, 7T 4
PPEL AR 1048 N 1E R I 3 B BHL I R PR AR S N
FIE A, HNZEERBIAT NZ BB &Y e
pCLRTS AT
1.2 WEEER W R e s N A E s k|
T I TR 5K L PR AR X PN R B R L 4
Tl S RE SN K Bk P-4 45 5 TR AR A 4% T AR
1.2.1 BRRROine M5BT i TE N R A N R i
I, TR A GAGSPH IR 1 HL AT B i K T
70 k¥ SR A N BT, PR 1A 0 L sl
DAZE S5 0L T 0 AR B B R I, A T8 s
WA . DRI, ARSI T 1L PN e I 3 1
OGN R . AWFRIESE, BN S EH
PRIE A S Wi thod ot B - £T A0 iR
PN B R TR A, DT R 068 15 A S o
1.2.2 MR ALAE ) A IRRES IV I A4 55 170 ) T i
F, A A shEF sk PLE N RN HE T, AR
19864 Rubanyi "5l 4 B A H5t T HH4 6 T 1L 9 5
DAL R SSINIPIR bR AR S UIEN NS A )& Y R o

ML SCAE Sl i, A 3 —F LA (NO) I Y ER
R S 1F (cyclic guanosine monophosphate, ¢cGMP){K
R L AT 3K IZ 2, X AT AE S HS BHAA XK
2016$Dragovich%[l7]ﬁ—ﬂ§ﬂ:§fﬁfﬂ, ANERRILAK 771
Al 33 Syndecan s, Glypican % it PN 38 fi 25 )5 A5 T 15
Jila), T M AL )8 SRS S,
B 20 RN O 1 7 A5 T AR 20 L P EE 1N B IR I 32 1A
Eﬁ,fﬁiﬁﬂﬁ'(transient receptor potential, TRP)ﬁTE'FB’J
B TR, HSHIHARZE M IF A2 BUENOR ™ A
Bl

1.2.3  XFME M RSER A BSR40 fE
ZhiFft 43 F-1(intercellular cell adhesion molecule-1,
ICAM-1) F1IfiL 5 41 Jfa 5 B 4311 (vascular cell adhesion
molecule-1, VCAM-1)H5k T £y, wl/E 40
JRLE I/ 3R T R B R B R R IR, TR A I
AT RAEAINE S M N R R TR s B R,
{EL7E fidt R R 0 T 22 ST 8 P 4 A 6 BT A ELAAR AL
wil HEr A E R . AN, brstmmg . HAH T
IBAEAM Y (tissue factor pathway inhibitor, TFPI)
R 03] 58 o 45 A HS L IEPLEEE1%.
W, WEEAE N K AT BE I . T A A v O B
PERIY, WA AT S SODMIZS &, I N f 41
iz AN F , IFENOE YA TR,
Wb, BEEE IS BEAR A% 2 i 25 1 (low-density
lipoprotein, LDL) 7 {KHIE 2 A F] 1E 47 .

2 BREBENEZ R R ELH

N B IR 3 R S BE 2, EAE R SR G
77 F 1558 (pathogen associated molecular patterns, PAMPs)
oy 115 A0 & 73 F B30 (damage associated molecular
patterns, DAMPs)HI S A HLIA ZR e SR S
GyE B A . TR LT AR TR BT I
VAL B 200 ML ) T, PRI 0 i % i b R o b kR 2 o
YER . ARFFERET, JREEAE I I P 1 4 0 2 T AR
SR BT XS B — R 5 AR MR AE
A5 P B Ty R B F A AL A A0 P22,
2.1 BT RE WL P B B S AR S e AR Al
Wiesingeri{%[miéFﬁﬁ%ﬁﬁfﬁ%ﬁ?ﬂ*Eﬁﬁ*ﬂ:?ﬁ
WFE R B, AR BRA, BREAE /N BRI PN KM
SR N RE Y W R R, AN, SRS MR AE
AHOC YA BT AN 1L . 15 2 B (lipopolysaccharide,
LPS). MIEIRFEE F (tumor necrosis factor, TNE)-a
53 ) A D 3R B IR AE PN B 4R i 24 e
o B 5 R KRR 1 R IR . Okada %R
BRI L B S 1 = 4E B s i R I, TR
/INERME I TE 120 mg/kg PS5, BRIALIE Syndecan-1
WRBESEINAL, AN & B LA A R 3 T 1 AT 04 3]



25 1) 380 5 K T AR A S s>
2.2 JHeFEAE B AL AE YRR =40 1 B4 bR AR
Majerczak %5 P 5% A B, R4 74 B i) o 45 50 3 Tt
T30 25 A BRI U OB = Y 23 (AIHS . HAER
Syndecan)ﬁiﬁ*%ﬂlléﬁﬁﬁﬁﬁ{&, UESEH AT E Ry
PEAG YRR A AR A . AN, Tkeda %P0
I EEPEMF G KB, Syndecan- 1A 5 PR EUME L4
PN&E Il (disseminated intravascular coagulation, DIC)
MIFET-RAH G, W5 M B E DICH) & it 2
A, BV ATAE S DIC & A= e 1 L b 75 40 -
Huang % P7HEA7 (00 A7 AR B 90 4 B0, e 2 0 AR 45
M2 41 Syndecan-1, HS XHASE B WK 5B S
SPEA P58 MR E 2 1T (acute physiology and
chronic health evaluation I, APACHEIl). FH#E
T TES) (sequential organ failure assessment, SOFA)
KRR AR AR VAL AR REAE M B AR B B IEAHOG, R
KHEDICYH K& ADICHEFH HIHA K Syndecan-17KF-H
A 2ES, H50EER55E 015 B [E] (activated
partial thromboplastin time, APTT) . #&E IfiL fiff I s} [1]
(prothrombin time, PT) A Ifil/]Miz %2 B W 1EAH
o Murphy % FE W 4% (1CU) I R T HLBGE
A MEEERE B8 TT R I I A B, 0 S e e
K Syndecan- 1KV A7 B T U & A= 8% B DI RE R 5
FAT AU T AR 1Y R o Rl Y — AT ST R Y
Syndecanih 5 e REIE UK IISOFATESY . AR E Ji
T R Joy 5 IEAH

HEAh, Nelson® ORI & B, MedEPE IR 5
M3 HS B HAZK V-0 BAE T+ =5 4%, 7E90 dINFET™
(¥ 28 2 A B HS R HAZK S 8, B &3
5&‘@?ﬁéﬁﬂﬂ@fl\%(interleukin, IL)-6&IL-10|§"J
AP IEAHSE . Schmid e B i R i 5 e 25 AR
vEE A BE24 hN B FRIIEST BUE b, R ISR
SERE IR P AYHS . CSRHAYIWI T, JFrlE
NI R A B KBS TR R . LA EBFSER
i, Syndecan-1. HS N HAR & 18 vV Ay B A7 45t
) F B YRR EY . SR, Veong BT K HL,
AR ANEE 35 B9 B B IK 8 2 0, Syndecan-3 .,
Syndecan-4[1) # ik 5 T Syndecan-1, Syndecan-2,
LLPSKIL-1BMIFS , W 4 Syndecan-4 1) %
A A, Syndecan-15 Syndecan-2 %) ik & .
MR AB— TGS PE LA S A B, e i
%Syndecan-4ﬁ"]£ﬂl§§/§§#%%ﬁﬁipﬁ[mo
2.3 JREEIE BOM S N BB B e AL Bk
BEAE P B Y R AN M R TR B VR
PIHLE 25 TNF-o . 5T 4 )8 & H B (matrix
metalloproteinases, MMPs) ., JHZ if(heparanase,
HPSE) . {fPE% H H % (reactive oxygen species,
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ROS) . Zat G farad B | L4525 B 38 B i Il AR A G
LA K.

2.3.1 TNF-oXT S B HLH  TNF-oJ& R E
RAERBAREEMRRE T, ANMUGEHESIC KA
Mo or b A T . HPSE ., #H 8 1 M HAb F s A
fitg, 0T R 2T 2 R S T, (R PEHSEE
fift, A L IHMMPsF A T Syndecan-4/Pi Y5, 1EAL
PR, SEUARE BRI AR 0 RE ) BLBERS
(] At 2 e il AR B, (Lt A i 26 f
%[34-35]0

2.3.2  MMPsXPHEE MG HLE]  MMPs /& —235F
MM P KT, PRI DL . I B P A AN i A 3
i, TG MR H £ R B T Re AL B K AR, Bl
45 4 6 M AR BE 75 B0 . 7E SRE IR R k4
J . PR R A0 R i A S LA it 2 BE # A MMIPs .
MMPs i 2R 0, 51 GAGSEENLT .
HHFFEUESS, MMP-1, MMP-9%f CD44 347 2L A
AP, YangZE PR B, 7R H WL (CLp)
5 MR AE 1Y /N BB RS, AT ME CD 447K 7 KR
Fhim,  H5 05 P9 R 20 B e B RV N B [ % B 45 4 25
LR AR, s R4 8 & A EF-15 (adam-15)
JE DR B e IR 2 0k S A, i) R ihadam- 15 5L K B
[1iaB2E )| L R Sl NI R N 2 S S S 2 08 SN I
adam-1SHYKIE, fEMIHE R P CD44 X RS
N, X EEIEHE R W adam-1SAE A CD44, IR
WL LER B CD44 M NS T A S E] 34 42 A ity
N B F5 %0 B 11 -B-1% A B 1 (VE-cadherin-B-catenin)
AR AL, T3 P R 20 i 18] 285 B o 482 0 B
PR, SN ESEE, SIRHALUSE AN, 1Ak,
Ramnath%[”]ﬁﬂ:%ﬁfﬂ , MMPsZE L4 S 28U
INER PN B2 Al Syndecan-4 /B 9%, M1 S5 30 F1 IR A9
KA, iz FIMMPs i 7)) g 2 i 4
2.3.3 HPSEXTHHEMBGHLE]  HPSEZMHFLsh¥)
Hh R — 0] A HS B, e REAE IR PILAA
HPSEF k3N 7F 4 A FR8E N HPSE 35 2y P9 %
s bR AR, FEIEEEOL T, HPSEME 3+
T pS38 H (protein 53, pS53) o WK i 52 21411
H1, TP T ROSHY AT i HPSEfY #2354,
B WA R /M HPSER) 333 5, Eustes
SR R B, AT SR /MR P HPSE I 6 3A
RGeS0 . KiyanZ ik — 2058 & BHPSE1
A S a e FEAZ AR L BYHSHERE , BRI HS
F Bl i 5 TollBE 32 /44 ( Toll-like receptor, TLR4)%%
B HF-kB (nuclear factor-kB, NE-kB)J&JE il
B, SECFIFMMN FTNF-o, IL-8, IL-1B KHE/E
B, AR F XU TR BURE NS TLRAA 5 1 P 2
LG LPS 1) S AE F IV o
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2.3.4 ROSKPHEZRHIOIHLE] N R A0 i RERE 7

A Z R AR BT Y, MOE RN . TE A A
T, NEPROSH ™ A K N IRPEST AL XTROS Y
THERAL T3P, W45 ] LIS 5 SOD J B I
W3 4 AL I (xanthine oxidase, XOD)iX M # 3= Z 1471
SEALRE, PR a] LU R R S A AR, 4ERRNO
LY FI TS, PAMPs FIDAMPsi i #5151 52
& (pattern recognition receptor, PRR)i/5 PN K7 4 fifd
Eﬁiﬁﬁﬂ/ﬂl{os&?ﬁ‘@ﬁ(reactive nitrogen species,

RNS). BRILZAL, fERYIFTUNTNF-«, IL-1a X LPS
Ao A T AR T s A NADPH AR L R
K EEE S ERR O, A B, (R BP R A—SALR
4 1 (endothelial nitric oxide synthase, eNOS)FR T
ABENOSL, AR KE O, . ROSA B ANHA
PE, H R A w2 A 5 A B A S
HLVMEMIE . BIRECH IR FSF 454 . KEROSA
AL EIEE LS A 53, 3 [l 0E MMPs 1Y 16 1

FEMMPsZH 2 4 J& 8 B ] 7 (tissue inhibitor of
matrix metalloproteinases, TIMPs)ZJ:{f, #F— 1k Y
ML 9 R A0 A5 . Jackson-Weaver %5 i fiff
FERB, TSN IR 0 N JGe i kN Bz dn i, e
(R B IR 3 F R 4™ A B ROS A 79 5 I T ) =
W& LB 2Z A& (inositol triphosphate receptor, IP3R)
BRI I Ca BECA G, IMTARXS T B2l i) ik
I R SRS, e AP T PSP i £ T Dy P

PE/RROSAN B I8 BN B B fi, Ca™ BEJiL . ROS K
MMPsiit 2Z (8] i) BARBL A 7 2 — 2P 5T

2.3.5 A syt PR A L] e EEAE
B TR 8 AR B A AR R AR H Y,

T AN AT B TRk A E R I B ) RS K
RO i, AR B2 g R ZUK M

B R B J IR EE AN BN . Hippensteeléf%[m
WL RS R B S AR e REIE R L e SR
FET- B WML K HSH BE , I 22 Ju et [l A A Y
A3 AT R K R S R HS KR Z A &R, IESE
TAHEEAMA ARG, SRR Y BRI RS
231 LB R A R A AR A o X R I A L
B BE S B0 B A R K (ANP) 43 ib 4 22, i i S 250k
A G, ANPH] BB T cGMPAT 5 19 28 1K fiff
A S B AR, (R A T

AR, S MeREIE B N e s e 4 AR A i T
A AR 2 R P B R R A, WTRE S LA R
JEAAT 5 (1) 1L A8 3 PR 3K 1) B DD ) {fi MMPs
5 Bl ) ARE RSN )i S AL E R
B EOE , AT RE S HSH BRI A ¢, (3)H
FEVHOTEAG P 40 0 0 5 R A S (4)
ANPHE 2 SHBFE A, MAh, Meapie i A 2

BB WAARTE ST T X0 W 32 AN [] (9 5l . A7 ISR
W, M TS, BETER. AEA . B
VA VR I R A AR TR P AR B
SNA B SEER RT, AT SRR, MEREAE B 1
MR T ARREAR 5 A B 45405 B itk I et B o 2
A, i PRAJEZE AR S i U 1L 00 e T 28 5 D 34
Syndecan—17J(E|ZE{E§[mo

2.3.6 LA R X B BALALE] 7 A E R
T AR AR 2 122 (Ang-2) . Ang-2
SR L7 PN B A MRS A 52 AR (Tie2 ) I IR PR S B0
Tie2 2 PN K AH G 32 1R I 2 IR VI . BE B I A8 21 i
%.1(Ang-1) Wi , Ang-1J% Tie2 5 B 11175 7% WD)
REANPT AR FF 1 1 EE =Y BT . Ang-23 44 5 Ang-1
SEAPELS G, Wl Ang-1-Tie2 FUFHT AR M H . Lukasz
SEL B, FH Ang-25 A B K A B 40 A e ) B gt
FTAbFR, ¥oyaT BN K A0 R TR B T, AR AP
Wi s H 5 Ang- 25 S AN/ ILHS A OC, RN
WESE AN Ang-2 AT A HS 5 | /S 1Y Y B2 B 38
SRS AR KA B . Drost%E ik —
AWTFE R I, LA REAE S I v A BE B Dk Y
B 20 ] i O 7%, I Tie-23 877 VT K Ang-2
P LL-1on MR HS Y B N i A HEE
O1(Forkhead box protein O1, FOXO1) A%, Wit
LR

2.3.7 IR BEEARAH OGN MR X B 4 AL
AR R BT A A A L I/ DR S5 TR A A 4 L 25 11
EHEHA — 226, B, Hiid
BV IR DG A LRI, T R A B kA
200 78 A 0 7 T TN B 7K A T 20t . Zullo %5 Y
FHBENLOG 7 g W e R B T S R B, B3
T O0 T W B AT i b B A0 s 3, T LPSHIE A
2 440 BSR4 Vs WA B BRI G2 3y, Weibel -
Palade/]MA (Weibel-Palade body, WPB) A ¥ il {4 1Y
JRLnk VRTINS | 2 2R B G 22 1 5 0 e )
K, UNG-HE-L-KEAME LR (NG-hydroxy-1-
arginine, NOHA)’ﬁEj‘?NOﬁMZISKﬂHJTlXﬁJﬂ@uj:ﬁzﬁﬁm
TR TR, A EERE /N U AR A7 . Song
SEUVE G R B, A B T VS A S 20 M 7 R
B M, A A TR B BE R, TTWPB
ZINAR S T A 18 L 9 R A R85 D) 52 1A B 4t i 32
FINTER . A IEE I AE PR BT U e i R Y
N, AIRETESyndecan L CD44 i 7%, & BB 2 )
BRRIE, [RGB 46 J 2 1 B ADAM- 1755 fi 2R
R, NI HEERE I RE 454

3 WEMRPREE
ST W SR AR L AR PRI BE 5 TH B A



DB 0 Ry MR i A T T, (HER S
WG S IR L TR . AR A
W, REWMEREZtZzEs~7dAREBE, B
T3 2 43 BB (R R R b, (R S LA 4 S E )
RE BRI AH T 220, o 4 J6 8 52 B () iR o o
T BE T AE R 5 B F AT X 32 A )
IRIT MG KRB e . —JN P IE B AR, )
— AR B

3.1 PiabWE SRR 25 X BE R A X B
YE R 25 £ AL FEPUEE LB . ALV S AR B
ﬂi‘ﬁ%?—l(maresin conjugates in tissue regeneration 1,
MTCR-1), JFZE . &7 45 (SDX) . #i% % (BBR)
I 58 FF B2 (tranexamic acid, TXA).

3.1.1  PUEEMLEE  PUEE M EERR T SHSE A A
PEPURETG RSSO A B TR ik e Y, &
B KB, FE R RAVN R EER R, S BT
BE ML (recombinant antithrombin, rAT) ] & 3% X4
R TER, D R R T IL-1B AR, T RE
TRMEREIE R R, RIS S H G T s, 5
DNAMES | vighi 4ERFAEAH G BE 2258 LM, RW
rAT AT FEAE HEH 75 40 IDN AT 1652 175,

3.1.2 MTCR-1 MTCR-1J2&—Fl L Wk 40 i S I8 1) fig
TR, HAMEHEH S KA B VR . Ll
W5 &P, MCTR-11]3# 4 ALX/SIRT1/NE-kB/HPA
8 R L P S5 9 I 2 /) BRI 6 200 1l 45 P9 Bz 4
MO A3, N JEHPSERY FR Ik ] & IR HS Y
A . NHINE-«B p6SHYBERR L, MM b 9 % A
TR, KRR .

3.1.3 JFZ LaRiviereZ5 R A, FET#5
PULP S T 09 e 1 0E /)N BROME 28 L - HS I [ i, 1A
HPSEREHE MIMMPs [k, SO Z i i HPSE
PRI M R 2 A T R AR A

3.1.4 SDX SDXJ& M % Zh I v 45 B HS 241
Y, FEM NHS DS, BE4R AU a4 1Y B
&, Dhse gt gs A 09 5 SR HP SEXT B 2 HS 1) i
W, TR AT 58 55 5 MM Ps i 4243 745 74 v (1 5 45
HEAEAMER, A S5 I8 G B,
T MMPsFIFE ] o Song 5 “IBF5T KB, 1E 1
BEAE /N AR, SDXBENR /D HS K Syndecan-4 1)
fife, LRI AE M B IUAE A& A J5 2 hiE ST SDXA HA R
RN . FIRSDXREINERME 2B 42, $2 5 e BE e
INERAFIE 2R, SR SDXOU A 22 9 AR 37 VR I AE I TR 3K
5 OB A 1 B 8 RS

3.1.5 BBR BBRJEHA £ 5 2 HEH M 2542 HL
Vi, FITE2EE B . B PRI S sl koo i i Ak A
P ZAETLR . PUA BT T IR TR .
HuangZ: % 3L, HIBBRAFLPSYE (4 7 4EARDS
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/NERIEAT TOALEE, T A S 98/ A B B ¥ Syndecan-1
KMHSHBE T, 8 M 5T w5 A AL SR GA b
TNF-a. IL-1BXIL-61Y77 4=, I NF-« B i
W, PRANSZIGUESZ, BBRAEHN HILP S A9 A%
FRIK P B2 A rP ROS I AR R, T I8 & It 25 1 1
MMP-9ZRIR,, HIBYT N BB 32 4R DG $ 1
THTE R

3.1.6 TXA TXAEZ RS ABEEF], Diebel
SEOE g R, DAad SR A (H,0,) 3R E AR 20
PN O e SN G TN EI D=9 PN
TXA, AIWLEEEITXAM i M ADAM-17 & MMPsf)
VT T B LB A, A0S S 0 g ke
ORI E AR R, (E7E 40 32 20 AT 35 000 8 1o
60 min 7 X A PR TS B 5

3.2 RIFFFEEENAY) XS E A R
FHH 25 %) 32 240 45 W 5 4 2085 - 1 W5 R (sphingosine-
I-phosphate, S1P). JZFAEAH i f: 1< ¥ (fibroblast
growth factor receptor, FGF). MEVEZ . LMk, b
WA

3.2.1 SIP HWFITIESL, FhFofiid @ or 2%
JiT 12 (HMW-HA) 5 DS 55 AT i 9 B2 B i 48 2 ik
Y AEARSIPHEERAZ —, AREAK
GATRGRFE W20 43 vhals B AT 1) 2 53 A7 L AH
AR, IR R E o Zeng SIS &
W, REFXFERREEAPIFEA &AM ZSIP, SIP
A3 o 45 A AE N A0 R R R I S 1P 1 AZ AR 1 il
MMPsTE P, DI ZERE 04 (1 58 2 . AE Al sl
ok 9 Kz e ey, RS 1P 12 AR5 BT FIW 146 1] i
N B 2 T 1 CSIR 2 2986.6% . S1P AT fiE i/ Sydecan-1
HS K CSAFE MU 1A i, B H5 S 2 o 72
AT B PI3KAM il 7 LY29002 BB, 2 B S1PAIE tEHH 2 A
A3 I At PI3K/AKT BR A S .

3.2.2 FGF FGF{5 7l B2 N i i i e &2 i s 2l
IR Yang iz FH I 1A S AW s LB e 2 /1 B
BN N AR e R, RIAER LA
JHeBEAE B, i PN g A0 RS A i i AR 55 R HS
A AR L 55 B Bl exostosin-1 (EXT-1) A %, [A AR
31T AT A A0 i A 4 T2 AR (FGER) LI 38 5 Jie
FEAE PR AL 5 18R S EXT- 138 A MR A ¢, i
R i 7= A B HS B B RE TG FGF, FGFiliid 5 FGER
A WIEN SRR E S, SR e dEES
FA R, 3R S T M I M T R R MR AE i T
TEIRITIR IR .

3.2.3 MEWER. LEBE Betteridge VIS K
W, R R 2 —, E TS
HZ b, ZWER R EST6Gal-1IfEfL, fEF 4l
JiL Kz it /AR R R L PR A BT AR T T T S s
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P B OCE LR R R TR
Kazuma % B 55 & B L Gk 0] {2 30F 22 1,0, 4
KR FE KA 40 0 FE A, I R el R
ST6Gal-141 3, EARHLGI AW, wT GeVS ki
PRATPAUR S MRS IE 8 | 178 P R 40 B A R 32 Ak
Ko HAAR 5 0945 5 IR TN o T 9 Ry 45 1 R
T 245 7 JWe B A I P B A0 405488 5 v g o T 4 1 T
L&,

3.2.4  SNUMA  HMIAAIE A AL 530 B AN K G
it SR AE S o E AR S A A R
S A N B 53 i i o AN IMA L ZE Y 4311 AT A
THARW R AR, AR Jofee b &
BB, X R AN R R Y R
RZGWE ARG, Syndecan- 1/E M A A 32 2 i
O TE e RERE I 2380820, Zhang 57 g T 5 e
147N BRI 6 200 AL P 1 200 R 35 i rp 2 g A
FEXFLP S5 T 18 e 2 A 2P i 473 /0 BRU e Ik e 59 17
it F ik Syndecan- 1 g i JE F (1AM b A, 45 5L 7R
AL D RV FIL-6 . IL-1B X TNF-affy A=
DL KD B2 AR e R T AR S A s, A B TR RN
8 St S R =Y [ E AT i‘XESyndecan—lfgﬂﬁ
Jey il %k & BEFLFFAK (focal adhesion kinase, FAK)
RhoGTPiff ##1if £ 1 (RhoGTPase activating proteins,
RhoGAPs)p190RhoGAP . il il FiifRasH: 2 [
RhoA(Ras homolog gene family, member A, RhoA)}
NF-«BIY Ik LIMEE N B RO e A ¢, s/Fal LA
BCARTT 2V 0 T %6 .

4 SBHES5REE

5 114 58 BE A e R TR B A 1) A BIL A 2
—, B RTEAE MU PN B B B R . Bl R
SRR S, B I A P B AR 3 v 4 T £
SR Z A ASSOG RIS AE e REAE LA A Bz 453
Hh BT T 4 A1 €8 SR ML, R i 2 A X AR
O B A S SRS AT o WIS A R
T LA BEBILHR 4 TSy, WS A et/ AR
55N B A RN L (R RS R, (8 P B A0
R LR BT I A7 9 4E 2 O . TN O RIS,
LA PR H S Bl 2 0 A o B 2 R R 2
TR, BOE TR SAE I, SURRMEN TR,
X LEH R T BRTAE B AL . TRAPBE . I 2
FORE = 5 AT i ] e B AE 5 R BOWUR LA B T . BE
IMZEFL AR BOK PSS, A8 B s, /8
HEAEA, B4 T MR AE B i BB . {2
KT W BB HL ] B h 7 $ a5 S 1 2 R T 5 1
— L IRABIE
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