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PALPREK 1 AR HE VSRR B LI F g 05 e
A AE T B DL iR I 83l e
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(LB X FWEIFERH AL/ B R EREHELARELERE, L 201102)

Siath Ei CEd

(2] WEssi i (white matter injury, WMD) J2 5.7 JLINSI05 A0 B EE A, O g BE 50AR 2 B0 DRI
JTHTR AR A T it B o a5 s, P RS Bl . AT RN I RERE AT A M 2 R G0 R BRE . BRIRACE R
% (chondroitin sulfate proteoglycans, CSPGs) VE A2l /ML B & B A% 4y, WAl IR R e 2 IR M (5 il i, =
SNBSS R RAE S, S BRI B SR A K R . 10U CSPGs 5 WM G &, LA
KA S KL A TERIR , TR T 288 sUHE CSPGs 7EE dH i 2 v S M A i Th e WA h VR T,
e L )L WM B $ e s o [FRELRILAISRER, 2025, 27 (7): 875-880]
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Research advances in the inhibitory effect of chondroitin sulfate proteoglycans on
axon growth after premature white matter injury and its underlying mechanisms

TIAN Xiao-Jie, GAO Rui-Wei, CHEN Chao. Department of Neonatology, Children's Hospital of Fudan University/Key
Laboratory of Neonatal Diseases of National Health Commission, Shanghai 201102, China (Chen C, Email: chen6010@,
163.com)

Abstract: White matter injury (WMI) is a major form of brain injury in preterm infants. Its characteristic
pathological features primarily involve impaired development of oligodendrocyte precursor cells and structural damage
to axons, which can lead to the neurological sequelae such as motor, behavioral, and cognitive dysfunctions. Chondroitin
(CSPGs), as the
neuroinflammatory response mediated by microglial cells and dynamically balance glial scar reconstruction and axon

sulfate proteoglycans important components of extracellular matrix, can participate in
growth by regulating specific receptors and signaling pathways. This article reviews the relationship between CSPGs and
WMLI, as well as the mechanisms by which CSPGs inhibit axon growth, focusing on the role of multi-target regulation of
CSPGs in promoting axon plasticity and functional brain recovery, thereby providing a theoretical basis for improving
[Chinese Journal of Contemporary Pediatrics, 2025, 27(7): 875-880]
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the prognosis of preterm infants with WMI.

IR E N, AW EZER R4 R E
5%~18% AN, 77 A I RAREAUZHTE L
TR BRI, e 5 % LR LAt T (1 i B 5
DALY AT A i S R AR () & SR A R LI A7 T
R E R, L= L5 0 R R T W
R R ILT, 5%~10% iz 8 1)
RERREAT, 10%-~30% HEAHVE IS . LT D) RERERT |
AT R TER SR ) A S SR E Y A

[k HE ] 2025-02-07; [4%52 H 1] 2025-05-30
[PEA A ] 1B, <, WA,
LM E1EE | M, 59, #4%. Email: chen6010@163.com,

gt (white matter injury, WMI) 2. 7= JLE UL
AOIR 5 2 HE  BLp= )L WM A il 4L R I
DB . AN %A PR S B
FURTE U, 0 2 SR R BT A A L A 7R
B, SRR A R, TR R S
%, SEUMRAE RS EEEMAEITHT T BR
WEZEEHEM (chondroitin sulfate proteoglycans,
CSPGs) JEANMEAN LAY BRI, CSPGs Rk
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WG R R S . EEMLRAE, kS
5 Jie Jo i I i 9 A AL BELAS B L WML Al 2
A, KRR BT E R R B AR R
MR A EZRm 7, ARSCRSE TR
CSPGs 7= WMIAF7E B i e, A045 WMI 5 CSPGs
HIFRAEML . 5 CSPGs M 56 1Y R i 2 AR A5 53l
%, LK CSPGs 1£ WMI H 52 i il 28 A= K 19 7 AL
il o [FIRF, AR SCHET T 280 5 0845 CSPGs X iff
W ER A AT AR E EH,, BTE AR
FAHCB i R AR 22K

1 CSPGs 5&7/=)LWMI

1.1 CSPGs7EWMIFEEH
CSPGs 2 FH B IR 0 28 RO B 1 38 o L0
SEMM Ry FREEY, JTiZRIE T 4o
Frak AR . R R IE R B LR,
CSPGs i 1o A4 2 i HE AN 2 Al iU RS, 7R
AR EEREEEMN . P E R mi)E .,
GRREANM . /NI 5T 40 6L A /2 5 i I AH 200 A= A F
P r, 5B R B A A, B R BT
PRI, B IR rh o H B A 2 I o A
R R A 73 WA 1 CSPGs H* ' CSPGs F
PRI R RANE A AE oA ik, A /N B
YA . /2 I AE 41 AR RN I 20 A B, AR RS
P43 R 9 RE Js2 I H R 3400 ol il 5 A A RN P A 1
o CSPGs i i fiil & — R G5 5 43 F S Bl # 2
H, e ARYG GG . TRk
RAFFEEVER, R B ] o 2R 5% B RS ph 28
A HETHRIE L, BRdl 4l K10 CSPGs
FE R AFERE X E AR RG (nREE
FRE. MEEN RN, ZT0ENRE. 8E
IR . BERREE 1 R . OB R A&
JC-RmhT R 2
1.2 WMIJ5 CSPGs HIZ1k

WMI % )5, CSPGs By R IRAR (b — A~ 2y
Bt R, P M AR [R] B [R) A 9 2R 87K 7 DL AR
PSR B B B S A8k R R AL LT =
52 U FURh 28 o 40 B =z (B A AR EVE A, LA
TR R G kB A . BERR A R BE
R HCE R -D B Rt ph o A K, M2 Yiie
HEUIRME . P EE 1 SROME RN 2 11 RO 1% B TR K
BR-A PR H 2 -C 5L Il p e s AR 4
FEHTHEALIES KA M, CGaodE ™ ARG

W TR RE CSPGs A B 7E WMI K FRUIG PN A s 25 63k
B, BRI CSPGs BB N, H2E i R G
5 B2 45 SR 45 78 AN [ CSPGs i) 5 19 43T 36 3k i
JEAMFE . BFFERT, fE2E, CSPGsy LMY
47 BRAE Y S S B 2 VIAH O, AR B0 )5 2]
PN BRI IR GG B, IR B e B RS E . A,
IR IRFE F o, HAIEA R -18 (interleukin-1B,
IL-18) 740 Je VOB, e i 1 B T Jise ot 4
WAL I K AR CSPGs,  E BRI I RbE .,
SEAREE . ZUHe 8 R MR & L RN,
T SR A 2 1 B Rl 8 00— B T b JA 2 o B J
FhiE, X ATBE S R B LA G FEME PR
T, WA )5 AR N IS , MR R
WEFR IR FFELIG N 2 B4R, IR RS D0 T I BRI
Bt 5 R A BRI AU I WM CSPGs 3Rk
Hom, SFERG 0 FRIBIEA-F Y, R
CSPGs 7£ A B SRR sk i WMT PR AER, R
[F] 8 51 o3RI AL

2 CSPGs 7 WMI 5 #$l5H 3= 4 K

CSPGs il SR E N . AMEERNEE
R BRI, BRI RAEY BOFBLIS IR K, &
B0 2 A= A ) I A ) B B B . MR
SROWH T 3410 ) 21 2 o A 4 i 2 A AR 1]
PSR A N oAk, i I B R R i AR O
50 FLO6H A € ) IE R AL SR, R RE R T EOR B
WML 1 B0l 5 A K B Y SCSsEpILR 7o il
CSPGs PLBLIX A WL B AR it f ZEA4h 5, - Bk
RN HRPI AL . B AR > BERE
F W, A CSPGs #Y 32 1A 35 1 % & TR W R 1
(protein tyrosine phosphatase, PTP) o 1] 2035 /)N FlA
AU WML B A28 % 7 AR A, 2718 CSPGs
TENE PER S S T REP A IR E S i o . ik
b, FIRVARE R ABC FEfif CSPGs, T AE M5 1
AT Hh g i ST 9 CSPGs % il 5 A 4 9 0 i 12
M, eI RERIRE =

3 CSPGs # #ll%h 32 & K EIHLHl

3.1 CSPGsHIERZE

311 amieiRAMxEE FAk  HARTUR
M & (leukocyte antigen-related protein, LAR)
BERR MG 55 CSPGs 255 J5 , Al 3d o 3 75 20 15 42 1Y
2 A0 N R B A R, A o Al 2 A A A
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Az P LAR ME R 3 A B 51 LAR . PTPo il
PTP3 1, LAR I PTPo {3 T2 W4 58 R0, 2o
CSPGs A= KAl T b 75 B 2T 85 IR SZ 145 PTPS
Je WA CSPGs SZ A i il 2 A= 1< i i AN 1
R, WREM, LARSLPTPo RRT, 258
Fy e T AT IR Y T CSPGs Y3 JF: 1) Sh AR
Ko, B o e b 8 20 A A 500 %o ity 2 2 R g 4
TR =0 A, S| CSPGs-PTPo {55 1 i
EEPRTE S IEE R BNy SRk Ve eI (i S [Ya T
TGP Aol 28 200 i 1] A B ] R DX AR I A%, DT 20
LN BRI AT R = RSk,
LAR 1 PTPo 32 14 i 3 F % Ras [A] 5 5 15 W 1
(Ras homolog family member, Rho) A/Rho #H 5 % Iif]
W2 8 I (Rho-associated coiled-coil-containing
protein kinase, ROCK) {55l B IS, LLAE
B (protein kinase B, Akt) /A5 & ¥ B -3 8
(glycogen synthase kinase-3 beta, CSK—3B) {E5 %
140 M AN E 5 08 1 BB (extracellular signal-
regulated kinase, Erk) {55 18 & 19 3, NS
CSPGs X il € A= 1< 1y 410 4l £ JH 05 1 B A &
RO 2T

3.1.2 Nogo & # 1 #= Nogo % 4k 3 Nogo 52 &
(Nogo receptor, NgR) 1 F1 NgR3 7£ Xt 4 R4+
[FIREAE S Bl 22 T IR 32K 2 5 1 CSPGs A 3 i1
RAERKMEEFE . Dickendesher & 2 &K, CSPGs
DA 35 R JD 454 NgR1FI NgR3, BT 410 i i 2 A4
£, NgR3FINgR1 B, CSPGs X £ A f i
Ve AR, HLAE NgR1F1 NgR3 3 X 45 iy
N, PTPo 7 T IR RS I, i —
APUESE T NgR1 I NgR3 76415l 28 Az KA ] 7 Y
fEM . 2024 4EWFSTAESE, NgR1 Al NgR3 AJ i 4of
RhoA {5 5 i 42 5 AL Ui A5 o A2 400 ol b 22 2
K2 B H AR E RIS A TR — AR5
3.2 CSPGsHHX TilflE S8 K

321 RhoA/ROCK A5 A= K HE iR e 32
WUBhEE A AR B 2, KR 2 R GRS
RhoA/ROCK 3t i 36 - Ak ™ lis i, ml fe ik
o AR HE D LB R R Ak, BE S Ak 98 4 i T
e MO RUE S22, DN 5 A B3 o O 410 o el 5
A, Ohtake 55 7' 7E PTPo 55 LAR 54 4 1 fif1 22
TG AL K B, CSPGs 1Y i H I 35 35 1 3% Pk
RhoA (1%, 4275 RhoA fEM £ 7T P il /E ly LAR
HIPTPo SZ AR Tl L 25 S il %, H CSPGs Al H.
HAEHF PTPo o LAR 52 A3 RhoA {5 5 18 it .

Alabed &5 ™ [a] #£IE 55, 76 B AR B PR 2 oT
CSPGs Hl 3 3 RhoA 16 M7 51 2~3 4%, H T
JREFREE 5 ik A CSPGs 18 13 #07 RhoA Iz H: R i
RN 53 F ROCK, 755 Az A o3 157 5 90 1 4 22 2
Ko 24 1d ] RhoA Az ROCK #1111 771 BH. W 12 18 & 1),
B2 J I HP A i 22 28 AT LA 3 5 IR CSPGs (19 1041
VERT AR, 3538 3 0] Rho/ROCK {5 244 5
BART] LT CSPGs X 2642 p4m /e
322 Akt/GSK-3B  Akt/GSK-3B {5 5 i 1% 7E
A5 CSPGs % 1 28 Az A A 41 ) vl [ A e 30) o 24
FH o Akt F1 GSK-3B 1E Ky 22 G IR/ I3 & W g, nl 1k
N LAR 5 PTPo Z KW T if(E5, /35 CSPGs
ShA Ja X AR A EIER Y E Ak s Sl
B, RIS R VA R 2 B R LR &
R A KRG TR, CSPGs 5 PTPo %2
WEs AT, REEIE I P Akt T IR G SO0 A T 2R
12 (IR AL AR SRS 8 i R AR R . i
Hh, WELBY IR R A (mammalian target
of rapamycin, mTOR) W] {E & CSPGs I R Ii#15 5 7
TS SRA K, #R GSK-3B 551G 1]
AEIE LA H mTOR BIME 5% 5, UEMTIET CSPGs X
PR AR A IRIER 7
323 Erk  Erk [FIFERTE R LAR 38 PTPo 2Z 141
TUWE T o Erk {553 0 22 15 2 CSPGs A 3 3 ]
YEFRICEE, CSPGs 1T DL 3 MK Erk 16 1 220
PTG o Logun 5 V% W 9E &I, HFAE AL/ 28
JGTE CSPGs HlP T Exk 1 M 8 35 REAK, 1M 500 7
PTPo/LAR 32 A 8 [ 71N BRI i 8 56 v W) G BH 1 AR
b, ESZ CSPGs X Erk 16 VE (V8 #2438 T PTPo Fl
LAR ZR I IIEE . Yao 2 ™ [AlREAE WMI AL HIE
S CSPGs Al 38 1 2 16 Erk {55 R 0 i 2ot () 28
A, H Erk o] 38 545G AN A ) R SR 1140 mTOR/
PR 1 S6 Wl S AR IR TR o4 A R,
A5 LAR Fll PTPo 25 JE4E & SZ AR AE ]
3.3 CSPGs#WMI R EER K FR1ER

CSPGs A Z24E i R 4% ROAE SV, 75 WML 1
PR AR TP R G E T . SRR, CSPGs ] 1
B2 45 A o % 40 i 3R 32 1A, 1 Toll A 27 14 2/4
(Toll-like receptor 2/4, TLR2/4) . %[} 4> F CD44,
WG kB SR (55, BRI F o,
IL-1B8 RS, NI Bl R RAE SR B g ™
K, CSPGs Al i = e A i Ts AL A A%,
I ARE AT . AN, CSPGs REMSIH 1 3805 /INKE S 4
JIL R I 20 1) £ R BTG A L E— 25 I )=
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IS LI 0 HeAh, CSPGs AT 75 S BAA% 41 iy #4
(i AS B =Y ArS O S/ W <R e oY N
ol rpeMRE 20 B L BRUAZ AT S 200 L 1) 453 43 5 07
B, SECRAEGEEY KR, &g,
CSPGs fERAE R IA Bl . R S8 b B et &
FERLOIREVER, A 3 00 S g2 T 58 2k 1 1l
JE WML 5 R 25 fi A i i FE B ML 2 — o
3.4 CSPGs#WMI G RARIREE Hr{ER

CSPGs [ = 22 15 5 I IR I8 L AR e M4
YIM G o MR J2 A pf 28 R e it 43 ) i) —
IR, EEH RN RTE R A .
52 I 240 R R 2T 2 A L 5 2 S T R T A T
LA G AR, CSPGs i It Z AP ML L FEE
WIS fe2ebe s, BRI 2o A
ST REMR L . I, CSPGs Rl 1t 4y B 57 i
VE B il Al o AR R HE AR, S 3 o8 A K2 B
WFGTFE B, W6 10 1% 2P i Jo 400 Jifd 3 23 533 CSPGs
S5 BRIR LK, S 578 BN A1 5 0 2%
LAy B 5 i 500, T RIS ] 9 S B HBO BEL A A 2 15
PRI S  BeAl, i BRI CSPGs ATl ik
PG M4 LT PTPo . NgR 55431, il & Rho/
ROCK 15 53l i, B0k K HE 35 I A 28 28 KA
il — 20 0 EE sk 2 40 00 JE Y D) RE sk Ok P
CSPGs T IR I 1 B4 1 2 B B P X e 28 2R
G0 I el 2 D R B2 0 O TR AR5 LML
A Bl T IF 8 RUIE T R W O 0 AR O R A
il o

4 $BmiET CSPGs KM it i B BB A N2
ST HEZIT A TEE

FERRZTC SR A, CSPGs KA CHERY
RIVER, @t A A . DIRE S A5 R FT 5L R
M E R R AR . il , AR EE-1 2
1k CSPGs Wi EAL I OCHERG , I AKERL R fl-1 195
PERT DA S 25 /0 B R R R e SRR G, A
T E S 00 P B AT e I v CSPGs K F-, Bl
HXHh A K MEIER > Rtk
CSPGs A Sgs & )n, et E K+, #fk
A ¥ LUK LAR 5% PTPo 554315 CSPGs 9455, M
AR PSR e on i AR R AT R T ¥ X Sef
7R T W$E CSPGs TE M 28 0 S = AR K iy g
WIVEHT, NHEE CSPGs (R3] 1 T S mg fi it 1 &
B HES A

TE B A 1 Je i I B A 2 AT o D Re B
CSPGs I S ny ¥ E - . HF9E R, FIH K
R ABC I 7] T 15 CSPGs 1] i 25 9 /b i 451 43 i
TR R RE DA W, IFSCE SRR
iz ghPhAYE SIATIRE, (BT HEAA SR Hi .
3 1~2 JE P BR CSPGs ] i fF4l 2 4iE 5 iz it
IR A, TS B DR R R T s IR U A
5y SERAZ R Y, CSPGs ME Ay S 1T
CL2A5 29120 5IE, AR AT BE WML #2808 2 46
BEET RS . SR, CSPGs M AT fe 2 | % Hofth
A BRIIRE AR A, B AN ph 2 RORE TR FE L IR
T T R A0 B W T R PR BB ) CSPGs 1R YT R 42
11557 It
5 BRES5RE
HAT, 7 )L WML &bl i ok 58 4 BB
HAZ U PR AE 32 B 3 PR 2 5 ¢ S5 4T i 45 75 A
R AR AT, [T Pl 28 RE RN L i o i
JREIE S 2R B AR o ST WML BEHL A A9 42
ZeME B IGT F RO RBRTE, T3 WML AR5
A= bR RN AT TR S LA 2 B 5T FOS
OGS B WML S SRS 2 W7 R e 3R 7 B &
FLIRIRE X o

CSPGs 12 WML Ji5 ¢ B IR A% 0 4 0, 78
T 2 2 A A T BEL A Ao 220 B s T A v R P SRR A
. Btn, CSPGs Al 2s A4 s 2k, %
I RhoA/ROCK %5 N UFI IS Sl i, 5 ks
WU HES Z AL K HEIRRG . LA, CSPGsilid
PR PR 28 5O0E RN NS 5 IR 4, Al
FAERKMHEERCAE, FTReESBR 7 LWMLE
P2 A B RG SC B BN 2K . EAR RN,
CSPGs 7£ WMI i B o 7 v 52 0 sl 5 ek AR 2,
HHE ) T 10 CSPGs & 9 91 25 Uk 52 0] 2 32 i 11 5 48
RIFMCEM AR wGE , AIGIRIGIT IR T3
TETES .

ZE FRR, IRABFSE CSPGs /v T 1 4 2 4= K
TRIALR, SHARCT WL, KA E R
JLWMI TG, R4 R GG .

YEE TRk A ERE T LR R ALFE
BE; Smfb i LFESR; BRRA T LFME
BAFH
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