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Role of oligodendrocyte precursor cells in myelination and remyelination: recent advance
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[Abstract] Demyelination disables saltatory conduction and leads to neural dysfunction. Remyelination is mediated by
oligodendrocyte precursor cells (OPCs), which are widely distributed in the central nervous system (CNS) of adults. A better
understanding of oligodendrocyte biology, mechanisms of myelination and maintenance of myelin sheaths, and the relationship of
failed remyelination in the CNS with the number, migration, and myelinating ability of endogenous OPCs, will greatly improve
the remyelination strategies in chronic inflammatory demyelinating diseases, including multiple sclerosis.
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/b i 5 41 i (oligodendrocytes, OL) J& FR X #1 42 R 48
(central nerve system, CNS)HE# 19JE L4l ffg . L% 1928 4F
Cajal Wi 5 WHFL3I W) CNS 45145 38 A T AE B8 1, Bk 8 2 1 8L
P& 2 W, OL BiR 40 M (oligodendrocyte precursor cells, OPC)
RE S A2 U A6 45 09 T8 B AN T A=, B AT B A% #5 (demyelination)
R RIBEE . ARSOR LA £ & M fE (multiple sclerosis, MS)
SRR ), 2Rk OPC 78 B #5881 b 72 05 T ) BIF 50 ke
1 OLHKEIR

FUR L BEXT N OL (A4 9 2 F 58 56 0 L B 368 ik 0 2K s 0 1Y
AT Y R B & ST A OL A7 2k 5] % 41 44 i (common
progenitor celD) ; B H1 I 42, & 22 ok IR (9 K 7] 19 OL W0 ¥
(subclasses of OL), T A.7E & & i # v, A 7] /) 20 98 i o i
PRAIM % (OPC lines) fEAEMI 384104,

2 OLHZETHLH

MS 8 I 4 AL R BN R OL 3R 5 &% .
993 KL R AT /4043 4B 3 IX B OPC Wil 2 5 1473 5 19 4R 0 I
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N BERS AL AR BT R A . © ORI OL JET- ML 3 %
LG LR,

2.1 XHEMAAREFEAEA BEFE CNS P EEALA
PR 203 0, S AT A R G B b DG AR =L T B CNS Y
i ANE &, OL nf 3 3 4K 8 /JE K 3t caspase B 48 , AM-
PA/kainate 52 {4 3% 52 55 HLHN 47 1454 S8R N IR B R
A F R T B S OL % AR do s i U % & OL JET,
T A SR R RT3 3 22 A A AR S 58 i 48 00 A0 I
RIS,

2.2 wmiezom BT 40MTEEYE T k40 M (eytotoxic T
lymphocytes, CTL)H7,CD8" £ R iy CTL REME L o< %
X MHC T B9 CNS 4ijfe, ¥ A CD8T CTL ¥ i i ¥ £ T H
b T 40 B0 B 5 7F 48 0 I K CNS 3B A7 P 28 #4995 ], CDS ™
CTL 5% B4 3K il 2 3 405 5 /I8 e IO 40 g/ B e 40 i LA &%
CD8* CTL M 3 i % V) AH 3¢ ; 46 ®f A8 98 7 5 1 (muyelin basic
protein, MBP) % 9 CD8* CTL W% S MHC T FR#I#E OL
F9FFE P ;CDS Y CTL i g% B 82 LA H LR S 2 BUE 7K OL
VAR L A AR A0 A S T 5 O 32 A K OL AH I 1Y TiE K
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ZEFL R S HLH A 5 40 M R 505 S 8 T B R MHC R
HlE OL 40,

2.3 NO A 7 M £ (reactive oxygen species, RO NO
FEVR T ML BRI/ ARCEESE SR RN T B AR
TERL B A2 TTEUR 5 NO BYIMC, TER SR F 1 2%
A REAE AT NO WE AL S T 20 MR T il
Ji B 3 37 M LA K CNS & E S0, I T A1 32 J6 466 8 52 07 OL
LA B 5 8473

NO 7] & # 50 o 8 S A W R, R M &8 . NO
A 3RS B, b oNOS T i 45 0 & AR E R T
CNS. M2 T8 K N B2 40 i 5 INOS 78 4 5E I i %35 B 37, 1
AN T BT AN L B Al R AR A NO 3 £, it
CNS o 5i HA il 2 58 V5 10 & vk BE NO 51 & i T, £ 20
iF mNOS #1238 42 981 Bax M Bel-2 £k, 35
DNA $i#5; J p53 #1% , Nl & 3 DNA B Z s 1=,

ROS Hh 5 4% 41 i 55 % P9 B2 A8 B /B F ™ 46 7T i 3K BBB

SERETE T AU R CNS B, AT B8 %% e 5 40
J e B HE L I i B A% AH I s MIS e kR SE L 3 L OL BB
o VR 5 g T .
2.4 REAR TNFIOU TNF-o t1 3 CNS /N 5 40 i
e B AN R 7 A, e MS BYIE S 4k, TNF-o ¥
BEFE, TG K YA OL 4 15 5% 38, i Hl
caspase-1/-3 BIVEFH N AT £ 4" OL % F TNF-o« " S HFE T,
MS RS 40 it 5% 552 0 % 3L, TNF-o AT A3 i JNK 3 30/NF-«B
wREMT OL,

TNF ZKEE) T B R Fas B & (FasL 8 CDY5L),

AT FasR M = RAE S I, S80I RE T /51, 718
PE MS 9 1] L 95 L X /0N I T 200 B A8 B A0 M FasL B B MG £,
FasR £k 2 M H BT OL, BAMEEW, TNF H X
RO 1215 Sl 4K (Apo2L, 8% TNF-related apoptosis-inducing
ligand, TRAIL) } H:3 & TRAIL-R %} OL By - K %177 B
HEERE X, WK FasR Ml (80) TRAIL-R, A & 4 p53 JE
TR, TR 3 OL.
2.5 TFN-y'#)  IFN-y thh NK X H T 408 .CD4 " F1 CD8 "
CTL % T 4R 55 = A8, HoAR S 5 0k 42 42 % 45 st I T
FIAS S, TFN-y o] 3 i 38 0% R N 53 ) 38 i ( pancreatic en-
doplasmic reticulum kinase, PERK) , #f— 25 #3% OL Y N i
R R O . 7E EAE EZAERT 45T CNS A& it IFN-y BE#5 2% 1t
PRk UE AR b il g & OL 36 1=, B By A 46 5 5 % . (8
IFN-y 4= £ 25 25 0 a] 0% S e RGN TE MS B . IFN-
y T 5 FasR Rik AT FasL S0 T2 OL 1Y
20 H SR

3 OPC 5858® K

OPC B ZHE 5 A S, . W B 4 F g
£ A F L/ AT A A2 4 A7 (platelet-derived growth factor,
PDGE) ., & £F 4 40 is 4 & B F (fibroblast growth factor,
FGEF) T 40 M8 4 K A 7 Chepatocyte growth factor, HGF)
S 1500 T M0 netrins A1 WA R 5 F s LA T CXCLI
&, XUEHFTEOPCs WM AR AEEEEN,HEE

MTEAR 0V F Oy 3038 R S 30 AR 35 % 44 3R DL GBI 5% B[] A8
MR TR T A7 E G i, OPCs WY 3R 380 32 42 fi 40 1 AL W1, 4 4
it &1 5 J3 2R 7 440 i 2 T 4 L NFAS R R A T

OPC 43 fb it OL, OL JE i 6 8 32 i ] 71 25 (8] X 3R 19 9
2,338 Notch 1 Z2 7k 5 H AL T4l 58 R 1l A AL AR Jagged 1 LA
B y-53 U0 W 6] 1) 15 5 e /R S . a0 Ak i SR LBV OL R
% 7 4 B 8] YT B RE A L — LA Ak B, R K K TR R A
FIRETT . OL AN fif Bt 20t 7 1 22 400 it 2 A J&) Bl 8 Jo e, —
MR AR R 0.2 pm BRI HEATRERT /L. 10 EL, OL 40
£ B % 1) Sk AR MR, — R FE 12~18 h INFEZE T AR, 5E
BURE AT

TR 0 2 256 32 Bl 28 ST M PR AR . el T RE B e TR) AR
SRR A L A 2 G A R R TR A B P R L AR
BLHISZ 2% . anBERE IS 51 25 F1 (myelin basic protein, MBP),
38 3 H mRNA (1456 Bt §5 32 % 58 A, 8 11 B8 5 & 11 (proteolipid
protein, PLP)/DM20 W F| Az ¥ & Al id 42 38 1 /)N i1 32 Fay 5]
BEWS X A2 R EMZ A TTESTHIE, ELWE
JCHIIEFE W, OL 3 ik MBP, PLP 12 7L b 2 # 248 Bt i
(galactosylceramide, GalC), PLP KM THRMHN, 1A
R0 B9 —F 43 Fl MBP 8% GalS 3652 i T4, 24 OL 5k
2oL [F 15 32 B, PLP L MBP Hl GalC W) 3 8] 2 57 F 40 i i
S T S L AR AR B MBP B9 7 #E . MDBP 3 s« 25 1
Bt (vertical membrane coupling) ”fili AN [F] )2 i 6 Y % % &
T, 38 3 K IR AW B Chorizontal membrane coupling) 7 7E 7K
ST I R BT AUR B4 . FET AT G oL R B SR 4T L OL
3k PLP, H 2 57 BI85 40 Bl N % (Cendocytosis) . #EZ M £ TT
E5 )5, A0 M P 4 R KT, PLP %% ok 4F T M 52 & Cendo-
somes) /A B R 5 B M I . PLP 1938 i i 2842 7R - 76 6 4
TE 1 22 T 0 IO B 4 — L B I B 32 A L RO L R AR
Y EAE RS,

4 OPCEHE#HELE

08 A P A e 0 Y oS PR R B AL W R R T g
FRAEMBERS S5 E R BE A L B LG LA BB & LR
e 5 2 AT LY
4.1 B BFEAEB I ERRmE ST Y, BN AR
B FBRIRANE A OPC, IF IR . EH kAR Z S
BEMS ALY OL, ok W8 Sy 1 i 40 B, 77 LA 2o 1a) 19 J0 3 A 36 5k
LacZ (¥ )5 3% i 99 # 3 F IR 45 43 92 1 55 s B A OPC 78 431k
SR OL Hi . B8 8 10 i BB s &k . AH HEZ T L i OL R
G334 ORI GE 5 RS HE BB R OL 1 i X B Al A # OL 4
JitL . T HE Ak S s MS 9 k3R A7 1 UL OL, A S B0 B 3 )
i s s o L
4.2 OPC #g s 0 BER R A 05 — 22 &R E OPC
AT FE AR B 1k 7S B AR b T AR 3R AU (regenerative pheno-
type) , #0A R R F 2 ALHE 41 LA,

4.2.1 DBBBmEMW/KIER N BER A 3D
52 I 240 i R T e ok 40 L A A TR s 8 O A A
5 BBB. WAl REIE 1k OPC F2E R . 40 7€ M & 1 3 405 Cn A
T 2 405 ) R R, /0N JiE T 4T R 2 A e R 4 e 3 9 AL L {E
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NG2" {5 OPC J& = I ; T 4 i 2 7 5% BBB B8 I 15 &0 AT i
OPC, 3 i5 i iR
CSPG) , 5 NG2, ¥ 5% H F Olig2, NKX2. 2, MYT1 LI K&
SoX2 &%, i HIE A& 2 & A WU I i kb R F 554

4.2.2 szzrﬂt)im o EE WA NG2' OPC 760
SRy sk 55 AR T M HHEAT A0 43 2L L 1) CNS W 5B S 52 Y
ML A 5 BIE OPC s 1 4 I | W 40 B LA B 1t /Al 34 B 3 1k
OPC,

4.2.3 RERME W A PDGF.FGF-2,EGF fil TGF i
1T OPC K5 38 /- 4b it , Jo ik i 46 OPC, i 40 fift [ F TNF-o % [
{2t OPC i1k, 118 CSPG Jo H & NG2 [#35,
4.2.4 NG2"OPC BN OL 40 Z /9 B IR, 78 25 1 K I 48
HORHEDIR A R, NG2T OPC 18 R B K Al 1 i 41 21 ¥ 7l 35 4=
OL,
4.3 OPC #y 32&£ ik /BSR4 OPC M4, 52 4
i JE R S 8 1 p27Kip-1 kKR m, AL R,
PDGF-AA FGF-2 5§ 1GF-1 4 nJ 3l 3 37 £ % )L OPC ¥ 34,
PDGF-AA fl FGF-2 m] il # OPC i £, b m 39 3% st A OPC
HIP 3 (A OPC [ I /) BE 2l P K B i 25 A% F 37 28 2L L
BRI, BA DA PDGF-AA K FGF-2, W] fifi B A 86 ok 4L
M2 OPC [T BE B b 18 3k 21057 A= LI 7K F
4.4 OPC o5 afisAm A0 BEE AT RAEM T4
R TGS TE A B L A0 5 0 B 28 0 58 HLPE FE L B
Jig B R 2R 3k L T A R RN R s b W I S LT B A 4
FGF-2 A #0043 4k, DA i 300 3 4 34 0 3 B 9 OPC 43 1k
OL, IGF ZZ {55 vl il a3 52 e OL tH 40 Jid 11 52 el 456 85 72
T B 4 B T AR B A0 L R 3R L IGF MK B R, R
SN R K B, IGF AT 20 OPC 204k & OL 77 %, LIN-
GO-1 AT 53 _F 38 RhoA-GTP % CNS # MOG,MAG = No-
go-66 1Y ST LTI & 44 0 thil B 8 7 A VR . 7B MIS S 5% 1
FPRTL, LINGO-1 #i 4 M BE 9 A U2 # OPC 43 1k {2 #F 3
WL,

PRAE N 5 BB A DA G, X MS 520 gl gy R
9 A8 R kA AR AT I 9 R B FE VA I A L MHC T 28471
JE | 9% AE A S B 1L W AN B L DL B /0N S J5 40 F A 0 1 3R 4 0
Z 5T OPC 4735 25 AR /D 1 i kbR S 55 48 R R+ 3
BETAE  FE RS M BLRE A R B, B LAY OPC R Y3 7
A RV B J5 4N i 5 4 1 JBE B B R B, OPC A 9 38 (HI A
B TA 72 TC OPC 7 14 1 I8 &6 85 998 1 15 5 20 Pk AR 08 S g, T
RSN TN L & A B T AR 0k 2 A I A R A
TEHE L B2 AR E SV R 5 A0 386 0 1 A= L (B0 AL AR R 4R
B,

F R A A LT MBP MR OLs fr &
YR AZ AT -3 0l 1R K A Wi 1) e 38 AR HE R BE i OPC X478 | 4y
b | A A A A1 SO AR A

e B BB B P A R AR A — SR R 22 4, il A OPC
AR R I #5 KL 3F B R ARG 5 X B S IR T B T R R A e
OL & 7 2 2 v i 5 2 43 10 8 5 36 (4 L 76 B 49 79 4= ok 72 v 0
TRBE ; RE R BEREIE S R B BRI R K
JEE AR DG B B T B A R 2R AR AR R R T A 0

2 ¥ ‘B & (chondroitin sulfate proteoglycans,

B, MS o kb 58 ) 2 2R R AE sl B A L3 5. AR
AU KR SR R P Fh 22 S AR B RR DB B
BT TR T RE 5 i S AR 4 A K Y Sl 2 8 1 TR AR R O
T A5 5 A7 5, ICBE S 1A 05 T &, DU T e 5 R A o
T v A 5% JR 7 B 2 RE A BT B 15 5 A O, Bt 4h,BBB
9 58 BV 2RS4 e O ki B B A7 A DR R T 5
M o A 4

5 B 2

g [ TR . OPC A2 8 5 T B 1 32 2R JR 40 i . OPC B 4l
S S TLRE AR 45 4 CNS S R ERE M T A . o Bl
RO, Z 68t 2 AH 4l AR 0% 43 1k D 40T L B Y T 48 it LA
B OL, AW 4 R A, T AEAR SN R B3 OF 2 iF EAE B9
A 38 2o 1 K I 5 8 T 3 Bl 8 A 40 A, T A A 4 T
A T 200 A S 4 L AT AR 3 MS 6 49 J=) 348 3 1 48
5. RKWTGE N A IR T A Y B e 08 B8 0 A 40 i (8] e
TE BB L T A R R R R B A P 3 R A R
T/ B WA/ 1/ AR LINGO-1 #5505 1gM Hi 1A DL K 8 %
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