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Biological characteristics and functions of NG2-glia
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Abstract: NG2-glia are a major type of glial cells that are widely distributed in the central nervous system (CNS). Under physi-
ological conditions, they mainly differentiate into oligodendrocytes and contribute to the myelination of axons, so they are
generally called oligodendrocyte progenitor cells. Emerging evidence suggests that NG2-glia not only act as the precursors of
oligodendrocytes but also possess many other biological properties and functions. For example, NG2-glia can form synapse
with neurons and participate in energy metabolism and immune regulation. Under pathological conditions, NG2-glia can also
differentiate into astrocytes, Schwann cells and even neurons, which are involved in CNS injury and repair. Therefore, a deeper
understanding of the biological characteristics and functions of NG2-glia under physiological and pathological conditions will
be helpful for the treatment of CNS injury and disease. This article reviews the recent advances in the biological characteristics
and functions of NG2-glia.
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T 700 s o 25 19 NG2) Al N AR AR KR T 32 A
o (platelet-derived growth factor receptor-o, PDGFRa)"’
S MR e, iz S
ZAFEPIHFR, 12 RN (polydendrocytes). #fi:
41 (synantocytes). NG2 Fi{&4H il (NG2 progenitor
cells). NG2 #fifg 4%, (H T e ALK 5k 55 57 5l
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FEMR Y AR #2828 G2 T I SR BRG0P 23
M7 A TR ST A, DR S 30 A R DA 2 R B 4
R AT Y (oligodendrocyte progenitor cells, OPCs).
FUAT, R 2 T 7R, EME KR B AR B
AN N AN TR X3 AZ AP RR T AR D SRR R A A A
T VAP A B e R A T, TR R AR R R
SERRE e R SR A i A R A NG2 ) L[]
Fi Rl BT RASE 3 AT T ) T8 FL AR O NG2 JiR% 5
Y (NG2-glia). BEIRFEM ISV TR R G T,
NG2 i J5z 4 B AL & 40 (pericytes) 35315 NG2
MR e 0 Y, R I R T R A RE S X
XPIFh AR AL, A NG2 F Oligl BUbskehff &
NG2 4tiff.

R MAMPT T, AE ok
TRV RGN, IR ATy LR, S
WHIFRZ T AN BTANE. /b T 40 i A= T i
B4 A7 B B E B ad 90 454X, Nishiyama
SEAEH AL F ) H 200 B AT NG2 S brid 2
AR, A RBRBIEANTW] BERAAAE TN A B — B IR
SRR B BEAE R, NG2 A
Ji ERUE ST V2 7304 T AR fR 2 2R GE Y SRR S5
t, RER T EIRRTTANNL . R SRR 5T 4 A )
IS5 44 41 F i P4 5 U 2 e o At il T ARk
MVERIRAEAF X . AR EH B, 8A
A A HAE R, NG2 R4 vl GE 1L 7=
A FERIAREEAA, FreLy T e TR S ED RE Eo
—UHBEREA, REEA RS R B

FE T £ A B J5 A, NG2 i 5 40 g 2 4
HIRZ N RN TE AT, 2 A0
5%~10% ( HLo T BAR MM X )™ i T NG2 iR i
Y RAE FAE PRI 2 R YR AR 2 0 A, I
Heew AR R4, SR e s B A 2 f
hag. skbr b, BCRBRZ AT TR, NG2 B4
P BERE XA ST (453 07 3T A L S M (reaction) ™,
FEME IR E R RIEEBEER ' &
I A HE S IR NG2 R 5T 20 g AH 0 A= 4 2 R ik
K Ihee it st e

1 NG2fZ FR4mpandiEeiR

FER I, A 0% NG2 i i 20 il 1) e I — BLAFAE
e N TR NG2 JR 5T 40 ()25 A &, Kessaris
S K Cre-lox 5 35 [K /) BG4I B A iz 1 R AT R
AR AT, ORI K E I NG2 i 5 40 f 2 75 A [ 1
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fF ) A0 2 T B U7 i P B — I NG2 i S 4 g4
211 it A 5T U0 TG R P 0 R 22 Y B S (medial
ganglionic eminence, MGE) F1 fi /& P ] [X (anterior
entopeduncular area, AEP), FHIEMAHIZE 16 KB
TERIG B =, B ARG A SE 18 R 704 T
KGR 2 5 55 0% NG2 5 4 i s BRAE AU / 23
L [ (lateral and/or caudal ganglionic eminences,
LGE/CGE) ; f¢Ja—% NG2 R4k 3 A 5 1)
PN 054 A v e 1 b R N I R G E2 i i o
%399 NKx2.1. Gsh2 fl Emx1 §i/EZ0H 1, B4R
TE RT3 A 7= A2 1 NG2 53 4H A Bt o5 I 1) 4E 4% 1
BT R, AHEE = R AR NG2 I 40 i & A7 7%
FIRFE AN, I — R SR R A 1
ERBPHHIEREIEM, NG2 IKFR4EAERIGE 12.5
REFE R I, H Olig2" iIEsh & ol R (motor
neuron precursor, pMN) F= 4= ¢ 1M & 8 & ] i) NG2
IR AR R AR IR S 15.5 RA =AY, G,
pMN 75 A il 5 0 7= A= NG2 5 J53 48 fi 4K %5t T+ sonic-
hedgehog (shh) F3E 14, 1 75 15 ff  0u D) W 524N 2]
shh ({35 PE " AR S, IR SR IR NG2 5 4
R SRAEAE T I ACEBE N, BN EA B IR H I RE
77 B2 S I SRV i NG2 i R 4n A, SR
T M1 NG2 5ot 40 Bl 1) s iE B e 7180 5 BR itk
Z Ak, B H TN RS B A B B 7T R B P A AS
ALY 1) NG2 i R A7 e 22 5 222,

2 NG2RR4BREHY 5 R 1

IAESR, NG2 ot 4 i i) 5 o2 Mz i 5 2 K&K
(1O TERTE 7T NG2 [ J5f 40 i 57 o PR, — MR
PR VER AT /R ER « — A R e I 2 A
ANER XA/ BRTE NG2 i 40 i 1% R R 5 1 5 3l
T AL S RIE Cre EAARE ; A4, HATLLA 5-
5L AU PR B WE A% (BrdU) X HgE AT ARad, XAETT
DL B0 M B 7R NG2 R 4H i 5 . AL i IX
Wt MFARME, REEZWAE L, ANFE
X NG2 Jist J57 41 B (1) F 25 AR IE 1 4 B Ar &4 (4
NG2 1 PDGFRa % ) WA BRI 2 5, (H2&A AN
X NG2 Ji R4 Mo /e o0 Ak 5. B AR b 25 1
0 T R A A3 2 8 - S 3 R IR S5 5 TN A AE —
Mz 5. B, 7ERE BRI R Y, SO R X
() E BRI 5T, NG2 i ot 48 i 22 30 HH AN 8] 1 A2 )
SRR LT RO ORI R 2 R ) NG2 IR 48 i
K2 B A A R A /D S S AP 5 1T 2R
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R NG2 55T 48 i 0 G 8 20 H o Ak o i s i 2D
M RANAL, K58 NG2 e >, gt
—PHEARE, BN RN X RS [R] AR 68 B i NG2
JR2 J5 248 B 43 A g s 3 2 IR I 248 i 11 T8 28 A A —
FE, E5T R NG2 i 5T 20 B ) 73 Ao 55 AR IR 5k,
SRR NG2 e FRAN AR /T B BTy B 022,
2013 4F, Vigano %5 [ F A5 5256 UF SE T F iR K SR
XA AN TR] [X 45 1) NG2 i J5 40 i 43 A A7 75 N 7E 22
S B AR SR B /N BRI 5T NG2 R
Y f oy SIS AR SRR, R I A 52 41
TSR R, 35 RENE oAb R R R R A A 2D 5
R FAM,  H A REEARAL s (R, ok H KR
NG2 KR40 IR A K R i, HE
R IR R R, SRS A 2 A T ST P R g
I A D TR R 2 A, T A RS A B K T
H A R M 4 A R D TR S 4 . BT

B T o ALRE IR AE R PR AL, NG2 R 5T 2 i i
HaFERE R B B . NG2 55 40 i i 4 B
HARAAE [A) — i X B9 A R0 K 5 A A e — S 22 5
TEAS R X F BT R A —FE . BAATE FR
R S5 H A 38 FECIR A5 19 NG2 Ji R 4R BT o5 1
oy b A A 122, (B Young %A F| BrdU Fl
EdU X /s B Y S8 BE A0 B b AT hnid iy, RIS AR S
5 NG2 i J53 40 16 41 A & 399 Bl 2 R i g P
HATTAE /N B HL AR 21 (P21) BEE 60 d (P60) IR, 43l
TER K F I EAU (3E42 50 d), &I P21 /MRK
o 2 J2 15 JBRAIRAA ) Hh NG2 i 5 4 B 1 4 i JE 30
21983 d, AR (183052 ) H NG2 i )5 40 Ha 1)
21 a5 A 19 d s P60 /I KU P 15t AT i NG2
ISz J55 240 P F 400 P A 38 4 A 10 036 d P B4,
AT 38 sk K 7 2 A BE 1 R AT bR T
I P60 /1N A B 15T N NG2 i 5T 48 A 1) 4 A J
W 14.9d, TAEREK B E A BTN 9.5 d;s HAE,
TERR R 2 A RER AR, b2 A2 A =
(7, R Bz 2 2R J5 vh NIG2 e 5 240 o 1 240 e 0 34 A
K P, Garcia-Marques 25 3F — B F 58 K I, K
R 2 2 A B AS NG2 i Jof 40 i 1 Ak 4h 85 3% Fh
I 7 [ 2 L BN 40 B 340 %%, $EOREEDS NG2
52 R 400 G (40 189 B i 0 A7 AE B 8 25 5 B0 HlL R
FEERKY, M/MRATAAK KT (platelet-derived
growth factor, PDGF) 2521 >k B H i i) NG2 Jig i
SRR ETE, (RS Sk B A5 0 NG2 Ji ot 44 i 1 3
SR AR P HET, A 2% NG2 i 5 40 i 1

BELRE 0 5 JBUVE R B DR ANTE A, T RE R — I XA A
FEASFNE Y ) NG2 e R 4m i, 0 n] ge e AT i 3 4l
A8 7J 43 52 B A [ O B3 AR 52 o

A, ARG X NG2 B 53 240 i A 72 1R 55 Jo 1
W2 FHCEA R HM I 5 SR T 1) S L UK
PEAEEZE . AWTRERY], TR Y il
R R IR 7K F b, K H NG2 i 5 40 B 1 R 24 AR
F A B H NG2 e Fgn i ™. MBRE T E R R
Ji 43 A B BRL - B, 15T NG2 i J5i 4 Jfa 1 3 #% e
SRR, MR NG2 R A 2 B,y Fi&
(interferon y, IFN-y) % NG2 it i 4H fa ¥ 48 . 434k A0
Rid s SCRAMSIER, T E B NG2 R 5 40 i@t
R NG2 Jie 5 %S TEN-y () 5 7 S > .
RGN 5t NG2 5 5 40 A7 £ 13X 26 72 57 7] fig
Bl AT TSR g A 5t R B 1) AR 5T B 19 o B A B v
BB AE AR

3 NG2RRFRARERYE TR Th e

3.1 ZEBESILEN

TEROHT ORI, HE 5 3 R D SR Joit 4 2
XA 22 2R 48 8 NG2 B 5 40 B e 3 2211 — A oA ik
270, AR B K D SRR 5 4 A B T4
HREERL, XM E KRG h R IEEEMER,
R Te A B PR AL AR AN T Re P SRR IR % R X
(subventricular zone, SVZ) ] £ REM 4 T4 (neural
stem cell, NSC) 734t A NG2 I 40 i, 2 J5it#%
BIREASMGA L, 2L T AT D R 5T 4
ffg B4, BMETE AR, PR RGP R TEAE
KEN NG2 4, eATRe 3 R4ERFH T4
MufetE, I HAEREA L i f2 Hp AR A b= A D
SRR RE S B — ok, BN 2 4N
Jf mT a8 30 AN BUE 2 I 2 Rl IR T Rk
BB, BEEH A RN B, A BEE T BOR R
FEAH 50~100 pm, Al 55 B TR T R K R A6
(nodes of Ranvier)™ . B & G 45 4b fr) Fi BHL 2 L 45 )
T2, BAE AT PTAE A AR RSt R &5 2 TR JE ek
BRMEALE S, TR bef S BY,

BE 0 NG2 i 5t 40 J KR AW IT, BT FE &A1
RINNG2 B4 BB 1 6E 2340 A 2 SR Joit 4 il
bh, A —LHEDiRE, e —E KA T RENE 4
=AU R an i . A B 50 38 ) B % 2 RN ROT
Ft NG2 [ J57 4t B 14 4t B i 32 76 K 7 I 72 0 B[]
PR Ak, 3 H AR S A P9 NG2 i 48 B A 7= A
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NG2 i Jii 41 Mo 55 20> 58 i o3 40 A, i JVR fie 390 i o
NG2 Ji J5 40 M 7 77 A4 NG2 i J5 20 g A1 20 5 Jie 5
YA, TERTGH YL K5 IR 2 A KR R TR
O 240 L 5 A B i G K (L B2 SUIR AR
Fe i AR Bl ), ERARBE & G AR K, X e B
FB2 Jof 4 L ) 5 s A BT N B, H 2 — BELTE N AT
78 5201 LR TS A AN 3 5 A 2 AR (G PR ),
FH NG2 Ji& 5 40 i o A0 7= A= 1 22 T e s 4t e AR D
T E B0 R i D e DX (i /I i B MK )
WA BT R A =4 B SRT, 245K Olig2-
CreERT2 f PDGFRo-CreERT2 Z52546L NG2-CreERT2
[ SE R /N REAT B U, 208 R LA B R o 4
H AR R B2 AR, BR T RN AR L
A DL R TR R 4N (1 82 T IR 40 ) 41,
NG2 fisg Jii 20 i 75 A A1 8 4 % 066 73 Ak sk 11 3L 2 7%
JESRANML, AN AT B A Bh T RS R EREE T R s
IT 28 T B ol A4 A [ DAL 1 T 25 T 2 I 4
EATIH A % A2BS, T AN#i% GFAP Al Ran2 *' ),

NG2 Jig Ji 40 f A5 AR B 26 N R TR e o o i &
TG, HETEAFES . AR FEiE, kA AR
NG2 i A0 AT R o RE TR, E— 52 &4 R AT LA
AR T R AR SR IR SR 40 B A 22t B,
)&, Zhu 2% NG2-dsRed #% 3 K/ 1 HE47 75 17
WFFEIF, R B4k 1) NG2 JI 5 4H fi 78 1 4 35 35 1)
U TR EME LY, ST LR R
GEE, ONATTTFHE S vE NG2 5 40 i 78 4k P 2 75 L
BN TCIERE. SR1M, ASE RO 7 AR
BHAFERIZS . 2008 4, Rivers 25381 PDGFRa-
CreERT2 363 [K/N BT AN RO, B IKIRIE
FERLIR B2 JZ i NG2 15t 40 i v] DL A F= A= i 42
o6 M B, HAET T R 5 — NN R PDGFRo-
CreERT2 % 3L [R/IN AT W TS, 6 7] 1 i [X 50
VAT W 22 31 NG2 Jie S5 40 o 43 4k A2 i b 8 98 252,
Huang 5[0 727, K B 5 WG Ik i NG2 Jig
NN R A A I AN B A g e, AR SR A 2oy
LD
3.2 5HE TR M SEME R

NG2 Ji 57 20 ffd LA AR 1) F A BRI, 200 P
IR 2 P e RGP TR T, IR Sl T T
T NG2 i g s e i AE R A, H AN, NG2 ig
B EIRAFAER E IR  y- & FE T R (y-aminobutyric,
GABA) SZ AR FIFHZ PR AT 524k, 1X 48 NG2 % 41 i
FIE 2 AR B IE (SRR O R, B R
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S eATEER AN R ThRE Y NG2 R 40 X
BeRr A TR, ARAEIRATZER A SZAIME, ErEe
ST PP TR R T AR T 5 48 i (] (%) 24
2000 4, Bergles 55 15 Xl 18 NG2 i i 4 L 5
FREE TG A BETE g il B AT IAE G 4R R AR /N B
g5y 2 I NG2 i 40 ML 5 2 A P 2 T I R
A E A, JRE S A TR A AR S R
Ft R B NG2 i 5 41 i 5 4 48 70 T B 58 Bk & Y,
Bt e, W e ATAE iR el BY L K 2 B T B
R A B4 DL R /N P 1 5 B R R R B A e i X
R I NG2 i Jii 5 1 2R REAH 22 T T i T Al I 2R
B, T NG2 5 48 -5 86 T8 4 P9 0 i 1
PLAF AP 0 I A i P RS R B 5 /N 2 5
5y T2, kB E B2 MR R ] BLE NG2
JB 5T A T R AR 2R, I IR Ay 2 R il 4 04
JAE T NG2 I 4i 11 o- 22 -3- 25k -5- H
I -4- 573 W Y R (a-amino-3-hydroxy-5-methyl-4-
isoxazole propionic acid, AMPA) 3Z{& P, 7£ 4 J5i th
(A sr g ), R BE B A0 1) 4l S AN NG2 i o7 41 A
Z HWAFAER AL R, BEAITRES S Alth &I
I BRALI I 2 IR R B (5 5% 7. 76 SVZ
o BUR NG2 IR 5T 48 et 5k B 22 M4 i 15 5 R
FEA R, (BB SHE T R R ™Y, 5B
Ah, NG2 IR 4ifubr 1752 2 BR Re i 28 70 1 i R fitk
Bk R A1, 30T DL i I 4 14 4R [ R R = A i)
GABA BB IR ik R BN fldn, el
CA1 X1 NG2 IR 4 i fe % 5 GABA Reti 4 o %
BCR AR R, JF B OR B #1240 GABA f
BN, MIMIE 4l - GABA, 52 /RIEIE,
SR A 2% f 5 HLYA (inhibitory postsynaptic currents,
IPSCs), (HIFEERE, BAMZ IS NG2 K f
2 AT B 58 fish e % 38 1 B AMPA B GABA, 52
PR NG2 5T 40 M 2 A Ak, (HX 2657 4k 5T AT Ge A
NETRBIIER, AR ZWRA BRI, BN
ZR bR SRIEAR /N, H NG2 5 40 A 1 i S
HALA fUE . BREERA GABA TE/RSM NG2 i
RS, AEMKEREmEHE, ME
TG -NG2 Ji 57 48 f 5 fish - 3 B I Fib PRI AS 5 4% T T2
AT REALE 7T NG2 i 51 40 Jf 147 2 BLIE B A A 4R
M TR E T MK EEE- . fla, £/ R
KB F IR B2 )2 (barrel cortex) 2 it #2 1, NG2 i
JR A M 42 52 5K e B TR A1 4 ) A 2 R R S M, UK
B R 9D T NG2 e A0 M ) B R RO, A
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TR 38 A1 D D388 0 5 LA AR L PR i X A7 B %)
5], PN HHEGE 4 50 AR B8 R T A 0 NG2 R
JR AN () S, S e AR R B AR R S B A
A B R, HISCHE U, K2 50%
(1) NG2 Jig gt B = R 2= 3 — Ik, BAE LK
JROE & T, ZEIEEE I NG2 [R5 40 L TE 3 1k
R N B % A R SR 1 SR Ak &R
3.3 BT eERS

N FE A WA — R S 5 AR A N R E AR
Fazs, U EYr RN SR E S, TR EAN
WAFTE KR NG2 R4 i, $278 NG2 R 4 A
i HES 51k W Re B . Djogo W5 KL, AT
T G 1 AR R A NG2 i 5 40 i R i 5 R A%
HHRIA I 2K 2 AR (ObR) [ 22 o Ik B 25 e ) I 4
P AR 244 ATT R BB B (AraC)
25 X SR R T b IXORR R R DR B A5 5 e
Ba A /N BT L PN O NG2 R Rl iR, KBS
ARAEZ ) ObR #4148 0 A RENTUR 4% 5 21 1E Hp e Ak
SRR N B R, R ARG, AT
YR E SR, R R 80 . SR,
R T AN P R IE AR R AR LR X NG2 R
JF 41 R, Djogo 45 K I/ R B &M fE FI R &
FARPER MY, RS REN, FEMIEF
i Ak 1) NG2 Jie Joft 41 ff 7 1 2 3 ARORN A4k 3 o 4
KEEMER . #3t— 25K AraC W HE T /N R
oG P P 3R AT B AR BRAG, 45 R BN AR T RN
SR E TN E R BRIk T, MR
e i G AV 3 08 R 2R S AR 1) 2 R A U R E 52
TN R ENLRE ), RIZ AR T SR A A
Zou %, HERRE, RE/NRE L AraC 42,
— B P B J5 NG2 Ji ot 40 o #0878 1 36 R iR 2D 5
SR RN E KT, SRR SR S
TR, LR R Ak AP Y. NG2 g R
2 1R 1T e =AU B B ARG B BTIEATE R, WE
TG -NG2 Ji 5 24 i (1) SR fl e R mT RefE o R 3 T &
BER
34 B5%0%EE

HRX 28 2R 45 1) G S AR S 5 T 4R IR s &
DIReZCHE T, A RIE RS PR 4 R g H K
TH B R AR RN 2 B 4H 2 ) 1) —Fof 8
PRI o /N BT 240 B DA R & A0l T4 i B 4
ML —Fh e i, S AR RGN —TE 2
REER—EREN L. TERNTTREN, NG2

Rt 2 5 X4 KRGSk . B,
NG2 Ji 5t 4H i 245 UE 55 R I8 — R A % 15 77
BFE S PN T BIGE T MR SZ R 5y
%% [33,65]a

s, BRI 22 B FUUE S NG2 i 5T 41 f 7E
frRPNRTApRASTREAEZENEM. Fla,
Liu 55 i B /N 20 7 4 G 400 0 25 BR1 8 A 1 = B4 o]
PDGF {5 5 38 I 75 10 v B4 Y RE e e B NG2 R ot
L, RO SE R /MR L s 1, [FRE,
Zhang S5 R FMERE 2/ RS 3R 24K R SR
Hh R Bk NG2 Jie R A i, R PLTE 40 s 2 5 S 1
SRR, NG2 i 57 40 M el o 149 /0N BRUIG PR 41 2
Al R IE 7K 2 3 iy, /DN o 4 s A 2 B P
4l LPS Fr 51 k2 ) 58 4y J8 20 7. 3 75 TR o 2k B,
NG2 iR 51 40 M AE /N R P 4 M A A b k4% | B2
YER, TEM N BA T 2ORE DIRE, v RESZ G A 4
PERRAS R — A “RIE”,

H—BHT R, NG2 55 20 i 4 35 Y 1)
R, 2l A KT -B2 (transforming growth
factor-p2, TGF-B2) F1 TGF-pII A 3% {& (TGFBR2) 4
S, NG2 JIR 5 4 i Sk P 1) TGE-P2 B8 38 i/ ik
JR 40 i 2% 35 ) TGFBR2 & 3 [ A% LPS 52 (11 /M i
R A0 P oL R 7. 195 TGF-B2/TGFBR2 i 4 3
PERT B B LPS 5162 AR P9 28 R S B, T BEL T 1%
S G ) TR 9 LPS SR A SORE RN, X
1 F 5 /08 J2 o7 440 i o 4 4 o S i TR 5 4 56 17,
PRI, NG2 i J57 248 i 2 A /0N BRI PN 0 8 2 0 )
HEAGHEFE T, 1 TGF-B2/TGFBR2 i i #£ NG2
Ji2 53 248 B A 5 1 8 00 1) P RS A AN T B ()
EH

4 NG2BREZMMERER R P RER

FEAN A B 5 1 B RO B 25 1F . NG2 i 4
IR P 00 LT 5 R 98 B o R A 2 R AR A R e AR, i L
AFZ N ENMSAE 2R R 2R, FoRTEr]
TEAHDE R B A2 R rT RE AT HEE R
4.1 EEMRGPRER

fEVFZ 2B RO, s 2
fivi 2 e U RS BEAMS U S, NG2 IRBRANI I A
25 484 TR S 00 TE B3 S5 — R s P e A A
o 10 B A7 AT ) NG2 B2 J57 48 i < B v Ak, 4
N SR AN )1 (RN AR (=t N E P O
NG2 5 H 2 95 S s Je o s Uk Y, kA e B e
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B B0 IR SR BB R, P RS R 7R NG2
JR BT 2R B AL T v BEVEARAS I HLIX LE A 2 [ 45
BibiERs U™ NG2 BB 40 i _E e RS F AR A
P B8 A M G TR e ) B MG 5, 17 Bl S 4 iR A R b
Ik 5 80 NG2 Ji ot 40 B 75 4577 J5 55 I 1) 9 SR 4R T
sk U,

KT NG2 I 5 40 £ X Rh 22 28 G 451405 v 1Y
ERH, BRIEAFEG. AT AN T Hith
BERARR, HHAEHAENAZEFN. H
) NG2 i 5z 28 i v] DL i 78 453 40 Al A i — A v %
FEAM X 3, TR O A AEIR T R, A Bh
FrfkmameE . He, BTiZm ExE
) NG2 & [ 2 B 24 fh s e 7, pr bl
BfF 5838 O NG2 B2 5t 248 fi (1) A7 75 AR T o g 22
#1457 12 52 . Rhodes 5 K H AraC 2 47) 417 fil] 0% 13 &b
NG2 JI T4 58, A I 2 ) P A e ) W I
o U, BRI, BB FE IR SE NG2 (R A R AE A
FHIRBAERT, N AE AT DL Rl R AR K HE R R PR R
Y, Mt A M. Hil, s K
IR - ANELER M B B8 S I8 A2 i Jm) 0 ik
fr, NG2 5 4 RS wT DLd I 7340 AR b R I
ke AaE 7,

42 ERZBITHERPHER

Br v dn oh, fE — S 0B AT 1 R
NG2 i o7 40 it 23 & A T A R BGBE g /5577 TR AR
o HilBH I, £ LpiRITEERRAEA T, 1F
IR R A 2 i D R e o 4 AU AN A AR A e M D 4
SZ AR 4 A A ) KT 1 (superoxide
dismutase 1, SOD1) 53 4% 3 [K] 1] L 25 4 5 #iE M 2%
ALIE (amyotrophic lateral sclerosis, ALS) 7N RAFE Y,
S D IR AN M A AR IR LRI BE TS, fH NG2 i i
I B A 3G B AN At R E 3E 0, B DA/ R 5 4
%A A2 AR BB AR B AR, AR b
SR T A M TC T TR 3 ARG, BT I R SR A AL
U CL S 77 3R S AR R AE IEHAEH, M
M5 AR IhAEZEEL "™, 245 SOD1 J: A # 5 5+
Hio ML S AR L R B BRI, ALS 1I95RIE KB =
B AEIR, /N R EAFSE I (A2 B e, $Emb
98 J6E J 4 L P 1) SOD1 A8 8 I 7E ALS W R 4% T
HEER

TEB IR BRI (Alzheimer disease, AD) /) fi 5
R, R8T FIFE R AETE R RAEZ AT BEHY
k2 AD B E WHILE, TIEeS AD FHGH)
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INFI T RE TR DI G, I I NG2 52 5 41 o /2 B
BB R B — N ERIE, (A Xz e N AD
B /D B AD B8 R IR B e NI 2 b AE
AD [1] APP/PS1 /)RR Fr, Behrendt 25 & HLiX
FhiE H M RAE BARER R IR T s t, (Hn] LIS H|
FHE LA RBERER G, H AT ALS BIAIRAL, NG2
Ji JOR 24 S A 3 R S B AT 44k, XA BT AD i
PR 20> 9% fe I 4T e 0 1 e R B R S s L s
S AEN M UE Ry A AR MR AR o UL 52 31 NG2 i o 4
o 3 B 38 0 R B 5, {E S B 1 B LU AR NP AR
R ) B L, HoR NG2 55 XA [FR E 1 1)
SN RALEIAEE 2T W (HAEEERNZ, Cruz %
A1 Sirko &5 B 7% & 7~, AD [ CK/p25 /)N B 5 24
p25 1 Ak AT 51 A K Bz R R B e Ae T, H
AT e B A Fob /)y BB 2R A NG2 1R 53 41 i 1 T 2S5 Al
B R R HBLE AR BN B AL, TR & AR
(Parkinson’s disease, PD) K Fi 5 A4 fi) o i 22 i [X 43k,
NG2 i 57 40 i %t XA & o 38 m P2 IR,
A2 TC A O B8 T2 W] e A 23 51k NG2 i 51 48 i 1)
L, $E7RAE AD Hl ALS #3521 1) NG2 5 41
%) S B e EH T B B8 A 17 AN A p 22 T A8 1t 5 R )

FiAb, NG2 [R5 4 M ) S 2 1715 D RE 5
FREIRAT PRI o BRALAR B — AN OB 3R . K
T NP IRAT P 5 1) — A BH SR AR AAE 2 /)8 e Joit 4
MR RS, MR Z e a5 R, /N
i 2 R P 5 A v FE XA, B A RI4E R AS
(100 708 JB2 J5 248 Jf A7 T 2 4 K 52 i 2 R AT MR
SR O, fildn, 7 AD BERN, 5 p-
VERFEEE T (AP) BEHRAH OC 1 /)N i Joia 240 e A G T AH
LM DX /N R BT A AL, AR AR A IR AH SG T 1 BE A
FIEEZE T, RO DS IMA RS AR IE
g e 2 R A P BT i — TR 7T S, AD i
AP BEHLAH O NG2 Jie i 41 e 3R B0 2 22 1 R AL,
$& 78 78 BE GO 55 b NG2 )5 41 g T sE mT BE 2
I, (EEERMSE, £ AD BE LR HIibr A,
NG2 Ji ot 4 B 1 e s PR B B B AR, HLS /MR
1 A ) A 8 S Bk o
4.3 7EBiBERH/ AESE B P RER

7£ Bk AD Fl ALS /MR, il 2 F 5L
NG2 B kA2, HszBAE Bl 90 4E4K,
T A W70 N 9 NG2 i 53 40 i < % i 7 32 B
BESHAL B = AR IS, IS IER . PRid g b,
TR B EE R R 110D SR R A A .
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PHERRE, TIRXME ARG R ARG, MY
JH I NG2 IRl =2 S8 AL S, KA
T EZE T X (subependymal zone, SEZ) H] NG2 i
Jo7 24 A R DA A 2 SR i 4 i 2 5 R A T A
ik Ji T R e 2 B 5 b R 1Y

JUE P PR P NG2 i S5 41 it & % %o o5 20 Bt
PR AR RN, R AR R A kR 7T, IR
HERERE A, (HZBER AT R AIA e A, EATRE
WA BB E S EREES, AR T ABEIR MR
153 B e e U B4, A4 TR NG2 i
o 248 A i A5 T DR S T Mo 8 24 T R R 1) 2 2R 5 4
SCLRERS AR ? X T IXAN R, HRETIEERA SR
AR . McDonald il Belegu i\ N, RE NG2 B
AR RER B 4L, (HHTH=Z15 5% 0 s
P B O oy F ANBE RS AR Pl AR KR 7, B
BT AL 5 b T — AN H A BE, X LR ] RE R
M B 41T i 2 5 R 4 B 43 Ak A S A A 1
WA FEINA, NG2 JK 540 RS T B B K
Thith s B o A BEdE A U SR, Armstrong 254
Cuprizone 55 (1) Jit f 3 15 51 v 0 00 ¢ 21 AH B (1) I
%, B2 R B 5 NG2 1R 5 40 i 1 2 = = 1 A2
B U, AR RS, NG2 41 1ERE
JTEA XS mE, Xl Re S ECe A B R
JIAEHE LG [X 52 B R A1) ©7
44 HEER

NG2 &5 48l 1 w] BAo3 A /b SRR o 4 i 2
R8s A A, RSk B SR B EA IS T e
W e 2 5 amE N REEE. A
FUAEHH,  AE RS B A WD B 1 R T 5T A4 ke
P NG2 R4 ™ s B B R #H A NG2 Kk
JRANMASBE S A= A2 B R R 4 2 ). Magnus
SN ALS AR /AN BRI N 0 28 HE NG2 i 5t 28 47
EAMETR, RIRIER TR e 2 TE
Joz 4 P, B FL AT RE 2 T 3 ALS /S R Y RO
PR AN 2 1 — AR IR ©7. Huang 25 F 4% 56
/NERBHF I, A BEH B NG2 IR R e K &
AR EE A D RN, AR AR R S
MBI JE, A NG2 I 5T 48 i 2= 5340 B B2 T Ji
JF At g 1. Rodriguez %5 7E NG2 5 5 41 Jfd v
R R p-Catenin FE R, RINEBENII 5 NG2 Ji
JoT 20 B P S8 B B SR e, RSO IR T A B B
T A 3 A g p 2R U, SR, Kang %5 R ] PDG-
FRa-CreERT2 /)y {XF 74 A 15 NG2 Ji2 )5 4 i iy 12 1%

RHAT T, KGR ZH (AR 4 ) NG2
JR R AN & T/ e R A B &R, SR TR
P52 R 0 P 48 A A S A L T G R 4 T B P AN R
¥ ¥ AR ®'. Komitova 25 F| F§ NG2-CreERT /)h
BRTE NG2 73 40 ffl Hh R 5 b i B Olig2 % 5% R 7,
K 7 S 45 i 5 A 0 5 1) B R ol 4 i 1 5
RN, XA R PR T NG2 R4
FRUAS 2 J52 7 1 2 P P2 Jt £ A ) = BRI — 0 o, 0,
Tatsumi 25 #ff 70 .78, Olig2-CreERT /) i KN 2 2
AiE, NG2 BN 4 7 K& T B TR IR
() s S SR A, (BB b R /b SRR T 4
f 1O SR, AR [ i 2R 0N B 3 Rl R 4 )
1 W0 H NG2 15 40 i 43 53 A6 T B B P B2 T J
e Y. Bz R e R AR B GRA SR H
W55 FECAF I NG2 R4 drig, B8 A H
(1) NG2 Jie J5i 20 it S0 B 5 A5 A [R) 60 45 52 4 10 8 g
EAERNE, BTN h g sh, 6o
FIE BN ERBEI )5, NG2 KR4 ] LLor 4k
it T A —— AN E A R G i s R An i U

5 NG2iRB4mRakiafr R A

5.1 {RHBEREE

NG2 R & |z Hu A0 T B A
HEZDRER A R A, 55l 5 i
e, MR 2 AL S RIS TER- . il
R 52 BB ARG Y, NG2 B 41 A w] DL s 14 51 |
SN IR A, B AR B A, Al R
REAEAL, B DAIG IR 22 R NG2 Ji 48 G I7
— I 5t 8 5 R 5% A5 5 A . NG2 iR 41l
AR, 2 G EUEER A g O,

Jit i A o A LI 2 22 R P REALRE (muultiple
sclerosis, MS). MS & —F H & & by, BT
DIRIR A MRAE T A BE R A A, S ECTARE RGR
o B A o X o B A T LS S R 1 NG2
Ji ot 4 L = A2 — R B AR A, a4 o b SRR Joit 4 i
FEAE S R 5 1l S PR BE A AL, (DB TR G BE A
WA B N R BEEE R, AEECE, HATER
a1, RS XA B R VR S B R A
FHEIRI RS, (HAE— T R AL b Be 8 ORI 5 1) il 2R
T TN, IRt FEE. Fi, #emAYE
P NG2 #220 Jl Jon i Bl o 75 AR B 0 ml e an T Bl A
FAMIIREMKE . ST HER P A AEAH OB I8 IT 7
B AR A, TR 2% Mt i A sl qg 5 i Py 59
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NG2 Ji 5 41 388 78 A0 43 A0 PR B L R i 0 — N T
FHIT .
5.2 {RtIHEITTHE

S LA B AN 2= BRI A RGN
DRI RARMRAET:, MG E Tt 5%
J2 SR 4R BRAS[R], R 4 48 o 4 B 34 5 R 24 B8 T S
FERMG,  HSh = 24 o 28 70 B A 20 i B H e T
DUIARE P& o R AEAE A, B DAWLAR — Bk A=
PR TOAETS, (EAE G AN T (R 2 T RE 4043

AR, BUAR NG2 i T 40 f A5 22 B 26 1F R 2
B RE AWM TOEAFE G, (ARSI Nk
I T TS S A LS S e e & e
Sl T RE IR Ju SR ER, BHEN
15 e 4t 2 je AE KRl 324K (epidermal growth factor
receptor, EGFR) A DA 5 3 K & NG2 Ji& i 41 f 3k 15
PR TR, ARSI IAE AT AT e fe 3 ek
5 B, Buffo Z64R18E, KW 24544 )5 Olig2 %
Koz B, ARE] Olig2 Fis v LUME NG2 R
AR R AR T, X N TR 4 e E
SR T R Y, RN, BOL AR FTIESE
) FH 24 e B o R 1 R R T DL NG2 i 53 48 i 5% 4y
W RPZTC. IR 5, Heinrich 55 7E NG2 i
JOT 2 0 sk SRR e S R Sox2 A Ascll, I
Mgt Egm AL o MY B, REERG
Ko 2 2 o R L 52 211X PP B G FR I R, 7R IR
BRI B 2 e MY, A AN, e s 0588 AD
7N B, Guo 55 #% 5% [l -F- NeuroD1 i 5 1 7E
NG2 i i g i 0, &3 NG2 i )5 4 g 7T BA
e B i FE N R R RE A GABA REfP &0, Hixi
H AT B 2 o B A M R AR BR D fRE . FRE
T R S e 45 31 o 25 A g e U

6 RESRE

NG2 A& i N 2 . AR
I BASWERN —RME R TA R, XA
SRE AT IR N TR A R T 1240 B 78 A OC ph 2245
BRI RIGTT R N . BT, & K E T
ANWESS 7, AT NG2 Jie 5 4 i 1) 7 i H 2 36,
BRI H AT 28, (BTG 1R 22 0 850 1 o i o
Botn, 2T NG2 JR 5 20 M i = o v 1) @, AN
RPN TR R B RIEA R SR, 2 A
MK A B B e AN RO BT S 8. Lk, R T
NG2 fist JF 40 fi o310 B> S8 R 4 i ) B AR AL, H
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A T RE A AR H i R I T LR A K R
EAE R G IR R B B NG2 i i 40 i 1)
WG, SRRk, (EIX R T ) BARAE L
AT EAEECRELAAME T, KA WA R
NG2 fist JFi 40 B X AN [ R AT 545 SR A2 1 B A5 VE
AN AE 5 B B 5 B R R RE R, e B AT
Hh Rt i S F R A A o X SR ) RS R B IR N
Wot. Bk, BARTE SRR RGN, AW HE N
523 NG2 iS40 nT LA oy ko s o0 ™, HixiE
B P EIE. S Ah, R IRERMTF RN
NG2 [ 53 4 M B8 # — L& 5 5% R 7 5 40 72 v #l 2
0 MO E K S T A I A T R T RS e A R
AR KA SRR, BIERENRIFBE
T RWAIBERRG, XA R PIRAM . &5,
NG2 i A5 028 o0 n] LAE S,  (HFRAT T 0
%t — IR R P A2 R G0 A U NG2 ]
JRANMZ A INREIR R, PARARZ J6 -NG2 IR 4
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