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Progresses of the research on action of Olig2 in gliomas
TKOCH ZR0R; 2588 AT (BIAESCER B R 2R WAL FERH 441053)

U FE] RTUEZ TR E 2 G WIS, B RO 2R3 i AL B0 SR A, I R B A 348 2 5 I TR 1 AR
VAT W3 FRRCH), IR BRI W IR T AT TR S . DRI A% 5 X 2 (oligodendrocyte transcription fac-
tor 2, Olig2) /2 K2 /it 4 U5 57t MRS SR (K1 7o Olig2 JLT-7E T A JE U A R 0%, 5 5 IR ITUR R A A Jé - Olig2 4iF GSC -1tk
3 I SSRTRE PR P 5 T 45 GSC b 7 e o % 4k, i 8t M SR R 4= 2% s TR 1% GSC R A, it HE AN [R) S0 A I R JRE () R A= o AR STl Ollig2 7 7

SR o R 2 W B T AT HR AL S IR e A A P v (A POATL AR A B 36 9 R I e 24 ) B AN e o (0 2 AR — £33

[REEIR] ISR 2D SR e o A i e s TR 25 JR SR T4 i

[FRESES] R739.41;R730.2 [CHEFRIREE] A [XE

JBE 596 7 HH A A 22 R Gl LK) IR S 20 o5 A
JEUR AR IR 1) 27% 5 HHh 46.1% 2 132 I3 241 i SR (glio-
blastomas, GBM)". AR B4 97 FEUT A2 H AT
JIR B ER T 7 AT RONME , BR N E . 1X
S RN IR U i IR A K, 5 IR H L5 FA
T IMRFFEARME LG 2E R dhah, Bkl 2 (1
FLHE 5T TP A AR B R 5 T 4 i (glioma
stem cells, GSC) & 5 2R 88 AT 8Pt 2 K 1)
MRV R 5 A RO T — R YIRS
W BT ARSI B S PR 2 AR A, anif
/N ROV P AR K R 52 4K - o (platelet- derived growth
factor receptor-o, PDGFRa) « 3 7 24E K K - 52 1 (epi-
dermal growth factor receptor, EGFR). 5 #7145 & JIit &L
fiff (isocitrate dehydrogenase, IDH)%5 . /b 5% Jiit J5i 41 g
¥ 3 [A ¥ 2 (oligodendrocyte transcription factor 2,
Olig2) J& T Bl 1t 18 e - A - iR g KW N Olig2 FE [l
ENLT 21q22.11 Jetafhk, 2K 4.3 kb, g B 329 ME&
LR Lo T IR Z 32 kD INEE 5. Olig2 fie it
TE VR HEH518 1h 22 T4 4 X s, ZE X 48 R 4
KRB FLHHAE R 2 BT AR A0 R AR 2 AR AS A G B R
71 KB Ja 1, Olig2 {ie #k #h 22 Hi (A 41 i 1] 32 B i 48 T
FD S S AR A A6 o AR N Olig2 1E /b R o
HI A 41 g (oligodendrocyte precursor cell, OPC)Fll i &
[ 7 SR ot 48 JiL S A Rk o W R Olig2 1/ 58 IR i
2 H A 52 Ve ZH i 15 5, 1R BERHER OPC 434k , 52 1) 5 A
HITE AN AR I 4R, Olig2 78 i 5 I8 i FH 51
T Tz TR, Olig2 JLFERTA IR P& th #A
ik, Z5RBUEMRE KR KR LEA Olig2

1 1007-385X(2017)07-0805-04

TE 5 J5 8 P BRI 7T 3E R
1 Olig2 5 FREH %

K FH A 2% 52 J7 5 i WA 21 Olig2 5% R 8 /D
R R Rk 7E B R R T AR IA B R IA &
UG A D/ SR8 I 97 T e A T2 R it 4
s AT AR . Olig2 # A N T BE Xt /> 98 % 5 8 11
S RAMEY . YRR 5T IR R A R ek s
T35 AR LT BT A ki M R AR DR I8 1 B B 98 T
Z BN R R 40 AR R A I B Olig2 Rk . B
LA 61 Olig2 I /N fit #E Afy 455 31 2> 9 e J 8 sk 1) B i
J&i » Olig2 Bk & FoAth 43 F AR i P mT REXT I PR 1) 4559 12
W B A ME" . Olig2 5 44 i ik 43 1p F1 19q K A&
Ze A PEEL K (loss of heterozygosity , LOH) & 4l /b 52 Jiit
J5R 98 T 8 A T i B I 6 A 0K (Y i B AR AE
Olig2 5 I Jii £ 4 12 1% 55 H (glial fibrillary acidic pro-
tein, GFAP).p53 7] [F] i H B 7E 2> 98 2 T Jise I R B8 2
T I, P A TR B2, Olig2 Bk &
IDH. X 781 o b PR 23 1/ J14% T 4 G4F (o thalas-
semia/mental retardation syndrome X-linked, ATRX).
PDGFR-o fll 1p/19q LOH tH A Ji J53 988 1112 Wi FLvG o7
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RAH WS ES, A, 0lig2 5 IDHIEH T4
— L5 L 1Y) GBM, G R 5T R /N4 R 2 GBM 45 4
B WK, PR, Olig2 1 4 iR 5 J8d 1) — A 73 1
B &40, R B SR 1 4 R ARSI B B S

2 Olig2 7ER BB B9 E R HLH

2.1 Olig2 #4EHF GSC -1t , 12 12 B S5 Ja 1) T Fk

2002 4, Ignatova 55" & X /£ GBM 1 73 5 tH A
BT MR . B S, KEF 7T G HR
JFRIR ) GSC & S 8 AE K R B AL T T, LA
N R . GSC B A A 48 41 iy 5 R i 14
P22 T PR M PR R HE e AT AT R B A SR ] 1
ThR S BRI, Olig2 MBSk B B4
il p2 1"V CRATRR p21, 20 AR R A R 7 , R B
X GSC 145 1 PR ], (€ 12 1B o Jed Y T 1%« i Bk Olig2
REA RUIHE B GSC, 41 ] 4R BRUASEHY N I Jie S5 Jed SR o7 7%
TR R . I 7E O i GBM 4l R BT R
15 Olig2 , JifJ&g 4 Mo 33 1) 434k 9 GSCM™e 3@ i X L 3
Mt 3 /NASTRITE T2 /N2 T N GSC R 2 434 e Joi 9 40 i
PRIEDRIES 45 5 5 Olig2 B2 RIE GSC R IAKF s T
CLor b e R A i, o e PR I, i — 2D
£ 18 1l GBM & # FE A th 55 41F T Olig2 7£ GSC
(22 I8 K7 5B 3 3 e, LA Olig2- P 7 v 5E [X Y HE
5 12 (sex determining region Y-box 2, SOX2)-E % 4%
& 818 % 1 (zinc finger binding E box protein 1,
ZEB1)3 A 5% Bl % 5 IR - T 18 1R A% 4o VR 428 199 2% 4
GSC W1 , 7€ Ji IR (19 T e b B # [F)4E F B
Olig2 7] iEs& GSC AL 7> T hr & .

TEH XA R 40K B BB, Olig2 £ 1 N-3ii 3 4
22 FR R IE (S10, S13, S14)MEE2 1k 181 (p-Olig2) B
HAIRGRE A 224> 24351 , 48 85 OPC (1) | B 5 B
77 ABTE LA/ S R 40 i AR B, 7E GSC
B, p-Olig2 tH il3% 1 GSC fIA 2243 %4, IR T GSC 3
R R BUR P . AL P BE A p-Olig2 59t p53 K H &4
FEALAG R , 33 T4 p2 17 er B PR () 5 A 5, Jk
T Olig2-p53 5 PLAE FH AR R 1 RIAE p53 KA 1E
W ABATY AR — 0 40 M R J5 R K B T PR AR
Lo IEH pS3 & H I L WAL BE S T Ui 2 A2
TR I I ] FR 2R 0K 5 DT 51 72 e 98 248 M %o TS o
iR I R B EE M I B o SR, 263K Olig2 [ i 41
U540 p53 FERI T fe Ja » e 68 4 M 0o T A 7 1) 2 DR 2
PEANEBUR
2.2 Olig2 P15 GSC b R [a) i % At , Af ik i Joi Jed 1= 2%

A A OPC [ 1 B AT S 5E AN 3 LI R A1, 24

K45 J5 » OPC e L #% 45 52 451 35 o 45 & 8 5 1) 5%
A AEESAL . Olig2 /E 4 OPC R} S L 1 4 T 5 &
Wy, 7575 OPC [ 38 58 /3 L A AT # o B 8 B 4E
FH®. EH I HE , 72 1R 5398, iR 4t B A OPC
Olig2 FE DR AR, v] BE XS B 12 B Re th B A F
Flo X GBM &3 IR A 73 A1 5 I AE i g o0 b
JIN 2 X 18, Olig2 W R IA™ ., b 37 18] i # 1k (epitheli-
al mesenchymal transition, EMT) & J& &) 3% P S2 4498
R K ST . A SCERPIHR 1E,GSC H Olig2
5 ZEBIA#AE IE R4 H : ZEB1 _F i Olig2 17K
1M p-Olig2 X HEAE i s /K115 9% ZEB1 [R5 , 2
T Ji o 968 240 PR T Jo % A, 3R 1912 28 B8 7T . Singh 557
RINAE GSC H Olig2 v] i it #% 4k A= K K7 B2 (trans-
forming growth factor p 2, TGF-B2))5 2l ¥ [X 3k 2H 5 A
H3K27 Z. kAL , 18 558 TGF-P2 ()54 5% , 42 32 g i1 1=
2R 1E GSC B AR I 2 v, Olig2 R H 2 AR T IR
AL R TEAR AR 5 25 1l B R AL OIS R Th RE S, i JeE 4
JfL B B 1) T I 2H 2312 28, 9F H R A EMT # % K 1
Snail/slug /5 2 15 45 &5 . Olig2 Al GE A %5 GSC EMT
FH I 55 IR 1 R IA SR AR 3 EMT i 72 , 448 5 i g 119 4=
et o ik — 0 T T I 1) A5 AL 2 %2 Olig2 X GSC
EMT {15 AL AT R P S5 96 1 4% #% B LB A0 A o
2.3 Olig2 "7 GSCHRAL (et ARNV AR TR A A

b 5 GSC B 78 IR N, AR 4 25 R 3R 4KE 50 GSC
53 AN A R A , 4045 B #4122 7T (proneural, PN), [A] 78
J5ii (mesenchymal, MES) 1 £ #i (classical, CL) %
RACS, Olig2 78 1 15 AN [F] 2 A4 1) GSC Hh R 45 5 244
H . ik Olig2 i PN % &! GSC, PDGFRo /K V4 % ;
p-Olig2 3x &l GSC [W] CL & A4 %4% , p-Olig2 4 I EGFR
Tk K-, BA BT 20 B RF A5 1 Olig2 Rk ik 2k
¥ 51 #2 GSC a5 B A 12 28 1% 1) MES R A48 , MES
PR 4 CDA4 15 2000, SRTMT, Lu 25 % 5 P AN [H]
FIW 55, A Olig2 4 #5F PDGFRa 35 I4 BH 74 ) PN 3%
A GSCH#1iE, Olig2 i 2K 5 i PDGFRa 7K - B 4% , EG-
FRKFH 0, {233 GSC ] CL R B A5, th 47 Ji g 241
Jio6F EGFR 41 771 58 &0k . 4 Olig2 *F GSC %
AU R] SB I AL R IE AE A S, Olig2 TG 5E 72 BF 5%
GSC KI5 T4 5 . Olig2 £ 7538 55 Hoft g 5 R 5%
I R R ARV RVE 25 GSC A2 115 2 GSC
A 35 2 75 B 82 Olig2 Xt GSC R AL 1w s 2 i) W
Olig2 £ GSC A=W v B A F K ok 152 Joia g 5 448 A 1)
oy BRI TT B EEE

3 FEOlig2 FERR BRI PRI
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TEHE A Olig2 ¥ 3 Il 11 9 GBM IR IT ¥ 7E 4L 1
R FEH, TER T — Bl SN, o) DLdE ) N1
25 3D 7 1 SRR R , B Z5W) SKOG 102 fig
TR 12 N GBM 7 /) BRRE A i g AR Kl
Tsigelny P98 H A 918 B.2% 77 123 B 1] B Olig2 1&
J2 IO 968 i HE R TR R i R 4 I % o 3K ARG O B 6
Olig2 Z 5 BUJ& (1) 73 T AW WL 78 2 JE A A
B Z A, P I Olig2 1 i J5i I L 1) 26 [R] A
YOEA 15 J5 S SL AT . BRI, 1% Olig2 22 S IR
FRALAT £3(S10+S13 AT S14) & 1 AH 5 Tl (1) Wt 72 HUAS
B R . BRI, Olig2 At 52 B G5B 5 A il
P4 3(glycogen synthase kinase 3, GSK3). % 25 1 4
i 2(casein kinase 2, CK2)FH i HH 25 MR8 38 1/2 (cy-
clin-dependent kinase 1/2, CDK1/2) [ 4% i i 4% , 12E 1
KA T AL R 5 P 22 R AL B FR A A8 A 5 3R
PR TR T A o B ) X 2 B P RO P
31 HR T PRI AR DR 598 AR 7 S 8T SR

S

4 & B

Olig2 7 K Ji I8 , ¢ 51 /& GSC FAI ¥ 5 MLl A1 3y 6
ORI EEAE R . SR VT 2 0] A fr itk — A 5
FARFR . R B A w5 i, Rk 2 R A F 1)
IR £, Olig2 B A F A 73 b G W TE i i 8
Jo A A AR WL ISR R AT . IR TR A GSC AT
FET 525 1 IR SO B o, SR 158 2 15 . 5 1) Olig2
AV INEE? TR H GSCAX (5 2%, Olig2 78 2.4
A 5 3 240w 4 R L 75 SR 1 ) AL

(& £ xx #]
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