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HE . BY it kabhm s s T st b R IR anJe B ey B B AR RAUE) . ik SRR R A
K B-F(PDGF) 10 ng/ml, *£8-F 10 pmol/L & FRA 238V IR AT A28 f( OPCs ) 48 h, ‘i &-4a2m iR
B, R )R AR 3SR R L, AR BT TG N SRR AR BUR 8 AN 4m RLJE AR £ mRINA ABsT Ak &
1B RNA FH TR p21 69 Rk, St st anfiadg sife o tbad#on, 53R  PDGF T# -5 GO/Gl1 It & 5k
TH(P<0.05), SHAfG2HMILE 5Lt & (P<0.05); "EF-F T35 PDGF# 509 SH G2 e g 4kt
&, FFLIEGO/Gl B4 IE 5L EAR( P <0.05) . PDGF#p4) e Bl BRiR 81 (P <0.05) 5 BAa-F18ak m e 5 AR
(P <0.05), FFMLEF PDGE %28 di8 B ad%eh (P <0.05), "B T Z OPCs il i s 5, ARk ot sm
B (P <0.05), "BRT TG p21 ZEAEH (P <0.05); FiRAp21 THmSMamME 50k, BAKG2 M E 5t
(P <0.05), 32tk miamias(P <0.05), B HBEMEZG k(P <0.05), &it SHFTi
@R YRR a4 2a R A GRS s i AK.
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The effect of quetiapine on the cell cycle of oligodendrocytes
and its mechanism*

Lan Wang, Zhe-li Chen, Liang Xu, Xiao-ming Xu, Yi-hu Wang
(Department of Geriatric Psychiatry, Huzhou Third People's Hospital, Huzhou, Zhejiang 313000, China)

Abstract: Objective To investigate the effect of antipsychotic quetiapine on the cell cycle of
oligodendrocytes and its mechanism. Methods The oligodendrocyte precursor cells (OPCs) were treated with
platelet-derived growth factor (PDGF, 10 ng/ml), quetiapine (10 pmol/L) or a mixture of the two for 48 h. Cell cycle,
cell cycle exit index and cell differentiation were compared under different treatments. The relative mRNA
expression levels of 8 cell cycle-related molecules in mice prefrontal cortex after intervention with quetiapine were
measured. The effect of down-regulation of p21 by RNA interference on cell proliferation and differentiation was
examined. Results PDGF induced a significant decrease in the percentage of cells in GO/ G1 phase (P < 0.05) and a
significant increase in the percentage of cells in S phase and G2 phase (P < 0.05). Quetiapine inhibited the
percentage increase of cells in S or G2 phase and prevented the percentage decrease of cells in GO/G1 phase induced
by PDGF (P < 0.05). Treatment with PDGF inhibited cell cycle exit (P < 0.05), while quetiapine promoted cell cycle
exit and blocked the influence of PDGF on cell cycle exit (P < 0.05). Quetiapine increased the maturation rate of

OPCs and reduced the number of poorly-differentiated cells (P < 0.05). The expression of p21 was significantly
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increased after quetiapine intervention (P < 0.05). Down-regulation of p21 increased the percentage of S-phase cells

(P < 0.05), decreased the percentage of G2-phase cells (P < 0.05), increased the number of bromodeoxyuridine-

positive cells (P < 0.05), and decreased the number of myelin basic protein-positive cells (P < 0.05). Conclusions

Quetiapine may involve in the differentiation of oligodendrocytes by regulating the cell cycle.

Keywords: oligodendrocytes; cell cycle; p21; quetiapine; PDGF

F A 3 BLAE 8 i BB NI/ /D 9 Jise Jo 40 i AH O Bk
P25 T, JFRBL B w0 DS A
0 SR RE A A R L T R ) R O R
GERAE I, /58 Ji 5t 40 D 4 e 1 7T 5 S80HS A
I3 ZUE TR R BT AN S DI REZR L, DT S ok
JR0T, 4 i J] 43 A 1 2 O A 2 I T 4 i 14 4 B
ForAt . fEAnff & & v, /58 i A 4 i
(oligodendrocyte precursor cell, OPCs) 75238 40 i
JA, JT AR BE S A OCHE IR e 5) , B A 227 L
J5 3 A A ) 2 5 e Jo 240 e T RS o 2R
i R R b e BT S %) A SRS R, AT A
240 i S S0 B RE R 05 T RE 2 5 06 1 03 RUIE AR D S
J5T A0 A A SR R0 A A 24 1 - 1T g ok 2D
SR o 20 M 25 G RN AN Y, R B TR L | A /)
FRCIA RN D RE B A, SRTT, M T HORS A 1) A
FABL R 58 4 B B o AR5 32 B30 2k R e o7
S S 5D R A R A0 R, itk
M BRT-HORS Rl VR AL SR HE 2

1 RS

1.1 ¢ARa R SIS EhY
111 YRERBE@me kR ARE R DRBRA

Jitd M BT £E A9 Sprague—Dawley K R i 1z J2 41 44 il
#&0, HFEAEE IR IE AL T MeCarthy R, SEER T,
W OPCs 4200 T HFH L TR AL P 5557 48 ho Y FH IG5t
9 DMEM/F12, FF8002% B27. 0.5% Jifi 213 . L-
B AW A R /MR A K B F (platelet—
derived growth factor, PDGF ) 10 ng/ml F1 ek e B &1 4k 4H
K HF(basic fibroblast growth factor, BFGF) 10 ng/ml,
112 S¥zhy  HEME CD-1 /08 BUW A Jb 5t 4k A
S B W BR A BR A H] [ W A 7V AT IR S
SCXK (5)2019-0013], 12 h B/ MBI, 12 B
/NERBEHL S S %t B2 s B P-4, FEdl 6 o 430l
25T A BRER KRR TR E T 10 me/ (kg - d) $h 7K
fiff Jo R S T 5 30 Ao e — URVE ST 12 hJE AR FE /N

BRL, iR ) I B o A T R R R R AT
1.2 FENHFAFIREGY
121 £ &A% a4 B ( 38 [E Becton
Dickinson 23 ), ViiA 7 SEH} 5¢ 0 i B A W4 2
J  (quantitative real-time polymerase chain reaction,
qRT-PCR) #% (EEMNHAMRZAF).
1.2.2 T &KX 524 B27 (3 [E Thermo Fisher
Scientific 23 7 ) , PDGF Fl bFGF ( 3 [# Protech /A 7] ) ,
KB 5 B anti- BB 48 R (Bromodeoxyuridine,
BrdU ) Fl p21 (¥&[E Abcam 23 7)) , 92 2 5 & anti-Ki67
Fl p21 shRNA JFi 47 ( € [ Santa Cruz 23 7] ), 1% N2 Fll
B—actin (¥ [E Sigma A 1] ) , Trizol i3 ( 3£ [ Invitrogen
3], Trizol i 7] & (35 [ Invitrogen A 7 ) o & SR
s i SF- (95 [E AstraZeneca UK Limited 2 7], $1E i SC
5 : H20160665 , #LA% : 0.2g x 20 /)
1.3 ZRAaE ARG

HF OPCs 40 L 4% 5 x 10° A 41 Jifd /L 42 Fp T 3 - i
ARG 6 LR . TR FEEE TR PR 48 h, H]
Bl 1 97 3 (4 29 B27 i DMEM/F 12 15 37 38 ) AR %
3%, I FH R (1 wmol/L ., 10 wmol/L . 20 wmol/L) &b
FH A8 h, kg 4G s A7 SF- X PDGF 75 5 (1) 41 1t J 300 3%
T Y S0, 16 5E B 77 L 0E AR 48 h e, Al % 77
B8 5 3, JF n A PDGF (10 ng/ml) . ¥ i °F
(10 wmol/L) BL P # IR A W45 5% 48 ho 1% OPCs 4
J 43 kg %o B 2H (55 5% 48 h) . PDGF 41 ( Jil A PDGF
10 ng/ml 55 5% 48 h) W G-F-2H I A M AiF- 10 umol/LL
K5 7% 48 h) 1 PDGF+ M 65 °F- 21 (Jin A PDGF 10 ng/ml
F 7 S 10 wmol/L, 5537 48 h) . OPCs JH 0.25% Ji#
AR, 70% B E , R I 2 4 M A I 7 28
JEL R 38 v GO/GY .S G2 M 40 g 7 43 e, i F Cell
Quest Pro F /4 X4 47 4347 o
1.4 4FEEHAIR HI5E0E

OPCs 4 Jfd AT LA 7 48 ffg J8 301 vh 4k 22 9 36 1 30
B, A AT LR A AR AT Ak . 0 A DR
HE R /D 9% T SO 40 L 3 1 B I B AR, R AR S B
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G000 0 5 - 1 PDGE XoF 200 it J&] 0938 HE A 2 . 41
JE 3 43 R S (GO) A I (G1) . DNA & il 1B
(S) .S HM B = a] 1y [A] B (G2 ) A 40 i 43 2435 (M) .
% F BrdU BrARFRiC 4L F S W A9 40 i , 4 FH Ki-67 471
PRFRICER GO A1 A~ 200 e ) 301 vty 165 7 400 i, - 4
Ji 5 15 5 8. BrdUY/Ki—67+ BUbR i 240 il 26 75 21
it JE1 30 P 6040 400 B T 45, Brd U/Ki—67 441 it 2 7 441 Jif &)
W50 1 4 B L 9 . A0 R R AR 4R LA Brd U/
Ki—67- 21 Mg BBk DL BrdU* 20 B B 5032 R0, OPCs
Y ML B2 RN AE 24 FLAR b B 5 G 55 48 ho IR R G 5%
JE (45 2% B27 () DMEM/F12 15 33 5) B ARG 35, A
PDGF 10 ng/ml , M5 °F 10 wmol/L 55 ¥ % AR & 4 85
3% 24 h, IF 4 M BE AL (85597 24 h) \PDGF 41 (Jin A
PDGF 10 ng/ml 5557 24 h) | Mg F4l (i A s 6 F
10 wmol/L 15 33 24 h) 1 PDGF+Ws i F- 4 (hil A PDGF
10 ng/ml Fll ¥ B 10 wmol/L 1535 24 h) . [# %E OPCs
41, 40 A% DNA Z8 9% J5 , K B 78 [ anti-BrdU
(1:100) Fl 4 2 ¥o B anti-Ki67 — 204K (1:100) 5%
B, A DGR U7 G0 5 4 1k 2
LioRUILS
1.5 ARSI

4 OPCs 40 0442 2.5 x 10* 4~ 4 i /FL 4% b 1 24 5L
M rfr, S 5E B % 48 ho OB BB By R SR 5 Ol A A B
FRIE IRAEEE IR I A BT 5 R IR 3 do K
OPCs 4t fifl 73 > X BEAL (3557 3 d) (ME P 10 pumol/L
20 Cm AW B 10 wmol/L 1% 38 3 d) il M % P
20 wmol/L 4 (N AWEFTEF 20 wmol/L K353 d) . 2>
5 JBE T 400 43 Ak 1 5% 3 O DMEM/F12, 3 1%
N2 L-#F ke . 0.5% it A4 i P R =i R
IR &R 9.8 o/L.. AW R 10 oL M EH 25 o/L.
{5 FH 0 44 5% #5 B8 1 25 4 (myelin basic protein, MBP)
(G 2/ 5 52 Jo 40 i ) s i ) X 4 i B 35 ) i AT e
P25 L BEL Ak 22 A D o IR O A i e R A U AR
B 1%, Image—Pro Plus 314 #5470 M1, 7643 fb 15
FRIEF ARG 3 d A4 d, SRS A0
b ) MBP [ 5 - bric A 28 i B4 i, AR PB4
52K MBP BH 1 40 0 53 M AR 43 Ak F s 434k o
1.6 qRT-PCR

/0N RO 40 R o X sk 7 B AR T A B A O S
PESE R R IE AR Ak .y BIF 5 v T %o 44 ] A 1
R, AW 5800 2 v B 7 T 191 (10 merkg, 1 ¥K/d)

/NER30 d S, /N BRI AR 5T 8 A 4 L 9 AH O
mRNA FH X 3% ik & o b 40 456 40 i 5 3 2 1 D1
(Cendl) . Zf1 Jfd JE] A H6 3340t 2 (CDK2 ) . CDK4 ., %%
s R 2 (E2F2) 040 1) 58 B 28 i 988 25 11 1 (Rb1)
AT 18] A A0 M R G1/S . G2/M A . DNA &
BURIAT 2257 54 o 53 ARG I Ay <7 98 g 40 ¢ 751 p21 A
p27 WIARST ik, DL p21 B B A RS SR T
p53 BYAH X ik & o # BR Trizol 1057 &5 Ui B 5 9 17
PR HUR RNA . F) FH SuperSeript™ I 326 %% 55 i ff
A RNA 1.5 pg & W cDNA . i 1t ViiA 7 qRT-PCR %
G 4T qRT-PCR J ., 51¥F5 W3 1. PCR L]
ZMF N 95°C A YE 10 min, 95°C7EVE 15 s, 60°C
Bk 1 min, 40 MNEFF B-actin & mRNA ik

BN S, BRI 3, R 28k
X R IBH
%1 qgRT-PCR3|¥1F %!
S 511 il
bp
1E[H] : 5'~-GTACCACCATGTACCCAGGC-3' 20
B-actin
S : 5'~AACGCAGCTCAGTAACAGTCC-3’ 21
1E[H : 5'-CGCCCTCCGTATCTTACTTCA-3' 21
Gond JZi]: 5'-CTTCGCACTTCTGCTCCTCAC=-3’ 21
1EM[: 5'-CCTGGTCTTTGCCGTTTAG-3' 19
E212
JZ 1) : 5'=~ACTGAACTTGAATCTGGACTGTA-3’ 23
1E[]: 5'=-CCTGTCCGAACTTACACTCAT-3’ 21
Gk JZIi): 5'-CAGCCACTTCTAGATAGGAGC3-3' 21
1EM: 5'-GACCTGAGGACATACCTGGACAA-3’ 23
(ks JZIi): 5'~-CGCTTAGAAACTGACGCATTAGA-3’ 23
1EM]: 5'=TTTTACAGTATGCCTCCACCA-3' 21
it JZ ] : 5'-TGTCCCAAATGATTCACCAA-3' 20
1EM: 5'-TACCGTGGGTGTCAAAGCA-3’ 19
»! JZ ] : 5'-GTGCTGTCCCTTCTCGTGA-3’ 19
IEM: 5'~AGGCAAACTCTGAGGACCG-3' 19
27 JZ ] : 5'-GGGGAACCGTCTGAAACATT-3’ 20
1EM : 5'-GAACCGCCGACCTATCCTTAC-3’ 21
3 S : 5'~ACAAACACGAACCTCAAAGCTG-3’ 22

1.7 Western blotting

4 Vector shRNA 2 p21 shRNA YL OPCs 46 h,
RIGIE AL R A b i 3R 3 do Byt 4 R, W
& PBS PRI /DR ALY, SRS 75 NP-40 2 fif 22 vy
W2 . 4°C . 12 000 t/min 50> 10 min, 243
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3t SDS— 3R N H Tk e 58 g L Wk o 5, TG 8 B TR
YR ME L. 5% & WEE, Jf A p21 (1:200)
ol B-actin (1 — ORI, FHAHR 0 —HU & B fi
348 5 b 2 ARG I 591 6 X MR A T A ARG U
1.8 shRNAZ#E:$

Rl E p21 FE /D 5 e 20 it JE) B0 9 4 v i A
I, RS2 R shRNA A S @i ik p21 B9 %k H
p21 shRNA B %5 2 {4 i 17 Western blotting £ il L #ff
SE L YR . p21 shRNA JRL iy 3 AN HE 1] 45 53 1 2
TRTORL ARG . SEURRT, K OPCs 20 i 75 3 58 15 77 3
HOORAF 48 ho SR 5B 1 5 3 3% L 4 o A L g
B | weg p21 shRNA ay 1 we X B8 shRNA &t
Geia AN B 55 75 He v o AR A0 5 L 15 O K 4
ML ARt BE2H (IR 35 5%) , 8R4 OB 1 gt
8 shRNA %% Ju 2 4 il 22 ) , p21 shRNA 20 CI 1 pg
p21 shRNA # L2 R rf ), OPCs 9 H 6 ho H§4H
SEE T, Yk 6 h e FH NG GE B R R e R s R AL
HIA BrdU 10 wg/ml W% 5 12 he 7E0 L5280, Y
6 h JE B 3G TR BRI E A 1 pe/ml B RIUERT
S EE AL, DIRIERFE Y anif. 54K, X
OPCs 4 fi £ 1T Western blotting . 21 g J&] 391 43745 A1 6,
PE AN A2 A
1.9 Sit=rFHE

BHE 4y B oK ) SPSS 21.0 Hil GraphPad Prism
version 7.0 G031, THRERRILIIIEL + A5ifEZE (x £ 5)
Fon, R R 2001, dE—25 P A
FH Bonferroni ¥5546:, P<0.05 N ER A% =E L,

2 #R
21 EWEX PDGFRHMAMBE LY HEHNE
1EH

XTHRZH . PDGF 2H . Wi i °F- 2H F1 PDGF+ 1 i °F-
HE)GOGLH . SHIF G2 WA i 4y te bb g, &0
Zohr, ZRAGIT¥EL (P<0.05). #E—22W
WHeE . S5XFIR4 L, PDGF 4 GO/G1 3] 40 i vy
IR (P<0.05), SHIFG2 WA E s (P<
0.05), UiH PDGF i iff 40 i 7 22457 %4 ; 5 PDGF 4
I %, PDGF+ 1 i “F 21 GO/G1 3 40 M & 7 He i
(P<0.05), SIA G2 W40 M & 43 oAk (P <0.05),
Uk B s B 7 Xt PDGF i #F 48 it A7 22 43 244 41 1 7F
M. Wik2,

F2 EFmTFHAF PDGFREFMMELASRER (%, x<s)
205 GO/G13 S G244
popiiskicl 90.12 +9.23 5.14+1.22 3.52+0.21
PDGF 4] 60.22 +6.54Y 1853 £+2.67Y 1217 +2.127
W T4 88.15+8.33 6.09 + 1.08 4.01£0.33
PDGF+ERIF4] 7246 +£725%  1235+1.332  8.53+1.06%
FAE 4.493 9.554 8.875
P 0.000 0.000 0.000

0 D5 RHIEZE A, P<0.05;@5 PDGF 41 1%, P<0.05,,

2.2 MEHR TR 40 AE B B R H I BE B PDGF By
ER

XTHEZH . PDGF 4l . W G °F- 2 Fll PDGF+ W i °F-
2y g MR B R AR B B o (011 £0.02)
(0.06 £0.01) . (0.15+0.02) F1 (0.11 +0.01) , 28 J5 %
SN, 2R AL E L (F=8.944, P =0.000) . i
— AP SRR A, PDGF 4H 400 it J5) 45
B FEEAL (P <0.05), M fi-F- 21 40 i J& 19151 35
BE (P <0.05), W PDGF #1240 g 5 138 i
W O AR 0F A0 R W GR ;5 PDGF 4l H R
PDGF+ M it °F- 41 48 ffg J5) 3R 1 48 0% (P <0.05)
00, B 1 5% - BEL ST PDG I 8 200 it 0 59308 #3152
2.3 MEWF{Rit OPCs fpa 1L

FE R AL A b, X REAL . MRS 10 wmol/L
20 FI W 75 20 wmol/L 41 5 43 Ak FI AR 43 £k 20 if £k
L, @200, 25 A%IT¥EX (P<
0.05). H—LMWILLig: Sx Al b, M
10 wmol/L £H F1 M 75 F- 20 wmol/L 2H 25 43 4k 41 it 54 5
(P<0.05), fRs-fbgu gtk (P<0.05), FUn
B - 1] 12 75 OPCs 40 i B B 2%, [ R ATG 43~ 4
. W3,
2.4 FERE _EEp21 mRNAHRIE

P 4 p21 mRNA MIXT R R LA, & KK,

R3 ERTRERHAOPCSHAE (%, x+s)
2131 [l RS- 4
XJHRZH 10.05 + 1.02 63.12+5.47
WERRF 10 pmol/L2H 30.13 £ 2.37F 42.06 + 4.32°
W 20 pmol/L2H 50.00 = 5.15" 21.07 + 3.047
FAH 22.054 21.249
PiE 0.000 0.000

o PSR R, P<0.05.
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B B 2 s 531 %
ZRAGIHE L (P<0.05), MHE4H 5 T X6 mRNA H X R IRE| L, 2R LG E X (P>
4, FTUHMERT WG p21 #iLTHE ;s mH AL 0.05). &4,

x4 FWAHAmMRNAEITRIEZEBLEER (xxs)
20 5] Cendl mRNA cdk2 mRNA Cdk4 mRNA P27 mRNA P53 mRNA P21 mRNA E2f2 mRNA Rb1 mRNA
X EZH 0.03 £0.01 0.02 £0.01 0.08 +0.03 0.04 +£0.02 0.07 £0.02 0.51 +0.03 0.03 £0.01 0.38 £0.03
s ~F-2H 0.04 +£0.02 0.03 +£0.01 0.07 £0.01 0.03 +£0.01 0.08 +0.03 1.15 £ 0.05% 0.05 +£0.03 0.41 +0.05
H{H 1.414 1.412 1.000 1.414 0.877 34.709 2.000 1.627
PlE 0.174 0.171 0.331 0.174 0.392 0.000 0.061 0.121

PS5 R, P<0.05,

2.5 TifAp21 3%t OPCs ARt E 2 4> 7r B =2 i

X REA | 23 AR L R p21 shRNA 41 p21 %ma
XRIX L, @S, ZRA%IT¥
(P<0.05), #E—5Wm 4. 55Xt R4 s ﬁﬁi
ZH A, p21 shRNA 4 p21 E AR Rk BR (P <
0.05). WLFRSHILE 1,

SRR . 2SR . p21 shRNA 4 S A1 G2 1)
fmﬂﬁﬁﬁtmtiﬁf, SIS, ZRAGIEE
X (P<0.05)., #— WM HLE . 5725 AR 4 Xt
MEZLAH B, p21 shRNAZﬂk WA E g e (P <
0.05), G2 A4 M H 43 LAk (P <0.05), KT M
p21 AT HE NS W 4H M E A L, BEAK G2 W4 A 4y
o W&S.

x5 FApA EAEMNREENMERESRLEE (cxs)
20 51 p21 SH/% G2 /%
X HEZH 0.38 + 0.05" 7.05 +0.72° 3.02 0217
25 R 0.36 + 0.03° 8.00 + 0.85 2.85 +0.24
p21 shRNA ZH 0.21+0.02 13.12 £1.08 1.13+1.13
F1E 9.983 14.788 5.206
P 0.000 0.000 0.000
15 p21 shRNA 21 Feds, P<0.05,
YRR AERA4] p21 shRNA 4]
p2] T —— 15 kD
42 kD

B-actin NG
E1 &Ep21 EANFRIE

B3 JBR 4 B 14 5 ) 22 )
25 # A 2H F1 p21 shRNA 4H £ BrdU FH

2.6 TifAp213tdrz
PO EZE N

P 40 JfL 3% 3 5 K (30,12 +£3.05) % . (33.21 +4.17) %
(44.25+3.68)%, &I EnHr, ERAGitEE
S (F =5.469, P =0.000) . #F— WM . p2l
shRNA 2H BrdU FH 7 48 Jifd 52 5 T X BE 2 7l 28 R 4
(P <0.05), W F ¥ p21 ol 8 hn BedU BH 24 44 i
3t 71 5 it JoT 240 B A B
2.7 T p21 3t 5B SR 4 AR 434K B 52 i

XA | 2% 4K 4 1 p21 shRNA 2 MBP BH 7 41
it 3R 4 B R (3924 £4.07)% . (32.19 £3.33)% Fil
(1854+228)%,é7<7:7§é}ffﬁ ZRAGIFE XL
(F=9.762, P =0.000) . #— L PP L4 : p21 shRNA
2H MBP [ ééﬂiﬂ’@}i{f&?ﬂﬁﬁéﬂﬂ HAKH (P <
0.05) , W] F 4 p21 /] [ Ik MBP FH 4 48 ffd, 410 ) 2>
5 Ji I 440 Jf oAk

3 it

P 43 B40E 2 — Bl IR L WL g L Bk
PERGRHPERG, FREAGIERICNERE . B4, TR,
ROR AR OR p o SO B KRR . Bk
L IR ERRERE AL, AR IRIA T MR HL S B
KT, [6) Bt 25 4 2 F AR 3 R R T 1Y
P AN BHET, A ARG o 2L S H s G
n%ﬁI%MEWm%ﬁ 18 5 2% 5 L IS 6 A
SEA T o AW A BRI R B R BRSO 25 )
45 T T 6 A PN A X6F 2 5 e S5 4T ) 3 8 Y ) R )
S I B o mT DAL A A R D AR, i
JE B A B B Ak, A, WS IA Y AT /N BURT
BRZ JBT p21 mRNA W 35 i, R p21 i 3R A4 0
£ Jfg Fr 54 5 A0 E SR 434K o

PEHE , FERG o 24E B, CyclinD1, D2
E il Cyclin A2 <5 28 i J&1 399 BH 4 9 55 - 19 mRNA AH

/[\ s
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Xof & B G A, T R R e 7
p27 mRNA Fl p57 mRNA AHX} ik & 3 T H0, 5
AFFEFRI, FRTEAE IR B /0N R /D 58 i I 4 e
JE 519 35 B (433E Cyelin A2, CyelinD1 F1 CyclinF )
() 2R 7K 7B S uo, dy b m] D, A0 ) 0 35
FEIB Y 5 H T ARG b o S0 AV P 2R /D B 98
AN SR RN 2 — . eAh, 2t R T HiAY
/N BRI HE 3 = 7K A B ac S NG2 i /N 77 A= 1)
AR T i OPCs, LA K ol 28 /0 2 Ji5¢ I 240 Jf 450 17 B
b /718 A R BLIZS S Y 2 B AN A R
OPCs 21 i R 0T AN e 2E— 25 3 Ak A Jli 28/ 5 52 I 4 i
WANTE A o AR A R 1 S5 R 440 L] 39 1 T
LT J2 BH B OPCs 2 it 53 4k 9 B 2L . PDGF il
bFGF FI {2 #F OPCs ¥4 , M| FH 3L, FCF2 #: %
A DAIA 22 53 %4 e 70 5% J5e Jo 240 B 6 4 A 440 i )
TR S HIEO . 20 it 3 1 976 T 4 OPCs &b F 39 B AR
A, FHOPCs Ay B e, Ak, 2 MR AR
RG] T3 SR AR AR T, BEAS D 5 i JoT 4 i
S AERY, AHRESEHE 1, Ml PDGF Z R {55 vl LIf2
PE G B AN A3 A2 AHFSE KB, PDGF nf Bl ik
OPCs DA i J& 48 3l H RN o i 3R 0 ), B8
S G2 WA MI AT . 10 wmol/L M 57 F AT 41l 4 OPCs
2 B 1IR30k PDGE 755 1% 20 B JE 3003800
P T 200 S 3R R R A L o A R R B SR, M T
IR BON R RZE Ny v i 1 O I 0 222 B o i 2
R TRANR b, DREEHE A RS

p21 & — i 20 S 0 2 1 4OME 1 B (CDK)
500, BN 5 T A A 40 i R I B B 2 A .
p21 55 40 R R S B A G, TR p21 a3 b
5% i I A0 B A 3R kb S A R, p21 iR ]
DI Ay — il 0 ) 7 200 A o SO0 0 5 500, 3 e AR O
JAMAE A DI/CDK4A & 59, R/ 58 e o7 28 B 1 S
SO E A G R R SRS AR S5 FH shRNA GG p21 A9
Fik, WEEH| OPCs ¥ AR ] WA I (BrdUARic)
L8 3 D 5 Jie JoT A0 A B0 B 3 ek 2> (MBP AR ) o
AL UL p21 7 R 4 i o 4 -, nTREA R
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