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il Nkx2. 2 SEFE M FA M. ik R AATESHIK RUEBE 210 /0 7 2 fF Wistar KL EAE #88), s2if RT-PCR Al 5 (5 2%

IRAAHRE . S50 IE AR EUR N Oligl , Olig2 1 Nkx2. 2 $ifIKK ek
o AR — A

e, S OE R A A A2 B (P <0.05)
i EE e HEZ .
AR A s SO 1 A S N P R 4 42 ; Oligl 5 Olig2 s Nka2. 2
REES S, R-332; R394.3; R744.3
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Olig expression in rats of experimental allergic encephalomyelitis
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Abstract: Objective To study the experessions of Oligl ,
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Olig2 and Nkx2.2 in th brain tissues of rats of

experimental allergic encephalomyelitis (EAE). Methods The Wistar rats were immunized with guinea pig’ s

homogenated spinal cord mixed with CFA. The expressions of the three genes were detected by real-time PCR.

Results
toms of EAE, the experessions of Oligl ,
with those of normal rats (P <0.05).

ed to incomplete remyelination in EAE,

In normal rats, Oligl,
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Conclusion The increasing extent of Oligl ,

Olig2 and Nkx2.2 expressed in low level. On day 6 after onset of the symp-
Olig2 and Nkx2.2 reached the peak value, with significant difference

Olig2 and Nkx2.2 is relat-

Olig2; Nkx2.2

% AL ( multiple sclerosis, MS) fit—ffE & 20
B 3 0 1 P A e 22 R 8 (CNS) IR s . o PR
ARAY AR T /NI K 5 2 P A
Wkt s BTG A ROMTRYT k. T MS SET 8
G, B P IR R A A ) A PERE A A
TETE fER R 1 R PERER AR R R se 41 98
PP 25 S P R R 4% (experimental allergic encephalo-
myelitis, EAE ) J& H {72 A BIAE AR FE MS (1 3 YA
AMFFE R FRAT] T E I AE A EAE K U RY AE
AT , Olig HE[H ( Oligl , Olig2 il Nkx2. 2) ) ik 42
LRI, W% Oligl \Olig2 F1 Nkx2. 2 JEH )R KRS
L7 PAKCE AR ST R R 2 G T e e T
HARIT MS i o R A BT ) B N 2 —

1 #RSE7E

L1 #H#

L1 Sahy PG 6 ~ 8 Ji I i T Wistar AL 18
AT 100 ~200 g, 235 [ 55 = T8 B A KO0 B e B o
RHIFSE AT LB S bt KB 6 41, 84 3 Ho BRI 3
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AL, 3. S B0 A A R IR A8 2% K Bl KRR Olig i P ik i 78 fl ML 7 1483

HR T 400 g 2247, RIS MEREAR PR, g B IR S RL K 225048
s

L1200 R G £ 4 Bk SR TE AN IS A 2.6.,10,15 .25
RWE , B B I 3 L (E B 46 0 (81K RS o B

HURA AL« K B 4 M8 2 4 Ay 1 14 0 25 A A B e R LA
KB ERHT 2/5 365324 100 mg BEZE (G045 (3 RRR D)

L L3 FEBAREANAR real time PCR {% ( Rotor 3000) , 5
Lo HLCeppendorf certrifuge S810R) . TaKaRa RNAiso Reagent i
fl # . TaKaRa SYBR ExSecript RT-PCR if | £ ( Code No:
DDRO53A) |, Biospin [ /1538 # & ( BioFlux | code; BSCO2MI1 ) .
FACERAEEAH ) A E TP LA ) g
LM ( DEPC, Sigma) , [ H RZ# i (b5t W] S R 9T Br ) L 58 4
HAC AR 7 (CFA, Sigma)

.14 5955 PCR 5|1 b1 K 3 5 A 40 ) A B2 ] i
it . Oligl #7519 5'-GAAAGCCCAGGCCACGAGTA-3",
F i 81 : 5'-AGAACTGTCAGGCCAGCCAGA-3', 1 1 = 1y
154 bp.. Olig2 |54 :5' -TCAAGTCATCTTCCTCCAGCAC-3',

TFU#s1#: 5'-GGCTCAGTCATCTGCTTCTTATCTT-3' , 47 1 = 4
88 bp, Nkx2.2 L5545 -CTTGGTTCAGTTCCTTCATATTGG-
3, RS 4.5’ -TTGGGTCTCTCTCTCTCTTIGTTTT-3" , 47 1l o= 4y
137 bp, N5 BLY) B-actin | iff 5] #) 5'-GAGGGAAATCGTGCG
TGA C-3', Fif5|4 5'- CTGGAAGGTGGACAGTGA G-3', 4/ 1=
¥ 445 bp,

1.2 Fik

1.2.1  EAE sh R0 6 R EEnd K RUE 8650 s 5135 hn
FERBRN T WA (CFA) , £ 5 b/54 0.5 m/ 27
K RUR N KA 80 B T vk . ()RS R T B P 8 H %
FERT0. 1 ml( 5T HEFFE 1 x10"4)

AR B HH 20 10 A ik - U R it 400 g A2 A5 BB,
b £ 5% /K G S IS B T S R AR AR B BE . S BIAE VK |4
BOfF i PR IR T B, 40 | g BKRUAR SN 1 ml F0V% £ A P
KT E AR, FE vk o P S 53 P13 000 /min) 213 3 min( B
S13 1 min, ][R 1 min) , il BSWK LY 573% (GPSCH) . #5% &t
i) GPSCH #1 CFA {R & L‘lﬁiﬁf"ﬁ'ﬁT?‘H’ﬂ/ﬁL}ﬂiﬂ L& R A
ACELA BN A e B, 4 CHRAE 12 h 5P
MEEINFEIE S R M H BRI GRH , h} HOK B i ik

TTFRIE RERIRREE D) REIY 70 . EAE s M B R I fAE E K
W T R, 2 DRI A RO 23 AR AEAR 1
FERRICJy, Hadth ;2 43 5 AR 0 (L ATk 3 8% 1 |53
b JE RS LR T 3 94 41 5 IBCESR ;5 4 B AEAR
AT 35 WA MRS, UESKF/ ST 1 2
Ji EAE SR o™

HEIRURA F 3003 D UG £ 20 22 AR U T b (81 5 T afE A7 SR g
i R F R A A A B R . PP B EAE B
YR
1.2.2  KHEUGZHEZN S RNA $2H FH1 RNAiso Reagent i &2
(TaKaRa,code: D312 HEHUE RNA . F S8 bk H 258 RNA Afdbsg,
FT AT EE T VK BT T, PR AL IR EE I kAT, LA Dk AR
1 260nm SISO B0 A 2 SR RNA [ ik R i
1.2.3 =EHf RT-PCR #- /] TaKaRa SYBR ExScript RT-PCR
Kit( Code No:DRRO53A) ,cDNA 3. K H 10 pl Rk &, &
5 x ExSeript Buffer 2 pl, dNTP Mixture 0.5 pl , Oligo dT Primer
0.5 pl, ExSeript RTase 0.25 pl, RNase inhibitor 0. 25 pl, £
RNA 5 wl , RNase Free dH,0 2.5 pl., ¥ 5 RN 5542 C
(15 min),95 °C (2 min), PCR K. H 20 wl Rz hifk 5, &
2 x SYBER Premix Ex Taq 10 wl, 10 wmol/L. PCR Forward Primix
0.4 ul , 10 pmol/L PCR Reverse Primix 0.4 pl, B cDNA %
W20 pl, K dH,0 7.2 pl o FW .95 C 10 s Fiaedk,
95 T 55,60 C 20 s 40 WIHERY 3. § 544 1YL, i £ s ofE
M2k . R FH AR i i
1.2.4  cDNA 4" 5 /= 8 [a] | F H1 Biospin Ji¢ 15 04 isf, 7] &
( BioFlux ,code:BSCO2M1) . $a4E frp-de b il B ki
1.3 %itFam

BARLL x 25 Feak, KH SPSS 10.0 GEitkft i 17 ¢« $2 e

2 &R

2.1 EAE ##& X iz ikt oL e s
FF AT R T I L 0 50 48 S 04 1 ke L 7 7 A MS% £
WEMRAAEIR . TERIEST 12 ~ 14 d, M FEEr B K Tl %
2 4, Marchi §EARIBIN 2 (275 1 W0 AR ] R FIE () A0S 608 495 5 7 1)
BRI U T G %, EAE SERUHIVE R ol , K BT LU s
e'* TERSH NS 25 d 78R A] LA BURC IR A A ekt S o

A:EAEMA X R G RAHER O R LA FHMM AL, B: EAE A K K G H 25 £ 40 5 7T K 5 508 9 5 1
Co EEFRI: BA P L EHNG 4 LA
B1 KRXREMHRELENE

2.2 % & RT-PCR # #@ Oligl, Olig2 #= Nkx2. 2 #4
RNA Aasf Rk Feh 4R
IEH R BUAR Oligl, Olig2 i1 Nkx2. 2 #B{ /K - & ik, EAE

( Marchi 480 # $ 4 & x400)
KBAERZ ARG 6 KRR ik i e, 5 EH AL,

MEREP<0.05) . (HREELMEH2 K. 10,15 KR
25 K, IE# KRS EAE SRR BRI Oligl , Olig2 1 Nkx2.2
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FIRE T 2R (P >0.05) . {E EAE $E8K FLUAHE, Oligl |
Olig2 F1 Nkx2.2 =F M E—H(F D).

#1 ERKRMSE EAE XA 5 60 6 4 Olig 25 i %k @

205 Oligl Olig2 Nkx2.2
EHH 12,7 +9.0 78.2 £47.5 478.9 +228. |
EAE 4

a2k 1.0£1.0 147.5 +87.2 3069.3 +2 815.3

e X 121.0 £63. 0 173.2 +55.3" 7010.6 +1 345,30

10 K 5.8£5.0 62.3 +20.3 3546.4 +1591.7

WIS K 3.41.9 12.4£10.7 348.4 £291.7

P25 K 49.7 +45.5 23.8+22.8 5037.4+3876.8

a: P<0.01, 5 £4 ML b: P<0.05, 5 E A4 4L
3 itig

3.1 Olig kREYRBRMmICELT FOER

Oligl 1 Olig2 R /b 28 I fifi 48 Bfo ( oligodendro-
eyte ,OL) i AL, 75 2000 F 4 E . fEMAE R4
RE IR, Olig 3 PR 4k /258 62 ot 400 1Yo 40 Y 78 dee - 11%)
bric, &5 /0 28 B 5 4 B i A 40 M oligodendrocyte
precursor cells, OPCs) [14 431k % D] AH 5 i) 85 22 5L 7], PR
SE T ARG OL Ay iy (4 40 it (4 .5, o] RE DS T IR
W 22T A4 B A s o g fh R A 2 A i B R OL
Vo BN B ORI A CNS 2 KT A0 R
FESTPE IR | e 52T I I 400 it 35 0 40 i H At 4 )
Pl 25 72 40 B4 JBE T A M v A kT L Oligl 01 Olig2
5 0 I A M R B 43 fE A1 CNS BERS T A 2%
fEiz sl 2o & E R, Oligh ASREMIAS , {H /24 OL
AR AT 934k, Oligl (19 F 3k B & A3, A3 W5 A
1, Olig2 F1 Nkx2. 2 7E [A] — 4 i o4 #1514 i & OPs 43
{k} OL (b3 &4 ™ | H.H 45 PDGF-Ra +/Oligl +/
Olig2 +/Nkx2. 2 + ) Ops A fE4H LA OL
3.2 Olig kR 5 EAE 69 % A

A 80P A LA o S A M v A 1 B R A R R
OPCs 225 CNS #fifi§ 5 & i EZ 4001, H RTA b il
WP A= 5 9 T R 3R A O . D OPCs 7 461 {05 X I8 1) 3%
;@5 OPCs 4 fbAl OL, 7E1E % [ i, OPCs )
HORRFFR S A0 T ARBR T, 24 OL Jik /b ak 3t
HE B PR 15 L, OPCs A A o7 255, JF UG MG 5 B8 17, I &
SHERL OL B U8 1B E 45 . EAE 5 £ %
PERE AL A sh P e 7Y . 22 K 1 el A A o 75 fydy I i A
95 A R Ao A 9 3 B R A T R U R i T
B RANTE A s 8 22 S 1 e 1 R IS A e 9 s 1 B
Hir] I OPCs (35401 | 8 A K1t OPCs £ 3K,
{HJE A AME IR OLY

EAE R 3 450 A% 2, K R M A& A= I 2 4 o0 A2
Oligl .Olig2 1 Nkx2. 2RNA {1k K F i, ik i

WA 14 PR TR Kl o S )55 6 K Rl A SO 4 B[]
IS Al Bty LR 55 S S 245 00 S5 245 00 5 At A s 7
AR I 25 SR — B0, LM EAE BEEY KRR E 28T fR 1 3 A
BESR AL HETTREN A R IBR . B RBEKESATREA
T MIS P A A 58 A A TR 2 A A R e R
Hflr—Se RGBT WA AEAT 2 LRPRITR
AR RSER RT-PCR #9772 K Olig BP9 RNA 45
RYEH 55 1E 20 2 () e R 220 433 O 10,215 o T 3T
MR AAE , AR A B S 36 £ R P 9 8 £ b B4 7 i A ) 24
M Py Olig 8 A9k, 3050 21 55 1E T 41 =2 (| B9 22 517
350 ~400 £%, fEE MG 3 F, MM 2 A EBHFEK
B B 2 5 1F 2 =2 (8] R 22 B TE 150 ~ 200 fF, R Rp il
ERE M 6 FA B A AE b R Y o AL R,
BERYZ 5 I W 2 2 () Olig ik [H 3@ 1k B ) 22 | 5 /s, 7
EAE KRUAER A AFG 25 d, {7598 n] T A st 5% o 6
B IB) o FEHS 10,15 K, s A8t 7R B gt ()
ATV o FRATITCHE R PIRMR RS 2 [6] Olig 2k [ RNA
P IR Y22 5, (ER AR R 2 FIE B 2H 22 [a] 3Rk
AN T RE SRR A R B A YRR
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