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ZEP238 S 303l B, 78 4l fd 43 Ak 1o 2 vh R 2 R R S AR
FM L R ARESE W AL (epigenetic mechanisms) 76 #8145 OL
A3 Ak R v [ R R 4 AR L A A% /AR A B 1 B 2 T Ak
A i Y R T 58 DNA B 3L 4k KB40 i RNAs A S 19 3%
HULBRE™ , M RNAMIRNA) E—RKEY 22 MR
P R 2 D RNAL 3R 3K B 21 8L 5 0 8B IR S 1
A miRNA 5355 i 2% 0 F 51 (49 2~ 8 nt i Bl F 75 540
mRNA {1y 3" 8k 4 f% X (UTR) 56 3 B 4 2 A, 5] 5 RNA 7
S WP E 4 & (RNA-induced silencing complex, RISC) X} #
B DR e S U 0 o) B A, R R 3R R (A NS 4 30 %) 1Y
Fk B R B miRNA 28 Y22 ShETY . IE AR ok, KR
FEUESE miRNA L 40 38 58 43 1k w6 % AR BV TE i %5 0 &
A=Wy ad B A AR AL JCH O miR-219 . miR-338 4§ OL %
Fe S0 miRNA 19 & 315 L oh B8 F 52 10 HF R E ), miRNA B AL
h 2 R EREAL A IR AE S5 O S 0 A P A
BB IE S . A SOt miRNA S5 OL 431k S Ho A7 15 86 35 93 7
RIS R R ER R IR
1 455 miRNA i OL 4L 858 B B AL &)

124 A 1k miRNA 4 $ 4% 50 6 T LUAE 3F OL 43 1k 1 36 45
TE B » 490 R 6: 2 15 O BB L ikl 2 4F OPC SR 43 fb bk 2
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e OL 44k 5% - OPC & A ilF — 25 431k oy B2 19 T2 1 6 5 1)
OL i) 32 #5570, al W 24 miRNA %} 1IE % OL 43 4k #
CNS &8 T % #5688 % /E FH . miRNA microarrays F1 qRT-
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KR AT Hh miR-219 #0 miR-338 #3215 78 B 7 1 9 2
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OL 43 LR35 . 46l 4n » miR-184 A L) $12 1] 76 2 T ¢ I3 200 ffd vh
5 GFAP #: 33k 5 BCL2-like 1 (Bel2l1) , M T 310 %1 55 1k
FE 5T 40 A 43 Ak i Sk B L 38 fB B BBE 5 19 A2 OL 3
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2.1 £ Kk M4k (multiple sclerosis, MS)  MS J& —Fj CNS
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A G IR AR SE . BE A B BT A T 1Y HT 4R 2 miR-
NA 24 E S S AL 3% miRNA Y18 1 F1pE 2 25 480 14 1 4l
Pk K REKEHY LNA (locked-nucleic-acid) 4 S )
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PP E XY HEHE [ 2(SOX2) J2& SOX Jk B K ik i1 — A4
W5 AEAE T A Y 3926. 33, TR A AE IR i 10 1 P 40 i
F AR 2 R A B AT A 3% 35 1 3R 3K T 2 6 40 R 09 1R A1 SN IR
2. FERAN, SOX2 72 4K 43 1k (1 IR i F 40 i CESCs) | i His 1 9
0t e 23 T B X A0 Y A A TR . SOX2 (i
ZERHMRE TAMBERE AR T H KB 5Bk
SOX2 #2533 ESCs W - SN IZ 404k . & & Rk 32 LAy 41
firh SOX2 A&k, 5540, SOX2 (3% 1k 2 BLH ™ 4% 114 1) 2% R
il 2 L 30 SOX2 7 /0y BUom 22 1 40 I v A o ¢k nl BH A% L4 1k
R R X4 S R M 4T .
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L3 T A0 M bR S 0 2 3 5 R A AR L TS A O
SOX2 J& 4t 435 I i T 40w | 3% 58 85 R 1 A 43 4k 78 g 1) 3 22
F o WF5 KB SOX2 1 £ Fl T M i 98 v 1 5 5 3% 3K W] RE AR
i 88 1) 2 A g R
1.1 SOX2 58w AWK ExR.HEAMR I Chuman pep-
sinogens [ PG 1) (8 & A EIEHE A 4 78 7 101
HER I T R TR L PG A (& C 4ifg) 18 3%
P I I h  2k 8 TC W B2 b Xt S B E W PG 1/
PGl LW B AR . ik, PG 1 /PG I Al 1k '8 ¥ 7 11112 iy
M RAFAE bR . Tani 005 & B, SOX2 3L K £ B i 4141 1
TR TRSTEER CRA W BEW HAETHERE AMERE N
MBS PG 1 /PG I LU B, BI B @414 PG 1 /PG I L AH Y
WS SOX2 B HFIB M FIA %K.
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I R T w ™, [\ SOX2 £ 4 gt 34k i B %
A H . SOX2 K& R 3 Ak ) ' 988 f8 3 77 05 B 1l BH S 4R . (2)
mir-126 {5 7 — Bl 37 (9 BOR i RNA (miRNA) , o of B & ik 7]
LI 5 75 F T SOX2mRNA fy 3" st =l 40 T 1X. ) 285 4 o7 /53 40 76
SOX2 ik i H T B /3L E Cin PLACD 3k & A4
5 DA 35 i Y A

Li %5 SOX2 £ w Bt SOX2 fE1EF B #iK
AR E R R BB E S R R Z B SOX2
EEFHFAEDENRRE W LA FHERE D&
Fik MAEBSESENESFERILTEAKRE., £ SOX2 A
HH R A0S AN B I R R AE A
1.2 SOX2 5/ #MmBiAot s AN SOX2 mRNA 7
A TR 4R R M R ) 3R Gk L 45 2R 18R - SOX2 mRNA T
1B 55 4 18 e Y T30 40 L 2% v 3R o HC At JHF 98 4t L 3R % OE
B A R A 335 5 SOX2 mRNA 76 i 41 41 38 1K R 0 g
o T 55 T 20 45 OE R TG B Ak 0 4 438 R R B SOX2
mRNA ({8 5k ., 454 I I AR 5 2 & B o 47 4047, iF
i 120 SOX2 mRNA {9 &5k 5 Mo K/ LI 4 =248 . TNM 43
B2 R FEAR G . 76 TNM B9 JFF 8 %, SOX2
mRNA AR G & A4 17 R0 A7 R R T . m
£ TNMIL ~ [ B Y 835 v JC e AE SOG4 . B Gt B, SOX2 7] i
S5 & Ak A ; SOX2 B 1E -y TNM [ #iF#
SRR JE TS B0 A

] P 2 2 02 R I A M 98 R VR I A0 L 3 AT % R AR B
Hep-12 4 it , & 30 H AT 2 1k SOX28% . 100 /> 3 Fh 4 Jifd 5t 2
LR M LR, BT A 1 58 5w B Hep-12 76 G095 B BE Y /) R
REGEEUR R . BRICZ AN, Hep-12 40 M 5 T 98 XL I7 25 9 (1)
BN RT3 B AT 22 BO 52 B S AU A o {E ) T
2N R E MR R AT . B SOX2 R IB S RS
FF9 52 % B X AR IY 259 i SR M 2 AR A — E IR R .





