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AW U84 - Transcriptional regulation of odontogenic ameloblast-associated protein gene by TNF-a and the effect of
miR-200b on TNF-a-induced amelotin gene expression
(TNF-a. |2 X% ODAM JBA& T OG- & TNF-o #IIIZ L5 AMIN R F-HBA~DO~ A 7/ 1
RNA-200b 548

Odontogenic ameloblast-associated protein (ODAM) (&, B =7 A LI CRELT 2 /W T A L4
VR T, A ERTRAAZRD S, Amelotin (AMTN) X, S —F A LI CH S N5 T A
VB R ETC, EOFRBUTT T A VRO IEERT L OE EEONAPRERIZIRFT 5, ODAM &
AMTN PEBIT NS, g 3HEE B & =) AVEMOBEE IR T 5 Z LR Ens, #4E
B2 I TMGR A, & AR OB S TBICALE L.~ F AE Y — MES Ol IS 2585k LRk CcH Y |
B JERE AR DR 2 MERF 3 DI FI 2 BRI R ORIE L EATICEBER KR AR T B2 b5,

~A 7 1 RNA (miRNA) %, 1) mRNA @ 3 FERIEREL 3-UTR) ITHET 52 & T BinFRElx
F+ B HEFET— R RNA T %, miRNA ORI 5 KEM S 2~8 FH ETH 7 i’ﬁﬁé% >— N
B LR, S— RHER & 5D % —4» F mRNA O 3-UTR O EHFHAMEA 28 LT, ORI
A L. BIETHRAIHET 5, mRNA OBERBIZZAERT, A, b, MlusmE, 295, TT k= 27 J:
DEYFH) T v AZBRET 5, LLRTOME T, HARANZ TZD T JE 2% FR A 0> DEREL L 7= RAE B P &
i B A CHEBL Y5 miRNA & Eb# L 72 miRNA < 7 27 LA OfER, miR-150, miR-223 35 X Y miR-200b
MRIEFNL CTHREICZ S BB 5 2 L Wit Lz,

AWFZEClE. Ca9-22 & Mg _E RN C oD tumor necrosis factor-o. (TNF-a) {2 &5 ODAM &Efs+ D5
FHHE L TNF-a fill%IC & 5 AMTN @ {n - RHA~D~ A 7 7 RNA-200b DB SV T 21T - 7=,

Ca9-22 HifEIZ miR-200b FHL 77 A I R&E AL, miR-200b Z@EPFEHE S5 & HIlEN T miR-200b
OFEBLEEEINN L7z, Ca9-22 #lifld% TNF-a (10 ng/ml) T 12 FEEHIRET 2% & miR-200b OFEBLAEEM LT,
Ca9-22 % TNF-o. (10 ng/ml) T 12 FEREHRL L. miR-200b FEH 7T 2 2 K% 721% miR-200b FHLEFH] %2 E
AT % &, TNF-o FIIJECTHIN L 72 AMTN mRNA £/%, miR-200b iFIFEELCHEIZHD L, miR-200b PAE
Kl AT, AEICHIN LT,

AMTN @ 3'-UTR {Z miR-200b O > — Rk & OFSHEMAELSAS 3 U FTad e B L7z (exon9; 1-88, 83-707,
BLOVT08-1692) 7=, Z b 3FEMHD E N AMTN 3-UTR ¥l &L > 7 = 7 —F (LUC) 77 A2 K (pGL3
basic) @ LUC i#f= ¥ FHticifiA LT AMIN3-UTR LUC =2 A b T 7 b Z&/ERk Lz, 3 o LUC =2 &
FZ 27 k& miR200b BB 7T A3 REITar bu—L 77 A3 R Ca9-22 Ml A L, TNF-a (10 ng
/ml) T 12 BFEHLT % & . AMTIN 3-UTR LUC =2 > & k5 7 b OERBIEMET 3 f8H & & TNF-o L < 1
7L, miR-200b J@FRIFEBLCH BIZHIHI S 47,

Ca9-22 #IfEZ 0.1 . 1, 10 BL 50 ng/ml @ TNF-0 T 12 FF#E$ % & . ODAM mRNA £(34 T DO
ETHEIZHML, 10 ng/ml TR L7272, Ca9-22 #ifi, Sa3 b M BRI JOVHSY b hIERAR
H SRR A 10 ng/ml TNF-0 C 3, 6, 12 35 L O824 REfEHIIEL9 5 & . ODAM mRNA &34 T OR] CTH

EICHIIN L, Ca9-22 Ml Cl 24 W[, Sa3 MR CIX 6, 12 35 L1024 R, HSY AR TIZ 6 35 L O 12 5
%U{%f/;z TERKICI2 o T2, Ca9-22 MM B S L7 BEH L, Y= A% 71y FTODAM % /37 g
B DAY & iRt Lf:?ﬁ%%'ﬁ\ TNF-a (10 ng/ml) HRKIZ L VD, ODAM % > /37 BRI 3 BRI HEN L,
6. 12 35 KLU 24 IFfEIZIC S BITHIIN L7, Ca9-22 ffifd A ODAM Fifk T detad % & TNF-a (10 ng/ml)
g e ﬂﬂﬂﬁ’*ﬁmf@ ODAM % o737 B3 BIHINDFED BTz,

FEED¥/2 5 b ODAM 57 1€ —4% —fd¥l% pGL3 basic LUC 77 A X RIZHEA L, -850DAM



(-85~+60) . -1160DAM (-116~+60) . -1740DAM (-174~+60) . -2000DAM (-200~+60) . -3000DAM (-300~+60) .
-3300DAM (-330~+60), -4800DAM (-480~+60), -7000DAM (-700~+60) 33 & T-9500DAM (-950~+60)
LUC 2 A T 7 RE/ER L LUC 7 vt A Z1To72, 2IHD LUC 77 A R Ca9-22 Ml E A L,
TNF-o. (10 ng/ml) C 12 B4 2 &, £ TOLUC 2 A 77 h® LUC &M EF- L. -330, -480,
=700 ¥ £ TR-9500DAM DI BIEMEN e K & 72 > 72, -1160DAM [%-850DAM L ¥ %, -1740DAM (%
-1160DAM X ¥ %, -3300DAM [£-3000DAM X ¥ #, TNF-a i #4 D LUCTEPENARICTHI L= 2 £ b,
-1~-85 [#], -85~116 H, -116~-174 [E]3 L 1V-300~-330 [Hl D~ 7 &— & —FF|H11Z TNF-a JSEES I FET 5
EEZ BT, -4800DAM % Ca9-22 AR ZEA L, & D ELPERZ/EFH S, TNF-o (10 ng/ml)
T2 B4 5 &, A $F—F¥ (KT5720;100nM), F %5 —+F (HA; 1 uM), MEK1/2 (U0126; 5
uM) | PI3 7 —F (LY294002; 10 uM) . IKKP and o inhibitor (BMS345541; 4 uM) . IKKp inhibitor (IMD0354;
5 uM) BEU'NF«B (Triptolide; 100 nM) (2 & W #B8EYEMED FH AN S 47z, #5588 4A 50> 5-330 Mk
*f FitE TOE M ODAM a7 mE—% —EF|HF D TNF-o JISERSE FRINDLA Y AX T LAF R
AL, RREOIC TNF-a (10 ng/ml) THRK L7 Ca9-22 flfE D DENS LRI E L DfERETF VYT
K7 A TEHT L7=, C/EBP1, YY1, C/EBP2 ¥ X TN C/EBP3 fisl~D Ca9-22 ML & o /7 Dk
B, a2 b — /RT3 B L6 Rz L, 12 RefRICRK E e oTz, KESI~OENZ
XY EDOREG ORFERMEZ AT D 728D IR D 40 FHREORESNA Y IX 7 VA F R CENENH ST
N T KT 'L BT T fEN Y RIZWTIU bR L7223, CEBP2 BAI~DEEN & o3 7 B OFEETE.
FEEEFR O C/EBP1 CHHIZ DAIER LT, C/EBP1, C/EBP2 35 XU C/EBP3 BiSl & BN & o /X7 E & D
BlE. Ht CEBPB HUAZ NN Z 2 L ANCHNf S, YY1 BSI &N Z R 7 B & OFERIE. HLYYL HUk
(B[l Ry gWial

B R G Alls ] L BRE R 1 & OfE &% 7 v~ T R ILREE (ChIP 7 > &A) Ti#HT L7-, C/EBPI,
C/EBP2 3 L. O C/EBP3 fidll & C/EBPB OfEE. BILUNYY1 BFI~D YY1 OFEATE, Ca9-22 Az TNF-a

(10 ng/ml) CTHIRES 2 LRI L. 12 RefffRICECR & e o7, Ca9-22 Ml KT5720 (100 nM)
HA (1uM) U0126 (5uM)., 3L OVLY294002 (10 uM), Z{EH &, TNF-a (10 ng/ml) T 12 REEHIE9
% & C/EBPB @ C/EBP1, C/EBP2 35 &N C/EBP3 ElFI~DfEA. YY1 @ YY1 BLAI~DOFEENTTELIT
Pl S A7z,

ARFFEORER, miR-200b |%, Ca9-22 Hi P FFEZHIEIZ 35U T TNF-a iIC L % B N AMTN #5758l
A L7z,

b MR R A RIEMEY A b A T D TNF-a TR T 5 &, AXT—¥, FuirrFr—8,
MEK1/2, PI3 % —E3 LUNF«B ¥ 7/ UREREK Z /T L, 855K 1 CEBPB 35 LYY # &  ODAM
a7 v — 4% —EFH o C/EBPL, YY1, C/EBP2 35 X OY C/EBP3 FlFIIZHE & &8, a8l & BN &
HDHZEDURME ST, ODAM [IRIE B A ARk I C 826 B THIINT 2 AlREMER H VD . TNF-0 12 &
% ODAM BB T-FELOZEIL, RIE~OMMPEIC B 725 E 2 Fe7o 3R b 5 LR S 47z,



