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microRNA DOHERE 2 Ha9R9~ 2 3K & 7 L F O 2 T2 LTz, & DO3EH| 2 KIGEM R E T
JLC in vivo #&5 USESTERRINEIER 2 MEE Lz, Z OfERIT. RIEMISI OB LV RieA
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The novel concept “chronic impairment of microRNA function due to chronic inflammation
may cause inflammation-associated tumorigenesis” was identified. Drug library screening
revealed a compound which enhances microRNA function. This compound indeed had
preventive effects against inflammation-associated tumorigenesis. These results may open
a new strategy to prevent inflammation-associated tumorigenesis.
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AEAIIC microRNA DOFEANES D & R
WL VI EN I N TV, TDOWV-o
E 9 T, RIEMER b U AL EN R ©
X2 LZFOEALTD microRNA DOHEREN
A9 5 2 & WAL 1T in vitro DHFSE
R E L TRRELE L TETWZDT, DY
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2. WO HB
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kLA X D8R 7 TmiRNA FEEERLE ]
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HHOEBBAEZHMAE LT 9 2T o4&
WCSEH L7 PRHIE OB E THORIT B Z &
EFRHME Uiz, BMRMICIE, 2 OM& % RE
TAHFEE L LTO microRNA FEREHR = >
Ry ROREEZETRV, O FE FRIEMER
FEOTHAIE LTHWS Z ENRTEX R0,
AT AZEEEE LT,
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(1) miRNA Kt GFP <~ 7 ADHISL :
CMV 7uE—4—TIEINDHHNLEAT
»5 GFP #Eiz+ » 3° UTR I
miRNA122/1et7b/miR29b @ 1= # ll %1) % #A
BIAATEa A NT T N EEFEHICHEBLT
LHEhTo AV =y s~y ARERIL . 181
RIEDWFRIZI T 5 miRNA #EFEIC DWW Tin
vivo CRRAECEX 5 L5112 LTz,

(2) microRNA OHHE & B 583 5 ZEHA| DB
o, EATATT V=L LR —F—HljaE
AT microRNA OHERE & B985 25 KA &
BRLE,

(3) RIEFHE TRHIROMGE : Z OFEHK %
invivo E7/VIZHEGTHZ LI K- T B
RIENZHEFE T 2 BT RR & H ] T X 220 s
MEET 2 & & bic, PRHEDHRIZORIT S
ZEHEDI LT
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(1) VAR—Z =T AV 2= I TR
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5L OIFE T GFP DI IR E & to 5 fifk
Yt THRFT LTI 2 A, BRIEIC L - C
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776
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% VYT microRNA ODOHERE & B 909~ 2 A %
BRUTFER, HDHED kinase 7 microRNA
MEREA IR T D Z L 2 HWE L, O L
fEMT LTz, ZOREHR. Z O3EH|IL PATP2 & I
1X#0% polyA binding protein (AR AAEM T
551 DI Z 50 L T OHERE 2 4 L.
microRNA IZ & 5 polyA O5EHE 2 #5984 2 {EH
NHDHZ LEHRNE LT,
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@ DNA fEE B2 AL S¥ D DO 2T T
W5,

WolE 9 T, miRNA OFERJ mRNA D polyA @
SEHENEIL northern blotting THERR TX .
miRNABSBEIZ 35 1F % HNF4 O BB % B 5 2T
L7z,

(3) Z DOEHIA D AOM/DSS 1 K 5 KIENE
FEPEET LT in vivo THERE L EZ A,
DN AR AN & A7z, Dicer #fnt/
I TR ATIIZEORITA OGN
MoloZ &b, ZOEHIX microRNA DO
BEANMLTWD Z LR SN,

WolX 9, Ape OEF~ 7 A TIIKGIHEE
NERIZHEETHN, 2O~ T AET /LTI
ZDOEADOHRIIE SN T=Z &b,
Z OIFNIHTH I EI 2 L LTV D D
TIE72 < miRNA OREZ Zfb X HH 2 LT
FESS NI AN TN D Z L 2VRIR ST,

I DOFRERDG | 1BPERIE TIE microRNA
DORERERIRENL X TWD Z &, TOREE,
microRNA FEAEARN 4 b [RIERIZ JE I TE Ak A3 (L 18
ENbZ &, ZOIREEIT microRNA HERE A HY
BT HHAN L THFry L LY D L,
= O FAN T M RIE NI T D IEIE R &
W92 aEEMEDN BV BRRAIC WD Z &
NTEDLHREMENE ORI &, DB FkD
MR EZEZ G EERREEHZEEZD
no,
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