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1993 4E, OB 12 [microRNA ] & FHEN S X 9 1272
% 20-24 HEFH SRR & B /NG T OBEBER) RNA 28
M OFEBTH O THE S L7z microRNA (DUF
miRNA) (M HE 25, fill, WAEHIIELZFTODH
S LHMEIHEET S, 2 OEEEN RNA (2 mRNA 5
OEAWRZ RS 2 2 LT, EEMROS L
WCEERGEZH) ZEPHLAERTWS, BT
EHAE 900 3T < @O miRNA 2SI SN TB Y, & E I —
F¥ 25 FOBETOIFIZTRTIEmRNA I L - T
FEENGEL L S8R Twh, ST A > TEED R
B L miRNADOE Y QEHEZBVDL L)k o72 2
ATIE, 2001-2002 4F 124 23 Ffs%  (Chronic
lymphocytic leukemia : CLL) @ 13q14 /X 8 @ 12 1) i
f&¥ & LT DLEUZ #inTH%kis S 7z, 2004 412,
CFAMKMBEEBAMAEY >~ 23 )E (Diffuse large
B-cell lymphoma : DLBCL) T 13q31 ® %7/ 24 ¥l ®
R EE T & L CHRA 1L Cl3or25 SRE L. Zh
5OEETIXEH T I— F L%\ (non cording) i#fx
T Td» %P, DLEU2 |2 13 miR-15a, 16-1 (miR-15,
16) 7%, Cl30rf25121% 6 2 miRNA (miR-17-92) #*
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HFAEL, 25O microRNA 127/ A RKIBRHEEIZ X
DEBURT, HDHWVITMEFREEEZ LTzl b,
SREBUC XD EEICED S LE 2 b Z 0Tk,
AT AN BT 5 microRNA DFSBLFF AR TH
HEN, 4 H Tl microRNA FBUERE & DA SIEDHE
PBb ) R FO 2 L AMERET 25 k4 LS 2
ENTWA. KL TIE, miRNA OIEF ORERERER
HPSDBABITEENCEDL T TEHADOHRE
TN 7 N

1. miRNA

miRNA & i, 20-24 nucleotide 75 7% A &EH % I —
F L 7\v> RNA (non-coding RNA) T#%. miRNA &
FHEIZBWT lin4 Ein T2 55 84 22nt @ non-
coding RNA & LT 1993 421258 R & 72Y. Ambros 5
1%, lin4 (& lin-14 | H A2 HH L, AR5 b
FEELEHEE L TVEIEEHSAIC LY.

miRNA 1 miRNA E 2D b D& LTT /) A
DNA IZHFET 508, BiE L TEHAZ I— F3 5o
BIETFHICHL5E07H 5. BN I— T 5#ELT
ERIBE R EGRERE TS NS F v v SR 3 K
R ABEZ O primiRNA & L CiEESh b, £
L T Dorosha EIFEN A RX 7 L7 —FIIIZLD
I3RS 70-80 MDA T ¥ UL % L D pre-miRNA
V2 S 71, BN S~ % 2 1 (Exportin
5 XDk ESN L. S5 ICHIIE A T Dicer & I
BENA)ARRZ LT —FILIZ X )Yl S 2024 35
JEF 5] O ¥ (mature) miRNA & 7% 5%, miRNA i
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(8) microRNA F8BLEF & ) >/ &
Pri-miRNA TV ABA, BAILET 2 RPDWRE L Croce 5D 7
presta X V— T2 &N % &7z, 2001 4F 12 Dalla-Favera @ 27
Nuecleus ’ U — 71k CLL 2 3513 % 13qL4 KBS0 340 2 2
Cytoplasm 4 |12 & o C non cording i# 157 DLEU2 O 5 BUR T % 58
L L7=Y. #4E Croce 5 1 2002 4E12 CLL @ 13ql4 @
el /R A IS 2 5 miR-15, 16 D FIE T 2 & L
m / Pre-miRNA 729 miR-15, 161X Bk ® DLEU2 #{ZF NI AE1E L 7=
miRNA/MIRNA* \ 2003 4F, /N—3 v NV 28 (Burkitt lymphoma) T

duplex o5

¥ "mature miRNA
incomplete pairing
with mRNA target
S RN TT17 2110 e,
translational repression @

1. miRNA @ 5 #4#% B & B 2. Pri-miRNA->
Pre-miRNA->mature miRNA. miRNA (7% ff1 ) 1
miRNA RISC (RNA inducing silencing complex) &
EHAEREIED, B mRNA (Ff) O&EH~ND
MRz HET 5.

RISC (RNA inducing silencing complex) #F1 & #A&1K
ZIEL L C siRNA @ & 9 (2K A9 45T mRNA O A4
BEHIICHRAT A2 8L oTC, TOEBBET O
mRNA % 3T 52560 H 5. L LiALIE, B
@ sequence |29, AEEIH A LT mRNA 75
EANOHRAET L2 2 12& 0, Mg s e
SOREIE B9 (K1), miRNA X 6-8 D
[seed| LIENLHEZE Z 2 TR ENAIINZ RS,
% ® sequence 7SI ) mRNA @ 3-UTR (untranslated
region) |ZFFEET A1k, Z O seed By % ol &
L CHIMICASE SR AT 5. Seed BEH % FIH L 72
miRNA BTl 71 7T A5 O FFE L, Target
Scan % Pictar 7° 4 % T & 5*Y. miRNA (¥ L3 L1
seed BLHI DAL D 1, 2 RFEDTH O RHSET: 5565
DY, 773N —2BET S, 2L AL let-71d1-2
WHOENILID ae T THDE. Z0OT77 3 — L
AR LoD THROWHIPIIZ LI LIEY 925 — 2T
LTwa., e bTRETO77 I —557%2%% 900
O miRNA 2 BLEEH 5N CTHB Y, EEH 72 % miRNA
VEEINTBY, ZOIE 3,000 FEICDIZS &F
HENTnb.

2. non coding RNA & miRNA
4 H Tl miRNA OFEHREDNL C OBATHIS N

#38% 15

miR-155 @ sequence %* % &+ BIC & 171 % non cod-
ing 15T O MBI FEB A S 72" BIC BIET
miR-155 @ pri-miRNA T % = & HFAE LIRS &
N, FORBIEEI) oS EEIEE I BRI %
F2L T 2 ENELRBEES N 2004 4E, Fk4
I non coding &z T C1307/25 7% 13¢31 O 7/ L HE1iE
\2& ) DLBCL % f.ts &2 Bl >/ & Tl 58
B3l exME LAY, SRS oS 2RI,
2004 4, Croce 51 1) miRNA (X477 / A llhbiz-
THAEL, LIELIEYZIFAY—%2FKET 2, 2)
miRNA D550 1%, DATEREEZRTI LS
7 ) WANEEHIN (fragile region) (LT A, J &
RHELEY. ZOFHLONT, 451X miR 155 %
miR-17-92 7 E D[ A A THEFEIFEH 3 % miRNA 1L [ 28
AR T - &EH] OFHEE T, miR-15, 16 7%
EO [HATRFIEBET %3 % miRNA| 1%, [7°
AEIET - |A] OFBITER & 72 LiEER IS b 5
TREPE R SR L 72 (M 2).

3. OncomiR1l & U T®D miR-17-92 7 7 X & —

C130725/miR-17-92 ¥ miR-17-5p, miR-18, miR-
19a, miR-19b, miR-20a, miR-92-1 ® 6 > @ miRNA
7257 % [microRNA polycistron] % &z HMIZd b,
miR-17, 20 7*5 7% % miR-17 £ miR-19 D 2 OD 7 7
I —I2RBIEN S, miR-17-92 7 5 A % — 78 13q31
D AEEIEIZ L) BAIN Y > ETHEESEB T 5
(B 3A) Z &\FHik L7z 2 o i22vT Ham-
mond X Hannon 5 ® 7" )V — 7' 7S miR-17-92 = & A L
72BN c-Myc # HEH T 5~ 7 A (Ep-Myc ¥ 7 A)
DG RIFHEMIEE, BB L g siEaenFE~ >
ANEBERBA L, MEESSELBIE L. MR B~
7 ATIE, En-Myc ¥ A X 0 BHIC B A F s 23
A U720 1 51325 A 5T (oncogene), @ 5\
3 AHE (R T (tumor suppressor gene) @ & 9 |21
HE3 % miRNA & L C [OncomiR] & V9 PR % $2AE
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3.0H u""—‘-“\ul_\_\‘\- P
.00
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Tumor Suppressor Gene

Cap -\ Poly(A)
p-5
Cap —\ Poly(A)
p-5
:_u_\ﬁu-\-\-‘—“ ad
3.0H u‘u“_\_\_\_\-\n‘\' s
3-OH

Oncogene

Cap =) Poly(A)
p-5

Cap=\—7 Poly(A)
p-5

Cap=\\— Poly(A)
K\Y iad

Cap=\§ TT Poly(A)
p-5

2. OncomiR OFEREDA .
A, PABRMETELTHLEGA.
B. 2SAHIMIEIE T & LTl < HA.

L miR-17-92 {Z OncomiR1 & &7z, i 5 1%, miR-
17-92 IZEMORHIFEH TP AEZE L I L LT LN
TEF, cMyc & DHFICL ) WD TEEEEE D
DT L ERLEY.

B L) > /8ET, miR-17-92 25 & DEH & EH &
LCTW2O0? 23T % BER 1% 2008-2009 4F O [H] 12
WAx EWSPIZENT 2008 4E12 7% Y, miR-17-92
1 pro-pre B fifu~O 3 LICEE LB X % & Oi{nT
Td 5 Z &2 Rajewsky X° Jacks 5D 7 )V — T 056

WOWTHE &N 513 miR-17-92 78 B HEE
M OSALDERET 7R =Y AFERY ] ThH b
Bim Z##l9 5 Z & #B 52012 L7z, Jacks 5 1d miR-
17-92 0/ v 777 b= A% F# L miR-17-92 DR
fBIC XL ) Bim 25#f 53 L, B Mg IE pro-pre ~ i
Bl b 2SBHSE X5 2 &, Rajewsky 5 (F miR-17-92
20) oS RMICHEHA S L N T ATV =y s
< A EVEELL, A~ ATl B MO S Lo #EE
T Bim OFSBAIH S ) v SERME T O R RE & &
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(10) microRNA F8F 54 & MY v/ SfE
A OncomiR1/miR-17-92
) C130rf25
131 p‘l? 3 1 21 22‘: 3233 34
owss (T ML)
___—BOESTSN,
cen ‘/// 5 ;:;;ﬂsr :i\\\\fi\e
c13osr125 ;;N;E ’
T miRAT92
Cancer Res 2004
B. 13931 amp
OncomiR1 @ t
BCL2+/Bim- MYC+
miR-17,2 iR-19
Tumor ‘ e ‘
SUppreSSOI"S

Aggressive lymphoma

3. OncomiR1/miR-17-92 & B V) ¥ /3T OB E.

A. 13q31 7/ A BRI (RH) A5 [F%E S 7z Cl3orf25/miR-17-92.

B. miR-17-92 | p21 & % \» (& Pten 2§ 5. F 7=,

DR B 2 EDRIEEND.

I ERELAEM. IS O S, S miR-
17-92 13 Bim 2 ¥l 32 2 12X ) Myczld U &
FTAENABMLT - EALHMALTBMRY /3 ED
ERESPEICBE G- 2 2 EARIE S, LAl v
FVHIRE Y » o8 E (MCL) HI 3k @ Jeko-1 Al i #k 1
13q31 @4/ L B4R & Z A2 PE S miR-17-92 O Ef 5
HERL TW5)%, 2913 DFREXRIEIZ LY BIM &i%
TFTOEBELZWZ ELMOEN TV, fitoT,
miR-17-92 7 Bim & IR 2B EFHH 5 2 &8
RIEE Nz Fkx 3, BCL2 $5EE M E DLBCL Hisk

#38% 15

first hit D#IEF-5% (BCL2 X MYC) D2 X

Mtk T 5 SUDHL4 IZxf LCL > F 7 4 VA% H

W GFP-miR-17-92 %3 A L, %% 2 miR-17-92 7%
BRI T LA ROk E R, 2 oR Mok E H

WS T EHT 247V, 1,000 B> (miR-17-92
O) BHEHEETOR 25 17 BB F2EBERT T
LZEREAM L IS 17 #ET1E, BSAPHE
f&F & L T CDKNIA, p53DINPI, BTG2, TGFBRII
EEREATW . CDKNIA YA 7)) % F—EH]
fill K7~ (Cyclin kinase inhibitor) C& % p21 &H% I —
FT28ETFThb, ZORREN p21 13 p53 KIEH
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B oH OE % (11)

H B WILIEKIFHIZ CDK4/6 % 1) > AL L CHl A
FECE DY, FIZGL-SH AT 5. miR-17-92
AV A S A7z SUDHLA i fg # T 1% p53 JEAR A7 1 12
p21 OFEBHPIHI L Nz, 2 O miR-17-92 3 A ALkE
Tl CDK4/6 OFHAS LA L, GI-SHIsE AL, #
MR ERE AT T R 72T S L R YIS I L. 512
miR-17-92 234 ) FE I L T\ % Hiak @ Jeko-1 il #k
272w L T7 v F+ A4 1) I (antisence oligo
nucleotide) % V> C miR-17-5p & miR-20a D 583 %
WS 5 & p2l OB EH, S 51213 CDK6 D5
HOMBKTAA 5, Glarrest 2SFFE S 7z, LA L,
miR-19 O FEH % Pl L T p21 o Wm0 E bidE
Chrotz, DEICEY) BY »/8ETO miR-17-92
DI 1% CDENIA/21 T A & L 5k RIE &
72 (M 3B). BWHT A= A2 BT HMEET
&, miR-17 7 7 3 ) — 25l B A#E O TTHE & v 9
A 2R R R Lo b 28T, 77y
TRIRREI LR D 2 ENEZ LN

c-Myc BP0 B ) >~ 78 Tld, miR-17-92 1
CDENIA/p21 L 38R AN EFFOZ L L MIZE
N7z, Eu-Myc ~ ™ A Tld, miR-17-92 % 5| 5Bl &
H5EmR19 77 2 =A%, BAMHEETTH S
Pten O F B &= % F1F T Akt-mTOR #& 1% = H 1L L,
WAMBLIE T R b= ZPMEICR D 2 L He &
Ventura D 7'V — 712 & YR SN2 miR-17-92 1%
VUNEDHTF A TOEN LY B B2 Fo
ZEDURIEBE N,

4. NK#RREZDEETFER

NK A Y > 780 - (s i, WHO 434812 L iuid
natural killer cell (NK: sCD3 —CD56+TCR—) Hi3k®
JE#sCTdHDH. EB 714 VA (EBV) BAeh i FAE 12
HELME 2RO ENERONLH, FEM 2 IELL
ANZALNEAHTHL, 7IVT7, AXTa, BT A
VATHIEL, TV y YT RERREY R L, S
HOBEBTH LY. ZORIEIZIL EBY ORYe) HE
T, ZIFEBITHETH Y, RIS 2T
72\ Y NK MIES O SR ICIRIEICE S LT b Toh
%9 . [NK #ilafESs | 1213 NK/T-cell lymphoma, extra
nodal nasal type & aggressive NK-cell leukemia @ 2
DHERIA D 555, NS IEIEOREW MR TR %
Lo LM XN D, DeVIC+ WG # % 1 05 1E R
CHOP % Hul & § 2L & & I L TP RO

ENRRONDLDY, kS L CHEMRRTH D, KA
FERBETRENDH D EEZONTERTBY, 20
RO HIZ, L7 7 4 (Comparative genomic
hybridization : CGH) f##7, FISH f##7 7% & 347H 1
T & 7205 10-20% DIERITH 6 Yotk ERE (6q) DX
ERALNDL L W) HEBRWT, REHM T/ L
BEERM SN TR nY 6q KIBOEYRBIZET &
L C PRDM1 & AIMI @ J5ZE5RAETF L A F VALDIRGT
s TWws?, PRDMI I3 Blimpl IR &, B
M A S EMIA A ENLED R TH D5, Z D
R IE Ao MAEkE & ERIRI /AT [nonsense muta-
tion] 23 L TWC, 6q RIEEAME > T PRDMI D%
BPIE$ 5281250, BSAHHIEET & L CHAE
§%. PRDMI /K113 DLBCL #ti ST\ 5.
F4ld, mRNA OFEBEENSL  OEHETHELT
WD TR, MY AR - BT REEFES <
ARHETH o 72 L) Hh 6 NK MUEIE S % 6 %12
miRNA O ZEBUFNT 217> 72, LUF, A IFHE DR
JBHAL CHEIET- B OW S 0 Thh o 72 NK il >~
JSIE - PRSI0 % miRNA FEHER % 2 [ L 720
TR L7z,

5. NK##2fE% T D miRNA EREF & HEaeET

miRNA OFEBLEE L, ) ¥ S EE» S K4 Ll
HEENTws, LaL, I EAEBAIREY ~
ISIEAS TR TH > T T ML NK/T B RD ) ~
JSETOHAETIZR V. NKAES 38—k EBTH
LD b5, BRI 2 S T B A 8
NTWiv, Ht- T miRNA O] 5 >0 B DSEFE S
HUREMEDE 2 5N 5 %, miRNA OB O F
ZRET L7z, NKARE Y > 7 SHEM Rk & 1E 5k e
#HST, /= rTay MENIZEI DALY —=
TERITV, WO 00 EFE 55 miRNA B & FSHUK
T %7759 miRNA % R L 72, miRNA 13 20-24nt ®
FWVRNA TH Y 785 7 4 VEERD S L 7Bk %
FAWCTLF 7T 7—3 g v LT BB W ST g
ThHb. FTxld¥T 74 VYR 5 CD56 Byl ifiE %
~A4rayA4¥sarl, MEOEELHS S
RNA # i L7z, #7800 miRNA (2xf LT, / —H >
Z7a v b, & PCR, miRNA 7 L 1 % )1 L CHI&E
P EHBIT 24T o 72, SRS DOBITIZ L ) EH D
NK Mg 08 & I3 2 & Bk, Mlakks b1
miR-21 & miR-155 133 L < BHILHEL T 2 &,
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Tumor samples

R2:=0.55

p=0001 miR-156

0 2 4 6 8 10 12

4. NK/T cell lymphoma {2817 % miRNA FE31EH .

microRNA B & B » o3&

CD3-COS6+ Sell ines (CD3-C056+) CD3+COS6+  Primary samples

0 1

3 ¥ miR-150

normal celllines pt's

AmiR-21 J_miR-1554
[oren s ]

NK/T-cell tumor J

A. CD56+ fEliZ~ A 7 u % {+¥2 a3 (micro-dissection) L, RNA it %47 W EMT % 4T - 7.
B. miR-21 & miR-155 D FH & miR-150 D FEBULT. Tagman 12 & % BE WK % & 7258 w7 C

&% . norm: 1E% NK G, cell lines : NK FESSANLIE.

Pt’s sample : NK/T-cell lymphoma/leukemia & 1A,

miR-21 & miR-155 DO FEBUIPEMBAHEBREZ R L7z BET).

miR-150 2SIE R & B L THBKT L Cwb 2 &
R L 72 (Bak). MR RE & BRRARAR O AT T,
miR-21 & miR-155 DIy — 1T &5 5 & PR
HRIREFR (mutually exclusive) Z7R L7z (X4).

74, miR-21 & miR-155 2S5HITHE L TW A D ?
MEEN 7 & a =BRSSO s shTn b
25, 25O miRNA OAET 5 Gtk 7 ATEIE
BEESNTWRWED, ¥/ A0 —HINEC L5
TRV TA v, EBV &3 3 5881 T oo W] g
Horbos LTEIFOLNL, ZOMRMIEBY ¥ ¥
ERC EBV 12 & 0 ANBEAL L 7 MilfE € ld miR-21 &
miR-155 2SR 2 = L s S hcwn e,

19 7 OncomiR T & % miR-21 & miR-155 A%t
FEBL T2 s, NKMY >/ SEMfukk %
HAWTmiRNA @/ v 7 & v L T8 A & 51
REFFEAT 217> 72, NKL Mifg#kid miR-21 23& %3 L C
WAL T v FE AL A mR21 ) v 7y Y
T v A ZATo7. ZO#EH PTEN & PDCD4 &\
2O0DNAIFIEEHDIEB L NV EFR$ L2 &%
&Nz, ¥l miR-21 % MOTNLIZE AT 5 &2
5ON AR EADOFBIIMET L7z (M5AB). &I
miR-155 DIEDIFEE = 1T-> 72, miR-1551% [/ >
M=) YEREORY v E{LEER] *a—-F$ 5

#38% 15

SHIPI &1 3'UTR |2, FERCHAE S N7z seed D
o2 NP ERTHEY, D% ) miR-155 A°
SHIP1 # {1y & L, FHHEL ML T2 EEE 2R
4 %%, PTEN & SHIPL iV > Egfbis iz = n 2
nA /v h=NY YRETHAPIP3 % PIP2 12, F
72 PIP4 % PIP3 \ZZNENH) VLT AHEETH
HDT, TNOLOBEOEBMLTICLD, V) b
AKT*" (pAKT) OFEHEIT LFAT 5. Fx ik SNK6
& MOTNI1 Ml ¥k T miR-155 D3EH%E / v 7 ¥
L7:& 2% PTEN 038 &= D% b7 L 12 SHIP1 O3
A EH L, pAKT OB &AM T L7 (M 5CD).
miR-155 139208, 3UTR IZHET 52 &2 X ) SHIPI
OFBEINZ D D) WRENARET 5720, v
VT T—=ET vEA BT, FENIEE A, miR-
155 7%, SHIP1 ® 3SUTRIZHEAE L D A Z EHREh
72229 NK #HFaESE Tk miRNA OFSHRAIC X ) A
AIHINEETH 2 2 OO v LEEEORKHED
T %3 U C AKT O AL % k3 2 & 550 { TRIE &
nz=,

Bk L7z & 912 NK Y v 28 C, miR-150 D FHAS
EFFOHIE L T, FLLBBEMETLTw 5
ZEeERBLA (K6AB). miR-150 %, L v F 7«
WANRY & —% T NK/T MY >/ E R 2
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W B (13)
A e B L
Pl ] P AT s § o2 ZggEgEce
: $s 2333274828535
miR21 | W - -
R2 R%_ 1.00 268 1.36 1.27 1.21 0.56 0.52 0.37 062 0.252.11 1.19
r.";ﬂ\r\n;)‘(i\\l:;ﬂc ‘AnnaxinV-FITC 58 |W |
+50uM Etoposide 4hr =
NKL
5o 5 5
3 9 60% RED0S 3
> E
- miR-21 2 501 I:I i - miR-21
>& -3 . 2 0 B2 W PrEN
o 100 032
1 g Ak
E| PTENT ‘g p>0.05 100 094
100 257 g_ 20 T PAKT
Target protein}§ -‘ i < L2 .
1.00 112 fotal il 10 4 r! * Bim
B =
_— PAKT(ser473) 0 - —— 100 033
E ) Etoposide - ¥ W tubulin
tubulin
c D DERL7
vector miR-155
_ 8 100057
w -
% & :1 Total AKT
> E 100 1.03
-
-® 100 221

Phospho p65
- N
1.00 2.22

L_.m - | P21
00 0.97:1.00 323

- - P53
Knock down Transduction

5. miR-21 & 155 DIERE I DFFEHT.

A, miR21 D7 Y F A7 vtA. LIk FACS f#i#T. miR-21 /v 7 ¥ T7 R — Az T
Wh AT: 7TRM-VADPFHFESN, PTENOEHED LA & pAKTORHK T A LN 5. SC:
scramble (control), AS: antisence.

B. miR-213#A. 17X PTEN OFIUKT & pAKT OFHED LADSHA LN,

C. miR-155D7 v F+t > Z#E A (AS). SHIPL {Z miR-155 7 > F+t » ZADEAIZ X ) EHEN LA 5.
PAKT OB E I T3 5.

D. miR-155 3 A : #EIE T AZ L % miR-155 5@l 588, SHIP1 OB EACT & pAKT O3Bl =i hnAs i
SND (k27 £ ) —H51H).
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6. miR-150 DFEFEMAT.

A. NK/T cell lymphoma, extra nodal nasal type @ 54

microRNA F8B #

LIV Y NE

CD56 Pt. PMBC

CD56 n.1

CD56no.2
CD56 no.3
CD56 no.4
Pt. tumor

miR-150

miR-155

o oo

L oo TagT)

0¥ a0y o

R W+ oo
e+ QR 2>
SEELtXXSR
= ¥XZZo% o
mOOzz§§ou
=E=E=00n o Z

¥ A )

!

.

B. miR-150 / —% > 7 v b, HEWIET miR-150 OB T, miR-155, 21 OFEB ARSI L.
C. miR-150EAIC L A4yt AFHE. GFP: control vector.
D. TRAP 7 vt A (7027 —¥ifkEHll%EST % PCR). miR-150 EAIZL %70 X7 —EiHEOKT (%

TahSCHk 28 & ) —EF5 ).

vAnti- ‘ o il
apoptosis
Proliferation

7. NK/T ) 73[E T miRNA 83 %% & AKT
TP R .

A D e, BASNZMMKTIE, RS LI
beta-gal TG SN A ML HILH L72, Z1UdiH
et am3vbw s BEBEE ML (filed egg appear-
ance) FEOMMRET, LAYy VY APFEINL-Z L%

% 38%1%5

T2 ([X6CD). miR-150 A%E A S /- Hliakk T
DTFORAT—BHMEEELCETLTW . itoT
miR-150 (ZHMIfLEALICB G- L, £ OFEBUKTIEATEAL
ZHFG5 T EEZLNDLY.

PLEIZ& D, miR-21, miR-155, miR-150 ®ZEI 5
WA, BOICAKT RO R = /i LCHllaEg, 7
R b= A, Mgl &k % TROBET - &H
DOIEHAL D B LG AL & R 7 LIEELICRI 53 %
EEZoND (7). ik, NKMIES O E
o1 3§ BN O Hi s A% 7 & 1172, Extra nodal NK/
T-cell lymphoma, nasal type 814 1& fz -8 B AAT
DHRE D% S 1 PIBK-AKT #EEEDOE AL EL 5 2
ERHEESNTVEY. ZOHIRIE, TLOKEET
JEL 7%\,

BbH I

Pk, miRNA OFHEFE &) Y NEOHD Y IZo
WS L 72 miRNA O HIEKIX A5 A O HE & BLE 5
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B H
L0 UEATHL EEZ NS, EFEE miRNA
RS EELMET —~D—D & L CEEHRH O
ek TR S T 5. miRNA 0%
Wi~ H, miRNA 2D & O DEEHEA~DISH,
727 SRy & L C miRNA BFZEAS, YA ITGHEA
DTVA T AN—= LD ERRNICHIFENS.

& 2

AWFZEIE, PR RFREEE AR TERE RIS
BRI - R - IR RN RCE 12 B W T Th iz,
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