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miR-148a 14| B % MGCS803 4 j th 4 K #F %
XA E M Jhemid % ARG

[#ZE] HH UE miR-148a X H#E MGCS03 A K MU B, Fik SErbER
PCR #:ill miR-148a 75 B A 35, MGC803 i ifif4 YL miR-148a Ji7 , MTT 2347 AR ihigk 4E7%
ARG SR BGC823 AR A K ol , R A HEAT 4R I A B 72 . 45 5R miR-148a 7F B 8 MGCS03
PR R R, MGC803 ANMUTERYY miR-148a J&7 , A= K B W A2 B4, 40 M R I7E G131 % A= BHL
Yy miR-148 41 G1 HH LA (71.52% +3.43% ) X HR A (47.46% +3.12% ) iR Ft &, P <0.01,
451t miR-148a ARUESZ M 20 E B, NIl 5 9 MGCS03 ZHMify AR .

[k4#iA)] B, i RNAs; A KadRE; 400888, miR-148a

microRNA (miRNA) H 1993 4FH R EEHGE LISk , BIE R T 2000 25 77 T AT A B E Y H, miRNA 2—3 K
BELE 22 MEATERZE A BAESRAD RNA L =9, 5843 52 & (A58 4) 5 mRNA 3/ R Ut AN A&, T HIHE mRNA (1) 9% fié ol
F L BIEBIESE miRNA 76 A A9 A4 BRI R, A K R 7 Al 3808 T R R AR I BAE SR ST
FHH,FB5> miRNA 5 MR X R &Y EME i R4 R RS TARE EEAHTEM, B8R R miR-148a 7£ /i
FIRSE ARSI T miR-148a 7F B ¥ MGC803 4iiffE K i A/EF,

— MRS 5k

1. Ak A BRI BGC823 MGC803 .SGC7901 \MKN45  AGS FIA B %6 K 1E 4 4l GES-1 Y93k [ v = BE R 2= 41 g
AR TR miR-148a (93654, Hdh MGC803 #HAEH T MTT 40#r A4 M 28 S 7 28 i sc o6 4 R ARG I0 , TRIzol
RNA 2G5, Lipo2000 #4470 [ Invitrogen 23 8] ; qPCR 519124 LA T4 B, qPCR X5 £ [ Takara 23 A ; miR-148a
mimic M Negative Control miRNA H _F &2 F A 7)G

2. ANMEETFRE YL . MGCS03 4 T-7 10% prdENa A 135 /Y DMEM 15333 37 °C 5% CO, WHENREFE, Bl K =5+
BUE R ISR RIS IR b FEYL Y IR A 50 nmol/L (19 miR-148a 5T IE 5 - IR A, BUHINL Lipofectami-
ne'" 2000 FEYLHIE IO TR FRILIR A E WA E S min, K ERBEIRA), S EHCE 20 min, FE0FRIEHA] S AT MTT 404 A K
Mgk \SETE AL BUSE I A AEE AR I

3. SERFEHE PCR:S0 pl SORIRER A SIMARR 2 wl, IEF5 14 1 wl, 51951 wl, SYBR® Premix Ex TaqT 12.5 wl, fiizk
M50 wl, PCR R 45 4:95 °C 10 ;95 C 10 s;60 °C 60 s 747 40 NMEFR, DL U6 YE NS EM, U6 EmTI4.5'-
CTCGCTTCGGCAGCACA-3'; U6 JZ a1 5| ¥ . 5'-AACGCTTCACGAATTTGCGT-3' ; miR-148a X ¥ 5% 5| ¥ . 5'-GTCGTATCCAGTG-
CAGGGTCCGAGGTATTCGCACTGGATACG ACACAAAG-3";miR-148a 1F 18] 5[4 :5'-GTGCAGGGTCCGAGGT-3" ; miR-148a 5 [7] 5|
¥:5'-GCGTCAGTGCACTACAGAACTT-3' . ¥ 14 R W AE 5298 6 B PCR X Rotor-Gene3000 {3 #% b EATH 48 1511 miRNA
fodE Lt 2 2, AACT = (CTmna -CTusrna ) v -( CToimna ~CTusrns ) sz o S PCR BN ZS He oy 3 Yl 7 5256
BIRSIESS IR

4. MTT 4387 . & 10% fa/ N4 35 09 55 TR BC R 2 MR, LABL 10 000 A2 HEzRP 31 96 FLAR , BALIAFR 200 ul,
FEFRANML 5 d, AL MTT IS MARSEREE 4 h,45FL0 150 wl DMSO, 45 10 min, {145 S 7840 . 45490 nm I I E
BALI WS, e EE R, LARS R R A b , OGRS AR AR i 40 M AR T 2

5. AR H T 109% fifi/INA- I3 A 15 S I0RC A0 LB T8, 3 3 x 107 MR TR IR b, 5240 7 4, AR
YO T AR, LR R) R Ak, 0 OB R\ A s il A i A et £k

6. ETEA RIS 3 1 1 HLBIBE 0. 7% BIEHER 2 x DMEM (& 2 x FUAEZ /1 20% /MEIE) 75 CE IR TR A E, A
0.2 ml SRANMIRTR , FEAMRA) TEA T 1. 2% Tlan BRI 75 L 2 3ie st e, 8 AR = 5532 10 ~ 14 d, W
AN TIRETE AUIF 0L

7. MR E . MGCB03 AN F 6 FLI%FRM, 4% 3 1R fL, siRNA 5 4L BGC823 4ifiid 72 h 5 AR 4N , Bl A
v PBS PYEUAAHIE 2 W, AT 70% L EEREE 4 Cit® . MIA 100 wg/ml 1Y) RNase 10 pl/FL,50 pe/ml FIBILLL PR BE % nifk
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300 le/E‘L 4 CHE2 b, AN SORS T 40 51401
- GO SRR LA = BRIEZE IR (v £5) NI SPSS 13,0 GEiHRIF, 24 L BGHAT SR 3207 22 530, B LA
AT 8 7[‘"3’\ P<0.05 HZEFAGIHEREL,

— 4

1. miR-148a 7F B ANAE 19 R iEE I . SERT 2 & PCR Kl & B miR-148a 7F B 8 40 M iP () R 388 T B 15 7 26 I 40 iy

GES-1, H7E MGC803 ik ik,

miR-148atfl 4 ik b
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GES-1 BGC823  MGC803  SCG7901 MEKN435
BLGES-1&IE T A, *P<0.05; **P<0.01
Bl miR-148afE P4 i 2 IE N i

2. miR-148a X} MGC803 4fififl A= < A5 K MGC803 A AN ] b R LK 2 701 3 2, B e e g ST /A 28 ( Lipoalone ) , #%
GLFAPEXT B miRNA 41( Control RNA) , 7%+ miR-148a £ (miR-148a) , FIFH MTT 4347 A MR /07 4295 28 i S 56 & B miR-
148a it MGC803 AHMIA £, W2 ~4,
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B4 U RS 4 HTmiR-148a % MGCS034I a2k 1 ffa S

3. miR-148a X MGC803 4 fits J& I B 500 - 40 B 4047 4% B, MGC803 ZHMUTEE Y miR-148a i, 4L E 7 G1 W1k A= fH

i ,miR-148a 4 G1:71.52% +3.43% , % B4 G1:47.46% +3.12% ,P =0.008, LK 5,
6004 m Gl=47.4653.12 §00 B GI=71.52+3.43
500 B G2=11.42+1.12 B G2=15.421,12
i O s=41.12+1.12 600 1 O $=13.061.12
300+
2004
1003
S0 40 80 120 160 200 -0 40 80 120 160 200

Control RNA B miR-148a

El5  miR-148a% MGCS03 41 41 i J5] 31 {1 52

=it

BT R RSO T BRAS Ak I 2 — TR E A, T RRAC B Bt AT RWEoT B
BRI S K AR R SR 43 F AL AR e ik ft 3 4 v B i AR RS AR A2 . miRNA AR —FhaE 4w RNA SEpH
Y, R NJGE 173 BRI ER IR HRSr miRNA [R5 5 g 10 & A R R VARG | R 46 0 S R S i S R i Dy B 2
U AR R 2 AT B 5 A3 45 22—, miR-148a 1 miRNA H Ay — 5%, O & ZEFLIRE | e vh 3K A, Chen
2L U A 101 ] 555 B BALST miR-148a FIFRIEAL, K I miR-148a 15 %0 I (4 1F 2L ZUA Le , 75 B2 41 rh 32 1A
I, H5 BRI ANMEE,, BATHE—L855 T miR-148a 76 B A A9VE T, & B miR-148a BEUSFZ I 5 I8 MGC803 41
L 2 SR IA  R ERE A T GL B, M) 5 i MGC803 4l A: 4+, 5 miR-148a [A]—Z %M miR-148b 7N & IAE B w2
U , 0 ML R B 6, R BB AR A KT (R X miR-148a fEFAOBFST, 7t BUAR B2 A7 00 70 A U 2% )
BT, miR-148a J@ AL CANDI FyFe3k , fEHERTHI AR LNCaP 4RG4S L 2307 BRI 25 L i S R T RE A A, 45—,
miR-148a ML BT VE IS AR A AU I IE 3 RIBFAE2E 5 . 55 7 miR-148a TEN[RIFREE N [F] S5 IR i R AR R
JHIRA—FE

H AT 25025 5 /R miR-148a 76 1 9 40 M 1 2 KA B v & #E LA, S0 o0 A e 17 B i & AR R R 4 AL, miR-
148a J& 75 5 B MR ZE AN OC SR A TEREE S5 N RFE R VE I A et — 20 oE
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