2870 FRESF 2020 5% 49 K55 174

Ay = ==
l/l?%‘ ° Eﬂﬂ ﬁﬁﬁi doi:10. 3969/j. issn. 1671-8348. 2020. 17. 021

miR- ZOb THE].H:i:IJ\ LL\'HEl Hﬁ—éﬂ-—/\l:PE,JiE &X-J- BU HEHBQHH@
Y 5E A0 43 40 B9 22 T

}_H&Q%l gjﬁi 33&973
(1 /m')” I:-ﬁ‘}—k:j" Fﬁg"]"fﬁ'a EF)D m /)Aﬁ‘}’,z%ﬁ‘/l/m)” 320000 2 am. )]] l:ﬁ’l’k% Fﬁ/%%fra I:FJD
B A, WD N 32500033, B AAZ M K, B A A 3908621)

[(#ZE] BHAK KA miR-20b &AM ﬁtmmafwmmﬂ’é’u’i Hr JU B3 0y SR 4K S B 4m B (3T3-11) 3%
o teeyFem, ik ME C57BL/6 A Rag RRAEAE R, £ B 52 k2 & PCR 4l M A A5 B (g-Fat) B I& 4 g
B (i-Fat) ¥ J& B b5 (p-Fat) 28 2% F miR-20b & A K-F, ¥R F 3T3-L1 @, is ik & 4% miR-20b mim-
ic(miR-20b mimic #8) . miR-20b inhibitor (miR-20b inhibitor 8 ) #F= [ 1 2t BB (NC 40) 3% 3 £ 3T3-L1 %@ Ae,
CCK-8 4= EdU %4 miR-20b 2 3T3-L1 4 fa3g e Fvam; i O £ &5 = s H &0l £ 46 miR-20b ¢
3T3-L1 a4 &9 % v 5 5% BF 52 & € & PCR #» Western blot £ %] #& | miR-20b x 3T3-L1 #g e P 3% 74 . 54k
7FT 4 mRNA Fo & & &k 69 % w0 ; R K & B4R K B 4 a2 32 38 miR-20b $ew A 42 3T3-L1 40 i ot g &

, R LS EFARA) R, Bk ) K g-Fat.i-Fat.p-Fat ¥ miR-20b 3 2 % & & ik (P <{0. 05 &,

P<O. 01), 5 NC &A%, miR-20b mimic 28 3T3-L1 %8 L3 74 % 47 4], miR-20b inhibitor 28 3T3-11 4m fitL3g
A BIRFH(H P<0.05);5 NC KA ,miR-20b mimic BB E T KWL E &M 5E ., =Bt b K-F 5 e,
71 miR-20b inhibitor A% F A8 K ; 5 NC 48 'L 8, miR-20b mimic 03¢ 7447 & % 48 o JA 41 & & it (Cyclin D1,
Cyclin E) 5 28 j0 JA B9 & G & #i b % B (CDK2.,CDK4) mRNA foe & & 89 Rk K-F 24, oL mE it &k dh
B AR 38 70 M 3 & 2 AR (PPARY) .CCAAT-3 5% F 4 &% & (C/EBPw) | 5 5 B 4& &% & (FABP4) | fs & & B B
(LPL) A= A8 K 4 fig By 8% 2 4% B (ELOVL6) mRNA Fo & & 49 & X KT8 24 F, M miR-20b inhibitor 28 1] & 3L
#ARRILF ;R A miR-20b T A F AR T e BT 4(Tel) LB R T 8EME, M R LY ZALETRR L
WH AL, F5IE miR-20b RAULRE B4R P F Rk, & T I AT AR M A 3T3-L1 5, AR 3t K 4L i
FfgiE, FTadE T @AY Tcld RA-F 3T3-L1 o4k,

[X#iA] # RNA-20b;3T3-L1 w7 R B5 4 B ; JIg s 40 42 5 38 7 4m oL 454K

[hEZESES] R589 [X#k#RiZE] A [XEHS] 1671-8348(2020)17-2870-07
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[Abstract] Objective To investigate the expression of miR-20b in different adipose tissue of obese mice
and its effect on the proliferation and differentiation of mouse 3T3-L1 cells. Methods The obese model of
C57BL/6 mice was constructed. Real-time PCR (RT-PCR) was used to detect the expression of miR-20b in
gonadal fat (g-Fat),inguinal fat (i-Fat) and perirenal adipose (p-Fat);3T3-L1 cells were cultured and in-
duced,and liposome method was used to transfect the miR-20b mimic (miR-20b mimic group) ,the miR-20b
inhibitor (miR-20b inhibitor group) and the negative control sequence (NC group) into 3T3-L1 cells. The
effect of miR-20b on the proliferation of 3T3-L1 cells was detected by CCK-8 method and EdU method; Oil
red O staining and triglyceride determination were done to evaluate the effect of miR-20b on differentiation of
3T3-L1 cells; RT-PCR and Western blot were used to detect the effect of miR-20b on the expression level of

mRNASs and proteins of proliferation and differentiation markers; The dual luciferase reporter assay was used to
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Compared with the NC
group,the expression level of miR-20b in g-Fat,i-Fat, p-Fat of the obse model group were in creased (P <<
0. 05 or P<C0. 01). Compared with the NC group, the proliferation of 3T3-L1 cells was significantly inhibited

verify that miR-20b regulates the differentiation target gene of 3T3-L1 cells. Results

in the miR-20b mimic group,and was significantly improved in the miR-20b inhibitor group. Compared with
the NC group,the miR-20b mimic group accumulated a large number of oil-red colored lipid droplets,and the
triglyceride content increased,but the miR-20b inhibitor group had the opposite effect; Compared with the NC
group,the mRNA and protein expression levels of proliferation markers,cell cycle proteins (Cyclin D1,Cyclin
E) and cyclin-dependent kinases (CDK2,CDK4) in miR-20b mimic group were significantly suppressed, while
the differentiation markers, such as peroxisome proliferator-activated receptor (PPARY) ., CCAAT-enhancer
binding protein (C/EBPa),fatty acid binding protein (FABP4), lipoprotein ester Enzyme (LPL) and ultra-
long chain fatty acid elongase (ELOVL6) were significantly increased, the miR-20b inhibitor group showed
the opposite phenomenon; miR-20b could significantly inhibit wild-type Tecf4 luciferase activity,and the muta-
tion binding site could abolish the inhibitory effect. Conclusion miR-20b is not only highly expressed in adi-

pose tissue,but also inhibits the proliferation of 3T3-1.1 preadipocytes,promotes its differentiation and depos-

its lipid droplets. miR-20b may mediate 3T3-1.1 preadipocyte differentiation by targeting Tcf4.
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W H HE s K AEY) AN AL TRizol ik 57 & . Prime
Script TM RT reagent i 7| & Ffl SYBR Premix Ex
Taq Il iIXFN & W H H A TaKaRa 2 &, TaqMan®
miRNA Reverse Transcription i 5| & #1 TagMan
miRNA Assays i & H ¢ E ABI 24 7], Dual-Lu-
ciferase Reporter Assay System i 7| & W H 3£
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He 20 U CS7BL/6 /N BBEL 7 o 18 X IR 2 A
JHE T AR A 5 T 0T R R DL Al ) e IS R A 2
VA 6 e 78 SR ok, /N BRORT B Rl EROK S B o S g
WP R B % o (22 = 4) C, MIXHE EE N 40% ~
602 BRI 12 2 12, WRIF 12 fl ), B si4b 5L/ B
I R AR P R E W7 (g-Fat) M8 BETA G W5 G-Fat) & B
FANg Wi (p-Fat) H 28 T WA, B J5 K e i 5% 78 2
—80 CHRAF,
1.3.2 mieibsifFak

£ 3T3-L1 Al b in A 10 % i 4 13 . 100 U/
mlL HH K. 100 pg/mL H#&HZ M 2 mmol/L L-BH
I ) DMEM @B 5E 37, T 37 °C 5% CO, Bigrfi
R FE . S 3T3-L1 # stk i 0 3R - fR 5 57 1Y
I 2% B2 IR B 80 060 I, Je R v B IR 4 5 S M
(DMEM+10% it 4 i % +1. 7 pmol/L & E +1
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pmol/L HZEK ¥ +0. 5 pmol/L IBMX) 5555 3 d; bl
55 WS e o R (DMEM A+ 10 % 6 4 v +
1.7 pmol/L R ZF) 5 FF 3 ds i 5 4k 2L DMEM &
WE G R WG 57 .
1.3.3 mintk

B KRS BIFAY 3T3-L1 404/ T+ — FL#k
LB FL A B g 1 X107 A, 4R M Bl 5 Rk 3] 80 %
L I AT RE Y528 . #F Lipofectamine 2000 43 51 5
50 nmol/L. miR-20b mimic(miR-20b mimic 2H).100
nmol/L miR-20b inhibitor (miR-20b inhibitor ZH) F1
50 nmol/L FAPEXS R F 51 (NC 4D IR S5 Y & 3T3-
L1 4, T 37 C.5% CO, ¥FHEMTRIFE 6 h )=,
B R SR AL YRS B 3R 24 h, PR UEFE YRR,
LR 2 RIAT 1K,
1.3.4 CCK-8 #%m

M4 CCK-8 3 A A6 M 751 & 5 4F 16 B L A% Tl 4%
YeJm 4540 3T3-L1 40 M p B 08 15 0l , 20 BIFERE YL I 0.,
12.24,48.72 h, B FL#E A FE A9 40 Mg Hm A 10 pLL
CCK-8 I il 2 A h 4k 220 F 1.5 h J5, B
FRASCIN 52 7E 450 nm P K AR B W6 BE CAE L,
1.3.5 EdU #%n

&4 3T3-L1 MY 24 h )5 B SR B4 10
pmol/L EdU k. T 37 ‘C.5% CO, 55 3% 5 4k 22
WEE 12 h, BEJE A% 2 2w W E e, R4
EdU 57 &6 U6 B A I EAU AR /958 A= 5 4n i
i Olympus 1X53 %6 BB RER F .
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PEE YL J5 1 3T3-L1 4l 4715 S otk 5 - 7258
8 K PBS #hk 3 K. 8R )G 4% 2 B W= il
2 h,PBS ¥E¥% 3 W, B AIHA O TAERER F 46
1 h,PBS 358k 3 K, BALIMA PBS ¥4l O F A5
() 40 B 7 56 7 S BB TSR 3T3-L1 41 A Y 4 fb 1%
Bl IR 3 E A LN 200 pL FNEE. PR 5 min.
I MR 45 A B O, FEEAR I € #E 510 nm
WAL A M.
1.3.7 %8R AZEZE PCR

fili FH TRizol i 7 & £ BUAR 105 40 21 F0 4% ik #1240
3T3-L1 40 Mg & RNA, # #i TagMan® miRNA Re-
verse Transcription iR 57 & Fl Prime ScriptTM RT rea-
gent & & AT S 5% 43 0 AR B miRNA . mRNA Xf
M cDNA, % qRT-PCR 43 514 W B 1y 20 22
miR-20b F1 3T3-L1 2 Ml 34 5 . /3 1k bir 35 J& A Y 3R 3k
TE ML : (1) TagMan miRNA Assays 17 & 947 18 i 4H
i miR-20b K&, LA U6 fE NS, RN &N
95 °C 10 min;95 °C 15 s,60 °C 60 s, ¥ 3 40 k. (2)
SYBR Premix Ex Taq Il 7| &AM 3T3-1L1 41 i 4%
B A3 A AE S bR AR LR ) 3B R O, LA Bractin NS,
P4 H9 95 °C 3 min; 95 °C 30 5,58 C 30 5,58 °C
30 5,40 MR, A 22 BRI R miRNA 5453
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P mRNA B R IR 5150 3 i g )
TRARAF G W 1,
F1  EHRKEEPCRIIYEFT

S Jrl SIFIIG —3) e
(bp)

Cyclin DI il GTTGCTGGAATTTTCGGGGT 168
Rl AGCGTCCCTGTCTTCTTTCA

Cyclin E El AGCCTCGGAAAATCAGACCA 159
I TCCTGTGOCCAAGTAGAACGT

CDK4 El GTCAGTTTCTAAGCGGCCTG 181
R CACGGGTGTTGCGTATGTAG

CDK2 il CCCTTCCCAAAGCCCTTTTC 132
I GAAGAGGGGAAGAAGCTGGT

PPARY Il CTCCAAGAATACCAAAGTGCGA 142
&I GOCTGATGCTTTATCCCCACA

C/EBPa El CAAGAACAGCAACGAGTACCG 126
Kl GTCACTGGTCAACTCCAGCAC

FABPA il TTTCCTTCAAACTGGGCGTG 164
JZI  CATTCCACCACCAGCTTGTC

LPL iEl TGGCGTAGCAGGAAGTCTGA 153
KIi TGCCTCCATTGGGATAAATGTC

ELOVL6S il AAGCACGCTCTATCTCCTGTT 116
Kl CTGCGTTGTATGATCCCATGAA

miR-20b iEl TGTCAACGATACGCTACGA 52
I GCTCATAGTGCAGGTAGA

Bractin EF TGGAATCCTGTGGCATCCATGAAAC 128
2 TAAAACGCAGCTCAGTAACAGTCCG

U6 Il GCTTCGGCAGCACATATACTAAAAT 94

S Im] CGCTTCACGAATTTGCGTGTCAT

1.3.8 Western blot

il 2R R BGOSR A5 b BEAH 3T3-1L1 40
SV L BCA 500 8 B VR BE . 10 06 T I 19 g 458 e
HIK (PAGE) 20 B & 1, VIR IE ¥ 8 2 B WK &
(PVDE) i, 5% Mg W5k % 8 £ 1 4 b, 43 003 fin
Cyclin D1(1 ¢ 400) ., Cyclin E(1 : 400),CDK2 (1 :
300), CDK4 (1 : 300),PPARY (1 : 400).,C/EBPa
(1:500) ,FABP4(1 : 500) ,LPL(1 : 400) \.ELOVL6
(1 : 500) Fl B-actin(1 : 500) —¥i.4 CHHFLK.
TR i A AL AR IC A 1L E BT 1gG(1 : 1 000)
i EEME 2 h, R ECL £t 8%,/ Image-
Pro Plus 6. 0 344301 25 A R K BE{E .
1.3.9 MREZERELR SN

P A= B (WT-Tef4) F15E 48 £ (MUT-Tef4) Tefd
1) 3-UTR F4th LAY TERARA RIS &
. BRI E R B B35 Psicheck? #8443 47 3%
A EE Tefd-3"-UTR M5 2 BER 1 3 K 7 A4 70 2%
5 A gk, 1 Lipofactamine 2000 43 il 4
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50 nmol/L miR-20b mimic B¢ BA X 5B S 0. 1
pg MUT-Tef4-3"-UTR Jii ki 5% 0. 1 pg WT-Tcfd-3'-
UTR ke ge N % BE Ry 80% A4y 3T3-L1 4 fifg
L, F 37 C.5% CO, BEFRFah 4k 24535 24 h 5. 1R
s WU G 2 Tl 3 7] 4 15 1 U0 A ARG T 4% 4 A0 e w6 Ol R

RPN N T 44, 54 % BB 2. qRT-PCR
1 TE B % A R A e o AR 4 /0N B g i 4 4
miR-20b 3B IK -, 45 3R BR . 5 1E & xR 41 /) B
A, miR-20b 78 B jk & A5 241 /N B g-Fat, p-Fat,i-Fat
P 2 e 2235 (P<<0. 05 8% P<<0.01), VL&l 1,

AT 4.0y 0 EXTiRRE
1.4 sitzam B [ ity

K SPSS20. 0 B Ak AT GE 43 BT T8 B RL LU i 3.0
Tt FoR, BRI S ARAS ¢ B, L P<<0.05 K ?é? d
LRFGHHE X, % 2.0
2 % R m
2.1 miR-20b AR KB AR T & AL &

R 5 L T F LRI P 3 20 1) /) R AR R 22 0. 04— ,

gFat p—Fat i-Fat

BTG E L (P >0.05,n=10) ; i B )5, 0 JBE &
BEZH /N BRI OE B 6 BR 2 /)N BRI 43 1) oA (36. 56 +

, iR- =] BE A5 48 49 oh 4 35 3% 7k F
3.2D)g 5(25. 1242, 04) g, 0 v B2 /1N Bl B 4% 0 M1 miR-20b mRNA 45 Rl 8 SRR saa 4
0 DAP| EdU/DAP| 60 1
B ' a 50 1
R 251 1
® .
-|D,—<- 2.0 - M. 404
L =
S 5 § 30
x =& H a
(S5 E;_I -T-
8 T 20 4
$ 1.0 4 ﬁ
o
E 0.5 10 4
0.0 - 0 : .
1 2 1 2
A D
1 [
1.6 +§ a E%
@ 14 a B 4. 07
1.2 : % 3.0] : :
10 E
N a
1 0.8 a = 2.04
0,6 . = a
8o4] . a -
0zl Dol (-0 ¢
) X .
ool L 1F1 Nl HEFY Eiin
B ¢ 12 HT]‘[EHM(h) ® 7 E Cyclin D1 Cyclin E CDK2 CDK4
1 2 3
Cyel | - — - =)
yclin D1 - - =2 a
: 2.0+ 3
Cyclin E| e - - i a a
L :{Sz 15' a
’ - 7
K2 | e - - %1.0-
L a a
CDKA | = = e ﬂé 0.5 I-"-‘ a H
B -actin | WP - = o0 1
F actin) = G Cyclin D1 Cyclin E CDK2 CDK4

“,P<C0.05,": P<<0.01, 51E% X M L5,

A:qRT-PCR #0441 3T3-L1 40l *f miR-20b mRNA k7K F ; B: CCK-8 #6441 3T3-L1 4 fifd A 34 58 %5 008 s C. EAU Kl 3T3-11 41 g 384
FEAF L (X 200) ;D EAU FHE 40 M 5 e 5E i3 E: qRT-PCR K 4% 40 3T3-L1 40+ Cyclin D1,Cyclin E,CDK2,CDK4 mRNA ik /K ¥ ;F: Western
blot Kl £ 2 3T3-L1 4l Cyclin D1.Cyclin E.CDK2,CDK4 % [4 % ik /K *F-; G: Western blot 43 #7 &, 1:NC 41;2: miR-20b mimic 41;3: miR-
20b inhibitor 41 .*: P<C0. 05,5 NC 4 H#¢.

2 miR-20b XF 3T3-11 £ A1 1 58 19 2 M



2874

2.2 miR-20b ##] 3T3-L1 4 A0 938 74

5 NC 4 H % » miR-20b mimic 24 miR-20b mR-
NA B35 7K 8 1 0, M miR-20b inhibitor £1 Ay
FRK T BEFEMR(P<<0.05), K 2A B Qe i3, 5
NC 4 1t %5,24.72 h BF miR-20b mimic 4 3T3-L1 24
i F4 38 B AR 5 T miR-20b inhibitor B4 A8 K4 %% 5
(P<C0.05) ., 2B, 5 NC 4 %, miR-20b mimic 21
EdU BH M 40 i bR R B (P <<0. 05) . 1fif miR-20b in-
hibitor 41 EAU FH M 40 i Lk 3238 i (P <<0. 05) , ¥ 2C,
D, 5 NC 4 t# ., miR-20b mimic ZH# 3T3-L1 Hillg
Jii 40 BfL b Cyclin D1, Cyclin E .CDK2 #l CDK4 14
mRNA FlE 257K F 3 18 2 T B (P <<0. 05); 4
JZ »miR-20b inhibitor 20 DA [ 40 g Il F 7£ mRNA Fl
HAFRIBKE L8 28 (P <<0. 05), WK 2E~
G, Ut T %3k miR-20b Al fEH0 ] 3T3-1L1 §i A 5 40

3.0 1
B
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P
W 204
&
z
=
o
E 104
S
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=
£
0.0
A 1
1.2+
I B
o %
g 1.0 ﬁ 304
X081 2 204
g %
- a -
0.0 . + - 0.0~
c 1 2 3 D
5.0 =
PPAR Y ,
‘ - 4.0 -
C/EBPq | W - B
3 %
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~ - E
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L P 184 B
2.3 miR-20b 12 3 &7 5 B 4@ i 69 4L

5 NC 4 %, 5 Y miR-20b mimic,inhibitor AJ
A3 50 34 B A R 3T3-L1 40 g b miR-20b 1Y 3 ik
(P<C0.05), WLIEl 3A, XY 5S040 8 KW
IRHEATIMET O Jeaf =B Hm . g5 LB xn S
NC 24 %, miR-20b mimic 2H 40 i 43 4k 3% 42 01 5., IR
T3 22 8K, =k H I K3 i (P <<0. 05) , 1] miR-
20b inhibitor 41455 5 I AH )2 (P <<0. 05), WL & 3B,
C. 5 NC 4 It # , miR-20b mimic 4% 3T3-L1 4 ity
1 PPARY. C/EBPa. LPL. ELOVL6 #l FABP4 iy
mRNA 18 [ &k KF W3 38 im (P<<0. 05 5 P<<
0.01), 1 miR-20b inhibitor £H LA I i I 410 B2 43 1 b
EWTE mRNA FEE [ Rk K L EE TP
0.05), Kl 3D~F,

a a
a
a a ”
.
PPAR vy C/EBP a FABP4 LPL ELOVL6
e B
K
b
e 5
a a
i 2 ”
PPAR vy C/EBPa FABP4 LPL ELOVL6

A:qRT-PCR #5441 3T3-L1 20l miR-20b mRNA (3K KF;B:IMA O X441 3T3-11 240 M P9 g i %4 8. ( < 200) 5 C: % 41 3T3-L1 4ii ffg v
= BEH K ;D RT-PCR Kl 45 2H 3T3-L1 Zi i tf PPARY.C/EBPa,FABP4,LPL.ELOVL6 mRNA AJZ kK ; E: Western blot ¥l % 41 3T3-
L1 4t PPARY.C/EBPa.FABP4,LPL.ELOVL6 % [ 3 %7K F ; F: Western blot 4847 & .*: P<C0. 05, P<C0. 01,5 NC 24 L4 ;1: NC 41;2:

miR-20b mimic 41 ;3: miR-20b inhibitor ZH ,

B 3 miR-20b Xf 3T3-L1 ZHAE 5 1L B9 B2 0



FTHRES 2020 5% 49 5% 17

2.4 miR-20b ¥e & Tcfd K WA 4z 3T3-1L1 &7 g b 4w
e 5 4L
FIA TargetScan Ml miRanda {4 % miR-20b i
AL R R AT O, 25 R R Tef4 3-UTR XAF7EY
miR-20b W EAMNFF, WL 4A, 5 NC 4 5 . miR-
20b mimic 20 Tef4 mRNA B K X 26 18 7K OF B 2% [
fi%, M miR-20b inhibitor £l Tef4 mRNA X} % 5 K
-l FE RN (P <<0. 05), WWE 4B, WHOL RS R
Grague sl B o . 5 NC 4 e #. ad %35 miR-20b 7]
B B 2R Tefd #9 3'-UTR 986 E WGk (P <<
0. 05) , 1 5 75 A6 I ) 2 2 Ao s i o 32 30 il 4 FH 4% i
Bk, 2 W] miR-20b ] HHZH M 2545 Tefd, WK 4C,
WT Tcf4-3'UTR  5'..CUAAAGCAUUAAGUUGCACUUUU ..3'

miR-20b  3' GAUGGACGUGAUACUCGUGAAAC 5'

MUT Tcf4-3'UTR  5'..CUAAAGCAUUAAGUUCCGCGUGC ..3'

A

1.5 17

0.5 1

Tcf4 mRNAFEXT ik 7k

0.0 =
1 2 3

1.5 9 3 wT Fefa-3' UR
B WUt Tef4-3' UTR

a
0.5 ‘_'r_‘
0.0 Y r
C 1 2

A:miR-20b 5 Tefd #1756 R B ; B: qRT-PCR K 4% 41 3T3-L1
M Tefd mRNA Xk K 5 C. WU 6 2K M 3 R R 45 50 56 40 A
BB HICR MG . 1. NC 415 2: miR-20b mimic 415 3: miR-20b
inhibitor 41 ,*: P<C0. 05,5 NC 4 %,

4 miR-20b #[5 Tcf4 EEEHE 3T3-L1 ik 4 4

N FBEMRNAFE RS A K F

3 it it

AR, & F miRNA 5050540 i A4 K L& & A
AR SRR R B 22, A R 38 0 )E B R R miR-
NA TS 53 B & % 1 K& 78 M5 5 20 i v 22 5 3k
KB miRNAs, X286 miRNAs 76 i i 7 i 12 v 43 i
WM, H W, miR-26b Al miR-183 1 3k & 5 4=
A%, miR-185 Fll miR-709 P& AR MG W A= & I 0 1 71 g Wiy
M A A3 AR L ARG P 2 R R B ] T Rl A
RIS BUAH HE , miR-20b 7 = IR 1 RBHF 5 10 B8 R /DN B
(AN (] i 7 4 2 3 i 3 356 WS 7R miR-20b 7] fig
5508 ot AR LA 5%

I e 2 B 7 200 6L A /0N R0 o 1 o 245 SR L R
20 i 25 43k 7= A R ) TR T A0 G L O A AE T R D A1 4
L DRI I — o R R L R L R R R R A G 2%

2875

AR AR, A WS RP, miRNAs X 3T3-L1 44
H 38 B8 A0 AL EL A I R A L AR BE Y S A K miR-
20b mimic 5 inhibitor % 42 3| /L 1Y 3T3-L1 408
9 o 4 SAE T miR-20b AT A 3T L1 40 MLHE A,
Pk A4k K Rg i SRR, A 7 4t B Y 3G 5 R0 g3 Ak A2
Y2 N R P il AR BFSEH) gRT-PCR 1
Western blot 43 #1 & 7~ , i 3% i85 miR-20b 1] #J1 4l
CDK2.CDK4, Cyclin D1, Cyclin E mRNA Fl 4 H )
FEK K A BFHE #F PPARY.C/EBPa,FABP4,LPL,
ELOVL6 Jig I 40 i 7> e 5 & ) mRNA M H /Y 3%
ik, AL O 6 8K, i R IE miR-20b 5 41 i
Gy AR Y R T G O, T Y B T Al P B A TR
P T DL =k H ol i B XA fE 2 R AR A RE .
b = A A B, 3k R IR B ] miR-20b A3 N
BT REAR = A R X g5 R R U], miR-20b
A3 T R B L o AR OGS R A 3T3-L1 41 i
W58 2 kA M o Ak

TEARBEFE T EFH T F) Tefd 9 3'UTR 5 H 5
miR-20b 5 F7 51 B S [a] B 40 51 78 3T3-L1 4 il
s 260k Bl miR-20b AT 3 R AR Bk i Tef4
mRNA 7K, 38 1 X5 0 2 il SE 0k T Tefd J&
miR-20b B E IR IE R, Tefd & Wnt 8 2% 89 8B 5
o1 il 5 40 A% N B-catenin S5 G5 A Wt i #
TRy YT, Wntlob Fl B-catenin B F ¥ ¥ i &
BUIR W5 A SRS HEIN , 11T B-catenin RS 5E 22 35 T 11 AR
Wi BT B, BB I AT GA A B-catenin/ Tef4 {5 5 18 2 I8
U7 440 6 43 Al ) R 3R Y

25 g, miR-20b 78 5 7 4 21 b i 3R 35 K P 8¢
e s LA AV AE A 7 40 B i B B R R TR R AR
il A B 7 400 i 1 B[R] s ] S ok B g R YT Tef4 19
IR R AR R HT B U7 240 ML 53k Ry B i 7 A0 B otk 2
SRR N HE JHEAE 6 97 4 A 1 B 9 LI
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