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MicroRNA-29b 33 BF£F 444 K BT E IR 20 e
185, AT RIS

F#T, S, FRAR
(MR AFHER ER KEH, Wi JF4 475000)

HZE . BM KA microRNA-29b (miR—29b ) EIF 4 Hetbid A2 P a9 4E R, AR AT IT 2k 20 JL 3G 78 F
MehFm, ik RIS AT Baf A0, F4 10 R, BAE LK KZMEAESH 60% 3 ml/kg CCL,
ST AR STRBALERF T AR B K, HAIER/UA K RAFFLAE I, R L8P miR—-29b
TGF-B,. SAMD3 % B % TGF-B,. SAMD3 & & ¢ & ik, 1k sh 3 IRAF 2 4K 49 f HSC-T6. LX-2, 4%
miR—29b siRNA, #0 miR—29b 5 HSC—T6., LX—2 2afe3gsh . B #m, YLAS TGF-B,. SAMD3 &
K Hrm, LR Sarmatart, AL L LI, AR EEK, B 6 F0 12 B S IUL L B]R H
& (P<0.05), Satmaatart, #A 4 miR-29p A WA AX FTHAK, AR AER, BA M miR-29 &
H ARt Ak FiR# AR (P <0.05), Satmaatart, #A 2 TGE-B,. SAMD3 AR f& Gtk 213 ;
K A B R 2E K, TGF—B,. SAMD3 & B A=k g Aast £ L TR %7 3 (P <0.05), £ HSC-T6, LX-2 e+,
miR—29b #3440 G, MMl & T2 G b B0, PP an, S Mt bk T 2 xR, Mikstfia
(P <0.05), miR—29b #:#40 HSC-T6, LX2 AT E S TE O RM, Misfa (P<005), 558
FRRLA, PR siAL, HSC—T6, LX-2 %/ F TGF—B,. SAMD3 AR =& gt &k 435, miR-
29b L B ARt A K FHAK (P <0.05), 58 miR—29b JEAF4F 4kt 42 b £ K A&, miR—29b T 494 iF 2K
wmpeyg I, S LA,

KA - miRNA-29b ; AP 4F 44t AT 2k ie ; apelg 78 o

FESZES : R575.2 XERFRIZES : A

Role of microRNA-29b in process of hepatic fibrosis and its influence
on proliferation and apoptosis of hepatic stellate cells

Yan-jing Wang, Zheng Gu, Yuan-yuan Li
(Department of Infectious Diseases, Huaihe Hospital of Henan University, Kaifeng, Henan 475000, China)

Abstract: Objective To explore the effect of microRNA-29b (miR-29b) in the process of hepatic fibrosis and
its influence on the proliferation and apoptosis of hepatic stellate cells. Methods The experimental rats were divided
into two groups, including a control group and a model group, with 10 cases in each group. The rats in the model
group were injected with 60% 3 ml/kg CCl, by abdominal approach, and those in the the control group were injected
with the same amount of normal saline. Liver fibrosis was observed in the control group and the model group. The
expressions of miR-29b, TGFBI and SAMD3 genes, the expressions of TGF-, and SAMD?3 proteins were detected
in the liver tissue. Hepatic stellate cells HSC-T6 and LX-2 were cultured in vitro and transfected with miR-29b
siRNA, and the effect of miR-29b on proliferation and apoptosis of HSC-T6 and LX-2 cells, and on the expressions
of TGF-B, and SAMD3 were detected. Results Compared with the control group, the proportion of myocardial fibers
increased in the model group, and with the prolongation of time that increased gradually in the 6th and 12th weeks

(P < 0.05). Compared with the control group, the relative expression of miR-29b gene in the model group decreased,
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and decreased gradually with the prolongation of time (P < 0.05). Compared with the control group, the relative

expressions of TGFB1 and SAMD?3 genes and proteins increased in the model group, and gradually increased with the
prolongation of time (P < 0.05). The G1-phase cell percentage of HSC-T6 and LX-2 cells in the miR-29b transfection

group was higher than that in the control group and the negative transfection group, and S-phase cell ratio was lower

than that in the control group and the negative transfection group (P < 0.05). The apoptosis rate of HSC-T6 and LX-2

cells in the miR-29b transfection group was higher than that in the control group and the negative transfection group

(P < 0.05). Compared with the control group and the negative transfection group, the relative expression of TGFBI
and SAMD3 mRNAs and proteins in HSC-T6 and LX-2 cells increased, and the relative expression of miR-29b
mRNA decreased in the miR-29b transfection group (P < 0.05). Conclusions The expression of miR-29b decreases

in the process of hepatic fibrosis, and miR-29b can inhibit proliferation and induce apoptosis of hepatic stellate cells.

Keywords: miR-29b; hepatic fibrosis; hepatic stellate cells; cell proliferation; apoptosis

R e | b VA I (TP i o am e A 4
PEIFR A FFRERAS . JEAEske, R EFAF 4 i R R
W LTy, AR RENATY, NGNS ERAE, H
WFEF Al & B IEAL, 7™ F U 8 2B A fe e
FFERAIAE (hepatic stellate cell, HSC ) A3 72 FFEF
bk e B b R EZAEA Y. MicroRNA( miRNA )
TRV ARG . ik, AT BREWIIESE,
miRNAs 5 HSC [ 847 440 i % A 5%, Hirb miR-
29b £ Z2 TR v ZR IR TN IR, Bl IA Ry 2 i e o o) 78
miRNA"™, 5T miR-29b 5 T 45 4k AL B B 55 © A 4%
ZARiE, {HJ2 HSC ' miR-29b FYBFSEH/ , AHF
83l i CCL ZHI A AL, B AE 4K 58 miR-29b
FESFEF el B b VR X HSC Y52

1 #MRERE

SR EhH

TS SD KR 20 K, 8 JElify, K 200 g, Hi L
FERIR S s o4 B, SRS SYXK ()
2014-0004, FrAshifege—hinse, iR 25C,
MEHE 65% , M IR ShP)IR FR AL FEA TSR

JF IR 40 HSC-T6 . LX-2 W [ b nt R K 2%
JHRATFE L, SRR 56 EARMEAE Y SR, R
T -80°C.
1.2 EEAHSMNE

CCL ( S RD 22 /] ) i FH A A b PS8 ol
HEATHRE, TRV EE R 600 ml/L. Gt K RUEL A K
¥ - B, (tansforming growth factor— 8 ,, TGF-, ).
SAMD3 ( sterile alpha motif domain containin protein 3 )
B BEBUIA — P, AR H ALY (horse radish
peroxidase, HRP) #r ict 1L 3£ Bt 2 — 41 1 [ 3£
Santacruz 7~ A, RNA #& B & ( dt nt A fe B
ABRAF ), Wk 5l & ( HA TaKaRa 242 A ),

1.1

BCA M il & ( HigEE = RAEVFHARAF ),
LipofectamineTM 2000 ¥ Juik5) (£ E Invitrogen NI
miR-29b siRNA iE [1] 5] #) : 5'-TGCGCTAGCACCATT
TGAAATC-3"; & [1] 51 4 : 5'-CCAGTGCAGGGTCCG
AGGTATT-3"), S Wi ( LUy ), &
B 2¢O 2 i R A W 4 S Y (quantitative real-time
polymerase chain reaction, qRT-PCR ) A ( ZEE BioRed
YNEIDN

1.3 FAik

131 A 4 KR BB R0 B
BRI, A2 10 Ko BERIZ K B2 18 3 3 4 60%
3 ml/kg CCL,, 2 WK/ ], X BEZH DATRIRE Jr e i 45 A
PHERK . FEEE O 6 RN 12 JH, KEZEEE 12 h, BEE
551 50 me/kg G LU ZANEA TR, VIFFIERRE R, HX
HAFIEAZ, BRI 4% ZR PP EE, 7
— I AMRATAE —80°C VKA 5 F

132 BAM — 4 & (hematoxylin—eosin staining )
KEFAHLUT HE Bt B G sA 8D iR AZH
AR [E 5E 30 min, 570N 100% ., 95% . 85% F
75% W) LW A3 B K 5 min, KRS, A
ARG 10 min, 12 A 1% hER G FHZEIH K bk,
B ALY (5 3 min, WKIKAE 75% . 85%. 95%
F1100% ZBEEAW /K 2 min, JITA B 285 W 403,
I ERI RS R, CE TR g, RS A
MEFH YL R, JCLF4Ebh 0 4, ZFdifbimfl
<25% H 145%,25% ~ 50% K 24%,50% ~ 15% 3 4%,
>75% H 4 5%,

133 ZHEXETRAIEL ( quantitative real—
* M
qRT-PCR KM AF4H 21 miR-29b . TGF-B . SAMD3
FEHM R, BURRTRITFAZ], FICH Y TR 4140
SYRE, SRHI RNA 4R HUEGN S U IE S RNA, 2

time polymerase chain reaction, qRT—PCR )
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FEHiSE, 55 . MicroRNA-29b XJHFLF A4k M T B R AR sE . T i 52

i S a0 B U Y B E AT ERAE, B RNA 5% 5%y
¢DNA, qRT-PCR 51" M Invitrogen A H 58, 51
YIFHI L2 1, VAR ZR « 10 x cDNA B 1 l, IE
RESIH& 1nl, H0 8wl, 10wl 2xSYBR Mix,
W& 2 95°C T AEME 2 min, 95°C7EME 10s, 60°CIE
Kk 30s, 72°CHEMH 2 min, 3 35 PMEER, 72°CHRSEAEH
10 min, 7F CFX manager 3.0 A ELL GAPDH EM N
SHEH R 270 AT A AT

%1 oRT-PCR3I#FE7

L S5 (57 -3 ) HKPE /bp

IEli]: GCTAGCTTATCAGACTGATGTTGA 223
miR—29b

il : GTAGCACCATTTGAAATCAGTGTT 216

IEli]: GTGGACCGCAACAACGCAATCTATG 204
TGF-B

' KMl GGCACTGCTTCCCGAATGTCTGA 206

Efi]: CAGGGCTTTGAGGCTGTCTA 196
SAMD3

Fili: CTGGCATCTTCTGTGGTTTC 188

iE[: TGTGTCCGTCGTGGATCTGA 172
GAPDH )

Fifal: TTGCTGTTGAAGTCGCAGGAG 178

1.3.4  Western blot #]  3%JH Western blot £ iT2H
21 TGF- B, SAMD3 [ [ ik, ¥ I IE4L 2187
PEIE MR A2, FEVK LN 30 min, 2505 1UK
S LTHW, SR BCA B0 & e B R, il 4% 8%
TS 12.5% WA, EH EAERESE— N 30pg, H
WKOT IR LRI E N 80V, HEA IR, R
K120V, HLUKSE S RS B I BEIK 2 PVDF JE I,
REE S N AR VK FHEA T, HURBEE N 100 'V, BRI N
Lh, LA TBST WIS . IIA 5% BEIRA4-05, =ik
FEH] 1 h, TBST WIFEGE PYDF I, fnA—$iw ke
W (TGF-B,. SAMD3 Hiifk ), 4°CiEP %, PBST i
VB3 UG IMA BB, 2 T 2 h, PBST iUk,
EEME AGASONER B R IR

1.3.5 miR—29b 34 HSC-T6. LX-2 @ R
10% FBS ) DMEM #5575, & T 37°C. 5% %A fkik
CO, B F2fE P 1 9% HSC-T6 . LX-2 4fitg . 40 i A=
KI5, A 0.25% [ AR HOH L, 21K 2 80% BT,
JIA DMEM 355 5628 kT 4k Al pEDL 73 25
XTHAZH . miR-29b ezl | BIPESEJe2H . miR-29b %%
gl o BAPERE Y dd 2 R i) &5 53 )% 4 miR-29b
siRNA R XA HRIF S, BT 37°C. 5% CO, 55
FETREFR 48 h

136  MTT#  RH MTT EK I HSC-T6, LX-2
YU B FH . WA R %5 I A0 6 ) B T B R

TSR R 5% 10° 4 /ml, BT 37°C. 5% CO, &5
FRER O BIREFE 12, 24, 48 F172h, JIA 10 w1 MTT
BEE 4 h, S A 100 w1 DMSO %W, 7E 570 nm % K
AR S WG EAE (OD {H Do A0 R = (OD gy —
137 ARz R AR 20 A5
GRLEAHY: R e A > e =S O R R PSS
VRN, LM R 5 % 10' 4 /ml, BT 37°C. 5%
CO, FE A%, Al K 28 80% B, JinA 0.25%
JoRER T T AL AR, AR ARSI A TR PBS 1AL
%, 70% CEEAERUREE 1 h, PBS WL, MILA PI 4L
T BT U A A ARSI 20 A R I AR Ak . R4
MEIF WA Annexin V-APC, ZEE T BaE i E
15 min, JHZH ML 2SR I A B 0 T 1
1.4 HFIEFE

BRI MR SPSS 21.0 Gt 4, %R
B = bR (xxs) Fon, BRI 25047
s IR T 2208, PI LLECF SNK—q K
55, P<0.05 AESAGIHE L.

HR

ZHEKRIFFELRR

HE Y@ gb R R, 6 ALK BURF I 2 4 i e
BIER S 5ER, SURBUERE SRS 5 BRI R
UL AT YR A, S5 BIOR, FIERIEL
MOIZE, Bl ] G LT AL R B i e, X
HEALEE 0 Ji R BUFH L AF 4E4E 1534 ( 0.00 £ 0.00 )53,
BIAUZHEE 0. 6 Fl 12 JER BRUFFH LR 4R T2 53 501y
(0.97+0.13), (1.66+0.15) FI (2.57+0.32) 4+, &
T2, ZRA%E L (F=4.032, P=0.000).
HE—2L W LR 2 SNK—q K36, BERUZ 2R 6 JEI K U
LT AL IE S i3 FALRIZLEE 0 J6 (P <0.05) 5 B7Y
12 SR BT ST de AL vE o o TR EE 6
(P<0.05). WK1, 2,
22 HHKXRBIFHELEFR mR-29, TGF-B ..
SAMD3 FixKF

XPRECZE . B R ] KR OAS W] B[] miR-29b
TGF-B,. SAMD3 tHXfFRIkGE LLER, &7 20Hr, 2%
SHEGFE L (P<0.05), W2 HE 3, 4,
2.3 miR-29b X} HSC-T6. LX-2 ZHAaIL5E A 8N
25 AR RLL . BITERE Y4l . miR-29b HE 44l 12,

2

2.1
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AR B2 Ak 508 5

A

o HUBLES 0 el B oM 2H
E1 FHXRFELE (HEx100)
4 5 24 48 172 h 1Y) HSC-T6 4Rl R tea, RIEE
M T 200, 4558 « ORI E] S 40 i
&3 Hil%AT 20 (F=36.675, P=0.000) ; @ 3 ZL40HH0H
5, Ay 225 (F =9.566, P =0.000); (33 414 i %
pr B MRATE (F =48.755, P=0.000 ).
S s IR, BIPERE A . miR-20b HE 41 12,
24, 48 F1 72 h 1 LX-2 4l R 4%, RAHER
0

W7 225307, G558« QOANIR] I a) 5 A 20 A
3% — — . 2H 4]

Lo XFRA4L; 2. BEAUZIEE 0 J); 3. BEMUAIEE 6 )5 4. MY WARATIEH] (F=35.258, P=0.000); @ 3 AN
AU 12 . 1) SEURALS 0 B ILE, P<0os: 2) Stmasy T 220 (F=5810, P =0.000); @3 ALK
6 JElL#:, P<0.05 Ak A 220 (F =12.908, P =0.000). VL3 3 Fl
2 BRAXRFERAELTALE (n=10, Txa)  HES5,

r2 HBHAKRIFHLF miR-29b, TGF-B,. SAMD3 RizKFELLE (n=10, x+s)

1 2 3 4

ot AR 0.98 £0.10 0.26 +0.04 0.29 +0.03 0.23 +0.03 0.36 + 0.06
FERIZEE 0 JH] 0.78 + 0.15" 0.43 +0.08" 0.41 +0.06" 0.39 + 0.06" 0.43 +0.05"
HERIZA SR 6 5] 0.67 +0.14"" 0.54 £0.09"" 0.78 +0.11"" 0.46 +0.11"" 0.72 +0.09""
RERIZAES 12 Ji] 0.52+0.12"" 0.82+0.06" " 112 +0.14777 0.76 +0.14" %" 1.17 £0.07"%""
F1H 11.417 58.591 79.247 27.559 143.552
P 0.003 0.000 0.000 0.000 0.000
e 1) SR, P<0.05; 2) SRS 0 LK, P<0.05; 3) SN 6 FHE, P<0.05

159 3 11l 24 miR-29b Xt HSC-T6. LX-2 4 At J& 3 )
. ;; ;;Eﬁﬂéﬁ%oﬁ] A
& 10 3 b=ty %5 P BR AL, TR B e 41, miR-29h 5 i 41
K 1.0 (D AL 12 JH = AR A, m =4
iz HSC-T6. LX-2 4l il G, 9 L ] L ¢, &R )y
0.5- ZEa B, 25 A gt 2 X (F =5.048 F1 3.605,

P =0.014 1 0.041 ), #F — 2 W W L 55 28 SNK—q
00 %y, HSC-T6. LX-2 4l fifi miR-29b ¥4 YL 41 G, 1 b 3]

miR-29b  TGF-B,  Samd3 [ (62.34=13.66) % Fil (56.83+8.28) %] ¥ F25 1
1) 5 MA A, P<0.05; 2) 5B 0 )4 A, A 4

P<0.05; 3) SHIHAIE 6 A, P<0.05 R ;ﬂh [ (49.73£7.56) % il (50.34£9.65) %], M

3 %gﬁk?ﬂ.ﬂ;gﬁé’qm miR—29b, TGF- B " SAMD3 E ‘@%;Néﬁ [ ( 48.23 + 10.64 ) % %ﬂ ( 46.79 + 8.35 ) %]o

ESE S wY/ 45 (n=10, X+s) EL@] 6,
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THIS, 5 : MicroRNA-29b XJ LR 2 Ak B LR AN A8 . T 15

15kD

37kD

42 kD

—_
)
w
~

) BN IRA

) EERBIRILLS 0
A 6
MDkIZH A 12 8

1 4 Lo —=
~

T
SAMD3

TGF-B,

L. XPHRZH; 2. BERUZAEE 0 ) 3. BETUAISS 6 J; 4. FETY

A 12 . 1) SUIRALLE, P<0.05; 2) SHITUAL 0 LA,
P<0.05; 3) SETILE 6 JH LLEL, P <0.05

B4 HBHEAKXRIFHZEH miR-29b, TGF-B,., SAMD3 &

2 X A BIPE R g 20 miR-29b &% gt 4H
HSC-T6. LX-2 Zf s S W) bk 9 b ¢, & R Iy
Zortr, ZRA G E X (F=14.091 Fl 4418,
P =0.000 F10.022 ), #E—2L P LLiE 28 SNK—q K5,
HSC-T6. LX-2 4 ifd S # L 5 [ (25.37 +6.24) % FiI
(30.36 £5.47) %] IR FZ5 FAXTIRAL [ (38.51£6.64) %
1 (39.65+9.64) %], LR [(39.76 £7.23 ) %
1 (36.74+5.52) %], WK 6,

25 miR-29b Xt HSC-T6. ZRBEAET-HISZ00

2 X A B RE G 2 miR-29b % Gt 41
HSC-T6. LX-2 4l T2 b, SN E T 25
Mr, 254 4% %3 X (F=100.553 f197.438, 1
P =0.000 ), F— WM L SNK—q K25, miR-29b
L] HSC-T6, LX-2 4HMEMT- 35 [(23.64 +6.37) %
F1(20.13 £5.26 ) %] =5 F25 FIXTIEAL [(3.16 £ 0.87 ) %
1 (3.83£0.76) %], BATEFE YL [ (3.07£0.75) %

ARIEKFLEE  (n=10, xxs) M (298+0.72) %], WE 7.
R 3 HELF HSC-T6. LX-2 HRiMEIRLLE (%, x+s)
25 AN IR AL 6.13 +0.87 6.26 +0.79 6.14 +0.88 6.28 +0.71 5.38 £0.62 5.64 +0.34 549+051  5.52+0.46
[ A e 2 7.41 £0.92 6.83 +0.89 6.25+ 1.02 6.48 + 0.84 5.83£0.76 5.65+0.77 576 +£0.68  5.74+0.79
miR-29b #4544  13.95+2.37 24.44+385 3757616 28.17+8.15 11.33+236" 21.16+4.49" 2947506 18.69 +3.18
W T HASEXTIRAL . BT BRA LE A, P <0.05
50 - 40 - - miR-29b #;Yu4H
20 - [
4 ] 25 (4% RS
S s 30 = 75 IR
H 30 ¥
® £ 20
£ 90 - oy
= =
g 10 g 10 -
0 - - r - 0 T . r .
12h  24h 48 h 72 h 12h 24h 48 h 72h
HSC-T6 LX-2
Bl 5 HSC-T6. LX-2 BaiMEIZRLLE  (x+s)

2.6 miR-29b X HSC-T6, LX-2 ZAia TGF-B .
SAMD3 FixHI &0

25N IR, B Y A1 miR-29b B gL 4]
HSC-T6 2 i 7 TGF-B,. SAMD3 £ [ A X} 3 i5 &
W#s, &7 22500, ZRA 5 L (F =29.988

M1 16.315, ¥ P =0.0000). 25 FAXFRE4L . BF 5 e
2, miR-29b % YL £ LX-2 41 i tf TGF-B,. SAMD3
EEAEX RN G LA, S, ZR A
= X (F =44.951 1 50.643, ¥ P =0.000). W3 4 I
Kl 8.
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75 AR B el miR—-29b 5 JL2f
500 4 500
Go~G,: 50.65% Go~G,: 49.72% Go~G,: 63.79%
400 3 G-M: 11.94% 400 G~M: 10.51% . 400 GoM: 11.32%
]iéﬂ 300 4 S. 38.40% @ 300 S: 39.78% £ 300 S: 24.89%
g = £ 20
100
4 0
0 30 60 9 120 150 0 30 60 9 120 150 0 30 60 9 120 150
TR TR E TR
500 4 r 500
4003 Go~G,: 50.65% 400 ] Go~G,: 47.23% 400 3 Go~G,: 57.71%
i G~M: 1321% i ] G,~M: 16.63% i G~M: 12.82%
1x_p &0 S: 39.89% 300 4 S: 35.48% £ 300 - S: 3042 %
5 200 = 200 4
100 1 100
] y
0 - 0 — ey
0 30 60 90 120 150 0 30 60 90 120 150 0 30 60 90 120 150
TR E TN IE TN E
E 6 HSC-T6. LX-2 #AfafEHA
P2 el miR-29b ;L]
4 4
10 10 0.9% 9.3%
10’
— 10
10'
104)
10° 10' 10° 100 10 10° 10' 10° 100 10 10’ 10' 10° 100 10
AnnexinV-FITC AnnexinV-FITC AnnexinV-FITC
10°
10°
= 10°
10'
10° kN
10° 10' 10° 100 10" 10 10' 10° 100 10 10° 10' 10° 100 10

AnnexinV-FITC AnnexinV-FITC

AnnexinV-FITC

B 7 miR-29b %f HSC-T6. LX-2 AT IS0

%4 HSC-T6, LX-2 i TGF-B .. SAMD3 B 25 1% R 2. B PE 5 e 41, miR—29b %% e 41
RIBNFILE  (xzs) HSC-T6 41 Jfi H miR-29h. TGF-B,. SAMD3 3t A

HSC-T6 LX-2 AR RN LU, I 2000, ERAGRI ¥R X

— TGF—B, SAMD3  TGF-B, SAMD3 (F =10.784. 21.085 F124.096, ] P =0.000), = [1%F
25 (IR 0.28+0.05 031004 025+0.04 0.22:0.05 REZH . FIMES% YL 20 . miR-29b §% Yy 20 LX-2 40 i

031+0.26 0.30+0.05 0.29+0.05 0.26 +0.09

[ i
miR-29b L4 0.82+0.05" 0.88+0.15" 0.78 £0.09" 0.94 + 0.04'

He T S AR BT IRAL L, P <0.05

miR-29h . TGF-,. SAMD3 J:PRIAHNTFeik 1 ik,
SN, ERAGIFE S (F=37.022, 30.513

1 36.648, 4 P =0.000), W35 FIULE 9,

. 2D .



%321 FHa5, 5F : MicroRNA-29b XFHFLFAEAL S LR AN 56 . PR T RY52m
12 3 1.0 7 i + T Bespxtiaal
o H ERATEE
\ TGF- 3, [USE— |5 | 0.8 I s = £ R,
HSC-T6 —_— —_ o E £ = H EmiR-20b #5L2
5 0.6 H H H ]
TCF-B, [ —— 5D £ H 5 5
= VT H H H H
I E H H £
0.2 £ £
B -actin | S— 2 )
— o 0.0 & 1 H B = H wlal= )
TGF-B, SAMD3 TGF-B, SAMD3
HSC-T6 LX-2
1: ZHXTRAL; 2. PIPEREYAL; 3. miR-29b FUed, 525 X IRAL . BAPERR YL HLEL, P <0.05
B8 HSC-T6. LX-2 #iffish TGF-B,. SAMD3 EARIEKFELLE (xzs)
%5 HSC-T6. LX-2 #HBarh miR-29b. TGF-B,. SAMD3 BEEFRAKFELLE (xxs)
HSC-T6 =2
2051
miR-29h TGF-B , SAMD3 miR-29b TGF-B, SAMD3
25 X A2 0.82 +0.05 0.36 +0.04 0.29 + 0.04 0.86 + 0.65 0.33 +0.04 0.23 +0.05
B e 2 0.80 = 0.09 0.738 £ 0.05 0.31+0.05 0.79 +0.87 0.34 +0.05 0.26 + 0.09
miR-29b 4 YL 0.42 +0.05" 0.80 = 0.03" 0.79 +0.15" 0.35+5.37" 0.78 +0.09" 0.75 +0.04"

F SR AARA ., P IEA A, P <0.05

1.5 - R 7 HXEZ
BB WY
@g B miR-29b ;4]
1.0 1 T i ¥ i
-‘p‘—{
oo = = -
= H H H
K g : H
05 g g g
oo LERE ERH FEHH EHEEH EHEH HEE
miR-29b  TGF-B, SAMD3 miR-29 TGF-B, SAMD3
HSC-T6 1X-2

B9 HSC-T6. LX-2 ffuch miR-29b, TGF-J ,.
SAMD3 B RFERIEKFLLE

(x+s)

3 itig

JH-£F 2 Ak 32 B g AN [R) R 2[R VR B R R -4
JRIAPRE BT . RS, SRS
WOTRR T I 4 B 8] 36 B R 5. 51 e S 2R A i [
R, —Maens s I v i N Z 6 T BUT£F
fbo WFoT i R, HOWR R E AR . AR
iRt . e S Y AR AT ALt
SR TEAFBR ,, B2 06 RIS IE S Al L e
Wik, Horp HSC e i b R EE RN, JFE
miRNA-29b 12 5 H b . B oeiE 58, 78 il
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DL 5 miRNA-29b Y& 2R XF BFEF de bl R 697 BAT
—EMSHEE L,
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mRNA |+ 3" BEXTZ5 G0 mRNA A% 5¢ . FOlR st
KIL, miRNA S0 kA RIREVIMG, S5
A . R KT R (R 58 . miR-29b LA & T
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WIEE A D1 ik, AR G, WIRGFE 7 B , P 40 g
g, SRR RAM SR B, R
Mo FREAS i HSC  miR-21 [3#, HEMi{E# PTEN
B3R, W HSC & 75 HJH T ™ = A B
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