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Inhibition of ginsenoside Rb1 on the epithelial-mesenchymal transition of renal tubular epithelial cells by
regulating TGF-p,/Smad3 signaling pathway

LIU Zhiwen', XU Jiangyan', ZHANG Zhengiang', ZHANG Xiaowei', GAO Gai', WANG Mengmeng', WANG
Hui’, LI Zhenzhen®, XIE Zhishen' (1. Academy of Chinese Medical Science, Henan University of Chinese
Medicine, Zhengzhou 450046, China; 2. College of Pharmacy, Henan University of Chinese Medicine,
Zhengzhou 450046, China; 3. Medical Research Center, the First Affiliated Hospital of Zhengzhou University,
Zhengzhou 450052, China)

ABSTRACT OBJECTIVE To study the effects of ginsenoside Rbl (G-Rbl) on epithelial-mesenchymal transition (EMT) of
renal tubular epithelial cells and its potential mechanism. METHODS The growth factor B, (TGF-B,) 10 ng/mL was used to induce
EMT of human renal tubular epithelial cells HK-2. The morphological changes of HK-2 cells were observed after treated with 10,
20, 30 pmol/L G-Rbl for 48 h. The transcriptional activities of biovector SBE in human embryonic kidney cell HEK293 were
determined after 24 h treatment with 1.0, 2.5, 5.0, 10, 20, 30 pmol/L G-Rbl. Effects of above concentration of G-Rbl on the
viability of HK-2 cells were determined after 24 h of treatment. mRNA expressions of a-smooth muscle actin (a-SMA), collagen |
(COL- 1) and fibronectin (FN) in HK-2 cells were detected after treated with 10, 20, 30 umol/L G-Rbl for 24 h. The expressions
of a-SMA, Smad3, p-Smad3, COL- I , FN and E-cadherin were detected after treated with 10, 20, 30 umol/L G-Rbl for 24 h.
RESULTS G-Rbl of 10-30 pmol/L significantly inhibited TGF-B-induced EMT in HK-2 cells and the increase of transcriptional
activities of biovector SBE induced by TGF-B, (P<<0.05), but had no effects on relative activities of HK-2 cells (P>0.05). The
protein and mRNA expressions of a-SMA, COL- I and FN,
the protein expressions of Smad3 and p-Smad3 were
significantly up-regulated induced by TGF-B, (P<<0.05), while
the protein expression of E-cadherin was significantly down-
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Wi R 1B I 955 0 (diabetic kidney disease, DKD) f&
PRI S5 T T RS Z — , H30% ~4T7 % HIBE IR
O HR AR B DKD, 11 DKD 2 2 K 11 B 95 1Y 32 32
U, b B 2 - 18] 5T %% 4k (epithelial-mesenchymal
transition, EMT) J& DKD & 4= 1) 2 B PRAFIE 22—,
/NG &R A & R EMT IR, 2552 M0 B /NG Sl
fE, 35| & B8] R 21 4E 4k (renal interstitial fibrosis, RIF) ,
FECETHRE RS, PR, B E NE B A AE EMT
AJ JEZE DKD my R0, pFsR R, b B K I B/
Smad K ji% B, 51 3 (transforming growth factor-B /mothers
against decapentaplegic homolog 3, TGF-B./Smad3 ) i %
FRI0E 5 DKD B R e b B /INE T B 20 % HE EMT %51
K", TGF-B. BEA R0 T B /ME B2 il & A2 EMT,
A2 37F 20 it 7 35 57 (extracellular matrix, ECM) 1 i JiL 25
1 £ % % 1 (fibronectin, FN) A 215"~ BRAAHFGY &
B, NS BEEPURE PR , PR EMT ™, A S B 1T Rbl
(ginsenoside Rbl, G-Rb1) j& A Z 9 32 2L 14 il 4 2
—M IR L EA A , G-Rbl gk F 4 DKD HE 1Y
B IIRE™ . HAh, G-Rb1 AT N T BYE 58 1 (col-
lagen 1 ,COL- 1 )F1TGF-B, Y%A , W2/ BB 2l 446
3", {H G-Rbl J& 5 RE#E D ] TGF-B, 175 5 19 B /NVE
R A& A EMT i AN . AL, ABF5E 8Kk B TGF-B,
S E/NE R AN % A EMT, #4455 G-Rb1 4 A B /IVE
R AN A EMT R 5200 J H 2 A5 X% TGF-B1/Smad3 {5
SEEATITVER, F G-Rb1 AJ7 DKD #{2%

1 ##
1.1 FEUEE

AWFFE FT ) 2 224547 FORMA SERIES 1l WA-
TER JACKET % CO. i i 55 324 . Multiskan GO % 42}
K AR 1L (3 [ Thermo Fisher Scientific 23 H ) ; Eclipset
S100 FI#] B i 9k ( H 7S Nikon 24 7] ) ; CKX41 BI5¢ Y645
B R (o T BURHE BRI B AR A B F] D 57500
Fast B SZ o 6 AE 1 R A 6 X 0 (RT-qPCR) X (32
ABI 73 7] ) ; Mini-protean 3 Dodeca %! Hi, 7k & 4t .
ChemiDoc MP % 4= 58 %Y #§ Jik 1% 15 & 4t (36 [ Bio-Rad
NCIDR
1.2 FEHBSIAF

AHIEFE T FH A 32 24 5 R4 45 : G-Rb 1 X BEL S
(R0 = AR A YR B A BR A A, it 5 41753-43-9, 46
J£=98% ) , Nili TGF-B. 177 (325 PeproTech 28 F] , it 5
100-21-10UG) , ¥ 5 Smad3 #7177 SIS3 $hig$h (£ H
MCE 2 &l , #it 5 HY-13013/CS5768, 4l & 98.02% ) ,
DME/F-12(1: 1) JE il 55 F% 5L (35 E HyClone 24wl , it 5
SH30023.01) ,DMEM fEifik% F75E (SE[# Corning 24 Al , it
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5 10013CVR) , it 4= IfiL 75 ( 32 [E Gibeo 24wl ) , iz 45 5E [
#/& SBE (Smad binding element) Jii 7 ( 27 2% 52 4= W1k
FA R AL 4I5S P0756) , Luciferase Assay Sysem Free-
zew Pack ¢ 2 4t 45 35 PR RGN 3057) £ (€ %) Promega
5L A5 0000440829) , BeyoR™ NI cDNA 2 —4% 45 il
RAE(LBESRXEYWHEARAEGRA A, #tS
103118190503 ) , Power Up™ SYBRTM Green PCR Mas-
ter Mix ( 3% [ Thermo Fisher Scientific 2% # , it 5
00837276) , MTT #& M ik 5 & . RIPA ik # £ | Tri-
tonX-100 BCA & [ ¥ & I 3 7] & (Jb s R Rk
AR A A HE S 4 g i 725C056, RO010, T8200,
PC0020) , BAR 1 Ak P fiff (HRP) FRic (9 1L 2B S e s
BRE M G(IgG) —Hi (DU LAY TRAEABR A AL 1
5 BST14B25C15K27) , % I a- *F ¥ WL AL 30 & M
(a-smooth muscle actin, a-SMA ) £ TR (207 ZE 4k
IRAEYIRHE A R | L S GB111364) , H i FN £ 7
UK i E-55 %5 5 1 (E-cadherin) 2 5T R UIA /)N BLJE
COL- I #vgEdiiAk /N B Smad3 B BT AR (R =
J& A ) BR AR 2 E iS5 2 Bl 15613-1-AP
20874-1-AP .66761-1-1g.66516-1-1g) , FiERER2 1k Smad3
(p-Smad3) HL v EHTIA (3£ [ CST A Al , k5 9520) , 71N
SR B- L8l 2 1 ( B-actin) 51 7¢ B P44 (3 [ Santa Cruz
Biotechnology /A wl , fIt %5 sc-8432) , HRP #5ic 9 11 =F- 4T
/N 1gG =Pt HRPFRICH 1L EHT e 1gG i (3E [H Pro-
teintech Group 3, #5535 SA00001-1.SA00001-2) ;
ik Al , KO AlK
1.3 4HpE

NE/INE B Rz 4 HK-2 R 40 i HEK 293 15
W H ERRE BN
2 FHik
2.1 ZHREEEFR

¥ HEK293 i L K5 5276 5 A 10% IR 2R 1 1% 75 -
R R IR A DMEM =i 323k b B HK-2 41 85
FETH 10% fG2E I35 1% & 5555 2R -5 1Y) DME/F-
1255375, RIS 2 80 % ~ 90 % I A A4, B
6~ 10 FRAN A 75 22355
2.2 HK-24RaMFESFENE

IO B A 9 HK-2 4, 32 2 < 10° AN /HLIEFP T 6
FUA, B LREFE 24 he K4 o R % BEZH (35 1%0 - F
O BX Y DME/F-12 #5 7 3£ ) | TGF-B, 41 (10 ng/mL
TGE-By, R E S SR 17118 ) . SIS3 4H (10 nmol/L
SIS3+10 ng/mL TGF-B,, BV B 2 SIS3 ik i 5 7% 7=
i E ) AR 10 20,30 pmol/L G-Rb1 2H (43 511K
10,2030 pmol/L G-Rb1+10 ng/mL TGF-p., G-Rb1 ¥ i
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SETATL AR E ), B E 3R fL. IAM
N REFRIRCE LR SR 48 h ), TR B WA T A A i
AIFBERIE,
2.3 HEK293 #liffi# SBE By RiE M E

K 9 Z W A JE DR I A T o B B
IR HEK293 40 ifd , #5 4x 10° S /ALEERD T 96 fL AR b,
2 6 45 B e ) 80 9% BT, ¥ SBE VTR PolyJet™ DNA
PR AN a0 R E e 2 A P L 6 h 5 B 4% DMEM
WEEEFR IR T 1555 o AR 53 it B (5 190 — H L0
B DME/F-12 553558 ) . TGF-B. 41 (10 ng/mL TGF-B,) .
SIS3 44 (10 nmol/L BH %} & 24 S1S3+10 ng/mL TGF-B,)
FIAS [H] ¢ B G-Rb1 £ (1.0,2.5,5.0,10,20, 30 umol/L
G-Rb1+10 ng/mL TGF-B,) , 415 E 6 NE AL ; I iK%
FI0 IR (40 TC 40 i R A DMEM sl g5 58) . A
AR RS SR AL BRANIE 24 h 5, 12 BB 2 2 R A SE R
TR G A TR R TR R A 22 45 FL A 9 ' 5R JE
{8, I AR DGR BTG 7 AN DO R WG ) = (58
6 2H 9¢ i (B — 55 PR HR 2 9 i 1 )/ () A 21 ¢
S B — 25 PO BRSO BE ) o AR 2O BRG
J1785 , 3R SBE BYFESRIG T BRR . SCI A 31K
2.4 HK-2ZHRERIHERTE 77iE

R MTT 21700 5 o BOW 04 K30 1 HK-2 40
J, 4% 1 10" A~/FLAZFP T 96 FLAR T, % LEE 35 24 h s, 4%
“2.37I N A A (AN BHPEXT RE 25 40 5 25 25 2 4 Rk
JIEYE I, % 14 40 pmol/L G-Rbl 20 ) K i #e 4524 1
I, B E 6 NE L. MAMMIEFRRIESRE 24 05,
FLIREE I A LT H VR A 5 mg/mL i MTT 5] 20 uL,
RSEEE IR 4 hy FE SR IE B AL A R 150
uL, PR+ 10 min. 5 HEE AR A T 490 nm AR &
FLOES B (OD)A., FF 15341 M AR XIS 7« A0 B A X

J1(% ) =[ (35540 OD i — 75 X R 41 OD i)/ (X 2
OD i — 25 X IR OD 1 )]x100% , SEEE A 31K,

2.5 HK-2 4l f 1 a-SMA ., COL- I . FN mRNA 3 i
E

K H RT-qPCRIEIFA TN E o HROGH0A: 4 1 1) HK-2
Y, $2 2x 10° 4N /FLAEFR T 6 FLAR , H BLES 5% 24 h ),
P 2. 27 WU ik Ay Al GEAL 4G 2 SR B IR E 3
AL SR Trizol 1544240 M HP &L RNA, 55 iF & RNA
4l JF 5 , 3% BeyoR™ 1l cDNA it 7] £ J7 o RNA i %
% i cDNA, T #% I8 Power Up™ SYBRTM Green PCR
Master Mix {5 & 75 12517 RT-qPCR 43 #r o SO b 2514
50 CHNF 2 min, 95 CHIAEYE 2 min; 95 C ZEPE 15 s,
60 °C iR Jk 1 min, 72 °C #E {1 30 s, M40 ME IR, LU
B-actin NS I, R 2749550 B 45 H AR L mRNA
FIRAT k. LR 3K, 519 HI R R A

HhEEZG 2022455 33 B4 5 )

PIRHE A R R BT IF5 80, 5179 A 37 RN
W—Jﬁlo
&1 PCR3|MFF I RY A=K/

R Huligll TR bp

0-SMA 5" -GGCATTCACGAGACCACCTAC-' 84
Tiif:5' -CGACATGACGTTGTTGGCATAC-Y'

CoL-1 5" -GTGOGATGACGTGATCTGTGA-3' 119
Tiif:5'-CGGTGGTTTCTTGGTCGGT-3

FN 5" -ACGGTTTCCCATTACGCCAT-3' 193
i+ 5" -TCATCCGCTGGCCATTTTCT-3!

P-actin 5" -CATGTACGTTGCTATCCAGGC-Y' 250

i 5 -CTCCTTAATGTCACGCACGAT-3'

2.6 HK-2#Afa-SMA E-cadherin.p-Smad3.Smad3 .
COL- I FNERBRIZENE

2.6.1 Western blot 1 | 5& HK-2 4fl g ' a-SMA | E-cad-
herin,p-Smad3.Smad3 .COL- [ \FNZE1#£ik B EL
AR HK-2 4H L, # 2% 10° AL T 6 fLAR T, &
FUREFR 24 WG 462,27 W0 F ) ol x5 AR 2 KR,
R E 3 NESL. AP A HK-2 41 i A PBS ¥
Pk 3, AR AT , AR e RIPA 7 & i B 5y i i e 4m
Ji B T, R I BCA R AT 1 ko AR 1 s Tl
MG, #5417 SDS #E i HE vk (55 V, 30 min; 120 V, 60
min) 4325, 2R 5 HL % PVDF I (L 3 350 mA) , 5% fi
JEW B 2 hs A —PT (B-actin, a-SMA . FN . p-Smad3
—HUR B L 111 000, Smad3 —H 5 B L 161 Ky
1:3000,COL- I —HtiyF ks A4 1:5 000, E-cadherin
—PURIFRE LB 1:10 000),4 CHFF L8 ; TBST A
10 minx3 Y, il AR R B (B EL i 3524 1: 10 000),
ZIMIFFE 2 h; TBST PR 10 minx4 1%, 76 H 2l BEH LR
I E B2 # ] Image J V1.8.0 B4 2 4% 4541 1A K
{E, LA HFREE 15 NS 8 1 (B-actin) £ WK EE LAY HUAED
FOR BB A RS K. LHRER 3K,

2.6.2 4P 963 I E HK-2 40 i a-SMA |, E-cad-
herin FN 2 13835 HOWEA: 4 9109 HK-2 21 i, 42 2
LA ALEERN T 6 fLtR P LG IR 24 h S 4% 2,27 T
Ty GERE 52 KR AR 3R AL Krab i
Jei i HK -2 4 FH PBS 35 9% 338 , T-vK L H ] 4% Z R H
1 [ 7€ 1 h, PBS ¥k 5% B i 2 3R W s e == iR A
0.3% TritonX-100 37 1k, 30 min, {81 F 111 2 il 15 55 141 2 h,
Jin Aa-SMA FN E-cadherin—47i (FF¢ EL 1344 1:250) ,
4 CHFF P 22 —$0, PBSFEUE 5 minx3 Y, MILAFA LY
THLOR BB 1:300) , REEIFE 1 hs BrZ 4L,
PBS #:1t 5 minx3 ¥, ## 6 /il A DAPI & 4% 30 min; PBS
PEURSG  IMAENCHUE KA . RS 2 Hp (DG 5 B
ol R A KM%, I F Tmage Pro Plus 6.0 214 %€ & 11
DGR FEAE B BOK , 3ROR8 B bR 2R 11 PR 3R A
. SCIE 3K,
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2.7 FtERE

K H GraphPad Prism 6.0 %K 4 X} £ 4 i 17 52 i1 43
Mro G5RDx £s R, ZAE BRI R 5 2247
B, BT EL R A Dunnett 725, K6 K #Ea=0.05,

3 #HR
3.1 HK-2MREESFMELER
X e 2H HK-2 41 it 2 A S 8Y (g | Rz 1B i A AT

AFRE 20 M A KRS BT, T Rl A 9 50 )23 40 i
TGF-B. 20 HK-2 20 JflJE 285 & A= UH S 30728 , A < HL 52
(29| AN 511578y NI S w1 e e 211 1 S =
EMT ) 8L BUESEAE ; STS3 41 411 10,20, 30 pmol/L G-Rb1 41
K ZHCHK-2 435 ORAT ST - Bz 4l il s A FETE S
FHIE. 25 KM, G-Rbl REMEFE— & 2 LA TGF-B,
5 S HK-2 400 % 4= EMT . 4520 HK-2 41 Jifd 1) 2. 3 /&
DL 1,

20 pmol/L G-Rb1 41

3.2 HEK293 R+ SBE Hy5E FiE M NE 4 R

5 5%F BRAH L4, TGE-B, 20 HEK 293 41 il £ 45 %) 26 i
Z % 7 B E T (P<<0.05) 5 45 TGF-B 4 F ks, & %4
24 21l HEK 293 41 Jifd 11 #F X 2% 't 22 i 1% 07 1 5 35 R AIX
(P<<0.05), H G-Rbl M 7E 2 A — 2 (9 W B AR s
o X1 G-Rb1 AT SBE A skl ok , /R G-Rb1
X} TGF-B./ Smad3 il % (1 3006 v R LA PIHIMEH . 4558
W2,
3.3 HK-2 #RaRIHEETNEL R

Ej%F B4 b4, TGF-B, 41 HK-2 21 g i A G ) i
F AR (P<0.05) ; 5 TGF-B, 4 L% , 1.0~30 pmol/L
G-Rb1 41 HK-2 2 il i A X G 01 22 R 8 oGt L
(P>0.05),%¢H] 1.0~30 pmol/L G-Rb1 X} TGF-B,/Smad3
T BN AR N S R T AR ) S B . 4
W3,

30 pmol/L G-Rb1 41

1 HHEHK-2 M BRI E

- 538 - China Pharmacv 2022 Vol 33 No. &

hEHERE 200 EEI3EERE



®2 BEAHEK203MAMMENEAEBEANESR EONRBKFEEFET & (P<0.05). 48R WK 2F

(xts,n=6)

Eib| HMIOERRE D || 400 ML Z B )
THRAL 1.00£0.05 2.5 pmol/L G-Rb14] 488+0.78°
TGF-B 4 516£0.71° 5.0 wmol/L G-Rbl 41 4855065
SIS34A 1.60+039° 10 wmol/L G-Rb1 4 42350400
1.0 pmol/L G-Rb1# 49710640 20 pmol/L G-Rb1# 3425068

a: X IR L #, P<<0.05;b: 5 TGF-B, 41 L4, P<<0.05
F3 HHHK-2HAAMHENEANESER(xLs,n=06)
413 AIRARTE T, % || AL RILAERTTE )7, %
TR 100.00+4.90 5.0 pmol/L G-Rb14] 9449183
TGF-B 4 9223383 || 10 pmol/L G-Rb1# 90.82+2.23
1.0 pmol/L G-Rb1# 97.06+5.71 20 pmol/L G-Rb1# 92.69+4.03
2.5 pmol/L G-Rb1 4] 95121462 30 p.mol/L G-Rb1 4] 93.11+4.64

a: X A L4, P<<0.05

3.4 HK-2#AfHa-SMA .COL- I .FN mRNA FixHJ
MELR

55 %F BB 40 Fb %%, TGF-B ., 41 HK-2 40 il 1 a-SMA |
COL- I .FN mRNA /1 H%f ik & ¥ 8 2 7+ & (P<
0.05) ; 5 TGF-B, 4H Fb % , SIS3 4H . 30 pmol/L G-Rbl 2H
HK-2 41l a-SMA ,COL- I .FN mRNA [FJAI%f #i5 &
20 pmol/L G-Rb1 41 HK-2 4fi i ' COL- I .FN mRNA ]
AH XF 26 35 4 A1 10 pmol/L G-Rbl £ HK-2 4H it 1 FN
mRNA 9 FH X 3 34 5 35 5 2 B IR (P<<0.05) o Z52R 0L
x4,
x4 FKEHK-2HEFa-SMA . COL-I FN mRNA Hj

HENRIEEMNELER (xL5,n=3)

i 0-SMA COL-1 N

AL 1.00£0.09 1.00£0.05 1.00£0.05
TGE-B, 4 166023 157004 336+025°
SIS34 118+0.24° 12740.04° 2174005
10 pmol/L G-RbI 4] 145020 145006 2754007
20 pmol/L G-Rb141 1424008 132£0.08° 2654013
30 pmol/L G-Rb14 125£0.06° 123003 21140.04°

a: X HAZE bds, P<<0.05 ;b: Y TGF-B 4 L%, P<<0.05

3.5 HK-2#Ha-SMA E-cadherin.p-Smad3.Smad3,
COL- I .FNEBRIEHNEL R

3.5.1 Western blot 2545 5 Xt HRZH b4k, TGF-B 41
HK-2 41 il F a-SMA . p-Smad3 ., Smad3 .COL- [ .FN & [
fRI 22 1k K2 12 THiE (P<<0.05) , E-cadherin 45 [ 3
KK B FEIR(P<0.05) . 5 TGF-B, 41 Hu#x, SIS3 41
A 20, 30 pmol/L G-Rbl ZH HK-2 40 ffl * a-SMA .
p-Smad3.Smad3 .COL- | \FN 2K [ Y281k /K -4 1 5%
fik (P<<0.05) , E-cadherin & [ 1) 3% ik /K - 35t 2 T+ &
(P<<0.05) ; 10 umol/L G-Rb1 4 HK-2 4 ig ' p-Smad3
FN £ [ 14 235 K V-1 18 25 F% 41K (P<<0.05) , E-cadherin

HhEEZG 2022455 33 B4 5 )

%5,

~ [ -
COL- | 140
s v - —

-_n—--lmoma

E-cadherin

STId) | — g — - | 5 Do

p-Smad3 | - “ [ - h -I 52 kDa

CVA | s — — — — — | 12kDa

actin |- [ S U — I 43 kDa
A B C D E F
A XFHRZL ;B TGF-B,41;C: SIS34];D: 10 umol/L G-Rb1 41 ;
E: 20 umol/L G-Rb1 41;F: 30 umol/L G-Rb1 £
2 & ¢H HK-2 40 ffl 1 a-SMA . p-Smad3 . Smad3 . E-

cadherin .COL- I .FNEHRIZRIAEKE

x5 & 4HHK-2 4 A B a-SMA . p-Smad3 ., Smad3 .,
E-cadherin . COL- I .FN EQ RiZ/KENEL
R(xts,n=3)

eSMA/ pSmad3/ Smad3/  E-cadherin/  COL-1/ EN/

el Pactin P-actin P-actin P-actin P-actin P-actin
TR 1.00 1.00 1.00 1.00 1.00 1.00
TGF-B. 41 161£0.16" 1462012 1671015 06320.05° 1552018 531075
SIS3 41 119+0.10° 0954003 1.19£0.06" 0.89+0.04° 1.07£0.05" 1.08+0.25

10 pmol/L G-RbIAL 1424015 125£0.09° 1444025 075£0.06° 134+0.12 4171054
20 pmol/L G-RbIA 127£0.15" 1.06£0.04° 119£0.11° 0.82£005° LIT£0.11" 24140.19°
30 pmol/L G-RbIA 1.08+0.14" 096005 115£0.06" 090£0.02° 107+0.12" 1.89+40.32°

a: XL B4R, P<<0.05;b: 5 TGF-B. 21 4, P<<0.05

3.5.2  RIEVICIINAT R HX A S, TGF-B. 41
HK-2 il i 1 o-SMA [ FN 25 1 9260 BE(H 4 1 2 Ty
(P<<0.05) , E-cadherin £ |71 1% ' 5 B 1R ik 2 FAIR (P<<
0.05) ., 5 TGF-B, 41 Hu %, SIS3 4411 10,20, 30 umol/L
G-Rb1 2 HK-2 4il il 1 o-SMA | FN £ [1 42 S i (B 15
i B AR (P<<0.05) , E-cadherin 25 [0 2¢ G0 B (15
ETHE (P<0.05) . 25 L& 3 (L E-cadherin 2 [1 114
REDR GBI T IR , LA KW ) FZR 6,

x6 KRAHK-2AMBPa-SMA E-cadherin FN EHH

RHBEENESER (x+s5,n=3)

i -SMA E-cadherin N

IRAL 2354010 1683£155 201£0.14
TGF-B 4 7315033 549£045° 1034£061°
SIS34 3894048" 13274072° 5.34+0.96°
10 mol/L G-RbI 4 63240.35" 887+0.80" 896+0.39°
20 pmol/L G-Rb1# 4931014 10221044 708£031°
30 pmol/L G-Rb1# 465£0.19° 1265035 51250.54°

a: X HAT FEAL, P<<0.05:b: 15 TGF-B 41 HL4%, P<<0.05
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il 1 AR PRI

ABIESESC 1 TGF-B. 5 5 HK-2 41 ) 4 EMT, LA
HORASY G-Rb1 RE A5l 1 I 95 TGF-B./Smad3 i # , 1T
MBIV Rz AN & A EMT ., 2559 2R, TGF-B /R
T HK-2 4iiif1 48 h ) , M MIE S % A= T EMT AR 2S5 2
JgHfa-SMA (COL- I \FN & [ [z H: mRNA )k F i,
E-cadherin 25 [1 /) i85 Nl . MG 45 T A [A] Wk &
G-Rbl J&i , HK-2 4il ffd "' a-SMA . COL- 1 FN % [1 &% I
mRNA BR8N [ 2 T, E-cadherin 25 [ () KA A
AR bl %45 348K, G-Rb1 RBUE /£ — & FL i LA
il TGF-B. 15 51 HK-2 4l ifd & /1 EMT.

4 T RFE G-Rbl il TGF-B. 75 5 HK-2 41 Jifd & A&
EMT py AL, ASWF 538 F HEK 293 4 Jfd (5% G i i) T 2
2L ) , 3 3 9 ' BRI B A IR TS G-Rb1 4 TGF-B/
Smad3 3 B& 181 1Y 5% 0 (SBE J& TGF-B./Smad {5 5 %
O B R A, AT R SBE 2t R i 3 K R 48
PFAl G-Rb1 X} TGF-B,/Smad3 5 53l B9 5200 ) o BEAh,
R T HE R R DR A S R [t TR 1 AR S O
B AT T MTT 5256 R A6 HK -2 200 1 A AH X
). 85K, 5 TGF-B 41 AL, AR G-Rbl 41
HK-2 41 A RIS D6 R WG 3 2 & A%, H.1.0~30
umol/L G-Rb1 X 4 ffd i A G 71 JC B & 52 . %45 R
P, G-Rb1 Xt TGF-B./Smad3 {753 % ) 7% HA ) il
YERT, HAZAE AN & R g 3l 1 4 je 3 o 5l . Jf
H., i 2 Western blot S5 Fl 08 o Y I BR 45l 1, 45
F A6 B G-Rb1 J5 , HK-2 41 g Smad3 . p-Smad3 &
F R IR WA R R B A X i — 2P 9E S T G-Rb1 Xt
TGF-B./Smad3 {5 518 % A HAMHVEH] .

ZE E ARk , AR IESE G-Rb1 A fE—E R F AR
B /N b Bz 40 32 TGF-B. 7% T 5B ) EMT, iX vl fig
5 HAM ] 7 TGF-B,/Smad3 {5 518 B YOS A . AT
FEVIL R T G-Rb1 {EIf K _L- i DKD iy Al fEAE L
il AR PIF S0 G 0 AR, AN 58 58 540 G-Rb1 7E A
PR RYVE AL SCAS B FEAT A AE — 3 10 Ry B, 5
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