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Interference of Niaoduling Reverses TGF-f3,-induced Epithelial-mesenchymal Transition
in HK-2 Cells
DANG Zechun', YUAN Xiaohong'* (1. The Second Clinical Medical College, Guangzhou University of TCM,

Guangzhou 510120, China ;2.Guangdong Academy of TCM Science , Guangzhou 510006, China)
ABSTRACT Objective
process of epithelial-mesenchymal transition (EMT) of renal tubular epithelial cells induced by TGF-,.

To investigate the effect of Niaoduling on cell proliferation and morphological changes in the
Methods HK-2 cells
were treated with various concentrations of TGF-B, for 24,48 and 72 h, respectively. According to the cell proliferation and
morphological changes,the best concentration and time points was selected to induce EMT.HK-2 cells were divided into nromal
control group, model control group, treatment group in control condition and treatment group in model condition. The cell
Results TGF-B, inhibited
cell proliferation and 5 ng + mL™" for 72 h has the strongest effect (P<0.05).Under this condition, cells had the most obvious

proliferation was detected by MTT and the cell morphological changes was observed by microscope.

EMT-like appearance.Compared with the model control group, inhibition induced by TGF-B, could be significantly reversed by
Niaoduling at the dosage of 160 pg + mL™'( P<0.05).Morphological observation showed that Niaoduling could maintain normal
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cell morphology as paving stone, prevent fibrosis induced by TGF-B,.

by TGF-B,in HK-2 cells.

Conclusion Niaoduling can partly reverse EMT induced

KEY WORDS  Niaoduling ; TGF-B, ; HK-2; Epithelial-mesenchymal transition

' ) S5 2T 2 A 2% T e A VB R 3 e D 4R
Rk B CiR R e R S il R AP S e
—o BN b -] FE BT 48 M §% 53 A6 ( Epithelial-
mesenchymal transition , EMT ) 7E B [8] i £ 4k {b 19 & A= |
et R EE AR ] 2 B ) BT 4T 40 Y S S AL
Z M BRI R, B Ak R KN T8, (TGF-B,)
SRR BT AL 7, RAES EMT MEZHE
PR, S0 s BH T TGF-B, R 7 T, & AE A B i B ) Joit
LA B A

TS T KRB RIET AR T B B B MR A
SIETT R R 7’?5( diabetic nephropathy, DN) | el =3
¥ ( chronic renal failure , CRF) A &R, %7 MBEN
A, FEE A R =LA LA, Im R 2R
PO AT A AL (AR FIAL] i A B, SEF
TGF-B, TENEAR LT A A IR i) B EAE F LA R i a5
S5 HEW PR EE R B i B 8] ST 21 410 9 /R FH AT BE -5 BELIT
TGF-B, {5 S5 Tl A, L, ASLEE L TGF-B,
Y5 HK-2 &4 EMT Jf R IR R 10, PR R EE R AE
PRI, LA Al PRI, FHR LS 0 A

KimBH 2015-08-09 fEEIEHHE 2015-09-25

EEWME "TARATEBRTEARFHEAHR LM
(YN2014ZHO7 ); T~ &R & #H & 7 & # @ # m B
(2012KJCX0035); |~ R & BF 22 8 R JT 7= % #F W H
(2013B090700015)

EFRN  WEF(1990-) , &, il AR A 1L, &
BN i o 24 Wy 5k ik BF 5T . L 9 ;020 - 39318572, E-mail ;
307838486@ qq.com,

WEEE B/L(1968-) , L& MR SCE N AFFE 5L, B+
A S A, 32 IR AR 2R R AL 2 sk T A A A O
AT 1E . E-mail : mier-yuan@ 163.com,

1 MRE5FE

11 X#HLHmie WK (HS:140809131) =L (#Ht
5 :141006301) 7242 (L5 : 140907781) Kk (it
51140504781 ) H0 F HESE 25 A AT R A /), 28 7R
APEREHE R AR IS E 8 KO SR 5
W # K Astragalusmembranaceus ( Fisch )  Bge. var.
mongholicus ( Bge.) Hsiao | B4R , =-& & H B
Y =t [ Panaxnotoginseng ( Burk.) F. H. Chen ] 1] 1 &
B R N SR e e
[ Epimediumsagittatum ( Sieb. et Zucc.) Maxim. | ) 1 1§
i, K ERHEY) % K3 ( RheumpalmatumL. ) B9+
BEARAIMRZE , DMEM/F12 B5 373 (5[ Gibeo 242 ], it
7:1223181) , H4 N TGF-B, & H ( 3£ [E PeproTech 2
ALt 5 :0613354) , WEME I (MTT, £ [E Sigma 23 7 53
%, L5 SP1080) , i A= LT ( LA (331 BioSciense 2%
), JBEl (22 [ Gibeo 2~ H)) o N BT i /NVE B
Bz 40l HK-2 14T ATCC,

1.2 ¥ Victor X5 B4 it B Fn1% ( PerkinElmer,
USA) , %4tk ( CO, ) TH Ik 40 i 55 7746 ( Thermo ) , 15
R (HARJEEAF]) ,ESCO OptiMair T H i #
FTAER (IMERETHARARAA) RS ZEIRK
PR 4 ( tuttnauer 3850MLV ) , DT5-3 BUILi# & = F 8 °F
7 B0 HL (AL EH IR B OPLA BRAFD) o

1.3 RERZFHRRA LIS H & KER
R $2 R B 2 (NDL) J5UJ5 Bt o R B 24 B4 1k
F, KRS AR AR 3 U, 55 101 h, 28 2 1K
45 min, 5 3 KX 45 min, & IF 3 WIE W, W 45 2
1.5 g - mL™' JREER, IMATCK S BE, fff 5 P
KB 80% ; BEH& I s BT We £ 1 Vi 40 1= 8, 75 R 3
REH, HREME T2 3.4 ¢,



- 1170 -

Herald of Medicine Vol. 35 No. 11 November 2016

SR S A% ARIBGE R R B, IR SR
ZEIR (PBS) Fi B 10 mg - mL ™ 1R A6l & A
S5 BT FH I PR B R TR LA & WO B RS
A,

1.4 B0 % bk amie HK-2 49355 % HK-2 4005
T 1% HHERE R 10% 54 M35 1 DMEM/ F12 8537
Fer, 37 C 5% F AL (CO,) &M TR F=, B2~
3 AR FRIE 1 R, BN 80% Al & s b AT e,
0.25% JBEHE PN AL HK-2 41, i) o2 i 2L, 4k 2k 55
Ir AN MG RE 52 42 I, B T I T 15 7R 3 % 24 b il
LA T G M, 4% LT S8 s ARSI 57

1.5 TGF-B, &M 28yt #F

1.5.1 MTT 34 Il TGF-B, % & HK-2 40 i 3 78 09
W H R A A X5 B %) A L, LA L6 0001
() BEHE P 28 96 FLAK, 77 200 i G BE 52 4, DL TG IV 1Y
DMEM/F12 $555 560557 24 h flidiffalal b4k, R0k 4s
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2.2.3 F#H R TGF-B, % % 19 HK-2 4 i 7 A5 & L iy
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R BRI AR PR R Rk 2 IR AF e A
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TS AN [ A o bt ) 0 B4 A 72 2 L TR B A /)N 24
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B ] Al — R 2R P 72, H TR AT &
PR 5 ) o R 2T 24 41 44 A 0 AT i A e B TR
B R R F ARG LT 4 T AR HE Y

A EF 3E B 28;B.2.5 ng - mL™' TGF-B,42;C.5 ng - mL™' TGF-{CSIéﬂ;D.lo ng - mL™' TGF-B, 41
1 44 HK2 HSULREVRLER (72 h,x200)
A.normal control group;B.2.5 ng + mL™" TGF-B, group;C.5 ng - mL™" TGF-B, group;D.10 ng - mL™' TGF-B, group
Fig.1 Morphology of EMT in four groups of HK-2 cells(72 h,x200)
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A JE G OxF R 4 B A xF R 45 COTGR-B, + A & R
32 pg - mL7'48;D.TGF-B, + /4 & 160 pg - mL™' 28; E.TGF-B, +
JAF R 800 pg - mL7' 40 F kAR 32 pg - mLT' 4Gk EF R 160
pg - mL™' 28, H & & 2 800 wg - mL7' 40 5 GE xR AL L AR
*1P<0.05; 5 A st AR P AR ) *2 P<0.05
2 RERX TGF-B,F5A) HK-2 HEEAIFM (Xx£5,n=6)
A.normal control group; B.model control group; C.TGF-B, plus
mL™" Niaoduling group; D. TGF-B, plus 160 pg - mL™

32 pg -
Niaoduling group; E.TGF-B, plus 800 pg - mL™" Niaoduling group;
F.32 wg - mL™" Niaoduling group; G. 160 pg - mL™" Niaoduling
group; H. 800 wg + mL™" Niaoduling group; Compared with normal
control group, "' P<0.05; compared with model control group, "> P<
0.05

Fig.2 Effect of Niaoduling on HK-2 proliferation induced
by TGF-B,(X+s,n=6)

FORVLE , AN B S DURR, AR5 A EMIT,

AEBER 32 ug - mL 48, BRAER 160 pg - mL ™' 28,;C. &% 800 wg - mL™'28

3 ARERERSRI HK-2 fEEES

2 ( x200)

A.32 pg - mL™" Niaoduling group;B.160 wg + mL™" Niaoduling group;C.800 pg - mL™" Niaoduling group

Fig.3 Effect of different concentration of Niaoduling on the morphology of HK-2 cells( x200)
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A
A SRR 4 B R i B4 C.TGF-B, + fk 4 2 32 pg - mL™' 40;D.TGF-B, + k4 £ 160 pg - mL™' 40; E. TGF-B, + k& %
800 pg + mL™'48

B4 524 HK-2 fFEEWL(x200)
A.normal control group; B.model control group; C.TGF-B, plus 32 wg - mL™" Niaoduling group;D.TGF-B,plus 160 pg - mL™" Niaoduling

group ; E.TGF-B, plus 800 wg - mL™" Niaoduling group

Fig.4 Morphological change of five groups of HK -2 cells( x200)
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