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(HE) BAY WEAvkHHE % (Liuwei Dihuang Decoction, LWDHD) 3 4% miR-210/HIF-1a 15 5 3# % 3 CoCl, % 5 #y HK-2
48 s, b )% 18] i # 1k (epithelial mesenchymal transdifferentiation, EMT) 81k Fl Ful#| . F75% 1hshE 3 HK-2 400, 2t B 41 (N 41) |
HEA 2 (M 41) LWDHD iy 21 (LW 41 ) & @ 11 3% +miR-210 3t % 3k 4 (LV-miR-210 #) . & & i1 % +miR-210 J7 2 21 (LV-anti-
miR-210 4) 2 @ f1 3% +miR-210 A M %t J& 4 (LV-miR-210 NC #1) .LWDHD i 7% +miR-210 3t % 3k 4 (LW+LV-miR-210 #1) .
LWDHD i1 7% +miR-210 J7. 2 £ (LW+LV—-anti-miR-210 #1 ) LWDHD i & +miR-210 PH M T B 4 (LW+LV-miR-210 NC 4 ), % N
YA, A& 2 AN CoCly 4078, CCK-8 =403 7 [ 3 & LWDHD ,CoCl, 7 24 h J& % HK-2 40838 tE th % v F e B = T HORE .
Y &9 K A0 Western blot 3% 4 Il 4 41 HK-2 41 A 9 & 215 % [ F - Lo (hypoxia—inducible factor-lo, HIF-1a) BT & (B-
catenin) | ‘/ﬁﬁ?% B (Vimentin) , _E % 45 %5 & (E-cadherin) & & % 3£ 15 9L ;qPCR 34 miR-210 HIF-1a,B—catenin, Vimentin mRNA
R, W ERA L HK-2 40, 523 miR-210 #y 3t &35 ] | 3\ CoCly, W2 miR-210 HIF-1a B—catenin Vimentin
ok mRNAz% PLK LWDHD thFHAEA , 858 CCK-8 4 T 7, LWDHD CoCl, 5t T HUEE 271 # 10%.200 wmol/L, 5 N
S AE e M2 40 M TE A d A B R K AR B B HIF-1au B—catenin, Vimentin % & # mRNA % ik 7+ % (P<0.05,P<001),miR-210
mRNA %35 7+ (P<0.01) , E-cadherin & & % 3K 1% (P<0.01); 5 M 448, , LW 41 HIF-1o,B—catenin, Vimentin 2& 4% mRNA %3k
A% (P<0.05,P<0.01),miR-210 mRNA % 3k %1% (P<0.05) ,E—cadherin & & & % 7+ & (P<0.01), 5 LV-miR-210 NC 44tk ,LV-
anti-miR-210 #1 HIF-1o ,B—catenin, Vimentin 2 1 #7 mRNA % A 1K (P<0.05,P<0.01); 5 LV-miR-210 NC #4148 I, ,LV-miR-210
41 HIF-1a B—catenin, Vimentin & &1 mRNA A 7+ (P<005,P<001), o185 4 e 44 6 24 b v X LWDHD 402 5, LWDHD
T K& 4 HIF-1o B—catenin, Vimentin & 5 2 mRNA % 3 (P<0.05,P<0.01) . £5i¢ LWDHD 470 4F 25 (b 1B A Al 4] 5 2 T8 miR-210/
HIF-1a 5 538 8, #7# '§ /NE EMT H X,
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Effects and mechanism of Liuwei Dihuang Decoction on CoCl,-induced epithelial-mesenchymal

transition of HK-2 cells through the miR-210/HIF-1a signaling pathway
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Medical College, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China

(Abstract] Objective To observe the effects and mechanism of Liuwei Dihuang Decoction (LWDHD) regulating epithelial
mesenchymal transition (EMT) of HK-2 cells induced by CoCl, through miR-210/HIF-1a signaling pathway. Methods HK-2 cells

were cultured in vitro and divided into normal group (N group), model group (M group), LWDHD medicated serum group (LW group),
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blank serum-+over—espressed miR-210 group (LV-miR-210 group), blank serum+silent miR-210 group (LV-anti-miR-210 group),
blank serum+miR-210 negative group (LV-miR-210 NC group), LWDHD medicated serum+over—expressed miR-210 group (LW+LV-
miR-210 group), LWDHD medicated serum+silent miR-210 group (LW+LV-anti-miR-210 group) and LWDHD medicated serum+
miR-210 negative group (LW+LV-miR-210 NC group). Except for N group, the other groups were treated with CoCl, CCK-8 was
used to detect the effect of different concentrations of LWDHD and CoCl, on the activity of HK-2 cells after 24 hours, and the best
intervention concentration was selected. Cell immunofluorescence and Western blot were used to determine hypoxia-inducible
factor—lae (HIF-1), B—catenin, Vimentin, and E-cadherin protein expression levels. miR-210, HIF-la, —catenin and Vimentin
mRNA expression levels were measured by qPCR. By lentivirus transfection of HK-2 cells, miR-210 was overexpressed and
inhibited. Then CoCl, was added to the medium. The miR-210, HIF-1a , B—catenin, Vimentin protein and mRNA expression of the
regulation effect of LWDHD were observed. Results The CCK-8 showed that the optimal intervention concentrations of LWDHD
and CoCl, were 10% and 200 pwmol/L, respectively. Compared with N group, the morphology of cells in group M changed from the
shape of paving stone to the shape of long spindle. HIF-1a, B—catenin, Vimentin protein and mRNA expression increased (P<0.05,
P<0.01) while miR-210 mRNA expression increased (P<0.01) and E—cadherin protein expression decreased (P<0.01). Compared with
M group, LW group can significantly reduce the expression of HIF-1a, B—catenin, Vimentin protein and mRNA (P<0.05, P<0.01), down—
regulate the expression of miR-210 mRNA (P<0.05) and up-regulate the expression of E—cadherin protein (P<0.01). Compared with
the LV-miR-210 NC group, LV-anti-miR-210 group showed lower HIF-1a, B—catenin, Vimentin protein and mRNA (P<0.05, P<
001), and LV-miR-210 group showed higher HIF—o, (—catenin, Vimentin protein and mRNA (P<0.05, P<0.01). After LWDHD
administration to each group of lentivirus transfection, HIF-1a, B—catenin, Vimentin protein and mRNA expression decreased (P<
0.05, P<0.01). Conclusion The anti—fibrosis mechanism of LWDHD is related to its down-regulation of miR-210/HIF-la signaling
pathway, which is related to the inhibition of renal tubular EMT.

(Keywords) renal fibrosis; Liuwei Dihuang Decoction; epithelial -mesenchymal transition; miR —=210; hypoxia inducible

factor—-1a; HK-2 cells; HK-2 cells

18 P "5 WEHS (chronic kidney disease, CKD)J&
HFEFEIN A AL TUE RN, CKD #3283
NS LR 44k (renal fibrosis, RF), 'B/IV& I iz [a] %
fk (epithelial mesenchymal transdifferentiation, EMT)
J& RF EENLHZ — B FIRIT A AR, CKD &
BRI AR A AN A T B ARG, PR, AT A5 K
FiR; EMT S B s it o8 Sl iy £ sz —#, CKD
T A A A4, 18 AR U 530 R 9 OGS
RO, HRTE S O, AR 4G i A AT 2
F-la(hypoxia inducible factor, HIF-1a) {55 &5 ]
# RF, 25 EMT 844, 35N RNA(micro RNA, miR-
NA)Z—FhfetEAEgmts RNA KBEL 22 MEHTR .
AT SR i miRNA FRiAM 284k, b miR-210
5 HIF-1a CR A FVIP, HIF-1a () 2L
miR-210 FEFIE N, 11 miR-210 Jad 3kl DL i
T HIF- 1o ARG BRI A AR E PE miR-
210 AT LS5 PR Py 45 b Ak BRORLG BE 2 491 4 g
D RIS EMTORE . EL4UESE, miR-210 |
ZAEAE T4 RO IR n 2L AR 55 JF 2 S
EMT %A%, S 30 i s 40 i (= 28 fn e f 1o,
miR-210/HIF-1c 3 B2 EMT 19 & 4= 7] B & RF

WY EE AL, 7SPRHEEE Y (Liuwei Dihuang De-
coction, LWDHD ) &Ilffi K97 CKD HYA &407 7, (H
HA B 5 AR 5E 42 B I SRAC 24 B2 9 A B0,
ZOT BA PR PUBR BT 4Ry 245 B4R
ARHFFE LA CoCl, i 3 B9 HK-2 A A BF 58 %) 4, IR
¥ LWDHD 3l i miR-210/HIF -1 {5 5 3 #  #2
EMT AR RIALE] , LU il R BTG CKD 42 it 2 it
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Mk SD KEL 34 2 AR5 (200+20) g, Hi#
A T3 v 50 s SE G B WA RN R R AL VR AT IESS:
SYXK (##1)2019-0009, Ir F sl 4 1) 37 76 g v B 2
K¢ SPF HELE S i . HK-2(N'E B i ith B
/NG b R A ) A PR (FiE5- . CL-0109, R i#
FEEMRHCA IRAR]) o AT e v B 24 R
SLE S YIME IR 2 B o A s Ot A S . LLBH-
202105100002,
1.2 FZEH SR

CoClL, (b5 . C118624, LBy T A LRl 4 i
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B3 RS 7 ) ; LV -hsa—miR-210 8% 2 LV -hsa—
miR-210-inhibition 155 14 %} BRI 2 CON137 |
SRR (US55 0 : 1346266, 13462E4  1343EAA |
134635C, Fiff & LR BHA R AR ) ;BCA #EH
ERH & (IS . E-BC-K318, il U S i R A= 1y
BHERAR A BRA ) s HIF- 1o Ui B-BREE 1 (B-
catenin) FLIAK T 8 11 (Vimentin) BUAA | 1 57 5556
% (E—cadherin) /& .GAPDH FHif& (#5435 K .
10002313,00069064.00103236.,20000258 82202101,
I = A H R A FR S R ) s PAGE 2 11 19 i
(5 . 1673190028 , Fg 5t 3 5 A MR A IR A
A]) ;A RNA PP & (1955 . Cat#220011, |
g CEEAEYIBORA R 7)) s miRNA 300 SRR &
SYBR 9" 1R & (41t 5- 70510 . 05231416 ,05227808,
RN R A PR Ry A IR A R ) . miR-210 1E
1] 5191 (575 : CattHmiRQP0O317 , N &2 BEIL N A R
UNCIDN

AR (#5 ; Spark 20M , Hit -+ Tecan 23] ) 54k
SERCNIEII AN (RS . 721BR 17573, 5 Bio-Rad
a]) s IE B 9O R (15 Axioscope , T [E Carl -
Zeiss A 7)) PG E 7 RCR AL (#5 ; LightCy-
cler 96, %+ Roche 23 F])
1.3 245 & 25 Mg %

Hi2lj LWDHD Fi 7 . et | 125 1280
15 AR AP (54535010 : 2012213 ' TH21092703
SX20180904 SX21093006,CK21092703 CK21100804)
Fic M 8:4:4:3:3:3 [LGIRCT] , BT 2564 0 3 W R b
B2 R — MR EERE . 1% IRBEPLE A 34 H
T SD KRR 2 41 25 IV IRZE (LWDHD 41,4517
H o HERTIHSCE  LWDHD 4 LI%E H 33.75 g/kg /S
IR M B RV B (R 24T 70 kg BOAGRIHER B 5 £5)10,
2N LIEEH 10 mL/kg ZREE/KHE S O 3E W AR
%5 A, B 7 d )5, WEEINT , M7 026477 T-80 C
UKERE A
1.4 AiEsHd

HK-2 4 R , 73 A% B (N 41)  BE 4] (M
2H) .LWDHD IfiLi& 40 (LW £1) .25 4 IfiL ¥ +miR-210
IFFIAL(LV-miR-210 41 ) .25 L35 +miR-210 I1T
PR (LV-anti-miR-210 41 ) .25 A Il & +miR-210 [
Pt FEZH (LV-miR-210 NC £H) .LWDHD IfiL 7% +miR—

210 i 354 (LW+LV-miR-210 41) .LWDHD Ifi.
7 +miR-210 YTERZH (LW+LV —anti-miR-210 41) |
LWDHD [fil 75 +miR-210 B % B4 (LW+LV-miR-
210 NC #H) . B N 214k, HABZHANA CoCl, BEALLEF N
BRI RIBTIAZS (I E & 25 005 , 5595 24 h )5
WA,
1.5 ZupfL e

FERMAT, 58 245373 (10% FBS DMEM) il
B 5x10* N /mL ZHMER R 5 mL F 25 em?
B, 37 CHFRE 16~24 h, RANMGICATE N20%~
30% , EHARF . o 2155 5 mL, # U] 43
AABR R AR = (R S B x i MU H )/
WG TR B Y S B=10, 37 CHEFE 12~16 h, Hffe
e IR AL ARSI R e A R, PR AR
Y BTGV 5 YR 24 72 b, MBS YL AR o 4 i
MR FETEH 1 ng/mL ES TR ARt
TrRE R
1.6 CCK-8 iEFisk A1 E & CoCl, T TRk

Y B E 5x10* 4 /mL . 100 pnL/ALEEF7E
96 fLMH,37 CHEFE 24 h; s st 4L )
HMA 100 pL &4 0.2.5% 5% 10% 20% 1 i 24 )
ML Y8 A 1% 57 K5k 0,100,200 ,300,400,800 pmol/L
CoCly, T 24 h J5HUH 96 FLHR ; 5 IHE IR, A
CCK-8 TAEW,37 CHAZEMFE 2 h;450 nm Abi i
G FEARL, 38 ) 240 BTG 238 18 4 e A2 1Y) ML T8 9k 2 R
BRAACT ]
1.7 Western blot 46 2% 20 HK-2 4t fifg v HIF-
la B—catenin , Vimentin . E—cadherin f{J# FH 7K F

2524 hg WEEREREBWE;
PAGE Tl J6¢ 73 %5 1% ¥ 45 1 2] PVDF JI ;3%~5%
A4t 2 hy—40 4 CIFE R HIF-1a(1:8000) |
B —catenin (1:5000) ., Vimentin (1:5000) .E —cadherin
(1:10000) .GAPDH(1:15000)]; ¥ H , TBST %EMiE 37K,
10 min/¥, 40 (1:15000) ¢ F 2 h; ECL Kl &
%7 s Image J #4530 .
1.8 qPCR 460 4% 40 HK -2 41 g miR -210,
HIF-1a B—catenin, Vimentin mRNA 35

Y525 24 h 5, A RNA Bl ) & 32 i
& RNA AR ST RNA 357G S 1S miR-
210 IE M50 A TN Ge L KA FRA A K5
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&1 qPCR BHEESIHMF
FEH NAOEIE7) AnEIEY] K /bp

HIF-1a GGAAACTTCTGGATGCTGGTG TTCCTCGGCTAGTTAGGGTAC 330
B—catenin GAAAGCAAGCTCATCATTC GACAGCACCTTCAGCACTCT 116
Vimentin GACGCCATCAACACCGAGTT CTTTGTCGTTGGTTAGCTGGT 160
B-actin GGAGCGAGATCCCTCCAAAAT GGCTGTTGTCATACTTCTCATGG 120

U6 CTCGCTTCGGCAGCACA AACGCTTCACGAATTTGCGT 94

Yk FARIE, 5 1PN  Haxs |4 B 48}
AEYIARRATE], P HTE WL 1, AU B R A 27
%, U6 & B-actin fE NS,
1.9 HPEETELIEKIN A 4] HK-2 4 i b HIF-1a
B—catenin , Vimentin , E—cadherin & F7K~F

BRI LL 5x10* ~/mL. 1 mL/AL% FEERERD T 24
FLAUE R H 535557 24 h, FRgiAE K 2 80% 51 743
A AR A LN AE 4 9% 22 5 P U AT A0 A 1
15 min;0.1%{HH73EiE7E 10 ming5% BSA £H4] 30 min;
—$i 4 CHHE 3 % [HIF -1 (1:500) . B —catenin
(1:500) ,Vimentin (1:400 ) .E—cadherin (1:200)]; ¥X
H,ZR#E 30 min; 96 2H0(1:200) 37 CHEDE
BFFE 1 hyDAPI Y% 2 min, LI AR 9% 6]
TBST ¥ ¥E 3 ¥R, 5 min/¥; oG IG B A5 IEE
PEICWINEE T AR FAi,
.10 ZEitirik

i1 SPSS 25.0 A TR b . TR PR
P “ras"FoR , JeiEAT IEAS PR ANy 28 55 PERG 58, i 2
TEASPERS SRR 2R T 225007, 1 18] LU T 25 5%
B R LSD ¥: 56, 75 25 AR FF 0 Kruskal-W allis ¥
5. PhP<0.05 FnERAGITFEL,

2 &R

2.1 LWDHD R[5 CoCl, ¥THK-2 i A5
B398 24 h 5 B CoCl, HlGR B3N is |, 40
L Il B A1 B KT I A 2 AR A | B 5 Kt
FET- FEULE 1,5 0 wmol/L. CoCl, 4H Fb#5,200.,300,
400,800 pmol/L. CoCl, ZH f 35 WA T 4 3% 1 (P<
0.01), 1M 100 wmol/L. CoCl, 41 JCH 481k (P>0.05)
PRI, 7E B 5 5256 77, CoCl, 895424 200 wmol /L,
4 LWDHD FEAERT HK-2 48/, 5 0 LWDHD
HFALE,20% LWDHD A0S 1] R (P<0.01),

2.5% 5% 10% LWDHD 2 JCH 781k (P>0.05)
I, JE 2RSS LWDHD W JEHEH 10%, K 2, 5
N 41 A ,M 41 HK-2 4 g HIF-1a, B —catenin
Vimentin £ [l mRNA Fik3E 1 (P<0.01) , E-cad-
herin 2 A MK (P<0.01) , CoCL, JRINiE S HK-2
Y EMT; 5 M 4 HeAE LW 2 HK-2 4 HIF-1a,
B —catenin , Vimentin & F 1 mRNA 3 35 F&AIK (P<
0.05,P<0.01) , E—cadherin 2 [ 32 2538 /il (P<0.01) ,
TRV 3 .38 2—3, S Las RAESE CoCl, 175 Tk
% 24 h J5 HK-2 4 fff HIF-1a,B~-catenin,Vimentin
IR, PHEAS 543 3 60 T 20 M A | 4 PSS 4
[ ; E—cadherin fIR3R35 , FHM:AG S AL T40ME ST,
UL 4,

0 pmol-L- 100 pmol-L-1

400 pmol-L-1

B 1 AR CoCl, iKRET HK-2 RS2 (x100)
IR 100 .,

800 pmol-L-1

150

100+
#
.| ;\; i ’\o——”\i

®
3
'g ok E
= 50
= 5 o ** g
& g

25+

Xk *
0 T T T T T T 0 T T T T T
0 100 200 300 400 800 0 2.5 5 10 20
CoCl: (umol-L™) LWDHD+ i3 £ /%

B2 A[E CoCL, LWDHD iR E Xt HK-2 AR TEiE R =20
.5 0 wmol/L. CoCl, 4 LL#,#*P<0.01; 5 0 LWDHD 4 b4,
#P<0.01,
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N4l M4l Lwil

HIF-1a R B 12000

B-catenin | se— SR e | 92 kDa

Vimentin | s S e 54 kDa

E-cadherin| gl S . | 125 kDa

GAPDH | s s s | 36 kDa

&3 %48 HK-2 28R HIF-10 EMT tBEE A RIEKE

FR2 KB4 HK-2 HfEA HIF-1a,B-catenin, Vimentin,
E-cadherin & B 7K (x+s ,n=3)

20 51 HIF-1a B—catenin Vimentin E—cadherin

N 4 0.07+0.01 1.03£0.11 0.53+0.15 1.40+0.14

M4 1.25+0.10%*  1.73£0.30**  1.17+0.06*%*  0.61+0.20**
LW  1.00+0.05* 1.30+0.20" 0.76+0.20* 1.11+0.09*

5 N, *4P<0.01; 5 M 4, *P<0.05,%P<0.01,

%3 &4 HK-2 HAEH HIF-1a, B-catenin, Vimentin
mRNA Ri&E (¥+s,n=3)

21 51 HIF-1a [B—catenin Vimentin
N4 0.41+0.14 0.22+0.07 0.58+0.06
M gﬂ 1% 1% 1%

LW 41 0.57+0.13* 0.63+0.07* 0.66+0.05"

5 N4, #P<0.05, ##P<0.01; 5 M 4l H4, #P<0.05,%P<0.01,

22 LWDHD F i CoCl, &b B 9 HK -2 41 Jfg
miR-210 A%k
5 N 4 M 241 HK-2 41 i 4 miRNA-210

FIRKFHEIN (P<0.01); 5 M 41 L3, LW 4] HK-2
I+ miR-210 %%@J(W“{EE(R0.0S) TEULIE 5,
2.3 LWDHD i i T 7 miR-210 W42 HK-2 41 i
EMT

20 % G 5 LV -miR 210 20 HK -2 21 Jfd vp
miR-210 /KF T LV-miR-210 NC 20 (P<0.05), iii
LV -anti-miR-210 20 miR-210 /K°F @ FH K T LV -
miR-210 NC 21 (P<0.01) 18552 g il 2h o 1£ 0L
K6, 5 LV-miR-210 NC £ %, LV-miR-210 41
HK-2 40 i+ HIF-1a B —catenin , Vimentin 75 [ Fl
mRNA A (P<0.05, P<0.01); 5 LV-miR-210
NC 4H %, LV-miR-210 4 HIF-1a B—catenin , Vi-
mentin & [ mRNA AT+ (P<0.05,P<0.01), il
il miR-210 MY FEATIHIEMT,, 5 ik 3 4 AL,
TE Al o LWDHD 9 3 2 HK -2 4fl jifd 7 HIF -
la,B—catenin | Vi mentin & [ fl mRNA 3% ik /K F
K& % ( P<0.05,P<0.01) ,LWDHD 7] 3# 3 F 15 miR-
210/HIF-1o 35, 4 EMT, A5 45 R Won
5 LV-miR-210 NC 4] %, LV-miR-2104] HK-2
41 fifg ' HIF —1o B —catenin , Vimentin 15 ¢ i5 , E—
cadherin fi£ 33k ; )2 Z , LV -anti-miR-210 1 HK -2
4 it HIF-1a . B—catenin , Vimentin f£ 35 , E-cad-
herin Ik, 5134 3 41HAR, 7ESLEERE - INLWDHD
B 3 41 HK-2 40 g 7 HIF-1a . B—catenin , Vimentin
k3L, E—cadherin ik, LK 7—8,% 4—5,

HIF-1a

B-catenin

Vimentin

E-cadherin

DAPI Merged

Bl 4 SERNLEENEE HK-2 B F HIF-1a,B-catenin, Vimentin,E—cadherin BJ & 7k F (x400)
AR FE AR AR HR 20 wm,
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1.5+
@
I 1.0+ >
& #
2
o
& 0.5-
14
E

0.0- T

NZ MZL Lw4l

B 5 %&%H HK-2 4Afsh miR-210 HEXIRiE=
5 N A, #4P<0.01; 5 M 4 HbA, "P<0.05,

7- %%k *
¥ 6
3 5-
:§4_ ﬁ
253\
= N
-51\
>
=
=]

0 T T

A B C

B 6 #&%H HK-2 4Afsh miR-210 HEXIRiE=
A, LV-anti-miR-210 Z1;B. LV-miR-210 NC 4 ;C. LV-
miR-210 4H . 5 LV-miR-210 NC 41 l:l:ﬁ,*P<0.OS,**P<O.OlO

A B C D E F
HIF-1a | 0 B e

B-catenin

Vimentin | e s— - e

GAPDH | " S S s

—h

120 kDa

92 kDa

54 kDa

36 kDa

7 &% HK-2 Z8RE A HIF-1a, B—catenin, Vimentin

EHKE

¥ :A. LV-anti-miR-210 41 ;B. LV-miR-210 41 ;C. LV-
miR-210 NC #;D. LW+LV-anti-miR-210 £ ;E. LW+LV-
miR-210 41;F. LW+LV-miR-210 NC 4,

R4 FBHHK-2 A HIF-1a,B-catenin, Vimentin
BERKFE (x+s,n=3)

ZH 51 HIF-1la B-catenin  Vimentin
LV-anti-miR-210 41 0.82+0.23%  0.94x0.13*  0.8920.13*
LV-miR-210 21 1.47£0.16%  1.35+0.28*  1.88+0.28*
LV-miR-210 NC 21 0.93+0.20  1.19£0.22  1.58+0.34
LW+LV-anti-miR-210 41 0.36£0.16"  0.62+0.02"  0.4520.07"
LW+LV-miR-210 4] 0.53£0.16%  1.2320.27%  1.1420.28¢
LW+LV-miR-210 NCZ{  0.4420.18*  0.700.04*  0.78+0.16%

5 LV-miR-210 NC 41 Lb#, #P<0.05; 5 LV-anti-miR-210 41 [t

1 ,'P<0.05; 5 LV-miR-210 4 Fb4s,%P<0.05,,

R5 &4HHK-2 44 HIF-1o,B-catenin, Vimentin
mRNA i (x+s,n=3)

20 51 HIF-1a B-catenin Vimentin

LV-anti-miR-210 41 0.48+0.07*  0.53+0.13*  0.64+0.02**
LV-miR-210 £ 1.46+0.02*%*  1.75+0.13** 1.70+0.12%**
LV-miR-210 NC 4 1 1 1
LW+LV-anti-miR-210 20  0.25+0.04*  0.19+0.03" 0.22+0.02*
LW+LV-miR-210 41 0.83+0.02¢ 1.27£0.25% 1.050.11¢
LW+LV-miR-210 NC4 0.4320.14*  0.69£0.10*  0.49+0.05*

.5 LV-miR-210 NC 4 ,*P<0.05,**P<0.01; 5 LV-anti-miR-210
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