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B T Bk 2 MLTE X m A S U NS R - RS
A0 B 454k Klotho/FGFR1 /FGF2 1Z 242 Y 52 T

Hox'? 2R kR OERF moE

WE HH RISBHFIFARFDETLE@IE(HK-2) L& - 18 LKt 532 4 Klotho/FG-
FR1/FGF2 13 5 # F % 2W R A A B ABEL S hiFe FRAER, ik 30 R Wistar K R A RALE F
RESATOE T ABEARLN Y EE 4810 R, EF 7 RE1#HWRa, KA CCK-8 &l T i
W R AR R R i A NGRE, VA LDH R4 8- 25 o 7 3 HK-2 2 e dd 448 R . A& 45 (30 mmol/l)
FHFHK2 e L& - B AR e A AR oy B AL FH it AR LB A Y
% ERK FRLBf A4, % 9% % %4 m Klotho % FGF2 %4 & ik, Western blot % RT-PCR # | Klotho.
FGF2 .E-Cadherin.a-SMA .FN.Collgen IV%& & % mRNA 4 ik & -F,Western blot 27 & 41 2 i, ERK %
BB ERK (p-ERK) K, &R CCK8 34 R ETARA TG hiFiEif HK2 @l R AR E A 20% .
LDH R 27,5 10% 4 ik voiz , B a8k 2 ik Jo N iy 38 4 25 d ik 3t 28 it LDH &M 69 % vh £ 57
R4 FEL(P>0.05), 5 EF4ki, £ 4 4 Klotho, E-Cadherin & & % mRNA & i & (P <
0.05),FGF2.0a-SMA .FN.Coligen IV & & % mRNA £ i3 % (P <0.05),p-ERK K-F 2 &} (P <
0.05)., LAz k%, B T H#:20 Klotho E-Cadherin & @ % mRNA &k 2 %32 % (P <0.05) ,FGF2.
a-SMA .FN.Collgen IV%& & % mRNA &k 2 % 44K (P <0.05) ,p-ERK K& F 2 # %% (P <0.05) , it
FARES G hFRAREDZBFFOANTNE LR @i o, ZERIH T 5AY Klotho/FGFR1/
FGF2 1258 %A % .

X B, B F Lk wit; Klotho/FGFR1/FGF2 125 # $ 42
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pital of Hubei University of Arts and Science, Hubei (441021); 3 Department of Nephrology, Hubei Pro-
vincial Hospital of TCM, Wuhan (430061 )

ABSTRACT Objective To observe the expression of Klotho/FGFR1/FGF2 and the effects of She-
nyuan Granule containing serum on Klotho/FGFR1/FGF2 signaling pathway in high glucose induced renal
tubular epithelial cell transdifferentiation. Methods  Totally 30 Wistar rats were randomly divided into
three groups, i. e., the blank control group, Shenyuan granule group and irbesartan group, 10 in each
group. After 7-day gastrogavage via portal vein blood, rats were sacrificed and their serum samples were
collected. In the pre experiment, the proliferation of HK-2 cells was determined by CCK-8 assay to deter-
mine the optimal rat serum concentration, and the LDH method was used to detect the toxic effects of
drug-containing serum on HK-2 cells. Then, HK-2 cells were induced epithelial mesenchymal transdiffer-
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entiation by high glucose (30 mmol/L), and divided into normal group, model group, hypertonic control
group, Shenyuan granule group, irbesartan group and ERK inhibitor group. After 48 hours of intervention
in each group, Klotho and FGF2 were detected by immunofluorescence, Klotho, FGF2, E-Cadherin, a-
SMA, FN, Collgen IV protein and its mRNA were detected by Western blot and RT-PCR respectively,
while ERK and p-ERK levels in each group were analyzed by Western blot method individually. Results
CCK-8 result showed that the best concentration of HK-2 cells cultured in blank serum of rats was 20%.
LDH result showed that there was no significant difference in the effect of Shenyuan granule containing
serum and irbesartan containing serum on LDH activity compared with 10% FBS (P >0.05).Compared
with the normal group, both the protein and the mRNA expressions of Klotho, E-Cadherin in model group
were significantly decreased (P <0.05) ,while the expression of p-ERK,FGF2,a-SMA ,FN, CollgenIV were
significantly enhanced (P <0.05). Compared with the model group, both the protein and the mRNA ex-
pressions of Klotho, E-Cadherin protein in Shenyuan granule group were significantly enhanced (P <
0.05) ,while the expression of p-ERK, FGF2, a-SMA, FN, Collgen IV were significantly decreased (P <
0.05). Conclusion
glucose, and its mechanism might be associated with regulating Klotho/FGFR1/FGF2 signaling pathway.
KEYWORDS Shenyuan granule; renal tubular epithelial cells ; Klotho/FGFR1/FGF2 signaling pathway

Shenyuan granule containing serum could inhibit EMT of HK-2 cells induced by high

Bt 5 TR EDWH PR 405 238 B9 AN T b 0 PR v B e
(diabetic nephropathy, DN) & J#i 5 204 K &
J% (end-stage renal disease, ESRD) i) 3 %5 [H 22
— U e ERCHAE R, B R M KK E R S (renin-
angiotensin system, RAS) BH W] (1 B B4R 5 . Bt
R P I s /36 97 8O0 A 2 BABH 1E DN [a)
ESRD j# i, ix 3 il PR TAE & 115 #iiA i~ DN 9 &
FaHL 2 o AR SR ST S B /N T AR R
PRIG T & IR 2 S e vh i SR 23R, R AR AL S
B /INE B 20 A 2B b B — [R) S BT 4 L 5 Ok (epi-
thelial-mesenchymal transition, EMT ) % 1]
FEB,

Klotho /& HET A TA BT 2 2 ], 76 B JIE £ 23k
T NVE B 2R YR iRE S . Bk
ST R IAE B /NVE K i Klotho i i 5 3 4F ik
R 2T 4k 4 g A= K R 7 2 (basic fibroblast growth
factor 2, FGF2) 58 4+ 455 LT 4 4 M AR K A 32
& 1C(fibroblast growth factor receptor, FGFR1)
Ml 5250 W IR 1 FGF2 ({5 5 ik, gk— 4817
M ZME = )8 15 3 8 (excellular signal regulation ki-
nase, ERK) 4 & 1Y AH 5¢ # 2% [ 5% 5%, e &M
ﬁ%u EMT[GJ} 5

FETAE DR B s ML o K S A IN R P, A
SR FH U I L B 368 U S 3ok v 245 500 ' e R (44
R ) 36T DN B AOF 5 K B, %0 55 5 94 DN
/NRFFLE Klotho ik ALY FGF23 W | k%
FHBEA, [m] B 08 25 3 B /N4 ] Jo 1 48 1kt 45 31 2
280 TR 4, DN /N 4] J3 21 4 A4k 14 & 2E AL & 18 T

WOk T U FH 2 75 5 Klotho/FGFR1/FGF2 15 5 %%
T KRWE? RE L X — Bk, 8 I AR ST b
HEETNE /NG L4 Klotho Dk ) FGF2/FG-
FR1 55 &2 4 7 1 B 5 00, IR B oo ioik:
SO AT T B, ATz s 5 E i b & R A2 A
B /NE TR 4 EMT £ BE R R B o iUk 3% DN
(3 F AL

MHETTE

1 3h¥ SPF 2% Wistar K 30 B, MERER2E,
A5 (200 £20) g,y A #IACE L5 s i oE ol , 3l
Yk P YFTIE S SCXK (5)2015 - 0018 ; Kk Fl A 55
T Wb B 245 K 2% SPF sh¥)sc =, sh i 3= i/F nl e
5 :SYXK(5})2012 -0068,

2 M NIEMEE /NS F R AR R (HK-2) 5k
U5 [ SRR SR s P oL S5 . SCSP-611

3 iYWy BOUMORL (iR 1 000 g i
7500 g .5 K# 333 g i L) , A4 o I B B
PRI, 35 - B2 7 220070209, JE U1 vb3H 43k
R WALE R BB PE 2 55,0. 15 g/, 383 4E (Bt
M) H 25 R F] A4S : H20030338 - 339

4 FEH LA DMEM/F12 B3k R4
Mg (€ [E Gibco 24 #)); PD98095 BH W 1 ( 3% [
Selleck 24 F]) ;34T Klotho Hi{k ( 3£[E Santa /A H]) ;
RPN 4R KN 7 2 Fiik (36 [ Santa A F]) 5
RATAMEAME 5 I8 T PR (£ E CST AF]) s %
PUBER 1k 40 M S0 {5 5 8 19 SO T4k (36 CST &
A ; BRPLES 26 25 A E ( E-Cadherin) $it & ( 32 [
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CST &) s ¥t a-F- I WIS 1 (a-SMA) Hit ik
(RIEN AR RIHEA ) s bt i HE o
(fibronectin, FN) Hii& (JL[E Abcam A #]) ; btV
T (Collgen IV ) 4744 (G = J8 A= My e R AT BR 2>
) s %t GAPDH $it{A (3£[E abcam 24 7]) ;HRP 45
ICEH A 19G (DT A A= Py H R A BR A ) 5
HRP $ric L4t/ B 1IgG (I BT A A= P 5 AR A7 R
A7) ;CCK-8 Kl & (38 = RAEM B AARA
A, 575:C0038) ; LDH il & (i mt @t e ) T2
7RI, 585 A020 -2) ., Trizol Reagent (] %4 In-
vitrogen, 175 :15596 - 026 ) ; PrimeScript RT rea-
gent Kit with gDNA Eraser (] %} TaKaRa, 75 :
RR047A) ;SYBR Premix Ex Taq() %/ TaKaRa,
175 :RR420A)

B TAES SW-CI1FD (e 20 w)) 5 fH IR
A 554G SCOBWE (£ [E SHEL LAB A F) ) s i b
Rl { DR-200Bs ( #1[# Diatek 23 ]) ; ik {X DYY-
6C . J% B H yk X #8 DYCZ-40D ., 7 B H, Kk 1§ DYCZ-
24DN(dtnii AN —AUgs) ) s T4 X LIDE110 ( H 4%
Canon /& 7] ) ; StepOne Real-Time PCR ¥ ( 3 [H
Life technologies A7) ) o

5 HK-2 #iffils3:  HK-2 2355 & 10% Mk
A IMILYE ) DMEM/F12 15 SR 08 PR 6, BT 37°C
5% CO, difMils Fefti h 1597, 140 kil 5 B2 15 80%
IF, 0. 25% [ I AL, 72 1: 3 e 7, i
2 ~7 AL T 525

6 SMIEH % SPF g% Wistar K FUE M 1
IR 3 KIF, s LR 7 £IE 0 S Hd 10 H
Boofikidl 10 H e N vbIingl 10 H, 4 241 i i 4%
o B ITRURL DL ZE I K T 4 T RO O IR B, %
60 kg A\Ffl 4t 30 g/k, KERAIKER RZ%6.17 #15,
215 LL 3.085 g/(kg - d) R ERARHER R H .
JE VLD 38 LA 26 18 7K 56 53 T B0 IR 8, 1% 60 kg
A 0.15 g/d, KRR RE6. 17 )55, &1t
B LL0.015425 g/(kg - d) N K ERAR R = H#EE .
HEARRE S FHRBRERK, BRES 2 K, &
BET R IESR T R WHEZG G AR AR, 56 2 Ik
4251 h )5, T 10% /KEAEMRE,3 min 541 3
kK M. & & 30 min J5,1 000 r/min, & L
10 min, B b 3& W, 17 41 00 W R 5 S IR O
10 min, BB, 22 0. 22 pmol/LiE gt ,56 C
KK AMA 30 min, TG TAEG 05, 8T -
20 CIKFAGRAT .

7 CCK-8 M K BIMIE m AW &

10% A4 I 15 TR 0K 1 x 10° AS/mL 119 41 i B
i 10 000 4iff/ALIERNT 96 FLI%EF MR, F4L 100 pL,
AU BE K 70% ~80 % Fili4 Jo e #1535, FH G IfL
TR FE R AL AN 24 h, EE4THLAL T GO W1, SRS
A BIIMAS 5% 10% .15% .20% .25% .30% 25 [ K
FRULTE A1 10 % fR2F LS 35 72 . TR FLAS 40 i,
Hiin100 plL Br 32 (AR IEMFEARZ 5 AN ER)
AkEedi % 48 h T fL A 10° ul CCK-8 IRk,
BFRAATP R 4 h, (B ARSGI5E 450 nm 6L
1B, LAV 7R A0 FR A 40 it R %o B, AR 2 40 ) 35 35 3k
AU AR A AR, R (%) = (X
WA - 52004l ) /(RHIRA - 25 F4l) x100% . HEHLS
10 % Jify A I3 S5 422 300 1) e o R 32 A S 56 B R BRI ¥
A

8 LDH A& 25 138 % HK-2 41 i i s pEAE
ARG IR MAE R FRARFI IR 70 ARG AR s 7 K
U543 10% G A 135 21 520 % 25 11 K BRI 5
20% "B Tk & 25 M7 ;20 % JE DL Vo & 25 Mg . 4k
SL3EFE 48 h T WA S 5 E 3, SR 5 ¥ iR LDH
A UL BT . FIBEFR AT 450 nm Ab i
WG . #% LDH 3P (UL) = [ (Il OD fA - %t
% OD f) /(hrifE OD fH - =51 OD fH) | x i dh ik
& x 1 000 153 L 1 Mot S Bl 175 42 o

9 KR bR ik

9.1 LU fEHRFFHEME 70% ~
80% J5 , K M JC I3 5 72 W R 20 AL 4 L 24 h, AR g
6 T RE 1R BRUIAL T A e B K 4 4 M AR 6
41 IEH AL (1 20 % KELAS Y8 85 320 5 B A
15 20 % KRS AL TR A 15 77 W, D -8 78 B vk
JAZE30 mmol/lL) ; B (% 20% KREH
ML A 3% 37 W, D-H 8 % 20 mmol/L S D-# %5 4
W 10 mmol/L) s B ook 4l (5 20% K R'F ot
oy v oM o 3R W, DM A OB Wk O &
30 mmol/L) ; JE N Y4 (5 20% K BUE I v iH
E PTG A 35 TR, D-F A5 BV FE I 2 30 mmol/L) ;
ERK FHKIZL (2 20 wmol/LEy PD98095 FH KT
BRI AL BN 30 min J5 LA 20% K BLAS A I
51 55 57 W 4k 22 55 3% 48 h, D-A %5 bl vk i R &
30 mmol/L) .S ANAER FHAHR T 48 h J5 17542
FEARASI

9.2 YLK HK-2 488 Klotho %
FGF2 ik ¥ 1 x10° /N /mL BN R AE i %
PIERN T2 47 o 5 3% A i 6 FLA, AL 2 mL, fE4
Wit G 70% ~80% & , >R I JG L1 K 97 W [ 25 4k 40



-1218-

v [ Y PE S A Z Ak 2018 4E 10 45 38 #5510 3 CJITWM, October 2018, Vol. 38, No. 10

Ji124 h, SR )5 i S5 S 2H B A O AH W B 7% R Ak 2 B
7748 ho [5E, FT4L, BEUE, B, 5% BSA
T BT 0 1 °F- 22 Wi [ Klotho $i 4K Fl %k 22 vi [ FGF2
PUAB S A0 ML, P TR &N 4 CHEFE . T
CY3 FRic M RBTIl 28 B AL E P R 7t — 4t
EHEMM, E iR F 50 min, 050 ~100 pl
DAPI Y43, iR E 5 min. K] H ik A PBS ik
3 W, B S ming RIS & A BT S O6 KGR T4l i
b SRR YO RS T WSS, B R A,
REHE,

9.3 L - A M HE S (RT-PCR) £ il
Klotho ,FGF2 . E-Cadherin, a-SMA . FN | Collgen IV
mRNA %35 H4E GenBank i AT &y
FEP S, K Primer Express 5|48 i+ 4 4% it
Klotho . FGF2 , E-Cadherin, a-SMA | FN , Collgen IV
S (51FS R 1), 519 Invitrogen Biotech-
nology Co., LTD " EZAFIG L. #5440 M3 51
48 h J5 , AN FE RNA i3 250 S idd A $2 4 i
Ak RNA 20 s ia 7R) £ 150 W] 30 6 sk il cDNA, #1112
It cDNA it ¥ PCR A7) & Ui B #4752 B PCR
Vo RIVFRFHAT : 95 CHIASE 1 min,95 C A8
15 5,58 CiB k20 5,72 CHEfH1 45 s,3L 40 MEEH,
HB@% mRNA *HXUL%%Jiﬁ =2*(EII‘I‘]%Ct»GAPDH Ct) x
10° o Ct ARG B, 78 A L 7 i B2 9¢
06, & VI 2 I 1 52 X BRIl CH A, S5 53 3l 3k
FEREAFEI IS B EL N (1 Ct 8, Jo T AL B2 AR
BRUREDF X0 BRZH AR AR B PR 1Y) o

=1 HENG IS RY 5 1R

SIH4T S1E IR
(bp)
GAPDH Forward 5:—GGTCGGAGTCAACGGATTTG—3" 218
Reverse 5'-GGAAGATGGTGATGGGATTTC-3
Klotho Forward 5'-ACCACTTCAGGGATTACGCG-3' 258
Reverse 5'-AGCTTAGGGCAATGGACACC-3’
FGR2 Forward 5'-AAGAGCGACCCTCACATCAAG-3’ 292
Reverse 5'-TTTCAGTGCCACATACCAACTG-3'
E-Cadherin Forward 5'-GACACTGGTGCCATTTCCAC-3' 186
Reverse 5'-AGTTCGAGGTTCTGGTATGGG-3'
«-SMA Forward 5'-CTATGCCTCTGGACGCACAAC-3’ 310
Reverse 5'-CCCATCAGGCAACTCGTAACTC-3'
. Forward 5'-CAGGTGAGATACTTGGCCATGT-3'
CollgenlV , , 197
Reverse 5'-AAAACTTAAGCCCATTTGTCCC-3
EN Forward" 5'-CGCCGAATGTAGGACAAGAAG-3’ 208
Reverse 5'-AAGCACGAGTCATCCGTAGGTT-3'

9.4 FE [ % EP b B ( Western blot ) #; jill
Klotho .FGF2 ,E-Cadherin . «-SMA .FN , CollgenV .

ERK K& p-ERK HHZKL KA 9.1 LI
T 48 h J5 , WA 20 A DA Gy Bl 2 00 45 2H 240 s H
I AR TE DL, R BCA 20 2 e B, iR 3
BEHWREELL 40 pgfLEFE, T hEsEmifR e — RN IamtE
FECHE I FLUK , SR FH R B o B 1 AR Th % 75 31 PVDF
[ 1 5% IR AW R S0 R AT 1 he SR 0S
Klotho(1:500) .FGF2(1:500) .ERK (1:2 000) .p-
ERK (1:1 000).E-Cadherin (1:1 000).a-SMA
(1:5000) .FN(1:500) .CollgenIV(1:1 000) .GAP-
DH (1:10 000)4 C W& 2, A BAR o A Ak P il
FRCHIER “HURE IR E 1 h, k5 PVDF i
FHHL AR 2 K 06 0] & Ak B 78 5 = B 2. Alpha
Ease FC {4 4b ¥ R 48 73 b H ARl 6% BE (. DA
& FEan H I E H 6 B2 {5 GADPH (9 I {54
25T B AR X K BE AL

10 Stk R SPSS 17.0 Gt #i it
BRI HT R R DL X £ FoR, L4 1A] Ho 85 B
R 25081, MR LSD %, P <0.05 A2
SHZIFE .

# =R

1 KREIMEMARELERILK(F2) 10%.
15% .20 % 75 [ K B IML 7 4136 5 R 5 10 % fif 4 1L
AL, ZF G FE X (P >0.05) ;5% %5 FIRK R
L35 IG5 R L E R T 10% M4 iS4 (P <0.05) 5
25% 30% 75 [ K BRI v 20 40 M 3 4 % B 35 s T
10% 4= 3G 4 (P <0.05) . #UE 28R IR ¥EFE 20%
K BRI Ry SE g 2R B

R2 AFIHEE R BTG X HK-2 40 I8 5 4 1Y

o (%, x+s )

20 31 n HR

10% fi 4 ML v 3 2.289 +0.026

5% %5 [ K BRI 3 2.082 +0.076 "
10% 75 1 K Bl 3 2.312 £0.053

15% %5 [ K R 3 2.317 £0.030

20% =5 K RUMLE 3 2.315 +0.026

25% 75 K R 3 2.394 +0.037 *
30% %5 4 K LI 75 3 2.467 £0.049 *
F 20.204

¥ 5 10% R mig ks, P <0.05

2 FEIMEE R HK-2 20 B3 MG I 45 R L8R
(£3) 5 10% 64 M5 241 L, 20% =5 F K B
11 .20 % KU JCBURL & 25 1L .20 % K RE D0 3H
ML XA LDH {5 P 1 52 0 25 5 ot i 8 X
(P>0.05),



A R PR

A2+ 2018 4510 H 4 38 445 10 ] CJITWM, October 2018, Vol. 38, No. 10

-1219-

R3 EHMIEXT HK-2 4Afd

LDH &PEfy#m (UL, X +s )
5 n LDH {f
10% Jif 2 I i 3 44.011 £4.709
20% 25 A K RULTE 3 39.583 +3.523
20% K BB TGO £ 24 LV 3 44.792 +6.363
20 % K ERUJE DUV 3H 5 24 1 3 3 44.532 +7.453
F 0.552

3 A eI 45 41 HK-2 4 i+ Klotho &
FGF2 33k (Bl 1) %F&E%j‘t SRR, B HE K
EBXT AN Klotho ik =F &, 4 Klotho 3
IS TS oL | JE DL YD iﬁéﬁﬁ ERK FH.Wr 5 21
Klotho FIREMERIL] I 30 5 . FGF2 7625 41 s
B IR th IR PRI O 2 R 2Rk B T
WURLLH | JE DL Vb HH 2 K ERK PHITI2H FGF2 2 ke
TUZH PRI

4 %4 Klotho .FGF2 .E-Cadherin .a-SMA .FN |

BRI

Klotho

FGF2

T 7 Sk B O S R kAL

B

Eel=Li]

ColigenlV mRNA Fik# (% 4) HIEHHIE
®IZH Klotho . E-Cadherin mRNA 3 ik %1k, FGF2 . a-
SMA .FN .CollgenlV mRNA Fik T} (P <0.05) ; 515
RIZH 45, 45 40 Klotho \E-Cadherin mRNA FE3iA T},
FGF2 .a-SMA . FN , Collgen IV mRNA 5 ik &1k (P <
0.05) ; 5'EJCRi 4l L4, JE W Y 4] Klotho \E-Cad-
herin mRNA & ik %1%, FGF2 . a-SMA .FN . Collgen IV
mRNA ik T2 (P <0.05), ERK FHIEi#I2H FGF2 .-
SMA .FN .CollgenlV mRNA Fik[%(K (P <0.05) ; []H}
ERK FHII4] Klotho #JE W V321 5 (P <0.05) .
RS R AR S IR A 2 R IEGE 2 L (P >
0.05),

5 % 4 Klotho, FGF2 . E-Cadherin. a-SMA .
FN .CollgenlV .ERK .p-ERK & [ #i5 #k (%£ 5, K
2) SHIEWH R, 4 Klotho .E-Cadherin & [
FE A%, FGF2 .a-SMA .FN .CollgenlV .p-ERK &

(@It b il JERIRABEE R ERKBH Wi 720

1 RPEYOCHINA 4 HK-2 4iifl Klotho 2 FGF2 i3k  (DAPI, x200)
%4 RT-PCR il E-Cadherin.a-SMA .FN .Coligen IV .Klotho [FGF2 mRNA %5 (n =3, x s )
215 E-Cadherin a-SMA FN Collgen IV Klotho FGF2
EH 0.993 +0.007 1.008 =0.007 1.008 =0.007 1.000 £0.008 1.007 =0.006 0.953 +0.040
e 0.256 £0.007*  2.951=0.051"  3.804+0.097"  2.693+0.103*  0.223+0.006"  2.437 +0.055"
FRB X 1.107 £0.042 1.119 £0.008 1.062 +0.005 1.038 £0.060 1.053 +0.023 1.097 +0.038
B TCASURL 0.836 +0.041% 1.588 +0.072% 1.467 +0.068% 1.544 +0.064%  0.793+0.021% 1.360 +0.062%
JERRE 0.532 £0.023%4 2.057 £0.159%4 1.910+0.083%% 1.674 £0.084°4 0.597 =£0.049°4° 1.763 +0.14224
ERK BHM 0.709 +0.040°  1.323 +0.070%4 1.357 +0.114%% 1.206 +0.083“4% 0.683 =£0.040°  1.207 +0.072°4
F 338.613 251.044 556.402 224.712 325.889 153.093

E:SEWAILE,

*P <0.05; 5HRIA A, AP <0. 05; 5§ Uik 4l He s, 4P <0. 0555 ERK BHIT 4 o &:, P <0. 05

&5 Western blot #0454 40 il Klotho \FGF2 .ERK ,p-ERK ,E-Cadherin .a-SMA .FN .Collgen IV F )£k

(n=3,x%s)

151 Klotho FGF2 ERK p-ERK E-Cadherin a-SMA FN Coligen IV
i1 0.512+0.008  0.142+0.006  1.346 +0.051  0.523+0.020 0.453£0.022 0.119£0.011  0.174+0.024  0.067 +0.009
oA 0.064 +0.002*  0.776 +0.027* 1.275+0.043  1.445:0.023" 0.151£0.009* 0.701+0.073* 0.5440.019* 0.516+0.033
B 0.489+0.023  0.187 +0.016  1.257 +0.087  0.536+0.018  0.489:0.025 0.145:0.018 0.167 £0.021  0.057 0.011
=PI EA 0.368 £0.007%  0.348 +0.015° 1.295 +0.078* 0.897 +0.0372 0.3310.0312 0.354 +0.031°0.328 +0.0212 0.285 +0.017>
JER YA 0.283 £0.01324°0.490 +0022 4 1.338 +0.008* 1.198 +0.076°© 0.257 +0.018°40.448 +0.024 4 0.399 +0.035%4 0.399 +0.029°4
ERK BHHE7 0.373 +0.012%  0.272 +0.013%41.313 +0.035% 0.338 £0.018°40.330 +0.016°40.226 +0.019°40.231 £0.030°4 0.204+0.03124

F 502.748 500.877 1.142

389.216

100.929 112.677 99.599 181.482

I HIEWA AL,

*P <0. 05; SHIL Heke, AP <0. 05; 5 T Bikigl b 4s, 4P <0.05;5 ERK BEIFrHIZ1 4, ©P <0.05
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FGF2 18 kD

Klotho 130 kD

218
218

135 kD

p-ERK

ERK

E-Cadherin

a-SMA 42 kD
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