IR -

A R 238 1o STAT3/YAP 38 38 455 41 i BB I 235 5 [R] S £ 4%
ﬂaEl’Jm%JA

OB REEL RS ANE B BRE AL BERAFAFER, T 530021,
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# E HH FT 48 RR & (SFK) i@ 313 5 4 5 & 4% F I F 3(STAT3)/Yes 48 % % & (YAP) il 3598 4% B w4 20 fes- ax, 4F 4 4m
O % o BCE B 10 R 4F 4L (RIF) e9 4R A AL . o3k A4 A KB F B.(TGF-B.) i E "4 20 L RAW264.7 AL, B2 5 B "% 4w it

558 pg AF Y 4w I NRK-49F 09 JE B Ak 332 K R, AR B 200 5 YAP 3K B s AF Yt R dE B b 3 Ak &, 8 TR b &k 2
(4.8.16 pg/mL)SFK, vA % STAT3 74 ) (STAT3-1,1.64 pg/mL) . &V 3247 1 (FAME 3R, 0.28 wg/mL), T 48 ho A& B * 49 e
F CD86.,CD163,STAT3 & & 4= CD86 ,F4/80 ,STAT3 mRNA % i K -F , 335 51 B R 4F e tm Bl P o T 78 UL & & (a-SMA) ik %
&8 (Vimentin) . [ 2 & (Col- I ) A4 &% 8 1 (MMP-1)  YAP % & & mRNA £ & R -F | VAR 3 7x YAP SR B 4 2 4m
AP a-SMA | Vimentin , MMP-1 % & & mRNA & A KT, R TGF-B.i% /5 E v 20 i+ CD86,CD163,STAT3 %& & & ik K -F Fo
CD86.,F4/80 ,STAT3 mRNA #.i& K3 B F I+ 5 (P<0.05) ; ALY B w4 20 I 6 35 JR 0% 7T 3L 76 B A% 2F 4 2w L, 48 B R 4F 2 am e P
@-SMA | Vimentin,Col- | YAP %& & % mRNA & ik /K-F 3 £ & 1 % , MMP-1 & & % mRNA % ik K -F 2 2 %A% (P<<0.05) ; SFK.,
STAT3-1 7T i# 4 VA _E 3547049 T AL, P SFK P R E 4038 2 36 AR L R 5% T SFKAK . &R E 40, £ B 4 it Y5 YAP 8K B 4 %‘fémﬂa
EHEMEZ R EE P, &M 0P a-SMA | Vimentin, MMP-1 & & & mRNA & A £ F ¥ L4t F &L, 4518 SFK 7T i@ i3 Fa i
STAT3/YAP i@ %, ] B 74 20 fen- "B o, 27 4 2 L & 46, AR 2E 4% RIF 2 &

KR KRR BN E WA R A YAl B S i R AT LR 4m I 4m IR S 3K STATS/YAP i %%

Mechanism of Shenfukang capsule in ameliorating renal interstitial fibrosis by regulating cellular crosstalk
via the STAT3/YAP pathway

DU Wei', YANG Yufang®, LIAO Yanhong', ZOU Xiaoqin’, LIANG Zhiwei', FENG Xianggian', ZHONG
Xiaobin"* (1. School of Pharmacy, Guangxi Medical University, Nanning 530021, China; 2. Dept. of
Pharmacy, the First Affiliated Hospital of Guangxi Medical University, Nanning 530021, China; 3. Dept. of
Scientific Research, the First Affiliated Hospital of Guangxi Medical University, Nanning 530021, China;
4. Dept. of Clinical Pharmacy, Guangxi Medical University Cancer Hospital, Nanning 530012, China)

ABSTRACT OBJECTIVE To investigate the mechanism by which Shenfukang capsule (SFK) ameliorates renal interstitial
fibrosis (RIF) by regulating macrophage-fibroblast crosstalk via the signal transducer and activator of transcription 3 (STAT3)/Yes-
associated protein (YAP) pathway. METHODS RAW264.7 macrophages were induced to polarize with transforming growth factor-f3,
(TGF-B:). Subsequently, a non-contact co-culture system of macrophages with renal fibroblasts NRK-49F, as well as a non-contact
co-culture system of macrophages with YAP-knockdown renal fibroblasts, were established. Cells were treated with low, medium,
and high concentrations (4, 8, 16 wg/mL) of SFK, as well as a STAT3 inhibitor (STAT3-I, 1.64 png/mL) and losartan potassium
tablets (positive control, 0.28 pug/mL) , for 48 h. After intervention, the protein and mRNA expression levels of CD86, CD163,
and STAT3 in macrophages, as well as CD86, F4/80, and STAT3 mRNA, were detected. In co-cultured renal fibroblasts, the
protein and mRNA expression levels of a-smooth muscle actin (a-SMA) , Vimentin, collagen type I (Col- I ), matrix
metalloproteinase-1 (MMP-1), and YAP were detected. In co-cultured YAP-knockdown renal fibroblasts, the protein and mRNA
expression levels of a-SMA, Vimentin, and MMP-1 were also detected. RESULTS Following TGF- 3, induction, the protein
expression levels of CD86, CD163, and STAT3, as well as

the mRNA expression levels of CD86, F4/80, and STAT3 in

AEETA K HARAFESIH (No.82360811) ;)74 B AR
S X R R BT ST 5 & T % 1)) (No.2023GXNSFAA026233) s _
*E—EE WLPETE, DI 2 S s B A B macrophages were significantly increased (P<<0.05). The

FEIIZEA 54 THUH . E-mail : 1085233292@qq.com conditioned medium from polarized macrophages activated
#EEMEE BTN, BT Sl . BFST 7). P2l GRS 8 1 renal fibroblasts, as evidenced by significantly increased
i ERVE I . E-mail: zhongxiaobin@gxmu.edu.cn protein and mRNA expression levels of a-SMA, Vimentin,
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Col- I , and YAP, and significantly decreased protein and mRNA expression levels of MMP-1 in renal fibroblasts (P<<0.05).
Treatment with SFK and STAT3-I reversed the changes in the above indicators, with the medium concentration SFK group showing

stronger effects on some indicators than the low and high concentration groups. In the non-contact co-culture experiment of

macrophages and YAP-knockdown renal fibroblasts, there were no statistically significant differences in the protein and mRNA
expression of a-SMA, Vimentin, and MMP-1 among the groups. CONCLUSIONS SFK can inhibit macrophage-renal fibroblast
crosstalk by blocking the STAT3/YAP pathway, thereby delaying the progression of RIF.

KEYWORDS Shenfukang capsule; renal interstitial fibrosis; macrophage; fibroblast; cellular crosstalk; STAT3/YAP pathway

2 P 5 JIE % (chronic kidney disease, CKD) & Ji %
TR AME, BLE RC 2k A I A R, B E) B
21 44k (renal interstitial fibrosis, RIF) & CKD )% B4
I, A 722 3 F A ™ E R B S CKD i e i e 7 £ 5 T
Ja W5 2 5], PR, P RIF 245 0 ZE 2% CKD # J 1
EZRYTIRIE . RIF 1 =22 BRI 5 [R5 P Wi 21 4
20 S5 UG AL, 41 Zh L R (extracellular matrix, ECM)
K= A IR B 0] i DT, e S B A s h dE R

RIF ()& % 5 BECM DUR  AAE 2 JifL i1 A2 ' 1)
5 24 3 T 23 DR G, JHE v s 20 R e R T A 4
S OGRS A i AL R B A . SRR
A L I 240 i AT 3 3 W 22 i AE DR AR £ AR A i
PR E 2T 2 40 T B8 1G5 RIS A, TR ET 4E A M Yy
SETE AL SOA] 2 AR Sy B A0 OB P B 2
i ST 2 4 it R FE I B RIF UEREY . (5545 S Mebdh o
1% 4k A ¥~ 3 (signal transducer and activator of transcrip-
tion 3, STAT3) J2 I 4 . Wit 4 it 1% 1k S A AL i EE 225 %
ZrF, Yes 125 1 ( Yes-associated protein, YAP) |2 5
AT A 3 Ak ) ECM TR ; E A 5T $E 7R , STAT3 1]
Y8 YAP/ & A5 PDZ 454y ) e s s DX -3 B 1)
LU RE A, S5 WG T R AE RN K A AL
T, PRI, STATS/YAP 3d i 7] E & /i 5 F Wk 20 - 1
21 2R 40 A R AR IR RIF R () FE AL, (0 B AR
FH R AT AT A it — 20 B

5 5 B Jlst %% (Shenfukang capsule, SFK) J& ) 7 =R}
R 5 — BT = e e PR3, b DR R i pE 2R i, Horp
KEH R G KT H ARy 1:0.3, #iE 2 Rtk
SR R 2y 121, SFK 2 Z M T CKD Y
I RYGYT , IF Rt RAFH B R EHY . AR E
/i s e YRR 3 W = S 71 L I e = 2 1
e S BTEF A S E Y, SFK AT i i P A A= 4 R 7
B, (transforming growth factor-B., TGF-B,)/p38-1¢ /2L J5
1% AL 1) 2 34 B (p38-mitogen-activated protein kinase,
p38-MAPK )/Smad 4% 38 %410 il V& /N7 L 1z 441 i [ 72 ol
At 38> ECM TR, DUITT G RIFY A SCEET LR 2
5 T A 240 i 4 ik e 85 5 R 32 RN STAT3/YAP 38
e, BT SFK B35 RIF HYAE K AL , 5 16 SFK 91
PR HHR LS B AR A

1 w7
1.1 FENEE

AHIEFE i F R B AR AL 36 WCI-180 &I CO. 15 F5 46
(1% [F Wiggens 23 7] ) . Synergy H1 % 22 T R A FL A AS
¥ (£ [E BioTek 2 Fl ) .Odyssey CLx 2T 415 S 4 il
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18 %4t (3515 LI-COR A H] ) \NanoDrop 2000 %I i fif i 43
66 BE T A1 GeneAmp® 9700 & %1 3 & il £ 2 2 B
(PCR) Y (Z£[E Thermo Fisher Scientific 2\ 7)) /N B
HE, VK % B 22 82 A1 CFX Touch Y SZHS 2% Y6 52 & PCR (qRT-
PCR){¥ (3 [# Bio-Rad 23 7)) &5,
12 FEHRBSRAF

SFK ( #it 5 20180307, #t #iE 3C 5 A #: 24 il &
701060136 ) i1 74 B2 Bl 2225 — & = B Be N il
5 SV (5845 R054426 , KA 4 4F /- 100 mg) I
BT BR VD AR 25 47 BR 22 W] 5 TGF-B: Fil STAT3 #t fil 5]
STAT3-1( #2543 51y HY-10431 \HY-13818, Zli i ¥ kK T
99%) 41 1) H & [E MedChemExpress 23 #] ; NucleoZOL
RNA $2 Bz 71 (£5 5 740404.200) Wy [ 74 [ Macherey-
Nagel /A 7 ; % & PCR % B 2 F% S 050 & (125
RRO92A) g H H 74X Takara 23 ] ; il F %Y SYBR Green
qPCR FR#E (2X ) (475 G3326-01) W [ 2RI B4k /R A
YR A BR A 7] BCA 8 e &7 & (5545 P0010) Ity
B LR = KAV AR R ] RIPA 5 245 1 (175
IN-WBO001) 14 [ 4t 5% 4 SCREAE M) AR A BR 2> Wl s DMEM
R IR S A I A IR R AR A BR A A (652
5 G4510) M1 & 1 Gibeo 24 H] (5245 C119955-00BT) ; /)
T4 RNA (siRNA ) 12995 85 200 1 35 35 ] 25 5o R A
FRLZN RIAG A 5 MRS 25 25 (675 BL528A) I [ b3 22 A 4]
YR BR A B 5 qRT-PCR 5256 BT F 5 1y h 1 DaBE e
WA RHE A BRA AT BB SRR CD86 2 s iR
535 bs-1035R) 4 F AL St L AR AE D HE AR A IR AR %
JR STAT3 HuygBEhiIR (575 CY5165) 1 H iR A
Y3 AR A BR S ) 5 Y8 CD163. o 3 WLIL 3 & H
(a-smooth muscle actin, a-SMA) I 2 1 (Vimentin) .
I 74 5 (collagen type 1 ,Col- 1) JEffi 4 )m & 1
(matrix metalloproteinase-1, MMP-1) . YAP 8-zl &
(B-actin) . H i - 3- B 12 I Uil (GAPDH) £ s B B {4
(455 4% 9 K 16646-1-AP ., 14395-1-AP . 10366-1-AP .
14695-1-AP, 10371-2-AP. 13584-1-AP. 20536-1-AP.
10494-1-AP) ¥4 [ I =& A P E AR A AR 1L F
P 1gG (H+L) % 36 — it (185 5151P) Iy [ 32 [ Cell
Signaling Technology 2\ 7] -
1.3 #Hpa

E W20 RAW264.7 W [ Rk e V40 i A4
WFFEHT , 15 K BB T 4E 4N i NRK-49F W [ 4T
WAYIRE A RAE . RAW264.7 41135 T& 5% iR
A I3 P FELE /R DMEM B85 7 56 v, NRK-49F 4 g
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K35 T8 5% BG4F 175 1Y Gibco DMEM =y 8 5 3 v
TG 40 ML 3 7E 37 °C K 5%CO. (1) 18 Y 20 i % 5 46 v 85
FFo A SR A P AL T X EUE KW B A
2 A
2.1 EMAENGRTEMaRIEELERTE
2.1.1 ¥R G20

RAW264.7 ZHHEIS A0S , L 1: 3 B L EAC T T75 15
FER R IR 48 h, R4 IR SRR 5 B AR, IR AR
F 10 cm B FE ML AP 4k 221535 24 h, ANy EERR 2 )5, 4
RT3 Sk X BE A RS FI 2 STAT3-1 4 | BH % X} R
(VPRSP ) 20 A0 SFKAIK . L =ik B (SFK-L .SFK-M
SFK-H) 41, B %] B A inzis b, HA A H35 A TGF-B,
FFAR A E 25, T 48 h, SFK BYZA 253k AT
CCK-8 4G ) L 404 Ao : SFK 8 pg/mL Ay i
FRON W IR B, S A R B 5 D5 1 4 wg/mL R AIK
W E, 16 pg/mL K & ¥ . TGF-B,(0.01 pg/mL)
STAT3-1(1.64 pg/mL) ) 45 2] Wk B 2 2% WL A1 STk i
O E . DA A (0.28 pg/mL) B 45 24 e AR
I REA 25U FE A . 25 T30 48 h)m , kIR £ 5%
PR R AT BE L YK, T 45T i DMEM K% 77 S 4k 22 1% 57
48 h, Bl S 45 41 RAW264.7 21 i 15 550 (B S5 1E 35 55
5 FF NRK-49F 4 i) fe SR H b ks 5%

4 NRK-49F 40534 7 41, 53900 ¢ X B2 o A7l
2H cSTAT3-14] .c PHE: X R4 | cSFK-L 41 .cSFK-M 4 .
cSFK-H 4, #2153 3 n A L3R X 0 45 RAW264.7 4H i
PSR IR IR T L 7 48 h,
2.1.2 48 CD86.CD163.a-SMA . Vimentin ,Col- [ .
MMP-1.STAT3 . YAP & [ 5461

% FH Western blot 12 K ] RAW264.7 2 i H CD86 .
CD163 & 1% 15K, A J NRK-49F 41 Jifd ' a-SMA |
Vimentin, Col- [ .MMP-1,STAT3.YAP #& 4 %357k F-.
W “2.1.17 35 F Tl i RAW264.7 20 i A 35 5 14
NRK-49F 41, R FH i AR P 00 a1 700 -5 0 1 ) o1 591
[ RIPA 5 24 TR 21, B F vk b 24 e 1R LR &
M, FH BCA A& s IMAGE A F ARG v B s B R
i AR F B ARG vh i, IR 215 T 100 °Cm#iAs 14 5
min, £8 - e A R AN - 3R TN 0 T G 9 e R Uk A0 S AR
M, P44 2 PVDF I I 5 F PG S P B 5 L i A R
CD86.CD163.a-SMA . Vimentin, Col- [ . MMP-1,STAT3.
YAP B-actin .GAPDH (i B H 471 5371 2 1: 500, 1:2 000
1:2000,1:20 000,1:1000,1:2000,1:1000,1:20 000,
1:4000,1:5 000)—Pt,4 °CHFE LK ; VeI A LLZE
it 1gG (H+L) 7t —Ht (B B b 5] 1: 30 000) , % i ikt
JEEE 1 h; YERE G L AN G R GRS
F1 4577 , L B-actin A1 GAPDH 4 N 2, 5% JH Image J 4k 14
SHTHMWEASHNSEAMWKEMALME. LHE
53,
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2.1.3 4 fifirh CD86 . F4/80 . a-SMA . Vimentin, Col- | .
MMP-1.STAT3 . YAP mRNA Z&ik K]

K H] qQRT-PCR ¥ 4 1] RAW264.7 4 i f CD86., F4/
80, STAT3 mRNA % ik /K -, DA} NRK-49F 4 i H
a-SMA . Vimentin, Col- I .MMP-1,YAP mRNA # ik 7K
o WEE“2.1.17T0 R 1A B9 RAW264.7 41 i F gy 75
J5i 1)) NRK-49F 41 itg , {f F NucleoZOL RNA $£ B 42
B RNA, 28 40 5 Lk B & IS , 8 RNA &G S8
cDNA, F-iF17 PCRY 1S . [ i i& R A4 cDNA #5241
L, 2 X Universal Blue SYBR Green qPCR Master Mix 5
pL, IE 2 18514 (10 wmol/L) 4% 0.5 wL, JCH# JCff /K 3
pL, SARFL10 plo SO 451 F 2 95 °CHiAE M 30 5
95 °CAEPE 15 s, 60 °CiR K /AEAH 30 s, 40 PMEH . R
CFX Touch £} 58 5 PCRALSE AT . L B-actin Al
GAPDH NN 2, K H 27 VL% mRNA ik K17
T, LRHEE 3K ST IIR= PR/ 1,

#*1 qRT-PCREI¥IFFI 5K/

ik KA A5 -3) P4k Mop
RAW264.7 (D86 IEI5147: TGCTCATCTATACACGGTTACC 181
[ 15147: TGCATAACACCATCATACTCGA
F4180 TEI77147: GACTGACAACCAGACGGC 147
F1#1514): TIGCGAGAGCTGAAATAA
SIUT3 IEI5141: GAAGCCGACCCAGGTAGTG 14
[ 5141: CCATGTCAAACGTGAGCGAC
Practin TEI#5147: CTGCCGCATCCTCTTCCTC 134
JRI5141: GCCACAGGATTCCATACCCAA
NRK-49F a-SMA TEJ514): CATCCGACCTTGCTAACGGA 367
[ i5141: AGTCCAGAGCGACATAGCAC
Vimentin TEJi514): GGCTGCGAGAAAAATTGCAG 113
JRI5141: TTCAAGGTCAAGACGTGCCA
Col- | IEI5141: CACTGCAAGAACAGCGTAGC 159
[ i5141: AGTTCCGGTGTGACTCGTG
MMP-1 IFJi514): TGCAACAACACCACATCCAT 104
% [41314): TTACACGAATGTAGAACCTGCC
1P IEI5141: ACGCTGATGAACTCTGCCTC 150
Ji5141: CCTCTGGTTCATGGCAAAACG
GAPDH IFI141: GGCACAGTCAAGGCTGAGAATG 143

5141 ATGGTGGTGAAGACGCCAGTA

2.2 B SERERE RS R4 AR
2.2.1 WK YAP JE R B AT 2 40 H 15 57

I FH 4125 5 5 GefE R siRNA Y 2 4, % NRK-
A9F 240 Jf i 1) YAP PRI HEA T i 1K o A 90 52 56 A e JR g
BBUG  BUNRK-49F 4 J 4270 T 6 FLAR H , 758 4t B %% 2
IKF] 50%~60% W}, 43 AL YAP 2 [ J3 51 i .41
P 5 B S M R R A TR, LRI NRK-49F 21
JLH YAP S5 () 32305 5 JR Y 24 h 5, 5 T fef 1 7 3 8%
7% 48 h, LRS54 5 Bk YAP 19 NRK-49F 2 Jfd (siYAP
NRK-49F ) FlBEFPEXT B8 20 il (siNC NRK-49F ) , 75 4 g 3%
FREE A GES B 2R AT , PR AR 101X, AR
PAFERE MUK 40 M 2R o
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2.2.2 SRS
siNC NRK-49F 4 Jfg i A “2.1.17 30 F X B8 41
RAW264.7 i il 1) 25 4 15 3 5L 3L 45 5% 48 h, /E K siNC ¢
X} HE 20 5 siYAP NRK-49F 4 fitd 534 6 41, 431 4 siYAP ¢
FETRIZH | siYAP cSTAT3-14H \siYAP ¢ B BAZH | siYAP
cSFK-L 41 .siYAP ¢SFK-M £l .siYAP ¢SFK-H 4 , £ 41 /%
SN2, 11750 X6 iz 25 551 RAW 264.7 4 ffd 4 2% 1455
HEHTIERE SR 48 he
2.2.3 Y a-SMA . Vimentin .MMP-1 & [ 3546
W “2.2.27 1 R ILEE SR 5 A0 B 4% R 2. 127 T
J7 BRI 20 S T a-SMA | Vimentin . MMP-1 5 [ 357K
Vo TR 3R,

224 #IHEH «-SMA . Vimentin, MMP-1 mRNA ik
K-

WedE“2.2.27 0 T AR SRS A I, # IR 2. 1.37 I
7 VK I 20 il a-SMA | Vimentin . MMP-1 mRNA 235
Ko TEER 3K,
2.3 FitFEFE

K H SPSS 26.0 #1481t o0t B LA x + 53
7 AL PR B DR 22 T 22 53 AT, O 25 55 B PR L%
K LSD-t K 55, J5 22 AN 55 B >R H Dunnett’ s 73 #5535 o
K86 7K #E «=0.05,
3 H£R
3.1 SFKXtE BELHRaR 1 & 1 Y £F 4 20 R i 4k B9 3 0
3.1.1  SFKXF E W4 AR A ids 2 3k i 52 il

Western blot #6025 5 g7, 5 6 HR A F ¢, R 41
RAW264.7 4 ifs 1 CD86 .CD163 & [ 35 1A 7K -4 b Z
5 (P<<0.05) ; 57 4 %5, SFK 45 ¥k i 41 | STAT3-I
ZH | BH PR X IR 2H RAW264.7 4 itd # CD86 (SFK-L £H Al
SFK-H 4141 ) .CD163 8 FH ik K V-1 i FH AL (P<
0.05), S5 ULE1fFE2,

D86 [ - X M i
CDI63 | M- — . s s s s | 130 kDa
fractin | S G S —— w— = | ) KDa

I I I} v \Y AUl VI

T xFREZH ; T AR RU2H 5 I : SFK-L4H ; IV : SFK-M 41 ; V : SFK-H

2H 5 VI : STAT3-14H ; VII - XS FE4H
E1 &4 RAW264.7 i CDS6 K CD163 & B K iX
B K E

K2 FLHRAW264.7 i CDS6.CD163,F4/80 3K i%
IKELLE (x +5,n=3)

a3 fifs] mRNA
D86 CDI63 CD86 F480

hipic 015005 0651002 100004 100004
fiA 0314005 0.7340.03 1.69£0.18 1412001
SFK-L4 027+0.04 056007 1724015 069+0.10°
SFK-M41 022£005° 057£0.06° 1354012 079003
SFK-HA 026£0.03 0571004 099£0,03 065£0.10"
STAT3-14 0.14£005° 0504004 1342008 082£002°
Mtk 022+0.05 0.5410.06 1.34£0.10° 0451006

a: 55X IR LR, P<<0.05;b: SR A, P<<0.05;c: 5 SFK-M
2H I, P<<0.05,
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RT-qPCR £ Il 45 2 I 7, 5 %0 B4 L 3¢, B A 2
RAW264.7 2 i ' CD86 . F4/80 mRNA 357K V-1 i &
Th 5 (P<0.05) 5 SR AU Z L4, SFK 45 B4 | STAT3-1
ZH . BH PR X R 2 RAW264.7 41 Jifd o CD86 (SFK-L 2H &
#F) (F4/80 mRNA ik /K P34 i BRI (P<0.05) . 5
SFK-M 41 [t %5 , SFK-H 20 RAW264.7 4f Jif ' CD86 , F4/
80 mRNA Fik /K F-#4 i FHRFIL(P<<0.05) . 5532,
3.1.2  SFK X 35 35 B T 4k 40 g vp 25 44k A 54 9 7
PR R

5o X BB Hud, o BRI 4 L% 5% NRK-49F 41 g
a-SMA . Vimentin .Col- | &5 [ & mRNA ik /K44 i 3%
Fh 5, MMP-1 25 1 S mRNA 357K 34 i E B AR (P<
0.05) ; 55 c A AU 2H L # , cSFK 45 9 J& 2H . cSTAT3-1 4 |
o PR XoF HR 2H 3 35 NRK-49F 4l ' a-SMA |, Vimentin
(cSFK-L 4% &4 .Col- T (c¢SFK-H ZH 8 [ F1 cSFK-L
ZH mRNA [ #h ) 5 F K mRNA 1k 7K - 34 i 2 P,
MMP-1(cSFK-L 4 . ¢ FH: X} HR 41 25 F4 Al mRNA B4 ) 5
1 S mRNA FRik/K P44 i 2 FHm (P<<0.05) , Hort ¢SFK-M
ZH A 46 A b %) 26 BRI 35 58 F SFK-L 4 \ SFK-H 41
(P<<0.05), Z5HULIE 21553,

GAPDH - e L 36 kDa
Vimentin r- —_———— ’_‘ 54kDa
D L —————

MMP-1| _____,._-——.--| 45 kDa

a b c d e f g
a:c X ABZH ;b c BRI ;¢ cSFK-L #H ;d: ¢cSFK-M 4 ; e: cSFK-H
25 £: cSTAT3-14 5 g ¢ FEEXT RRA

2 £ 4HIHEZE NRK-49F 40 Bt Ff «-SMA . Vimentin .
Col- I MMP-1ZEBRIEHAEIKE

£3 LA EEFE NRK-49F 4l R a-SMA . Vimentin .
Col- I MMP-1RiEKFEELE (x+s,n=3)

) &A i

- oSMA  Vimentin ~ Col-1 MMP-l  @SMA  Vimentn  Col-I MMP-|

cXIRA 0492006 0672007 0112001 0.54+007 1.00£0.07 1.00£0.03 1.00£007 1.00£0.04

cBAIA 0.69£0.10° 0812005 023£003* 030001 130£0.09 454£0.19" 271003 022£001°

SFKLAL 0432009 0742007 0.1510.04° 0384006 0995002 1.07+0.08* 275002 (.19+0.0%

oSFK-MAT 0421013 0684008 0.12£005° 047+0.10° 102007 085+0.13° 163+0.05° 0.56%0.08

SFK-HA 0461017 0662009 0.19£0.05 0574003 090£0.06% 1.15%0.08* 228 +0.10% 128+ 0,04

CSTAT3AL 0464012 0.67+008" 0.15+002° 0.60+005° 096+003" L10+004° 175+006" 0.41+006"
ClFFEXTARAL 0340050 0691003 0104002 0341003 087+008 1224006 196%0.03° 026+0.02

a:HeX M4 L #, P<<0.05;b: S iR 4 4, P<0.05;¢: 5
cSFK-MZH L4, P<<0.05,
3.1.3  SFK XJ F g 21 i A1 2L 8% 55 5 Bl 2F 4 240 fw b
STAT3/YAP il f##H 2 85 FH M mRNA &35 152
TERAW264.7 40 b, 50 B2 L, A0 2 4t it v
STAT3 45 [ S mRNA 35 /KF- 14 1 25 T+ 55 (P<<0.05) 5
SRR ZH A, SFK 45 BE 4 | STAT3-1 40 | FH M X HE 21
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A0 P STATS 25 11 /% mRNA 3 ik 7K -1 i B Rk (P<
0.05) , Hr SFK-H 4 11 STAT3 % [ 15 /K F 1 E(X T
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