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P MRS A A S MRS 2T 4 1k
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WE BH WEIEE RS SR R B 410 & (HMSV5 ) [7]
Je — [ 5 B Ak (MMT) 1) 52 i e AL, DA K 2 3 BE I8 15 =
B PSR EOS R F (STAT3) XK RUE MY 1ER. &
& KW 3 AT ORYL(Sham 41) #ERUZ FT STAT3
R . 2ER B MR R T FAREA MBI RS 2
B H VRS S E TS R R A i sl, 10 J5 )G,
IIAKE — PRI (HE) J 68 W05 5 R 4 005 $L el A%, S sie 0 4k
5 1K D S 21 e Ak 2B 4 R T--B1 ( TGF-B1 ) (3R ik,
PR PR BE 6T HMSVS i 47 41 iu 35 5% , 3% §¢ si-STAT3,
Western blot J7 ik Al STAT3 £ 1 FIREIR fb /K T Kbl e A
XA B o- IR AL WE-2-I /R BE-2, 6-XU B R -3
(PFKFB3) FLERIE A A(LDHA) )33k, &% HE i
SR STAT3 $ 55 (BP-1-102 ) wJ 41 i e s A A BRL 1 i
LR A A, BRI R U R 41 4T TGF-B1 2§
3K B & FIRTFARYL, STAT3 il 7 21 K BRUIE i TGF-
Bl HHRIA D EMTHEAA(P <0.05) . FXIRAMI, =
BE55 HMiSV5 40 STAT3 J#03&, LA & o SFi UL
(a-SMA) 14 & 8 F1 E-45 %4 25 1 ( E-cadherin) T i (P <
0.05) o Ak, b Ak 38 S S IA] B2 40 OB 19 i R OC 1 38 1
(PFKFB3 LDHA) 33538 ( P <0.05) , si-STAT3 fE45 4%
I R S S Y TR B2 20 D STAT3 I 4k, MR = s S 10
PFKFB3 .LDHA fil o-SMA & 33k, [@ B F 5 E-cadherin 7K F
(P<0.05), it STAT3 (5 5@ 2 57k S mM
HM=SV5 5o B MR AT MMT 119 & A=, #10] STAT3 4 B F 93
B2 R RV TS 35 T YR 75 0 A B 2 4 A R I/ 26

K4BIA  STAT3;PFKFB3; iF LT 4, 0] iz — (W] 72 B %4k ;
VRN s I 5 AT ; BP-1-102
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325 A A DA 2RI B R B — Rl YT O
2, FLl T A BR VG Bl Py I AE SN o M3 A A
A LT AE Al 17 325 B e i DL ) I R AEZ — o
E S S G 7 (signal transducer and ac-
tivator of transcription 3,STAT3) £ 5 LR A4 Y2 id
T, X AHAAETE A7 o3 A0 LA A GRS 3] 2
YRR eI BTG T/ RS BT
A AT g W SR 5 ) 1) i 200 L DA e v ) A
[F] K 20 B o % B STAT3 {5 53 4k, B4 STAT3 (424
A R 5 P e A PR Lo DR ] B2 41 i
(b - BIFEREEAE  [E — )58 B4 4k (meso-
thelial-mesenchymal transition, MMT) J& & 4= T i ik |
i P S T e 2 iy TS b B — [) 3 e Ak, TE SR
MR YA F i R b R E AR . B TR AR
RS A VR 2 1) g 200 ek W IR, 2 0 4 L 5%
RUREAS FIBE AL o BT ST 5 76 R v 2 7 o
W% STAT3 | ii HMrSVS M % fiff AH OC il 11 2% 15 Fl
fE it MMT, i B STAT3 585 1) 58 BRI LA
SeAdtil STAT3 X 2 15 575 Ar 3k A v JISL R 21 248 A4 A i
BRI, O IS LT AR B IR 4R LR S

1 #¥57I%

1.1 W5 EELIH R

1.1.1 %34 {ERRMEY: Sprague-Dawley KR,
18 11,180 ~200 g,SPF 2% ,4 ~6 J&% , L IER K
2SI S L A (HEVE S LLSC20211055) . 4%
ASSERIE], 257 T A R EBARHEIR R, B oK, &
PGSR 1R GG I 2C S5, 2~ S2 560 8 1o 10
J

1.1.2 5232 £ XA STAT3 #I4H 7] BP-1-
102 ( S776901 ) Wy H Selleck 2 7], fb = .
CyoH,, FsN,0,S, 70 1 :626. 59, BP-1-102 J2& E 4% i
RSP STAT3 /N4y F B0 550, T4 6 Sta3 5
pTyr IR B4 AH B 4 1 STAT3 B 80E o A i i)
AN R (HMSV5 ) S8+ 1 i 7324 My RHE A B
] 8GR & PV-6000 . DAB SR &+ 48
e . it & A ALt SN AR T E R/
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HERR R RE O B R S RAEYEARA
FRAE]; I 4 17 \MEM 5 37 360 B 28 [5 Gibeo 23y
s A I B SE [ Sigma 2], ST p-STAT3 3¢
BEHUIAF BB STAT3 Z g BRI B £ H CST 2
w3 bt E-¥5%6 8 1 (E-cadherin) (o P JLIL 3N &
I ( a-smooth muscle actin, a-SMA) #{b4: K K F-
B1 ( transforming growth factor-g1,TGF-B1) 6-fR
WH-2-J i B2, 6- WU IR -3 (6-phosphofructo-2-
kinase/fructose-2 , 6-biphosphatase 3, PFKFB3 ) | ¥ fig
i E i A (lactate dehydrogenase A, LDHA) Ity B 3%
Affinity Biosciences /3 ] ; FRPT B-actin FL5g [T |
PR S AP B AR I DT B TeG Il B i =8
AEEARAT BR A ) 5 34 94k 27 &'t (ECL) 35 &
BCA #1110 & Tk B P B P i g e B
TR HE B E M)A BR 2 W PVDF JIE I [ 58 [ Milli-

pore 3 F .

1.2 7%
1.2.1 SR EATRE 53 LI A 4L KR

ARA AR SD R BRAE ZE B B R SE g sh )
R R E O BUA A T R R . Ko 3 4
(n=6) ART-ARH BIRIZH AN STAT3 | 4, 78
KB B2 JIR T T AR AR I A 558, 3
R BTN o BT AR B 1A AL NG B
Mr 8 oh AT HAAT Ao b 235 A AU 2H - 4 K LG
M IR AT A TS 10 ml 55 4. 25% H A IR
BT (peritoneal dialysis fluid,, PDF) 755 i 21
Yefl; STAT3 I FIZH . Ky VAR R 1 #0 | STAT3
Xof J £ AL B 52 0], STAT3 il 57 BP-1-102 D) 1
mg/ke FIFEIE T 10 ml & 4. 25% %5 %5 ¥ 14 PDF
o R E AT A 4 2. 10 J S, X KRR
A3 HE P A8 92 36 WA R URE I 2 4 % PDF T
B0
1.2.2 BUEFHr s ERRWARRES , 47 E
JE 7S] 20 ml 4. 25% PDF , 3+ 7E 8 A% B8 90 min, 90
min 5 WA BR BT 5 TF BRI IR, P T 5 s A
PDF,igl5% PDF G, JH R, Bk = H A
Je i - 20 ml,
1.2.3  ZK# — 474 (hematoxylin-eosin, HE ) 4 &,
KRR LUT 4% 2 R P REF E 48 h, [ 7E
AV 3 o JERGYT R, U0 R RS IS e
W EERR B2 () — F 2R S WA TR IR PRk AL, 2R 5 AR
Pl iy (32 [ Sigma A 7)) &AL Jr R iEFT HE
g,

1.2.4 Geygateten] REMEEHAZLELK &

W 3L i A S U0 R W IR R A 200 e i L T
TRAK, FH A 2ot 4T 40 Tt BEL DB 750) 3 AT P 5 2 4
ARG E e R R 18 2 R 2 2L SR B L Ll S i
HEW. EBRILFELEE, B AE4S4 CTH
1 : 1007 B TGF-B1 Hifk, W H I K. 52 X, Eil
S A=Y, i 3,3"- 2 S BCR e (DAB) i
o, Gt ik GBS S IE &S0 Bt
TSI R B

1.2.5 mieide  ANEHE(R] K 40 & (HMiSVS)
WIS A 10% SR ITE T 1% H 52/ R R
W) MEM 85 5 55 vp | B A 400 i & T AR 2 5%
CO, 37 CHYMRAR T H MG TR . S FEAT , 4 (8] K
X SR 2 6 fLAR b B SRt . MEM #b 58
H 2R B 84 138 236 mmol/L Y S A W, T
B A A A AT PR, XM Y T H AT AE I IR B
TR BN SH 1.5% 2. 5% 4. 25% 3 % B
I RS2 AT IR o

1.2.6 siRNA #3 i ] siRNA F¢ 5 PR 751 52
AR IR DB, i A siRNA K¢ S 307 51 1
KB BB AEARARA A KA 6
LR EEFR AL, {1 2 L B 40 it %% 5 38 60% ~ 80%
FEFLM R R RE SR, A& Lipofectamine2000 ( In-
vitrogen ) [Y) Opti-MEM #8877 afg B M % B (NC)
R 5L g HMeSVS 4L, or 24T AL 3. % B4
HG £ (236 mmol/L #jZ5 %) \HG + NC siRNA £ .
HG + STAT3 siRNA £, HH1, siRNA #5354 6 h 545 a{
SEARFEFRHE A% (236 mmol/L) il 48 h j54:
WIAH 5 % 4 ( STAT3 . p-STAT3 . PFKFB3 , LDHA | E-
cadherin ,a-SMA ) 1) 5515 .

1.2.7 Ssdpidnotr B 6 fLE Tok b, PBS iH
VEANES , (7 & A 2% 25 B ) ) 2% W R I
PHIFRIA 2% &, — W DU 2 TR 1) RIPA % i e )5
RS ER, W E&SHBEAWKE, H 10% SDS-
PAGE BERCHL UK 43 15, SR 5 4% #% 3| PVDF JiiE, TG
A PR P R A 45 min R TS —B0 (B
STAT3 1 : 1 000 %7 p-STAT3 1 : 1 000 . $i E-cadher-
in 1:1000, $ii «-SMA 1:1000, #i LDHA
1:1000, 4 PFKFB3 1:1000, #i B-actin
1:5000)7E4 C R, WH,JHTBST ¥k 3 X,
IR S LY (HRP) (IR —HiE iR T
W8 45 min, ECL I/ T7E4 A shfb2z R Eg
A ERGTA - B G o RISl #- 47 A]
MALFN AT, 25 R IR TES B8 B-actin JE1TAR1E
fto
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1.3 %it=43E XA Graphpad Prism 8 {4 . Im-
age ] FAEIEAT 0BT, B0de 2 M = FRiEiR.
8 Levene Jy k47 5 26 55 PR A 56 , 22 40 B840 ] 1Y)

Z il B R 27 22 73 M (one-way ANOVA) FLAZ,
P <0.05 FmERAGIHHE L

2 H#R

2.1 BAKREBRSEHMIIENSLET SD KA
%{Eﬁfm#ﬁﬂﬁﬂﬁmﬁ{& 10 Ji J& & B T AR 21 i s
LH A GER AR DL S8, A5 20 i B 20 2 3 A8 A A
FRIN A NE T DXl )5 T i 2 A4 U RRURI I A8 2k
PR R S 27 4 AL B R L A . STAT3 41l il
A MR T X Sl JE R0 0L 5T A 175 0 A B AR 24 B I
g, R AL g e R, BT OR AL IE BT X 5
TGF-B1 Feike55 , FAI F 3K 2 /5 F Sham 4 (F
=200.3,P <0.05) ,STAT3 4114 3] 2HL 16 [ 21 41 J% i
BT X3k TCF-B1 ik B BAL FHEIAIZA (P <0.05)
JI5 BT Al S 55 235 SR S, BT R 48 U8 e A (E N
8.3 ml, BRI 4 B e R (4 3. 3 ml(F =71.91,P

<0.05) , L LU IS DI RE 2 40, STAT3 4l 771 2
S AME N 5.8 ml, Py REACRE AL A k3 (P <
0.05), LK 1.2,
2.2 BE¥EEE HMrSV5 i STAT3 (i
5T B R 3 A R T v AT 1) B A i ( HMS VS )
STAT3 G ALY . 25 5t Bk 45 SR 3R W], 7E AN )
W 4 %5 1 (84 138 236 mmol/L) $i i 5 , STAT3
WEIR A K- B0 IR T, 2 A Gt L (F =
55.54,P <0.05) , H:r1 236 mmol/L % %45 1% &b 3 i1y
HMrSV5 Zii il STAT3 BRI, WK 3,
2.3 S¥ES|E HMrSV5 40 i ¥EEE A7 1% inFn MMT
ot FH A 1 5T B30 3 B R R s MR AR ) iz 4 e
(HMrSV5) 5 B2 fi F1 MMT f4 5% 0, 45 9 3 B,
HM:SV5 4 AE 138 .236 mmol/L (1) 7 25 ¥ 34 355 %
748 h J5,LDHA B EETHE (F=9.859,P <
0.05), &5 4 (236 mmol/L) i 5 HMSV5 41 jfg
PFKFB3 % [ i 22538 (F =13.36,P <0.05) . [
PN 5 MMT A DG 1Y b 5 (8] 35 B 28 bR A ) E-

cadherin 18] 7EJGAR B a-SMA 1353k, B H B

D 400 ¢ s E 50 o

T T o —

=300 = dor

i R

J dmw 301

# 200 =

i it g 20 "

g 100 T = 0t ’__;‘
o

= . = L=

A B C A B C

1 HFAKXRERAL HE LB x100

A BT ARLL; BRI 5 C . STAT3 I 4L 5 D+ A 2K SRS T DXL B A9 5 1t 20 5 B+ ALK BB I Bl il A 0 A8 2 s 5
BFARLLLLE: * " P <0. 001 ; SR e ™ P <0. 001
D E
::,; 20 sokok 107
&K L
x 15 8 "
A B Lo i ) ok
= 24
@ 0.5 ‘
: o}
5, ﬂ ﬂ . ’l‘
A B C A B C
C
B2 SEACKRNEEXRERAR TGF-Bl FRiAERL x 100
AfBFARLL; BRI C.STAT3 4L D AR L TCF-B1 By B R RUB B IS S A9 381k ; S IRFARLIE: """ P <0.001; 5

RERIA H 8. ™™ P <0. 001
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1 % B (mmol/L)
R4l 84 138 236 ku

p-STAT3 86

STAT3 86

B-actin 42

151

kokok

skskok

w T

051

L

Xt 2 84 138 236
781 %] ¥ (mmol/L)

TR ER L STATIFIXT Rk &

3 EARMEERNARRESEERT HMrSVS 4248 h
p-STAT3 STAT3 EHMIRIEKT
SRR LA " 77 P <0.001

A3 BT 7R M (138,236 mmol/L) 15 37 5 4b B
HMSV5 400 b 8 o-SMA ({335 (F =33.81,P <
0.05) , = H# (236 mmol/L) #bFH R i E-cadherin {3
K(F=4.457,P<0.05) . HULHERT 236 mmol/L 7
ZPBEATS [ HMrSVS 41 i s b I A Al MMT, WLIE] 4,
2.4 STAT3 siRNA 4] S #EREEh STAT3 55
WEREEE X IR CRAR PR 40 ) AH L, HG
2 (236mmol /L 4 %5 5 Ab 341 () 41 ifd ) 1) STAT3 (1) 8%
b £ (F =29.20,P <0.05) ; HG + NC siR-
NA HBERR A STAT3 A @4 LAk (P >0.05) ;
5 HG + NC siRNA 414 [t , HG + STAT3 siRNA 41[%
R bE5 5 1 HMrSVS 4 Jfd v STAT3 25 H W R 1k
(P<0.05), W& S5,

2.5 STAT3 siRNA HIH SHEFSHEBEMBEXK
BEER B FiLF MMT i Ff 3 (4 5 B0 306 A4
PFKFB3 F1 LDHA ) 323548 4k, , 25 3 0 7 fe 4 ) 38
JE T LI PFKFB3 il LDHA 3235 [ (F =40.92,P
<0.05;F =22.74,P<0.05) ., A, Bkl E-
cadherin FEIA T (F =14.67,P <0.05) ,a-SMA 3
Pk FVE(F=9.589,P <0.05), HG + NC siRNA 4
R EAM R B HG 4 o451k, STAT3 siR-
NA Fikb# Y HMrSVS5 4l g PFKFB3 \LDHA Fl -
SMA 32 i5%F HG + NC siRNA 2 F [%, E-cadherin

(33548 HG + NC siRNA 41 [, WK 6,

1 %) B (mmol/L)
138 236 ku
58

papicE 84

PFKFB3 (- -

LDHA s -‘-37
D SN A e 20

pacin M - -

E-cadherin

I5e ] PFKFB3 .
LDHA ) H_

. S:;izigerm . §

% 1.0 I 7z §
< \
= N\
Z \
05 §
\

2N

0 ) 84 mmol/L 138 mmol/L 236 mmol/L

X HEZH
B4 ZEARENEER DA ERESHE (84,138,236 mmol/L)
{EA T HMrSV5 20/ 48 h PFKFB3 . LDHA .E-cadherin,
«SMA B HRHKKF
XA b * P <0.05,**P<0.01, " ** P<0.001

HG - + + +
NCsiRNA - - + - ku
STAT3siRNA -

- - +
-

R s

Bactin W W S -

p-STAT3 -

1.5 F [1 STAT3
p-STAT3
[ p-STAT3/STAT3

N

N\

0 1.0 F
)

#t

LENES

0.5

X HEZH HG+NC

SiRNAZ

HG+STAT3
siRNAZ
B 5 RiE STAT3 3 & #EHI B HMrSV5 RiEXE R0
S5yt BA " P<0.05,**P<0.01,*** P<0.001;5 HG
+NC siRNA 4 b4z . %P <0. 01
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HG - + + +

NCsiRNA - - + -
STAT3siRNA - — - +  ku
PFKFB3 W 55

LDHA (S - 17
. 1
E-cadherin F “‘.‘ 120
0-SMA s S S -5
B-actin D SEES . _—
[J PFKFB3
1.5 - 4 LDHA

[ E-cadherin *
o-SMA

<

LY
7%

L %/,,
2 il
é

)

X HZH

AR R IA

o
9

LUK
i

/ [ \
N
G%H HG+NC
siRNAZH

Z N ]
HG+STAT3
siRNAZ

jost

B 6 R STAT3 X5 #ERIHA HMISVS iR S
MMT 18X & B ##2m
xR A ¥ P<0.05," " P<0.01;5 HG + NC siRNA 41 1t
.*P <0.05," P <0.001

3 g

S P L 1 R Sh R A B T3 1) L R
BTRCR o KRR IBB TR T H % Fh R 1 R 245
Vil SE g R Th R , e X PR 2T 4k, STAT3
JE— B SR, 2 5 2 MY R
) O T WA o A 2 Y 1 N K= HA Y A | ST
B, 301 /NS b B A0S FP g STAT3 AT L5155 5 R
VEB EF T 0O IR /N B £ 4E 1L 70 % . BET-
PR F RN JQ-1 FT Mk STAT3 15 5 AL I
T 43 2 3% H A M W% He B0 3% S 1 IT 27 44k
STAT3 75 BFIE G HEE LA T Y U 465 1 7 £ 4k Ak g it o
WO A SREEE O AR A R
BT SRR DA K SR A T 2R 85, P LA b
W] STAT3 2 5l ILF 4L i 5> THLH . HE e sh
R BT A AR U A o e R AT 4R R B R
DX Sl R AL 65 %85 3 480 8 2L Ak 7 M o
TGF-B1 (— 7 S5 10 2T 4 AL TR 7 ) BH Pk 3 3k 484
B e A, 5 17 K R B AT 1) H v o LA R
375 TR LT 4 b F) 6 B PR A0 AR 010 AR
BFFE 7% STAT3 0145 BP-1-102 1 3 R fI% 1 45 2%
JiE B TGF-BL B 2 15 #1 K2 T IX 338 J52, 5 W)
STAT3 55 % 5 10 245 B 2 00 41 T 06k 535 26 0 12 58

WA S I R LT Al B A5 7 A o TE N BELT 4k,
BE T T R AN 2 kM AN TR R A R
PEANNEAGIS RIS 72 | B TS5 I i 0
FERIRIZ KRR, 2 IR 8 = B AIG, STAT3 il 57 BP-
1-102 FF 5 20g 3 5 7 97 56 1) 768 0 5 140 0k /0, 31 B 410
il STAT3 {5515 3 A7 Bl T 2035 3% B I 359 1
TP .

G LT A A 4 2 B e R o, T ARG 21 5 1 gz
— [\ 70 e AT 2AS L 194 ) R 2 A 1y — A K T
2N MMT Y b R — ] 58 4 fb i it b b e
MR T 2%, SR A 2R fe v ok, [k B
B A AAR 2 W i Gl 2 18] 5 JBbR 7 4 1 3R 45, E-
cadherin Fil «-SMA i 5% 6] Kz 411 g MMT 1) 45 5
HEARAR G o ASBIE 5 IR e R B ) Bz 40
DM RS S 25 A7 P ) 25 M B 5, 4% SR SR v b
75 S 10] Jz 41 M E-cadherin (41K 235 A1 o-SMA ) &5
3K, E W B R TS  0 f E MMIT il 5
0 ofll 5 R aZ5 AT SRR Y MIMT A Tt 95 B R & 44 Ak 6
N RELTAEAL LRI DFTE 0 T TG . X 1E 8 M 3%
oz HRARAS R (B K2 4 A BB M iR T BB B s )
(1 BT 5 7 4 R AT 20, & B MMT 1) 2 i £ B
T TR A AR DA Il %) A8, 2 B T IR BB i 2
T IE) B 20 B3 R A L U Ao R T A A R
IR B 18] Kz 20 B R AR R 3 R T MM i
AT R0 1] B 40 i v A T e S A i 10 2 3%
SO W R WA S 6] B 40 M 5 2% 3k PFKFB3 Al
LDHA, [&] i £ i STAT3 3% . #F7¢"™ 0, &
ZFF STAT3 3@ 32k F ## LINCO0671 fY 2 3k B 1%
LDHA , 857 HUR I8 BB i A2 K REE RS . 7EAT
S S P, B STAT3 AT SEL Lk TR A S B G 114
ik, I 5 0 S 200 B T M T A g g
fERBE . LON2 Wl i #4035 JAK2/STAT3 {5 518
SR AT SR TR AR, 0 R YT 40 Y A g
AHFFEH T siRNA 2040 STAT3 [k P55
VA 5 B T 000 TR A A O 1L i PFKFB3 AN
LDHA ()5 235, R0 m #0 i) STAT3 A DL 5
- 1 R ) . 200 2 A 155 4L, [+ P L 596
W 6] Bz 20 i MMT #3251 2 11 E-cadherin Fl -
SMA BRIk, AWFFEES R KB, siRNA il ] STAT3
&5 T A T 4 16] B2 40 i) PFKFB3 \LDHA f 3k
W% HMrSVS 4 s MMT,

AW FEF AP 6] STAT3 W] 3 70 9l 5% 115 1o 21 4
PRIV 37 £ O HE R, e PR B85 v STAT3 {553
B& AR AR 3E HMrSVS 4 Jifs MMT 55 74 o & 3541
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Targeting STAT3 alleviates peritoneal fibrosis by regulating
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Abstract Objective To study the effect and mechanism of high glucose on mesothelial-mesenchymal transition
(MMT) of peritoneal mesothelial cells (HMrSV5) , and the protective effect of pharmacological blocking of signal
transducer and activator of transcription 3 (STAT3) on rat peritoneal fibrosis (PF) model. Methods The animals
were divided into three groups: the sham group, the model group, and the STAT3 inhibitor group. A miniature per-
itoneal dialysis catheter was implanted under the dorsal skin of rat and the rat peritoneal fibrosis model was induced
by daily injection of high glucose dialysate. After 10 weeks, HE staining was used to evaluate the histology of the
peritoneum, and the level of transforming growth factor-B1 (TGF-B1) in the peritoneum was measured by immuno-
histochemistry. HMrSV5 was cultured in high glucose and the optimal stimulation concentration of high glucose was
determined by Western blot. High glucose was used to stimulate HMrSVS5 after successful transfection with si-
STAT3 and Western blot was used to measure the protein level of STAT3, p-STAT3, and the key enzymes of glycol-
ysis 6-phosphofructo-2-kinase/fructose-2 , 6-biphosphatase 3 (PFKFB3) and lactate dehydrogenase A (LDHA).
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Results

HE staining showed that administration of STAT3 inhibitor ( BP-1-102) could inhibit the thickening of

subperitoneal tissue and the proliferation of vessels in HG dialysis rats. The expression of TGF-B1 in the rats perito-
neum of the model group was significantly higher than that in the sham group, and the level of TGF-B1 was marked-
ly lower in the STAT3 inhibitor group compared to the model group (P <0.05). Compared to the control group,
high glucose induced the up-regulation of o-smooth muscle actin (-SMA) , the down-regulation of E-cadherin and
STAT3 activation in HMrSV5 (P <0.05). Mesothelial cells treated with high glucose also exhibited high expres-
sion of the key enzymes of glycolysis (PFKFB3,LDHA) (P <0.05), and si-STAT3 can effectively inhibit the
overexpression of PFKFB3 and LDHA induced by high glucose (P <0.05). Conclusion STAT3 is involved in
high glucose-induced HMrSV5 hyperglycolysis and MMT, and targeting STAT3 alleviates peritoneal fibrosis and an-
giogenesis during peritoneal dialysis treatment in rats.
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