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[ E] aw6.5H 445K 1 (GLUTL) Aedh—3F) 48 4535 K1 (SGLT1) £
PARELF e AP MR, Tk AR R ERR P B36 R SD MM K ALY A o~
0. EHATIB FARATBL M EAA(PD ) AN + RE EA(PD+T
1) MIBEN + R E FE(PD+7Z 40) MBEN + K F + AR EFA(PD+T+Z
W), Hme A, RAS5/6 Bk s RFREER AN KAKES
2.5% W iENT iR, 15 IEEAT 24 h B AT T AR IR A4S K R 32 9 48 HE 3
ENLEBE B ILIET 2 s o LR LR AL 3 sk 4] ) B 28 2% GLUT1 .SGLT1  TGF-B1 F= 45
SR A KB F(CTGR) 89 &k, RN d | AR 3% I ALK S /B P9 R 40 L
(HPEC) 3t 44 B4, E7xF B4l B EM L (PD 44) BIREN + AL F 4
(PD +T4) MIEEHN + AR X F 4 (PD +Z 20) M EA + & + R R Fa
(PD+T+Z4), RMAFEZE PCR A% G P T ik4m M AR A M AE A
& 28 i M GLUT1 .SGLT1 . TGF-B1 .CTGF mRNA B & & % ik, #%.5F KB
YodR PD 20K R A9 MLIERE 3 A8 S 38w GLUT1 .SGLT1  TGF-B1 ,CTGF mRNA %
FOHFE LI (3 P<0.05); £ FH ABEBRAARKF KL XSG, K ALK
3 )8 A2 R %% , GLUT1 .SGLT1 . TGF-B1 .CTGF mRNA R & & Rk ¥ FTH (¥ P <
0.05) ;A& M4 %7 , K AMLAE GULTL SGLT1 %&ix 5 TGF-B1.CTGF ki3 2
EAK (¥ P <0.05), 2.5% MIEE AR T vk L E A B b B R K 2m e
GLUT1 .SGLT1.TGF-B1 .CTGF mRNA & & & &) &1k (3 P <0.05) ;4 8 %) H H 4
A | AL S % 1 48 it GLUT1 SGLT1 . TGF-B1 .CTGF mRNA & % & % ik
YT (3 P<0.05) ;48 %W oM 27, AL % 1 & 298 GLUT1 SGLT1 &
k5 TGF-B1 .CTGF £ k3 ZEA X (3 P<0.05), &k B E MR T8 T
LB GLUTI SGLT1 #4 & ik 4% 3k I BE 4 4efb
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[ Abstract] Objective: To investigate the role of glucose transporter 1 ( GLUT1) and
sodium-glucose cotransporter 1 ( SGLT1) in high glucose dialysate-induced peritoneal
fibrosis. Methods: Thirty six male SD rats were randomly divided into 6 groups (6 in
each) : normal control group, sham operation group, peritoneal dialysis group (PD
group) , PD + phloretin group (PD + T group), PD + phlorizin group (PD +Z group) ,
PD + phloretin + phlorizin group (PD + T + Z group ). Rat model of uraemia was
established using 5/6 nephrotomy, and 2. 5% dextrose peritoneal dialysis solution was
used in peritoneal dialysis. Peritoneal equilibration test was performed 24 h after
dialysis to evaluate transport function of peritoneum in rats; HE staining was used to
observe the morphology of peritoneal tissue; and immunohistochemistry was used to
detect the expression of GLUT1, SGLT1, TGF-B1 and connective tissue growth factor
(CTGF) in peritoneum. Human peritoneal microvascular endothelial cells ( HPECs)
were divided into 5 groups: normal control group, peritoneal dialysis group ( PD
group ) , PD + phloretin group (PD + T group) , PD + phlorezin group (PD +Z group) ,
and PD + phloretin + phlorezin group (PD + T +Z group). Real time PCR and Western
blotting were used to detect mRNA and protein expressions of GLUT1, SGLT1, TGF-
B1, CTGF in peritoneal membrane and HPECs. Results: In vivo, compared with sham
operation group, rats in PD group had thickened peritoneum, higher ultrafiltration
volume, and the mRNA and protein expressions of GLUT1, SGLT1, CTGF, TGF-B1
were significantly increased (all P < 0. 05); compared with PD group, thickened
peritoneum was attenuated, and the mRNA and protein expressions of GLUT1, SGLT1,
CTGF, TGF-B1 were significantly decreased in PD + T, PD +Z and PD + T +Z groups
(all P <0.05). Pearson’s correlation analysis showed that the expressions of GLUTI ,
SGLT1 in peritoneum were positively correlated with the expressions of TGF-B1 and
CTGF (all P<0.05). In vitro, the mRNA and protein expressions of GLUT1, SGLTI ,
TGF-B1, CTGF were significantly increased in HPECs of peritoneal dialysis group (all
P <0.05), and those in PD+ T, PD +Z, and PD + T +Z groups were decreased (all
P <0.05). Pearson’ s correlation analysis showed that the expressions of GLUTI,
SGLT1 in HPECs were positively correlated with the expressions of TGF-B1 and CTGF
(all P <0.05). Conclusion; High glucose peritoneal dialysis fluid may promote
peritoneal fibrosis by upregulating the expressions of GLUT1 and SGLTI.

[ Key words ] Peritoneal dialysis; Dialysis solutions; Monosaccharide transport

proteins; Sodium-glucose transporter 1; Fibrosis/physiopathology; Endothelium,

vascular/cytology ; Peritoneum/blood ; Disease models, animal
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Mol BRI LT 4E AL, IR XS /N o3 79 B e i
T RS L 2 1 e U, 30 A A OB Y IR A A
HIT

BRI 8 R T A0 R AR R KR,
5T A A S5 B 1) 1 4 L s i, G b e Y
JEH B B 1K 1 (glucose transporter 1, GLUTIL)
M OAN—3 O s k1 ( sodium-glucose
cotransporter 1, SGLT1) , BRI E O S
2 wCE AR L, 2 3 SO XTG£ Hi
DA BRI FE A G A7 200 6 X ] 2 M £ S B
WA PR — BN F RS B Rk Kk
PEFsheiz il A R AEAE (e R A A R T 3
BREEREIE 0 Joh G ALY B s ) R 2
GLUTL, i % 1k £ 3 ¥% iz T 2K EE SCLTL,
WEFE iR, RAERES N B 41 GLUTL SGLTI
Fik T HEAHLE ARG RE T

TGF-B1 &5 4% 40 214 K [ F ( connective tissue
growth factor, CTGF) J& H HIEC N W B4 £F 4 1k
R e IR ET AR b i T A, i
AERFSE & B, CTGF J& TGF-B1 & 45 A5 4550 1
TR X A A PR T DAVE A T 4 b Y AR
B, HAT,GLUTI 15 SGLTI 7644 84 B £ 4 fb
MPERS RIS RSN AW B 6
GLUTI SGLT1 X Ji JEEET- A A r) 52w , #0036 5 1A Py
S MRN8, 4R 58 GULTL  SGLT1 X i BT 25 A
IhAE M TGF-B1 .CTGF mRNA FIZE 35 M50
I IE G I LT AL RS AR A LS

1 #R5EFEE

1.1 FZAR AT

NN RS0 487 N K2 48 BfL ( human peritoneal
microvascular endothelial cells, HPEC) W HJ M &
WERRAE MR A BRZA W], By 2L RPMI-1640 5577
$:ly [ 5% [E HyClone 23 1), 0. 25% EDTA-B
itk \FBS 14 11 3% [ Gibco 22 H,2. 5% Fl 4.25% 5
JRE BT T R BT T A R A A
F (GLUTL #5505 MR (SGLTL 54050 J5i b
W F 2 [ Sigma 23], DAB & (35 & [ 21X
A Y TRARA A, GoTaq" M 2L ¥ RT-

qPCR £ 4t GoScript™ ¥ %% 5 B 2 4t . GoTaq®
qPCR Master Mix 4 H 32 [ Promega /A ], TRlzol
B H 3 [ Ambion 24 H], Sebi A GLUTI Hiifk
BTN SGLT1 Bk b A TGF-B1 Sk bt A
CTGF ik B 35 [ Santa Cruz 23 a6, 2 Y 6HRICHY
Edif P B 3 E LI-COR Biosciences 23 A ,
BCA LA H & N & W A bl A=) T /%
ARAF],
1.2 ZhPe sl s ford

SPF 2 {gt FE MEPE SD KB 36 H, 1A BT
280 ~300 g, T FF A IRARFFAE(20 £3) C . SLHAT
MR SR — J | BERL O 7S A R X IR T
AXFHRAL G BB HTAL (PD 41) B REENT + MR
RA(PD+T H) JEBENT + AT (PD + Z
M) JEREBENT + LR + REFHA(PD +T +Z
4) g 6 K, Hor TR BZHAT XU £ 5
FIBRA ; PD ZHH] 2. 5% W5 A AT TG YT
1A (10 mL/¥K,2 ¥/d) 5 PD + T 417E PD 44k
PRAYEEAE B MR K R 20 mg - kg™ - d7
PD + Z41 75 PD 41 4b P BE Al b, i FH AR B 1
20 mg + kg™ - d " PD + T + Z 4H7E PD 4L AbHHfK)
Bemlt b, o AR B2 R AR 2 H & 20 mg -
kg ™' e d7 BRIEHE X BT AR BT A0, Hagx
AR BRI R 576 B MEDI R i/ PREEAE R B
RIS | FEAT I R A7 A o A PR 7 R a8 A R B
B, 24 FURBTESh )i A5 rh 2 A7 16, HA
B B, I JUURT(EL 24 8 5 T %o R ZH 0 AR ) i
2 ~3 5, RN EATIE B E AR, BT
IR ZE O DA R, R A e R
JE AT AT, A R SR IS5 3 9 v 1 4
RO IE R (E_EFR (< 1000/mm®) , 1] HEER
JE IS RS AT 45 R 520
1.3 R Pl O U IS 12 T fig

KEAFIEZET 24 h 5478 75, @
Ik R 3 A 5 A 1) R BRUEL S T A3 4. 259 R B3
FiW 20 mL, 120 min J&4bFE R BROT-HCL, Wtk R
SR IS VAR TR B . 28 T R IICR AL, MR
W EZH ZURAT- T - 80 °C VKA A, I ) 4
I35 AT Y0 8 780 R R B (D) | 385 H Y 7 W e
(D1) i B WLEF K- (D-cr) | 1L JULEF K P
(P-cr) , T8 D-cx/P-cr A1 D1/DO,
1.4 ZHZUAG A i o B 5

IR B AR BE 2 R I, T 4% 2 3R W BT I
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B2 24 h JG A6 R CBER K, W ORE U] IR0
AR 3 wm Y AT HE Y0 450K 0) F 5 i
BEALINE 10 A R A S 0BT K UL PR 2 Ao o L HE
B (F BT A4 W SEE R I R 2R
1.5 Rl 80Uk 244 I UM 2 21 GLUTI
SGLT1 . TGF-B1 #1 CTGF &1

B AEZHZ 3 wm P /547 GLUTL SGLT1 |
TGF-B1 Ml CTGF g4 41 k24 o, #i¢ ABC ik
F G VLB, AW R W R KB 2
PSS e RO 7K, e A Ak BB 5 B0 L, — PL B B
100 %5 ,4 °C yKH6 0 & 3 15, BAPE XS BT LA PBS
(FRHRE 7. 4) 0B —P0, DAB B0 TR AR K YL
¥, MR B B R, W REE T OULER Yy €8 P
EERE A,

1.6 NJEREREOLAE P R 20 B 1 355 5% B oy 4

N AL A PN R A0 B AR 2 Pl 7R 19% BH IR
WY 25 em® FiFRMEP, BT 37 € 5% Ak
REVEEFRAE h B35 24 ~ 36 h J5 55 — R, LA
JEE2~3 d Il — R, A EAE KRS =
80% ~90% I, FH 0. 25% EDTA-JHEE H BN 1L, LA
1: 3fEAREE 37 U 3 4 AR F 5888,

5 20 6 B 2 R BRI AT 4
(PDZ) MEREENT + ML EHA(PD+TH) &
BESBHT + AR ZH (PD + Z 4H) T BB BT + AR
e % + RZAFH(PD + T+ Z 4H) ¥ & w0
B TCH 4T RPMI-1640 3532 563555 . SR J5,PD 4
FH2.5% W8 REENT IS 55, PD + T4 . PD + Z
2 PD + T + ZZH 4% 51 FH 4 M3 Be 2 () Rz 4
() 2. 5% MM BB AT A% 7% . MR 4l 790 5 56 45
B SL g6 INHA] G Sl 48 h, BT FHAR Hz 2 AR 1 H
e BE 43 5 M50 we/mL AT 10 peg/mL, SC5 # &
=R,

1.7 SCHSE 2 PCR R X B2 240 K il A5 P9 12
409 N GLUT1 , SGLT1 . TGF-B1 #1 CTGF mRNA
ik

HI TRIzol TG $E M B4 20 5 RNA ; 24 41 it
HERKEE E 90% ~95% I, ¥ iRy 41 B SR R 4
RO 48 h, SR ] TRIzol — 25 vk il 45 40 iy 4
RNA, GoScript ¥ % 5k i 2 48185 £ G 8 cDNA,
P GoTaq Wi A 15 RT-qPCR R G H &t 17
PCR ¥4, PCR KL %5 4:95 °C 10 5,95 C
30 5,60 °C 60 s,72 C 60 s, 3t 40 DMEH, K H]
2 APEA T A A . SR 1,

R1 FEELR PCR 51751
Table 1 Primer sequences for qPCR

H S1¥¥5 (5'3")
GLUTI IE [ : CGGGCCAAGAGTGTGCTAAA
J2 1] : TGACGATACCGGAGCCAATG
SGLTI 1E 1] ; CCTCTTCGCCATTTCTTTCATC
JZ 7] : ATGCACATCCGGAATGGGT
CTGF IE [ ;: ACGGCGAGGTCATGAAGAAGAACA
JZ 1] : TGGGGCTACAGGCAGGTCAGTG
TGF-B1 1E 6] : CCAACTATTGCTTCAGCTCCA
JZI] : GTGTCCAGGCTCCAAATGT
B-actin E [ ; CTCCATCCTGGCCTCGCTGT

JZ[] : GCTGTCACCTTCACCGTTCC-

1.8 A0 ETR ARG Do JIES 2H 20 R A it 45 P 1 4
iy GLUT1 .SGLT1 TGF-B1 I CTGF &[5

PRS2 ) 5 20 2 % 440 e 2 11 BCA 4
SERR MR L 5% BMRAERE AN 12% 943 B
B 50 we AAPESE FETT SDS-PAGE , 3£ 0. 22 um
MRS RR AT A4 2B A T 2 A B e i, 2% H s ik
PLlE ANARLL S YW YR LA SR 8 A 2 S % 75
64, & 5% A4 i A E B R, —
P (1:500)4 CHFE LR, MG 2OERE ) FEdT %R
“H(1:10 000) EiFEAWFE 1 h, ECL £t ER
TR, >R FH AR 1 BT B S 1 3l AR A 3T 4 9T 3k
B E%,
1.9 Siit2eJrik

K HI SPSS 13. 0 it i geit w3 #r. it
EYORVHIIE + bR 22 (x =) Fom, A1) FL R
FHEAL R ZE T 2253 Hr , 2 FE AR Z 8] W 7 L 3R
LSD-¢ £ %5, #H ¢ ¥ 73 A1 H Pearson #H 3¢ 43 17,
P <0.05 NESAGRITFEL,

2 & B
2.1 UK FIE IR 2 T EE b
SPARNEA e, PD 4H IS B ki D1/

DO J#/> , D-cr/P-cr ¥4/ (¥ P <0.05) ;5 PD 41
8 ,PD + T 40 PD +Z 4HA1 PD + T + Z 4 B iR
J€ & A1 D1/D0 3 M1, D-cr/P-cr W /0 ($ P <
0.05) ;1M PD + T 4 .PD +Z 41 PD + T + Z 4{[6] &
JEHE D1/D0 Fl D-cr/P-cr 255 G248 L (¥
P>0.05), W32, $#£/RME GLUT1 SGLT1 ¥
FEIR AT LA SE 57 i FEE 6T 2 W 108 W A, A4 < i
BATHGS BB 1IN RS U8 1 4 = T S
Hralcie .
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®2 BUAMEBEIEL D-cr/P-cr 1 D1/DO HAE
Table 2 Ultrafiltration of peritoneum, D-cr/P-cr and D1/
DO in each group

(xxs)
45 n HR¥ERE(mL) D-cr/P-cr D1/D0
EWXFIEAE 6 22.63+4.11  0.24+0.05 0.69 £0.09
FAXIEH 6 23.67+1.53 0.20+0.04 0.68 +0.02
PD 4 6  16.00+6.24* 0.47 +0.11* 0.20 £0.05"
PD+T 4 6 22.33+2.08" 0.24+0.06" 0.45 +£0.05*
PD+Z 4 6 21.75+1.71% 0.20+0.05" 0.45 0. 06"
PD+T+Z# 6 22.50+0.71% 0.27 £0.06* 0.49 0. 10*

PD 41 MEREE M4 ; PD + T 41 JEMLENT + IR FH;PD +Z
2 AN + WE AL PD + T + Z 41 JEENT + I Z + )
JHF A D-cx/P-cr: 385 H R LT/ 175 AILET ; D1/DO0 ; 7 375 0 4 25 0
W/ R AR . 5P AL, * P <0.05;5 PD
e, *P <0.05.

2.2 K EUE MR A
K20 FHE Y2 (0 25 LR,

55 1E H ORI

ZH[ (182 +£28) pm] Lb#, FARXFHEZ [ (220 =
78) wm | A LR E 2R LHEITFE X
(P>0.05) ; 5FARX AL b3, PD 41 [ (995 +
100) wm ] R ZH 2R B B fin (¥ P < 0.05) ;45
PD 45, PD + T 4H[ (282 +90) wm] .PD +Z 41
[(419 £ 42) pm ] FIPD+T+Z 20 [ (283 =
49) pm] K FBUIE A 4L R R WA (B P <
0.05); PD+T 4 .PD+Z 4 PD+T+Z=42Z ]
MERELA LR T 22 S RS F# L (P >0.05), $#&
NI REEZE A T LA S o R B %) B JEE B T 410 <
GLUT1 ,SGLT1 (33K a] LA 2 R BRU7E 6 638 Br
T AR T N R SR R
2.3 KB GULTL F1 SGLT1 £ mRNA
P& ARE SN

GLUTI SGLT1 ) mRNA FIZE 74 4494
Fik(K2.3), SIEWXRAH A, FARX A
GLUT1 ,SGLT1 mRNAFI & [ # ik 2 55 LG i1

A TER IR B: ?*XTHEQE C:MEREENTLL ;D LB + IR RAE: Hﬁﬁﬁﬁﬂﬁﬂiﬁéﬂ F AT + B R +

B A, Fk KREFOREREE. $RR =50 pm.
1 AU KRB BEA LRI (HE )

Figure 1 HE staining shows peritoneal thickness of rats in each group

GLUTI

PD+Z41 PD+T+Z4H

TWLAE PN B AR D 2 A7 8 (0, 2 GULTI (SGLT1 TGF-B1 ,CTGF 44 {%,. PD 4 . i 55 1% A 4 PD+T?E H’EE%@H?MEEZ%
3 PD + 7 4 JERGENT + R AL PD + T + Z 4 JEREENT + AR 2 + AR 4L GULTL . A& M 4% 32 7K 1;SGLT1 . 41—

HFEEIZ IR 1, CTGF . 454 HLUVE K F. FrR =50 pwm.

2 PPEH L A I A4 R BRI iR 4 4 b GULTL SGLT1 \ TGF-B1 1 CTGF & H % ik
Figure 2 Immunohistochemistry determines the expression of GULT1, SGLT1, TGF-B1 and CTGF in rats
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Figure 3 Electrophorogram for protein expression of
peritoneal GULT1 and SGLT1

B (HP>0.05); 5FARX AL, PD A
GLUT1 ,SGLT1 mRNA & [ 8K 3745 (3
P<0.05);5 PD 40 tb%,PD + T4 .PD + 7 4.
PD + T +Z 40 GLUT1 ,SGLTI mRNA A1 H # ik
KRN (¥ P <0.05); fH PD+T 41,
PD+Z 4 .PD + T +Z =4 2 [a] GLUTI1, SGLTI
mRNA FlE HFRIA K22 F W Te g it 20 L (3
P>0.05), 003 3, $on I8 I AT M RE b IR R B
% GLUT1 F11 SGLTI mRNA FI#E 0k

#®3  ALMEME GULTL H SGLTI mRNA K2k (1 23k LA
Table 3 mRNA and protein expressions of peritoneal
GULTI and SGLT1 in each group
(n=6,x%s)

mRNA HEH

GULT1 SGLT1 GULT1 SGLT1

IEHXFIEZE 1.00£0.00 1.00+0.00 0.59 +0.13 0.48 0. 11
FARXIEA 1.61 £0.49 1.16£0.57 1.00 £0.13 0.45 =0.07
PD 241 6.00 £0.70*4.93 £0.74* 2.02+0.11" 1.53 +0. 11"
PD+TZ  2.03 £1.00% 1.33 £0. 18* 1.03 =1.00* 0.89 +0. 12*
PD+Z 4 3.00£0.61%1.56 £0.23% 0.56 +0.23* 1.06 +0. 09"
PD+T+Z 4l 1.98 £0.48%1.42 £0.56* 0.25 +0.07* 0.90 +0. 14*

PD 4. MERBE T2 s PD + T 41 BT + M R4 ;PD + Z
RGBT + AT PD + T + Z 20 JE BT + R E + R
FETF AL ; GULTL : 4 %5 Wi 4% 18 1K 1; SGLTI .« dH— A B 5% s Ak 1.
HFERMELLES, * P <0.05;5 PD 40 1L, *P <0. 05.

2.4 K4 KEEB TGF-B1 Al CTGF A mRNA
N RIB IR

TGF-B1 1 CTGF 1 mRNA K & F 7545 4114
AFRIK(E 2. 4), HIEH XA A, FAR X ]
4] TGF-B1 .CTGF mRNA Fl%E 4 ik % % T4t
RSB P>0.05)  5FARX R gL, PD 41
TGF-B1 .CTGF mRNA M HFRHM L (¥ P <

1 2 3 4 5 6

CTGF

1 IEH R IRA 2 TR IR, 3. B4 4. JE
BT + AR R 5 JEEENT + MR B2 ;6 B BT + AR
BEER + MUB AL CTGE 54 U K T
4 KA TGF-B1 Al CTGF K (133K i

TkIA
Figure 4 Electrophorogram for protein expression of
peritoneal TGF-B1 and CTGF

0.05) ;5 PD A% ,PD + T 40 . PD + Z 41 .PD +
T +Z #{ TGF-B1 .CTGF mRNA }7E (4 21k ¥ />
(¥1P<0.05);PD+T4H . PD+Z 4 . PD+T+7Z
2022 8] TGF-B1 .CTGF mRNA M EKILZERT
G E (P >0.05), Wk4, FOREBEENT
W] FJH TGF-B1 Al CTGF AyEEk, M| GLUT1
H1 SGLT1 7] R TGF-B1 Fl CTGF AYFik,

R4 SUJEME TGF-B1 CTGF mRNA KR 132k A
Table 4 mRNA and protein expressions of peritoneal TGF-
B1 and CTGF in each group
(n=6,x+5)

mRNA HEH
45

TGF-B1 CTGF TGF-BI CTGF

EHXTAEZ 1.00£0.00 1.00+0.00 0.39+0.01 0.57 0. 10
TARNIEA 1.54+0.67 1.65+0.29 0.41 =0.12 0.46 =0.08
PD 2 5.38 £0.61°5.97 £0.71* 1.22 +0.23" 1.01 0. 11"
PD+T4l 2,18 +1.36" 1. 10 +0. 80" 0.32 0. 10" 0. 44 +0. 09*
PD+Z4  2.87 +1.45%2.10 £0.66" 0.45 =0.23* 0.51 0. 16*
PD+T+Z 2 2.23 +0.72%2.28 +0.52* 0.21 =0.09* 0.30 0. 08*

PD 41 B ML ; PD + T 41 . HE AT + IR KA, PD +Z
BT + ARKEEFAL;PD + T + Z 41 AN + R K + R
JAF A CTGE . 54 UV E R 7. 5SFARMIBALE, * P <
0.05;5 PD 4% ,#P <0.05.

2.5 KM GULTI SGLT1 ik
CTGF Rk WIAH A E

Pearson #H 5P 43 #7145 % 8 7 . K BUME B o
GLUT1 f mRNA J 4 ik 5 TGF-B1,CTGF
RFEA B IEME (r =0.7732.0. 8104 0. 8193 ,
0. 8805, P <0.05) ; SGLT1 iy mRNA & 1 5&
K5 TGF-B1,CTGF W R K FEEM K (r =
0.7780.0. 7893 .0.8062.0.8931,) P <0.05),

5 TGF-B1 .
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R K BUE B GULTI, SGLT1 ik 5 TGF-BI1 .
CTGF ik BAMNE,
2.6 AU I Y EZ 40 L GLUTL , SGLT1 1Y
mRNA K3 1 #ih ik

51E H 4 B4 e #¢, PD 40 GLUTI , SGLTI
mRNA FIEFE A RIAIEZL () P <0.05); 5 PD 4
A, PD + Z 4 . PD + T M PD + T + Z 4
GLUT1 ,SGLT1 mRNA K H £k (#HpP<
0.05);/HPD+Z 4 PD+THMPD +T+Z HZ
] GLUT1 ,SGLT1 mRNA MK (352 5 TGt i1
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Figure 5 Electrophorogram for protein expression of
GULTI and SGLTI in HPECs
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Table 5 mRNA and protein expressions of GULT1 and
SGLT1 in HPECs

(n=3,x%s)

mRNA EA
4 5l

GULT1

EH XL 1.00£0.00  1.00 £0.00 0.46 +0.04 0.73 0. 06
PD 41 6.79 +1.017 14.41 +0.5370. 82 +0. 08" 1.39 0. 13"
PD+T4l  1.38£0.21% 1.92+0.28%0.35 £0.03* 0.67 +0.05"
PD+Z#  1.76 £0.10* 1.16 +0.05%0.43 +0.03* 0.69 +0. 05*
PD +T +Z 41. 54 +0.09* 0.49 +0.00%0. 26 +0.02* 0. 61 0. 04*

PD 21 G BB NTAL; PD + T 41 JE BT + MR 2 K 41;PD + Z
H BT + AR PD + T + Z 41 IR BT + IR % + R
FeAF UL GULTL : % W5 181K 1 SCLTL  $h—RaEssisih 1. 5
R SR AL, * P <0.05;45 PD 40 b4, #P <0. 05.

SGLT1 GULT1 SGLT1

mRNA FIEEH LRI LZ (B P<0.05); 5 PD A
e, PD + T 4H . PD + Z 4H A1 PD + T + Z #4H TGF-
B1.CTGF mRNA M8 H 3R BW /D> (P <0.05);
{HPD +T 4 PD +Z 4HH PD + T + Z 2412 [A] TGF-
B1.CTGF mRNA J i RIEE R LRI L
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Figure 6 Electrophorogram for protein expression of
TGF-B1 and CTGF in HPECs
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Table 6 mRNA and protein expressions of TGF-B1 and
CTGF in HPECs
(n=3,x+s)
mRNA HH
TGF-B1 CTGF

41 5l

TGF-B1 CTGF

IEFXTAZL 1.00£0.00 1.00 £0.00 0.68 £0.06 0.31 £0.03

PD 4 8.77 0. 16" 3.66 £0.25" 1. 12 £0.09* 0.70 +0. 07"
PD+TZ  2.78 £0.61% 1.40 +0. 12* 0. 42 £0. 03* 0.29 +0. 02*
PD+Z 4 0.06£0.00" 0.41 £0.01" 0.39 £0.03* 0.40 +0. 03*
PD+T+Z 4 0.93 +0.08" 1.19 £0. 54" 0.07 £0. 00" 0. 18 +0.01*

PD 21 JEIEENTZH ; PD + T 4 BT + AR LKA PD + 7
UL ERGENT + R TTALPD + T + Z 41 BT + R + 4
B4 CTCF: S 4R AV K 7. SIER XA LR, " P <
0.05;15 PD #11L4E,"P <0. 05.

2.8 AU N R 40 GLUTL  SGLT1 ik
5 TGF-B1 .CTGF ik iy tE

Pearson HICPESMT4E IR R . AE RGN A
W40 GLUT1 B mRNA KEHRER®S
TGF-B1 ,CTGF 1Y 3R ik i 5 IEAHOC (r = 0. 8467 ,
0. 8015 .0.8795.0.9513, %] P <0.05) ; SGLTI &y
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KI5
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H K s AR 252 B i A A s, EA RS W
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SZ0 o R
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