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TGF-p1-VEGF-A pathway induces neoangiogenesis
with peritoneal fibrosis in patients undergoing
peritoneal dialysis
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TGF-pl & MEHFAED EELRREKFTHD VEGF-A ORFRIZHER L, MEBRRHE L O
WRECMETENFEISNIBFLZHONITHZ L2 AL L, BEERMELICE
VT TGF-B1 2% VEGF-A #3835 & W0 )G a 72 T, & b IR AR A | 5% 2% 0 i
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(Peritoneal equilibration test: PET)RF > 4 RFE TR R £ 72 1T AT R R 2 A sf 5 & L
VEGF-A. TGF-Bl ##% % ELISA % H W CHIE LIEREREDIBIE CTH 5 D/P Cr fif &
s R L T2,

b SRR & BT I T — T AR ARED D VITIEBLENT 2 BEL L 7 — T vk
FWFICER I U T2, MEBENT I 7 — 7 V4 A RE OB HTE A B (Predialysis uremia)#t, 7 7
— T VR EREO 9 B EEREENL (Peritonitis) AE. BRAKN BN (Ultrafiltration failure:
UFF) Bf. 1L LAS OB (Incidenta)BEIZ 4380 L, #fk+ VEGF-A mRNA %3, CD31
Bo PRI 8 £, ME AR & B4 L 7=
()35 2 M o = BR

i Rz # B (Met-5A, Human peritoneal mesothelial cell: HPMC), #g#E 2F i fid (NRK-49F),
~7n 77— (RAW264.NIZE T 5 TGF-pl 2k % VEGF-A EHOFELZ M LT,
HPMC (BB T BRI 2> BRI L KGR L7z, & #iid 2 TGF-B1(Sng/ml) & W0 L 721548
R CH: 8 L, B8P O VEGF-A R, fifid © VEGF-A mRNA %8 8l % #£4fi L 7=, HPMC
IZB W T TGF-Bl T#E S 7= VEGF-A mRNA ¥ 8% TGF-pl 24 £\ &k % =
Yhur— Ll Lo IERE TG L, 0 BF OB & LG L7,
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TGF-B 1 B FAR(TGFPR-DPLEH(LY364947) % # H 14 [AIIEFER G- L7-, 16 H BIZHE
REHEL A . M IV e v i 2 BRI, NS AHEL ARG 2 O 7 BECBE I B (B A I RS A T ) . 9 92 AL 7 Y
AT fL(EDI1, a-SMA, TGF-B1, VEGF-A, CD31, HBME-1)IZ Calfli L7z, F7=. BEMELEEIR
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RE RS AT BEWR 1% 4 RERD PRI % 39 iR 3 L VKT R IR & 87 BRI 2 W\ TARMT L
7= 4 B AT R R (R=0.364, P<0.05, Figure 1A) X% UM ] 7 84 # (R=0.635, P<0.001, Figure
1B)IZ#51F % VEGF-A JEEIL D/P Cr MBI L7z, £7-. VEGF-A R & TGF-B1 &
DSBS U 72 (4 BRI TR R=0.464, P<0.01, Figure 1C; #& TR #E: R=0.703, P<0.001,
Figure 1D),

b N EEEAR R 1L 66 IR & AT L 72 (Table 1), UFF #f Tl Predialysis Uremia #F
(P<0.001), Incidental #£(P<0.01)& ik LA EIZ VEGF-A mRNA FEELRHIN L Tz
(Figure 2A), VEGF-A mRNA (% CD31 [ 1f 4 %2 (R=0.406, P<0.01, Figure 2B)3 X OViE
AR = (R=0.617, P<0.001, Figure 2C) & FHEA L 7=,
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TGF-B1 (2 X o TH R A (Met-5A), #HE 2RI (NRK-49F)IZ 5 1) 5 VEGF-A B
mRNA L~ yL Z o7 L 2L U 72 (Figure3 A, B, Figure 5A, B), £ 7=, TGFBR-
I inhibitor /& H &K /71412 VEGF-A 8L % #1fil| L 7= (Figure3C, D, Figure 5C, D), ¥ 7 &1
77— V(RAW264.7)IZ BV CTlx, TGF-Pl 12 L - T VEGF-A XBIIAEICITFHFE SN
727> 7o, HPMC 13k % 72 JEIRFERE 2 & D B EHE PR D 1572 30 Bufkz W TREST L
7= (Table 2), TGF-Bl T#5¥E X 17= VEGF-A & HL O HihE 3 1% 24 41T 12 FEfH, 6 5] T 24
B IR EEZ R L, (MM ORRIZIH W TS VEGF-A #IER1EL D/P Cr fE & FHE L
72 (Figure 4A,B),
3B EBR

CG EF /LTl EIEIRE , ED1 Bk~ 7 1 7 7 — 2 a-SMA B #4255/l . TGF-
B1 Ko MEAlL, VEGF-A FEYERIRL, CD31 B4 23 #8 00 U 72 (Figure 6, 7A-F), TGFBR-I
inhibitor (2 X > TZ I & 13 S v, v o B ML o [B118 4 58 6 7= (Figure 6, 7G), %
7= M WEPE R @ VEGF-A 2 )% X TGFBR-I inhibitor (2 & > T #f| & 4172 (Figure 7H),
F7-. VEGF-A 1T TGF-B1 £ & #HES L 72 (R=0834, P<0.001, Figure 7J), % &
Yt |2 KXo C VEGF-A IX ED1 it~ 27 v 7 7 — | o-SMA [ #iE 2F e, HBME-
1 BtE A AR, CD31 B i 3 N R M IR C D 38 Bl & 38 8 7= (Figure 8), F£7-. KEEHE %
R 272D EE =X Y — % CG ETNMICHEE LT DORBMEY %2 it TR
L7l ZA, BE=FY = VRBMEDGHEORBREERICY 7 07 7 — VR HE2R
72 (Figure 9A, B), TGFBR-I inhibitor (Z & » T & =% > — LM EIB I L 72 (Figure
9C, D),
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MEEEEHTHER O f T X 0 | MEE#RE DR CTH S D/P Cr fE & VEGF-A, TGF-B1 &
BiAFHBEI L. VEGF-A & TGF-Bl MIICHMHENR AL, b MEBRMEMKIZB W T, B
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BllX TGF-Bl &S5 Z & 2R LTz,

WIT, BRI FEBR OFEF L 0 R, #2350V T TGF-B1 2% VEGF-A
R AEEMICHEEST S Z L2601 Lz, HPMC TiX TGF-B1 (2 & % VEGF-A %
BLOMEIER T D/PCrff & R L C W7o, MERRENT R OMENTFE R b BIET 5 & . MK
BEREAME N L T % D/P Cr @i 0 B3 CTIE PR TGF-B1 IR L& E T, & 512 VEGF-
ABEIERN LD @ L2k 5> T VEGF-ARBENLEL TWD EEZ LN,

BT, B R 24T O RRHE(L & i #4212\ T TGF-pl & VEGF-A & OB H# %
M L7-, TGF-B1 #iH|2E8 L W . TGF-Bl 7% VEGF-A A8 L EHAEEER S5
EEZ DN, Fo, ECZEEALY, PEME, v/ e Ty — U B,
MEWNEAIA VEGF-A Z 8B+ 52 L2 onc Lz, MRERTIZ, ~7/ v 7y
— V2BV T TGF-B1 12 L D VEGF-A BELOFEENBDO LN olziid, ~7/ua 7y
—VIZBIF D VEGF-A BEHIZIE TGF-PL IZMZIEERE NG L TWD E W MiERDH
D, KFEICBWTb~v 7 v 7 7y —UNRBEFERKICHRD N Z L6, VEGF-A
FEBUTAREE R ERAICHE < & & 2T,

EARFEE S DB ~DREE., 7 N U, & RBE(LEY (Advanced glycation end
products) PR THEINDH T A M I A FEIZEI D IEBEIZHE W T TGF-Bl1 DpEA S
N5 ZENRMESNTWD, KBFZED 5 TGE-B1 23 B A & RHE 2EM I IC W) CTE
PEM)IZ VEGF-A BBLZFET 5 ENWI LN ERoTz, £, ~7v 77 —VIZBW
TITIREEHE L KRIED TGF-B1 & HHFEAIC VEGF-A BB 2585 Z LN R EhT-,
(Figure 10), TGF-B1 23 EH209IZ VEGF-A % 5% 9~ 2 B A 3 IG5 b 55 & (iR A U ik &
MEFEEZFLET L LEx LN,
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