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Effects of TGF-B,, VEGF and CTGF levels on peritoneal solute transport function in peritoneal dialysis patients
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Abstract Objective: To investigate the effects of transforming growth factor-g, (TGF-B, ) , vascular endothelial growth
factor (VEGF) and connective tissue growth factor (CTGF) levels on peritoneal solute transport function in peritoneal dialy-
sis patients. Methods : Totally, 180 patients receiving stable and continuous ambulatory peritoneal dialysis were selected from
January 2017 to September 2019 in our hospital, and the ratio of 4-h dialysate-corrected creatinine concentration to plasma-
corrected creatinine concentration ( dialysate/plasmacreatinine, D/Per) was measured. According to the D/Per value, the
patients were divided into low-transport group and high-transport group, and the general laboratory test indexes of the two
groups were compared. The expression of TGF-8,, VEGF and CTGF in peritoneal dialysis fluid at 1 and 6 months after dialy-
sis was detected. Multivariate logistic regression was used to analyze the independent influencing factors of peritoneal solute
transport function and the correlation between TGF-8,, VEGF, CTGF and D/Pcr was analyzed by Spearman correlation anal-
ysis. Receiver operating characteristic (ROC) curve was used to analyze the predictive value of TGF-B,, VEGF, CTGF on
peritoneal solute transport function. Results: The residual renal function, hypersensitive C-reactive protein ( hs-CRP) , TGF-
B:, VEGF and CTGF were the independent factors of peritoneal lysate transport function. TGF-B,, VEGF, and CTGF were
positively correlated with D/Pcr, and the area under the curve for the long-term peritoneal solute transport function prediction
was 0.691, 0.725, and 0. 681, respectively, and the combined area under the curve was 0. 774, which was more predic-
tive. Conclusion: The expression levels of TGF-B,, VEGF and CTGF in patients”peritoneal dialysis fluid are closely related
to the change of peritoneal solute transport function, and can be used as an index to predict the long-term change of peritoneal
solute transport function.
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SRR B RRZVEBRAE R K/ V (K JRE T
BR, B AT R, Ve IR R 40 A8 ] LA KGR B )
BE™ . FEHIEME Kv'V =24 h B4R K (mmol/L)
x 24 h B AR R (L) /103 JR 2 (mmol/L) x
ARHE x0.6( 2 PE0.55) ;5 HER'H Ki/V =24 h JRIR
2 (mmol/L) x24 h JR# (L) /iR 2 (mmol/L) x
RHE x0.6( 21 0.55) s B A KV = (5B HIE K
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1d ¥ 2.5% BEREENT IR 2 Lok AR s % (8 ~
12h) , KHERGIRIERSENI . 50T 0.2.4h
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<0.05), W#2,

W i & ¥ TGF-B, . VEGF CTGF & -F 1 4 f
16 A~ H B, B s % W TGF-B, . VEGF (CT-
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IH53 B 455 8, 5% ' 2 BE L hs-CRP | TGF-B, . VEGF F
CTGF 24 PD f835 5 i 51 % 1z Dy fig 1) 2 7 52 i
RZFE (P <0.05), HAth[FZ A A logistic [7]15
RERI LR 4,

TGF-B,. VEGF, CTGF X5 D/Pcr # 48 %
TGF-B, .VEGF ,CTGF 5 D/Per 2 3 F A (r =
0.724,0.691,0. 713;P #] <0.05) , &7~ D/Pcr A] §E
bfifF TGF-B, \VEGF (CTGF Fik /KMy T & o

TGF-B,.VEGF ,CTGF *} 5 B & it 4512 o) ft. 69
FMMAL X TGF-B, \VEGF 1 CTGF #4F ROC i
Ao, g N A5 0.691.,0. 725 0. 681, 1
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f&3tiE40 98  55.63 £10.34 53(54.08) 23.27 £2.32 105.36 £14.28 22.60 £5.80 22(22.45) 32(32.65)
Zikizsl 82 57.02+11.35  50(60.98) 22.69£2.16 107.94 +15.91 24.50 £8.50 26(31.71) 39(47.56)
%2 2LUEHEEREHRGER (7 £5)
FBAF fk#Eiz 28 (n =98) FAkia i (n =82) 7%k P14
J% (mL/24 h) 465.13 +102.51 438.32 +108. 84 1.699 0.091
B KV 2.06 +0.64 2.15 +0.67 0.920 0.359
MRE Kt/ V 1.39+0.35 1.45+0.43 1.032 0.303
7%, "B 48 (mL/min) 1.69 £0.42 0.87 £0.23 15.803 0.000
hiEkaEa(yL) 36.27 +8.26 33.48 £8.45 2.233 0.027
£ 4% (mmol/L) 2.24 £0.28 2.32£0.31 1.818 0.071
Ao 7 A% (mmol/L) 1.58 £0.62 1.54 £0.59 0.441 0. 660
hs-CRP( mg/L) 5.94+1.26 7.02+1.24 5.769 0. 000
UA( pmol/L) 358.13 +92.32 332.84 +86.90 1. 880 0. 062
TC( mmol/L) 4.28 +1.01 4.39 +1.02 0.724 0.470
TG (mmol/L) 1.37 £0.68 1.41 +0.76 0.372 0.710
LDL ( mmol/L) 2.50 +0.30 2.58 +0.32 1.728 0.086
HDL (mmol/L) 1.16 £0.48 1.12 £0.42 0.589 0.557
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%3 2 EHBEEN W TGF-B, VEGF .CTGF A F b (% +5)

&3228 (n =98)

B HiE A (n =82)

L A~A 6 A

i 1A A 6 4 A
TGF-B, (pg/mL) 284.80 +82.73
VEGF (g/dL) 394.05 +101.73
CTGF(g/dL) 208.51 +77.24

327.04 £106.72"
509.25 +182.73"
256.06 +82.53"

313.22 £97.73" 361.85 £109.64 "
439.06 +110.31" 566.98 +179.05 "
232.93 +86.98" 284.43 £85.09""

E:5 1 ANARPrkik, " P<0.05; 51&%3iE k4% " P <0.05

%4 PDEBHMEEREREZGHEN S EE logistic B4

¥ )27 (B) =2 EZHAFAERE(SE) Wald 14 P1a OR 14(95% CI)
7B A 1.869 0.482 6.623 0.012 8.917(3.635 ~9.148)
hs-CRP 1.631 0.346 5.754 0.025 6.582(4.235 ~7.634)
TGF-B, 1.281 0.241 4.405 0.031 3.917(2.344 ~5.213)
VEGF 1.372 0.482 5.214 0.029 4.539(2.667 ~5.952)
CTGF 1.219 0.482 4.154 0.036 3.024(1.452 ~5.686)

E AT EWAL KB AL >1.25 mL/min =1, <1.25 mL/min = 0; hs-CRP > 6. 50pumol/L =1, <6. 50umol/L =0; TGF-, : >
300 pg/ml =1, <300 mL/min =0; VEGF >420 g/dLL = 1, <420 g/dL =0;CTGF 220 g/dL = 1, <220 g/dL =0
%5 ROC %44 TGF-B, VEGF CTGF %t B 5 Jf 4 3 oy 4 # FU 4 12

4B 45 AR ROC W& F @4  HA R P RHAE(%) HFE(%) 95% CI
TGF-B, 0.691 293.82 <0.001 64.43 71.50 0.632 ~0.745
VEGF 0.725 405.10 <0.001 74.24 76.37 0.684 ~0.767
CTGF 0. 681 212.51 <0.001 63.26 67.93 0.615 ~0.729
= RBEA 0.774 - <0.001 83.45 79.28 0.725 ~0.836
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BRI BERR AR . VEGF J&—Fh 5 B2 45 5 M4l
LA P RZ A K B R, LA A 2 R 38 o A
Y BRI 2 G O I R e R R
—8 CTGF B A I 04 A= B 20 RS 27
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