s 940 I AR B WA 21 2026 4F 10 H 45 26 %58 10 #] ] Clin Nephrol, October 2026, Vol. 26, No. 10

o Il PRAFST o

/N BRI Mo A B8 TR I a2 I T
A K R F B1 L B3/ RNA-29¢ 5 5 BR 41 4
TEHY G R IRDT

M TN HRwewm FHR 3w

"L EAKFH ZERE AA, KR 030001573 3% T P B A AL, IE 3R 04400057
KR PSERERA, KR 030009

BAZHEF : F-BL, Email : 1603748230@qq. com

[FHEY BR R B /INERG G I 5% B £ 3 I8 15325 B T 4% 46 4 K 7 B1 (transforming
growth factor-81, TGF-B1) ./ RNA (microRNA , miR ) 29¢ 5 Ji§ T 4 1k (peritoneal fibrosis, PF) i
KFR. AHiE AIIEMHER2021 4 1 7 5 2023 4F 3 71 1L PG BERMR#28 21 Be /N s SR 3 184 431, e
A EE Y R ARV R AT B, B 2 4E 25 U 4 1) RS IR T KL PR 2y M AT ek 4l
(n=48) AR YL AL (n=132) o LLAE T 41 58 04 W PR B2k L35 BT i B g 17 3 4> A g I R i A v o
TGF-B1.miR-29¢ ik K ; Logistic [FIJH 4087 & 4= PF 20 R 2, S0 il 26 4806 20 B 588 T Ak
P TGF-R1.miR-29c /K5 &A= PF (& & , 2R & TAERAE M 28 K th £ T i A1 (area under the curve,
AUC) I I8 BB M h TGF-81 . miR-29¢ X & 4= PF WA (E . &8 A fb B R4
AR (0. 3740, 12) IR/4E E (0. 2620, 10) Y/4FE 1 L 4 h B 38 A W LI 5 il WL HeAE (dialysate/
plasma creatinine, D/PCr) (0. 72+0. 17 H 0. 57+0. 13) 0 h i 35 #7 % 75 25 B8 % 12 HeE (dialysate/dialy-
sate at 0 h,D/D0) (0. 53£0. 14 [1, 0. 41£0. 11) & THARLF i 21 (P<<0. 05) . &M 34 F 5 , S 4fb gl &
B IS BT TP A9 TGE-p1 K- [ (382. 67+67. 28)ng/L 11 (325. 94462, 31)ng/L | & T AR 4 fb 4,
miR-29¢ 7K - (0. 58£0. 18 [£ 0. 81+0. 23) IR T AL 4 fb 41 (P<C0.05) . BCIEMEPE A K A A% 4 h i
D/Per.D/DO0 J5 , BT 34 H 5 I B3 HF i th TGF-B1 . miR-29¢ /542 %& Ak PF 19 <7 540 ]l 2 (P<<
0.05) ;3B M 340 H G BB TGEF-R1 /K5 % 4 PEF 2 1E M2 ¢ &, miR-29¢ /K5 &4 PF
ERMZNERFR(P<0. 05) ;B0 340 H B IEIFEENT R TGF-R1 . miR-29¢ Bl S 5564 10 4 4 PF ¥
AUCH I 0. 776 0. 732.,0. 884, 51 B /NERBENE LA BT 8 34 I8 BB BT F TGF-B1.miR-29¢
KOF-5 & PF R MG R  E A B T mxt iR & A4 PF i TR .

[EgEim] B/ ekEm  IERLENT ; He A0 K 7 81 Sl RNA-29¢; B IS 2F 44k

E&WA : KT H RIS 15 (202218)

DOLI: 10. 3969/ j. issn. 1671-2390. 2026. 10. 006

Relationship between transforming growth factor- 31, microRNA-29c in peritoneal dialysate and
peritoneal fibrosis in patients with glomerular diseases receiving peritoneal dialysis
Yang Fang',Ning Shao-ziong” , Chen Xiao-li*, Qi Yue', Guo Xiao-li'
'Department of Nephrology, Second Hospital of Shanxi Medical University, Taiyuan 030001, China;
*Department of Nephrology, Yuncheng Central Hospital, Yuncheng 044000, China;’Department of Ne-
phrology, Taiyuan Central Hospital, Taiyuan 030009, China
Corresponding author: Qi Yue, Email:1603748230@qq. com

[Abstract]  Objective To explore the relationship between transforming growth factor- pi
(TGF-B1), microRNA (miR) 29c¢, and peritoneal fibrosis (PF) in peritoneal dialysate of patients with

glomerular diseases receiving peritoneal dialysis. Methods A total of 184 patients with glomerular dis-
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eases were prospectively selected from Second Hospital of Shanxi Medical University from January 2021
to March 2023. All patients progressed to end-stage renal disease and received peritoneal dialysis, with a
2-year follow-up period; 4 patients were lost to follow-up. Based on whether PF occurred, patients were
divided into a fibrosis group (7=48) and a non-fibrosis group (#=132). Clinical data and the expression
levels of TGF-B1 and miR-29c in peritoneal dialysate were compared between the two groups before di-
alysis and 3 months after dialysis. Logistic regression analysis was used to identify factors associated with
PF occurrence. Smooth curve fitting was used to analyze the relationship between TGF-31 and miR-29¢
levels in peritoneal dialysate and PF occurrence. Receiver operating characteristic (ROC) curve analysis
and the area under the curve (AUC) were used to evaluate the predictive value of TGF-81 and miR-29¢
in peritoneal dialysate for PF occurrence. Results Compared with the non-fibrosis group, the fibrosis
group had a higher incidence of peritonitis ( [0.37+0.12] times/year vs [0.26+0. 10] times/year) , a
higher dialysate-to-plasma creatinine ratio at 4 h (D/PCr) (0.72+0.17 ws 0.57%0.13) , and a higher
dialysate-to-dialysate glucose ratio at 0 h (D/D0) (0.53%0. 14 ws 0.41+0.11) (P<C0.05). After 3
months of dialysis, the fibrosis group showed higher TGF-g1 levels in peritoneal dialysate ( [382. 67+
67.28] ng/L vs [325.94+62.31] ng/L.) and lower miR-29¢ levels (0.58+0. 18 vs 0. 81+0. 23) than the
non-fibrosis group (P<C0.05). After adjusting for peritonitis incidence frequency, D/PCr at 4 h, and
D/D0, TGF-B1 and miR-29c¢ levels in peritoneal dialysate 3 months after dialysis remained independent
factors associated with PF occurrence (P<C0.05). After 3 months of dialysis, TGF-B1 levels in perito-
neal dialysate had a positive linear relationship with PF occurrence, and miR-29c¢ levels had a negative lin-
ear relationship with PF occurrence (P<<0.05). After 3 months of dialysis, the AUCs for predicting PF
with TGF-$1 alone, miR-29¢ alone, and their combined use were 0.776, 0.732, and 0. 884, respec-
tively. Conclusion In patients with glomerular diseases receiving peritoneal dialysis, TGF-31 and miR-
29c levels in peritoneal dialysate show linear relationships with PF occurrence. The combined use of the
two indicators helps improve the predictive value for PF occurrence.

[Key words] Glomerular disease; Peritoneal dialysis; Transforming growth factor- p1; mi-
croRNA-29¢ ; Peritoneal fibrosis
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B /INBR Y g 3R I B /N ER G5 A AT g
B A B EIRIT B R BN FITE , TR R Sy 2R )
' 9% (end stage renal disease, ESRD) . /4 #F 57 £ 4
W, B /NEREE N AE T A7 ESRD B & i R
23.2%~24. 4% . JEJBE BT & ESRD B A 20 E
BAIBIT I AU B B R AR B A, LU BRI
AR R P A 24K oy ABAE KR T i b,
AT SO A A AR AR B S AT, AT RE S R I
S 485 4 e A= AR Ak, B 24 3 IR S £ 4 4k (peritoneal
fibrosis, PF) , S B0 35 68 U8 v | Fe 21 i 3R
BB M2, M ETOET PE A2 W4 b vhe ol 20 )36
6 ABIZ TR B TA BIHRAE 3050 8 AT BB 32 2F
PUNER SRS NE K L (RN IV e S A Wl €Y
B I 12 I VEAL PEF A B T 0 S JE R TT
E D

Ak = K A ¥ (transforming growth factor,
TGF)B1 & TGF-BMEIEM i Z —, R E A

LU YA CEE R 7. AR B, TGF-31 7Him
A B LT i AR TE B 1/ RNA (microRNA,
miRNA 5§ miR)29¢ J& miRNA i i i 5l 2 — , &
UV AT . A 0F9E &3, miR-29¢ 1]
Z 5 ST g bt BARE A FITIESL
T TGF-B1.miR-29¢ 5 ¥ JELF 2 kit J A 06 B
KT TGF-B1.miR-29¢ 5 "B /NER P i 25 By i
PF (3¢ Z A5k Z 8807 o A it , A B 53 % L Jie I ¢
¢, E LS A E B AT TGF-B1.miR-29¢
5 PFBYRFR, A Ba Rk i S o 1

MR 575 E

— BRI H

FTHE M L VG BE R R 2750 — B2 B 2021 4F 1 H
22023 4 3 A B2 9 5/ ek s i 184 ), T
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B INER 950 HE g & ESRD, ESRD 454 A 5612 Wt
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PR, 28 B 2 IS R BRER 25 (2) ¥ ) i JE
BT (3) 432 MR ZE s A, T 2R AR ik 5 (4) 4F
WB=>18% . HEERARUE: (1) G IFEPEME ; (2)iE 34
HA B8 T A S 5 (3) BE IR B R e I
g ARAH DG 1 s S5 4k & I 2R 2 300 ESRD; (4)
e RO 5 (5) 1P PR 5 (6) A B TG K 28
B SAIE 5 (7) 2RSS 5 (8) AL GL R 5 (9) K5 pf
BRI RE L ORRRIE AT IA I ; (10) 4252 B R
Fo AT ILPE BERF A7 5 R B e 2 0t 25 4tt
HELHEAESS - (2021) YX 55 1875 |, BT A B S5 5015
p=e

N S

L. PE AR A RADE (238 8 KA 8
H ML AL B8 2RSS, 2 1% F 2R
PR Jmy S R I , T 75 5 1 S T 2R O A 20 41, 1
SRR 2~4 B, JRURE 25 OJS R 1 0 T 108 4R 60 2 40
AL, JooK [ e ekt 57 Bk PR . e Ah
073 B R T 508 DX JEE G/ I A8 A L TR) B ST
K EWREAZ RS WA E A PF .

2. MUABIE ST ik ISABIRE BT 24F, LAA
WY RAE RS I, LI 2E & s SE T
Bt 17, JTE] 2 U7 4451, 3 180 11 £ 3 58 W 17 , e i
VSRR IR 2025 4F 3 H o 180 il S5 MR 6 215 &
A PF, 5 AR AR (n=132) FIEF AL 4L (n=48) .
Wit 37 0 () T A 0 40 40 2 R T s A, 1 P vk
1.5% 3% 2. 5% (1) i 45 W5 3% B v, 1 H & il &2 o
6~10 L,

3. — M FA RAEWALEE A — B
Bh AT B CE N SR RS O I N
o R HE S5 (body mass index, BMI) FR 4B ThfiE |
R AR & A% | & [ (albumin, Alb) 4 h B & Hr
VU 55 i AL L AE (dialysate/plasma creatinine,
D/PCr) .0 h B 375 b7 38 5 25 B 7 1 L (dialysate/di-
alysate at 0 h,D/D0) | Ifi. . # F (hemoglobin, Hb) |
25 [ Ifil i (fasting blood glucose, FBG) | ik i [if] i
(total cholesterol, TC) . = % & ig 2 (A AH [ 5 (high
density lipoprotein cholesterol, HDL-C) . = [t H i
(triglyceride, TG) K% B 15 £ (1 JIH [#] B (towden-
sitylipoprotein cholesterol, LDL-C) | 5 . #§ . & | ¥
- M B 9K K & 4¢ (renin-angiotensin system inhibi-
tors, RAS) #l1 il 7] , 4= Bz H R 5% B % (intact parathy-
roid hormone , iPTH) |} J5%:385 B 1 78] 2 A vk 135 55

4. FEEIAA R REATE AL (F
M) 25 i % Bk 1L 3~8 mL., Sysmex XE-2100 4> [

S LA AE /3 M AU Hb s 76 4 °C, 3000 r/min 7
B0 10 min J5 (B0 242 10 em) , 2R I BECKMAN
DXC800 4= [ 3l A= Ak 73 #r AX A U TC. TG Alb,
LDL-C HDL-C .FBG .45 #§ A0 iPTH.

5. TGF-B1.miR-29c il 7 ik RAEWLH B H
50T AT B Ao B3 AT 5 7 T A R I R i Al
FHARZS 0 T TR I 2 A7) B BT 34 A Jis B R i
W45 10 mL, 7 4 °C, 3000 r/min # 3# T 5.0 10 min
Ja (B4R 10 em) |, BB 2008 SR FH IR G
W B30 5 TGEF-R1 7K 5 SR SE I 28 o 1 A
it % 2 R 0 32 IS miR-29¢ 7K. BRI 42 H
b E AR RNA A6 0 2B R B 30 A SR AR
cDNA, I J5 #4798 R B, LLUGHE N NS, &
28T A miR-29¢ /K-

= Gt F Ak

K SPSS 27. 0 #fF 4b #EECHE o Bk R IE A4
i 7 2255k BT R ks Fom KB 5 TP
B (%) s ek de . Logistic [RIH 40 Hr & 4= PEF
AsZ IR R 2R S 2B o e BEE AT TGF -8
1.miR-29¢ /K V-5 % 4 PF X & |, Z ik TAEFHIE
i £& (receiver operating characteristic curve , ROC Hfi
2) 2T MR (area under the curve,, AUC) 53 #7iE
33 M TGF-B1 . miR-29¢ X %& 4= PF A4 i 41y
fHo P<<0.05 RESFAGITFE L.

# R

— A EF T

PIZH R PE ] AR BMIL B /NBRBOFR A 0
I & % £ Hb, Alb, FBG, TC, TG, LDL-C,
HDL-C 45 % B0 iPTH SR A% Shhe W I3 Hr il
I E  RAS R O LA, 25 RS
P L(P>>0.05) ., £F4EAb2H B3 18 A & A 0
4 hi D/PCr.D/D0 & TR 4Efb 2, 2 5 A 5
e X (P<<0.05) (% 1)

= & E AT iR TGF-B1.miR-29¢
K rb g

WA 20 £8 35 37 B i I B2 BT TGF-B1 . miR-
29c KA, 2 SR RS B L (P>0.05) . P4
BB 3 A R EENT H TGF-R1 /K FEGE
MGt , miR-29¢ 7K - 55375 A1 Fif A8 (P<<0. 05)
YA gl /B BT 3 H 5 IR BEE AT TGF-B1
K TARLF 44k 4H , miR-29¢ 7K AR TR £F 4k 1k
ZH(P<<0.05),(F2)
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Tab 1 Comparison of baseline characteristics between the two groups

WH LF YA AL (1=48) LT YAl (n=132) t/1E P&

TSI (%) ] 0.104 0.748

5 30(62.50) 79(59. 85)

u 18(37.50) 53(40.15)
(L) 57.42+3. 81 57.18+4. 05 0.357 0.721
IR HE R (kg/m?) 22.86+1. 44 22.73+1.52 0.514 0. 608
B /NERBIR AL [ ] (%) ] 0.295 0.768

IgA B I 25(52.08) 71(53.79)

FSGS 12(25.00) 35(26.52)

MN 8(16.67) 19(14.39)

MPGN 3(6.25) 7(5.30)
S IR B (4] (%) ] 0.156 0.693

A 19(39.58) 48(36.36)

& 29(60. 42) 84(63.64)
B BT RE (mL/min) 4.66%1.25 4.71%1.31 0.229 0.819
L 58 2 A= A3 (YR / 4F) 0.37%0. 12 0.26%0. 10 6.177 <<0. 001
4 hif D/PCr 0.72+0.17 0.57%0. 13 6.285 <<0. 001
D/Do 0.53%0. 14 0. 4120. 11 6. 000 <0. 001
Hb(g/L) 104. 52+7. 49 105. 31+10. 25 0. 488 0. 626
Alb(g/L) 35.28%3.95 36.72+4. 80 1. 861 0. 064
FBG(%) 5.52+(0. 84 5.38+0. 91 0.931 0.353
TC(mmol/1.) 4.1140. 97 4. 04+1. 02 0.412 0. 681
TG(mmol/L) 1.2540. 23 1.2140. 21 1.101 0.272
LDL-C(mmol/L) 2.37+0.73 2.30%0. 76 0.552 0.582
HDL-C(mmol/L) 1.09£0. 15 1.1240.12 1.384 0.168
5 (mmol/1.) 2.14£0. 11 2.16%0. 09 1.240 0.217
W (mmol/1.) 1.8240. 16 1.78+0. 18 0. 481 0.631
A (mmol/1.) 4. 460. 90 4.39+0. 85 0.552 0.582
iPTH(ng/L) 381. 424124, 57 369. 55+120. 36 0.580 0.563
i RSS2 BT A AR BE [ 451 (%) 0.870 0.351

1.5% 25(52.08) 79(59. 85)

2.5% 23(47.92) 53(40.15)
oI RAS a3 L1 (%) ] 0.114 0.736

2 23(47.92) 67(50.76)

o 25(52.08) 65(49.24)

T FSGS Jg Japhk 15 Bt /N EREE AL s MIN g [BEE B s MPGIN g [BEE AR R /NER W 28 5 D/ PCr i@ i i UL L ULET L AE 5 D/DO 2 0 hisf
BT S Ak LU Hb O I 2088 115 Al Sy AR 1 FBG 28 I LA s TC Sy B IE B ; TG S = HHm 5 LDL-C 1% BE i 2 1A ] e 5
HDL-C 8 % B i 4 (I [ P TH b 4 B HUIRDE IR 2 s RAS ' R - 45 0K R R G0 BRI SRR Ab 39 s

®2 WALBEBERGENTR T TGF-B1 .miR-29¢ 7K1 L (T+s)

Tab 2 Comparison of TGF-B1 and miR-29¢ levels in peritoneal dialysate between the two groups (T+s)

i - TGF-B1(ng/L) miR-29¢
4157 % — ; R P : PN
BT #ENT 3 )E M BN IAHIE
LY fbdl 48 246. 08+38. 72 382. 67+67. 28" 1.150. 36 0.58+0. 18"
AELT ikl 132 243. 65+40. 55 325.94+62. 31° 1.20£0. 32 0. 81+0. 23"
2] - 0.360 5.287 0. 896 6.262
Pl - 0.719 <0.001 0.371 <0. 001

1 5B L, "P<<0. 05; TGF A K K F s miR AN RNA,
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A&

LB /INER 95 5 1 325 i A8 5 5 A PE AR
A2 & (AELF i fb=0, SR 4 fb=1) , R R & AR % |
4 h B D/PCr.D/D0 . & 1 34~ A J5 18 15 3% B i
TGF-p1.miR-29c¥E4 A28 4t . Logistic [A1IH 7347,
g5 R WR B AR R A% 4 hisF D/PCr.D/DO . %
Br 3 H JE & T h TGF-B1 . miR-29¢ 52 B /)
BRI NE BB BT 58 3 & A PR B8 S7 52 PR 28 (P<<
0. 05) 5 K F ) P 37 53 VG e 32 4% 1F I RE 4 A i
4 hif D/PCr.D/D0, 45 5 R &M 34 H J5 e
JEEEATH T TGE-B1 .miR-29¢ 752 B /N R g I i
&M B E kA PF B Sz 2 om B (P
0.05).(%£3)

v9 MBI AT iR P TGE-B1.miR-29¢ 5 B/ 3k
BIRE IR ENT B H K AEPFHIX &

TEACIE HoM =5, R i th & 8816 5
Br I8 3% B ¥ TGE-B1 . miR-29¢ 5 B /N Bk 9%
IE AR HE L EPFIIER R E R, B
B3 A H )5 I8 IS BT TGF-B1 5 B /h ek
5 I JIES 35 Ar 8 3 & 4R PR &L IE ) Z6 M 56 &, miR-
29¢ 5 B /N9 i 1B IS B B8 & A PF A& 7 )
PEFX R (P<0.05). (1)

A L AT R P TGE-B1.miR-29¢ &F B /v 3k
o I B T B A KR PF 8 TR A1

ROC M1& ¥ bR, B8 34 H 5 I8 B AT i
H TGF-B1 . miR-29¢ 0 B /N R o 6 RREA25 BT 18 2
&M PF 5 AUC 4358 0. 776 0. 732, fe £ #E BT

%3

4 359. 76 ng/1..0. 65, USSR 70. 83% .64. 58%, FF
SERER 78, 79% . 72. 73%. FEEENT 3 H J5 IE IS
Mriti v TGF-B1.miR-29¢ Bk A T Y Logistic =] 1
(Logistic regression, LR) #& %I . Y=0. 835-+0. 616X
TGF-B1(ng/1.)-0. 590xmiR-29¢, # it 2l ROC i
2R, B R TR0 ' /DN BR G 1 R A% A R85 R A PR
1) AUC K 0. 884, B & BE Ry 83.33%, HF 5 B
85.61%. 4 Deleng K%, TR B {1 F 00 47 {15 458 155
Mt 34~ H 5 I8 BESE A R TGF-B1 . miR-29¢ U 15
WA E B FE TE (222,051, 3.268, P=0.040,
0.001) (& 2)

W’

JE REEZE AT AT A 0 B ESRD 25 i IEAN BE IE
HEH AR 2 0K o) B A Tl b B
Wyt 227K o3 5 2 i MR R IR I8 T, X SR AR
P PR R A SO TR, vl 400 o 2% ) Bz 4 i 444 5
T PR B B ) B A, s A i3k 6 A B PR R ]
R HE TR AR A I 2 R AR R A L R, A
22T VR T S [ fhe A R R 2 P 245+ 2 o B
AR PF AR HLRIAC N 2%, FURG R BT, 3
AEETE R B, AT RE -5 HE TN 50 0k JRAE BV A
R4 2 TGF-p1 B Z R ohEe, A
AU AN S TR Al R T TR AR i T 2 R
LFHEALIY B JAE STV A A o5 AR e
AR L B IR A2 AR, B AR R A EIR AL, 52 1A
WEIR 5 48 520015 AL T iF Smads, 5 HE55 5 K 85T
VA5 T HE A IAZ , T VR P DA e 5%, e

B /NS S35 BT 8 35 K AE PF 1Y Logistic [F1H 4387 (n=180)

Tab 3 Logistic regression analysis of factors associated with the occurrence of PF in patients with glomerular diseases receiving

peritoneal dialysis (72=180)

Bl ex 1 SE{4 Wald 2 {f PAE OR1H 95%CT
L 1
W RS Je A AR 0.704 0.202 12. 142 <0. 001 2.022 1.402~2.915
4hit D/PCr 0.765 0.213 12.903 <0. 001 2.149 1.528~3.023
D/Do 0. 643 0.194 10.979 <20. 001 1.902 1.322~2.736
TGF-p1 0.685 0.181 14. 340 <<0. 001 1.985 1.381~2. 852
miR-29¢ -0. 890 0.224 15.793 <<0. 001 0. 411 0.275~0. 613
fig el -1.142 0.303 15.418 <<0. 001 - -
B 2
TGF-p1 0.616 0.165 13.956 <<0. 001 1.852 1.308~2. 623
miR-29¢ -0. 590 0.177 11. 106 <<0. 001 0.554 0.379~0. 811
“HEI 0.835 0.206 14.711 <20. 001 - -

TE : PF O JE LT AL s D/PCr Sy A W IUEF -5 1 JLISF FEAE s D/DO0 2y 0 h N B AR A 4 8 3% 1 LA s TGF S #eAbA= K H F s miR S by

RNA.
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T« PF Oy MR 2F 248 4k s TGF B A6 22 I I 57 5 miR O fil/b
RNA.
B 1 #EHr3H R EBESEHT P TGF-B1 .miR-29¢ 5 /)
BRPIA IR BT A B A PERY KRR (n=180) 1A, TGEF-B1;
1B. miR-29¢
Fig 1 Relationship between TGF-f1, miR-29c¢ levels in peri-
toneal dialysate and the occurrence of PF in patients with glo-
merular diseases receiving peritoneal dialysis after 3 months of

dialysis(n=180) 1A. TGF-81; 1B. miR-29¢

KRS 5y gk s SERBT Y & BR, 3R] SR
W7 TGF-B1/Smads {5 = i % AT i 1 9 /> 5% i K
TR I IR R A A T A e S 35 A
KEPF, BHEHIRE M, ERGE T R EHT
Wt TGF-B1KF- I 5 & 4 PF % UIAH G, TGE-B
1 B2 I & A PF A AUC K 0. 802, Fe AEESURRJE F
PSR R 74, 05% .73, 02%. AHFFE45 5 & 3,
LR A2 B BT 3 5 IR S BT TGF-B1
KV EFARL b, A5 BRE ZEPFA L, 5 I
IR FE S AL o 43 BT A DA AL - 35 53 k3 i
B34 A e B M PR A B DR 1 TR, 5
M) £ 2 BB 45 A AN D BE AR i R A IR I R &
AN G S SO R ) R AR Y5 AR S S E PR T

0.8

i 06
B
0.4
—— TGF-B1
0.2 —— miR-29¢
— BET
£ I I 1 I
0 0.2 0.4 0.6 0.8 1.0
1R

T : PF 0 2T 4E AL s TGF S 8% A 2 K 5 5 miR 9 B/
RNA.
B2 &Wr 3 H G EEETE T TGF-1.miR-29¢ X & /)
BRPIH I BB BT R A PR TN ROC £ (1=180)
Fig 2 ROC curves for the prediction of pf in patients with
glomerular diseases receiving peritoneal dialysis based on TGF-3
1 and miR-29c levels in peritoneal dialysate after 3 months of

dialysis(#=180)

BRI, 175 T JORE N, A1 1 8] R 240 Jf i) 72 S e £k, n
R R AR T LA R A, 4 HF P, e 5|k
TGF-R1 K FTHE . BLoh, ARBFGEA & EHT 34 H
Ji B8 FEE BT P TGF-R1 Bl i & A= PF Y AUC
R0.776 , Uk B SR PN 2 AT — 2 REE
miR-29¢ J& T miR-29 ZE W i , B—HKS HH
PR 2 53 Ji 7K I8 1) PN R 1 I g T PR BE /N o
RNA, I FEHE S5 Jq KSR R i 6 sl A 5 7 Sk
R RIR , A ALV S w0
VT A B WFSY & B0, miR-29¢ 75 5 I 20 2 5% 1. 35 o
B IR, WS 5 RRE RV R G Ak
S 0L DR SR 4 i A/ R S o A e R, T
Z 5P R /NSRS K B, miR-29¢
T B I T 2 Ak K BRI 3 AN B L e R R AR, H S
B[] J53 £ 2 Ak 2 A G, n] R Y R i TGF-B1/
Smad3 18 %2 5 5 W] R 4efb it R . ARFSEas Rk
B, £F AL 4 B BT 34 H R RS BT miR-
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