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[ Abstract] Posterior urethral valve (PUV) is a common cause of lower urinary tract obstruction in boys.
Despite valve ablation in early childhood,some patients may progress to end-stage renal disease (ESRD). Cur-
rently no reliable biomarkers are available in clinical practice for predicting the potential of developing ESRD.
Detected more easily and earlier than other types,urinary-derived biomarkers may become early diagnostic and
prognostic markers for renal outcomes in PUV children. This review focused upon the latest researches on urina-
ry-derived biomarkers related to PUV ,aiming to deepen the understanding of PUV.
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Jii B N ( posterior urethral valve, PUV) J& S 8 B4
PREGAEBH 9 F DL B 2, M J LR 1 ¢ 8 000 ~
125000 J5 PR A 19 3 2 E0Re LA 15 DG L i 3 A
BH., SR EEA T3 5K 5 It B 334 T2, 7™ A5 BH W] 5 ) 1
iR, TS RS 5 AN b A8 UK, JF 38 B S BT, PUV XS AR
JLIGE e B B T e 5 2 RS 11, BV 7 2R 4 )L st 0 Aot o
FERA, RPYI Bk G IRIEIGRE A5 1/5 ~1/4 (LT REdk e
KK (end-stage renal disease, ESRD) , 754715 #7815 A
RAAIT 2 ELRI, I R b 0 6 7T 45 A AR M b 25 40 FH L
TR B )L 25 30E g 22 ESRD, A Lb T '5 0k 4544 F 1) g i A%
BRVGAELE bR S i A2 A B 5 L PT SE Ll AG: I 21, .WﬁﬁT

REAESN PUV 38 B L = (Y 2 W M BUS bR &8 . I 4F

K, TR I Z R 6 04 DRUGAE: A W 7 0 Cln 2 i 4 e IR
HHBE B T 2 IRESF) o A SCERIT AR R PUV A
PRIENEAE P hr 5 W) B 5T HF R, & 28 IR I R XS PUV 1y
AR IR R RIEPEAE YIbR S 7R PUV 12 W7 0T KU PEAG
rF A I T B S

— ARIE A+

(—) g3 TR AL [ F-o (tumor necrosis factor-alpha, TNF-
@)

TNF-o & —Ff 2y T 94 2 40 0 7 A 4 02 % 40 B 1A 7
CE A | 1045 P B A AR B /NS i 0 L R 2% 4 s
AL FEAR ) HCAEARRE S R B 4T 4 A0 B D) e R A T A 5
BEVEHIY L TNF-o ] L b3 B B At 90 A B 263k, 35
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R R ARG A, JF s R NE MR T, TNF-o
F T 25 A MR IR FE I F Z AR 1 (tumor necrosis factor re-
ceptor 1, TNFR1) Flfidrssd R HE K 75244 2 (tumor necrosis factor
receptor 2, TNFR2) & EAR S AL o] . 725 MErh, TNF-
o FEEF LG5 TNFRI FEH /NG A T, o 005 5 4T
Uefb s T BEGE oR,  PR Y % 1A B (uretero-
pelvic junction obstruction, UPJO) # JL,JR & * TNF-o 7K 3 Tt
15, B TNF-oo E RO Sy S0 TP AT REL 1 5 s 11 PR TR 2 )
tREm

1€ PUV B LI BRIE T, TNF-o, ] V5 14 o 98 3 9 TRl 7 5%
{4 1 ('soluble tumor necrosis factor receptor 1,sTNFR1) FllA] ¥
PR IR AL I F- 32 44 2 (soluble tumor necrosis factor receptor
2,sTNFR2) f7K-F- B840, w55 7K ~F Y IR TNF-oc 55 AY 1 /)N
FRiE 13 % (glomerular filtration rate, GFR) A M m= /K1Y B2-1#
BRAE 14 ( B2-microglobulin, B2M) | JR % i FE A7~ — 1
A PUV B H VIR BIROE RIS RIS IR A0 I A 7K I IS &
I AEARTTIR TNF-o /K70 8 35 28 5 (0 JR 3 v, 0 JB IR
TNF-o 7K BAEA ST W T B AR AR 4E 45 T R ka3, HAE
ARG T AENFRZ BT, X 5% 0 B 1 LR K722 —
B, RWIXRR Sy F 3 B AR PI BR 5, 7347 AE 4 22 109 B 400
B, PUV B IR D TNF-oo (97K P70 A DTG I 52 LAY
5 WU A AS AL — By a3, R BT IK TNF-o AR
PUV & LAFRE VIR 5 015 e Wa ) &) RS A= b i
Bl PR EABE Y Z ARG 1 AR, IR b i 34 U 5 PUv
FEE T DIRE ) OC & K 5 ESRD 1Y RE

(=) ¥4k 4 K I F-B (transforming growth factor-beta,
TGF-B)

TGF-B AL A KR F K HER — G, i 3 i A
TGF-B1 . TGF-B2 1 TGF-B3 21, j& —Ff HA Z M A= H T g
MIAE A T, FE NS, TGF-BL J2& 40 M 3k e )™ iz 1
R AR LU b R AN TGF-B AT BRI, #F
TR, Y B /INE T A0 i 32 B 54 I T LA 43 W K A TGF-
B, UL AN B LF AL

ZIWISE R, PUV U DT R HT BRWE h TGE-B1 /K
V¥ T IEH L, H5 GFR B P ',
SRR R, PUV S LIRIE IR AT PR W TGF-B1 [
K H 197.8 pg/mL, AT 6 4-F 4 73. 6 pe/mLL, FE M
JULHLE WUBF A2 K-t K 1. 65 mg/dL R 2 0. 65 mg/dL,
K] PUV B UAG TR 5 PR rh TCF-B1 7K P B BT R
FIl 2 WA, FLPERA Y DI BEAOPK S . Sharma 2451 B 57 & 31,
PUV B LR R DI BR i IR TGF-B1 7K -] 18 & T % BR4H
3% 5 Panigrahi 45" (B 545 R — 8, (H Sharma 45" W45
ARG 3 A A8 ILRI TCF-B1 KV JLT- T2k, ZAR)G 6
A BFALR B 5. 7% , R 40 AT 685508 M 4 A 1 0 5%
WA 5, FAM, T BoR PUV BJLARJS TGF-B1 BRI i
T EARSE 6 AN B I IUEE FRET 22.45% , 3R]
B Thfe SRS I — IR PUV B LR BB 15 i f5 R
T AR AT B B9 R I, — 0 B LR S IR TGF-

Panigrahi

BL ZKF-FLII R e, 2 Y AR 1 i e, i b A8 Ak 5 1l 7
JUUBF K SP- 1) 722 A 52 30— B, 3 B RV 7 B U0 B /=, AT
ARSI VIR TGF-B1 /K3
IEH W] TCF-B1 B AT LIES PUV AR5 BB 115 Fr ik
Yy, (B IXSERIFR (AR 5 B U5 I ] 4 A 1 4R, iR LI IR
W TGF-B1 /K7 5 5 T e A5 000 i A WAty PRI b, e A 4 U
PUV LI VIR 5 PRI TGF-B1 /K- BTl /s 4 1 2
REVRAE , (X T TGF-B1 KRB R FRERIIE L, i 0E— 20
WA e E5E .

(=) F 2B~ % (interleukin, IL)

TL S —2H A5 P20 A P 20 P, 7 W U v
HE /NG b B A ) L ZIETF PUV LR REAS Y
W &P, PUV Bg LR P 113 1L-2 114 \1L-6 . 1L-10 2548
IR T BN L e Mival 2P g #EgE R, PUV
JURWE TL-6 ~F-247KF- M ABERTIY 5. 17 pg/mg LI i 2 A
J5 9 N AR 3.61 pg/mg JILET, IR DIER 5 PUV LR
Wb TL-6 KPS e AT P R W, AR, Mandelia 251 BF 55 %
I, AEAREDIBR AT, PUV S8 LRI BRZH 2 [R] IRV 11-6 7T 3F
To B E 2S5 YIRS A E 5 IR IL-6 /K- [B1FE
FERADCHE  RATFIAR G 22 500 A 2 . H R 8109 SCRkR
Z S ER R I BRTT PUV LR L 7K T L,
X} F Mandelia %51 AGRIF S8 25 5, FRATTAE I T R thi T % BT
FREARBUNG, X TR ARG 1L-6 BET [ 'E
YIREAE L, Mittal 25 B BF 5 45 5 HOR Y 5E T X — 4538, 1
HBFFEREA i A K, 7T AR I 5 2 3k — 20 WF 5% LA 52 o
e

L B2-fEREE 11 ( B2-microglobulin, B2M)

B2M J&: A FEHH LA ML SRR S o7, To vk 2
iR AR R, JLT-58 Al B /N R IE L, O AR B /NS R 42
RS, R LR B2M ¥k BE 4 N, AT RE $ /R
INE T RERERS, T B /N I REBREAS S PUV Y3 LB
S IRLAAH L, PUV R LBRIE T B2M AR B Sy, OF 5 0
Rl F i TL-8 | R Mk 41 Ffd 44 1k Kl -1 ( Eosinophil chemotac-
tic factor-1, Eotaxin-1) | B4 40 g ¥4 1k 25 19-1 ( monocyte che-
moattractant protein-1,MCP-1) F1 sTNFRI1 BIEAE . BEgT
FU G LUK R P g B2M ¥ 0] T 5l O B
JRIE 58 (congenital anomalies of the kidney and urinary tract,
CAKUT) iU A= S B e 4t Jy il B > Drreux %1% 72
— TG B E] 10 ~ 30 4F f [l Jast 14 AF 5 v & 91, B LR TR
B2M >5.0 mg/L 7] LATH 18] ESRD, Ry 87% , 4f 5
JEH 72% o —IRT PUV BE LIRS B JUE 2 RE B F 5T
KB, KA ESRD B89 BRI B2M 2K 1 35 T, BF
FE/RTE ESRD By PUV G R B2M Rz /KF-h 86 g/
L, T &4 ESRD [ PUV S PR B2M h 3 /K -3k 4 900
we/ LU0 PR, TSI IBR A S VIBRJE , PUV H82% IR
e B2M KSR aT T 4 R B B, (EELAA i A
KRG BIK Dreux 7 LR B2M > 5.0 mg/L
ATLAH PUV i JLAEJR B ERO AR BL45 S5, {H Sharma %0
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WO, IR JLIRE T B2M > 10. 0 mg/ LA BN H , ££ 2 540
o H >2.0 mg/L 5% 4. 0 me/L BRI A Fi ESRD, 1fij PUV
SEE VIR 5 IR B2M A IR(E A WL AR 18

= AT

FAH 7 F AL FE MCP-1 il Eotaxin-1, MCP-1 X fRi#4
AL Tt A 2 (C-C motif chemokine ligand 2, CCI2) , =%y
AR AN BN AR A P R RN AT AL L b R A
FIZ PN 45t 7] e 35, MCP-1 5 A2 k855 )5, Al kK 154
R MELFHEASERLN ) Botaxin-1 SRR K 7Bk 11
( C-C Motif chemokine ligand 11,CCLI1) ,2—Fh 4@ R T, X
oS4 (R RS TR MR AN ) e A AR AR B R AR,
UEAH J2 98 3 G50 g I P T L 1 e SR 5 ), T
iR 7 4 IL-1, TNF-oc Fi1+ 42 % -y (interferon-gamma,
IFN-y) 5725 o % PUV I LR i 2B AT i i 5%
&I, PUV Jit JLER W& T MCP-1/CCL2 F1 Eotaxin-1/CCLI11 7K
S-SR G, 5 B B B2M K P K B % I R IE A
K2 SETF PUV BH IR YIRR A S5 PRI MCP-1/CCL2 /K-
{97254k, , Panigrahi 25" BF5Y iR, PUV B ARHTIR W MCP-
1/CCL2 [P 8y 147.2 pe/mL, RS 6 4~ H7 88.6 pg/mL, %
HEEH R 6.2 pg/mlL, 3B PUV BE IR BR A JF MCP-1/CCIL2
7K FEO] Jl AR, (RS B 3 o T IE KO X — IR AR
AR ELA: A I 3 o 5 LA g R A ) T e
A, Mittal 2521 (g RIF 55 th, W5 5 70 JRERBS ) B i, PUV J %
PRI MCP-1 7K - 522 R Bk # (H 3E— 20 i 55 & 3, IR
MCP-1 7KV R B 000 PR 2R 8 7 B3 Ik 36 52 11 ) EAG A
(MR R 28 RN LT ) 09 285 SR 2 [0 AH DG e G 124 2 S, T
M PR FA LS WU ARG 3 A A 0 N B3R EA g it
B BRI IR B T e Mk 2 ta#se . {H T Panigrahi
AEUTVR Miteal 2501 (R RIF S 24 R HEA T I 100 9 B 75 W, i AR
XMERIRG MCP-1/CCL2 Al PUV UL B IhRER &R, HEl
KT PUV SR H IR Eotaxin-1/CCL1L (AT TR D, B Ak
RE| PUV B E IR AR5 IR Eotaxin-1/CCLL1 /K1)
A4k, IRk MCP-1/CCL2 B iFa] LA PUV AR5 B gk &
MR bR &2, 1T Eotaxin-1/CCLIT {4 FH W 75 i — 4
%

DU R B R

(—) FRh

FRR R IR LR AR & T E G E R, A4l
8 5 TV R P e S S B R B R 7R IR AR BH
BT R E A-E T Re g & b - ) 38 R Ak
(epithelial mesenchymal transition, EMT) (2] Mittal 222V F
FERIL,PUV B LIRHRD) B wir PR R b 5 K5 26 1 -E S0k
Fk 811,90 pg/mg WL, RJg 9 A~ ¥ ¥k h
1.372.7 pg/mg LT, 87 PUV LRI U 5 S PRI 5 45
EH-E BERIN, FERGE 1 -E A KRN T LEF B i 3 iR
FOKOT- AR C, IO 5 )5 450K B 1 -E KT R Y 1
T, T4 PR B AR BEATY SR AR TE , AT RS 2 — IR TR, Y
K, TAT ORI TR 1) PUV B35, RJ5 9 A H IR

WK EE 1 -E SFEKF 1174.20 pe/mg L, PUV &
JUENEI] 3% S DR 5 05 2 1 - ZKSE3 0, B S Rz 41
SEREVER AR B, P s B e R . B, A5 R R -E
TIAL PUV IRV BRA S B A — 2 i

(=) L1-41 ks 5+

F— 5 PUV & B AH G 10 5 Z0RY B 4 2 L1-40 i gl
[ff43F (L1 cell adhesion molecule, L1-CAM) , % F& — fif 55 fifi
ZRGRETARMNEA, S5 DB, R EMT,
SXE AL I, PUV B W LI-CAM 7K 5 2 71 2502
—IETF 1 ~18 % PUV BE JRIEM: AW br i HE 5 5 T
RESC R MBIE KB, PUV 9 (1 41 42 JR Hh TGF-B 7K 5F- i 3% Tt
w0, JE EAfE T IR AR A UUEF A 4R TGF-B J& L1-CAM &
GFR M VAR XEAE ) L HT, 56 F LI-CAM £& PUV f5 b
FIBFEA B, FoAT i Rk R B 2 X FIR IR VI B R jG PUV
FEE PRI L1-CAM K- 1) 28 4k, {H B R A58 45 R R, L1-
CAM 5 JR 25 (1 WUEF A5 TGF-B B & 4 F i PUV (B I%
GFR R0 iy il e 45 5 o

EIE S/ &S

(—) =M H TRk

=M R FZ i (trefoil family factor, TFF) ik J2&— 2H /N3
FZ K, 35 TFF1 TFF2 F1 TFF3 76 I 57 40 (454 Fis &
SRR R R AR T, TFFs 78 W6 PRI S [R] 567 i) 22 3K A 1 22
5, TEF3 FE' b i 35 360k, 5 B IE AR AR 56, TRFL 34
B DR B b Bz v 63k, T TFF2 S 7E B2 e v 2 i 3
KPR bR B TE PUV ST BT M R IR AL {H
W5 R, TFFs 5 A A8 P B % ( chronic kidney disease,
CKD) #¢, B CKD [ J& , FR  TFF1 1 TFF3 K-
FTt i, TFF3 BiA A& CKD e 2 3b 391 i 2l 7 T (]
O Anand 25 BF 58 Hh 0L 52 B, CAKUT (42 4%
PUV) JLEE R TFFL 1 TFF3 7K SF-34 74, B AR B2 M
NYRITIE IR TFF3 [k 5 B D ae Bk 2 IEAHC . )5
ZEWFSEH, Anand 257 38 % B AT R O A AL AR W P
TFF3 K- Fhm 5 WA 5 - 8 Bk FE R &7 5 H A
Ko AHEGIE —B 5T PUV R LR R4 A= P ks 55 9 9 AF 9% &
BLTFF3 K BERAR . FIRAFSE 2R AE A CKD 5
JL# CAKUT iff7, 78 PUV B R B AFFE R UL B0 T
PR A BE B

(=) PRAR 2 2

PAER, T PUV LIRSS R A S br 9 i F 5 AR
%, ZIF5Y £ L0 B PRI RIS 2H 27 43 B 7 i AR L=
PN L e i LS 24 B e ) Y A A R R IS
B, 506 (DR A R 0 A0 KA 75 4 T i 0 (8 3 £ T 2
—FRE P B PUV UL AR SR 9 I g, Klein
AU L ST PUV A LRI 1R 4, %42 1 26 b
5 PUV S AR I, Hoh g 19 RO R TR 9 I R K,
KHE A4 erT e s T LI 5 85 B ESRD, Klein
SRR T e 12 R LR WA A AR S B T e Y
TN A, B UE SN R W 12 A L IR MR HL AT 5 B R
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FERRE T, BEJS, — TR p O AR SE U AIE SE T Buffin-Meyer
AU RS B 12 Bl LR WK A AR PEBTRE S, 6T 12
T )L BRI 9 22 P00 36 30F 1 7 — 51 [l o T S P A AL S T
FEPHEAT Y . Buffin-Meyer 25 1% B 24 Ff KA 14
A4 BEIT o 24 MY, R 5 12 Rl LR W
JUAR LT P REAR 22 AR . b 3A Buffin-Meyer 251~ () i
G5 YR R RE P IF 5, 3IE 52 T AT L s SR A A R S
ESRD , {H A3 7 KA 2 s O BIF S8 S0iE , A REAE W IR W
PRI AR B PUV 3% % 4 B0 ESRD Hr i (i .
L5 LA, 107 FH R A b i 0 TN S R T S S 1) S
B I BE R I 2 BTSE. BEE BTSSR A , Bk &
(1) SR UEAE A b 5 M W % B, (R 43 BF 5 B0 K ST B
AR F AT ROBESE S S R REHENLIL 5 PUV (2 B Th e 2
KXz, (HIRYE TNF-a \ TGF-B.32M MCP-1/CCL2 4EHE PUV
BEARJG IR K, 1T LT S5 00 T RE s Ak,
R BA —E IR R oS4, DR 2EL 2047 1 17 2%
FE , DRI AR 5 0 B4 BT, X B U 85 S v 0
DAL AR R R A7/ DG I 1 3 1| A N e M N
At B EL AT S B IE, L) B 05 16 J5 TR AE M IR
T A EI— b (k2 ) AE % T B 2 RE S U9 1 DR D A 4
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