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Abstract

Diabetic kidney disease (DKD), as one of the most common chronic complications of diabetes mel-
litus (DM), is a major cause of end-stage renal disease (ESRD). The growth in the number of pa-
tients with DKD has been accompanied by a significant increase in the prevalence of ESRD. There-
fore, early assessment of renal function in DM patients allows for timely detection and treatment
to reduce the prevalence of DKD. In this paper, we will summarize the recent advances on the me-
chanism of DKD and the relationship between serum secreted frizzled-related protein 4 (sFRP-4)
and connective tissue growth factor (CTGF) as tests and DKD.
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1. i

BEE AR B S ST PRI, AR AKCFZ 5 R, AEERE I AR i 7 2 AR 229 1
TR BIB NN BRI — o WA, DABES D RERAS 5 SUMBE ACT THS R R, 2R
bl WA IR PRI 2 —, TIEH] 2045 FFEREEM 6.93 AL N[1]. HABFIEH[2], HE 18
% Je CA B NFERE R B RN 11.2%, LA 2 BB PRI (type 2 diabetes, T2DM) N T . REH MR Z HIE
5 SCHRF TR 77 L PP AR AR 250 AT UK OR AR PR 1) B0 8, (R — B R AT 3. ORI AN
TR A 28 498 040 0L/ SH JRRE (oo ML AEP 2006 W B " O R T R A IS 0 745 R 4o 220 748 ) AT 2 R R s R A0
B ) BRI, X0 RIE [ XA R [ 5ok T BRI AR (3], AEFRE, 29 20%~40% (1) HE PR v
A I DKD [2]. & DM ERRIIZER NN 2L RF L, DKD WA R BER n, Jf
HA 30%~40%F] T2DM E# 2 K &N T2DKD [4]. DKD {F AR R & WA IEZ —, &5 ESRD
I EERN . 4ERZF 30%~50%01 ESRD #& i1 DKD 31 >K[5]. 1 ESRD B 1) 5 FA4 17 5l ¥ AR K
T 20% [6]o XA TRIE & R g B = A fa 5, o0 FRE S A5 (1) Kk e r= AR R Sema, iR Ak
S IR R v R T 4 WS 25 ) 7E DKD Ff - R BT LATIR JC R AR AN g o Th 6 IX — B )i, JRAfiT3a
VIR Zop ks infets, CMERIAIRRIZEIE B, USRI & &N ERSD I8 I A 0 k47 I
PR

2. DKD Bk &l
2.1. BREAPEEALLZ P4 (Advanced Glycation End products, AGEs)

AGEs SEATAT A=Wk A T B LAY T, & AN 25 B sl AR A 5 B 0 R 8RR TE IR &S
NIAT - RIVAEREME AR S R AT A ORI R B 7 B RS R a AR EY, BE 2

MR DI RERS 5[ 7]. AGEs BEAT LB I SMEPECR VIR TR ML A, thm] DU 1A Py A IEHLEI T - A
A PR R R AT LU K R AGEs HOZE R, SR s St M IR, MRS S R A AR AN

][l
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RS SIS, AT XS 40 i Jo A0 o 53 i 35 7] (8] fE Ry AGEs BT IL T, AL i s =
ST, JUIHGEES RN SRR, X4 T EA IR R DRI B3 MUR 9], AR, AGEs
ISR AR, SR RIS S R R s, PR AR RAAREA BT, A4 i R A A AR
(8], HHMLAERFAN AGEs MIAHX RS MBS R X EE . AGEs B IEIEME 1 i M D) Ge 45 1
BWORBAE AR, FEUE UG ECE DIRe G . A S A SeIsai SR A[10], (K& 1 AGEs 1J LA
FEE NERIERL, SRS AT i/ NE A MR ERT RN, R AT SN E A Rk — DA PR AR BB, B AR IR
TR AR R HUA R IE QSRR T, AGEs K ILATR LUK SR K, 1T 2K bR B
AGEs FIHTRBI RGN, 21 AGEs INE |5 /NERIE 7480 . AGEs (3£ )i 85 348 Xk S EUE /D ER
HVE NS IKEEFAL I S5 1 RN D RE R AR D83, (kB /NBRAEAL, 2 Kk oy A0 150 A 1 e o 0 JE 560 B S
BRULCAAE, 7EmBIRAS T RE(EdE AGEs 14, 5liE AGEs TEE MR, Wit i C & i AGEs
G SR FE AL 28 77 W) 52 A (RAGE)E DKD I EURIER], =ik AGEs i#id RAGE Wit i& 1215 7 5 /)
E LA - DA 4ean s As, S ECE NE R 4E[11] [12]. AT Wid &1 AGEs FAREH
INERPAN T T E IR BEE S DhEE TR, EIEHE AGEs KR I BRIK, FEUAN AGEs fifHhy
hn, DKD IE& .

2.2. KRN

AL 7)1 5256 R W] DKD 52— FiAQUH R L 51 S 1 JENE B o W PRI BT S i R JORE S I I 32
B PRI SN R AL SR 25 B v R SR, FERFEE R B KPR T, AGEs AL G 8 F3E N, SRR R
ENUTORAE FIE R [13]0 H b ey IR 75 O 1 AU ORI R YRR A S5 4, R 28 SRR B T
SRR R R LA T A AR D ML S P 1o B DKID 5208 2, U 1) 2 SRR IR 2S4S SN W &2,
TS SRR A A R e PR 200 R EIE  E FR) R S AT N B U ROAE o X 28 G 8 A E S N NS DKD i
(B 453105 A0 T BE T FE[14]

23. HEFERNER - MERKE - BERRZERAAS)

RAAS SAIBOAREIMLIE . AR AR BASAS RO BB &, ARMBEE T URIRN, A IIRIEF RAAS
ARGHER AN AR AN A 4IRS R (ECM)A I A PR S5 B A EEARFI[15]. W TRIME
FE PR8I Th REAR BEEE . SR A ) =y AR AU R 1) AGEs 155 ' 2RI S 5% 5K 3R Ji e v 1 AU A0
HERS A E G B A BERACET 32 44 GPRO1 72 B AR Hh A9 IR[16] [17]. RV /DB, S 5GKER 1N/
ERA S IF 51 W /NERIE BB S VR 503, (b ER AR AN 18] EREA, BERFRE Ny — R, &l
PN T AR B BTG, R A S 1 RO PRI HRME o DRI [ R (2 E /KRB ) B 8 ot o
RASFHEMET . V2 BE R BEE T T, X Rt R 2L B id[19]. 1£ Gurley S B
FIBEFE 201, 8 SRR BELIE PRRIGIESE T RAAS X4 252 DKD #EfE A Y7 2. A iR
(217, e [ e o 7 3 PR A M A LA, (et B MR AR R T O S B 4T A . VR EE5KER 11 ML ik
AERET-A1 (TGFpH) WS 5 UL A AL RE, WIS NENZERMINRERERT. 25 1, Wl B
RAAS AT DLe§ a8 B R4 01, 9822 1 P (1 EfE -

24, BEEEE

ORI PIESER M, 5 DKD RIR LA IC 15 AN 52 22 A0 A5 5 3 i (10 R 4, 3R 2 et i 21
B2 . DNA FEEALMIAESHAD RNA S U AL AL A0 2[22]. Hrh DNA B AN S 5 B TR
RIESS, WAEZHE NELF AL R R 2B AE ] . DKD 835 2Lt e A 1 5 I R R AR A K
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£ Maghbooli 55 NHIBEFT, i LA BE IR ANA BC R B IR K2, AL A PR R A I f A%
ZH L R RS A DN P REAL ZKSF 22 BTG B PR3 (44K DNA FIE AL KT 1835 T o X — A LR W] DNA
o FH AL AW PR S8 B 1 PR ST fE 6 PR 3R 23

3. sFRP-4 5 DKD

SR A G B -4 (sSFRP-4)J& T sFRP H KR, R R KIIUIR . sFRP A8 =>4ty 5
JG: —ANEIERIE TR —ANE B R R e 45 14 38U (CRD) A — AN 32 5 K i A R 45 /4 35 (NTR)
sFRP-4 55 HAR R RAEFE AR, FAEES T —NEA KELEARNS W, sFRP-4 EAEH
346 NRIERR, TS TR 218 39.9 kDal4, SEPREEN 50~55 kDa, %45 438-5 4 it 85 2 B 1B Wt
A AL RUER[24] [25]. sFRP-4 WA 0 i RIS IE T h, 5 LS & . sFRP-4 1] DUE IS Bk
Wat 255 KT Wat 558, ML Wnt 5HSZREES, 06 A Wat (5 5385 . sFRP-4 f£%
TR0 Ak s LR T RS v 4 A %) 184 5 9 T 4 7 T R HE R A T

IEAERNT T DKD BR R HLEI T 58— BELEHERE, P ads k) AGEs. A0 REUR B 48 14 [
IEFETRER Y RAAS R £S5 R 2 . sFRP-4 {E2 Wt {55 30 B 5 77 10 8 A SR R, 2 il R B —
PR IEGHMIIN 7. sFRP-4 & — G HEMEKZA, 1EA Wt 5 @B RI[26]. Hr—L% Wnt
R 8 5 R T AR BEAEAE G, DRI AE MEAR 350 B0 R W BL R h T e K 4% /EFH . 7 BALDNE S %8 A\
(IR FEAR[27], UESE T Wnt {553 7R B0 R WIS R, FF HADH Wnt {5518 5 0T RE 2 B R
BRI EVR TR AL S5k, AATIFERT ST sFRP-4 5 AERERT 2 BURE R 1 0¢ R K IL[28], sFRP-4 7Efli
i 2R B T R I AR O I, B 2 R R A A RIS R, R R IR B At B A
X, FEEAIRSRBRL MR, T8 MR, & T2DM KR4 . FIRAE 5 0 240 i 51
A AT R I R B R 0SS S S ECE 8L AR SR T A R A B S . R A it
SFRP-4 /& T2DM ¥ B 411 Th G B hs A 5 ZIEPUHhr ) . sFRP-4 JE I FFMIK Ca® JHIE (M 5 KR
IR FEADH R & 25 1) o0 s, S EUR R R AR . B IR, AT ER KA S DA FEIC, sFRP-4 7E
2 BUBE PR Ol AR, IR sFRP-4 7K1 T v I N AE AR SR LA SEOBE PRSI P BE 14 2 1R NI T . A
I, FRAT T SFRP-4 401441 1) — 7€ 7K F, AT DUIE 552 5 19 5 3% 40 Wb, M2 2 AR PRIV 1) R 2B K FE (29
JaHKe, TENATE—B RSO IESE[30], sFRP-4 ik Wnt {55 @ ES 52 m05 — I AHBE B 20, fHIES B
UM ThRe 2401, FEUBR SR WD, I B2 S50 PRI B IR B R AR R s TR 78 K I sSFRP-4 (1)
IKP 500 PR e 1 T AR AL R IEAR M. LIE sFRP4 KFF AT 108 R B 1 S i 72 .

4. GEFEAEKETFS DKD

ghaf 2K N 7 (CTGF) 2 — FiE A BE P RA R SR 4EM R 1, B8 & B E R, &6 349 M
BWg, KU1 58N 36~38 kDa [31]. CTGF [FI{EA CCN KRG, WHFRA CCN2, 2HFAEK
HF-p 550N, W ZMaEThes, HhaRmarEgmmigyE. M. i, Bris. g
MAAMEE R AE S AR KAF T . 2RISR R BT R . B RIS B 1 55 2 R At AL R HE OB I [32]
CTGF 7ELE4R A IR G 0 S Fh 4 23 rp 3k, 76 107 20 23 R0 B30 4T i Ph 2238 7K P 3¢« CTGF W] LA JA]
AR F R DA A BAE R o CTGF X AN [F] 28 284 240 i A0 2H 23 (1A [ AR 0/ FH OO T A 55 1) 22 57
[33]. CTGF 5 B fAK . M A IS, F-5VF 2 LW R BT FIA R[34] [35]. B AA1XF CTGF
W, AR CTGF MRIA 5 ZFBoiA ¢, AR R . OMEBR . P DL 2 Pk
PEPRE,  Hrb AL S B PRV BRI [36] [37] [38] [39] [40].

DKD [ A5 B AR B35 4 70 R B TR A RS 22, B /D ERILICIRIG J5E, AT 5] A 1 /N Rl
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1, HEAEA B NREK RIS =, A SEME AR AR BT B /NREEAL, B/ NE R A 440t 5 DKD
(995 B AL B DA 5[4 1] DKD 5 HoAh B EB 200, & ThRE AT P32 0 5 5 R R 241 Ak Rk JR AR G
B HR AT 2F T A DKD SRR i LR ARG . AR AR, TERE IR Bt e, ARk
DAl gl B R an A AR KR -8 (TGF-B) A KIER . RS A A K 7 (IGE) ML N K 40 i A= K [
T(VEGF)2 HEEZAEM[42]. H A TGF-B Ay B AiHE bR B 3 S0 /N R A0 /E F 55K 1 28 B B8
T

CTGF fEN TGF-p R & A FA MO T,  7EME PRI B 1 RO FE h g EEER . 725
i, CTGF fEIEFEH FMRAKFRIE, HEREZELHMEULN L. MG RIMEIESE, TEmPPIRAE
T, CTGF fER b Riassghn; 7+ H AGEs hEeis % CTGF £S48 i 4 k. %7 CTGF fEHE
PRI B A JE (/R F i, CTGF 788 /NERFIE /NE ] Rk 438 . JR CTGF i i
TR AR B IR /N Th R RS T B IR ORD, S B B RA GFR AHG. G, JR CTGF AT Bk
N R B 1 B & bR B [43]

5. g5

DKD FIRBALEIZ 2 R, X5 Y005 5@ s s . A, RWEL 552N, 5
FUE N SREFILF difk . R VFZ LRI CTGF S50 bR B0 T B0 B /N 18] 3 £F 44k 2 [ 47E R B,
1F Roestenberg %5 Nt —25 (B 78 R [44], I3 CTGF RIE R Bk RAREY, JR CTGF ] gE 2
W PRI B () A @ AR B . RN 53R W] SFRP-4 5505 JRIF (1) R A2 I B ThEE I BRI AR — 2 A G . (H
UL sFRP-4 J¢ CTGF 1E A R 5 3H 12 Wt B T F50HE PR B o3 S AR 50 48 b 475 55 35— 20 PR I A5 49 % R ST 6
WESE, AR ERZ R T — 2 UIH sSFRP-4. CTGF 5 T2DKD [k % .
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