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[(FZE] HIY B HIE T & CTGF S5HiRWG BR B E MM CH TR, Tk EEMRBEH 104
B, MRS A IR R B A A B AR R 4L (A 41) . BRI (B 4D) . BRI E A sl (C
H), WA 4160, 354, 28 fi], 43X 4H MK, CTGF, PINP, PII NP #EA7Aa . &59 B 4HHE#H MK,
CTGF KP4 A A BB E TS (P<0.05), CHBFE A, B4 MK, CTGF #HH M FHTE (P<
0.05) . BZIAEHE PINP, PII NP# A AA¥HI R EMF S (P<0.05), C41E%E PINP, PII NP J& PINP/PII NP
i A K BAEIE TS (P<0.05) . MK 5 PINP, PII NP B FAMX (P<0.05), 5 PINP/PII NP %k
B EMFEME (P>0.05), CTGF 5 PINP, PII NP, PINP/PII NP B3 FEAHX (P<0.05) . & MK. CTGF
IRV Fh 5 S5 0 RS B R A AR A G R T BIAR DG, o Ho KA INAT B T BB PR R £F 4 AL ke
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Associated Fibrosis Factors
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[ Abstract] Objective
associated fibrosis factors. Methods 104 diabetic patients were divided into DM group (A, 41 cases), diabetic

To investigate the relationship of midkine and CTGF to diabetic nephropathy

nephropathy group (B, 35 cases) , diabetic nephropathy with renal failure group (C, 28 cases) according to
respectively. MK, CTGF, PI NP and P Il NP were detected.
Results The levels of MK, CTGF, PINP and PIll NP of patients in group B were significantly higher than those in
group A (P < 0.05) . The levels of MK, CTGF,
increased compared with those in groups A and B (P< 0.05) . MK was significantly positively correlated with PI NP
and P NP (P < 0.05), while had no significant correlation with PI NP/P M NP (P> 0.05 .CTGF was
significantly positively correlated with PI NP, Pl NP and PI NP/PIll NP (P < 0.05) . Conclusion MK and

CTGF were closely associated with fibrosis—related factors in patients with diabetic nephropathy, and their levels

whether they were complicated with diabetes,

PI NP and P Il NP of patients in group C were significantly

detection will help to monitor fibrosis progression of diabetic nephropathy .

[Key words] MK; CTGF; Diabetic nephropathy

Bl A T AU SR g et 2 B
BRI B R AR AR B AR BT i T R PR R TA
FIRAS S LS el A, 2 TR0 PR P 400 I
AT UL A SR H A SR PR
SERULAE I R BAT B R i R A AR, 2R

(BEeWB] HRARPAREGEITH (81102247)

K HF (connective tissue growth factor, CTGF) &
Z: e Ay EE AN -, AT A HE T 4 2 i
Sl e Vs S I R - g S 3R (|
B A7 (midkine, MK) J& T 70 AT & 4%
HAEKEFMFREAR, MKIEFRET KR

MEE®AN] KEZE (1979~), J, BRPGELZIIA, BEpst, FREIN, FEEMNFINE AR B IO 1k R 2

I7 KM BENT TAE.



62 ENRVR RN e 5 1

%36 %

HERIA T AR TP A PR e — 2 I ZUrh 3Rk,
{HRTESAE A B2 i B, MK BRIk
B IsRM. {H HETX CTGF, MK S£F4Efbishn 1/
T 70 s S DR s 5 s 2T 4 A 2 e i R v R R R
KRG, FRATHZZE B F T THCHE5R
BIEMARAHCHFZ MR, BRI,

1 #RERE

1.1 IERER

PEPE 2012 4F 1 H 2 2014 4F 1 ] iE4e i AR EE
Bt 'S N BHEZIZ I 104 FIFE IR B, Hh Bk 62
B, Lotk 42 B, S5 ~76 %, I ER
(658 £11.5) %, fEfe (264+11.7) A, A H
Z L W AR 1999 4E WHO 5 1908 b s 12 Wb
HES, IR 2 1 2 oy S BB PR A (A
). BRI ERA (B4 . MHRR R S BT
S (CH), 9 41 6. 35 ). 28 ). BHIR
995 "B I BB PR B A 0T B e A A 2007 4R
KDOQI $8 RaAnifE. BT ot 58 % G2 4 HE bR & ™ H
O | AR A DG i f R 2R
1.2 W7 EENEIER
1.2.1 MK, CTGF #&ill Jrf #oxt 43+F Ak
JGUR H B Bk 5 mL, FEEE L 30 min J5 5
O, UM B AFRRRY. Ao ph B 28 i N TR R e A
B, K ELISA ¥:ll5E MK . CTGF.

1.2.2 I, MBEFEEI RS 6% 5t
DA T, MARJE (PLNP, PII NP), FHi15 1/

TS5 S b, N P JE 22 Tl A RS I B A 36 Bk 5
A, BRI RS RO R T, IR ORIEAE R A RO
N R HLAR MR B4 6 B A
1.3 SFitFEH=*E

I SPSS B T aE i b, TR BERIR
i oxs) Fon, AT 200 EH#T LSD
K56, AH A 20 M1 2K Person AHCHEAG K, P<
0.05 HHE G L.

2 R

2.1 &4 MK, CTGF /KELLE

Xf45-41 MK, CTGF K317 01, B AEH
MK, CTGF /K345 A 135 M8 THE (P<
0.05), CHHEHEK A, B4 MK. CTGF ¥ Hi ¥ &
FMETHE (P<0.05), WL 1.
2.2 FAIL, MBKFEKFELE

%t 4HPI NP P NPAPI NP/PII NP4 1434,

B 4 5 PINP . PIT NP4 AZH ¥ 1 B2 2 ME T+
(P<0.05),C4#EPINP . PII NP PI NP/PII NP4
A 4B H B TR (P< 0.05), IL32.
2.3 MK, CTGF 51. MERIEBEMESHT

JrHr MK, CTGF 5 1, MR FEAI G, MK
5 PINP, PI NP B EFIEM X (P<0.05, 5 PI
NP/P I NP A 0L &g Z A0 (P>0.05), CTGF 5
PINP. PII NP. PINP/PII NP B #F EM X (P<
0.05), W% 3.

F1 HHAMK, CTGF KFLLE (xxs)
Tab. 1 Comparison of levels of MK and CTGF among
groups (x +s)

Il n MK (. g/L) CTGF (ug/L)
A4 41 1.23 +0.36 154.27 +20.14
B4 35 1.59+0.57° 183.25 +29.05°
c4 28 2.19£0.68%  232.08 +31.85"

5 ABHI#, "P<0.05; 5 B4LE, "P<0.05.

F2 BAIL NBEREKFLRE Gzs)
Tab. 2 Comparison of levels of PI NP and Il NP
among groups (v *s)

4 % n PINP (ug/) PIIN (ugl) PINP/PII NP
AH 41 1857+343 416+093  436=137
B4 35 2463+462° 587+1.02° 4.96+1.21
CH 28 4029 +547% 649 +135% 627 +1.59%

5 AHI#, "P<0.05; 5 BAE, "P<0.05.

%3 MK, CTGF 51, Il 2Up:[EHEKES T
Tab. 3 Correlation analysis of MK and CTGF with PI
NP and PIII NP

woH PI NP PII NP PI NP/PII NP
MK

r 0.452 0.386 0.079

P <0.05 <0.05 >0.05
CTGF

r 0.421 0.396 0.407

P <0.05 <0.05 <0.05
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Ji  (diabetic nephropathy, DN) KRR ZH 20% ~
40%, CLZMCNARMIFE R (ESRD) Y25
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Z 1 DN F A H 3 /NBRIE K B BE N I T
IEfEREE R QAN LT (ECM) A, Fifis
T HE R, B e A 0 /NER A TR) A AL
FEAS 1 T B /INER B A R A A B 2 —
no g AR INF (CTGF) ]t ik sl £F 4k 41
WOBGTE . RS, TEC T 3 v AR R 1o AR
i, CTGF ik FH I, PHHWHEF (MK J&i
ORI RS AR, g X MK A BT
A, BHETEI MK ]2 2 E b 28 4 i 58 ke A K %
P T4 AL S E T, AR MK 22k
R R B LA R 22— {H H R A ]
KBt DN ¥ MK/CTGF 5 DN £F- 4k 4k 48 br 2 [A] 1Y
KR ATE WA

PRRE 2 ¥ i 7R B DX % Y ) o T A 0 R
LUZER R AR, TR BT A 4 i 52 IR 2 T
TR X RECM A A G R, B B IE
T I 24 L, T 2R S A S5 T 1) L ST 4 A L 2
. HAHESE AT LA B IS R e, MK
CTGF /K @2 J17 ,PI NP . PIl NPA2PI NP/P1I NP
IR B 2 T . A AR BT (ECMD) Hh i
FEAR T T VI IV VIR RS R, {5
B —, Horp T AR R B 90% LA |, &
HEF LAY R EE N RS DNENELF4Efb i &
Az DA A R 5 ) B T A B s o s sl R R
FLYRBE AR AT 30 W A i, R AR 1 5%
FIEOE AN AR, A SE URCET 2 4 M i T2 B, G
J A3 W3 N H ECM RS A Dk />, ¥4 BG4 Ak A )
BNZE. CTCHEHA stk fg bt H+2Z
—, A AT A A M 7R BRI EC MY 3,
MK X B £F 4 A0 9 /T SR AEMK LA B 126
2 FE AT E T W caspase—3 714 , BHWT RS £T 4 241 it
JHT R AR 55— T, MK A R R4S B9 T A,
P BN, HoKCE T m T s sy o f2 L od
MK .CTGF 51, %Y JsiAH &4, MK 5 PL NP P Il
NP i EFAHSE, S5PINP/PIL NPA UL B 25 AH e,
CTGF 5PINP.PII NP.PI NP/PII NP 2 IEAH%.
FH I TT LA H MK CTG T 040 it &1 3 Joi - ity 25 6L
RS GOREE R TR ST N || BV Ve R I P
Z, Z A BELAMK . CTGF/K 2698 M B3 3h R 1,
5 [T R AN L A0 T B G A AR T 3 o o)
5 W 2 M B 4 % 5 1 DR~ I, ol i 2T 4 24 i 7%
1k, A FEE YA LA

25 FRR, MK. CTGF KEFh e S50 s 5
I S AT YEALAR G I T TR OC X K P Az
H BhF B w0 R B R 4T e b itk g, 7E R B DN
R B I AR i AR AL SR YT R e A AR T HA
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