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CRP, A4t ik 4 m) 48 (Glw) & 2R A0k & e m 484 o 20 K & (GHDA-D R P 5F 542 B2 BB 20 (46 Hl) 4, R VAP-1.hs
CRP.Glu.GHbA-1 2018 £ 73§ A % it 5 & L (P<<0. 05),DN 44 VAP-1.hs-CRP & -F & F T2DM 41 % & fE s+ #8240, . T2DM 41
hs-CRP &K & F4& st pgsa, T2DM 44/ VAP-1 5 hs-CRP.Glu & -F 2 E 48 % (r=0. 568.0. 755; P<C0. 05.0. 01) ; hsCRP %5
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The clinical significance of changes of the serum vascular adhesion protein-1
in diabetic nephropathy with type 2 diabetes mellitus”
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Abstract: Objective
tive protein(hs-CRP) in diabetic nephropathy(DN) and the effects in the development of diabetic nephropathy. Methods

To investigate the changes of the serum vascular adhesion protein-1(VAP-1)and high sensitivity C reac-
40 cases
of DN were enrolled as the DN group,39 cases of type 2 diabetic mellitus were enrolled as the T2DM group,and 46 cases of healthy
persons were enrolled as the control group. The levels of the serum VAP-1 and hs-CRP were tested by ELISA, the blood glucose
(Glu) was tested by autochemistry analyzer and the concentrations of glycosylated hemoglobin A-1(GHbA-1) was tested by high
performance liquid chromatography(HPLC). All the resoults were compared with that of the control group. Results the differences
of the levels of VAP-1,hs-CRP,Glu,GHbA-1 in different groups were ststisticlly significant(P<C0. 05) , the levels of VAP-1 and
hs-CRP were higher in DN group than that of T2DM group and the control group,and the level of hs CRP was higher in T2DM
group than that of control group. The positive correlation was found in T2DM group between VAP-1 with hs-CRP and Glu(r=
0.568,0. 755, P<C0. 05,0. 01), hs-CRP with Glu and GHbA-1(r=0. 886,0. 475, P<0. 01,0. 05),and Glu with GHbA-1(r=
0.471,P<C0.05). In DN group, the level of VAP-1 has positive correlation with the levels of hs-CRP, GHbA-1, Glu(r=0. 521,
0.830,0. 454, P<C0.05,0.01,0. 05), the levels of hs-CRP has positive correlation with that of Glu(+»=0. 690, P<C0. 001). Conclu-
sion the changes of the levels of Glu and GHbA-1 in patients with T2DM could affect the increase of VAP-1 and hs CRP, high
content of VAP-1 could cause microangiopathy and renal function damage. Antagonist therapy of VAP-1 is important for the pre-
vention of the DM complication.
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cosylated hemoglobin A-1

Fiti & A 1 2% R U035 2 FUHE PR 9 (type 2 diabetic mellitus,
T2DM) &9k B A T i o B R85 0 1 1, 38 IF ROE R 4
B 8 8K L o PR 95 B 9% (diabetic nephropathy, DN) X} &
A= A AR TE B o B BT IA A OB e 1 R AR AR A I e A
UM G A R R ML A V38 X 32028 B Il A8 2 B 2 -
1(vascular adhesion protein-1, VAP-1) 7K 3 Z¢ 1k i#F 47 40 56 BF
I8 IR AE DN & A s F P E L BURGE I T
1 #EREHFE
L1 —%oR diedE 2008 4 1 H & 2011 4 6 H ABE B WA
Wia i T2DM B S Il A DA H 41 (WHO) 6 F T2DM £

» EETHE:EZKARFEEERIIH 81070574,

Wrbr HEHR 12 & IF B M B & S HEBRAE S . Hirb, T2DM 41
39 Bl (5 .20 ], 4 . 19 B L AFE Y 46 ~92 &, AL AR 68 %,
DN 212 18 1999 4 WHO H JR 955 12 Wi 47 i B2 9 B2 DN 2 Wi
FRUERR 2 I 40 B (5 22 i), 2 - 18 ), AF i3 44~86 %7,
PEAERE 69 %, f@REXT HA 4L 46 4] (55 .27 ], 4. 19 @), 4E %
44~82 % , P ALAES 66 %,

1.2 killdses MoJrik TR ER K 8 mL, I8 & i &
BeJE LA 2 000 r/m B0 20 min, 4 B LT . T —80 C UKH AT »
E N VAP-1 8 C 2 ) % H (high-sensitivity C-reactive
protein, hs-CRP) , [fili VAP-1.hs-CRP 7K 3 3% FH i 156 60 28 W%

EEB N ISP (1973~), FIRBEAE WL, 322 378 0 7 101 101238 A .
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x1 3 48 VAP-1 hs-CRP.Glu.GHbA-1 bt % (Tt )

xil 7 VAP-1(pg/L) hs-CRP(pg/L) Glu(mmol/L) GHbA-1(%)

fe B R 4 46 4,225+1.751 7.13942. 408 4.183+1.132 4.76840.748

T2DM 24 49 5.59341.483 13.976+5.815* 12.03643. 683" 5.47540. 969

DN 2 40 9.08844. 15727 11.46843. 4492 9.432+3. 386~ 9.41143.0012Y

* . P<C0. 05, 5 X R AL Hh A 52 . P<<0. 01, 5 X MRAL Hu 45 ¥ . P<<0. 05,5 T2DM 41 b 4% .

Bt CELISA) Rl o 46 038 7] £5 08 R&D 23 &l = i (1 3 1 0
YR BR 2 m AR AL L B AR A R N A AT . A
Ak 1M 21 %5 19 (glycosylated Hhemoglobin A-1, GHbA-1) % i &
R TS FE B RS 1 Kl (blood glucose, Glu) F 3% MMl 24 H
R4 B 3 A i AL B R
1.3 Giitssab 3 SR SPSSI13. 0 et 8 F #4743 7 . 1 1
FORIDL Ts o, I AR H B R R Jr 22400 K Q R 3
20 N 25 H8 1 R ] Pearson HZAH 40 H1, Lh P<T0.05 £ H
N -
2 & ES
2.1 341 VAP-1 24545 k% DN 41, T2DM 21 % ekt J %) 18
41 VAP-1.hs-CRP,Glu, GHbA-1 ZH 0] % S H S it ¥ & X
(P<<0.05), L% 1,
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BIEMI S (r=0. 886,0. 475; P<C0. 01,0. 05), Glu 5 GHbA-1
BIEM K (r=0.471;P<C0.05.,0.05), DN 41} VAP-1 5 hs-
CRP,GHbA-1,Glu 7K F & IFE #H 5& (r=10. 521,0. 830,0. 454;
P<C0.05.,0. 01,0. 05), hs-CRP 5 Glu & F 4 % (r= 0. 690;
P=0.01), f5ExT 82 P 45 48 b5 7] ToAH 4
3 3t it
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P 32 58 F MIF K7 B 88 T, 8 8 40 i A -6 (TL-6) |
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FE X MIF K 1 k4 R ERPY . AR ¥R, T2DM K
DN i VAP-1 maRik A RN T T2DM 3% & Glu RETF
B A RE X F B S AR O A B i R BLiZ 2K BB H hsCRP 5 3%
KLU R Glu RS B R Z T .1 VAP-1 5
Glu 7k K hs-CRP 5 Glu 1 GHbA-1 7K 7 2 1F A 3¢ 5 36 W]
Glu KX VAP-1.hs-CRP 52 m, VAP-1 f1 4 & 40 s &
B AL A R A B AU IR AL (SSAO) fiE 1k T
PR ] B R R AR AL 7 A e AR B TSR B L AT
PR 77 4 A s i Bl Bk o R B Ak KR A & Rl X
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B, A BFFE T DN B H VAP-1 5 35 W] e 2 e il % 28 &
DIRe RN R EERER . I3 A SCERIRE 12 1 B I0E 53 8 2 i
15 VAP-1 7K 5 B35 FRIE 8 A / WU HC AR BGIE AR G, T 1% )
REfl & B HWs VAP-1 KA ik — 25 Uil VAP-1 78
DN %k i #p A,

WG KB, VAP-1 HA i 3k 32 36 08 246 7= ) 19 8 B
Bl KR RE AL T B B VA T A0 R 1A 4% R A R AR T
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fifg R B R B, A VAP-1 #il 77) UV-002 a] B g [ {1 s
A0 R A LI BRI T L fE AT S BUR B O AR B i RN
INA]RE S VAP-1 5 5 B9 2 E 20 B X B /N BR 6 20 M i 45 0% 32
K. A SCHk B bR g A AR . O R A B 30 min
J&  MiE VAP-1 KF EFHI4F4E%) 2 ho L VAP-1 EFHM4& T
TR 5 4R #y L 1 3. LDL, HGB-Alc, hs-CRP B & 4 360121,
AHFFT % B T2DM 41 & DN 41 VAP-1 5 hs-CRP ik IE
K. AHFFE &I, M8 R AN R I B A B 4 (MINC) Hr
MIF IL-6 | i 98 38 3E Bl F-a ( TNF-o) #1142 J& & [ Bf-9 (matrix
metalloproteinase-9, MMP-9) mRNA 23k 7} & , I i MIF, IL-
6. TNF-a, MMP-9 fil CRP 7K 7 F & . T X 26 48 {4 J2 58 i 40 g
N NF-«B {971 85 K LeB-B B AR Xob 98 4 PR T~ 5 (R % Sj A< 11 )
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