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[ Abstract | To investigate the change of urinary podocalyxin (PCX) and vascular endothelial growth factor
(VEGF) levels and its association with the oxidative stress in the patients with type 2 diabetes mellitus(T2DM) complicating dif-
Totally 186 patients with T2DM were divided into the pure T2DM (SDM,62 ca-
ses) ,trace amount group(NA group, 60 cases) and massive amount group(MA group,64 cases) according to the 24 h urinary albu-

min excretion rate(UAER). 60 cases of normal 24 h UAER were taken as the control group(NC group). The levels of PCX, VEGF,

Objective

ferent degrees of diabetic nephropathy. Methods

superoxide dismutase (SOD) ,malondialdehyde(MDA) and glutathione peroxidase (GSH-px) were determined. Results Compared
with other three groups.,the level of VEGF,PCX and MDA in the MA group were highest(P<C0. 01) , while the levels of SOD and
GSH-px were lowest(P<C0.01,P<C0.05). VEGF,UAER.HbAlc were the independent risk factors for urinary PCX. Conclusion

In patients with diabetic nephropathy,urinary PCX and VEGF are correlated with the oxidative stress, while the oxidative stress is

closely correlated with glomerular podocyte injury.
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L1 — %ok 3£ 2012 4F 3 % 2014 4F 5 F A B 2 HUpE
FR %5 (T2DMD 3% 186 £ (T2DM 41) ., ¥ % & 1999 4 WHO
BEPR BT IZ W bR v o AR A 24 b PR 2 EHEIE A CUAER) 43
Ll R 20 (UAER<C 20 pg/min, SDM ) 62 4], i3 3 40 (20
pg/min<C UAER<C200 pg/min, NA 41) 60 f] , K & 41 (UAER
=200 pg/min, MA 20)64 {5, 55 YW 60 {51 fit FE {4 Ao 25 Sy %o i
HINCHD . PARRUE: (D A TR R & AKX 58
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* 1 BHER—RABLLS (L)

B/ FiE BMI SBP DBP
205 n
(€D %) (kg/m?)

(mm Hg) (mm Hg)

NC4l 60 32/28 ©51.948.7 23.544.3 117.77414.83 74.67=x8.79

SDM 4 62 30/32 53.0+8.3 24.1£2.3 119.254£9.64 76.69E7.13

NAZ{ 60 29/31 52.949.7 25.14+2.5 120.17411.88 75.03+5.58

MAZ 64 34/30 55.749.1 25.342.6 121.664=11.14 75.28=7.25

F/ XZ 0. 445 1. 021 2. 320 0. 576 0. 460
P 0.732 0. 386 0.079 0. 632 0.711
1.2 ik WESHEAFEE. LE.HE BMIL, 258 10 h il

il it >R T 26 [ DL 5e &2 DXC800 #4742 il A 4k I 5 >R
Vantage(fi [, 7 H) i =2 4% b 1M 21 25 3 (HbAlco). R H
ELISA J:0E il VEGF(GEAY TRARARD . RA LA
P SOD, GSH-px Hl MDA (Fg 508 5 2 9 TR U5 D .
B IURIR 10 mL R ELISA 3% 52 PCX (L iff 3 B A 9 B 3
HIRATD A H B 24 h R0 UAER,
1.3 it b8 R A SPSSI3. 0 8RR #E47 G it 43 #7 . 3 &
BB T s 388 .4 21 08] oA R 00 R 3R O 25 43 A » 4 1) 1 T
L #3R ] LSD ¥k AH 3¢ 43 #71 3R i Pearson A 3¢ . £ 50 & 4 [l
4T, L P<<0.05 HESASLITS%E L,
2 & ES
2.1 FABEREEHERN LR 5 NCYl . T2DM 48 &
== L (FPG) Jv HbAle 1 F NC 4, ZR A G it E X
(P<<0. 05), T2DM 3 £ [a] bt %5, NA 244 & MA 4 FPG K
HbAlc 7 T SDM 4, 25 5 G244 3 L (P<C0. 05) , L3 2.
*2 ESEABREERLR(ETLZS)

25 51 HbAlc( %) FPG(mmol/L)
NC 41 4.994+0.47 5.0240. 42
SDM 41 7.504+0. 83¢ 7.6941. 05
NA 41 8.78+1.59% 8. 801, 93
MA 41 9.07+1. 37 9.3741. 89
F/y? 79. 225 53. 004

P 0. 000 0. 000

@, P<<0.01,5 NC 4l % ;. P<<0.01,5 SDM 4 HL %5 .

2.2 #41 VEGF.PCX & UAER W% 5 NC 4 [t% . T2DM
B H VEGF.PCX K UAER & F NC 4. 2 R H it %8 X
(P<C0.05), T2DM 3 4 {2 % VEGF,PCX % UAER 3} SDM
H<NAH<MA A, ZFHGEITHEX(P<0.05, L% 3.
2.3 FASELN AR LLE 5 NC 4 b, T2DM 41 /&
# MDA & F NC4.T2DM 41 B # GSH-px & SOD ik F NC
M. ERE G E X (P<<0.05), T2DM 3 41 ##% MDA /K
SE- SDM 4 <<NA 41 <<MA 41, GSH-px & SOD 7k SDM
H>NAHA>MA A, ZFEHITFE X (P<0.05, L% 4.
2.4 Pearson X% R PCX 5 UAER., MDA, VEGF,
FPG,HbAlc &£ IF #] ¢ (r = 0. 823, 0. 823, 0. 870, 0. 639,
0.700), 5 SOD,GSH-px & i #H3¢ (r=—0. 739, —0. 474, 3
P<C0.05); 1l VEGF 5 PCX,UAER,MDA .FPG,HbAlc & iF
FX (r=0.870,0.794,0. 877,0. 672,0. 707) , 5§ SOD,GSH-px
BRI MG (r=—0.771,—0. 514, P<<0.05),
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2.5 ZuZER#EEFASH U PCX NHAS &, UAER, SOD,
GSH-px.MDA,VEGF .FPG,HbAlc. %% F¢ .BMI, SBP.DBP. Iii.
R JEFEEE(TO) (=B (TG Jy [ 728 & PEAT £ JCE 4 [0 15
. Y = —10. 56 + 0.032 (VEGF) + 0. 029
(UAER)+ 1. 043 (HbAlc), P<C0. 01, i, ] VEGF, UAER,
HbAlc &R PCX B 7 /G Ry [ 2 .

x3 £ 4 VEGF.PCX & UAER b8 (T+5)

20 5 VEGF(ng/L) PCX(pg/L) UAER(pg/min)
NC 4 247.35+55.71 3.14+1. 14 12.7341. 89
SDM 41 352. 57+ 34, 24* 7.12+2. 232 14,4742, 33
NA 44 459.07+35.71®»  16.63+3.55% 82.86+42, 39
MA 21 551.41+38.59% 26,0544, 87 314, 06+59, 35
F/y* 306. 831 305. 496 477.760

P 0. 000 0. 000 0. 000

1, P<C0.01, 5 NC4H H#;": P<0.01,5 SDM 4 I #;¢: P<<
0.01,5 NA 4 IbE.

®4 BAHESUEHEROLER (LS

207 GSH-px(ku/L) MDA (nmol/L) SOD(ku/L)
NC #H 125.48410.11 2.4340.76 98.90x9. 70
SDM 4 119.0947. 15° 4.83+1.01¢ 84,8847, 55¢
NA 4 114.05+8. 54 6.6620. 75% 78.4616. 45
MA 2 108. 764+10. 58 8.26+1.10% 70.5846. 68
F/y? 18. 633 228.507 79.108

P 0. 000 0. 000 0. 000

2. P<<0.01,5 NC 4l [t # ;" . P<C0. 05,°: P<{0. 01,5 SDM 4 |t
i34, P<<0.05,¢:P<<0.01.%5 NA 4] % .

3 3 it

B /INBR DR 2 B 20 E SR Ay 2 A ML R — R R S A 1
2 5 R AL, o3 Ak A G — MR BE AR L 2 B /N R 8 o B 1
BEH AT, PCX E—MIERRFEA ST, EWRET
N L R R AN A TORE AL B /N BR 4 5 L [R] B BR LA
B L B S 5 A B /N ER B R R T Hara % Ye
SN 2T R W] PCX & T2DM B 2 )2 40 M 48 447 1 7 30 A
Y, ELISA 3 A o iy K i JR o PCX 19 7K SF, 4 F 5% 3% W)
T2DM 41 Ji¢ PCX B i 5 F NC 41, FPG 5 JR PCX & iF AH %,
HbAlc J& PCX 2 7 fis i PR 2, 1d BH w5 100 7T 5 O 40 A 19 45
15 it — 2R UAER J& PCX il 37 f& 6 I &, JR PCX HE
3G 22 ) Bt 4 A 4 0 S AT RN L B2 PCX 5 2
NIRRT AR 4T . B IR PCX B Wi 7 & UAER J8 % #7
FHim S UESE PR PCX (17K F- 1T [z g B JUE 463 173 1 7™ 2 AR

VEGF R ifi 45 38 3% B . B A 3 i 45 8 e rE . 2l
fifl & 3235 VEGE & 3 & 09 40 i, A= B 50 T 2 40 i 53 W 19
VEGF i i A 43 W77 2008 15 8 B 85 85 51 # . B AR 40 i 25 1
R 1 2 A A0 A () B X A R P DN B R U R 11 S A P R I
et & B B AE AL T E /N Bk K AR e AR R AN D 3R A
VEGF W AR & 4 28 k. A 858 &k 3 VEGF 5 FPG,HbAlc
S IEAH O, U IH e OB ]38 T 8 S C(PKO) (4l i A ME 5
W R (ERKD 4 3 f9 PKC-ERK #1 l {2 #F & 4 ifi VEGF
mRNA K& [ 1 %55 5188 VEGF 438 £, 33 5 4 W 1
VEGF n] 5|2 & 41 i IV 5 J J5 4 W 35 22 o AT 5 | ke 58 i JEE 45
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RABUE B SR R AL K5 F 8 B 5 8] e a5
R 4 AL A 5405 R T FE B PR Y R AR R R PR S B E
FEY, AR RAE T BB WA, i VEGF 5 UAER.PCX £
WEIEA &, B M VEGE 43 W4 £, UAER.PCX i Z 7t & .
MA 2 VEGF.PCX i %5 T H At 21 .

T T ST R S0 AR I SR N B SR FE DN & A R e v &
ETEEAEM. ROS =4 i3 £ /3350 A b & 5610 T FEAR
AT B N AR OK T 30 AR B 5 2R B T2DM 41 4% 2% 4
R85 K S B MDA & % @& F NC 4, 10 % 51 | b K E
SOD.GSH-px & (& NC 41, H K% UAER 19 F &, HE k-
B AL R G I 7 % i E L MA 4] MDA & 5 , SOD, GSH-
px AKIESE T RiR LA . DN & A B i W% 38 i 2 To B i 44
W B SE AL X K 7= 1) (AGEs) i 12 \PKC & 18 M & 2 & bk 12
FHEROS =AW £k — 5 TG p38MAPK % 42 5| 2 2 41
M9 T2 R A ERKL/2 /) B i S 3R RIE R KA W
2B G PCX B B 76 . AWF 9t W PCX 5 MDA £ 1F A
X%, 5 SOD,GSH-px £ i A 56 , FL I % 40 Ak 5 38 s 0z i) fin 2
JR PCX HEME 4 £, MA 241 PCX £, iX 5 Lin 202 Bt — 3%,
BT o B 2 198 38 28 U 46 1 L 98 T (5 SR PCX T 2
[ Susztak 450 fff 58 2 B ROS 4 5 2 40 i %9 98 T ROS 1]
LR SR AN, B A0 A R T8 T I A R O 0 A R
W R E AL B 7= A2 3 2 1 ROS, NI BUBPEFE 3R . ROS 7= 4=
WEWEEERREA 1 BIE cjun 25K Wi E S
VEGF f ¢ kM, §F 58 & M VEGF 5 MDA 2 EM %, 5
SOD.GSH-px 1 # 3¢ . SDM 41} & 411 g 43 W4 iy VEGF & &8 %
Hi b UAER FH & 040 30 0 3E 47 P i &, VEGF K
SF- A7 3 FF 755 » Thallas-Bonke 250 fff 57 2 8] 48 1k 107 384 A U6k 52 mT
i VEGF 43 08/0 . 1L VEGF 5 2 40 i 31 475 % VI A <0,
VEGF T -5 5% 75 Wik 20 J 109 8 Ak 80 16 Ak 328 107 7 26 oK o #
P AR A= K A T G R 1 KSR B /N AR T AR B R AR R R A
TS A2 Al i 48 40 . A 58 & 3L VEGF & JR PCX [ i 57
FE R P 2, B 1 B 40 W i VEGF — 7 T ] B 451 PCX Y
F I TG B /NBR 43 F 5 W I v i i B 32 48, 59 — D T T
1B /NER B AN I E OB R AR R Ay T AR A, X 2
A B2 2R R TE R R B R

S Ak N IS N I 1 8 R L B2 51 2 PCX g & 2k IRl I A2
{2 20 B 53 Wbk 2 1 VEGF, 3 1 51 & &2 40 f 04 452 45 A o
X A[ BESE DN fF A7 M0 A0 0 32 2R N, BT DL R B3 o I A
FAE AL B B, AT AE 2% DN R & 2B, 3 iR Y7 DN JFRE T8 Y
Wi,

2% 30k
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