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WE R FFTerE s/ R (CNG) Hfiii C KW (CRP) AL P9 J2 A R 7 (VEGF) vk BEAR A K il R 8 . s

K] ELISA 3L AE 35 i IE X IRZL S 41 Bt E 1 /NeR ' R 8677 RIS LT IL-6 A1 VEGF RYMREE ,  [R]IS HOH S ik il

SE ML TNF-o W2, G LMkl e L CRP IR Alb Wz . 455 OIRY7HIA CNG B LT IL-6 . TNF-a fil CRP {IEH
XTIRZA ) TS (P<0.05 5F P<0.01), {HYAY7 )5 IL-6 . TNF-a il CRP 7KF WL TFiRY7HT (P<0.01), H.Ifi# CRP 5 IL-6

TNF-a 5 IEAISE(P<0.01). @iff7 /5, CNG ML VEGF /K-SR Alb & HHEIRTT T R (P<0.05 & P<0.01), /3 % %5 T

TEH X B2 (P<0.05 B P<0.01), LI VEGF 5K Alb /K- IEAIE(P<0.01), %51 :CRPIL-6 fll TNF-a £5 1 CNG #1814

RAEFNL, VEGF W5 8RB E R YIRS, 167 RIS ML CRP A1 VEGF AT 184 /NER B & B 1% 1 A Bl PRI 7 R80T
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Clinical significance of detection of serum CRP and VEGF levels before

and after treatment in patients with chronic glomerular nephritis
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ABSTRACT Objective: To study the level changes of serum C reactive protein (CRP) and vascular endothelial growth factor
(VEGF), and the clinical significance of detection of CRP and VEGF. Methods: Serum IL-6 and VEGF were determined by ELISA assay
in 41 patients with CNG and 35 normal people. The radio immunoassay was applied to detect serum TNF-a , and immunoturbidimetry to
detect serum CRP and urine Alb. Results: O Serum IL-6, TNF-a and CRP in patients with CNG were higher than control group (P<0.
01), and Serum IL-6, TNF-a and CRP in patients after treatment were significantly lower than before treatment (P<0.01). There were
positive correlation between serum IL-6, TNF-a and CRP levels (P<0.01). @ After treatment, the serum CRP and urine Alb significantly
decreased (P<0.01 or P<0.05), but still higher than control group (P<0.01). The serum VEGF levels were positively correlated with urine
Alb (P<0.01). Conclusion: IL-6, TNF-a , CRP may be involved in chronic inflammatory process in CNG, and VEGF has close relation-
ship with proteinuria. Detection of serum CRP and VEGF before and after treatment plays important role in understanding the pathoge-
netic condition and observing efficacy of patients with CNG.
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R FHXUTAIE L ELISA B AGHIN B4 113 IL-6, VEGF fyifk
JE 1R @30 A ISR SR AE MR AR PR R o R AU S s
OIMTINAE I TNF-o YR, Gfi gk A 3§ CRP 5%
Alb I, R &3 [ AL a0 R AR PR A R B
A BT
L4 geite ot

Jil SPSS10.0 AR 1AL BEK Y, FT A Kt LIS Boe A 22
(Xt S)FR, AR LB K. p<0.05 22 BA G
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2.1 YT HIE A ML IL-6 TNF-a il CRP 424k

CNG BRI HTYS IL-6 TNF-a il CRP & BESATT )
FIXTREALE) BT (p<0.01), 28377 ¥ IL-6 . TNF-a fl
CRP /K- 25677 i 2 T B (EAT 3 o 0 R, 25 5 LAY
Giitee g X (p<0.01) (3¢ 1,8 1) . [A]if IL-6  TNF-a 5 CRP 4
TEHIXE(1=0.463, p<0.01; 1=0.395, p<0.01) .

F 1 ONG B 1M7% TNF-a | IL-6 Fl CRP /K F-(xt s)
Table 1 The levels of TNF-a , IL-6 and CRP in CNG patients (x* s)

Group IL-6 (ng/L) TNF-a (M g/L) CRP (mg/L)
Pre-treated 17.41+ 2.734 3.76x 0.22* 1.83+ 0.324
Post-treated 12.64+ 2.464° 242+ 0.474¢ 1.36% 0.494¢
Control 9.36% 1.23 1.55+ 0.28 0.64+ 0.14
Note : AP<<0.01 compared with control group; @ P<<0.01 compared with pre-treated group
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Fig.l The comparison of serum IL-6, TNF-a and CPR

2.2 YT A L VEGE AR Alb 542 1E

CNG #4975 M35 VEGE /KB 8 TR, (EAnE T-Xt
ML, 2 ) 25 R A it L(p<0.05), CNG A IR Alb
TR E S TXEA,CNG BB LI6IT )5 IR Alb 5847 I ik

FFE(p<0.0D) . S3HTEF IR Alb F it 5 il VEGF #H5GE, 245
- 1=0.747,p<0.01, FWIJR Alb i 5174 VEGF & IF# %
(K2,%2),

722 CNG B 1fiLi% VEGF IR Alb 7K F-(xt s)
Table 2 The levels of serum VEGF and urine Alb in CNG patients (x* s)

Group Number VEGEF (ng/L) Alb (mg/L)
Pre-treated 41 695.6+ 180.0* 863.5+ 231.7
Post-treated 41 402.3% 137.94¢ 78.3% 27.9 #%

Control 35 237.8+ 168.3 12.6+ 5.24

Note : AP<C0.05 compared with control group; @ P<<0.05 compared with pre-treated group; # P<<0.01 compared with control group;

%¢P<<0.01 compared with pre-treated group.

1000 r
800
600

400

The levels of VEGF (ng'L)

200 |

Ity &
00

1200

= 1000 |

£

= 800 |

=

s 600 |

2 400 |

=

= 200 |

o [—
& & &

\@‘o & (e
> <
5 <

[l 2 1M VEGF FiIJR Alb /K- Hodi
Fig.2 The comparison of serum VEGF and urine Alb



IRAEYIE- R www.shengwuyixue.com Progress in Modern Biomedicine Volll NO.2 JAN.2011 - 325 .

3 e

CRP S FHELHZVE i — b B2 PR AR SRR 1,
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TG A AR S S DR, O T i ZAE ol e A e 5
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JIELHZZ A5}, VEGF 5 il 5 [ /N sk 5 a2 1
The, SRR R E A BRI, AT K, CNG B
VEGEF 7KF-5 FRIE Alb 5 45 1 25 55 T 1E 5 4 B (p<0.01 5
0.05) , i iRy Ia , [ B/ hekikid Thaefs 2k , VEGF SR
Alb JKF-I TN [ BT T 1E 3 4 IR 2 (p<0.01 5 0.05),
[Flif VEGF 5 Alb BEIEARSE, WA 32 VR in 55 3 1 e
WA VIR A, VEGF 5 CNG A& SR VIRG .
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