IREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol17 NO.12 APR.2017 2279 .

doi: 10.13241/j.cnki.pmb.2017.12.019

HFEREL AR LG PR Y RERE e J i 1 g -9 i MR b 2k i 1 3

i w20 ' MR- MARARDVIEAR? R8T REF' FMARR-FhfHFER
(1 FFIm BRI — M EE B LR LT R W% 4758 & A5 830054;
2 WA X 55— N R EE B e Uik — Bl #1758 &4+ 844000 )

RBE B8 @ ie £ % BT (HGF) f= L R 2 8 & & B -9(MMP-9) /2 )U % i A0 5 8 (HSP) P & ik 89 & 5L, 3R F IR £
MGG AE AR FTiE AT HSP Sad Atk K8 B K (HSPN) B LA 30 4], S i 3R] ik ab o9 4 ROL & 30 AR A 4, KR Bk
%% BRI % (ELISA) #m 3 40 o 7% A= ik P 49 HGF & fn 75 MMP-9 4%, SR A ikikiem 24 h &% &, 47 HGF,
MMP-9 5 24 h R &Gt tk, £58R HSP 41 HSPN 4% ik HGF, o7k MMP-9 R & & %34 & T3 B4 (P<0.05);
HSPN 21 [ ~IV # % % o 7% HGF & | ~IV# /% HGF . I~V 1 MMP-9 B 1 ~IVH &8 & %39 % F HSP 4(P<0.05); 7k &
Jki HGF 5 fn 7% MMP-9 % 8f 2 485 #(r=0.014,0.027,P>0.05); 35 HGF 5 % & 2 5 L9 2484 M (r=0.032,P>0.05);
Jkik HGF  f2%5 MMP-9 5 & & 2 23 2 EA8% (r=0.412.0.302,P<<0.05), 51t : Jkik HGF .MMP-9 ¥ 4 15 HSP HSPN % 1 49
K, it HGF MMP-9 7K -F 44 Yl 7 8 T 4% HSPN #4515 &35 42 HGF 5 MMP-9 < jd] .9 248 %

KT AR R AR R R S eI A K BT AR B E G -9 R EG R T

FESHES:R692.34 XHEFRIAED: A XEHS:1673-6273(2017)12-2279-03

Expressions of Hepatocyte Growth Factor and Matrix Metalloproteinases -9

in Henoch-Schonlein Purpura*®
Adilijiang - Kari', Amangu - Abudushalamiw’, GUO Yan-fang', ZHU Hong-tao', Abulaiti- Abudukadeer'®
(1 Department of paediatrics, the First Affiliated Hospital of Xinjiang Medical University, Urumgqi, Xinjiang, 830054, China;
2 Department of Coronary heart disease, the First People's Hospital of Kashi, Kashi, Xinjiang, 844000, China )

ABSTRACT Objective: To investigate expressions of hepatocyte growth factor (HGF) and matrix metalloproteinases-9 (MMP-9) in
henoch-schonlein purpura (HSP), and to explore the sensitive indicators of nephritis. Methods: 30 children with henoch schonlein
purpura nephritis (HSPN) were selected as the (HSPN group, and another 30 healthy children were selected as the control group. The
enzyme-linked immunosorbent assay (ELISA) was applied to detect the HGF levels in serum and urine and serum contents of MMP-9,
and turbidimetric method was used to detect the 24 h urine protein. Analyze the correlation of MMP-9 and HGF with 24 h urine protein.
Results: The levels of urine and serum HGF, serum MMP-9 and urinary protein were higher in HSP and HSPN group than in control
group (P<0.05). The levels of serum HGF of Il ~ IV stage patients, the urine levels of HGF of [ ~ [V stage patients, the serum levels of
MMP-9 of [lI~ IV stage patients and the urinary protein levels of I ~ IV stage patients were higher in HSPN group than in HSP group
(P<0.05). Serum and urine HGF levels had no significant correlation with MMP-9 serum levels (r=0.014, 0.027, P>0.05). Serum HGF
had no significant correlation with urine protein quantitative (r=0.032, P>0.032). HGF urine level and MMP-9 serum level both had a
positive correlation with urine protein quantitative (r=0.412, 0.302, P<0.05). Conclusion: The urine HGF and MMP-9 participates in the
development of HSP and HSPN. The monitoring on the levels of urine HGF and MMP-9 may help to assess the state and prognosis of
HSPN. But there was no significant correlation between HGF and MMP-9.
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B0 20 min, BUFJZ 03, BT -80°CURARHARAE T AR I if
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min, B EJZ L7, & T 8T -80°C kAR ARAE , T ARG i Vi
MMP-9, [FFFEBURIR 10 mL 4% 2 43, 1 33847 1500 t/min &5
O Smin, WCEEW, BT -80CUFETIRAE, HIT R PR IK
HGF ., %] ELISA V&1L /R HGF K 1l 75 MMP-9 i3] &
FILIR R RAERH A FRA R, 143 PRIBER T He A I PR 2
FE R, SRR 3 ) ~# iR BRUEFAS 248 Cobas MIRA
plus 4= [ SE AT (Bt A7) o WA R iR 220 AT Le
P, IR HGF 7P LIS BRIUST 9 U EER7R
L3 SitFH*E

AT RBOR T (xt )R R K5 M3 R
HGF 51 MMP-9 2 JREE 52 B (A G MR T Spearman 4
KRR, P<0.05 N ZEFA G Lo
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2.1 Z4AME FR& HGF KFELLE

HSP 2 \HSPN 4 Ifil # J /R HGF ¥ 4 25 = X IR A, 22
SAGE 3 X (P<0.05);HSPN 40 [ ~ 11 3% i HGF
L5 HSP 4t 22 F gt L (P>0.05)  {HITI~IV i 34 1l
7 HGF & 1 HSP 41, 22 A Geih2# 7 L (P<0.05);HSPN 4{
[~V R HGF ¥ T HSP 41, ZRHSKi¥EY (P<
0.05)(F 1),

& HGF 7K LR (x5 )

Table 1 Comparison of the serum and urine HGF levels between three groups(x+ s)

Groups By stages Cases(n) Serum HGF(ng/L) Urine HGF/urine creatinine
Control group 30 251.14% 83.21 0.74+ 0.32
HSP 30 365.38+ 79.35% 1.36x 0.33"
HSPN I 7 388.46+ 85.36* 1.89+ 0.31*
Il 13 403.21% 82.14* 2.64+ 0.42*
il 6 564.12+ 101.24* 2.87+ 0.39*
v 4 586.53+ 96.53* 3.01£ 0.41"

Note: Compared with the serum HGF levels of control group , *P <<0.05; compared with the urine HGF levels of control group, “P<<0.05; comparison of
serum HGF levels between HSPN and HSP group, * P<<0.05; comparison of urine HGF levels between HSPN and HSP group, * P<<0.05.

22 ZAMFE MMP-9 K E REHESLE
HSP 2 \HSPN £ IfiL i MMP-9 J JR2E [ 1 34 W 25 3 T
YRR , 25 57 Goit2 5 L (P<<0.05) ; HSPN £ T 34 | 1R
# MMP-9 5 HSP 4 b 22 7 LG i1+ 5 L (P>0.05) {HIII~
Vi ¥ MMP-9 5 F HSP 4, Z R A 51245 X (P<0.05);
HSPN 4 [ ~IVHIRE FE )5 T HSP 4, 25 A gt
X(P<0.05)(FE2),
2.3 MiE.RiEE MMP-9 X FRE A E = RIE K

Spearman AH 3¢ 46 4 i 7k HSP HSPN 5 2 1 ¥ & R Wik
HGF 5 [fiL i MMP-9 Jt B & A 514 (r=0.014,0.027,P>0.05) ;

HSP HSPN /&4 i1 #if HGF 5 JREE FUE S LW A CHE (r=
0.032,P>0.05); JRIX HGF 55 fR 8 115 Bt 5 IE A G (r=0.412,
P<C0.05); MMP-9 5 JiR 2 [ 5 12 1F M1 3G (r=0.302,P<<0.05) .
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Table 2 Comparison of serum MMP - 9 and urine protein quantitative between three groups(xt s)

Urine protein quantitative

Groups by stages Case number Serum MMP-9(ng/mL )
(g/24h)

Control group 30 51.32+ 83.21 0.08+ 0.17
HSP 30 242.19+ 69.22* 2.16x 0.36"
HSPN I 7 268.46 75.22* 2.81% 0.30*
I 13 29421+ 72.67* 3.33+ 0.41*
it 6 465.13% 89.14* 3.59+ 0.36"
v 4 516.33% 91.06* 4.01+ 0.52*

Note: Compared with the serum MMP-9 levels of control group , *P<{0.05; compared with the urine protein quantitative of control group, P <<0.05;

comparison of serum MMP-9 levels between HSPN and HSP group, * P<<0.05; comparison of urine protein quantitative between HSPN and HSP group, *

P<<0.05.
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fF5E H  HSP 4 \HSPN 4 1f 75 & Fk ¥ HGF 34 & 25 &5 1 % i
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