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IBD H835 25 i R RE Ko il 3% v [m) 8 2 Jok 202 ( Hey ) K384 n,
ATRETE IBD AL A B A o Hey ZKF- 3 m mT 7%
& EE IBD B B0 Y B A AN g R R B R E
[ A

IBD (& R GE A, i sl B2 5 1BD 1Y
RN, I HLAENG MAr 2 B M A s g v ks B B4, AT g 2
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F) 0 85 B30 A 1 AN BH A . P93 B, Hey RI3E L L R 2 o
4 JB R A (MMP) | 535000048 P Bz 40 R F e T RE e A, £t
A R 5 R T T R S MM 40 7 2 ) 106
PERAS B B, B, A BF 5% ok 5 250 AH 4 1% 75 (high
performance liquid chromatography , HPLC) il 60 5] UC B 3%
10 {5 B Xof B 25 13 Hey 7K SF- 01 Jgg 266 83 375 7k , #R3
Hey X} UC F835 7 755 B3 75 1 1 s i S AL o

— MRk

L. BFFEXF 4. (1) UC B g A bR AR5 16 ~ 70 25
FFG 2012 AEH B R 22 eI ARG 25 07 S SOE P I v 2 21
(9 CRAEPE RIS 5367 AR L) 19 UC i8R
TR AR QIR HEBRARIE: & JF M 8 Jf & E ; I
TR 20 R FLAT 5 0 i B A ™ E R SOR e AR S
RHZ I Troelove-Witts Frifl* HH; UC = EFR . (2)
e RN BB« REAT TCAS PR | B B el it (e PR 4 Ttk
S B b A5 s, AU AT 1 A 3 P JE At B B T R B IR
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2. BGRIFNRE & o 3L AU . H 88 B3 L Hey A3
HES (3£ Sigama /3 F)) \MMP-2 F1 MMP-9 ELISA X% &
((ER & D AF]) . @ 808 3% 4 ( HPLC-PED, 3% [
DIONEX /A /] ) | = 80 AE 7 6354 (HPLC-FD, H A8 [ 73t
] AR (EIx800, 3¢ [ Bio-Tek /A H]) (256436 0 B
(4600, H 7 Hitachi /A7) .

3R T« (1) Bl 3 o P Ao < R PR i LS/

DOI;10.3760/ cma. j. issn. 0578-1426.2014.04.014

YESF 01230022 S, LRIBERI R 225 — M BB id (b} %
BT RO T R S (KIS A B T 0 P ) s b
B2 R b LRt B 2 B b5t AR Bl A1 P9 38 3R R (fe) 4
B) s R ER R E S BT ST (AR AE)

WEVEH #HHY , Email ; meigiaomq@ aliyun. com

HFEW THS I3

B (/M) #EA7PP . 2508 8 h i) UC [ Ikt IR
Hezs RS , IR 50 ml (LA AR 15 ml,20% H
FEEITR 25 ml, AR PR K 10 ml) , Z 525K 1 h, 2560 2 h, ik
BRI E 6 h 9 A 4 PR W, B P 40 ml b3S
= 8OCARFEFRLIN o SR FH A Ik v vl Ak 27 A 00 85 149 1 SO A
AR PRI PR R B A, M /ML (2) 1M
I Hey il : 25 R AR UC 85 Koxt JRZE M I 4 ml, 5355
M3, —80CIRFFRFAN o R FHAE ZE A I &5 ) o5 AR A 2
eI 1M 2% Hey 7KF, (3) I3 MMP-2 \MMP-9 & &t
Kl - 25 W R4 UC /g K BRE A1 L 4 ml, 4°C i %2, 4
B, - 80°C R AEAF I , ¥ ELISA 12070 &0 156 B 45 46 il 1 3¢
B MMP-2 1 MMP-9 B

4. BRI R SPSS 11 5 Gt i b ¥EgdE . 11
BRI &+ s TR R ¢ R85 TR R LI (B 40 %)
FoR , LR 5 #4743 BT s Hey 7K \MMP-2 \MMP-9 5]l
B 375 Pk AR (9 A 5C P 43 BT R F Spearman 5 56, P <
0.05 Ry FH it L
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L — B %ekl: UC B 60 7, 55 32 i, & 28 fl, 4 i
(41.0 £13.8) 2 I sh I & 57 B, R 1 s 3 3 1905 16 3
W UC i ™ R 4 G B 3 12 491, v B 23 o1, R 22
B, IEFXFIEA 10 6], 55 5 i, 2% 5 6], F 8 (41.7 = 11.6)
%o 2 AR AR 3 1 22 5 G 8 X

2. P E A UC (38 i 2k I B M i w1 sy, HOR
W L/M Bk 0.081 = 0.068, 3 % I8 % W 2 F+ =5 (0.020 =
0.002,P =0.001) ,

3. M3 Hey KF MMP-2 1 MMP-9 & 4. UC 44 f 1ML
4% Hey , MMP-2 MMP-9 /K -3 83 8 /& FX3F A (R 1),
MMP-2 MMP-9 & i 5 Hey 7K A8 fb 4 34— 50, A 2 R 504
4 0. 666(P =0.001) .0.557(P =0.007) .

#1 W4l Hey MMP-2 MMP-9 /K Fhd (x £ 5)

. Hey MMP-2 MMP-9
251 fi%
Al B o1 (pe/L) (ne/L)
WA 60 52.42+22.24* 6.13+2.73"  7.65+£3.19"
POl 10 8.01+2.42 3.83x1.63 4.93+1.61

1 : Hoy : [6) B2 e 20 72 s MMP . 56 i 43 ) 2 11 il s 5 %0 B4 e
,*P <0.001,"P <0.05

4. UC B I Hey K15 BB 5E B AR 5 304 . UC
B MM Hey /K5 L/M 2 IEAE(r=0.697,P =0.001) ,
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[(11.2 £3.5) mmol/L £ (9.0 £ 2.3) mmol/L, P =
0.048 ], 1l 3% Hey 7K - Fr5 o 4 2L B ) B AT R4 14 A SC M
(r=0.663,P <0.05) , [AF2FI\K,UC BF 13K Hey /K
S A3 1 L A AR R A8 Y R G T AR N &
(MTR 2756G 45 £ R 45 ) (IR i AE 3R B, S5 8 IR N ZE
AR Hey KCEN o AW R, UC B I Hey KFET)
1=, WA N5 38 3 M 19 s Hey ] B8 38 3 % i MMP-2 , MMP-9
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P, 3878 Hey 7K1 8 5991 439 55 s RFE AR AT ¢, H i T
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