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[ ABSTRACT] Aim To investigate the changes of matrix metalloproteinase-2 and 9 (MMP-2, MMP-9) in rat cardiac hyper

Methods
vided into control group, norepinephrine (model) group and norepinephrine + PTX (treated) group.

trophy, and the effects of Pentoxifylline (PTX) on it in a rat model. Twentyfour male SD rats were randomly di-
The rat cardiac hypertro-
phy models were established by intraperitoneal injection of norepinephrine (NE) twice a day for 15 days.  Extracellular matrix re-
modeling was evaluated by morphological examination, stained with Varr Gieson (VG). The content of hydroxyproline in the tis-
sue of myocardium was measured.  The protein expression of MMP-2 and MMP-9 were examined by immunohistochemical analys-
is. Results NE-induced hypertrophy and extracellular matrix remodeling predominantly occurred in the left ventricular, the
expression of the collagen (1.929 0. 514 mg/g vs 1. 009 F0. 442 mg/g, P< 0.01) elevated obviously; the average of the grave
scale of protein expression of the MMP-2 (131.139.8) and MMP-9 (125.3 %4. 1) were lower than those of the control group
obviously (P< 0.01); After PTX treatment, the collagen ( 1. 151 0. 215 mg/g) was decreased and the average of the grave
scale of protein expression of MMP-2 ( 153.5 £6.9) and MMP-9 (149. 5 5. 3) were higher than those of the model group promi-
nently (P< 0.01).

which was associated with the attenuation of myocardial MMP-2 and MMP-9.

Conclusion  Pentoxifylline can prevent the cardiac hypertrophy and extracellular matrix remodeling,
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1.1 MEEIREEE

1 SD AR 24 2, /A E 180~ 230 g, KIET R
RAFFHEERERIY T O, AL A EH xR
H(n=8) = FH _LMRZE (norepinephrine, NE) 4 (£
A ) (n= 8) # NE + T8 7 7 (/& [E Merckle
B)H(HETH) (n=8). KA NE FEA K 1. 06 mg/
(kged), BERVEAT, 2 K/d, 542 15 K, # & QAL
EEAHR RAKBEAEER A BTHESLT
NE 7% 4t % #9 [l B 46 F 280 7] 7] A 6 mg/ (kged) & B
1 RERRES S, FRA 15 K.
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1.2.1 ASEEEHHEGN R E G
I, BB, 2 BAENE, AEFRFRRAL
= F & (left ventricle weight, LVW), it & £ 0 EE &
WHE AN EEE 5K E (body weight, BW)
(LVW/ BW), B EHZ TR N EECELERE.
1.2.2 SMBRRBEFHARAFZENH
B AN ENALR, 4% FERKE E, £ #EHE, 4
Um BT Ao VarrGieson(VG) % & 3% 1F fX B 4F 7k 4
B(RET, CHARERE REELE), KEH
2 HHEE LM PATEEGRAE. FAMFRE—T
F, N A E 8 LT IR AR 43 collagen volume
fraction, CVF) ( Z 0 E KR T A/ B @A) . FE
LB 6 MAREF, LUK 1 %8 BEEY CVF.
1.3 REZENE
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GE, B RRE-TFHEA 13. 4% R AR, F it E
FREAEEFTEMARNAEERLLT. 46, £ R U
mg /g RNERARFTRENEE.
1.4 SEARUFENECANAR
Afg 2 19 EAMRIE

BRI R EARE K 3 ml/L $ENEKE
WIR M A B, B ZHUR 5, 100 mL/L IE# 1L
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AT H Z 47, 37 CH¥ & 30 min; 7% A 35 AR B 47 10 B4
WMEWEE T/E®R; DAB 6, H 4. BH % &
¥t B 14 4 41 2 G5 5T MMP-2.MMP-9 & & ( 28 jE 5 &
HREEF R AR REHTRE T, REREA
FHREBRT, ERABBRTHKEERRK.
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K SPSS 11. 5 #tF & xt B 48 ¥ 47 S it 447,
BHER x ks R, DA LEAEFEFIEFES
W, FEAFHAESHEHRALR,
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5 G AT m] B G T 41, A0 = E e B AR A 2 B

EFFK(P< 0.05, % 1),

# 1. SERRE AOEREROIHEROLE (v Ts)

P R JE L FRAL HbE SRR IWY) =R/
(g) (mg/g) (mg/g) (mg/g)

XTEE4L 251.6122.1 1.916 £0.088  0.393 £0.031 2. 826 %0. 065

MAIZE 250.9%18.7  2.385£0.028*  0.380%0.047  3.268 *0. 097

WITH 247.6%17.2 2.10730.025® 0.38530.036 3. 033 10. 084

a N P<0.05, SXHBAMEL; bAP<0.05 SHAHEMEL.

2.2 VCREREER

SXof 2L O JUE 4L 2 85 A IE 4T T B e 58, A /D
VPAF 2 20 24 AR A O LA O HE P BN R 25, DL
NS A B R0 ILTED 5 A 8 22 IR SR TR, e 0 3 0
WLEAR CVF B B3 & (P< 0.01, £ 2) . Cfdw Al
Ba I 2O WUIR SR DT AR BB A AH sk /b, CVF (2 2% [
fl(P< 0.01); M5 XA MERLEZEM(P>
0.05 K1) .

A R, B OB, C Ny CFd A A RIA YT 4 .



CN 431262/ R  E kg b 4% & 2007 55 15 %55 1 #1 49

2.3 RIEEENELE

BRSO AR R R & b B B T e
(P< 0.01); CFE AT AT Bk vA 97 2H e i 2 & LU A AL 4
BERK(P<0.01), MEXNHAZ M ERTLTEE
PE(P> 0.05, % 2) .

K2 ELEUCMAKKESROBREES S («
*s5, n=8)

» oVF R &= BRI A H
(mg/g) (mg/g)
WA 1.64% £0.23% 1. 009 £0. 442 0. 135 %0. 060
R 14.01% £0.88%°* 1.929 £0.514*  0.259 £0. 069
BITH 2.33% $0.33%"  1.15130.215" 0. 15430, 029"

aN P<0.01, SXTEAMLI; b N P< 0.01, 5EBIAMLEL .
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x3. CNERATERERERE 2 M9 R REELR
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Al MMP-2 MMP-9

X HR AL 177.9%9.2 184.0%2.8
HRIZH 131.1 £9. 8* 125.3 4. 1¢
HIT A 153.516. 9% 149. 5 £5. 3%
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