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[ ABSTRACT ] Aim To study the effect of fluvastatin on cardiac remodeling and cardiac function, and to investigate
the effect of matrix metalloproteinase-9 (MMP-9) and MMP-10. Methods 36 Wistar rats were randomly divided into
acute myocardial infarction ( AMI) group, AMI + fluvastatin group and the sham-operated group. ~AMI was established by
ligation of the anterior descending coronary artery in rats, fluvastatin was fed to AMI + fluvastatin group by 20 mg/ (kg -
d) for 6 weeks. After 6 weeks treatment, then the hemodynamic parameters and mass index of left ventricular and the ex-
pression of MMP-9 and MMP-10 were detected. Results Compared with the sham-operated group, left ventricular
systolic pressure( LVSP) and the maximal rate of rise and fall ( +dp/dt,, ) of left ventricular pressure in the AMI group
and AMI + fluvastatin group were all decreased( P <0.05), moreover, these indexes decreased significantly in AMI group
than those in AMT + fluvastatin group( P <0.05). Compared with the sham-operated group, left ventricular end-diastolic
diameter (LVEDD) , left ventricular end systolic diameter (LVESD), left ventricular mass index (LVMI), MMP-9,
MMP-10 were significantly increased in the AMI group and AMI + fluvastatin group; moreover, these indexes decreased in
AMI + fluvastatin group than those in AMI group(P < 0.05). Conclusion Fluvastatin could prevent the cardiac re-

modeling, the mechanisms may be by reducing the levels of MMP-9 and MMP-10.
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x 1. SHEXRMBNAESELLE (% +5)

Table 1. Comparison of the hemodynamic parameters in different groups(x +s)

) n LVSP( mmHg) LVEDP( mmHg) +dp/dt,, (mmHg/s) —dp/dt,, (mmHg/s)
BRFARA 12 158 £10.06 20 +1.08 6212 232 5503 + 165
LA S 7 107 +9.82" 39 £1.21° 4225 £245° 3512 £155°
TRARABTT 240 10 124 +8.71% 28 +£1.35" 5206 +216™ 4332 + 178
FAH 14.35 8.71 17.83 14.58

aly P<0.05, SFARHALE ;b N P <0.05, 5.0 WIFIEH HE

2.2 ®EEMITOERERHNZIE (P<0.01); 5.0 NIBEFEZH AR FE, SRR A TT ZH4H LV-
SEFARAMEL, UL A LVMI 8 2 5 MI S EFEK (P <0.05;%2) .

R2LEBHRROEREBRIEHOMNER (x £5)

Table 2. Results of ventricular weight and index in different groups(x +s)

| n KH (g) ZE0E A (mg) LVMI(mg/g)
BFARUA 12 344.00 +16. 01 735.33 +4.51 2.14+0.15
L UEEFELH 7 243.70 +17. 46" 824.33 +2.08" 3.38 +0.04"
FAMIT AL 10 288.00 +14.90" 794.00 £3.61" 2.78 +0.10"
F 14 9.41 6.51 6.05

a i P<0.05, 5P ARALE ;b A P<0.05, 5.0 WL LES,

2.3 SfRMITIHOThAERI R0 <0.05) ; ML TT 20 TVS \LVEDD %0 JULAS E 20
S5\FARHAMLL, L WUEIELA IVS . LVEDD #l P02 (P <0. 05) , LVEF 80 LR PR 4 I 5 4
LVESD ¥ B ZHh1 (P <0.05) ,LVEF BZEREL(P  M(P<0.05;33),

R3. BHRROEHBER (v +5)

Table 3. Results of echocardiograghic measurements in different groups(x +s)

| n LVEDD (mm) LVESD (mm) LVEF IVS(mm)
BRFRA 12 5.80 + 0.69 2.75+0.28 80.50% +5.11% 1.17 £0.12
LWL 7 8.05 +0.29" 4.63 +0.31" 55.21% +8.73%" 1.97 +0.08"
FARMIT AL 10 7.14 £0.14® 4.11 +0.61" 64.08% +2.04% " 1.47 £0.14™
FA{E 9.01 5.73 12.75 5.07

a i P<0.05, 5P ARALE ;b K P<0.05, 5.0 WL HLES,

2.4 MMP-9 1 MMP-10 mRNA F&ix7KF 0.01) , T S fth 7T 41 MMP-9 1 MMP-10 %) mRNA
I UAERELE  Fil A At 7T 20 K BLC> BiE 2H 22 MMP-9 TR T O IUESELL (P <0. 018 1),
1 MMP-10 £ mRNA Rk K FEE FIRFARA (P <
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Figure 1. Expression of MMP-9 and MMP-10 mRNA in cardiac tissue of different groups
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F4), X MMP9 5 MMP-10 & 1EAH %
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* 4. BEKXRME MMP9 1 MMP-10 2L (v +5)
Table 4. Comparison of the serum levels of MMP-9 and
MMP-10 in different groups(x +s)

| n MMP-9(pg/L)  MMP-10( pg/L)
BFRA 12 10.03 £2.03 2.74 £0.35
AR S 7 105.77 6. 46° 29.85 +£2.32°
TRARABITH 10 53.70 £3.54® 12.66 +1.02%
F1i 46.22 33.36

a i P<0.01, 5P ARALE ;b A P<0.01, 5.0 WA LES,
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