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[ ABSTRACT] Aim To investigate the protective effect of fluvastatin on ischemia reperfusion myocardium in normocholes

terolemic rabbit.
rabbit was made.

vastatin were oral administered for one week.

of creatine kinase ( CK) and lactate dehydrogenase (LDH) were detected.

ing with Evans blue and TTC.

detected in ischemic myocardium. Results

Rabbits were subjected to 45 min of regional myocardial ischemia and 3 h of reperfusion.

Dynamic index of myocardial function was recorded and analyzed.

Methods 24 rabbits were divided into three groups randomly and myocardial ischemia reperfusion model in

10 mg/ (kg d) flur
Serum activity

Infarcted sizes in heart were determined by dual staim-

The activity of induced nitric oxide sythase (iNOS) and total nitric oxide synthase (t{NOS) were

In comparison with control group, all indexes related to injury, namely left venr

tricular end- diastolic volume ( LVEDP) , idp/ dtma, MB isoenzyme of creatine kinase ( CK-MB), LDH-1 and the ratio of my-

ocardial necrosis area, show injury attenuation in fluvastatin group.

Increase of activity ratio iNOS/ tNOS due to ischemia reperfu-

sion is reduced significantly in fluvastatin group compared with control group (0.25 %0. 10 vs 0. 61 £0. 13, P< 0.01).

Conclusion Fluvastatin can attenuate myocardial ischemia reperfusion injury in rabbit.

Its protective effect may be assoctiated

not only with upregulation of tNOS but also with modulation of iNOS in myocardium.
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1 mL, 3000 r/ min #/ 10 min, 3£ B L&, &% L8 %
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xR 1. ZHBRIMARNE S A LCESTFHRRENTL
Table 1. Changes of LVEDP with time duration in different
groups (x £s, n= 8, mmHg)

o A T GmEIZ SRl 45 min FEWE2h
BRFARAL 6.1730.27 6.1730.25 6.1830.12 6.18%0. 11
B FEEEA 6.13%0.31  1.52%0.41 1.72%111  1.21%0.9
Ak AT AL 6.2110.6 7.5832.0°0 8.21F2.8 8.31FL7

a: P< 0.05, SOl FEE A e .

F 2. ZHBRMAERMESAZLCERNETUEKRENTL
Table 2. Changes of tdp/ dt,,, with time duration in defferent
groups Cety, = 8 mmHg/ s)
G4l B AT BRIEDZ] BRI 45 min - FREE2 L
BFA4L + 5703 1488 + 5711 £502 + 5711 %303 + 5711 £303

- 35353435 - 37211428 - 3721 %403 - 3721 *403

BRMEEEELL  + 5698 1556 + 3121 1567 + 33241579 + 3339 4537
- 3424526 - 27851328 - 2131 1312 - 1962 215
FARAMITEL + 5739 £516 + 4890 203* + 4910 £703* + 4918 £553*

- 39224631 - 3620 £682¢ - 3369 4614 — 3320 H632

a: P< 0.05, SHmmEEE L.
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FRHEVE 2 h oo P R AN AR A YT 44 LDH-
1.CK 1 CK-MB 5 FAALBREEFFH(P< 0.
01) ; S A%t 7T 41 LDH-1.CK.CK-MB 5 i it Ff 8 VR 4
ELEC B2 R % ( P< 0.05), W3 3(Table 3) .

%3 MECNBOTN (« s, n=8, w/L)
Table 3. Compare of serum activity of myocardial enzymes

Fa:h LDH LDH-1 CK CK-MB
BRFEARAL 195 134 57%18 136 120 122 +16
i i PR 4 227 126 98 £7b 2018 £138" 1289 *116"
FARARIT 4 212129 67E11* 1128 kn3e 602 127

a: P<0.05, b: P<0.01, S5EFRULLE; o P<0.01, SHkimE#EFEL
B
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2.3 LR EA

L i PR v 2 PO, AR AV T R AR X B
/N P< 0.01), BEFEHR(RIEX HEILIX EEE 7
Eb) B3 FRR( P< 0.01), W.3E 4(Table 4) .

4. ERERMEE (» T5, n= 9

Table 4. Comparison of myocardium infarct size

5 A BRLXER (mg) WX EL (mg) TSR

i R 2 1057 £191 385 165 35% 4%
FARAM YT AL 1036 £73 303 432 29% £3%*

a: P< 0.01, SHmmEEE LE .
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BHE5BFRALBEZERFREM( P<0.01), Ik
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5BRFARALELS THFEZEF(K S, Table 5) .

x5 —EAUASEEELER
Table 5. Comparison of NOS activity (x s, n= 8)

a4 W INOS iNOS iNOS/ tNOS
BFERA 1.08 0. 07 0.2510.03 0.23 10.08
B FEEREA 1.2820. 10 0.92%0. 12 0. 61 *0. 13*
AT 4L 1.25%0.15 0.43F0.08  0.25%0.10

a: P< 0.01, 5EFPARALH; b: P< 0.01, S i EA .
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