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Experimental study of improved cardiac remodeling and

cardiac dysfunction by Simvastatin
YUAN Qiaoying , et al
(Department of Cardiology , College of Clinical Medicine , Chongging Medical University)

[ Abstract) Objective : To investigate the beneficial effects of Simvastatin on cardiac remodeling and cardiac dysfunction after myocar-
dial infarction and its possible mechanisms. Methods ; Simvastatin was administered to the rats with myocardial infarction rats by left
anterior descending coronary artery ligation. After 8 weeks, cardiac remodeling was observed through right ventricular weight index
(RVWI), and left ventricular weight index (LVWI). Changes in hemodynamics were observed. The activity of nitric oxide synthase
{NOS) and inducible nitric oxide synthase (iNOS) in left ventricle and serum were measured. Resuits : In the rat model of myocardial
infarction RVWI, LVWI increased and activity of NOS and iNOS in ventricle and serum decreased( P<0.01). Left ventricular sys-
tolic pressure{ LVSP), the ventricular pressure rise ratio during systolic period( + dp/dt,, ) the ventricular pressure rise decay ratio
during diastolic period ( — dp/dty.,) decreased( P <0.01) and left ventricular end diastolic pressure (LVEDP) rised( P<0.01) . Sim-
vastatin attenuated RVWI, LVWI (each P <0.01) and NOS iNOS activity increased ( P<<0.01). APS APD LVSP + dp/dt,.,, —
dp/dt . rised (P <0.01) and LVEDP decreased ( P<0.01). Conclusion : Simvastatin improves cardiac remodeling and cardiac dys-
function after myocardial infraction. And the improvement of NO availability may be one of the mechanisms.
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FRYHKEAF :NOS & iNOS &1 2 it & W B B m B
£V TR . F_EEKR¥E MPA-2000 £YHE ST A
Gi(E _EERFH ), FAIIM B FRFCEH T 0.0001g, b
HEER I AT,
1.2 #H¥haa

R 200~ 250g (9 HEHE Wistar KB, BEHL K 4 H (a
=8)FHIABFARASA), LNEFH(MH); LIEFE
+ FRAITA (X AH) : OFRMIT 20mg(ke-d) (X1 4); D
FARMIT 40mg/(kg-d) (X2 ). FIAHWIRBERALBEL,
M SR B E /KRS, 8 G, W2 I #i 3h 12,
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M 4 APS APD ¥R, L P P<0.01),
LVSP # + dp/dt,, — dp/dt,., FFE(P<0.01),
LVEDP #&(P<0.01), X 4% M 4H,APS.APD,
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LVEDP [E[#%(P<0.01),
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S M X1 X2
LVW(mg) 892+ 3 897 + 35 795+ 15 801 +17
RVW(mg) 243+2 272+9 234 +7 234 +1
LVWI(mg/g) 2.29+0.03 3.194+0.05% 2.28+0.04" 2.25+0.04"
RVWI(mg/g) 0.63+0.01 0.85+0.01% 0.67+0.01* 0.65+0.02*

#P<0.01 vs Sgroup " P<0.01 vs M group

R2 FR@eTHLENAFEEME(z +5)

S M X1 X2
APS(kpa) 19.30£0.51 15.91 £ 0.24% 20.52+0.85" 19.50+0.91*
APD(kpa) 14.9+0.3 10.2+0.3% 13.7+0.4" 13.6+0.5"
LVSP(kpa) 13.9+0.1 7.6+0.5* 12.5+0.6" 12.5+0.5"
+ dp/dt, .« (kpa) 807+ 13 486+ 17% 739+ 15" 642 +25*
~ dp/dt, . (kpa) 738+ 5 421 + 12# 596+ 9" 522+.19*
HR(beat/min) 365+5 437+ 8% 377+3* 322+11"

#P<0.01 vsSgroup *P<0.01 vs M group

®3 FRAT MM O NOS R iINOS FHERIEM(E +5)

S M X1 X2
113 NOS(U/ml) 22.4+1.8 12.8+1.2% 30.1+3.8" 55.7+4.6"
3% iNOS(U/ml) 3.05+0.26 1.74+0.32% 4.69+0.86" 7.16+1.01"
A NOS(U/ml) 1.59+0.19 0.94+0.03" 1.46+0.31" 1.47+0.13"
L INOS(U /ml) 0.35+0.06 0.14+0:01% 0.45+0.08* 0.50+0.03"

#P<0.01 vsSgroup * P<0.01 vs M group
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