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Effect of rosuvastatin on myocardial pathological
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Abstract: Objective To observe the effects of rosuvastatin on the myocardial pathological changes of diabetes (DM) in
rabbits. Methods twenty-one healthy Japanese white rabbits weighted 2 to 2. 5kg were randomly divided into three groups
(n =7 each) ;control group,DM group and DM plus rosuvastatin group. The DM model was established by intravenous in-
jection of 5% glucose and drinking 10% glucose in DM and DM plus rosuvastatin groups. The rats in control group and DM
group were fed with regular rat chow and drinkingwater was given. The rats in DM plus rosuvastatin group were fed with ro-

"+ d")added to drinkingwater and regular rat chow. After being fed for 12 weeks , the rabbits were

suvastatin (5 mg * kg~
killed,and the myocardial tissues were taken. The pathology of myocardial tissues was observed by HE staining; the myocar-
dial ultrastructure was observed by transmission electron microscopy ;the myocyte apoptosis was detected by TdT-mediated
nick end labeling (TUNEL) method ;the expressions of Bel-2,Bax and Caspase-3 in myocytes were detected by immunohis-

tochemistry staining method. Results The transmission electron microscopy observation showed: (1) In control group, the
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myocytes were in alignment ;the myocardial plasma membrane maintained continuous integrity ; the endothelial cell structure
was normal. (2)In DM group, the myocardial plasma membrane was fuzzy and fracture ; the myofibrils presented focal lysis.
(3)In DM plus rosuvastatin group,the myocytes were in approximate alignment;the myocardial plasma membrane main-
tained approximate continuous integrity ; the interstitial collagen fibers accumulation decreased and was improved compared
with DM group. HE staining results showed: (1) In control group,the myocytes were in alignment;the size of the nucleus
was uniform jthe cytoplasm were evenly stained. (2)In DM group, the myocytes were nonuniform; the nuclear size is not
consistent ; the interstitial fibrosis and partial myocytes were hypertrophy and necrosis. (3)In DM plus rosuvastatin group,
the myocytes presented relatively tidy arrangement. TUNEL method results showed: (1) Compared with control group, the
myocyte apoptosis rates increased significantly in DM group and DM plus rosuvastatin group. (2 ) Compared with DM group,
the myocyte apoptosis rate decreased significantly in DM plus rosuvastatin group( P <0. 01 ) . Immunohistochemistry staining
results showed that compared with control group,the positive expression rates of Bax,Bcl-2 and Caspase-3 in DM group and
DM plus rosuvastatin group increased (all P <0.01) ; compared with DM group, the positive expression rates of Bax and

Caspase-3 decreased ,but the positive expression rate of Bel-2 increased in DM plus rosuvastatin group (all P <0.01).

Conclusions

Rosuvastatin can improve the pathologic changes and ultrastructure changes of myocardial tissues and inhibit

the cell apoptosis of diabetic rabbits,and the mechanism may be associated with the regulation of cytokines.
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