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Effects of rosuvastatin on protein expression in myocardial tissue of rats with acute
myocardial infarction

LI Guan
Xiangyang Central Hospital, Xiangyang 441021, China

Abstract: Objective To investigate rosuvastatin on protein expression in myocardial tissue of rats with acute myocardial infarction
(AMI). Methods Female SD rats were selected and established the rat model of AMI by ligation of the left anterior descending
coronary artery (LAD). Fifty-four qualified rats were randomly divided into rosuvastatin groups with dosages of 10 & 6 mg/kg and the
model group. And another 18 rats with Sham operations were selected into the control group. Rats in rosuvastatin groups were ig
administered with rosuvastatin (adding into distilled water) with dosages of 10 and 6 mg/kg according to clinical common dosages,
but the other Sham and model groups were ig administered with 0.9% saline solution. The treatment were adopted once daily, and
lasted for 4 weeks. Protein expression difference of Periostin, nuclear factor kB (NF-«kB), and interleukin -6 (IL-6) in myocardial
tissue of rats were detected by immunohistochemistry method, expression of Periostin, NF-kB, IL-6, and TGF-f1 mRNA were
detected by RT-PCR, and collagen volume fraction (CVF) of rats in each group were compared. Results Compared with model
group, Periostin value and positive index (PI) of NF-kB, and IL-6 in rosuvastatin groups were obviously decreased (P < 0.05), and
expressions of Periostin, NF-kB, IL-6, and TGF-B1 mRNA were obviously decreased (P < 0.05), and CVF value was also
significantly reduced (P < 0.05). Conclusion Rosuvastatin can regulate protein expressions or mRNA expressions of Periostin,
NF-«B, IL-6, and TGF-B1 to improve cardiac remodeling of rats with AMI.
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NF-kB. IL-6 &1 PI 5T ARA LK ZERE A5
R X (P<0.05). SHEAALLLE, HmrffhyT
10. 6 mg/kg 4 KM Periostin £t 1K BE{H LA J2
NF-«B. IL-6 &[4 PI ¥ & FE (P<<0.05). 454
W 1.
2.2 KERHIOBN Periostin, NF-kB.IL-6 & TGF-B1
mRNA ERiZFR

FR A ZH K R K Periostin. NF-xB. IL-6 A
TGF-B1 mRNA K& 5HF AR 2 B HAH

Gl EE N (P<0.05). SHIAIAI LA, Hi &Pk
fB¥T 10~ 6 mg/kg 41K il Periostin, NF-xB. IL-6
J TGF-B1 mRNA FKi&H 5 #E N (P<0.05),
2R WA 2,
2.3 KREJOA CVF ENE
BRI CVF KEH ST RA %=
SHRA G E X (P<0.05), SHMA LK,
I gPA%ABYT 104 6 mg/kg 2K CVF K 8%
FRE (P<<0.05). 45503 3.

F£1 KRUBNLL A Periostin, NF-kB. IL-6 EHEEESR ( x+s5, n=18)

Table 1 Protein expression difference of Periostin, NF-kB, and IL-6 in myocardial tissue of rats ( X+ s, n=18)

i FlE/ (mgkg ™) Periostin &1 (KFEAH) NF-kB # [ PI IL-6 & [ PI
BFEAR — 105.94+7.18 0.06140.012 0.01540.011
A — 154.76+8.15" 0.53140.042" 0.542+0.044"
Fiit EFARARYT 6 134.31+7.53" 0.296+0.047" 0.308+0.041"
10 122.65+6.93" 0.23740.036" 0.268+0.037"

SETARAIE: P<005: SHMAIE: P<005
"P <0.05 vs Sham group; #p <0.05 vs model group

%2 KRHOAL Periostine NF-kB. IL-6. TGF-p1 mRNA FiA1ER ( x+s, n=18)
Table 2 Expression of Periostin, NF-kB, IL-6 , and TGF-p1 mRNA in myocardial tissue of rats ( X+ s, n=18)

4o Flt/(mgkg ™) Periostin mRNA NF-kB mRNA IL-6 mRNA TGF-pl mRNA
BFAR — 0.09740.019 0.114£0.016 0.08540.018 0.12740.041
A — 0.436+0.028" 0.627+0.052" 0.564+0.046" 0.5184+0.057"
Fiit EFARARYT 6 0.381+0.026" 0.421+0.029" 0.463+0.033" 0.4514+0.037"
10 0.351+0.024" 0.311+0.026" 0.265+0.030" 0.368+0.033"
SEFRAE: P<0.05; SHMAILE: *P<0.0s
*P <0.05 vs Sham group; *P <0.05 vs model group
P o CNULEF Ak O JURE AE 8 2 [ 8 0 AR 2

#£3 KRAGOA CVF EMNE ( x+s, n=18)
Table 3 Determination of CVF values ( x £, n=18)

g 5 Aimgkg ) CVF CREEAD
ETA — 10.18+4.37
o _ 47.86+7.19"
ST 6 41364573

10 36.17+5.22

SEFARULE: "P<0.05; SEAAILE: TP<0.05
*P <0.05 vs Sham group; “P <0.05 vs model group
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