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Aliskiren protects against myocardial ischemia-reperfusion injury in mice by inhibiting
inflammatory and apoptotic responses
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[ ABSTRACT] Aim  Through establishing a mouse model of myocardial ischemia-reperfusion injury to explore the
effect of Aliskiren on myocardial ischemia-reperfusion injury and its possible mechanism. Methods C57 mice were
divided into sham group, modle group, low-dose Aliskiren group and high-dose Aliskiren group. ~ Sham group and modle
group were treated with the same amount of saline, low-dose Aliskiren group and high-dose Aliskiren group were treated
with Aliskiren of 25 pg/g and 50 wg/g respectively. The effects of Aliskiren on the cardiac function of each group were
examined by echocardiography, and the levels of tumor necrosis factor-a( TNF-a) and interleukin-6 (IL-6) in each group
were detected by ELISA.  qRT-PCR and Western blot were used to detect the expression of B-cell lymphoma-2 ( Bel-2)
and Bel-2 associated X protein ( Bax). Results A mouse model of myocardial ischemia-reperfusion injury was suc-
cessfully established.  Compared with sham group, the stroke volume, cardiac output, left ventricular anterior wall end-
systolic dimension, left ventricular posterior wall end-systolic dimension and diastolic dimension of the other three group
mice were significantly decreased (P<0.05). Compared with modle group, the ejection fraction and fractional shortening
of mice treated with low-dose or high-dose Aliskiren were significantly increased ( P<0.05), and the increase is in a dose-

dependent manner (P<0.05), while the levels of TNF-a and TL-6 were significantly decreased ( P<0.05). Compared
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with sham group, both mRNA and protein expression of Bcl-2 in modle group were significantly decreased (P<0.05),

while Bax expression was distinctly increased (P<0.05).

while decrease the expression of Bax ( P<0.05).

Aliskiren could increase the expression of Bel-2 (P<0.05) ,

Conclusion Aliskiren can improve myocardial ischemia-reperfusion

injury and promote the recovery of cardiac function in mice by inhibiting inflammatory reaction and regulating apoptosis-

related pathway.
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24 h EREESEC A LR EARNM,
1.4 IMNREFELOSHE

NG BUER 30 min, B 24 h EE I A
W 3 B & 45 ( Visual Sonics Vevo 2100, VisualSonics,
A oK) IS T, AR RN R A B R B
(0.5% ~1.0% ) , £ JF MX400D 45 k@ 3 — 4 M #
AREACEKBHYE TEELFHELES MOFA
B, @ Vevo AR E 4 KR ACE NEMIR G
PMRECENE  HHEBRAREHREZCENEE
& (left ventricular anterior wall end-systolic dimension
LVAWSs) M %8 #1 K £ 8 £ J5 B B JZ (left ventricular
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