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Effect of naringenin on myocardial ischemia reperfusion injury in rats”
WANG Huan LI ]iafuﬁ ,LAN Zhuo ,XU Nan ,CHENG Xiaohong .FENG Jian
(Department of Cardiology sthe Affiliated Hospital of Southwest Medical University ,
Luzhou ,Sichuan 646000,China)

[Abstract] Objective To investigate the protective effect and molecular mechanism of naringenin pre-
conditioning on oxidative stress injury of myocardial ischemia reperfusion (I/R) in rats. Methods 32 adult
male SD rats were randomly divided into the SHAM group,the I/R group,the naringenin group and the narin-
genint+1Y294002 group (the NL group). The naringenin group and the NL group were intraperitoneally in-
jected naringenin (100 mg » kg~' « d7') for 7 consecutive days,the NL group was intraperitoneally injected
phosphatidylinositol 3-kinase (PI3K)/protein kinase B (AKT) channel inhibitor LY294002 (0. 3 mg/kg) 30
minutes before coronary artery ligation. Except for the SHAM group,in the other three groups the rats were
all subjected to coronary artery ligation for 30 minutes and reperfusion after 120 minutes, the rats of each
group were sacrificed after successfully modeling. The pathological changes of the myocardial tissues were ob-
served with HE staining,the apoptosis of myocardial tissues was detected by TUNEL, lactate dehydrogenase
(LDH) ,creatine kinase (CK) ,superoxide dismutase (SOD) , malondialdehyde (MDA) ,reactive oxygen species
(ROS) contents were detected by kits. Western blot measures the protein levels of AKT,phosphorylated pro-
tein kinase B (p-AKT) ,quinone oxidoreductase 1 (NQO1) ,nuclear factor E related factor 2 (Nrf2) ,heme ox-
ygenase 1 (HO-1) in heart tissues. The transcription levels of Nrf2 and HO-1 were measured by reverse tran-

scription PCR (RT-PCR) technology. Results There was no significant difference in the expression level of
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AKT in each group (P>0. 05). Compared with the SHAM group, LDH, CK, myocardial cell apoptosis rate,
MDA and ROS levels in the I/R group increased, while SOD activity decreased (P<C0. 05). Compared with the
I/R group, the levels of LDH, CK, cardiomyocyte apoptosis, MDA and ROS in the naringenin group de-
creased, while SOD activity,p-AKT,Nrf2, HO-1 and NQO1 expression levels increased (P <C0. 05). Compared
with the naringenin group, the levels of LDH, CK, cardiomyocyte apoptosis, MDA and ROS in the NL group in-
creased , while SOD activity, p-AKT,Nrf2, HO-1 and NQOI1 expression levels decreased (P<Z0. 05). Conclusion Nar-
ingenin regulated PI3K/AKT/Nrf2 pathway to alleviate the oxidative of myocardial ischemia-reperfusion injury.
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Nrf2 F#g5I#F %) 5'-CAA CTG GAT GAA GAG
ACC GGA G-3', FiiEsI# 7 4) 5'-TAT GCT GCT
TAA ATC AGT CAT GGC-3';HO-1 #5191 )%
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e . M —Fh Z ) BEEE. NQO1 1T LA A J5 4l B
QL0 Fl -5 3 W, fif HL K ¥ P AR AR A L 38 BE B2 0
J5 R A e B R AL P — s RS AR
PRI E K AL BEAE HE T ONref2 B9k, TR T
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