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The effect and mechanism of vitamin C injection regulating oxidative stress response
to inhibit myocardial ischemia reperfusion injury in rats”
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(Department o f Cardiovascular Medicine sthe First People’s Hospital of
Zunyi s Zunyi ,Guizhou 563000,China)

[ Abstract] Objective To explore the effect and mechanism of vitamin C (VC) injection regulating oxi-
dative stress response to inhibit myocardial ischemia reperfusion injury in rats. Methods A total of 24 wistar
rats were anesthetized to establish a model of acute myocardial ischemia-reperfusion injury model,and divided
into the normal control group (threading but not ligated in the upper 1/3 of the left coronary artery) ., the
model group (threading and ligated in the upper 1/3 of the left coronary artery),and the VC treatment group
(100 mg/kg VC intravenously during reperfusion). Myocardial infarction area was measured by TTC staining,
and the percentage of myocardial infarction area in ventricular area was calculated. Immunohistochemistry was
used to detect the expression of myocardial tumor necrosis factor-a (TNF-q) and interleukin-6 (IL-6) in each
group of rats. The enzyme-linked immunosorbent assay (ELISA) was used to analyze the content changes of
oxidative stress indexes [ malondialdehyde (MDA) and superoxide dismutase (SOD)]. Western blotting was
used to detect the expression of key indicators of inflammation [ nuclear factor-kB (NF-¢kB) p65 and autoph-
agy-hyperactivated proteins (Beclin-1) ] in the tissues of each group of rats. Results The area of myocardial

infarction increased in myocardial ischemia-reperfusion rats. The myocardial structure of the normal control
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group was normal, myocardial cells showed no swelling,inflammatory cells and fibrosis changes were not ob-
served in the interstitium. In the model group,myocardial cells were swollen, cytoplasmic staining, myocardial
interstitial bleeding with inflammatory cell infiltration and obvious local fibrosis were observed. The expres-
sion of TNF-¢ and I1.-6 increased, MDA content increased significantly, SOD content decreased significantly,
NF-kB p65 and Beclin-1 protein expression were significantly up-regulated. In the VC treatment group,the ar-
ea of myocardial infarction was reduced,and myocardial cell swelling was significantly improved with intersti-
tial edema and a small amount of inflammatory cell infiltration,and myocardial bleeding and fibrosis were sig-
nificantly improved. The expression of TNF-q and 11.-6 decreased, which inhibited oxidative stress and down-
regulated the protein expression of NF-¢B p65 and Beclin-1 in myocardial tissue. The above indexes in the VC
treatment group were statistically significant compared with the normal control group and the model group
(P<C0. 05). Conclusion

reperfusion which was closely related to down-regulating the expression of key indicators of inflammation

VC can significantly inhibit the oxidative stress injury after myocardial ischemia

(NF-kB p65 and Beclin-1) in rats.
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