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Difference Expression of KLF2 and eNOS in the Atherosclerosis Rat under the Acute Hypoxia Condition. Lu Dongdong ,Zhou Baili. Grad-
uate School of Qinghai University , Qinghai 810016 ,China

Abstract Objective To discuss the difference expression of Krupple — like factor2 ( KLF2) and endothelial nitric oxide synthase
(eNOS) in the atherosclerosis rat’s aorta tissue under the acute hypoxia condition. Methods Male Wistar — rats were randomly divided
into control group and model group. Rats in model group were given the high fat diet and some drugs to establish the atherosclerosis model.
After the atherosclerosis model had build, we put the rats into low pressure oxygen cabin to establish acute hypoxia model. Finally, we ex-
ecuted these rats and took the aorta tissue, and then we used the RT — PCR reaction to determine the expression of KLF2,eNOS and GAP-
DH. Results After the model group being given the intervention of acute hypoxia 4 hours or 8 hours, compare with the control group with
the same time of anoxia, the expression leve of KLF2 and eNOS were significantly increased (P <0.05). After the model group being
given the intervention of acute hypoxia 12 hours, compared with the chronic hypoxia model group and acute hypoxia 4 hours model group,
the expression level of KLF2 was significantly decrease (P <0.05). Conclusion Our data indicate that, acute hypoxia condition can

cause the change of mRNA expression level of KLF2 and eNOS gene. Acute hypoxia condition may increase the severity of atherosclerotic

lesions.
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