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Reduction of ATG7 Level by miR —17 Inhibits Macrophage Autophagy in Atherosclerosis. Lin Genghai, Ruan Fahui, Chen Jinsong, et
al. The Affiliated Dongnan Hospital of Xiamen University, Fujian 363000, China

Abstract Objective To measure the levels of autophagy related miRNAs in the serum of atherosclerosis patients, and investigate
whether these miRNAs is involved in the autophagy in macrophage and further affects the cytokine expression and apoptosis of macrophage.
Methods The levels of autophagy related miRNAs in the serum of atherosclerosis patients were analyzed by real — time quantitative PCR.
The expression of ATG7 and LC3 Il measured by Western blotting after transfecting macrophage with miR - 17. Moreover, the damage of
macrophage induced by H,0, was analyzed by MTT assay and the cytokine expression of macrophage was further measured by real — time
quantitative PCR. Results miR —17 level was specifically up — regulated in serum of atherosclerosis patients. Additionally, the expres-
sion miR — 17 targeted protein, ATG7 and the marker of autophagy, LC3 Il was reduced in macrophage after miR — 17 transfectrion. More-
over, miR — 17 enhanced the cytokine expression and promoted the apoptosis of macrophage induced by H,0,. Conclusion In serum of
atherosclerosis patients, the level of miR — 17 was fund specifically up - regulated. And elevated level of miR - 17 in macrophage reduced
the expression of ATG7 to inhibit autophagy, which sequentially enhanced the cytokine expression and promote the macrophage apoptosis.
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