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Autophagy of the Lung Tissue Cells Play a Protective Role in Lipopolysaccharide — induced Acute Lung Injury in Rat. Gao Ye, Wang Ni,
Zhang Jin. Department of Anesthesiology, Shengjing Affiliated Hospital, China Medical University, Liaoning 110004, China.

Abstract Objective To investigate the effect of autophagy of the lung tissue cells on lipopolysaccharide (LPS) - induced acute
lung injury (ALI)in rat. Methods Twenty — four male C57BL/6 rats were randomly assigned to three groups, the control( C), LPS(L)
and LPS +3 — MA ( methyladenine) (L +3MA) groups. The three groups received different treatment, then light microscope and elec-
tronic microscopy were used to evaluate the degree of lung injury and the level of autophagy. The enzyme - linked immunosorbent assay
(ELISA) was used to detected tumor necrosis factor alpha (TNF - ) , interleukin — 6 (IL —6) , the total protein of bronchoalveolar lav-
age fluid( BAL) and the concentration of IgM in BAL. The western blot was used to measure LC3 Il / | and P62 in lung tissue. Results
In the L + 3MA group, TNF — a, IL -6, total protein of BAL and the concentration of IgM in BAL were increased (P <0.05) compared

to the L group. In the L group, the level of LC3 Il / | and the number of autophagosome in every high magnification field increased, but the

level of p62 declined, compared to the L + 3MA group. Conclusion

lysaccharide - induced acute lung injury in rat.
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