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Abstract: Objective To investigate the effect of Tilianin on lipopolysaccharide (LPS)-induced ferroptosis
in alveolar epithelial cells and its potential mechanism. Methods Human alveolar epithelial cells BEAS-2B
were grouped into control group (normal culture), LPS group (10 pg/mL), low-dose Tilianin group (20
pmol/L) ;middle-dose Tilianin group (50 pmol/L),high-dose Tilianin group (100 pmol/L) ;and Compound C
(ComC) inhibitor group (100 pmol/L Tilianin+10 pmol/L AMPK inhibitor). The viability of BEAS-2B cells
was detected by MTT assay,cell apoptosis was detected by flow cytometry,the levels of intracellular reactive
oxygen species (ROS) were detected by DCFH-DA fluorescence probe, and the levels of malondialdehyde
(MDA) ,reduced glutathione (GSH) and Fe*™ were detected by spectrophotometry. Western blotting was used
to detect the expressions of glutathione peroxidase 4 (GPX4) ,transferrin (T{),proliferating cell nuclear anti-
gen (PCNA) ,Bcl-2-associated X protein (Bax), cysteine protease 3 (caspase-3),and AMPK/SIRT1/PGC-1a
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signaling pathway proteins in cells. Results Compared with the control group,the A, value,reduced GSH,
GPX4,PCNA,p-AMPK/AMPK,SIRT1,PGC-1¢ protein expressions in BEAS-2B cells in LPS group signifi-
cantly decreased (P<C0.05),while the apoptosis rate, ROS,MDA ,Fe’" levels and Tf,Bax and caspase-3 pro-
tein expressions significantly increased (P <(0. 05). Compared with LPS group,the A, value,reduced GSH
level, GPX4,PCNA, p-AMPK/AMPK,SIRT1 and PGC-1q protein expressions in BEAS-2B cells in low-dose,
medium-dose and high-dose Tilianin groups significantly increased (P <C0. 05),while the apoptosis rate, ROS,
MDA ,Fe’" levels, Tf,Bax and caspase-3 protein expressions decreased (P <C0.05). Compared with high-dose
group.the A,y value,reduced GSH level, GPX4,PCNA, p-AMPK/AMPK,SIRT1,PGC-1q protein expressions
of BEAS-2B cells in ComC inhibitor group significantly decreased (P <C0. 05),and the apoptosis rate, ROS,
MDA, Fe’" levels and Tf, Bax and caspase-3 protein expressions significantly increased (P < 0. 05).
Conclusion Tilianin inhibits LPS-induced ferroptosis in alveolar epithelial cells by activating AMPK/SIRT1/

PGC-1q signaling pathway.
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