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Effects of Biochanin A on oxidative stress injury of alveolar epithelial cells induced by LPS”
TANG Minqgiang . HUANG Jie ,CHEN Jiad:i
Department of Respiratory and Critical Care Medicine  Nantong Haimen People’'s
Hospital , Nantong , Jiangsu 226100,China
Abstract: Objective To investigate the influence of Biochanin A (BCA) on lipopolysaccharide (LPS)-in-
duced oxidative stress injury in alveolar epithelial cells by regulating nuclear factor erythroid-2-related factor 2
(Nrf2) /heme oxygenase 1 (HO-1) signaling pathway. Methods Alveolar epithelial cells BEAS-2B were di-
vided into control group (ctrl group, normally cultured BEAS-2B cells), LPS group (10 pg/mL LPS),BCA
low-dose group (5 pmol/L BCA),BCA medium-dose group (10 pmol/L BCA), BCA high-dose group (20
pmol/L BCA) and inhibitor group (20 pmol/L BCA +5 pmol/L Nrf2 inhibitor ML385) , all groups except
ctrl group were stimulated with 10 png/mL LPS for 24 h. Cell proliferation was detected by CCK-8 method,cell
apoptosis was detected by flow cytometry,intracellular reactive oxygen species (ROS) levels were detected by
DCFH-DA fluorescent probe method, and the activity of superoxide dismutase (SOD) and malondialdehyde
(MDA) levels in the supernatant of cells were detected by spectrophotometry. Tumor necrosis factor-a ( TNF-
«) and interleukin (IL-6) expression were detected by the kit. The expressions of Nrf2, HO-1, proliferating
cell nuclear antigen (PCNA) ,Bcl-2 associated X protein (Bax) and activated cleaved caspase-3/caspase-3 were

detected by Western blotting. Results Compared with the ctrl group,the A,;, , SOD activity, expressions of
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Nrf2,HO-1,and PCNA of BEAS-2B cells in the LPS group significantly decreased (P <C0. 05),while the ap-
optosis rate, levels of ROS and MDA, expressions of TNF-q, IL.-6, Bax, cleaved caspase-3/caspase-3 signifi-
cantly increased (P<C0. 05). Compared with the LPS group.the A,;, value,SOD activity,expressions of Nrf2,
HO-1,and PCNA of BEAS-2B cells in the BCA low, medium and high dose groups significantly increased
(P<C0. 05), the apoptosis rate, ROS and MDA level, expressions of TNF-q, IL-6, Bax, cleaved caspase-3/
caspase-3 significantly decreased (P<C0.05). After high-dose treatment of cells with BCA and the addition of
Nrf2 inhibitor ML385,the promoting effect of BCA on BEAS-2B cell proliferation was weakened,and the ap-
optosis rate, inflammatory response and oxidative stress damage of BEAS-2B cells were enhanced.

Conclusion BCA may inhibit LPS-induced oxidative stress injury of alveolar epithelial cells by activating the

Nrf2/HO-1 signaling pathway.
Key words: Biochanin A; acute lung injury;

lipopolysaccharide; signaling pathway
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MAE A 10 pl. CCK-8 ¥ MY 100 pl 58 2 15 57 4.
WEE 2 h g A B AR AR I AE 450 nm 20 /9 9O
BE(A) .

1.5 waCom R an Mg v WeEALBE 48 h i
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BCA il 21 96. 4711, 26" 34,4843, 24"
BCA @&l a4 84,7548, 42" 19. 7642, 16>
1481 7 21 123.48+13.54° 31.5643. 21°

T ctrl 4 #E L, P<<0.05; 5 LPS 41 L4, P <C0. 05; 5 BCA
9 5 4 e, P <<0. 055 5 BCA Pl 4 4 b 42 . P <C0. 05555 BCA
R A L P<0. 05,

2.5 HHMMEEHRBEKELE 5 cul HHLEK.
LPS 41 BEAS-2B #ii i i) Nrf2 . HO-1.PCNA 3k /K
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