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Effects of Decabrominated Diphenylether-209 on Cell Proliferation
and Cell Apoptosis in Human Liver L-02 Cells
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Abstract The effects of BDE-209 (decabrominated diphenylether-209) on the proliferation and apoptosis of
human normal liver L-02 cells were analyzed by CCK-8 and Hoechst 33342/PI methods. The results showed that
the inhibition rate of cell proliferation increased with the increase of BDE-209 concentration after 24 hours
exposure at different concentration levels (0—70 pg/mL). The ICsq of BDE-209 on human normal L-02 cells for 24
hours was 127.08424.93 pg/mL, which was analyzed by SPSS-Probit-Logit method. After 24 hours exposure to
BDE-209 at different concentration levels (0-15 pg/mL), there was no significant change in cell morphology in
each dose group compared with the control group, and only cell reduction was observed in the 15 pg/mL dose
group. After apoptotic staining, fluorescence microscopy showed that the number of cells stained with brilliant blue
and light powder increased with the increase of BDE-209 concentration, and the apoptosis rate of human normal
liver L-02 cells increased with the increase of BDE-209 concentration. Compared with the control group, the
difference of each dose group was statistically significant. The results showed that BDE-209 could inhibit the
proliferation of human normal liver L-02 cells and increase the apoptotic rate.

Key words decabrominated diphenylether-209; human liver L-02 cell; cell proliferation; cell apoptosis
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Fig. 1
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Fig. 2 Morphological chart in human normal liver L-02 cells after 24 hours exposure to BDE-209 (200x)
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(a) 0 pg/mL; (b) 7.5 pg/mL; (c) 15 pg/mL; (d) 30 pg/mL

E 3 BDE-209 £3& 24 /NBY /5 A IEH BT L-02 AR 1= 3% S B (200x)
Fig. 3 Apoptotic fluorescence of human normal liver L-02 cells 24 hours after exposure to BDE-209 (200x)
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Fig. 4 Apoptotic rate of L-02 cells in human normal liver
after exposure to BDE-209 for 24 hours
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