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Effects of luteolin on apoptosis and autophagy of human tongue
squamous cell carcinoma Tca8113*

Yong-mei Gong', Zi-gian Fang', Hao Xu', Jian-hua Huang’, Ke-giang Huang'
(1.Department of Orthodontics, The Second Affiliated Hospital of Jinzhou Medical University, Jinzhou,
Liaoning 121004, China; 2.Key Laboratory of Surgery, The First Affiliated Hospital of

Jinzhou Medical University, Jinzhou, Liaoning 121000, China)

Abstract: Objective To investigate the effect of luteolin (Luteolin, Lut) on apoptosis and autophagy in
human tongue squamous cell carcinoma Tca8113 cells in vitro. Methods MTT assay was used to observe the effects
of (12.5, 25, 50, 100 umol/L) Lut on cell activity in vitro after 24 hours. Heochst33342 and flow synectometry
were used to observed cell apoptosis. Western blotting revealed changes in the protein expression of Cleaved
Caspase-3, b-lymphocytoma-2 (Bcl-2), b-lymphocytoma-2-related X protein (Bax), and Beclinl, P62 and LC3B
proteins. Results MTT assay results showed that Lut significantly inhibited the proliferation of Tca8113 cells with
IC50 of 47 mol/L. Hoechst33342 staining showed that Lut could change the morphology of Tca8113 cells, which
was positively correlated with time. Annexin V/PI double staining results showed that the apoptosis rate of Tca8113
cells treated with 47 mol/L Lut for 12h and 24h was higher than that of the control group (P < 0.05). Western Bloting
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showed that Lut inhibited Bcl-2 and increased Bax expression, leading to increasimg Cleaved Caspase-3 expression

and promoting Tca8113 cell apoptosis (P < 0.05). Beclinl, LC3B and P62 protein levels were also increased

(P <0.05). Conclusion Apoptosis and autophagy of tongue cancer cell line Tca8113 may be caused by Luteolin.
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%1 A ERELBax, Bcl-2 % Cleaved Caspase-3 EERIEMRIEBLLE (xzs)

Bax 0.84 +0.08 1.02 +0.07 1.09 +0.05 1.35+0.09 1.73 +0.02 2.06 +0.03 146.414 0.000

Bel-2 2.11+0.08 1.78 +0.03 1.54 +0.07 1.12+0.14 1.21 £0.05 0.64 +0.01 118.182 0.000

Cleaved Caspase-3  0.15+0.01 0.34 £ 0.05 0.57 £0.04 0.74 £ 0.05 1.2+0.10 1.3+£0.04 215.157 0.000
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LC3B 0.23 £ 0.01 0.45 +0.01 0.48 + 0.01 0.50 +0.01 0.56 + 0.01 0.60 +0.01 727.672 0.000
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