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Effect of taraxerol on proliferation and glycolysis
of lung cancer cells

LIU Dong*, ZHAO Peng*, WANG Lei, LAN Fei, WEI Xiaoyan, ZHANG Helong

(Department of Oncology, Tangdu Hospital, Air Force Medical University, Xian 710038, China)

Abstract Objective: To study the effect of taraxerol on glycolysis of lung cancer cells. Methods: We detected the
concentration of cell glucose consumption, lactic acid and cellular ATP content and NAD'/NADH by lung
cancer cell lines H1299 and AS49. At the same time, platelet-derived growth factor BB (PDGF-BB) was given
to increase the Akt pathway to promote glycolysis reaction, and to investigate the effect of dandelion terpene
on the glycolysis of lung cancer cells. Results: Taraxerol significantly reduced glucose consumption, lactate and
ATP concentration, and increased NAD"/NADH concentration. While simulating H1299 and A549 cells with
PDGF, glucose consumption, lactic acid concentration, cellular ATP concentration and hexokinase activity
increased significantly, and NAD'/NADH concentration reduced. After taraxerol was added, glycolysis induced
by PDGE-BB was reduced in H1299 and A549 cells, hexokinase activity and Akt phosphorylation were inhibited.
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Conclusion: Taraxerol can inhibit the level of glycolysis of lung cancer cells and inhibit hexokinase activity, which
is related to the regulation of Akt pathway.

Keywords  lung cancer; glycolysis; taraxerol
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Figure 1 Taraxerol inhibiting H1266 and A549 cell proliferation in MTTI experiment

(A) AR BE T A DL A H 1 26 640 A 35 (B)AN[F] e L3 23 Dl B2 X AS 49 AT LI i 2%

(A) Inhibition rates on H1266 cells in the different concentration of taraxerol; (B) Inhibition rates on AS49 cells in the different

concentration rate of taraxerol.
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Figure 2 Effect of taraxerol on glucose consumption and lactic acid in H1266 and A549 lung cancer cells
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Figure 3 Effect of taraxerol on ATP and NAD'/NADH in H1266 and A549 lung cancer cells
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