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Effects of 173 -estrogen, testosterone, tamoxifen, and aminoglutethimide on the growth

and proliferation of lung adenocarcinoma cell line A549
7ZHOU Xiang*(bngl, CAI Werrqinz, XIAO L‘1n2 , ZHANG Ji*qiangzy YANG Zhongz( 'Department of Respiratory Diseases Southwest
Hospitak *Department of Histology and Fmbiyology, College of Medicine, Third Military Medical Universty, Chongging 400038, China)

Abstract: Objective To determine the aromatase protein expression in A549 cell and to investigate the effects
of 173-estrogen (E; ), testosteone (T), estrogen receptor antagonist tamoxifen (TAM ), and aromatase inhibitor DL-
aminoglutethimide (AMIN) on the growth and proliferation of A549 cells. Methods The expression of aromatase
potein was determined by immurnohistochemical methods. The changes of cell cycle and cell number before and after
reatment with E2, T, TAM, and AMIN were measured by flow cytometry and tetrazolium method (MTT). Results
The amatase protein was positively expressed in A549 cells. The aromatase mhibitor AMIN and 5X 10 7 mol L
TAM could inhibit the growth of A549 cells and block them in Gy G, phase (P<<0.01 or P<C0.001). Significantly
decreased cellsin G, M phase but increased cells in S phase were found at 3 d after the concentration of TAM was in-
creased up to 5X 10 ° mol . (P<<0.001). Compared with the control group, both E2 and T could promote the
growth of A549 cells (P<<0.01 and P<<0.05), but TAM or AMIN alone could inhibit the growth of A549 cells
(P<0.01 and P<<0.05). Either TAM or AMIN could inhibit the promoting effect of E, and T on the growth of
A549 cells (P<<0.01). Conclusion E, and T have promoting effect on the growth of A549 cells. TAM and AMIN
can inhibit the growth and proliferation of A549 cells and antagonize the effect of 2 and T.
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Fig 1 Positive expression of aromatase protein in A549 cells
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Tab 1 Changes of cell cycles before and after treatment with E,,
T, TAM, and AMIN

Group Gy :C] Phase( %) S Phase( %) GZ/MPhase(%)
Control 61.52 20. 60 18.02
Ep 61.97 20.75 17.44
AMIN 64.162 20.46 15.57
AMINy 66.98b 2.2 12.96
TAM, 68. 04> 19.70 12.38
TAM 56.79 32.36> 11.83
T 59.88 2.07 18.32
E,+TAM 65.172 20.22 14.85
T+AMNg 61.27 21.9% 17.00

a: P<0.01, vs control; b: P<<0.00l, vs control AMIN;
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