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Effects of turmeric volatile oil on the morphology of human lung adenocarcinoma A549 cells
WANG Hai-jing, YANG He-ping ( Department of Respiratory Diseases, Southwest Hospital, Third Military Medical University, Chongging
400038, China)

Abstract: Objective To investigate the effects of turmeric volatile oil extracted from curcuma on human lung
adenocarcinoma A549 cell line. Methods —The morphological changes of human lung adenocarcinoma A549 cells
treated by different concentrations of turmeric volatile oil were observed by inverted microscopy, Giemsa staining, and
Acridine orange staining. Results (D The inverted microscopy revealed that after treatment of A549 cells with dif-
ferent concentrations of turmeric volatile oil for 24 — 72 h or specified concentration of turmeric volatile oil for 1 =7 d,
the lung carcinoma cells were distributed sporadically, cells were scarce, and the majority of cells were in round or
oval shapes, indicating that the cell proliferation was inhibited. These changes were associated with the concentration
of turmetic volatile oil. @) Giemsa staining indicated that the apoplolic rates of A549 cells were 34% and 42% re-
spectively after turmeric volatile oil treatment at the concentrations of 0.8 pel/ml and 1.0 pel/ml. There was significant
difference in apoptotic rate between the treatment groups and the negative control group (13.5% , P <0.01). Small-
er cell bodies and black condensed nuclei were found in the apoptotic cells. @ Acridine orange slaining indicated
that apoptotic cells showed many multi-structures and morphologic changes of the apoptotic cells. Conclusion  Tur-

meric volatile oil can inhibit the grow and proliferation of lung carcinoma cells and can induce the apoptosis of lung

carcinoma cells., |
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Fig 1 Morphological changes of A549 cells in 1.0 pl/ml treatment group by inverted microscopy (inverted mircroscope x 100)
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Fig 2 Morphological changes of A549 cells in 0.6 pl/ml treatment group by Giemsa staining ( Giemsa x 100)
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Fig 3 Morphological changes of A549 cells in 1.0 pl/ml treatment group by Giemsa staining ( Giemsa x 100)
B4 EHRFELMAWAH 1.0 pl/ml AS49 G (V5034 %E E% x 100)
Fig4 Morphological changes of A549 cells in 1.0 pl/ml treatment group by Acridine orange staining ( Acridine orange x 100)
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