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ABSTRACT Objective: To investigate the molecular mechanism of Sliybinin-induced apoptosis of Lung Cancer Cell Anip973.
Methods: The cancer cell apoptosis was detected by methyl thiazolyl tetrazolium (MTT) colorimetric assay, morphological observations
with inverted microscope and electron microscope, flow cytometry, DNA ladder analysis, expression analysis of PARP as well as the ex-
pression and activity analysis of some apoptosis-related proteins including Bax, Bcl-2, caspase-3 and caspase-9. Results: (1) Sliybinin had
significant inhibiting effect on the cellular proliferation of Anip973 cells; (2) When treated by Sliybinin for 48 hours, with the increasing
of the concentrations, the number of Anip973 cells decreased, the cell body became smaller and more circular under light microscope,
and the number of dead cells escalated with an increased concentration of silymarin treatment. (3) More Anip973 cells presented apopto-
sis and these cells appeared typical ultrastructural features with the increasing of Sliybinin concentration; (4) The proportion of Anip973
cells in G1 phase increased, and the number of cells in S phase decreased significantly, which reduced slightly in G2 phase and also pre-
sented significant apoptotic peak with the prolongation of drug action; (5) The Anip973 cells treated with Sliybinin presented distinct
apoptotic features including DNA ladder, PARP degradation, etc; (6) In Anip973 cells treated with Sliybinin, the expression of Bax and
the enzyme activities of caspase-3 and caspase-9 increased, while the expression of Bcl-2 decreased. Conclusions: Sliybinin can inhibit
the proliferation of human lung adenocarcinoma cell line Anip973 and induce its apoptosis by activating the mitochondria-dependent cas-
pase cascade pathway.
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Fig 2 SB affects cell cycle distribution of Anip973 detected by flow cytometry. A: Negative control. B: 20mg/L SB treatment after 24 h. C: 20mg/L SB
treatment after 48 h.
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Fig 3 Anip973 cell apoptosis detected by flow cytometry after SB treatmentA: Negative control. B: 10mg/L SB. C: 20mg/L SB. D: 40mg/L SB
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Fig 4 Bax and Bcl-2 expression detected by Western blotting in Anio973
cells treated with SB
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Fig 5 PARP expression detected by western blot A: Various concentration
of SB treatment on Anip973 cells at 12 h post-administration. B: PARP

degradation of 10 mg/L SB treatment on Anip973 cells at various time of

post-administration.
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