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Study on apoptosis of human hepatoma cell line HepG, induced by matrine
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Abstract; Objective To observe the apopiosis of human hepatoma cell line HepG: induced by Matrine and to investigate the changes of apop-

tosis-asswciated genes. Methods HepG: cells were treated with 0-3. 0 g/ L matrine for 3 days, and observed under optical microscope and election

microscope. DNA break was detected with TUNEL in stu assay, the apoptosis peaks were detected with flow cytometry, the eaiy stage apoptosis was

detected with Annexin V-FITC/ Pl double labelled assay, the expression of apoptosis-associated genes wp53 bek2  emye, bax and Fas were detect-

ed with immunohistochemical technique and in situ hybridization, al results were quantitatively analyzed with high-fidelity colored picture dissector.

Results

1.53. 0 ¢/ L Matrine could induce HepG, apoptosis and up-regulate the expression of apoptotic genes wp53, bax, Fas and downrregulate

the expresson of antrapoptotic genes bek2, ¢-myc. Conclusion  Matiine in certain concentrations can induce apoptosis of HepG, cell and the

apoptosis is related to the up-regulation apoptotic genes and downrregulation of anti-apoptotic genes.
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Fig3 Early stage apoptosis detected with Annexin V-FITC/ PI double labelled assay in matrine treated Hep G, cells

I : Untreated HepG, cells (12 h); II: 1. 5 ¢ L matrine treated HepG; cells (12 h); 11l 3. 0 ¢/ L matrine-treated HepG, cells (6 h); IV: 3.0 ¢/ L
matrne-treated HepG, cells (12 h)
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Fig4 Immunocytochemistry staining of p53 in untreated HepG; cells (S-PX 400)
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Fig 5 Immunocytochemical staining of p33 in 1. 5 g/ L matrine treated HepG, cells (S-P>< 400)
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Fig 6 Immunocytochemical staining of bax in untreated HepG, cells (S-P>X400)
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Fig 7 Immunocytochemical staining of bax in 1. 5g/ L matrine treated HepG, cells (S-P>< 400)
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Fig 8 In stu hybridization staining of p53 mRNA in untreated HepG; cells (oligoprobe serves as probexX 400)
9 1.5g/L HepG, p3 CF A B AR R 41X 400)
Fig9 In stu hybridization staining of p53 in 1. 5g L matrine treated HepG, cells (oligoprobe serves as probexX 400)
10 HepG, bel-2 (X 400)
Fig 10 In situ hybridization staining of Bcl2 in untreated HepG, cells (< 400)
11 1.5¢g/L HepG, Bcl2 (X 400)
Fg 11 In situ hybridization staining of bcl2 in 1. 5 g L matrine treated HepG; cells (< 400)
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