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Fig. 1  Effect of tea polyphenol-manganese ( TP-Mn) on
HepG2 morphological changes ( x300).
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Fig.2 Effect of TP-Mn on HepG2 apoptosis measured with
flow cytometry.
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Fig. 3  2D-PAGE proteome map of HepG2 apoptosis
induced by TP-Mn.
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Differential protein expression during apoptosis induced by
tea polyphenol-manganese in human hepatoma cells

WENG Lu-na'?, MENG Wei-neng’, JI Xue-tao’, LI Cheng’, HUANG He-qing’
(1. Pharmacology Department, Xiamen Coastal Institute for Drug Conirol, Xiamen 361012, China;

2. Department of Biochemisiry and Biotechnology, School of Life Sciences, Xiamen University,
Xiamen 361005, China)

Abstract; OBJECTIVE To investigate the differential protein expression during apoptosis
induced by tea polyphenol-manganese (TP-Mn) in HepG2 cells. METHODS HepG2 cells were
exposed to TP 700 mg+L ™", TP-Ge 700 mg-L ™" and TP-Mn 700 mg-L~" for 48 h, respectively.
Morphologic changes in HepG2 cells were tested by optical microscope, the number of apoptosis
rates were analyzed by flow cytometry, and the differential proteins were identified by peptide mass
fingerprinting ( PMF). RESULTS Optical microscope examination revealed that the number of
HepG2 cells was significantly reduced in TP and TP-Mn groups; the cells appeared shrunken and
deformed, and these were dead cells. However, the number of HepG2 cells was not significantly
reduced in TP-Ge group. The apoptosis rate of HepG2 cells in TP-Mn group was (30.1 +0.7) % ,
which was significantly higher than in TP group (12.3 +0.4)% (P <0.05) revealed by flow cytom-
etry. 2D-PAGE showed that multiple differential proteins could be expressed in HepG2 cells during
apoptosis induced by TP-Mn. Peptide mass fingerprinting and database searching showed that
v-actin and tyrosine 3-/tryptophan 5-monooxygenase activation proteins were of high score matching.
CONCLUSION TP-Mn can induce HepG2 cell apoptosis, and multiple differential proteins can
be expressed in HepG2 cells during the apoptosis.

Key words: tea polyphenol-manganese; proteomics; protein expression; carcinoma, hepato-
cellular; apoptosis
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