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Effect and Possible Mechanism of the Extract of Barks of Michelia Macclurei Dandy. on
Apoptosis-inducing in HepG2 Cells

SONG Xiaokail, CAO Zhilingl, GUO Leil, LI Zhihual’z(l.Huaihai Institute of Technology, Lianyungang 222005, China;
2.China University of Mining and Technology, Xuzhou 221116, China)

ABSTRACT: OBJECTIVE To explore the effect and possible mechanism of the extract of barks of Michelia macclurei
Dandy.(EBMMD) on apoptosis-inducing in HepG2 cell lines in vitro. METHODS The effect of apoptosis-inducing of
EBMMD on HepG?2 cell lines and expression of COX-2 protein were explored by inverted microscope and flow cytometry assay
as well as Western-blotting assay. RESULTS The apoptosis-inducing of EBMMD on HepG2 cells was observed in
concerntration-dependent manner by flow cytometry, and the cell morphology change was observed by inverted microscope.
EBMMD showed growing inhibitory effects on the expressions of COX-2 protein in concerntration-dependent manner and
significant inhibitory effect on the expression of COX-2 protein at a high concentration(25.00 pg'mL™') . CONCLUSION
EBMMD can significantly induce HepG2 cells apoptosis, the possible mechanism may relate to downregulate the expression of
COX-2 protein to induce apoptosis.
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Fig. 1 Effects of EBMMD on morphology change of HepG?2 cells (treatment of EBMMD for 72h) ( 400 X)
A-negative control group; B-EBMMD low concentration group; C-EBMMD middle concentration group; D-EBMMD high concentration group
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Fig. 2 Effects of different concentrations of EBMMD on apoptotic rate of HepG2 cells
A-negative control group; B-EBMMD low concentration group; C-EBMMD middle concentration group; D-EBMMD high concentration group
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Fig. 3 Effects of different concentrations of EBMMD on
the expression of COX-2 protein in HepG2 cells

1-negative group; 2—taxol group; 3—5-EBMMD 6.25 pg-mL ™" treated for
12, 24, 48 h; 6-8—EBMMD 12.5 ug~mLf1 treated for 12, 24, 48 h;
9-11-EBMMD 25 pg'mL™" treated for 12, 24, 48 h
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