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Molecular Mechanism of Apoptosis and Proliferation Inhibition Induced by Gambogic Acid
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Abstract: [Objective] To study the influence of gambogic acid on the proliferation and cell apoptosis of Burkitt lymphoma cells
Namalva, and provide basis for clinical treatment of Burkitt lymphoma. [Methods] Burkitt lymphoma cells were treated with different
doses of gambogic acid. The cell viability and proliferation were evaluated by MTS assay. Cells were treated with 0.25, 0.5, and 0.75
pmol/L gambogic acid for 24 hours, and 0.75 pmol/L gambogic acid for respectively 6, 12, and 24 h. The dose-dependent cell
apoptosis was detected using flow cytometry with Annexin V-FTIC/PI staining. The dose- and time-dependent changes of apoptosis
and proliferation-related proteins were tested by Western blotting.  [Results] The cell viability was inhibited by gambogic acid.
Gambogic acid induced Namalva cell apoptosis and the cleavage of PARP and caspase 8, upregulated Bax, and decreased the
expression of Pro-caspase 3, Pro-caspase 9, and Bcl-2 as well as proliferation pathway and related protein STATS, p-STATS, ERK,
p-ERK in a dose and time dependent manner. [ Conclusion] ~Gambogic acid induces cell apoptosis by effecting the expression of
apoptosis related proteins and inhibits cell proliferation by down-regulating the activation of JAKs/STATs, MEK/ERK signal
transduction pathway in Burkitt lymphoma cells.
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Fig.1 Effect of gambogic acid on the cell viability of

Burkitt lymphoma cell line Namalva
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Fig.3 Changes of the expression of apoptosis—related
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8, Bax, and Bcl-2 in Burkitt lymphoma cell line Namalva

with gambogic acid
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Fig.4 The expression of proliferation—related proteins p—
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cell line Namalva with gambogic acid
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