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Tripterygium Hypoglaucum (Levl) Hutch alkaloids induce PARP cleavage and caspase-
3 activation in Jurkat T lymphoma cells
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Abstract: Objective To explore the roles of caspase-3 and poly (ADP ribose ) polymerase (PARP) in the ap-
optotic process of Jurkat T lymphoma cells induced by Tripterygium Hypoglaucum (Levl) Hutch alkaloids to under-
stand the mechanisms of the apoptosis. Methods After induction by the alkaloids, the activated caspase-3 was fluo-
rescenc-labelled with FAM-DEVD-FMK and PARP cleavage was detected imnmunocytochemically using antibody which
can recognize its 89X 10’ fragment. Then determination by flow cytometry was performed. Results The THH alka-
loids could effectively induce PARP cleavage as well as activation of caspase-3. Conclusion We conclude that
caspase-3 and PARP take part in the modulation of apoptosis induced by THH alkaloids, resulting in DNA fragmenta-
tion by means of inhibition of the repair of the damaged DNA.
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