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Molecular mechanism in the antiproliferative action of Cuscuta australisR.
Br and itsflavonoids component
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Abstract

The present study, we found that quercetin
and kaempferol, isolated from cuscuta
australis R. Br, inhibited the proliferation of
human bladder carcinomacell T1 cell and
(T1R1) in adose-dependent manner. The
ICso oOf inhibiting proliferation of T1 and
T1R1 cell by quercetin and kaempferol was
68, 58mgy/ml (for T1 cell), 96 and 789ng/m
(for TAR1 cell), respectively. Theaction
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mechanism of quercetin induced
antiproliferation was involved in inhibiting
Ras protein cativation and Ras mediated
transcription factor (such as c-jun, cmyc)
expression. Theantiproliferative effect of
guercetin was associated with itsinduced the
apoptosis of tumor cells.  Quercetin induced
apoptosi s process was associated with its
enhanced p53 gene and p53- mediated p21
gene expression, that leading to G1 arrest of
cell cycle. p21 geneis cyclin dependent
linaseinhibitor. Quercetin have free radical
scavenger properties that attenuate DNA
damage may kaempferol dose dependent
manner inhibited the T1 and T1R1 cell
proliferation (induced cancer cells apoptosis)
that may have potential for treating human
bladder carcinoma.

Keywords. Quercetin ~ Kaempferol ~ T1
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