TIPS TT % Nat Prod Res Dev 2016 ,28 ;1838-1844

X E4S:1001-6880(2016)11-1838-07

BRNEERAMRER
G

JARBR T E AR ZEGESHE TR R, T 510300

O EEE R R E Y, AR TR AR SRR . AT S A e R, B R Ak
G AT DARRARIREIE A )RR, o TR S Ak G W B I 3 00 24 AR D, Ann S Ak I AR 1 e B A
it AU At IS P TR A M DINAL SR 3 B 75 S A s BEL T A 4R B S R A R R TR
Mo HATLIE AT R S5 AH OC 2 I 30 D S A I 10058 P9 B AR TR 5 - R T Ak B 1 U \ DINA 453473 B2 B 34 4%
AT IR R G ARLER N —25 T 3TN v] e HTE D RER (L FE B .

SRR - I s BUREAE s BIP re
R E 4> S R961

STERFRIRAD : A DOI:10. 16333/j. 1001-6880. 2016. 11. 027

Review on Anticancer Effects of Plant-based Flavonoids
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Department of Environmental Engineering , Guangdong Industry Polytechnic ,Guangzhou 510300, China

Abstract: Flavonoids, which are polyphenolic phytochemicals generally found in vegetables, fruits, flowers, nuts, seeds,
tea,and honey. There is epidemiological data to suggest that consumption of flavonoids can be accompanied by decreased
cancer incidence. Flavonoids has therapeutic applications owing to its wide range of pharmacological effects including an-
tioxidant, inhibition of protein kinase,inhibition of topoisomerase ,inhibition of angiogenesis, activating the DNA damage
response , inducing the autophagy , blocking the cell cycle,and inducing apoptosis. The antitumor effect of flavonoids and
its underlying mechanism are related to interactions with protein kinase, topoisomerase , vascular endothelial growth fac-

tor,5’-adenosine monophosphate-activated protein kinase, DNA damage response pathway, apoptotic pathways. This re-

view contributed to clarifying the mechanisms of the actions of flavonoids in anticancer effects.
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Fig. 2 Free radical acts as a dual role of tumor suppressor or promoter in different conditions
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