FIRFEMITISGE S TR % Nat Prod Res Dev 2016 ,28 .1845-1849

X E4S:1001-6880(2016)11-1845-05

BRI P AIE & I A AE AL G ATt R

TER MEE AEE”
FABE 22 BN FE T A 2 AR 610500

M OE R, T R BN R SRR, SO A BT R B k. DR R BUBOR BAT I U TR
T I ST e MR P AR [T e 5 o A5 D8, ) 2 B T R 2 DRSS DT T o AR R B, AT
iR 5 T IRAT B RCR o BRI SBOR BT R8P T 8 R BIF S 18 R, A9F 5 S B Xk 22 b fi e 2497 40l £ 1
AL 6575 00 1) P 200 P ) A R B 9801 s 2 L JT 300 35 A B 0 1 L I AR A S e pT SR A AR
REARRIE A S K M P8 A o A ST AR R [ A S R BROAR BE e 8 A0 17 A AR S A — 2

SRSREA) A s U s DL
HESES:R-1

STERFRIRAD : A DOI:10. 16333/j. 1001-6880. 2016. 11. 028

Review on Anti-tumor Effect and Potential Mechanisms of Moringa oleifera Lam
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Abstract . Moringa oleifera ,originating in India, has been used as vegetables and foods to enhance the functions of nutri-
tion and therapeutic care. M. oleifera has shown various functions,such as decreasing blood glucose, treating ulcer, anti-
inflammatory , antibacterial , reducing blood pressure, lowering cholesterol. In recent years, studies found that M. oleifera
has certain anti-tumor effects. The proposed mechanisms include inhibiting cancer cell proliferation, regulating cancer

cell period, inducing apoptosis, interfering signaling pathways, anti-oxidation, inhibiting protein synthesis, etc. In this

study, the anti-tumor effect of M. oleifera as well as its potential mechanisms were summarized.
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