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Progress of anti-tumor activities of artemisinin and its derivatives
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Abstract: Artemisinin and its derivatives (ARTs) are a group of effective antimalarial drugs. Recent studies have
shown that artemisinin and its derivatives (ARTs) have anti-cancer effects through the production of reactive oxygen
species, induction of apoptosis, inhibition of angiogenesis and cell cycle. ARTs can inhibit the growth of solid
tumors, suggesting their application in a neoadjuvant therapy. Dihydroartemisinin and artesunate exhibit
chemosensitizing effects in vivo on cancer cells of breast, lung, pancreas and glioma, suggesting the use of ARTs in
combination anticancer therapy. This article summarizes the anti-cancer mechanism of ARTs and its efficacy, safety
and dose range.
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JIF 15 P9 52 4 (HUVE) %t e, {3 F ELISA A6
UM TS, LIRS BTN, SCIR A H B R A
MR T, ik R R A T P AR Tk
T NGB i w7, 5 & BREE LA & ot
M7 SRR TR, 8 RO T R,
T B DR NE P G A F 5 Wnt/B-catenin {3 5@ 15 G ¢
B B, T Wnt/B-catenin {5 538 B LE ARG R B Ok IE
HRERBMEH P, HECS AL R A T 5] AR B
FLARIE AT B AR S5 B, HEBERE{E HCT116 45
AR AR EES SAE T A A P NEAFER
ft i it hedgehog 15 5@, 5T b i 1 91 59w 41
FRIGTETS, FEIME s . TR AR 2 Y, N
Ko b S A i, WA E H &R BE% S CLC-3
SURIE R, (R T DY WEAHFE Rk
DA & AR 1 7 2, ) S R R R 4 R R
Ecal09 1 Ec9706 {34 5 B, WA ¥ & Rt iE i
Janus Wl 2 FEESRBOER T 3, (R4S A iR
TP, MEFE R AxI IFRIE, SEGES
JiR e A0 B R T 0, ek A M 3G B . IR RS R
RPN, AT H B AT A Y DHA-37 1 AS49
M FE i BT EBEEE 1 (high mobility
group box 1, HMGBI1), #5400 @ W tEser: ™,
1.3 HpHI M EE K

iR 0L 755 A 8 40 e 1 2B KR I S SR E 7).
B, AR BRI AN R B R s R B A
T¥ RS2 B I A2 A R P R M R 7 i
Al UK 1 . TIMPs. PAI-1 FH A R (R L [F]42%8
ST EAEMBEIE R RIER, AR LR



64 AR

H32%

YA A% L T BB A ART 43 350 W] R Bt i eg Ve 9 1
s

—SeF SRR, YU 2 B B AR BSOS 1 .
FE— T 5 TR I 00 AR IMM 4H g R e seeh, 76
MRER B T S A L N R A K LT (VEGF). it
R BEIA T o (TNFa) AU 25 10 56 J53 2 AL A g 1l
A ORI, UL S BRI VR AR 5 0 R LB AR AR
IKAEER /N BRAE SR 2. 4 R g /N B AR m] e
R, G, FREE, WL AL ML E A,
P E BRI A A o X HR A4 B R ) ot A A
ThAEE 76 1L A, T8 S a6 20 Fp 1 A8 4 i 2 k2> B
[F#f, Chen % ™ IRiE, HEBEHER T M- BEw 4l i
A A R AR KPR - 3Rk, A AR iR 1 1)
Gy ik FENS IR0 A I KS62 4 R R, A
T BRI TAFR AN, SO 2H A R It A ) A 2 ek
b, B TR AR, 1T IR R R
i) ot 2 A
1.4 PBEFH4HREEHA

AN 52 98 1) 10 24 Bl 43 2 2 i 400 R 1)k AR AR AIE 2
—, B R M AT AT L@ T a0 B 3 A
=7 By L T 4 5 368 S R 10 o) e R 4 LK) B B . ARTSS
ER Tok e LAl R T I 1) A RN M, ELYRT 44 PR 4,
WHI 40 fe I 5 . 75 N Ishikawa 15 P 50 40 i v
B 2Ol o R R 8 56 KT xB (nuclear factor-xB,
NF-«B) 5 4 i i 1 £ A 3508 4 (cyclin-dependent
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RE S il R 41 B Ki-67 Bl Ris, %2 0.97
( LA Bayesian 7347 ), JEHiIN CD31 ik, HZN
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AT R RTH 32 788 18 mg/kg, 1GITTH 221 R
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