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WE  HEEETEHA EFHGRERS, K. KE FAETEEERENTANE | XA
HEFWTERE, HERERNTEN — 459, ZRAHRETTERN AN G BHK | TEE
HE LM, MEREDE, 8 40 4R A Y E RS 2 — B AR 4T j;'f’fj;*]
EEEXB WO AN, R8T FANEA, Wbl S5 HHENRERUEECN | s

TREWEER, kS5 FERNRERERTIRE, RUHTNEORFTEREAR
R RITES, BERXAGMERREMMEF L b, MHELEEMRURGRE. 8
NERBETHEH R AXEATERRGMEANAARATEZRARRE,
B IETER AR 8 25 W S 1 R BE R DU B R 1 e e (AL, DA A

A JE BB R A B

2011 4F 9 H, o op B RE B R oK ) i 3k
73 56 1B P 7 v e R B 22 22, LR AR PUIE 2
1 2% (artemisinin) FF & o B2 HP G ook, —IFIR], JE K
AIHUIE R 2457 8 2 Oy B OGH (AE RLL e ™
S NARAE R AL Je b, JUHAEEM . M. &R
V. S i 9% Y Kl 10 AT M7 AT H X R 0 )™ . 1
it DAH LR G RS BoR, JEE 2010 AW NECA
2.16 12, L) 65.5 J1 NFET:, JLrh 86%[M 52 F 4 &
5 %Ll LEN

HERZORIE T E 20 e 70 AR EIEE
7 v6 25 5 AR DME D H »(CLRR«523 B H )
(R — T R, RS AT P AR A A 5
NRPrdEm it 7 EZE ok, F 8 =02 W e

JURAT ERR KA, PR e 2 LR PR, B2
SR, S T PR AR B . AR TR Y
290, WG, FRUMERIZE AR L T bRk, i
i R R ABNAL LI, R A R ZE 1 X i
L5 5 B IR T Jo HL T ok A 2 A 1) 5 481 (A A S 56
I AT H LA 1 A 2 LB, 08 T E 1) 7 5 3%
KB AU B B bR R U
PRI H B, 5 DA ZUmiAn 1 <5 & RIS 7
£ (artemisinin combination therapy, ACT).
BRI I R ROR AN, T R AR AR KA
Py Az by, SO S A A0 LA U R IRIT R
KR AE 5B 2 EH. JE R BRSO
W H, (AR LS A0 i, Y]

FE5|A#&3: Sun C, Li J, Zhou B. Mechanism of action of artemisinins: a long unsettled challenge. SCIENTIA SINICA Vitae, 2012, 42: 345-354, doi:

10.1360/052012-168




VRS RS FIHUR: — MK AR P SR Bl
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1 FEEREN

HE R, R BAA A AR N RS
Y, 53 FX CisHpOs, 5 Fim 282.33, JLaEMIR ShiE

(K 1A). BN RHED AL by B B8P,
BE RAESRBUTT 5 Z e He a5 M s ™, w7 %

HATHEDIR BRI, A IR T e ATk
V), W AR BER CORIRERE IR IR R, X
WA PUETEE R Z m T HE R, HhEEE
Wi A R PR IR AL FRUAE 1987 AR At A .
TR | 22 TS BUE 290 AN W7 H TR 24 1R (1 1)
HE RN R PSR TR T 5 B o, X
T8 FZAEAMUE PR 2 T, 5T
2E R AR ER 1, 2, 4-=REEEIR(L, 2, 4-trioxane),
W IR T —RIML AW, I — 3 7E 2%k
RS E M7 AR T A R s, HA i
GRS S RZEAAF(E 1B~D). XL

o T I IC AR e B AR, 2 RUR A 5 4

EERCEGE R, 2 O A hERIEZ —, HERX
AN PIBE RE, B H A, B E RS
KR A2 R B 1K 25 20, LA A ] e AN T 2
(K 241 7Y, WIREAEPUE R IERE A A T AL 1L I
BN A i 3, AT AR A st B ARG, SR
ZEGH N

2 HHEARDUELE RS

B A9 77 785 3R AR BRI AS AL ) LA AAT T 3 Fof
2PN, T BT HOERAE I, Wi, By ikioe
BRI, BUROB BT 25 W B 2R X

RT3t 0 77 85 3% 1 LA 2 A B A
3T : 7 2R AV R SR KR T A

21 HHEERMBE

() BZH5HERNEAE.  HHEHERIUETIOR,
Be KEVEM R —. HHT, — P He A i %

R R RO L WS B R AR AT .
WL 2 A A R AR R, B R
JELL R AR T AR U L R R
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B: W& RISk, WEA SR, ¢ —METH
Y, AEARANSZEG BT S U I BUE SO AN S s Ak 2 R PEDY, B: R N & (thapsigargin), #%IA NI

185 28 1 AU 5 R AET 2B 1R DU (tetraoxane); D: 0Z277, —Ff
HEA B RE AL,

ERVE BBV EAN B A RN 2
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(EPR) 43k 51) DMPO #F— 2487~ T 38 Z (A 2K &
T 2l — M Tk i e 2R | i N g
TE AR Z R I NI W 85 K H 5t 7 (pyridoxal  benzo-
ylhydrazone) A1 2% £k fi (1,2-dimethyl-3-hydroxypyrid-
4-one)IX RN K PEEREE A5 7, T = LT AR
TIERC R I 59 . 2 Bk 8 (desferrioxamine), 55— F
BB, PR T =R W AR
M, HEERAWKE P4 T LStz R A1EH,
BB R J—Mos I EHE ). HFE RS T
T AR G5 R L R A R OB 2 AU ). A7 T &=
B R, ST WA T Ik A A P R B, —
WIS 5k R, ¥R A AR A RO B
b 11 2R R B vt 1 el UL I — o R
AL BZALL I B W (lewis acid)OAEFH, ASXT AR Wi Zdat
AW, TR AL, 2R AR B R EE i A A ) AR
HEAT e 82 S U200 A IR RE 7 5T i i R A
WASE, HA W REAE %0 B v = A e ) A i o A
F PTG H A

(2) 215 (heme) 2 55 75 8 & MG . 8 IR
AR EIH S P AW, RN, T
AW e AN A, KA IE 7 7
A0 A B R A, RS 25 K RE T 4 i R N I
RN L0 Mo b B A . AT S T 2 40 M P 1 il 2L
EEMC B S Z IR A R, %I R AR
BRI A it r= i 20 25, 20 3B il = A gk —
&A% (hematin), = J5t HUAA P A7 AR — FiopL I o] DL B
M AN AT 40 R P 1) €4 25 TR (hemozoin) R T4
MO, RIE (.

AR, A ar kU2 21 2
BRI e L AT PR OO A A A O S 5 B
P SCRF: XTI, SR — R e B G AR AL ok
BFEHSEFEENSHFERBKL G ERLEBMmT
O TS, R A RS E R
FE WA I 21 3% RS R o0 7 R A AR i
WAy R, N T 2 AL R R D R
BB a] L4388 #1210 2% (heme) 5 75 5 5 102 & ™,
A AN RN, ¥ R 5 ARIE ARk, A
MALEE . A ERES T IS R A A 1 Il 21 2 T AEAH
[ 4P R REAT IOV, 2028 5 1 8 28 ROV 1 300%
T T A A 4y U, SR T B T
FOROCHEEN. R AR T i, sk
JFEE. HET, 70502 B R 2 20 3 1R IE

R I ARSI

(3) itk HEE RN, BEEY R
W) 5 B AT D) TH, BRI 9% RE (Saccharomyces
cerevisiae)/F N S MAL X W 2 —, W THERER
ZIYE RN R, W0, BRI RE 3 2K
HORE B IR AR, 8 K IR TR 5% 9 35 (L LRI 26 0 g 50
R AEROR BT G, 2 R A K R AN T B R
Pttt fe, 25 AR A A w U Cn DAH i el AR A
P HIU, S AT A K b 20U T 2R Ak

WS L, T v 25 T DA o RS 1 1k v A Al R
P s 5 3 B AR, H R SEACAS B i 7 A e 1 7R
B ERAK, XMILGHR T 58 R SRR S
IR R, W EAFE T NDIL, NDEL 5848k,
KL R AT E 2P, NDIL AT NDEL 2 4 h Bl i 1%
BE R I AL BE R NADH i & B (11K, X
AN BE DRTE S R 9 i P A A RIS P 41, TR FL3h 4
HRORNAEAE. W LB R R P 553X &5 W) R A A
DIREM At 2 A WA IR EE S &) 1. S
FWT, MR NDEL sk NDIL JEI, w] LU %2 53] fi%
REBE 0 3 8 25 I 52 P o, MU PERRG; R
T ] S8 o AU L 2R A IR B 7 1) DPI(NADH
I A 0 700 P49 o N R LA ik % T S T 400 i R 9 JiR, ol
21 T 2R AR, ek 55 9 e e R R R X
R U, T IR IR T R IR R
T GRS L) A2 I 2 R AR )k )5 ), HAR nTRE & 1
bR AT AR B IR T SR . PRI BE AE T
Fs il FE AT I 2 e AR W il , P O, k7R
M P=A4 B i, 0 & & AT e — R S &9,
AR RIS, R & IR A ek
DL 4T %5

(4) AW AL XN TS EEE T SRR A
W, WEISWIE FEAFE N, W Haynes %5 A7
R N E S RZ AT S R ORI, A PR
R R AT EM R T W & R T mPuE/ER,
{2 R T gg. seah, s HAbh—senr LA S
SN TE R A P FEAE S R R R IR ) 43 A AT
FURRIE!, XS R, SR R SRS T
He A, 30T R0 MK oy 1 R R E R AR
B A HRIE R K T BRAE T R AR, R
A T B IS T RO T R ORI
PUEAEH A S R,

ISR AT RGN A, T v 25 0T i 1 7 2
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I 208 1V A AT, ] T I 20 A
PR, T3 20 B PR O i el L AR IR 2
Bk 20 4N B 2 7= 4, A mT LS ek 59 T AR
e

A LR, A S8 ] B A7 AR I, 1,
FRMES S T HERZEMNLRE, Ba%RkEEN
IAE & I 2 [ 1), S DM RpB X, 7Eml—
BrBE. DU R R 2 5 oW 2%, — Bl gl A AT 1R 45
TG AR FE(ROS) 177 25 1 o) 41 Mo s R 453473 114
FEAN 2 —. PR T AR FE R e, AT
AEAE T =PSB /DRI ROS, X448 ROS 584
HAER, AL TP, Sk T2 ROS AR,
TR 20 M3 BB 47 . A DR T v 25 BT TR A5 PR i
Bt 75 5 2 A4 P S AT HR 9T

22 HERIZWNIE R

R NAE T 85 25 5 215 0 0 1A T 1 2 A 1 LS M
W R PUEA A 2 OCE B E AT AL
WL R, M0 B 12 B U (1 8 %
VISR &, HL7E 20 tHal 80 4EARAK M, A HEEETE
R A A B T S50 AR S W R
I, FERAM G, H SRR AT A Pl AR
PP BUE T PE, [RIE E A R e A L PUE
VEFL. HISE AR A S8 AIE s T X — e &P R,
T2 AE S5 = S g R 4 ) A AR AL
FIAE. HTHESHRZN DT — RN g4
—AN B A, SIOU S B IR YR T AL T AR A
o P 245 40 it P 9 5 R A B W 52 2P s o AR
K I R R RS, /£ nmol/L 4%, FTLL
T 2 NAE AT R R A 5 5K

(1) Mm2r F ke deth. RO, ML
B A2 O T v 2R 2R 2 ) I A O DS R, SO T
RAEAE I EEALhR, 58 ZA LR B fidk
A0S 2% KO it B IR R AL L ) ol £ FE AR R oh
FIVE NSNS 22 A0 05, AR AE AT, i g
Wi 100 21 55 (1 100 # R Al 5 8 25 X — W AU — 284
SIS, Y UC BRI T R I A AR
P R R, AR RN BN R T
KNEHEFE. W S Soa e, o LLAEE o 2
14T -7 Z R AP, WP 2 G AR,
T E AR P K AR B G TE T, AR R AR A
SEOGHS R W T AT DL g G A0 HENEA K,
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T R I PUIEAE F v] e B bE A I 20 2 7 A
RGN, Wl R H TR T — Pk i i 5 5
(3R 355 3 B PO 7l B 1/ SR B A S 2 T e
AR S oV o L AR A 2y A RA R
ERE AW EI L R AR, 50k e
R BRI I U 2B T2 09401 — il e 22 i AT
Wy BT DL R bk AR RS, HORN B R AR e AL
SN, 20 sk R R IR AT A M A U R A
FOLRIN, G BIAHMIEETER 1,2,4-=RB5EiT B
RELG IR & 2B Y, Ay, BRI 4T R
YOS E RN &

SRM, oy — e sizud 2k BRI 20 2 B — e o
S, N, U4 B P IR R LS A R, T 2R 1 i
FH AT ok /0 90 € 25 2 12, 3R W 2R 1 o
JEO R I R FEAE I I 45 1 FRE IE. BE 0T
R, 10- 5 A B &=L —MamyueEZiy, H
FEFEANIHEA R R, KR
5T LT RS TER LAY R HAT IR A i poE g PR
A, Ro40-4388, — Ffr B il il 21 3% M A 5 — 20 | B
(W A REEl, AR RSPUERN, SHEERL
FEPUER WA FER, #Rma sz FEHR
WHUEME AL BT N i, € CO s FitAT
THESFEPUEERRN, LR CO &5 4,
A, JE R I 41 3 1 (CO-Hb-Fe( 11 )8k CO-heme-
Fe(Il), WAt H SRS MARMIEN. 415
TN, (£ COMBER, & MR, Ml =M
RV R, 38 Hb-Fe(11)ak heme-Fe(II)
A2 5 EZPUEE MY R 4n Z Fe
EIEM AN A, I 2r 38 FUR—Fhss 7, AJgEEN
BEFRISL B T S DASL, 14T 2] e S T R A
A IRTAS 2 3G 58 e [ Ty e

(2) HEEE AR, TR RN R
JE S0 I i AT R B PR R S e R AN AR I
TXAF AR AT 7 25 0T e 4 10 R A P R
T, B IR A AR A AR N TR R R S R B AR
TR 21k U, HAEAEAE BT — FE 1
HIFE.

(1) PFATP6 #IL 5. X — ¥y BEE o XUEE—
i, AT 2003 4F Nature B0 —5 S0, =15
B0 b S M R LR N T S ATP il
(PEATPO)'?. fEHIN N, HHE S HHY N RELSH
AR 1), T R S A IR
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WIS BiRES ATP B§(SERCA). I THRA T E R Y
JEJ HL SERCA (AR, BAAAEYE A Ji de i 2 rp
RAEMIVER, F PEATP6 7F Al Y1 Tk B RE 40 g v ik 47
TERIL, GRRI, HERE PIATP6 HA7 5 K HAF
SEEISCR. BRI, $RH T E RS S PIATP6 K%
DhReme. Rt s R, M PFATP6 263 fisi%
P& RN % N FIE U504 SERCA 255 £ A & IRIEAT |
e, CATHIIMEI R AR B 2 A0 —fA], PFATP6
PG 28 52 T

{HE, JTAER— 28 5 R AR 1 ik A S B, BF X —
RYNWWUEZ, QAT = LAY 2R
HAh— Lo F M S TS MRS, LR R
AR ERERY, HERENE, FLFOR T3
FRIX — 22 P S AN e RS HE gy
() SR X B AR FH IR R ¥ TE 225 L, PFATP6 B
BN, HEREEAY N REMMER, #EERE
Ie2 JEL UL 9 B4 ATP i b I 5 2% S 350 J5
T HE, BEE M ERIFRA AN, S,
PR 85 R W, VR 2 S5 A AN HH TR) (R A7 A 0 1
B T PO, HEXET PFATP6 (145 A 07 s 4K
T S AR Ay, T AT 2 TN %
BT Pl s, WHT S5 B R AW e
BUHIAE T N, i, HE RS EHE b RZ M4
PRI AR 52 21 7 55, AR IX R 1 &5 R A A
JERAT BREO. A WF ST IRIE, 70 5 Ak Py B AR A
PFATP6 & [K 43 7185 il & F7 L263E, STO9N 1584 7Y
FH 8 2% M AT A b B S O R W %2 2 W] 2 1) 1C50
AFAR P23 ; PEATPG I i BEAE K s ot 270 (1 b ok
TERERETE h U5 6 3k PFATP6 b AT 4l Ak 5, R I
5 N ER SRR R, M5 IR UL e R
(cyclopiazonic acid)(1)E LR, [H) It A W 22 3]
T e AN RIE . HAD SRR AF 5 S R IX
g RS XA AN AR L, AT,
PFATP6 R 0] DAFE b SoAh 259 (R B0 AR, A K] fg
S R IR A B

(ii) HABE 5SS, BT PFATP6 # S FRif,
T T HAh — 2B A, B RS
RIS bR, HH AT IER B D, SR N Ee i 5.
JLrp AR B 45 T R 2R (1 (TCTP) WS AR b (1 i
2 [ PIMDRI1. PfCRT. Bt R & A8 5 i R i
falcipain-2. VA0 HLIRE J dUs 2122 B 11 PEHRP
I . s A2 1 0 IR AL B (PEPNP) . ik id P K 365 £k Bl

(P{PDF) A% B -5- 1 2 7 A4 g (PfRpiA) 5. i >k A Hf
FEIRIE, 7EH 3 2 0 S 2 22 5 Pl 2 v oA Y B
¥k, Pfert 76 A7 F1 Pfmdrl 86 fi7, Pfdhfr [£] 51, 59 A
108 AL AT 3 I AEAE 5 4E, {HJE PFATP6 1) 263 F
769 L HVAT RILFAL By Ak, IR EeAE g i
75585 26 ¥ 5, 40 PFATP6, TCTP, PGHI 1%
RETE H #8AT 2A ), o ok T B T+ 4 R T L R 1 )
(i) 5 5 AT A X 6 B PR N 7 e 25 IR R, 45 )
R ILE mdI2 AR pmrlA7eE K& e IR 5L b AN BE I 4=
Koo ASRERIN T 8 AU ME DAAN, JLAh i RS
FI L B A 0] F o R Y R AL R 0T AT P R
fl A MDL2 il PMRL JE (K, B Pk B AT R B )
B R IOPUME, HEDX LB R R e R
A G S M — [ B A R S A A DO,

(3) LRhipRBEIY . I R U A K TR A T e
LRI AR, B AT A% BE (Atovaquone)(— FIPTIE 25 4)),
B0 71 7 R e A A DT 5 2, A R 9 i el 2 e A
IhRE NI FBORARSE T, IR, e T
FH o BE T AT 75 18 2 AE LRI S AL fe szt
RN, T FE T LB A T b A g kAT, F
FI AT DL e TR RN g R B 1 4k A i K
FEAE R ROS, 51 2 b Ak 1) 22 B Ak A0 5 P 34 e
1K, BRFgehifkIhng, (57 20k B4 M 26 R4
B IXAEMVER. MmN ROS i ER7, W DPPD.
Wik b7 7= (edaravone) I, 7 18 3= I PUIE A LA AL AE T
Re s F5 0, Hfth—18 ROS IR, U0 — B 7 bl i
(dithiothreitol). a-“F & M) (alpha-tocopherol) 5 75 & %
S HTVE I AT RBP4k, SR PR R AN [ i 2k
AT 35 P 2 B FLAM 570 35 mT LA DU TS v 25 10 3 4k
RO MR YR L AR T R T REAN S H A T
B ANER M R R OGS, T AT T O
42 ROS 8B 22 A-r S U 1 11 b 356 40 L 3gs i 55,
WA AT BE B 2 A %, 5 H AT 2L A 4
PR R M ANTE 2, BT 8 2 M SER I TIRR.

A IF 90 0] 2R A TR 3 o i B 0L A i 4
A A LT E IR UG, R MR B2 bR TE A |
(I AR A O 2 T 5¢ Y Ykl LysoSensor Blue Al
Rhodamine 123 43 5ilbric &Yt FI L Ridk i, nf LAZE
4 h JE R FI T E FO SRR, B R ABAT
Ak, T IA Sk 8RR 2R Th g IR AN I 1 8 2K 2
YR AEAE G R, (U, B i L A HRE AR,
B T G RS I /s U [3H)- AU A,
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A LAZE 30 min A0S B4R 1 B K102, 53 R0,
L AT A L AR AL S R0 PR SR
[ T &5 T mT BB A S0 R B I 22 0 BT B, R R
TE 25 2 AT R I 3 Y Sl 1 2 k44 AR A I AN BE U 1
LR A R A

(4) HAbMR B IEAIR 2 AR R, R
WAFAE B w1k U R 4 e H IR(GSH), 4 du ik &
Yoy A il 21 8 1IN, GSH g% 75 Bl H Ry B ARG
o 7 2B ok S AR R 3, S A o e )
Wang il Wul*l5 55793 T HE %5 GSH /> Fe
AL T IR EW, 2RI T & &= K HUE LT
HIREM. Ak, BF L 70N N S B
Wi T SR OB A R BHEE A MIThAE. S A
FIGAE, (EL R S I ORI 11 512 56 H A 6 s D

3 HERRLGYEHMRER

AR, A KT HFZ KA PO AT T H 28
W2, FEFRAYA ARSI T J5 AR B3,
I W] LAAE AR S 3 1 3 ) 2 b R AR B,
Wi G SRR SR AN AR, X RO SR
FUBRE AU AU B SR AT R IR, 2R AR
BN, B 2 iy 2 0 A8 X 2. DA
A7 IR T 8 Z R 2 W K UM R HL AR A AT 9 DA R T i

T 2 SR AR AT LAAE g R ) i e
AT, AT, RO AL A O
BN A i, R AR A A A 7
@ UM T @ 50 SR A e ek i @
7 F R AT DG PR Py 0k 1 1 B 3R sl ) 4f g
JEI, SEma iR a0 i (K DNA A% © 5 by &
GEUN, @ ) fehee B A i A AR R, X
IR REE 2T AR, T REAY
FUFE A WA T8 40 H 475 5 B 22 (T S AN R R,
o A1 2 T 2 A A R A0 R AN e R T
[ HLR AN 2.

FEF R PUENLHIK R, AR A B Z

ZH 3k

5T EOE AE R, A ITA R,
i 96 A A A AL AR O R, BRI 2
Fe*") g5 15 8 & K ILAT A W18 S AL XA MR, 7= 4E
ROS 8RB LR/ T, AT AR SR 4 e D fie, 0056 48
JL R AR A, T INE el T R A b i ke TR
g B, DRI BT DA ARORE T T 3R 2 24 A0k T R 4 i i)
EREPEIG. S R, bR g i 2 T Bk s R
FIH: 32 {A (transferrin receptor) Lt 1F F 40 fitd vy HH 517,
AT, 58 R IRAY 5 B AR EAE F 2 A6
i e A0 B 1) B A G BE D IR, TR 4 e R AR AR IE
WA, X R R 2 1Bk, JCIH R Ak
W25, SRR, B S HRE A 4 T,
995 40 it AT S L 1A e Y, P 1K) heme 1T LA
M FHE R MMM EENE, S50 heme A B HT A4 5t
SIS FAER, AR 48 heme & ki
% DU 2 PR AT 0 T P, A VS N I I 0 3% 7 K 0 )
B2 5 il AT 3R A ot R B A T /R U aF
G TN, SRR I IR I i PN T T 2R 2R 2 ) 4 e
BEVE I R AR AR, 218 F] HeLa p® 41 M (A7 6
Fifk DNA ] HeLa 0 i) iF, 5 v 3% B 0T 40 i i) 400 61
VE RGN o 25 25 55 1R 22170,

4 M

PIIAR=

F

E AR S AR R, T R KA WINAE
MWL R 2%, W R AR AR 2 1, X284k
JIAG W] fe W [R] th nl BE S8 4 /45 B0, BEA BF 98 T BURAS
Wik e, S5 THRAEM . Bl TR W EREE e sl
(KA, R R AE, el DA A AR Ak S 5 45
RABUIG, M X I kAT 2 5y
TR EISRAESE, K AT B T HERE X 5 R KA
PUEAE NI IWEFE. X S 2ede B 2 1a] 1) A=
BARRRR, A — PR R, HArE HE & E
PUE S REAE KRB BN, HAMCLENRT
B PUVE I JsURR H B AR R A H R v R T
FIRAGYIHTIENLE], R B 24 e vkt A A AATT I
il He 2 X

1 World Health Organization. World Malaria Report: 2011. XI. Switzerland: WHO Press, 2011
2 Dondorp A M, Nosten F, Yi P, et al. Artemisinin resistance in Plasmodium falciparum malaria. N Engl J Med, 2009, 361: 455-467
3 HE RSP IUMELL — B B A5 ik A BR——5 R R, 1977, 3: 142
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Mechanism of Action of Artemisinins: a Long Unsettled Challenge

SUN Chen, LI Jian & ZHOU Bing

State Key Laboratory of Biomembrane and Membrane Biotechnology, School of Life Sciences, Tsinghua University, Beijing 100084, China

Artemisinin, discovered by Chinese scientists in the early 1970s, is an effective antimalarial drug with low toxicity.
Artemisinins (artemisinin and its derivatives) remain as the gold standard in combating ever increasing drug-resistant
malaria. Although intensive efforts have been devoted to explore the mode of action of this class of drugs, its exact
mechanism remains an enigma. Many hypotheses have been proposed, such as iron and heme model, mitochondria
model, PfATP6 model, and so forth. Recent studies have demonstrated that artemisinin and its analogs also possess
potent inhibitory activities on some other parasites, cancer, virus and rheumatism. The aim of this review is to
provide a mechanistic overview of the action of artemisinins.
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