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=

AFEBEERRLTE, BT A F & & # & M E %

W B TR R I R R B

Hth, AXHNEAFE FRLLRBIBENENHRFRHATT B4

Kt NEAFEHF, RAMORRE, FENE, AROERE

197245, Hp [ o B Bl 2 B v 25 65F 95 BT g 1 1 1A
BN 2 H E B AR PUEE LAY —F
R, EFIE A AW B, R AR
N TCER AT P BT S T T A I R A 2 Y
BEAL Y, SRR IR AR, 19734F
AL )R R B T WA T E & (dihydroar-
temisinin, DHA), IR NUESE, 5 Z 45 4 N R IR
IR RN R L. WA EH RS h i TEE
I, NMEEE THUERWYE, B &l — R HE
KB EYMIIAGS, mILt R EimyveEs A&
HEBERE . B, B OB 29 IR NSRS S R
N, T BEEE . EE B BRI RN EEAYIE T
W AR, XY e IRy 828
AR R WU 2R (i 2h) i & AR .

19924F, & W) W IR AL AL AF % B BOJE BT 26 WA
R R R kA CHZiES ) (92 B 25EF
X-65, 67%%), HIUERE T H E 1065, EMEINE
1.95%. I ARIRIRUE R, Hox e | I ADE & £ &
PUHEIER FRRL. 19934F, b TRk B AR 2 wEE XL
AHEERE R FEHEIFEMIENT Y, 20tk Rk 2211

DRI ARAERZE = i AR RS —, e
W . JeE (BB ) W LSRR, “RBHE
Bk T ECE TR AR A, 2ok A T Rk
IETFE B AR AHRTUE B A AL A8 . 20064F, i
A1 41 (World Health Organization, WHO)SZjifi 4=
BRIV A5 175 08 2R 2SR D IR W 0 A 7 N
HEFEM N LA & R KA N R 2 & Y7 ik
(artemisinin based combination therapies, ACTs), HFJ
SEIEZE T R IR PR A WA T 8 = R
Il C AR T, H AR T R I RN A
VLT WHOHEZE ) 5 7 WA T 5 2R R 7771

TR A ROk, 55E DUH AR % 5 2 45 A
B A7 >F- 5 PN T 35 ) T A7 B R 2G5 B OV SR
K, HERBAYRYUEE RERS, e B
75 B PR PO R | SR T AR 2 HE M,
71 AR G DR B a5 0 7 T A LRV . B g iR
fLZH P20 22 90AF AR T i WU T v 22 8T i W E ) 4R
WS, FEIRYT LLBEARAE Iy T U B Be bl R, £ 58
BRI PR AT 98 45 2 [ 58 8 i 24 i B 45 P R) (State
Food and Drug Administration, SFDA)Ilfi R 56k E .
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1 L8Nl HRY Y Ea it SR

1.1 A BEAREIR R

CLBERAE IS —Fh A B PR, 0k RS
PEL KR (systemic lupus erythematosus, SLE)FI#:
IR BEIR I (discoidlupuserythematosus, DLE)F AZS,
DLEJRZE Ry BR T iz ik, thn#%4 4k F SLEY. SLE4F & T
EHEER LM, 20T I5~458FE BB, -5 H
7:1~9:1. 7E3EE 2 M X 0 AT 22 M A 4R BOR,
SLEMY B R N 14.6~22 A /1007 A5 Tk FE K EEA Y —
AR (5307 N) R, SLERY IR R T0N/1007 A,
AL PR K113 A /1005 . SLEIG IR EIE 2 2 4¢,
ZREREEW, TN RE L2 RS, RARE
MIORTTH | 9% | RREME 48 | /Mt 2 M SR 9 4
4 B K AR AE G RS B R,
S AT R R B SR AR S EERE RS, 22 0 ) ph R
B2 RGN E, WA — L0 R R e B B &
ZNFRG, HERIAMIEGES. SLEMARKREZL
FEI R (N I 5 R Mg ag ). FEI R L SLER) 3
BRET R A 2 —J& R B % (lupus nephritis, LN)5|
A TR . LNJ& SLES i UL A% JIIE 2% 453 45 A 3 22
B Z—, HEHMER ™AL 20 A8 Shuk, 3%
REGEE APV LN 2 4 SLEE H 1170%,
B 1% K 0o JL - B A SLE 4 A B R B 2 o AR,
15%~30% /8 & AN e ts B 2% i, IF & Kk %R

REPELLBERAE H B S0, Dk
RIE NG H R BL TR LS 45 A 200, 1 Bl
DBty IR 2 A Yk 252 22
SLEMI P R ZLIGIRFEAE. —Mh, EEEREHT
A B 22 1 B T2 200 A s 1 P ek v, R A A i R AR
. PTEA TR . dsSDNABTARSE 53 106 20 fd 7= A= A 5
PUR TR IEE G, %P5 A WATE [F] k&5 F1 41 21
WUTER, JEHJETE B/ NER I N TR, S B0 T
AR N T EL.

1.2 ABREIRIT AW

EEXTLABERAE, H AT A ARG B9 24 Py ol Ho Al
THFBE, REENIIIREEER T KRERADN
ST, ZLBEARIE K90 1 V) 0 ML A SR R 8 5 4=
B R R BRI B, BRI, (HE
PREER, ERIDEE . BB T R IR R,

2008

1M 76 BA o R 3. 2R T s R SR T
& Zj(nonsteroidal antiinflammatory drugs, NSAIDs).
PrEZy CF HEAMBRANE) . MIREERER <
10 mg d™%. Xt R E, EEGYIHIT R
B R AR e R . Re e s IR e ), FEdE
SLETE s M ATHE T, I Sz f0 il 5B G697, vk
JFH B B S5 4 1) 550 N AW TE P | s s ISy | e M 55
156 07 FH T B P b 75 0 N % e L T R, Ok
SR AR M R R ™ A R R, H
S PEI R R A B REI g . R E RN TR
EATEZ NI AR

124, EEE 250 B BiLS (Food and Drug
Administration, FDA)HtEH FIR097 2L B RHE 10 259
ALFE 1948AEHEAE 1 BT w] DTAK, 19554F b v i) 72 L 58 v
HIE R R, IFBRSS54F, H 2201 4R A4 3L ifE 17—
ANH I LLBEIRIE 16 9T 259 DR K B4t (benlysta), AT
ULIT K L BEARAE R I 2590 Z AR AE.

DU A B0 30 3k 8 k1 0 45 24 U A I
JEA L LUK S — AN T Bk 4 i )
(BLyS)& F my #0258 — D TR T 2L B R
SRR, DURIR BT X B2 M A v B R LT,
S NIEACIgG IR B ve BEHTAA, 55 B A4 A 2R T A% il 34
K254 Ja B IEBA L & & 2, 74 A BhuiRim)
Btk LA A T, I RIS R o, AR i f
B 2835 s 0 1) 7™ EE R A R R 2K T e A 5
RIS . A B PO P I B 2 iR
ST R SLERUAE 835, {H 1 R 85 05 ik A A ™ 35 sl ik
ARAE B AR BU™ H TG S Th A 2 R SR B T Y
SR DURIAR BT 7 i AR I 50 b o DL AN R R (=
5%), WIEEL . EIE . kI BWRE . LRER.
MR JBERECT  AIAB . Sk JR AR 2 1),

2 DHAIRITEL BRI 25 PRI H B HL ik

}TéFHBXSB%ﬂMRL/lpr/J\ FR(Mus musculus) A4
FH 2T BEARJE Sh A L, Xt DHASEAT T 24580 B HiAE
FHBLHIBTIE.

2.1 BXSBHUE R LIS

BXSB /)N B M 4 C57BL R A 1 SB/IN B 24 A2 &
(2T A B & . BXSB/INRUHT T Y4 (oA & 8l i A
B RREER F Yaa 3L RN VE T, M B 5, e Bk
i, e TE BE A IS B i . BXSB/N A A



iE R

SLEIGIRFEH, Witk &5 b . bR, g6
B /INER IR AR OB A Ih 8 40 M X SLEF= A= ALk S AT
B, RICDANERETBIBANIE A K A B Uk,
CDg Ml A B PiiA =4z, K9k 1 I PE BXSB /)N BB itk
ECL 200 6 i) 498 o B v, T O T W R AR, B
i T T R BXS B/ R A By L 400 it A= 4 ek
KFHE KA H L, FEIMNEBA S E S, /N
) I EXL 400 B Ak 1 v BB B BRSSP R KR R
BRE 1, kA B R SLE. BXSB/NR 2
F % BB B AR, 3 A B A AR ARk R
&9 Je vl BT B BT BT L SRR L K
Jifr . R B R L AR IUAE | R PSR B 1 i S
FEF, B B L 1 A v B NBR B S M RAE, HE
A A8 br AR B B 5 A RLNZE I,

P mn S O B BXSB/IN R, 43 A 4
(CEBERK) . SRR GRAFA6.3 mg kg™ dTHFISLERZH
(DHA 12.5, 25, 50 mg kg™' d™"), #£e452545 d. R
Macart Fll 5 4% G 9 2% 6 7 i K I BXSB /N BUR 85 H
A T 20 M IV R FB AN M. 45 5 W7, DHAFISE 1 #
ol B B R BXSB/N RUR 8 A & &, SRR IE T
DHA, DHA®; . F R AR AR H & PR 4
PRI KA 2 CDg FICD Ik B2 41 B 241K T 25 (1 40, i DHAFY)
WL ] 4 CDg A CD, ik B2 40 i 38 v F 25 4
DHAZH IG5 A9 A 4 BIbk EL 40 AR IA S AR T as (4. 45
P& DHAE i B 1E Btk EL A0 A 34 5, i F CD Tk B
2 S B, T R ) 400 ) B AR LA B P, kb
G RREE A A B4, ik #3497 SLERY 1
i, EPDHA L #BXSB/NRA TR L 40, FIRB#kE
YA, HAT XL R SRR L TSR A A XTI A
JH B bR 0 200 3404 5 O B R, e Bk o B e
RGNS, I AR AT AL B S s T Rg.
T REBMATMRIEEETFERIPE A GHZ,
I FE 25259, DHATEIR YT L0 BRI 1 42 4 7
[GEERERLESTIE

PR 4 A8 a3 M ZE DHA X BXSBHE 1 /) B,
I3 FH 47 ds-DNA$L 4 K TNFouK - s, BXSB/IMER
LN B 4028 1) 5% Wi B H 6 P 4 408 48 1 4R B o
NF-kB 175 L FINF-xB p65%E 1 Rk MM, it T
DHARYT RGEMELA BRI/ T HL . BXSBHEM: /N,
Ay NREIRIZH (4 PR ) FIDHA 28 2440 (125, 25, 5 mg kg ™),
HEE 2, EET~10 d. FEIRERIUM, A5 I3 Ay
U ds-DNAHLK FITNFo i 7K -, BB I 2H 2030817 9%

P2 A KR I B 2H 2% B PR LY NF-xB p65 8k
Y 26 35 FINF-xBAY 6 1L, 4550 oK, SRERI4 T
i, DHARE . {4 $ids-DNADi K K TNFouk *F- i
EREAR, B 20 B AR B sk AR, Pk, DHAGE
4 BXSB /N BI85 $70 ds-DNA LA 1Y A= %, AH I I
/b1 ds-DNADL IR 5 A R Bt B 45 A L e e 2 &
Y1, MIMEGELNAY IS SRR ; 3£ T TNFo mRNA B
Jr ¥ IR B B I N T BE 2 5 A B R T RE AN 45 4 £ 7
T A AR, T AE SLEES 4 1] B /INER 6 Ak 1) & R 2o i
KAEAE R, JHE 0 DHA 238 i 30 61 i 35 Rk N
TNFo 43, 1 23 BXSB/N BLLN AR HUIR &, R
FH 32 G R /N BV IE A 285 SR R, A2
K DHA{R ) 5 241 b 2 Fp e 2R 3 1 (1gG, 1gA, IgM)
FIAMA(C3>Cq) D BRI 538 FH %, DHAR; . H 5]
T BRIgGAAMAC 2L 3355 FH P 4h, 1gA, TgMAT#MA
Ciq¥ A B, SR Heds, DHA 347 =4 BXSB
/N BB 2 20 5 1 B BV TR NF-B G 5 1k B Hop65
F Y 2238 6 N [A) B2 B A R AIG. #fE I DHA W] B 3 1
) B 2H 20 h NF-«B 1 75 b & Hip65 2R 1 1 35, L
F A 22 B e g 2R A A S AMATE B S TTRL,
17 8 % BXSB /N BLLN A 955 B % . Li%E A HIBXSB
AN RURCHLRE RS W 20 B, S e R P AR Ah S8, i —
AT T DHAXT AT R JE P F TNFo b A5 5 5% Tl
BRAVE . 4559 R, DHARE W 3 5 {KBXSB/) B4k
HMig 2 H (lipopolysaccharides, LPS)H i i 5 15 41
Mo % 3% B R AR Y 1LY P TNFofi 7K °F-; DHATE
250, 25F12.5 umol LW R, nfIfil &S5 5% i s
Fi W 40 i Y NF-xB p654% 4% i/ ; DHATE 125125 mg
kg ' IR, ATMHIBXSB/N A Y B IE4H 4INF-«B
pOSHE 1321k | NF-kBAY G 1L FlTkB-o i [ B fi#. TxB-a
11 DR 20 M5 N 5 NIB-xe B 45 4 17 BEL 1E G 39E A 400 g
¥, MTxB-o W B2 AL 5 50 05 2R I P, {3 NF-«B
5 DL O 3E N 40 M A% e 4 S OIS AR L, AR
DHAGE i $11 i NF-« B{5 538 51 W7 T B R 111 b
fIENF-«BRYAZ 56, i BXSB/)N BRI TE AR & 0 20
JH F4 98 1 200 J IS T TNFouK S AR, o3t 28 0 o 72,
TR BETT £ BE MR B9 VE .

2.2 MRL/prAyE iR/ B sz us

MRL/Ipr/2: % F B SLES I # A 2 —, MRL/Ipr/)y
UARE R 5 AN L0 BRI AR L, A4 35 A9 1l s B
Bk REE A WE/INKE R | IR SE. MRL/1pr

2009
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/IN B 3 [E] Jackson 5 55 % Y Murphy Fl Roths £ 1978
AEREE ). MRL/Apr& A 5400l B & MERR P e T
H R F 2 R B 22 748, 3096k B0 400 it 3 A= R A
FETHMIE A, S SWRE SR, T A Bk
RN, IR DT %, BIDNA . HiSm. $iSu. Bt
B ATPHLAR . 1= B B B K (antinulear antibody,
ANA) . = N R ER S HAE, 172 332 RGE T
(rheumatoid factor, RF). 546 3 0 W 218 A4k v 5
INER'EE R, R EEAK. KRR H50%
FET- R KT AU,

4\ B 351 W0 22 DHA X AR 35 455 750 B MRL/Ipr
/IN LAY B S B R SIGIRRA 56 25 1 ik 152 ), I
HAERANIE B /N B Rz 20 i HK -2 41 g LPS % 4 41
BitVE ., #E9E DHATRYT IRAE & & 5 TLR4/NF-«Bf5
SIEER R, PLOZIRYT RN 5 SIGIRRIE 19 e
P25 0 R 2 A R S M. B MRL/pr AR /N B3 by 455
21 .DHA (25, 50, 100 mg kg™ )&AY72H . FHPEX A 2H (5%
fIFs, 5 mg kg, JHLCSTBL/6/IN KL M IF % B4,
LLh 2y 1208, H RIS R BN, BRI N RUE A2
P, DHAS %5 25 41 K 10 1 25 90 20 B WO 468493 A T O
12 FEAK S 1E H ; DHA 100 mg kg™ ZHAH LA IR 2
SIGIRR# [ &k — & T, HBEDHAR &5
B L RIEA THE R DHA 25 mg kg 'ZHAH Hosi Ry
ZHIRAKIHE M %k W 2 JH 5, b3 DHA R & 7,
HFRA RS EARSN, LI10 pg mL™" LPSHI#
N /N b K 40 B HK-240 B8, 43517 A 0.67, 2.00,
6.00 ng mL™' DHA, Z55 8oR, A [k EEDHAREH il
CCL2f4 43, 0.67 pg mL™' DHAEFH24 hfig i 314 hn
SIGIRR ) # 35, H SIGIRRZ ik f fifi #5 i) [a] E 4 45 1%
W T B e HET DHA 258 5 T 55 B I SIGIRR 5
ik, FEIRIRAKIZR A&, 855 | TLR4/NF-kB{5 5
T TG ) U S RE S IBE, DT AT #h MR L/ 1pr BR3¢5
R K JE. DHAXTLPS S 1 1A #F HK-2 48 5iF #1473 7
P HI/E 5 CCL2 43 b ik 2> I SIGIRR 3% 35 34 fin 5 ¢,
X 5 DHA X MRL/Ipr BB s B % 09 44 9 4 FH AL il —
2. HuangZ: \"HF5% T DHA X LPS % S il MRL/Ipr
TR B4 ML 75 PEFITLR4 (Toll-like receptor 4)/IRF
(interferon regulatory factor)fi5 5 18 B 1G AL A2 . B
MRL/IprAR 3t BRUIGLIE, 438 il & A R i an e, FAS
A% Y DHA (0.1~10 pmol L™)FILPS (10 g mL™")3
WM. 455 % PR, DHA S R Mk Hb 41 I LPS
753 M MRL/IprR o BG40 MO 38 58, PR AIRLPSi/5 511

2010

TLR4E 4 23k, M LPSA S (9 IRF3 1) #5 2 1k Fi 78
A0 A% () 2635, IHRILPSIA S I IRF7AE 1940 g 5
FUAH A% iy 2k, b 25 08D LPS 5 5 19 19 41 ffd v
IFN-o FIITFN-B () 7= A . #fE I DHA 7T 68 J2& 38 £ 477 il
TLR4/IRF/IFNAF 538 % 1My 1 i LPS 175 5 1Y 15 41 i 1%
b, Mk B DHA X MRL/Apr AR B A7 VE .

ZE TR, DHARYT 2L BEARHE 1K) 25 30 fEBXSB A
MRL/Ipr/)y BRECEE R S i B 15 3] 7RSS, DHA
AL ) B EL A0 S P, 40 I YE P ds-DNABTAR Y
A, B ARL/ N R & & i, b e Bk 8 1
Shuikr i, iz e G WNIE s, b B L2
i, DT IA BIXT L BRI 19 3R T /E . X DHARY
U R S PE B o FE RALHIAF 5T SR, g HE/E R
fiE 5 7 i NF-«B 9 36 10 FUZ 55 037, DA T e AR ot 77
TNFo 7K, 4 TLR4/NF-xB {5 5 18 B 306 T i
JNE F I, BH A TLR4/IRF/IENAE 5 38 % 1 40 1) 1t 41
MG AE AT G, B D) R PE FIAILENA R A 5T
3 MUATH & # R IRIT LB AR e ss

J& Wh W IR A A A 58 O AL R IR T AR
RF G e VEIF ST Rl b, 1995~19974F, 4T
bt R E B T T AT & R IR A LR RIS
PG IR WLEE, DIAA T & R A (B 7720 mg)R: H H R
603580 mg, —IXMiflk, 4J8°H 17 HE, F192.23 19718
9.1)8), RI7 360 R G MR B, WRLLB], 5%
300, JCRLSH; GIT3THIECAR L BT, k18,
ARS8, TR, BR7EIVRR R B . B AN
Bl [ g oh, JCHAA B, AR E EE R
B FPOCHUE 2T BE R AR ORI R, X A
EPREAR Ko A 20 s . Fan . /N D . R B
P PTG . ANAFHE . ds-DNABH: . sm¥p A& H
Pk R A PV SR AR A A R AR BE s, X [
B Al R 2R A SLERR 3, SR 3 hn FH it HLZ s /D i
ZHEES mg d YRR, SEEDI TR, %
XL BRI YT A0, HIJCH B RIAE H.

4 g5k

LB A M a7 B e e TR, W
BRI 2, 0E AU 28R S s 0 R A R
M2y a5 kM ERIER, B IR b Y5 25
KA RSB IRIT 2. WEATH R Ta5
AR 22 BIPUE 2 — AN G &, FMETEIn
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PR BN Bk e RGP BRI A — e ST Ak, IR
b G W F2 ik S v 55 E FD ALV 2T BE AR 1R 9T 24
Yo, o B RGIG RIGS PRI | ZLRRIESE A B et
P Y BE At T 2. 1 0l PR 4 7E 20 11 22 904E AR TT
JEDHAR YT ZL BRI Y I R ATAT 5T, Jo)m ZHEdb st
R = MHm BEBE . bR B2 25 B i
Ko F T Be b AT 1 20 BT B2 S, W) AR IR T
DHAJRY 2L REAR S (A e A2 e, fE e Sk |,
S 5 e PR P 56 400 A0 B ik 1 HA R 2 4k
ARAF b R L) ) B2A. 20044 XA HE # v
RITLLBEARIE AT (PN IRDE ST ) G5
2004L0208). T il ALY, o dh i 3

%25 3k

FEAT 25 PERLE, ANFEIEE T AR I R4
Y BRE PRI R AT AT ST N 2S, 20164E 513015 (259
PRARISHELE Y G5 2016L02562). IR AUEA T 5
BN LT BEARAE B 38 LA A I PR i 24 2 2 R I PR T
SIS, LA HAE B 24 2248 B I R IV
fifh, A AT 8RB &I &N — 1R YT 4o B
TG B4 BRAYER. TGS R A
B AR 1 ek AR I AT A 21 PN TR 45 4 R TR B
B LIRS IRIT 259, dE— WA 48 n H
FEFIMLE, Xt R YIEIT LB RIE 55 H 5
P& M AR I PR O B B 2 W O Rk R R S
=X
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Summary of dihydroartemisinin and its application for the
treatment of lupus erythematosus

YANG Lan” & ZHANG Dong

Artemisinin Research Center, Institute of Chinese Materia Medica, China Academy of Chinese Medical Sciences, Beijing 100700, China
* Corresponding author, E-mail: lyang@icmm.ac.cn

Dihydroartemisinin (DHA) is the first generation of artemisinin derivatives with the antimalarial activity 10 times higher
than artemisinin and recurrence rate as low as 1.95%. Since DHA was developed and marketed as a new antimalarial
drug in 1992, Tu Youyou’s group has been paying attention to explore new clinical indications of DHA. The project of
DHA for the treatment of lupus has made a great progress, which preclinical studies have been completed and the
application for its clinical trials was approved by SFDA in 2016.

Lupus erythematosus (LE) is a chronic autoimmune disease in which the human immune system becomes hyperactive
and attacks healthy tissues including joints, skin, kidneys, blood cells, heart, and lungs. Systemic lupus erythematosus
(SLE) and discoid lupus erythematosus (DLE) are two common forms of LE. Lupus nephritis is the most common severe
systemic manifestation of SLE affecting up to 50% of adult patients during the course of their disease. Antimalarials,
nonsteroidal anti-inflammatory drugs and local agents are widely used for the treatment of mild manifestations of lupus.
For patients with moderate or severe disease, glucocorticoids are the mainstay of therapy in the acute phase. For disease
modification in the induction and maintenance phase, various immunosuppressive or immunomodulatory drugs alone or
in combination are used. Biologic therapies have been used to treat moderate-to-severe SLE. In 2011, Belimumab gained
regulatory approval as the first biologic therapy for SLE treatment. In a word, standard treatment regimens that are
commonly used, target inflammation non-specifically and cause immune suppression giving rise to increased risks of
debilitating side effects. So more effective and less toxic treatments are needed.

DHA has better efficiency and lower toxicity in antimalarial compared with hydroxychloroquine which is also used as
LE treatment. The efficacy and mechanism of DHA for treating lupus was tested on BXSB mice and lupus-prone
MRL/Ipr mice, the two commonly used animal models of SLE. In BXSB mice, DHA could promote the proliferation of
CD4 and CDg T cells through inhibiting proliferation and decreasing the level of secretory autoantibody of B cells,
resulting in the treating effect on lupus; DHA may relieve damage in lupus nephritis and inhibit the expression of NF-xB
p65 in lupus nephritis; DHA could inhibit the production of anti-dsDNA antibody and secretion of TNFa and improve
the pathologic lesion of lupus nephritis; inhibitory effects of DHA on TNFa production may result from the block in the
NF-xB signaling pathway upstream of 1xB degradation. In lupus-prone MRL/Ipr mice, DHA could inhibit development
of mouse lupus nephritis through increasing SIGIRR expression which inhibited TLR4/NF-xB signal pathway; DHA
inhibited CCL2 secretion of HK-2 cells which were irritated by LPS, and it may be associated with increased expression
of SIGIRR; DHA inhibits LPS-induced cell activation possibly by suppressing the TLR4/IRF/IFN pathway in spleen
cells. All the results suggest that DHA has the potential therapeutic utility for the treatment of SLE.

Furthermore, a preliminary clinical trial observation for curing LE with DHA was carried out. Seventy-three patients,
including 36 cases of SLE and 37 cases of DLE, received DHA oral tablets, 60 or 80 mg d™! for a median of 9.1 weeks.
The effective rate of SLE and DLE were 86.1% (31/36) and 97.3% (36/37), respectively and no serious adverse effects
were observed. So DHA is potential to become a new efficacy and safety drug in the treatment of LE.

dihydroartemisinin, systemic lupus erythematosus (SLE), new clinical indications, discoid lupus erythematosus
(DLE)
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