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Abstract

Celastrol is a woody vine of the family Celastraceae, belonging to the genus Tripterygium. Its roots
can be used as medicine to treat rheumatic and immune diseases, and it has a long history of use.
Celastrol is one of the main active components of Tripterygium wilfordii, which exerts immuno-
suppressive effects through multiple targets and signaling pathways, and has a good improvement
effect on autoimmune diseases. In recent years, celastrol has attracted widespread attention due
to its potential medicinal value. This article summarizes the pharmacological activity and mechan-
ism of celastrol in improving autoimmune diseases, providing reference for its further research
and development.
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1. 5]

ik

A (Tripterygium wilfordii Hook. f.)J8 T AR, fFid#kT 16 e ny CREHNE) o, &—Fh
D7 LIS AR TR 254, BRSO 9B HAH 70 2Ry, G5 5. =Rk S YR AP
E[1]e TARRLEIE T A AR IR 2 — PR B B FOE =02 b &, T A 24 s
BRIz —, BRI, Jui. Ml B Myt S RS TE2]. & A T AR R AP Cb
JZ N T RRIBE T 2 BRI %% . BRI . RGN BRI AR R S [2] [3]. A
21 A ol T 2K 2 B R 1 F TR T R KGR DG R I 2, T R AL R 9 A A AU

b

H & S e M 2 — 2 BA ARG R R B R B, 717008 RGN & B R A R . H
L Gu B PEBIF A5 LI TR S e 2 OB A 8 SR A4, AR iR e ALV ER e, H 3%
FEAESI AR B+ 70 S 0%, PRI a4 L B 250 B PR 2 3 [ PR 3000 R o A 4 P S i 4] o
B S B VE O O R KGR ME T R . IREIR . B SRR R 2R RGBS A5

VESE i 5 55 o
ARSI G N AL FN 2 8 B G BRSO I s AR S e L], VI R SRS ft 7 BE ST
o

2. BOBRIENHIEER
2.1. IphE1EA

THNTEAEN IR . PRI . Tliee . R PR SR A T i i . R A
FRLL 2 0] LB 2 Fh 25 B A HLR U8, AR IEH BVATE B A 90 [5]. i A pk[6]. 75 S MR g
M WE AR T2[7] FHLIE DNA $5345 18 52 [81F0 0t B 8 FH 26 3 Sk IRl -1 B [ 914
2.2. iRAER

FAEPE G R F R R AIET- R, ARG MR KR G BT R X S 5w T k. B
BT EVLE 285 T B FO 25 Fh i B AN AR RS iR 7T 1 B8 AR R TR AE T, WIRTEF4Eqb . S ik e
BT R BB R RIRRIE. BomtEgs R S Z 8IS S0 R IEL[10].
2.3. SNkl

AR R EA BRI H 1, HmT DL ST R B2 1 b CD4™ T A1 CD8" T 41l il (4%
FAAR B 5 S PR E 6 28 K BRI CD3™ T ik ES 4o H - tbAt, B8 AR 4L 2 nl @it N U BEEE f@ 4% Thl7
IR, BRI AR B ER E AL 5 S Treg 4001 N T B Th17/Treg 400 (1 P45, DLRIE G
e FH11].
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2.4. HUbEERTR

TR HE PRI MU A A O A Bk O I T A T P Kpk e 7 AR R WA R A Mg ) 370, By
PRAR B B FARPURIIE 58 B AWML T REROAE I [12] 0 3R 23 R 40 304 vl Je ik 41l i s 4L 23 [ NF-xeB I 46 [13]
PUAMRNB[14] GBI PISKIAKE 3847 18 136 47 8% B BURT D035 2 AR D RE [15] S8 @ AR R BT B 0

2.5. fiimE

AR FRERAPURERFE . T AR EN — MR e R A BeE T Tat RILEHDHIER, AT
) S 7 e MR [16]0 R 2 R AL Z BN ™ B S PR ZR S AE(SARS) AT i (E I [17]. TR AL
ETIEIE 7S IFN-a 1305 DUR R IE JAK-STAT {55 R0 #) 6 A Ri 25 1) & 1) [ 18]

3. BARIEN SR A R NBEER SHUH
31 HFBMRBR

IR AT % (rheumatoid arthritis, RA) & —Fiig P R G0 [ B Sae M, H 23 g #1455 [19]
TARRLLER AT LIS H [20] 808 [l 3 56 [21] 25 25 G/ AIPE DG TT ROR B RA REIR, i § ki 6 [22]
E B [23] [241 DA B G s 3 569 [25] 46 2 IE LR R SR 75 S /N BROBCR BROGT 98, 3 mld ik g s v 9 43 2 U T A8
XA A T T 28 K BRI IR [26] [27]

F AT G T 85 0 R 41 3% S50 20 R O 4T % VR T AL A5 KB F 78 . NLRP3 28 RE/MATE A 7E 2 KR PE
RKAT R AN A EEMIEH, 75 ABRL RG] ROS-NF-«B fll, X7E NLRP3 #%E/MAE i 4
HHR B E B RVE I, S AR K BROCTI K, 80 28 1 240 PR PR 02 i R g S 25 [20] 7 A ik 41 2% 1o 417
Ca™* 145 1A £ 19 1051 1k 8 I 08 g 8- AMIP- 15 A 2 1 i -mTOR 388 5 9ok 2 Ve 7)1 26 45 2 K R SC T AL 4 ¢
fiE[21]. AR Z TIE H] TLR2 ik, R HMGBL /K-F, J80/b 18 B A= Fl 9 RE A0 iR i, 4
il S FEAH ML R 7 TNF-ov 1L-6+ IL-18 IR, RETIZR MR/ BROCHT 2R [24]. WAL, A=A
i3] TNF-o 355 8978 I8 2T 440 B A B G R PISK/AKT/mTOR 15 538 M8 5/ B S 30 i K R B2 [23]
FHARI MURRL 45 #4315 (COMMD) & [ 551 B M S A= 2 ) 2 N RAZAE I 10 Fhm IR SF IR FL LR, 1%
HEHZH/AR RA R, FHRIE QB E LT3 COMMD3 #1 COMMDS E.AE, i COMMD3/8 &
SYTERG ETAH N RIS B AU, RIERZEIHIER, SR/ BOCTT R LM AR IR [25] .
IeAh, BETIEHEBURRAYNE A BRA R R EVR R AT IR EE ARG ZAME, HEH NF-«B
A1 Notchl & 4240 i ELE 40 12 28 P ML RAL IRk, AT et /N R OGS 8RE IR [22]

3.2. $RIBH®

R 3 S — P SE T8 1 R SR - T A R L 3R B 4 24 0] LA S K BERE(imiquimod, IMO) 5 -5 4R
JBAETLINEUEIR[28] [29]. TR ABELL R B IREE T IMO 75 5 HOAR 95 /) RS2 Jok 2 i mT 0ol /) B3R i 14
JE PR IEIR [30]

5 PRI RE T BO™ Y G R IE R, TS A A I 2 DR R OB S R T B 1 1 (Orai 1) AR S AH
HAERA T 1 (STIML) B 0E 2238 B S 3 B2 /)N BRUAH M (R 19 7= A2 A Th17/Thl 4 5 4 vs 4k, B ARk
LLg ] LLE IS it BEIE STIML (58 A0 LA R 40 Orail M6 Thie, ot g, kb i
P 98 VAN IR, AT 22 AR T A A 7R /N BRI R [28] 0 i A R LT 2 7T LUE I #0 ] Th17/Th22 40 S
WAL, DR IE RN R R IL-1TAL 1L-22 SR MER T2 A2, NI SR IS e IR [31]. B A BRLT
BT DLIE I 1 8 AR 17 R A Treg 4HA A4k, JF H&mT DU ViR LA Thi7 40Ha2E AR,
XA 7 G AR S R LS4 T BB [32]. bk, TRAURILTE AL R 45 2455 BUR B A AL /N R
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W T 1 (IRFL)FE T, A0 H KRR 3 (GSTM3)iE Eil, IR A HILAE N A 5B
FRARA T, FOE AL REAET Y IRFU/GSTM3 IR i B4R G 5 [29] . HIAK 2540 Mo = 5 Jbk 1A i 2 38
PR 2N, FEYERE R A R RESCHAIE ,, BRI AR R T LANH B T4 S poT 40
Mz EIAHEAE R, TSR poT AU bbfl, M) 1L-17 73, SRR B FE JORE[30]. T AL R H
2o SREAS U1 G IO A v 36 3 410 ) B SRR 4 M 1 35y 5 /0 RV S A TR [33]

3.3. BEREREMFX

H & %% 14 HF % (autoimmune hepatitis, AIH) & —Ff &R A4S 1R [34] . TR AR R vl imt #E B 452
G2 7S A(CONA) 53 1) H B G VT 98 B /)N B FFF 452495 0 JFF U 28 14 4 M 32 i SR AR [35] [36] [37] -

AR R IET PISKIAKT A% G SV 0 0 FI 1 M B B Go g2 PR T S AR /N BT U 98 R A 2
YEAL[35]. AL ERZ N IL-6/STAT3 {5 T i@ EE ] LI/ Thi7 S, A R 1L-17
53k, WEREE ConA WM, & r] LAANHIFFA0 a1, A/ B B & e 1 T R AR AL v
FEG PR VEF[37]0 H B G2 VeI SRS AL /N SR 2 AR A 2 Ao 5 S o, T A TR AL &l ff i SR AR T
FRAC AR DT B AR S S, BRI IEAR R RRAKF, BUE AT 22k X 24k (PXR)FIE: 54K+ EB
(TFEB)/™ T I Mk, I8 1 5 G 1 4 /0N BP0 JHF U 98 4 448 R i R 4519361 o

34. RitE B REMLKRS

ARG ML BUIRIE (systemic lupus erythematosus, SLE)&—Fi8 1 [ & e ths, BHEREE N R
AR 25 AL TR RE ISR i TE AR YR A T AR S BUR S LU BRI [38] . MR F KR gk K
F SLE 18 & e vk B /NERE 56, BR A R AT 2 MG Ml e SRR AR P 1 8 /I8 BRI ' T BB R A R B 47, 4
HIE I CD3' T UM iR, FiREALh IL-17A, IL-17F. IL-21 S RN FrIRE, BiRmEh
B9 /NEVE R AR R B 45 CD4” Foxo3" Treg A ELB, Stk B 48 /N BRI iE IR [39]

% RAERE G (multiple sclerosis, MS)J& —Fh e/ F I H XA RGN . AL RE H MAPK &
1, I S 1 A 2 AR R /N BRI MAPK T 3t G R L7 /9 7 S 2 R T B 1 SR IR SR IE, 4
il Th17 4P B, 300 Treg 4 bb ., iRRGIRPEREE FRN F3RIE, St BE s D S8 0 40 ikl &
PO 5 11 S0 M i 8 8 /S R i IR [40]

¥R - BRI ZEA fiE(uillain-barre syndrome, GBS)&—FhStE G NSRBI RG50, #EE
BT E AR R A IEH TLRANF-BISTATS {5 5 I8 N I SZI6 1 1 B G i 48 4 B 8K R i)
Th/Th17 4 ELfi, i IFN-y. TBX21. IL-18. RORyT. IL-17 A1 IL-23 (7K F, #Eifickas sei ik | &
T2 9 R REAR [41]

B Gk — R V2 R GRS JOREVE I, BB 45 SO MAE Y X AE RS
S o E B [42] [A3] B T S [44] 78 A IR 21 25 320 W] 5035 i SR M B IR BN (DS S) B 2,4,6- =i 5L 51 iR (TNIBS)
F5 T 45 I 98 /N B 45 P 40 R RV I S5 Rtk . B A R I8 BT NF-xB {5 5 30E 40 HSP9O Al
NLRP3 ik, & n[iET 145 AMPK/MTOR 5521 NLRP3 [Ef#, ] NLRP3 48hE /MA I 1h i35 K B
SEM A [44]. T ARAZ - BRI - = FESE RPN SRR B A RAL R 3R E, MR B mT LR 25 i
RN FHIKF, AFE IL-6. 1L-18 F1 TNF-a 25, M 20 /N BU45 5 4 [45] -

4, REESRE

ARICRGS IR E ARG B 5 B A E H S HLHI BT FE R f, BRI ST 28
S e M5 . RIE . 2RI, RGP AR - ERIZREIEMBE LS K -
AR EN T B S RN B A RE NSRS S 2B 2 e, (BB AL )
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ATEaE . AR AEYM AR, SalEME, WHIR TR, ZEHIRE] 1 AR LR

e

D5 BETE I AR A 1 2 R 2L 3R AT AR 0 BR3P G R 8 AR BT o 28 AR e i L 22 e Mk DL B s i

25 ) R o R i AR ARG R A TR LD 3R TS B S B Y BRI LA . AT A et SR AR
(RN an s PVSE PN AN O] D)7 SV E SIS R E S
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