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Abstract: Tripterygium glycosides (TG) are total glycosides extracted from the roots of Leigongteng (Tripterygium wilfordii).
Tripterygium Glycosides Tablet (75 22 # % # /i) is a Chinese patent medicine with definite effect in the treatment of rheumatoid
arthritis (RA). Triptolide and celastrol are the main active ingredients in TG. Modern studies have found that the mechanisms of
TG against RA include inhibition of angiogenesis, regulation of balance between regulatory T (Treg) and T helper type 17 (Th17)
cells, inhibition of matrix metalloproteinase expression and promotion of apoptosis of fibroblast-like synoviocytes. Moreover, as
the main active ingredients of TG, triptolide and celastrol can inhibit RA by regulating autophagy, inhibiting the activation of
inflammatory signaling pathways. This article firstly reviewed the pathogenesis of RA, and then focused on summarizing and
elaborating the mechanisms of TG and its active ingredients against RA, with view to providing reference for the research on TG
against RA.
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Fig. 1 Pathogenesis of RA involving immune and inflammatory responses
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Fig. 2 Mechanisms of Tripterygium glycosides inhibiting
RA
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Fig. 3
Tripterygium glycosides inhibiting RA

Mechanisms of main active ingredients in
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JAK/STAT 155 38 B& I BOT R 2O TR T R4
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LI LRGSR 7 ELEREL ) JAK/STAT il #%
i R BRI 5T
4.4 F{E TLR (5Si@8%

TLR AL AA TR0 995 Ji ok 26 P 1) 3 A2 3R )
ZARZ —o TLR FEFGN D 75, Bk
EAHELREABSE S LKE T 88 (myeloid
differentiation primary response protein, MyD88) /I
Toll AR KB TR FHHEH (TIR-domain-
containing adapter-inducing interferon-B, TRIF) %%,
HE— 0 GE NF-xB il MAPK, Wi S % M40 i A
THURTIG 7P AEHUAIRAR SNSRI N AR ) B2 S
LT BRI, TR AR E A IL-1B 753
IL-6. BIZIRZE B, (prostaglandin E», PGE,) Fll—

A EEE JRER 70 B, JEEH] TLR2/NF-
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A HRE AH O AH B A TR R AR, A AR AR DR R
I R SRE RIS, OO E ST R 81, T AR
F0] PR RA AEYK B IR ZH 2R+ TLR4 \NF-xB Al
p-NF-xB ZE 4 /% TLR4 mRNA [HZEikE, 10
TLR4/NF-xB 15 ‘5 18 B 30, AT PR 98 1% [R5
TNF-a. IL-4. IL-6 /=4, o RA BRI
RMFERW, Rk, AR Z T X R EE R
4 AEIT AT TLR {55 38 5 A3 R AEHI RA 1
YEM
4.5 4= cGAS-STING 5S&%

cGAS-STING i 2 [H A fe s h — S B {E
SUTTIER, oGAS R K i — MR
AR, AT DAZE G SR AR M) WU DNA, A58
2 fE1f cGAMP, Ja# nlilid 454 STING, #ifiifs
TANK %438 1 (TANK-binding kinase 1, TBK1)
I NF-«xB BIBGE, 74 1T 8TH A 4 RE X
T, cGAS-STING 15 5 18 I 1) 7 H BOE 1] fe 3
BOWLAA ™ A S 8 1) 20 BN, 2 Rl A B A
95 V5 1) R A R e CIE B 5 ¢GAS-STING (1)
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JESAN B AN IR ZH 23 A7 7E dsDNA RFLZRT cGAS-
STING 15 5@ S, N5 7T RA BEMIEER
fE, 257 RA [FPREEFEES, 18 AR F Rl
PAB#AE FLS A ERRAHMIH ¢cGAS 1 STING & H 1)
Foak, HEmHE] R 1 RFP0E R A A R 0 s
RYEHH] RA FEFHE50), Trex1 J&—Fh 3= ZL
JRAZ R SN I TG, R e i A 4 i o3 22 R (1) DNA SR
FHLIE N TE H B 5% R 3 3110 Trex I 2 BRI RR R /N BR
HTANBEA S ) DNA, 230E cGAS-
STING 5% (5 5%, HIE G RERRE. ¥
TR, BARRLLEA LIS STING FiF TBKI-
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IRF3) [3E b, FEAMH] R R p =407, 2
INEARZH AL FEES RSN AERYS
cGAS-STING {55 F 1@ M AH K .
4.6 %5 Treg 1 Th17 MAR L1
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1 Treg/Th17 20 RATIEOL. 7 CIA KR 1S5
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FHSRAEML T~ IL-17 FIE R e e R AL s R A 5
PLLEZAA vt (retinoic acid-related orphan receptor yt,
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AHAR A ¥ IL-10 FHIRR F 5% % - Foxp3 BRI
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HSF-1) %5 2 Pl s R 351, A O e e
FHES N T TFIH ) XPB W& 5 A H =R AE
YEFBIRE Rz — o F5 A P 2@ #] XPB ] ATP
S 1 S U R A2 BAIH], XAEE AR R AR T
B T H R BT R AN R S5 PR AL 001, [
B B T 5% Rl TFIH #& RNA JEATH 11 KRR
S EE IO, T RNA BA5MH 1 A SHNERS
5T A A K2 P E R A R, T
BB EX RNA REH I yE s, nrae
s HOXTHUA = A FE M L . (HJ2 AT & A% 2
0 At 32 B S 13 B [ A s (R 1 e o
PIANERE . 53—J71H, T5A T Z0 R IF
ANBETE AR TR A R 2 50 98 0E (5 S d B R AL
il Rk, &AM E RHFEZEEER ] RA

|

/ / l TRIF/MyD88
/

XXX

() BARHLE AR T SEAR AT Rl — 2B 0 5T
5 4%

RA &—MRBHLEIE AR08 & %%, Hil
G RV TT 29 FE IR SRR PR 25 BE R iR
FRUP UL J S 1 KT AR 2 (disease-modifying
anti-rheumatic drugs, DMARDs), DMARDs 2454
B H5 A% 48 & B 251 2 5 Cmethotrexate
MTXO MIEUVEEIERE , DL K — 65350 M (1) A= ) il 75 Fn
] 254 5102641, 15 55 T RA KR AL IR AT 5T,
B TT 7R ET N T Im PR, At ) IL-6 (4
VDTN X TAK B0 (1) /N 73 $ il 75 5, 393830
H A NTRE IR TT UR0-000, Britbz A1, HE254n
TARRZ . HER. O S EEXT RA BT
RAERERBA W B G I7 RURET), KR A%
T MR P AN T % BT, ke
687 836 RA 18N I 2 M 5o 2 A JEREVE S »
WS B TR 2 R B ATIRIR b RO ) — 28
1697 RA FVE R SR GRS 00 I 2590 o

R RRY], HETN T 5 A2 HIRIT RA
Ve RN A A TR 5, TR IE— B IR A T
TERMLE . B9, BABRZ B EZE R O
UEBI AT AR TLR JAK/STAT. NLRP3 % /M
cGAS-STING %5 S/ S RIEE TG (B
4), (HRZ @R SO RIGIT RA ROCHEEE H L
PREANERE. Hx, BHig TR THEABRZH

N
STING Caspase-1 \\
l |

K1 | / \ )]

l IL-1B 1 IL-18 1

inflammatory
cytokines

4 BRBRZEHIEFEMASIFERERXES BT

Fig. 4 Inflammatory signaling pathway regulated by main active ingredients in Tripterygium glycosides
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