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Research progress on the mechanisms of Tripterygium wilfordii and its active components on
immunoglobulin A nephropathy
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ABSTRACT Immunoglobulin A nephropathy (IgAN) is a common primary glomerular disease and a frequent cause of chronic
renal failure. Tripterygium wilfordii is a traditional Chinese herbal medicine, which possesses the effects of promoting blood
circulation, relieving swelling and pain, and dispelling wind and dampness. Modern pharmacological studies have shown that 7.
wilfordii multiglucoside exhibit anti-inflammatory and immunomodulatory effects, inhibit mesangial cell proliferation, protect
podocytes, ameliorate endothelial cell injury, and regulate gut microbiota disturbances. Triptolide also possesses anti-inflammatory
and immunomodulatory properties, suppresses mesangial cell proliferation, and protects podocytes. Celastrol demonstrates anti-
inflammatory and immunomodulatory functions as well as the ability to improve endothelial cell damage. Through these
mechanisms, 7. wilfordii and its active components can play a role in alleviating clinical symptoms and delaying disease progression
in the treatment of IgAN. Future research should focus on in-depth analysis and mechanistic investigation of these active
ingredients, promote high-quality clinical studies, systematically evaluate the synergistic effects among them, and emphasize
strategies for reducing toxicity and enhancing efficacy, thereby providing more comprehensive and reliable evidence-based
foundations for the clinical treatment of IgAN.

KEYWORDS Tripterygium wilfordii; immunoglobulin A nephropathy; active ingredients; mechanism of action
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RO I RAE AR HE 92 5005 1 JR R IR AR 35, R 0 T
& DA BHEY) B A B Tripterygium wilfordii Hook.f. AT
PRAR, HAT T M@ 25 I I IR A2 XUBR IR 2 T A5
R BILAEBT 6 IgAN WE FRIA B0 55 2 i B e vh oy
AR Y AR SCE I R A DG SCHER IR T R 4 1, A
FE TR e B TE M o3 7 T T IgAN H i N ZEVE L
il , BT AT PR IgAN 2%
1 BEABTHIgANEEFERS

B T SRR Sy e e e T A TR PR o 32
BRSSO A, TR LR AR
T AR A i R Y, o SR A 2 A (T wil-
fordii multiglucoside, TWM ) J& 75 23 Bk 1Y) 32 B35 P L 47
B VB T AR PR L) — P R VS 1 ST, A T RE 2
RZFR, HAE IgAN BRI Al RFEHLR 5 5% /1
0 of) ZR RS A O IG5 AR A L GEE TN R AR 05 L
BB AR R LS EAY . A EEH & (triptolide, TP)
VNN LE GRS BT =R | fe /o
ISTHRARRAE NG o 2 — , BRI ey S5 1k
HAE IgAN IRYT AT RAEHTR 5 2 85 i 2 5
AN XE s R R ARSI, B A BELL & (celastrol,
CEL) /& B 22 e Hh 43 5 Hh ) — b 1030 =i 28 Rk &
Y, BA R PUEARE M, o i R B R S e
RN A E T L 2 5 TIgAN RIS
2 BRBREEERS THIgAN BIERLE
2.1 MARSEZIFT

TR, RAE 5 e AILHITE IgAN 1Y & il # v
BATEEIEM . RAE BRI X B0 A 2 40 0 /)N
B b K A A AE DG B R R R e A s ), T R A 5
INE T B AR [R5 A R A A 4k A RN
IIRERY, BB E T 400 1 (helper T cell 1, Thl) 5 Th2
Lo 2 A %75 M5 T 40 g (regulatory T cell, Treg)-Th17
P ZE AL  Treg K F-FEA%  Th17 B 24675 IgAN 19 &
A R T E A Y, PRI, LIGHT (—
e A 15k 8 Z R B ol R 80 1) -
29 7 A2 I (herpesvirus entry mediator, HVEM )/ifk
" B 2 - B % 1K (lymphotoxin- B receptor, LTBR ) iffl i 5
IgAN A5 Z 1 B M0 A7 G , R T ok 8 4 it HL A s A
AT LA 3 05 3 G Ak S 1550, JF k2P B0s 1
kB (nuclear factor-kB, NF-«xB )il [ , 5| &2 4 Jfg PR+ F1 &
JiE K[ 40 A 2 1B (interleukin-18, IL-1B) JHRI IR
BN T o (tumor necrosis factor-or, TNF-o) 25| B, 2
HEGERE W, J54h , LIGHT-HVEM 5 LTRR 4 & ik A
Bl F Ak DR RN B R B RE L 15 = S e A i S 4
PTG 2 i B i

T2 2025 4F5 36 45 21 1]

TR B, TWM A LU 18 IgAN K BRUAL T 1L-
1B TNF-« 7K, HAE F ML 2% 0 3 3 T 8 LIGHT-
HVEM/LTRR i #% LAl NF-xB i 1% . T Hi o 5558
KB, TWM A R I IgAN K 54N 1 H TNF-o B 41 i
AR FFIIL-17 KSF-, FH Treg Lo, JLAE FIBLEI 5
ORI 0 18-1, 3-2F ZUME S5 A2 1 1 (core 1B-1, 3-galac-
tosyltransferase 1, CIGALT1)/C1GALT1 %% 57 1 7 1 1
fH (C1GALT1 specific molecular chaperone, Cosmc) if
%, FEAK TgA 19 58 B E AL KT He S5 "BIFSY SR, TP
AR 9 TgAN R BRI TR HH A 28 PR PR 5~ IL-18 FHTIL-18
TR WD G2 525 WD TURR, AR FHAIL R 35 368 o0 417 1)
NLR Zji% Pyrin 38 % 1 3(NLR family, pyrin domain con-
taining protein 3, NLRP3)/Toll ¥ 5Z {4 4 (Toll-like recep-
tor 4, TLR4 )i % LA AHES LA A e Ml VE I o I R
Forf, Ph it AR R B, TWM AT LA [gAN 2835 19 1L
1 IL-15 IL-18 KV, Bl s f 3 S AEAR S Al PRAEAR , HL
PR,

2.2 HMHI R R p G E

ZEAT VAN, TE IgAN R it B rhr, S8 fi o
PR G5 52 5 WDAE B /N ER JR IR DDA, ST 2R I 400 i
A UM N R E (R S 5, AT 5 A A i 5 T
AR A0 B R R AL R 1 20 0, 2 5 A D SRR AR MA
WO R R B 4051 2R P 2 /NI P 1 o
AHOCH AL, 2 B /N ER S5 F PN D) RERR S A X O i e o, JL
T I R SRR IR SN T R - R A - /N 2 (] Y
HE N, 25 1gAN S B RS i & A 5 k. A
WA Ay 240 6L 1) 3 5 i RN 1R FH 32 0 240 3 1) G Bl 7
X YERE B A A 0 D) e RS LR

o TSR B, TWM BA 870 IgAN K ELUE /iR
F AN A5 AT 2 B R PSR VR . AR PR
s T R B AL 2 i 2 BT 1 (sphingosine kinase 1,
SPHK1) . 1-f ik ¥ 24 I 5% /& 2 (sphingosine-1-phosphate
receptor 2, STPR2) 2K 1 S mRNA A A 7K, Wi i il
SPHK1/S1PR2 il . #X "B 58 K 3L, TP nl il iod T 4
TgAN /I BB FIE RN 7Nk % R4 L b JOR O 2 1 il i 42
3ok 7% 8 1 9 (caspase recruitment domain-containing pro-
tein 9, CARD9) 7K, il il CARDO/p38 22 4 538 i 1) &
F ¥4 B% (p38 mitogen-activated protein kinase, p38
MAPK ) i %, 2 #E 5 Wit , D T 300 ] 2% B 4 4 58 . He
SFUR B, TP 34 AT 5E i 410 ) NLRP3/TLR4 3 # , AT
D IgAN K B /I BR A 5 52 5 W 0 T BRI R B 40 i
5
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2.3 RipBLHEA

JE Y —FP 2R AR A, J& T 5 /NBR g L B
MY A A3 o FE 20 LA A 25 5 002 4 B 5 Rl 45 B
V6 5F X TgAN T 22 DL I AL AU A8 L 2R T 240 Jif -
YU AE BAE BN 2 TgAN A 4 61 47 i 2t
MREE A WU RBEX ] 5| & — RN, 7™
A=A R LAE R R AR, PR I 3R R
A 5 SRR Bl 1 2 R AR B LSS S R I 4%
(a2 5 A0 A0 i BE R AR o A A DN B N 3
SCA B /INERORITES /NG5 114 3L A IR , 82 A I )
IO e B/ INERFI B /N D) RE | SE 92 i i e S
K, WFFE R IR, AN SO B E £F 4 b B A2 EAE
AL AT IgALTE RIBEIX AT, S EUL A £, A
P07 B /INER U Ak B AT I D SR I O IgAN VR T
TR SCHE R, E MM A B, LRk 2
b T /NE B LRAR DI RESZ 0, W /NS b Bz 4 i
HEReLs Az 252, I L AT 20 i i M, B DR /INVE 2
JL A5 IS B A A 4 , AT B D RE sz ™ 2k
LA BN T2 A 1 A RO T X 2 b AT A8 R B Y
R LRARNE 2 1 1 (mitofusinl , Mfnl) 48 B T4
T LA RS P A T R S A TR R 114 7K i s Mifn2 ] D
LR VRN R IS R S = w1 R
T T RS HEORRE G L&, e ]
PRIELRLART G o WARR T =T IR , Jol B R 2k A v iy
PRSI A B, XTI RERA AP I

KRB G5 R I, TWM AL 5 I8 IgAN KRV
ZH 2 IR R R PN 5T X 4 (protein kinase R-like en-
doplasmic reticulum kinase, PERK) %% 5% 3 7% A ¥ 4 (ac-
tivating transcription factor 4, ATF4) , CCAAT 14 5 - 2%
4 3 A 5] P54 H (C/EBP homologous protein, CHOP) &
H mRNA (57K, LA PERK/ATF4/CHOP il j#
DA P B X B B RE L DA T XS IgAN R LU ' 2
REER BN OR 1, Dol L5 g B 3 o i A R A 52
U2t U TP vl i R I TgAN /)N U £ 2 rp 28 4
W 5 35 H 78 (glucose regulatory protein 78, GRP78) |
W R Ak B A% Bl 4R X T 2o (phosphorylated eukaryotic
translation initiation factor 2o, p-eIF2a ) , ATF4 F1 41 fifd J&]
% 11 DI (cyclin D1) B9 2 11 R 38 K F , #1046l elF2a/
ATFA 38 # , LA oA o g 33, DT 0 5 i o Ao
AEF R R, TWM ] L8 2k (R R A 7 Mfnl |
Mfn2 #ik , T IRZALA N RN T3 G E H | PTEN
V5 WU 1 220K RTZRAR S A TR T, dEFrZeobiiR
N1 E BN, N ORI E DI fE . AR RUAES A I,
TP A] |35 IgAN R EUE H2UH B 1 B /R E 40 i
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ZABR AR 1 S OH mRNA (935, 6] 2 20 i 5 A DR 44
L T /D PR EE LA 7= A . Liang S8 W52 B, TP 1]
PLTR JR R 4H M bl e A L sh W i R A
(mammalian target of rapamycin, mTOR )/mTOR {& , BHLIKT
R B/mTOR (5544 %, IR HHOCHE 11 1A/1B
4% 3 II (microtubule-associated protein light chain 3 1T,
LC3 1) A i lr A W g3 AR vl (e A 1, 2
A2 ORA IgAN R4 A BRI VEH]
24 HENEMEIRG

VA B 4 0T 43 i I R 200 B 1 85 ) S P
RE B, RN BB RE 2R A R BER S |
BRI TR, 7F IgAN I B /NBR A8 | B 41 1 457 45
P BN K A 25 5 il DR B DR B D R R A A OC &R
FIP, A N B A K - (vascular endothelial growth
factor, VEGF ) HA i i P K A6 52 1 5 i il 48 R 25 1Y
IIfiE ., NI 1 (endothelin-1, ET-1) J&—Fh ifit 45 W 4 4
+, S A PN R A, R S A A
it SR S 5N . I[gAN BH B
INBREA T, LK 388 I 1 2 4 0 A AR DS B A 3R
& 52 ML, b VEGF R ET-1 2 8 T 5 %2 19 #fk 20
FEREY,

Shi 55" % B, CEL FAT 4] 147 A S04 £ 2003 1t
W AR 2= R g . HAREHALEIECA CEL 7 LABH W Wnt/
I C/mTOR {5 546 5, 4% LC3 IT/LC3 I {H, X
20 ) MYC (e-MYC) 62 {5 Sl EL A il EH
2.5 EERAEEL

Y T8 AU WA & TgAN 1Y A Pl 2 —. A
R R B, 7 T R A 1 5t 72 A T R i T sl A A AR
AR A A BRI, 4545 P T R I R B e )R
IgAN™, TgANAE R RIEVER & W B AR R, 51
R R G0 G PRI TR 5 1% 2 1 B — 5 iR Gk o
W & B, B 18 DA IR S LA T 3 2 g - 5 Bl 5 i
(= R N BN R N R e o = N
Ci7 YT

RITEDRFT & B, TWM Al | I8 IgAN /N UL B
20 B 35 Al PR A2 LS B B TgAL K-, B DR
TgAN /N G235 17 R0 RS 5 e DB 26 1 108 2 o A4 1) A
o AT RS EZ LB, TWM 18 /b IgAN K AT
T R B DL B A5, 98 IS A T R0 LR AT 1 £
i, HAE FIAL I 3R 0% CIGALT1/Cosme i % , BT
TgA Y 5 H M ALK DT ¢ 4 0ak % i 3 B R 2R L Y
YER
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3 EABRNSEERREBSHENAE

AN — B HATREER 259, B AR R
o741 T8 B R 3 22, R 24 22 e VR A 32 3 i PR S
AR BEPETE EE P A IC 8, (R H R I8 ) 3
AR Z B, PLIFIR Z JEIRIE, AR BT . AN IR Rl
RIEHE AR (LR EARZ TR RS WA
AN TR R BE AT R SN, 9 B A IR L AR B A 2 R
e T o R RAE R 24 1 R DR L FH A0 R Y
KA DRI PR R A — LB T 7 28 R 1A R 1
T KR [R)) F2 5K A TEH0 4 T 25 0, HC BT I s FR
RRE 2 UEAHAT | DA P 45 B & O T 20 e ) 24 42
FHARAE T S0 5 AT P Bl R C 2R eI I 1 TR
TR A) R AN 745 07 SO0 T A A T A . LA
Fpv2 PN I &Sl I B BuR ok NG SE] W N ey
2y GBI R AR DT B il R IR AEIE A
B, ARG S I 7 EIE R T AR = b ARy
P T AT 7 2 T O P4 5 L A WIF S R B, B A e
GERER T LIA osk A 2 B I m AR B
o A A ) P 2 A S PR A AR AGELBE | R B AR B ] DL i
FHGREGY TR A RN o R B T B R
SERHL AT TR A BIBITTE A R T T 23T S
FIE T Z MR YT IgAN SR
4 BETRE

IgAN DUHAZ e SRR TESEHE A, B2 U 2R
IR I ) — KPR . MG R, 7 AT S
PRI AE TgAN HYRTT HR] A AR D098 55 el A il
FRBEAN ML G R AP L A A N R A A A R
18 R AEEALAE R, B s e s IRE H R E
IIRESE AL .

B TR A TE S LTR R 3 78 TgAN (67 R LT
ARKIE ST AR SCAITEAIATAE SR PR - COBFFEIREEA
XA RS BT RO PRTE 1 B E TWM TP,
CEL b, HAts s #E p o AR IS 80 . BRI 26 2Y
HAE A 2 2 A AR AR T 2 1 M A A TR R
L HE o (2) Wi PRAFFFE Bk Z —— AT SC 58 AR LR
TR M S5, R IR RO FE L, = IR
B UE W R 2 TR I AT AL i USCRRU 7 g S IR
W5, HESh BERIBIF S R B I PRI L AL o (3) kA 2
S B R P T —— 4 AR 5 L 7R 28 I — A7 R0k
I3RS AR R 22 (B R PR R TS . S
JEAIEE FOINSE TR TN Rl A R0 73 2 TR B R £ L 2524
ARAL SRR HL ] RIS o (4) T8 22 TR I e 14 AR A BIF ST 4K
WA G ST, EI ] | P2 Beqh 25970 Y
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