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The advances in research on the intervention of triptolide in kidney disease
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201203, China; 2 Basic Medical College, Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China)

Abstract: Extracts of Tripterygium wilfordii Hook. f. (TWHIf) have been used to treat glomerulonephritis for more
than 30 years in China. Triptolide, a main active component extracted from TWHI{, has been shown to possess
potent immunosuppressive and anti-inflammatory properties. However, the toxicity of triptolide limits its clinical
applications. To study its pharmacological mechanism deeply is conducive to give full play to its clinical application
and reduce adverse reactions. This article will review the research progresses about triptolide’s effects on kidney
home and abroad.
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1.1 JRTEHMERES R

T A R 1 R (nephritis of Henoch-Schoon-
lein purpura, HSPN) LUK GEE /N IfiL 5 O HE A5 4%,
i TgA e Bk E I BRE G W T B/ ML S 7ok
AW WETFUE. WILT 10 % LU )LE, W&
N WL B I R R I I B S R A e e 2, I
IR . B RECEF IR GRS SE S R L
TRV B AR Gy 2« T 41 SV A Th e 25 LA 41
MO e, H AR Thl 40 {0 Dh e 4miil. Th2 41
W Th g Ut RN 4k A VEK) B 40 i oy whsh g ot P w
P B LAARJE b .40 2. (peripheral blood lymphocyte,
PBL) BTN %, MR TP 4525 J5 &)L T 41 L Al
B 21 M3 A S R S BRAG, I TP ) PBL 147
Gy WA PRI A A FH DT sl v B 4 A 32 1) g8
KON, BRI EERIIER- . ok, s N-
LW -B-D 24 5k ] %G Bl 17 I (V-acetyl-B-D-glocosa-
minidase, NAG). B- “F-FLBH 117 (B-galactosidase, GAL).
v- B & WL % B (y-glutamyltransferase, GGT). i
'k 1% 1% ¥ (alkaline phosphatase, ALP) 7t W [¥) JR &
HIEE R E, RWA S A2 iR 5, GAL/
NAG AR 2 25 Ty, UE B SZ2 40 10 5 /N B R 4l i
fEEF AR A, BN EATIEERE, Dhhefs 2
WA, ) LRLRioE S R 13 3 sl 1
1.2 JRTTIRBMSE X

RGN BEIIRIE (systemic lupus erythematosus,
SLE) & —Fi i T WA S iy 522 2%, =42 3 St
W B A & R RSG5 M. SLE 2 kAT H
WL, FERKRRIN A KR BIBLLHE
Z IR B TR RS, G2 E
i & SLE 1) E L mIKFFE 2 —, Hrh 2% SLE
B BV BT, IR AERIENE T R
(lupus nephriris, LN). 4 & B SLE i L5
HIL LB dsDNA HiLik AR Z 5\ S Piik, 1L
3T dsDNA iAot SLE 2 Wi fibn & bk, H
(NZB x NZW)F1 /N HE4T LN WF 5T W), @l i
ST ERBEANE AN R —REEIT S, DR
dsDNA HUARZK B WAL T 0 A, mig&E e, K
HE KEEKFYR T4, IF HE I 40
Jiw rh 4k 2 K IR F- -B(transforming growth factor-p3,
TGF-B). FH41 % -6(interleukin 6, IL-6) F1F4% 41 iy
i 1k A -1(monocyte chemoattractant protein, MCP-
D B9 /b, kB TP AR S R E  & A
FAEH B IRARHEAUR L, TP b il id i TRAIL
5 4K DRS. DcR1 33k 5 5 /5 Ah J i 5 4% 40 i

(peripheral blood mononuclear cells, PBMCs) i T,
554k SLE £%  & PSMCs i T AN AL 1M P2 H &
PUURF=A, WX 0 R A% VAT 1
1.3 AT ESR

% % 5 9 (polycystic kidney disease, PKD) /&
5 0 B J5 R A 5 B0 B o ) — SR AT M T
P o A7 AL J7 AR 3 W G AR B AL 2 2
B, BN 2 3¢5 (autosomal dominant polydystic
kidney disease, ADPKD) Fl% 44 8 44 Fa 1tk 15t % 2 92
' 9% (autosomal recessive polydystic kidney disease,
ARPKD), HI% LB ZHEY . 7F Pkd1™™; Mx1Cre
73/ ADPKD A8, = J5 N (2 T8 2
I HAEBE B A 5 B Pkdl R 2K0E, {HZE TP JRYT
Jei B PP S AN E ] gD, o H O AR
T AE A T BRI A AR T A e e KR
BERRAfF  R, 23EE H 2(polycystin 2, PC2)
A BELERT LE % 41 Ca™ {5 5l i, 3E177 175 % ADPKD.
ifi7 TP W] LU P 5 Ca®™ 555388 % i BEL 7 &40 i 84
B, NGRS SRR e Rk R, PC2 %
B TP &5 EEAIE, WReZ TP ifyy ADPKD
(RIRE RUTLE o
1.4 RTTIgAB TR

IgA B3 (IgA nephropathy, IgAN) f&—ZH A,
ARGER, BITR FeBEs BER 257 B /N R R IR
DXAT LA IgA O T RIRUREFE DR, PR b BAII R b 32
TR LI ANBRE R NAR T TgA [ HE TgA, AN
IgA, AN, i 3 il TgA B9 1 35 2202 1gA, I
TP TgA, 1E BB IEAL RENE AR X 4652 2 1 i /K
fif, YERFIE N2> 7450 5 T ORI
WU A A ERAL DTN, JFGEAMA, AT 51
T AF TgAN K BB rh, B A 2 ) 1) o i
IgA BIEW AL, TgA SRR S 10 TP ¥fyT
K BRI TgA BRI 2 5 25 FRAIK, i B AL Re
[EydE, HEEAIREFERAD, AR REFRnR
FERCR M A, CDy, oy TAE N TgA, 10 R 4
RN T2k, HARKR SRR IgA, HEH 2
&6, TS TIgA, 0B IR s i fe . Rk
S TSR S, IgAN KR IE R X CD,, K&
CD, mRNA %ik Fifl, HFRXMES IgA PR E
TEAHG 5 TP AE A 5 4057 AE 2 2 i) IgAN K Bl
Ff Z B2 [X CD;; & CD;mRNA [ &35, 3 iy 9 >
TgA YR, IRl FO B I PR 40 5
L5 SRTTHERRER

BE R B 9% (diabetic nephropathy, DN) Sk K
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Ji (diabetes mellitus, DM) (1% EIFKIEZ —, %
SELREE 2, HORERIU B /NERIER, FRIE
XELTUIE 2, B /INBRR B /N SE R G S,
HIUE NERAEAL . S REEE DN IR IRRIN,
SEEAY DN Ji AR E R ) B ], R R IR s
T INBRUERL bR B 45 M RN Sh e () 5, 1 NER S
Y Hf S A R I B e e Ay 2 —, AN R
JHT A 7% 5 DN 1 PR I R A2 35 UIAH 5% o

H db/db /1N FRW 5 TP %F DN (13697 45 R R,
28 TP IRYT o /D AR EH R WY B odde,  [R) N B /b Bk
RN A0 M gk, B JUE %) 28 RE R AU S0
A B e g L IR PPERE (e 1. DN AR B
LA MRS, TP REL A C5b-9 45 1 A2 41 o 42 4%
RENEIT, 8 BT ST R L R A ST Rk
SFPENEE U, 78 DN RA LA B, L4
Z4FLBF N (glomeroular podocyte slide diaphrmne, GPSD)
100 8 [ nephrin (1) 2k &0k B4, FEE BT
PUF AR, JRE A EN N, 1M nephrin ik 2%
AT " s HE TP RIT )5, /N BB AT &8 47 nephrin
ik B ", R B RE A, A
W, RN, PREEHMZE [
i 5F U B M 2 11 (osteopontin, OPN). TGF-p % ik
T, WG R A, A B U

PRGNS ik R I TP BEf% 235 16 NADPH 44
OB, 00 95 P 45 (reactive oxygen species, ROS)
A2 AT p38 4 73 2RI A B O, T BRI e
2N F G & RhoA & HE 5 13 PE ™ TP ik
AR AIC DN G R i MCP-117, i 4 o)
MCP-1 j= A= [ FpAZ W 4 B s Ak, 000 22
0 i R - (1) IR IV AR IR T, 459697 DN I
EH .

2 EBREBERRINA

B RS R LB TR 9 28K I B 0 (R A 3807 9%
45 B AR A I HE S S . 1 2 5% Wi B A O )
s, FimgmFEARRE G Bk, Sk
SN2 N AR B A T o A . TP
LA R (0 S e PR R BT R e P, Ak 2 —
Tl 28 (R e HE S B N 24 0 4 52

TP 755 A A b 1 I 1 58 R Ik ZE KB il
WIAEIG I (0] BN SE R, T 23 T N R A A
) PG490-88 i 1 52 1A X Bl JI oA 20 48 ™= A= 11 A
WA 25 2 BTG PE B SR B, AT AL AA (1 Sk
SR, [FI, PG490-88 it fig % il it 4 i TGF-B

FUILAE P & 531 (vascuolar cell adhesion molecule,
VCAM-1) (3R IE, WAL 7% A8 A A1 2100 18
HeS ke U, TP 5 LAl G BE I 25 M Bk 5 18
FHIE v B0 B . LA PG490-88 L5 BRI 25 A 5,
P B A8 P RE A (S B M A A 3 I TR) B S G, 2K
RACT W A, Jf b T MR 2R A Al
FAF A S fERB B T, PG490-88
L BB A4 v B F) A0 0 YR TT R IN A R i
PR A B e ot R A A A R A L R v
AT B2 —, HanIEB 'Y D he iR Pk
52, Il — RYHUAR LT B R O
FE P HE e SO R R A, AT 5% Wi % AT 1) A7 355
5K B U e A P R E R A T, TP e 5 3
BRI W 2 2 Toll #5244 4(TLR4) BEDAFI 2 1
M1k, I TLR4 J3 31— 251 F0 % Fl 48
SN, e e e i PR e R A A s Y

3 MEMRAHELRIER

VF LT YA A2 A B I 2 R 2 0 ) S ) 25
Jay, DAVEMESETAN AL (LA, B /NVE B i)
IREAT VR TR T4 i ( SRIBEA0 M TR) 5 T 4
A ) VGG B /INE b B 40 A 43 A AT A i AR
Ji 73 (extracellular matrix, ECM) 34 £ 25 4 5 1L .
ISR RI A ATV Dhae A4y, LR AR R E—
MEait. ZIRNERBERE, 1502 0T 1) 2 0E
i) [0 A 2 ) NP R e e i DN PSR R P B ST
AT 240 M F 5 2 FUM A, ki ek LT 4 B4 i
AL NG AR TR G e N, IF B4 T BT 4R
22 T 4 AT () 2 RN 41 L A5 I (1) e i SR AR
ST AN e A FL BRI

R B i SR A BH (UUO) B S )32
AT T A it sSe e i . B ER B, TP e
W R E H LR - ~FIFNINEh & (a-smooth muscle
actin, a-SMA) FI [ W 41 ¢ 1 5 7= P Ht 5L ED-1
FHVE 4 o2k, s MCP-1 i #r 2 1 (OPN) &
B, FF A ] 5T RS R DR A TGE-B 7 &t 42 35 B AR
[F] B, B S0 TGF-B. 45 4 41 234 KX F (connective
tissue growth factor, CTGF)., MCP-1 fll OPN [f] J&
Rk, Hbr WL, TP GEAE I FEAC F ik 40 i 5
FHRIE > UUO F5E 7Y B 21 230 [ 41 i AL
Y REAN I E R, MO BRI R DT, IR
N TR SR LT e AL BT S Ak, TR TGF-BL i S 1
NRK-49F 4f i i Wi, TP fg %% 5k 95 TGF-B1 i 1)
Smad2 BERRAY, JF kS H%AE Tk PR AT 4
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B AT Je it 25 22 o A0 L AL S 0 45 1l BAAR
S TR I 1 JUE £ A

4 X'BRERYEHEIER

B T SRR IR AR A A B I 2 A
BEPEROY, R A =02 — S LR,
HFERIADIRBTCIR I EEAER (MR,
ERPR . MEEE O . ARIAE . R R A
e, HRBINEME RS0t WITERE, 7
W5 EEE SN AR I AR OC R, BIAE R
JRE R Im IR AT o TP A8 e 3= B 0Ok 4y, R8T
22 Tl 03 1) () BN A7 02 1 B B A R e fa i . [
I, ARG IR AT TP LAt 5 23 Jie 5770 6 7 B 9
NPV E RS IPE Y= i I W O = I TP i =

TP # Pk E 2RI A M FEAE H, IR N
A INBR A B 40 A A 4 IR T
s AL B SRR R, 4 KR TP #EW 5, 'BAE
AL T2 Ak Fas Jo L {4 FasL 048 & 38 i, py 3
iG] FHERIA Fas NI MRIH TS, ICAIET AR
S D R AR G BGPTSR D NS
C(cytochrome C, Cyt C) P A ALK, M
T AN U T PR e, S AT Y B
Ah, PRAMEE RN HK-2 4 i TP Ab 21 5 H M T2
FIE -3 B B0iE, T, IR R I AR = v
KRB G AR AL E ST TP ('S St
B, SORHE I B A S Rk < B R ST
FLk—5 2 831,

TP (W2 EAE B T B T30 3 gt sk, e
&N A G 94080 1=k W], TP
FEAR AT B IS ) 3 b LR AR R AR IR — %)
T sAWEFT TP 75K AR Y B A ik 72 % 30,
HAEAR (TR ) 3047 7 2R, s 2
(1) 7 A AR 7= ) EL A LU DR 24 5K 1 A4 P i B I
W], IHEA SR A i S B A REY
KW, TP XK LA BB ik B FORTC UL B
VEFAR I — SO i T A - - B 2t
R R A IR A R B, X AT
5 OR R ARG S E RS, 254075 Ak P9 455 B I [) 4%
B B RACU IR S AR 2108, AR AT R AR
FH A AH 6 B AT 9C . TP 3= B i R s 1247 HE it
LA AR P e B B TR A L 8 v 2 Ak e v o)
WEFR 8. i S AL W G N, 2 TP
RN AR & AE, Al B> TP EEREIER- . AR
T, HFEKAARRNE MNP TP 4R A, BRARAE

BRI, NI PR ILER M B

B T AR PR B FH ISR I 1C & F 25 L TP 35
PEAL, B BRI A i 3K — [l /L) oy — A 4K
MRAE o L 1) A 24 40 R A T A T I T T A
64 (TPS-LZM) 145K TP B B 5 A i 2

o VIR VTTE S NS B AR R E AR,

1M K TP I 1732 i B30 ity Vo /N b 4 e, oF
B HK-2 41 jf $5 1Y 5 B 8007 25 TPl i iX — i 4%
TP [IHE )47 203 11.74% $2 55 28 95.54% %%, [A]If,
PRAN B TR B R 5 2 W, TPS-LZM 7 Ifit 3% v A )
Faag, 7537 "C 24 h [N H % 1R B DR i TP( EL i
2 TP R 80%), Jf H.AEWS A7 2k IR 2 8555 5 1)
TE R B i B /N 0 R 3 R b NO A2, AT
UE I A A S A v B e AT WL, TR
il % TP-LZM & =5 TP $1 m) £ FH 17 9 2D 4 7 5] 2t
i B AR AL I 2 4

Jiah, AN BIESTG 4 (ROS) %) TP i
(00 R 7 1 R R, BAE A RN 5 C Reg B
FH B TP 75 2 7 AL (1 B 41 2 ROS K Bel-2 45
TR A MRE, A RS TP & S 1N
Bz A A TR 4 B

e gt

5 ICNEA

MESCAT LA Y, TP R 2 PRAE T L6 AR R
BRFR (g e A, X WARIL T ARG 21k
M Zi@tt. 28 AARF Rl TP X IR 4% 5035 B4R H
by 25 B R AR PR A 00, G 2 B e
PEAR 55 5 K X ZORBATAEAL ] TP K il 771
TP, BRI AR, R e
RO [AI, TP ARy — A BAT ERTT A 1
PR, BB L2 FA LI EIR N A L
Xt 24 B IV O — D R R
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