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BE B# AEEAHE % X (multi-glycoside of tripterygium wilfordii Hook. f., GTW) &4k A 5t % 5%
MEABMAREXEORRZBRGHY YR, HiE &AL LB IHRHA (monoclonal antibody, mAb)1-22-3 #
ZRAT#EMR Thyl .1 kK X (HHAR Thyl .1 BX")BE, A GTW T, R L4 B, L&k 24h
&% & H ¥ ¥ (urinary protein excretion, Upro) B % #& (serum creatinine, SCr; blood urea nitrogen, BUN) .
% % & G (total plasma protein, TP) A A B kB A F T4, 40 B AR P AE T (platelet-derived
growth factor-BB, PDGF-BB; transforming growth factor-B, TGF-3) mRNA & & K -F, &R GTW #HH#K
Thyl.1 B XA Upro # A B 45 ;4 Thyl .1 B X B R ¥4 K ¥4 BT (PDGF-BB.TGF-B)mRNA & &
KIELEEFMILEKR S AL 2.84485 1.6445,GTW 4£ PDGF-BB mRNA it £ & KF T 33.1%, 5%
BAE, ERATEM(P<0.05), it GTW TRV ABBAMTXERATGR, R ARAELA
Fomp st AR R ;X EEA TS TRAEAREARF(PDGF-BB)mRNA # R & A %

*X@iF FTARESR ;R Thyl 1 AT X ;mmR-T

Preventive Effect of Multi-glycoside of Tripterygium Wilfordii Hook. f. on Proteinuria and Mesangial Injury
in Experimental Mesangial Proliferative Glomerulonephritis WAN Yi-gang, SUN Wei, ZHEN Yan-jun, et al
Department of Traditional Chinese Medicine , The Affiliated Drum Tower Hospital of Nanjing University
Medical School , Nanjing (210008)

Abstract Objective To observe the preventive effect of multi-glycoside of Tripterygium Wilfordii Hook.
f. (GYW) on proteinuria and mesentery injury in experimental mesangial proliferative glomerulonephritis in wi-
vo. Methods The reversible anti-Thyl.1 antibody glomerulo nephritis model of rats was established with mon-
oclonal antibody 1-22-3 and intervened with GTW, and a control group was set up in the same time. Changes of
24h urinary protein excretion, serum creatinine (Scr), blood urea nitrogen (BUN), total plasma protein (TP)
and glomerular morphology were observed, and the level of mRNA expression of proliferative factors, including
platelet-derived growth factor-BB (PDGF-BB) and transforming growth factor-8 (TGF-8), in renal tissue was
determined. Results GTW could inhibit proteinuria and mesangial injury in anti-Thyl. 1 antibody nephritis
model. The PDGF-BB and TGF-B mRNA expression in the anti-Thyl.1 antibody nephritis model rats were in-
creased for 2.84 and 1.64 times respectively to those in the normal control group. GTW could down-regulate the
over-expression of PDGF-BB mRNA by 33.1% , it was significantly different to that in the control group (P <
0.05). Conclusion GTW could reduce the proteinuria and inhibit mesangial cells proliferation and extracellular
matrix deposition, these effects maybe related to the down-regulating of PDGF-BB mRNA expression.
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L2 YA 1A P o FR B T A /N ER B A T2 B AL
HMRLRE . HAHE (Niigata) K2 B % B 5 B o
i i 38 75 B Hi 4K (monoclonal antibody, mAb)1-22-3 &
R (XFRH Thyl .1 HiEEFR)ERRHFRURBRE
B EREHEEEIRERRFIUHWEETRY,
AT S KBRS T Thyl. 1 Pk B R (H R
Thyl.1 & %) # &, & 3 % & % ¥ (immunofluo-
rescence, IF). ¥ % % PCR (reverse transcription poly-
merase chain reaction, RT-PCR) & i, WEF A B
ZRMZEREAR RAERG L HEMEHEHEA 70
IR B A & B T (platelet-derived growth factor-BB,
PDGF-BB) . % k.2 & A F (transforming growth factor-
B, TGF-p) By, X E A L G WA T A ' DR
B R E A F A EFENLE

MREHE

1 ZN5%Y FELMNEHE:mAb 1-22-3(H
A 5 I8 K% B B 5X BT B ) s TRIZOL(GIBCO BRL,
MD, USA) : ¥ # 3 iR 7] & (Superscript Preamplifica-
tion System; GIBCO BRL); /MBI AN B TTEHE o
smooth muscle actin (Sigma, USA); KRR L TE
#ifk collagen type I (Chemicon, USA); Ll FHi/ R
TSR 1gG2a K RIS B ST DL A 1gG(South-
ern Biotechnology Associates, USA). GTW I F+ H
WIS BEH A R B (BYHS:0211114), #
15 mg GTW % T 1ml Z4EK P, BH R GTW Bl
(15g/L) o

2 £hsy5H4E 8 Flk.KE 200g £ A
Wistar EYE KB 19 R, W FHAEAF - LX) o3
REM,EBEFBRKEFEERZRIY P LRF,
A KB UARERE, BBk, RT3 X,
¥ 19 HRBENAAN3I A (DEFHS R (2)#
Thyl. 1B RMFE WK TFTHAGIHRA)7 R; (3)
Thyl.1 B &M GTW T4 (GTW 4)7 R LKA
BHRBRBREMREAZRF LB ENE., GTWATE
BERT 3 KT A EE L% (Wistar KEWAERFE AN 75
mg/(kg-d)), W BAFRMUZEEK 1 mlEE,8H 1
Ko EHARFEMTH, HHBRF

3 ¥0 Thyl.1 BREZEY LRET, K% 15
mg mAb 1-22-3 & F 15 ml A E K &, B B HT I
(1 g/L)o FZBEGHIBRBEN AR GTW AKX
B, 8 RKRERB#KES mAb 1-22-3 W 0.5 ml,
EHvAE  FHAAREAARABRENERR,40.5
h FF 46 HBLHE Thyl. 1 B 56 B R,

4 BWIE Kk

4.1 HEEmUE SEWNBEEES 1.3.5.7
K, A& EAXBBRAELBRBEE, WE 24 h R,
Pl Bradford :ME R EH., MEREBIHTH 24 h RE
5 HE it &8 (urinary protein excretien, Upro), /54
7R, FEZBERRBOR A T A8 5 O BB s, 2200 MR L 5
ml, 90 22 I 3% JUL&F (SCr) . if 7 JR ¥ & (BUN) . Ifi. & &
EH(TP)E(HHEAFBA¥EFRMEEREER
BERW) .

4.2 BHALPASHE MEKRERE, 8B4
Ay WO, B B IR R, K A S TR
Ab38 , #4T Periodic Acid Schiff (PAS) 3t 8 (fh H ALK
WAEMBTR L) . BIKY) A BEPLER 30 1~ /hER,
HeSCmR " 7 3 #E 4T R B 40 (mesangial cell, MC) f14H
M 5h 3 R (extracellular matrix, EMC) ¥ € &84,

4.3 HREKE BAFERAHL,H#T3 pm ¥
% ¥l B (CRYOTOME, ThermoBioAnalysis, Tokyo,
Japan) , PA 18] 3 50 88 96 6 B A W B /N ER o7 3 LALED
% H (a-smooth muscle actin, «-SMA) . I I (colla-
gen type 1)FEik. LRAFA—HAHHDBEIA
W REH K o-SMA (anti-o-SMA; 1gG2a) K B %RH
B HT 4K collagen type I (anti-collagen type I ;
IgG) o —Hi4rHIk FITC #Ric B9 LS/ R 5T R 4T
# 1gG2a K RIT R B EEHUIK 1gG. MUY H TR
PR IR I — LA FITC ARic B9 — 40, 3, LABE
iR £5 28 R (PBS) ¥t A, £ 37C 4+ 5198 F 30 min, HH
K, SR BEPLIEER 30 N NER, 2 B SRS
Fis # 4T o-SMA. collagen type I . 20 g 5 % & (ma-
trix) I e 5 (IF) 2k 52 BB

4.4 RT-PCR # ) ¥ 4 4 PDGF-BB. TGF-p
mRNA £ BREHAAREE WHBER, KA
FEMRI-B-E0— 5 5E A RNA, I EE
Wl RNA 5B 548, BUE RNA S pg, #3 # 7X
B W% F cDNA, PDGF-BB.TGF-8.3-Bf B H il
B i .88 (GAPDH) 51 9 B % B Invitrogen 24 B R &
44t A . PDGF-BB:5|#J 1(sense) 514 5°-GAA
GCC AGT CTT CAA GAA GGC CAC-3’,51% 2(anti-
sense) JF ¥ 2 5°-AAC GGT CAC CCG AGT TTG
AGG TGT-3", ¥ #i=#y{ i 148 bp'” ; TGF-8: 514 1
(sense) 3k 5°-GCC TCC GCA TCC CAC CTT TG-
3’, 5|4 2(antisense) F 51K 5°-GCG GGT GAC TTC
TTT GGC GT-3’, ¥ # = # K & 396 bp™; GAPDH J
# RNA FHE, 514 1(sense) F5I K 5°-CTC TAG
CCA CGG CAA GTT CAA-3’, 5|4 2 (antisense) 55/
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H 5’-GGA TGA CCT TGC CCA CAG C-3’, ¥ #7¥)
K B 516 bp'”’, PDGF-BB ¥ # & 44 95C B # 9
min, R J5 95C A #: 30 s,57C Bk 30 5,72C & 1
min, TGF-8.GAPDH ¥ &4 : iR KB E % 60T,
H4 ;3 # F PDGF-BB, PDGF-BB &3 33 %, TGF-8
&% 36 %, GAPDH f&3F 26 %, B3 4K 72C 10 min
& 1k )2 W (PC-800 programmable temperature control
system, Astec, Fukuoka, Japan), B PCR =4 5 ul,
IMARBEHERF (0.5 mg/L)1 pl, #47 1.2 % B4
BERCH UK, &5 LB Y £ 4 (UVP systems, Bioimag-
ing, Upland, CA, USA) 3 &, F L\ LabWorks 3 4
(Densitograph, ATTO, Tokyo, Japan) i# 17 J¢ % B
(IOD)HA#. 45#4 515 GAPDH *f B, 8 fH LI# &
HFEEHERR, =& PCRYHRNAHER 3 K,

S Gt LRBIERA StatView FitHK
{8 (Abacus Concepts, Berkeley, CA, USA)4b# . &4
BERA s BR, HRAZFRALRNRTEZ 5
B AR BB BCRA « .

g R

1 HFAKR 24 h REAHMESL LA 1,
FHHA.GTWAKRAEEHES 1 KRMHRES,
BEES 3 XAEE, UEREAKTEEH TR, Z
%7 Kt , REAMERAEREKFE. W4 24 h RE
HHEM B LA~ H GTW AAIRE R KF
RFXBA, HHEEEES 1.5.7 Xy, WAZERF
BEVE(P gy =0.044, Pyyys=0.013, Py, =0.036)

400
B EX4

O GTWH
A MR4E

(3
[=3
o

R & (mg/d)
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o
o
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x

o

0 1

3 5 7(d
- B[] @

5 X RALHEE, *P <0.05
1 HHKR 24h REANHSEL

2 BHARMBAELEHEEL BE1, WE
ARBEEMESE 7T RHEABTHERE, GTW 4
‘BUN KR Fxf B4, A ZRE BEFH(P<0.01),

F1 HHUKRMBEKEREL (z5)

#H9 n SCr(pmol/L)  BNU(mmol/L) TP(g/L)
E®H 5  27.40£4.84  9.36+0.54 0.68+0.02
W 7 25.76+2.77 11.31+1.37* 0.65+0.03
GTW 7 26.65+4.84  7.80%0.54> 0.64+0.02

W 5EEALE, " P<0.05; 5% BAKE,* P<0.01

3 BUARBFHR PAS REMEERER AL
B ORE2.82, WHHA.GITWAHRKRAEEEES 7
K F/ kR E R GTE MC ¥ . ECM T RE
X 38 5% , B 3R 18 Mk A R4 A7 (PAS B f8) ;0-SMA \col-
lagen type 1 7EYefailisg (IF), & GTW T 85, ®
/NER B B R AR AE B MC 48 BB ECM B 5 T
B S (PAS %t f5) , o-SMA . collagen type I %)E%e
fB(IF) BT R i R R T B E . WA
B, EZRABEH(P<0.05),

F2 BEKXREIRBEEEL (s)

HRBEERD B R

AW : GZ5
matrix a-SMA collagen type 1 )

E¥® S 0.2710.06 0.40+0.04 0.4840.04 59.86+2.59
SR 7 2.79+0.24% 2.48%0.46* 1.96%0.25*% 87.20+2.18*
GTW 7 1.16+0.092 1.79+0.282 1.5140.432 68.62+5.76°

¥ SERARE, * P<0.01; 50 RA KR, P<0.05

4 K4 KRS HSE PDGF-BB.TGF-f mRNA &
X WHE 3., F%%4 PDGF-BB mRNA EME&EK,
HBARKHE LA, HE LB REFHMN 2.84 £5,
GTWARZ BB BATIH3Z.1%, HEERER
EH(P<0.05), EH4AH TGF-B mRNA Rk, X
RARBMH LR, HEABEREFHMN 1.64 £5,GTW
AHXBATH10.4% , HEEF LB ES,

15 N

WARaE™ , DR BRAE Ry 3 i R B T B /DR
BFR(MPGN) RRERBRERRHERZ— LTH
/NER B 40 I A BRI 55 1 R IR AL (B 4E MC 1 ECM) ]
R B /INER ML 3 A1 2, R e I BE B . MC 3
A ECM W B /MR F Rt R A — %W, H kR
ZEHEERESEARNERXR—-EFESWNY,
mAb 1-22-3 [ 5] MC £ Thyl.1 4 ¥, 5Z% 85
BHEME AN RERE, S5 R EM# (mesangiol-
ysis) + A AK 1 Vi 42 A 4 B B E , — b MC S A A
ECM JAR"%1Y , Bk SHEHR BT 5 R B K BAT %
PEDT Thyl .1 '8 REES IR E A B REEALRUT
A% MsPGN R w2, H M, AR R R AR
MsPGN &R HLHI i ByLH M EZE TR,

RATHIBR AR 5T & B Wistar KR ZETE S mAb 1-
R3FIMHEABEAR, EEE 3~5 RBEARR
W, EEARKEZH T, 2 14 Xt REBES
WEIER., FHLEXBHREURERBE T O, H#
BEh R AN ERRERREE, EB)E 4~6 X,
JLEFA B /M ER B FR B MC B A ECM LR,
Pk BE B A% /5 WA KT T E 40 B D 32 8 AR E 4H
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#:AD.G:IE¥4;B.EH:XHA;C.F.I.GTW 4
2 BAKBRE/PDERUAKEESEHME o-SMA I K FE KA (ABC & PAS Jef5 R0 IF 8 x200)

GTW il A M 4 £

Ratio to normal
L

TGF-8

FPDGF-BE

. 5 R4, *P <0.05
B3 #4KRE4AS PDGF-BB M TGF-BmRNA iR

Bl Ek, AT B TS mADb 1-22-3 FE 7 KK

BRUHBERXT R o Bo i AH B BERIBE A A RIS A L /D
BRACAE AN MR, A W BB H R X BT AAE R KA

FAZ MsPGN R R d . BHi, ¥ F MsPGN
FERTSEORNERMLHEARRT . RITAEE
5 7T Ret M BB Thyl .1 B R A, W R BR A
5EARNAR,GFHRBERE GTW BT EB KK
Bl

BT & B mAb 1-22-3 FH & B9 A ¥ ML Thyl. 1
ERBRAEERESE 7 X, B 28 MC BE M
ECM UiFR(PAS $e s ), R B, 2 A R G 4 R TEBE R K
3% GTW FHUGE, AMUE AR MEE, T H & /MRA
MC i % f ECM B7 o5 M BB B R D (PAS #8),
E#H K MC AL o-SMA, ¥ MC & FHERE, B
BU 40 By e B 54k, L 2% S Y JUL 40 B R0 B 4T 4k 40 M ) 1
BTk o-SMA, H I, o-SMA % % 4 45 FH 14 40 g
A{ER MC IR ES . BRERB/NRECM £E
Ay 2 —.o collagen type 1 HIZFEET] DL B /NER A
ECM iR M RBREY, RITZMH Thyl. 1 F RER
MC 8 5 0 ¢ [ T A5 I BsF ) 40 3 S T 0 % B BB s GTW
Af LA ¥ «-SMA . collagen type I %635 68 BT S Bt i
MARBHAEMERSE, RITWEREL RS Thyl. 1
BREAR REAMREZRE —EKR;GTW
0 R 5, R e R R E R

BRES, 2 HEBENE ATS B H KRR
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Thyl.1 &4 & B4 4 PDGF-BB mRNA fl%& H £k
¥4 fin ; PDGF-BB = 40 44 7] 40 ) AH [R] B 2 MC 3%
B, X BT PDGF-BB 54 Thyl.1 £ R
W MR % ,PDGF-BB X MC A2 W78 X {2 2 H
B, RATRIH mAb 1-22-3 FH LB AE ST Thyl . 1
15 4 # A ¥ 4 41 PDGF-BB mRNA #ik/KF L, 3
H5 PAS #4£8,.a-SMA . collagen type I %P R
Bt H A 2R R M S 2 M — B T GTW AT i i AR A
% 21 4% PDGF-BB mRNA 3 & X /K¥E TR, 3 B
ERBHEEREMEAIR

TGF- £ 5 ECM VIR HE WA LKA KEH T,
- BAREYY, TGF-B, MBI A MM HIHL Thyl .1 F REE
%l ECM Fi# ;18 i liposome ¥:¥% K X # F M ODN #%
Y% TGF-B, mRNA [RIFE R #0 ] TGF-8, EH KB M
ECM {ifl, B, TCFR MR E QM RIET
Ll ECM Ui, % F mAb 1-22-3 % & B9 7T 3% HE 5L
Thyl.1 B R FEEEESE 7 Kef, FHH TGF-B
mRNA £ KFHEEFERXR; & GTW TH5,
TGFB mRNA Rk KFEXBEZL. R, B /HRK
PASHefa il I BRI Z LR AL R BR, GTW W i
EECM UL, X—ZERMUFAETFE. RITHEN,
GTW o] fE A 2 B 45 f “ I #% TGF-B mRNA ik iX
—ZBIRBREW ECM Rl

L EFRR,EH Thyl .1 BRER P EAKR. R
J s R A R T2 A — BB R GTW fE4k
P R 7K F b 5% h 3% 3 (5 7 (PDGF-BB) mRNA #J
Fik, ANTIMHH Thyl 1 BREARR RBERHE,
$iThyl 1 BERFHLRHEABEREAMNERRN
“RIBTE YA RN T RANR”, EERE R/
Era . THE SRS RERRBRE"FREDR .
GTWE A G Y R R WEHC /R
BHAT ., RATEN GTW J8I7 R Bt B /N R &
R THEVHA NS HE W FHLHERFTFRE
X, H, TR ZKERGRERGARFIEM.
mAb 1-22-3 R M B Thyl .1 B RERFEE K
BT RN, BERUEAAS M REMAERTMED
RBR, ZHER J RN T A2 MsPGN B #1975 28 it
B AR 5E 4 K B MsPGN 5 /N BR B8 4k i %6 B AR 1L,
GTW FE{R AT MsPGN ' /N BRBE 1k ) 5% Wi 4 £ 2 —
B

(BB EA ) CEREH IMBARNE FEREHE
BV S X8, BRI HAF R KT R AR ERES FEYERR
FIt 24 5 7 B 75 Bl )
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