ERBFEAR—PERIMA L« BITR

5% A2 LPS 4§ %
L. & 4q 4 MMPO/TIMP1 % % €4 % & *

OF4#E HKFIT** (GEFEHAZE 43 100029)

B E. 88 HAAFETHEFFEF LA MK LPS & ¥ R F s B A E MMPI.TIMP1 #
B, 5k M ELH 0k, 5%E B kIR A mAKRIEFG B NE LA M, 5 AT LPS ##
24 h B 48 h £ B % & AR Western blot 7 ik %] & 42 MMP9 . TIMP1 &) &% . £ R .LPS &l ¥ 51
HFrgmit12 hjE, SMEIE R MMPO /&M% ¥ 38 5% ; 24h iA 2| H9%% ; TIMPL T LPS ## 24 h & #f
¥7% 48 h A% F% L, 55 % THI 5 BIK 24h B MMPO # & ik, F) b dLME4K 48h B TIMP1 #9 &
Ko 8 B K FHATF A 3 o ik 50 %) BT 39 MMPO 69 803K | T M4K MMP9 - 2 R 69 2l 3
FlA ey bk mae sk AL, Bl o X MEKE #8 TIMP1 #9 &8, K fm iRt sa e sb R R e AR, A R Al 45 A

THe AL B4 B R R pAL A Z—,
@R EFEFHHFF MMPO TIMP1

RFE4SEEAM (Matrix metalloproteinases,
MMPs ) 2 — 4 45 #9 K 27 68 [F] ¥R 8 Zn*+ 4R 381 B Bk 6 N
PIRG A0 MAR, Hoh 6k = B R X3 40 M Ah B R (ECM) 9
RERIER, EFR4BE A MAZWH A (Tissue in-
hibitor of matrix metalloproteinases , TIMPs) RHEAR
Hw—HEREMEE T, MMP-9 XFREIKEE B,
FERM VB IRS B R4, TIMP1 1 % MMP-
1.2.3.9WAMEER, BMERRSEALILER
Bt A R B R B B A K 118t SR I IR &

A% B8 2005-10-28
#4984 2006-01-19

BE L& e

RN FNEEEABEELRRTEPEDXEE
B, THEEXREEUERIBENEERIHEK
WEERHE , WRETRRFELRBY P OIH MW
7E M i 22 b MMPs/TIMPs R 5= B T X @/EM ., 3
MELROCIFEREFERKF T EEES %L
MMPs/TIMPs % & B & @ 1E F W R R4 B ALAE
A, AR ITENEE T EFRF T NE LK
40 s MMPO/TIMP1 ik R, M 4805 7 K F &
HEFEPRFFESINBF AT LERARERE
MMP9/TIMP1 B A 1ER .

* BRARMERSE EH A (No30130220): AFETRIFF B4 SMBH AL ERARESE, A kA 421 sRER KL H o]
FEREA "B (No.IRT0413): PE R FHS BHARLEFRARS FARAFEHFABOHE, A XA +AB;AEXPEFEHT
K 54451 & 2 7 B (No.2000]-P-31) : A B K B 4 AT B 4T s A ML s AT 5T, i kA 4388,

* ok BRAEARRI KK, ZERFR TG PRHELSEHSREEEAR, Tel: 010~81672998 , E-mail: zongjiangz@sina.com
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—. LERHH

1. mAg3E A

NS /NE F gk, AXEHEBREE
¥EEEHHBRY., BREER SR/ FMF
DMEM+100 $4i7 % & K +100pg/mL HE X,

2. RHEM

Western blot & ) % 4t 52 4k 2 i 7 2 &/ /= &
MMP9 Goat polyclonal IgG(sc-6840), TIMP1 Goat poly-
clonal IgG(sc—6834), 344 Santa Cruz 2 & =, SP-
9003 4 HALIEKF & B L P I EWERARE
A,

3.4

HEAFERRTTARELETHET 24 HE
X5 EGHF(1999)Z-102 5 ), FHREF (LR
H AR AR #S . X20000292) ,

Z. XBHZE

1. 48 ke &

Bk 350g iF % ¥ Wistar X B, ¥ FFBJRGF
Y ART RN 3.5.7 14 FERK.F S EAH
BEHAL ARLEAARAEKNBEN THEETLS,
1/Ad, 37K, T8 7d KEIE30KEUM 10mL, #
IS 56°CKRIE,-20CHAF%,

2. AN

7E 24 FLAR PN A R R, 3 5x10° /L A 48 A
BW, HMA 10%/M4 7 DMEM £ ImL;LPS 4
24h BN A X 1 ¥ DMEM [6 25, 1§77 4 24h A 5%%
Y i DMEM & LPS(A B H 1pg/mL), = AX B
HAR I LPS, 43 51F 24h 48h BUH K H G B 10%+
BR G ME E 30min, AN &5 WERERTRESH
8 e,

3. Western blot

(ML EaRR, BMELEARKE RN
5%/ I 7% DMEM 3% 3845, FLRETR A XM #F
DMEM [7] £ 24h,$R J5 LA 2 ¥k BE 43 7 24 LPS10pg/mL+
10%& 25 MEPBE 24h .48h, = A X A A LPS. T
THRAESANBRREAKLED,-20CEH .,

(DT H B EBEEARSFEB 2x EHZE
IBA)J5 100CE # 5min, T SDS-PAGE % & b i# 17 H
W E REHRHTREE R EE 4CH A
;YRS hn AL A MMP9  TIMP1 —#i (1:1000) ,4°C
TR, BRBERE I 0 (1:2000) F BB E 2h, GBS
DAB B FrRMRFRHAMA,

4. BB S M At

FAILH CMIAS E¥ BRI BB ALY RE
44k K& Western blot LRZERH#AGE BT BESF
EXRERBE AR BEERSHES T, Hf
REEAENIRARALER 5 SR, 0 E Mg
MEHEEEE, SARBGRMTEREM 2SD £
N, BTA SCIBHE B0k I gE 4 4% SPSSI11.0 #4788
R T E4H7,

=, XBER

1. &% 484K

ARSI HIEH LPS B /NS LA 12h,
24h 36h ,48h .60h 4 i K B AT R A L, KK
B, 12h B 40 i f 32 /9 MMPO 5 4 JT #4388 38 ; 24h 3%
B 55 0 3 4 R F 48h;24h B 40 i B 3% 9 TIMP1 35
FF i 14 58 ; 48h 35 B 508 ; BT L) 53 B KL B 48hFFBJRGF
X1 40 8 MMP9 \TIMP1 %35 FHI/ER., SSRNLE 1,

2. Western blot

nE1,HE 2,

£1 B/NELRAMK48h MEFEE MMPY.TIMP] ZEBFHL FHNEREE(2£SD)

TEM LPS 48 FAREH R FFBJRGF #1482  FFBJRGF ¥ #48  FFBJRGF X #l41
MMP9 0.064+0.008 0.126+0.021 0.078+0.018**  0.107+0.147* 0.077+0.011** 0.108+0.011
TIMP1 0.046+0.036 0.093+0.013 0.048+0.020**  0.092+0.004 0.053+0.023** 0.08410.017

E.% 5 LPS 483b4 P<0.05; * * 5 LPS 41k P<0.01
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m. it i

B /N (] R A 4K LT 2 T A S R R g R B
ARBEBHETEH(CREMWERER, BRI A ANE
HEMNRIHE TR TCGF-B,7E IPSER T, §/h
B I K4 kA MMPY/TIMP1 & B K [7] 2 fF 4 1%
3%, BEHALL MMP9 b & B9 LA TIMP1 % &, &
LHMEE LPS I E /NG LM 12h MK
4 MMPO {7 14 2 87 3% 38 3F T 24h i5 B % % ; TIMP1 T
LPS H ¥ 24h ZF #3458 48h XD E %, YL B
JREF 4B R an K B UUO BRI B oE b 8], R
J& 6d MMP-9 % ¥ 7+ 55, i B i 5 B R A b s hn | >
J& T B . TIMP~1 7€ 6~15d 3477 & B]®, B L — & W
ENERE-BHM, B MM ERABIESS
THE/NE KM (Tubular epithelial cell, TECs) 4]
WUBL £F 4 40 L (Myofibroblast, MFB) A ¥ 4k, TECs &£

;& LI 3 2 P omrker & & 4 = #

1 LPS ¥ /NG I BT 4B 24h.48h FAR T A MMP9 BB kR

& & 1 a 2 b omsrhot 4 A 4 3 2

2 LPS RIS /hE b 74BN 24h . 48h B3R B B TIMP1 f55 % ED k@
i ALBEAP 1 AT MA,2HLPSA,3 HERLEA LS,

# FFBIRGF & . P &M F4,

TGF-B ¥HFIEMR T A4EK, Bk £ E-EX
, Rk a~-SMA, BEANZHE AL RK S 49, K185
BAO5EET BT A, 156 H 885 8 MFBY,
MFB i3 KE ECM WEEXRE, AL ESH
TIMP1 M EBARAM, EFRRFELFPRERE
BEH/ER, ETECs REEAAIBRP, KBREKE
(TBM ) i) % 4% B 52 86 £ M 3% . TBM 4 TECs iE %47
RETHRE R T % R AR IR S R i 2 B -
EFHEER, XEEFLEAREMPEARE
RN, £/ DMER)E &4 TCF-B £k L iE®,
TGF-B L ¥ 3 1& 1k MMPO®! | [ fi B &K L , (% TBM
HoHBEAETEE, #MIFHEMT &4, Hin
TECs 8%, 7 LAEH MMP2 MMP9 & %X &%
HREATHRUNWEENER, BEFRMLEH,
MMP2 MMP9 7K ¥ T B % 32 5 TIMPs B9 30 1 & F 15
TR, XFHECM WERBRED, MEAFEALEE,

EFEFRFFTITEHER =t K
A RBERE ERMSHAR,TREREHR
5 AP R A A SR M, BT 1 R BT 4 4 1L
ARPARAREE, B REEASR,
REBRFEEALIETR, UARBHEMRI
EREAMGELHAN, AZBEAELY
BARANHBEFEME, RNBHES
EWRRAEEERS,NHETESEMLN
WIT BB TEENITR®, KELRFXH
4% 7 0 {k & Western blot 77 & & il & 4

¥ mearken

market

4.5.6

$2 B/NELEAM 24h I ER MMPY. TIMP1 & A FHHEHEME{x+SD)

TEHE LPS 48 FAALF) 48 FFBJRGF »#4  FFBJRGF ¥##1  FFBJRGF X /4
MMP9 0.132+0.001 0.475+0.006 0.281:0.007**  0.427+0.009** 0.293+0.011** 0.326+0.009* *
TIMP1 0.081x0.010 0.072+0.005 0.065+0.006 0.074+0.006 0.04110.005* 0.091+0.004

E:k %5 LPS 483L4 P<0.0l; * 15 LPS 48148 P<0.05

F3 B/ _LEHMAE 48h B E A MMPY. TIMP] &AL N B EE | x+SD)

FTEH LPS 48 FARLA 40 FFBJRGF °#48  FFBJRGF $#42  FFBJRGF X /48
MMP9 0.142+0.007 0.412+0.018 0.3410.020**  0.299+0.012** 0.362+0.015** 0.319:0.016**
TIMP1 0.081+0.010 0.374+0.006 0.212+0.008**  0.379+0.010 0.221£0.014** 0.294+0.007**

.k %5 LPS 45k 4 P<0.01; * L LPS 48:b4 P<0.05
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MMP9 . TIMP1 B #A &5 R 7 L F & ,LPS Hl ¥ & /b
% - 4 24h 5 48h 40 M ML N MMP9 TEHEE R
AR, EsH4BHEARBEER(P<0.01); T LPS
F 8 N E R 40 24h 40 B AR 3R 9 TIMPI ¥
S5 aAmEES, B 48h 4RI E A TIMPI & #
MAKBEM, LPS MK'E/NE LM 24h 5 48h
KA Fi A FFBJRGF £ R BA B NE LR AN
ME 3% 9 MMP9 & ¥4 FTRE K ;LPS R B /NE £ &
4 ffd 48h F AR Y )4 #1 FFBJRGF £ A AT NE
b B 4B AR 3 A TIMP 18 % 2 R B 8 B M R A5, 3%
AR F A M FFBIRGF # A BALL EER ., WH
FFBJRGF 4 7] LA 75 B i Bk MMP9 R 3X , A& T
B X RERE R TIMP1 89 %35, A LB K R A S ie A
FEER , 78 B 3058 3 FE K MMP9 7K 3. 4> EMT #9
%4 | J& W R TIMP1 7K AT {2 3 ECM i F& 1@,
W ECM UL AR AS FRKEIERTH AT MG
HESELEABBIER, EHVEPRF T ML
# %5 % 5 FI T MMPO/TIMP1 % 538 % i W5 > 2 BF 4t
R EEFTH—-SWHRA,
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Experimental Study of Effect of Compound Prescription Biejiarangan on Exprssion of
MMP9/TIMPI of Tubular Epithelial Cells Stimulated by LPS
Li Xianghui and Zhao Zongjiang
(Beijing Uniuersity of Traditional Chinese Medicine,Beijing 100029)

Objective To study the effect of the compound prescription Beiejiarangan of Chinese medicine on the expression
of MMP9 and TIMPI of tublar epithelial cells stimulated by LPS in different period of time. Method To prepare drug-
containing serum and inject 5% culture medium with drug—contaiming serum into tubular epithelial cells cultured in
vitro and then test the expression of MMP9and TIMPI of rats in all the experimental groups respectively by the meth-
ods of immunchistochemistry and Western blot in 24h and 48h respectively after the stimulation. Result The activity of
MMP9 in cytoplasm gradually increases in 24h after stimulating tubular epithelial cells by LPS and reaches its summit
at 24h and that of TIMPI also gradually increases in 24h after such stimulation,but reaches its summit at 48h.This

(Continued on page 23)
16 (World Science and Technology/Modernization of Traditional Chinese Medicine and Materia Medica)



ERBFRAR—DPERIMAU % EHHR
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Anti ~tumor —promoting activities of lignans from Asiasarum i3t , 2002.
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A NeW Method for Detoxication of Asarum Heterotropoides Fr.Var.
Mandshuricum(Maxim.)Kitag.of A Chinese Medicinal Plant by Preparative HPLC Technology
Chen Menchun,Zhang Feng, Xu Qing, Xiao Hongbin and Liang Xinmiao
(Dalian institute of Chemical Physics,Chinese Academy of Sciences, Dalian 116023,Liaoning Province, China)

Objective To get rid of safrole,a toxic component in the Chinese medicinal plant Asarum Heterotropoides Fr.var.
mandshuricum (Maxim.)Kitag.by preparative HPLCtechnology. Method To take away the strongly toxic safrole from the
extract of hexane in Asarum Heterotropoides by the preparative HPLC technology and preserve its active constituents
and then test the acute toxicity and auti—inflammatory activity of the extracts with and without doing away safrole res-
pertively by Horm’s method and the experiment of inducing auricular edema of mice by dimenthyl benzene. Result The
HPLC analysis indicates that safrole is basically done away from the extract. The LD50 value of Asarum Het-
erotropoides rises to 2.37ml-Kg™ (with 1.48ml-Kg™-3.80ml-Kg™ of confidence limit)in extract through desafrole from
1.47ml-Kg™ (with0.951ml-Kg™'-2.27ml-Kg™ of confidence limit)in the extract without desafrole and hence its anti-in-
flammatory activity can be remarkably strengthened. Conclusion The preparative HPLC technology can afford to get
away the toxic components of Chinese drugs tangibly while keeping their other active constituents in order to attain the
goal of reducing the toxicity and increasing the effect of Chinese medicine.

Key Words:preparative HPLC technology, Asarum Heterotropoides ; Fr.var.mandshuricum (Maxi)Kitag,safrole,reduc-

ing;toxicity and increasing effect of Chinese medicine

(FHEHE £ A, TEHT REE, AEFF 20H)

(Continued from page 16)

Chinese medicine is able to lower down the expression of MMP9 in 24h as well as that of TIMPI in 48h. Conclusion
The drug—containing serum prepared from the compound prescription Biejiarangan is able to inhibit the expression of
MMP9 of cells in their early stage and reduce epithelial-mesenchymal transformation caused by the damage of MMP9
to the basement of cells in its early stage while lowering down the expression of TIMPI in its later stage,thus advancing
the degradation of cell epimatrix.The role of bilateral adjustment of this Chinese medicine as described above may be
one of its mechanisms in the prevention and treatment of interrenal fibrosis.

Key Words:compound prescription Biejiarangan, MMP9, TIMPI, Tubular epithelial cell

(G AL, TEHF vHEA, TEFF  FE)
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