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' 28 38 7] X R BEL AR ' o RS B TR Jo 21 4 A6 1) 52 il
F %" Zwm'? EImEA 2 2" £@m' k' w4 HFrA?

E HE 3 B %l AR s Pk s K R e B ) B M 4e A A8 1 & @ -1 (monocyte chem-
otactic protein 1, MCP-1) .o -F# L% 30 % & (a-smooth muscle protein, a-SMA) .4 B -F «B (nucle-
ar factor-xB, NF-kB) ik 64 %@, 3841 K &8 AL B & B R R 4F e e puhl . ik K48 Rk
Wistar X RS ABF KB (12 R) 3#E420(36 R), &R )8 M % &% 42 3 (unilateral ureteral ob-
struction, UUO) F R 4| B R R4 e AL A , B ad A o K A AL A A a Hhmfe b b, A
12 R, B\ (4R-EH8) 428 100 mg/(kg « d) 1 SAAs4td, & 2520488 26 g/(kg - d) 8 A4 FAK
FARR B F RAF R AL T 5 S AR B RMRA, X1 R, 4510 RGHBAE M B Ik, 9L B e g% 22
&%, Hm o A B E BA MCP-1 4%, K 484% MCP-1.a-SMA \NF-kB mRNA & @ kit, &R 5HRBRF
RAArbs R AKX R BAR T XK E X MamieziE, KRR EER m, b F BB AL MCP1 &2 2%+t
(P<0.01),MCP-1 i e E &) KA K-FH R LA(P <0.01),a-SMA & NF-kB &8 R X K-FHABHZH
(P<0.01), HEAME, HHMR P KM mILEEBRIRRTARYRE, o iF MCP1 4 & FAK,
MCP-1 mRNA & & & & ik K-FBEAK(P <0.01) ,a-SMA & NF-kB & & & X K-FH 24k (P <0.01), R
BY, P A BERAER Y (P<0.01). 4it Azrt Fmaa R B 48 X g i4h T4t B e R 4F 4
A, B &R AL A TR AT R, Y e A BRE BA & MCP-1 4%, TR B 448 MCP-1 . NF-kB %k, # %) a-SMA &
R B A el

KB BB AR B R A YA R E AR LT KR B4 A an BAL AL R 6 -1

Effect of Shenluotong Decoction on Renal Interstitial Fibrosis in Rats with Obstructive Nephropathy
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ABSTRACT Objective To observe the effect of Shenluotong Decoction (SD) on serum levels of
aldosterone, monocyte chemoattractant protein-1 (MCP-1), a-smooth muscle protein («-SMA), and nu-
clear factor-kB (NF-kB) in obstructive nephropathy rats, and to explore the initial mechanism of SD for
inhibiting renal interstitial fibrosis. Methods Totally 48 healthy Wistar rats were randomly divided into the
sham-operation group (n =12) and the model group (n =36). Renal interstitial fibrosis rat model was es-
tablished by unilateral ureteral obstruction (UUO). After successful modeling, 36 rats were randomly di-
vided into the model group, the Chinese medicine group, and the Western medicine group, 12 in each
group. Eplerenone was added in the forage at the daily dose of 100 mg/kg for rats in the Western medicine
group. Chinese medicine was added in the forage at the daily dose of 26 g/kg for rats in the Chinese medi-
cine group. Equal volume of normal saline was administered to rats in the sham-operation group and the
model group. All medication was performed once daily. The obstructive kidneys were extracted ten days

e H  BRARPFIS RN E (No. 81273684 ) ; ) - # e il 2% B i L IURMIF 3 43 ¥ B35 H (No.20111323110008 ) ; VIt 4 H 44
BH2ESE4 YR 55 F (No.C2011206042)

VE# BT TG P S 22 B P BE 25 A e (A KL 050091 ) 52 AT LR K PG [ 45 A 22 B RO 2 (A & )E 050017)

WIE VPP, Tel :0311 - 86265272, E-mail : gingyouxu@sohu.com

DOI: 10.7661/CJIM. 2014. 10. 1238



rh | I P4 A ik 2014 4F 10 46 34 #4510 3 CJITWM, October 2014, Vol. 34, No. 10

-1239-

after medication. The pathomorphological changes were observed. The contents of serum aldosterone
and MCP-1, and the protein or mRNA expression of MCP-1, a-SMA, and NF-kB were detected. Results
Compared with the sham-operation group, infiltration of a large amount of inflammatory cells and collagen
deposition significantly increased, serum contents of aldosterone and MCP-1 obviously increased (P <
0.01), the expression of MCP-1 mRNA and protein were significantly up-regulated (P <0.01), the pro-
tein expression of a-SMA and NF-«B were significantly enhanced in the model group (P <0.01). Com-
pared with the model group, infiltration of inflammatory cells and renal collagen deposition were attenua-
ted in the Chinese medicine group and the Western medicine group, the serum MCP-1 level were re-
duced, and the mRNA and protein expression of MCP-1 were significantly down-regulated (P <0.01), the
protein expression of «-SMA and NF-«kB were obviously inhibited (P <0.01). At the same time, serum al-
dosterone level was reduced in the Chinese medicine group (P <0.01). Conclusions Inflammatory le-
sions of the renal tissue could promote the progress of interstitial fibrosis in rats with obstructive ne-
phropathy. SD could attenuate interstitial fibrosis through reducing serum contents of aldosterone and
MCP-1, down-regulating MCP-1/ NF-kB, and inhibiting the expression of a-SMA.

KEYWORDS Shenluotong Decoction; renal interstitial fibrosis; mineralocorticoid receptor blocker;

inflammatory lesion; monocyte chemoattractant protein-1

PR A i #4162 111 (monocyte chemotactic
protein 1, MCP-1) 2 —Fh & L (1) &L A+, 2 218
P E 22 95 TP S BOCRORZE T N R T ) 2 A
JE 2, MCP-1 A e Ak AT B A/ I 20 8 i
FBAL, B AR R O 5 B0 J5 2 1 B Ta) S 4 44k (re-
nal interstitial fibrosis, RIF) % # i #2° . MCP-1
A3 RIF AL v AN BH A , 240 2% 700 4% Ak 40 it 1 7
ATRETEH A R . A WS £ W], MCP-1 g
B /NE B B 2 A 1) LT 4E 20 i 5% 4L (epithelial-
myofibroblast transdifferentiation, EMT) ', i}i B}
EMT mIfigh MCP-1 25 RIF W HZRHFEZ —, M
Zik & 11 (Angiotensin 11, Ang 11 )38k KA
F(transforming growth factor-B, TGF-B) i 21t
#F RIF (HLHIC e AEE A, RAEA B Hoh g /E Al
RUHEM ., FEE SR - M8 BKER - BEEEH RS
(renin-angiotensin-aldosterone, RAAS) IR A
9%, 2 PLIE (8] ) P A i 5 /N ook B e 4 92 10 B MCP-1
()43 b, 175 5 A SR T A, 3 2o 6 R 2R 32 AR LI
FUETT T DR 18] R S B 45 S AT A AL BT L i A
WFFE4G H , FEE R A] 683 5 MCP-1/#% ¥ kB (nucle-
ar factor-xB, NF-«B ) il 1% S B LA 45, i i 4
il MCP-1 J& NF-xB, o] F i o FW LI & (a-
smooth muscle protein, a-SMA ) ik, J# 2% RIF fY
PERE S BFSE I 4% 5 B B AT 25 00 I AL
EMER R R R T8 M B s imia T A T %
7 ] SEZE B 97 108 1 R L AR Uk S e
A4 PR 4 45 4L (unilateral ureteral obstruction,
UUO) BRI R M4 5 MCP-1 7 1A 4 22 55 19 [ i) ]

REAF S ARIAILAR , 265 3 I8 11 )52 A EL DB 37 48325 1 D, 3 25¢
ST AE I AL FELT A A ] 2 P4 i MCP-1 f93RX,
T 290 i 25 28 2 Al ] s L2 W 4% 3 ) ) 8T 4
YERT, SR HASST RIF A7E AL

MEETE

1 W WEESMENE Wistar KBL,8 JES, K
(180 £20) g, W F b B Rl K2 sh ¥ S 5 v, 1 0]
IES . SCXK (3£) 1205069 , SL46 514 Tl b E Rk
SRS G B A Y LI FE IR 1 IR (20 +
2)C, Hld#EEMmigkK,

2 2 KSR, SEE Pfizer 2475 (i H
A Research Diets. Inc A n]4% 1.25 g/kg I Ak
o) o BEGERR (AR K15 g MR 10 g b
¥12g @&E10g L1109 F+=15g JIE
10 g %M 15 g) b A ZRE T SR A s il B AR 25
i 0.33 g/mL g anH|

3 R B A R S e A 2 A A
RKEJL M ES Y TRAERA A (=445,
RA21207) ;MCP-1 $ifkik F| Santa Cruz Huif, 7]
B H KBS EF A TRA RS A (=S
1207B) ;NF-kB .a-SMA .GAPDH i /&% i Epitom-
ics i, A - WA e e T (5. 756MC, I
TERG B AL A BR A 7)) 5 HL VKA B L vk Al (B 5
DYY-12C, Jtat/N—IXE8)) s AME ST (B 5 UV-
254 b5t i 2 7)) 5 i e i By Gamma RIA
Counter (B15:FJ-2021R, [HE /N T.) ) Ky 14
X (#1%-.9700, % [E Applied Biosystems 2\ ) ; #E
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J6E 1% 0B 245 ( Scion Image 4. 0. 3.2 1401 &
48) s R SRR (B - MKS B E R ) .

4 Yoy KA 48 H Wistar K EUBEHL
X BRT AR BRI 254 L 12 HoR
B RPN PR A LA R 549 B Iwai T L 4541
KB 10% KA FEREE S , T 2o BRI TF B2 ik , il
B AR DR, 43 AR RS 1 /3 AbFieh 1/3 A%
AL VI R, B2 48 5 BRI T ARAUK
PREVFEEAGLEW . K% 3 RE ALY
INKIEARIEA MR, 55 5 K5 5t 8] ot Al 4 ik 3 38
Z 456 RIF RO AR T S o A YK S B i A
IR 92% ,UUO RJFFET-REL S H, 4 H KB
2o

5 THUNE ARETFGESZ, A KRRE TR
HHHIL100 mg/(kg « d) , A0 T ilm R AT 2457 5 50
£ DIMATRDRErh £, th 25 4 25 T B 45 BRI [ 26 g/
(kg - d), A5 T ilw R A 25 705 20 % ] AKX
AR T AR AR 25 T 4545 i AR SRR RO . 3%
LT Hi10 K.

6 RRNTEAR SO T IS S 4 A
T HAVE T 4% Z R P B €, HArdg! -70 C
TR PR AT LA AR FRAS I

6.1 HWIREES ML B 4% 2 F R
SERRAS, K A B A, H g 3 wm U) L, 4T HE,
Masson e, 52 WA N WS B s B s .

6.2 VAT [E MR A I R R BT Sk BB, B
WA A 3 mL, A kAL 35 E N, 4 C
3 000 r/min&.0>» 10 min, B F¥EW, - 70 CKIE
TRAFo R FH TS g 3 B s A I e BR ) & 130 B
ECY (o

6.3 IiLiE MCP-1 & &AM HUMiEbRAS , R H]
MR Je L ELISA I 5E , At 45 ELISA 1257 & 13 W]
Btk

6.4 MCP-1 mRNA £k kA Real-
time PCR #. #H RNA, X 5t cDNA J5 ¥ 1,
Platinum SYBR Green gqPCR Super Mix-UDG
(2 x)10 pL,Forward primer (10 umol/L)0.4 pL,
Reverse primer (10 umol/L)0.4 pL, ROX Refer-
ence Dye 0.4 pL, Template 2 pL,ddH,06.8 pL,
Total volume # 20 pL. 514 H Invitrogen A A&
. MCP-1. 5] )7 % | ii#:5'-CTCAGCCAGATG-
CAGTTAATGC-3', T {if: 5'-TCTCCAGCCGACT-
CATTGG-3';B-actin 5| ¥ %% I 1i7:5'-ATGTACG-
TAGCCATCCAGGC-3', | iif: 5'-GGCGTGAGG-

GAGAGCATAG-3', PCR " 4 4 4. 95 °C 7% ¥k
2 min(95 C15 s, 45 H 1R ki 34 5,60 C34 s)
40 MEFF ;50 CARME 2 min, KA 2 22T 4 r
FEIART IR

6.5 SABC A4l MCP-1 2 a-SMA %31k
AE Y] B B EE K, B E BRI A —$i (1
100)4 Cid i ;PR —PUFE 1 h,i%in SABC £ 4
Y1,DAB .o, DOBEE T H BURR  ( 550R ok BH M 3
K RAKE Y WK, B B . gl Uk
T 4 AR REAER 3 WK BRARA, 55
A 20 ANPLETF( x200) , (i 22 0 5 N
0-4 é&,o éﬁ:%%‘%ﬁ?;" é&}%%ﬁﬁ’%ﬂ@%‘zﬁjl % Jm
BB FRIR BTV 59 BHPE R IR 53 9L JR i BH 4 2 5k
o PRI A ) R RS . DALY
SEIIAR AR EAE R A o

6.6 Western blot iL£iill MCP-1 J¢ NF-«xB &
FFRIE UKUR B A1 2045 LR W (3 2 1 i ol 7))
PEHOT I 2 8 11 s BORE 4% L9 A loading
buffer 95 C &l 5 min J5ff LK ; Bl ] SDS-PAGE
e, FREFE A 20 pg, HLIk 90 V #JEE ;0. 22 wm PVDF
B (AL FE) ) ,20 V,40 min 2 T4% ;5% g 4= 5
B2 ~4 h, A1 H1(1:1000),4 CiFk, TBST
HYE 10 min x 3 ¥ iIm A —Hr (1:20 000), = i
60 min, TBST i %k 10 min x3 &, TBS %k 10 min
J& W5, RS R AN S HE

7 Stk RF SPSS 13.0 it ik
TPEdE AT BRI x £s 2R, 2 A8 HL A AT %
HEFTIE SR K7 22 55 R 0, Wl 2 IE A By 22 5% 1
T2 R R R Jr 25 40 A, 4 R R
LSD ¥i36, P <0.05 NZEFALH#E X,

# R

1 B KRR I B A g SR e (1)
HE (a2 PR ARTARLE A UL B A543 5 7R 2 ' )
FER s R ENE W B, bR A AR
Pk T S IR AL ; VU 25 41 R 254UV YT IR B b
MR B RS A R L BEASAH ], (H 98 1 200 = i P
4%, Masson 255N RTFARLUA DR er 4 =
K, R UL ZNER I /NG SR TP T R o T o 5 A5 8 2 e i
B R L DL ) 5N 3 P8 25 41 S b 25 41 R £F
YeFRIR BT AR A Z (1 ST L B2l

2 A4 R R I R R 2 MCP-1 % & A
(F£1)  SEF ARG R, AR 1 75 9 [ R & MCP-1
SR, ZFAGIEE (P <0.01), SR
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A E NRF AR B F ORI ;C .G A TE 254D H b 2541; TR A - D o HE Y4558 E - H Jy Masson 4 {425
B RPN BT IRA DN e BB
B1 SAXREIHREESER  (HE, x200;Masson, x100)

ZH LA, VG 2G4 T R RN i T R, 2 RS
AR (P > 0. 05) 5 H 25 21 i 375 1 3 i 75 5 1) o
%, 254505 L (P <0.01) ; B4 MCP-1 &
KRR, 2R A i # X (P <0.01), 5FZ54H
i, 24l MCP-1 & T (P <0.01)

R SARRUM R & MCP-1 & AL

(pmollL, x £s)

2153 n B 1 MCP-1
BFAR 12 0.70 £0.23 0.43+0.16"
il 12 1.40+0.32" 1.41+0.31"
ez 12 1.27 +0.35 0.55 £0.24%
izl 12 0.78 +0.24°% 0.65+0.20°4

e SEPEARALLE, *P <0.01; SHEI4 LE, 2P <0.01; 574
2 HAs, AP <0. 01

3 K4l KR MCP-1 #EH & mRNA #£ik g
(%2,K2) H5EFRALE, HEI4 MCP-1 & H
K mRNA Fik# & FiF (P <0.01) . S#RIZ AL,
P K 2540 MCP-1 5 H X mRNA KB T
(P<0.01),

A B Cranma D

MCPL s D oo w12 kD

factn c— < < “m— /2 D

YA BT ARALB WBURALC K PIZIAL;D bl
B2 H4KR MCP-1 &k
Y7 ) =1

>

2 R AT (P <0.01) , EEE KT E /NG

4 HHKEMOP-1 HEA (43, [3)

&2 Western blot } Real-time RT-PCR # il & il
MCP-1 [ K mRNA Fik

(x £s)

205 n MCP-1/g-actin  MCP-1/B-actin mRNA
BFAR 5 0.10 +0.05 1.00 £0.22
LY 5 1.00+0.10 " 17.05+1.90 "
Fizh 5 0.25+0.08% 7.56+1.92%
] 5 0.50 +0.27°% 12.40 +2.95%

0 SBTARALE, “P <0.01; 5B E, 2P <0.01

Rz A . SR LA, 1E 252 Ko 241 MCP-1
HARB RS, AR E (P <0.01).

T A BT ARLLB WBIRAL; C 25415 D Jyrh 25415
ik g MCP-1 {E /Mg E AR & ik
B3 HAARRMCP-1 HHKELE (SABC, x200)

H\\‘Q‘% BRI a—SMA\\ﬁbé KR (33, EZJ}K)V

CBFARYL o SMA U ImAY B K L A ok
ARALHERE, BUBALT MCP-1 Z AW B WA BUMAL o-SMA Feis W SRR, LAY 9K 0 /i

Seik g T RN AT 0 0 A 22 36 5 P9 26 41 J% b 25 4
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o-SMA JEyii it 2k, [ ] DL A 30k . Hr
RHBRT AL o-SMA [FIE B &R, 227 A 5801
FRS(P <0.01), SH R A R, PH 254, P 2h
a-SMA IR T, 22 A Git=# 18 (P <0.01),

A BT ARL ;B WAL C APEZIL;D Kb 254
ik TG o-SMA i ML - LA i %3k (181 A) B .C.\D,
o-SMATEE/IME F R AiifiRik (8 B - D)

B4 HHKM o-SMA ik (SABC, x200)

&3 SABC A4 MCP-1 & o-SMA I #EIE (X =s)
4151 n MCP-1 a-SMA
(EEN 5 0.96 +0.14 0.74 +0.13
ki) 5 3.16 £0.27 " 3.73+0.14"
(L] 5 2.08 +0.204 1.90 £0.28%
GiE] 5 2.13 +0.23% 1.97 £0.36°

I ST AL, P <0.01; 54, “P <0. 01
6 HAIKE NF-«B BHHKIXILK(£K4,K5)
SRFARA R, B NF-«B FEH LA B L
(P<0.01)., SHTL LA, P6 2541 K rpr 241 Rk
I, 2R a8t @ L (P <0.01),
A B C D
Nip s R o WIS 65 kD

GAPDH i -l <l el

WA HRFARY ;B MR ;C HPHZH4 ;D hZhd
5 Western blot #ll NF-kB ik

%4 Western blot #:ll NF-xB £ik (x+s)

2053 n NF-xB/GAPDH
BFEAR 5 0.100 +0.019
HEAl 5 0.800 £0.161 *
75§24 5 0.440 £0.084%
thizh 5 0.500 £0.089"

ST ARA A, *P <0.01; SHHBIZH LA, 2P <0. 01

i

SREAI 5 7618 P s 1 2 1 e v R 45 DR BEAE
HLECL RIBGIT X T2 m it R A & S X
S RIF IR A 22 i R 2 AR ) R
TEPEY T 240 M R S A 0 5, o R eI S
RIF pyRpgeit s b A o6 ), i At 45 3 4F i vy o
FRGY iy S 3 2 AN IR SE R F . Ang I
Wit TGF-B A2 dk RIF AHLH © HeAss B , 7 FH 1L
B Sk KL R EF (angiotensin converting en-
zyme inhibitors , ACEI) K IfiL % 55K 2 11 52 {4 B 571]
(angiotensin II receptor blockers, ARB) J5 7] Ii§,
R B R I S A R e BT A B
Hf AR ACEl X ARB JRI7 IR R REA 5k, Bl X
RAAS TR AW, & B [ B 2 P AR o — Ak S i
HOWR N A SRR, B 5 Ang A EAE,
LA LT A AL R E JR o R otk EL DRI [ il 3o i ) 2%
CNEE VAR R R = L SN i o S LR

PZIE VR MRS R RIF () 52 98 0E 400, 76 5
510 ) B 52 10 114 5 Wk 40 0 22 TG S TR - R AT
AEA IR 1, s Jmy A A 0T B, T BUE £ 4E L B
B, MCP-1 2 R/ W s S i e g &
Yo TEIER BHLE PG D ERIE, TR A SR R LI,
A4 B A I LE PN AR 22 4R, B8] 40 /1Nask R R4t
B /INEE B A0 B A S AT LA i MCP-1

MCP-1 19 T2 )1 5 Ay i A0 IS R A% 20 /L ik
2 AAEFRAL , 38 T I AT i - L0 B
/N b B L S [ A A R A RE R, — 2P TROR
(B 5 118 AR A S B, A2 i RIF, A WF5E #K W, MCP-1 1]
REA FHZ/E WA 2 5 RIF, XAl 5@ 0 50 IL-6 .
TGF-B &A1 A DT b 908 2 D £F 4 119 65 1 L i &1
YA A R B BT R R E N T

MCP-1 RI75 3 B /N b 1 240 i 1) UL B 2 4 4 i e
fk.(epithelial to mesenchymal transition, EMT) '™’
iiii EMT J&t RIF (B EHLHIZ—" . «-SMA fi EMT
H R AR EWAE RIF dE R EZ M H 2552 2]
H O o IE B P AR 1048 T L2 A i FH PR 3 58
a-SMA , H AWML AF L HAHLN a-SMA Kik
T, FE W E [ A 40 B H i Lk 3 B 5 1 Dy 3 i 3R AR
BRI, B A T AR A E Ak, B/ NER R R A
JL B /NS b R AL T AT 4E 0 e 58 o-SMA B
R A XL T [ A A A B R S A, B LK
LT AEAN MR , A5 A4 W8 41 i A8 36 ( extracellular
matrix, ECM)# £, & 54 4Lk g, H iR Rm,
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£ UUO HEHI Y B9, MCP-1  a-SMA 36 ik B i 1%
15, PERTE UUO BT 5 800 B B R A7 4 B /NS b
S AR EAC IS, IF AL /NS (R B 2R 2 Ak ke
HEBE/EHP .

MCP-1 i55 EMT WL # A B, TGF-B 7] fig
FEMCa A R B AR A (HA RS R R
W % H - 7 ( bone morphogenetic proteins,
BMP-7) f] DL5g 43 TGF-B i S B /& b Rz 4
B34k (5 L BEFR > M MCP-1 5 S 40 a5 431k, $12
AR MCP-1 i EMT AT RE 5 9E TGF-B MK #i 19 i%
AR AT T Wik NF-«B (p65) Ik
A5 BRIV PEA B MCP-1 55 NF-kB 15 1E X} a-SMA
OESWNp-ATT]S

NF-kB 1E % S R F-, 76 9 5 45473 v A3 35 2 1) i)
FEVER , HLU00E Bl D S 40 it e B L AL 1 s Bh IR 2
MCP-1 ] il NF-«B {1k , #F A 40 MIAZ P, 75 5 4i g
(AL, MCP-1 ml #afb SE 48 ¢ 53 1 Z /& CCR2
FEVIH: 8 RE A ( 32 A BAAZ 15 W 20 B ) 1) B () oV 0
5IKK 454, lE S5k RIP 805 , /g NF-«B 4l
FE H o (inhibitor of NF-kB «, IkBa) 8 1k, M
NF-kB 3 B3, T BT 28 PE R i 5L 8 NF-«B > 161k
(1) NF-kB ] fi {5 G 2T 2k 20 A 1) WL £ 4 4 i 5 4k, 52
M) J T 2 20 B R R A U IR 5K a-SMA 7P AR K |
FUFI A e 5t , 518 B (8] it ECM B TR, AR SE5GIE
S: MCP-1 7EARBELPE B 5 /NS | R Al 5t i 3Rk, 5
NF-kB .a-SMA H &5 F35 —3,

MCP-1 f3 2 S5RA HE A XK, Ang 11 7S H
FEAE FEASREL I B T [ R ] R R P B Ay
SRR TR [ R AR AR AS ORI Bl ) 2
PR, AT 5 R AAL I SRR 2 . WSS R,
P NF-xB 38 2% A BH B i [ B 3% = 09 MCP-1 11 7™
A L0 I T [ A FT f 3 ok NF-xB 38 5175 5 15 0 46 45 1A
TFFRIRARAEAN IR, e 2 T 0™ 51 B 18] i AR IE
TR FNET Ak, i BEL U 1 [ 1 11 5007 1T RE 2L A B
FEA

A AR LS 7 8 (%) LA v B e R e P B [ A 52 A
BELERT A1), Pl VB /N o %) 7 DB PR, il v O i A8
{142 1 R S PR R B I 43 5 . — BB S B0 A5
VR 1 385 P A i 1 B AR AN BB 8 ) R R T R 2
PRBHISFIEIA YT, 7T AR Ht 3 120 o AR U Sz g
SO0 B UL AR RS , 245 SR S AR R R v L 3 gk
BELUAT 1 [0 6 7, °F 0 4 M A iR MCP-1 33k, 31 il
NF-kB {1 , AT 40 A %) e AR A, D B Db 4

B 4% 38 T AL R R X R R R 7 R

G A A 2T D R M g fR A | I A
B ALK, RS, AR 4 1535 AT
FEZS S ML L5 46 AR 80 s SCDR A0 22 18, N 16
DASK Bl IE AP AR 7 25 A A0 b I L A A Sl
JARTOT BARZY BRI S UE S B 4 38 A AT A 3o 4 7
2 3 5L 1 ) TGF-B B ik R ik KLAR 9 B 2
A2 P2 AR A P B BIL R A R 1
AR RS 5T MCP-1 A SR ARSI R AT, 254 LR
BN PR A2 1) RIF Sl 0 5 25 7 1 45l R
SR 718 B 4% 38 B AT LA 2o 4 ol R [ R ) 0 B
MCP-1 335 , 4| NF-kB 3 % Ul 41 i 22 AL 55 4E
' 265 18 BS540 AR BREER 3 72 1 2 o 21 B D HHAE
LR W AN, A R4 R TR AT

2 % x #t
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