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[ ABSTRACT]

ment of atherosclerosis, but its mechanism is still obscure.

Buyanghuanwu decoction;

Atherosclerosis ;

Signaling pathway

Buyanghuanwu decoction is a traditional formula which has good efficiency on the prevention and treat-

This paper summarized the Buyanghuanwu decoction’ s mecha-

nism on signaling pathway of aththerosclerosis including inflammatory pathway, Rho/Rho kinase signaling pathway, Toll

like receptor signaling pathway, matrix metalloproteinases signaling pathway and so on.
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Ak e ARl B, O SRR T A
SRR 22 0] B A2 EAE TR T JRAE B S K
BT e 22 J Bl DK o83 R R A 118 T A 0 e, BRI B
A RAEF UL | - B B 8 T A 3l koS A
R AL S g AL A F2 2 il 2 — " AN B ]
PLiE 52 ] F- kB ( nuclear factor-kB, NF-«kB ) i
% 22 24 )R Ak 8 H P ( mitogen-activated protein
kinase , MAPK) {5 58 % . T 40 jg L3105 7 Fr gE A
SRR AR B AN Toll £ 2 A 5 B ik 42, 1
Bis 35 Sh bk ok A Al A 1) S AE 17 - e S e I D TS )
HEAE
1.1 #PBRIERZBGE SRR HERE LY NF-xB 55
KR F

1986 4F: Sen 55"V YR BT LA B Kk EL4H
RIS 4 B rh NF-xB, 7608 FL 30 4 40 Jfd i, NF-xB
KGO 5 FhaS AR A | B e R T & 4%
FEAEHIRZ p50 Hl p65 F R AY R A H A
IR T IR 4z v, 7EAL T BRI
Aifrh  NF-«B f DUt i 2 & 1B, 55480
2 o N B JC TG A = SRR S 5 W) p50-p65-1kB, i
T JAE A DA AT e T S R & S N
kB 5 kB fift &, IR 45 p6s BEMR IS ol , i 3 2
PESEM A K AR

PN B2 400 i 3% 1 R B 8 25 L Bl Dk o8 i AL JE
TS IE SR, P B A0 3 A F) B DR IR b A
FEARZ NF-kB G5 &A™, 4i0% NF-«B i H i
BEPA e A g e e ik, HL i e R X T i B R Gk Y 2
RAMI T AR AT B R 7 e T DL
T — 4 L & A B (inducible nitric oxide synthase,
iNOS) F1FF 4 A 1 2 ( cyclooxygenase-2, COX-2) 55 5
ST AT DGR 1 Tl B TR Fe 24 2 5 3] P4 B 400 L 1)
RAESCNE , NTTF 2 S K AR AL, 7 4b BH ik 10
B it S BB RERE AL B 5T b SR LTS A6 W R
PRk 5 B9 K B FE B K Rho 88 & NF-kB p65
mRNA 7K1 AR B IE 137 5 AR . AT RS
HNBHIE T0738 5 LA NF-kB p65 mRNA (977 23k
T Rho A KA 2 3K 33X AT BE R R T S Tk
FEAE AL B K AR Z —. B 7E 2004 4 AU-YEUNG
AU v I R e R A K RPN B 4 R P )
U2 B 2R (homocysteine , Hey ) 0B i ik P9 52
A b ok B i A AR O AR T LAY NF-xB, X &
W S0 BF 5 & B Ab B3R 3% T R IR Hey BT 8L
ApoE ™" /INERL 3= Bl ik 2H 2L i 7 4 (reactive oxygen
species ,ROS) 7 it i T, I $¢ i IxB 25 1R IAF
it NF-«B 16 4k B O 1L N K D RE S5 BT 3l ik

R REREAL O A T, 1 B BH 36 0 M) Hey P 2L
ApoE™"/INEUMLAE PN e B B 45495 K% 5l ok ok A+ i A i
ARSI Hey 5 15E A LR NF-«B 1975 16 1%
BA K,
1.2 #MPHIE EFBH A B RKGREREL B MAPK 55
BRI

MAPK J& T 22281/ I3 SRRk B Y — 38 Ll -
Jun Z I ( c-Jun N-terminal kinase , JNK) /i 5
1AL EE H (stress activated protein kinase, SAPK) | ZJf]
JEAN R 5 2 P4 (extra cellular regulated protein
kinase ,ERK) .p38 MAPK £l ERKS/ k£ 2 & %L
F1 4 ( big MAP MAP kinase , BMK1 ) 25 A8 [\] 4[] T
M 2H 2, Hovb JNK |, ERK , p38 MAPK ., ERK5/
BMK1 AIJE A [ A ] 4 5% 538 i, I DLHIOR B0
2 FANR) A 5 S DR 1 ek 3 S8 Pl R Y e s IR 1
S-SR A AR S BB, A5 [R] P I 26 e e %
ZIEAFAER ) 2 W AH TR 3 0 BE AR B P [R] s 4
il INK ERK J p38 MAPK 75 5 [k 3 A B 1L )
RARJETT BAEEEN, V22 RIEH Y KRB
ALF5 G i 98 R BE H T o (tumor necrosis factor-a,
TNF-a) \E-ZE# 3 | H A 3K 2 (interleukin-2, TL-
2) \HAEA E 6 (interleukin-6, 11.-6) . 4 Jifd ] 5 b
41F 1 (intercellular cell adhesion molecule-1,ICAM-
1) M4 i ZEF 53T 1 (vascular cell adhesion mol-
ecule-1, VCAM-1) | COX-2, B #% 40 fi & fL & 11 1
(monocyte chemotactic protein-1, MCP-1) &5 ik 44
32 ST LT R

A 2253 3BT W A IO 2% MAPK 2 (5
S i A 1 36 R . A IS SR AE Klotho ™
(ROS 338 ) /N S AR OK P T i T B
£ p38 MAPK #401% ', ROS (774 %+ ERK & /%1%
CAATEE S G R (o R T W - VA AR 2 A
D i 1 Wl R A 32 42 £ 11 M) 52 i) 4 ) R 52 5
. (gap junctional intercellular communication, GJIC) ,
T I BE Y Gl TR e £ A SR B E R A
(connexin, Cx) A, Cx 5 GJIC DJREMCE 5 B ik oks
PEREALIY A e e BB P R 45> F
TR I, 4 FH A 7 BEAK Hey BT 2 ApoE ™ /N 3
Sk 4d ROS & &, F 14 p38 MAPK £ ERK %
IR T B i SRR AR RE AL A BT 7 Cx37 Kk,
Sk FERE AL LR 3P TR - Cx43 By RIK 8 GIIC ¥)
AE , INTTARAP IS PN BRSBTSk AR AE AL
1.3 #MPRIEEZBAA S BRI RERE L BY T 40 i 2k %1
TN ESNESEBREZ

T A0S T 19 JRAE S T BEER T 2% Bl ik ek
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R AT DA IL-1 IL-2  1L-6 &% TNF-o 25412 46 41
FRLFIAF DG PR 107 A=, I i 242 20 20 ik o e Ak 7y
KSR Hd ICAM-1 8 T 5B T g
BRE M A, VCAM-1 JE H BB F I —Fl, 78
R A BITKRSFEAE AL I P R 20 B 9 ICAM-1 3R36
ARAEG, 224 P Bz 200 it Bl ot P88 3 340 1, % vk 3t J I
FEE] LU 35 S ICAM-1 %5 4 M2 mRNA A3k,
TAE T 20 3 5 H 54 2 S A2 40 i 5 D9 Bz 4 e
FhEAE ) BUKEDY SR i B L X SD K R
S K R AL AT B 52 i) 2 B, I BH 34 37 5 32 3
Jik ICAM-1 19 223k 7= A= Pt /6 T, 32 i 40 ol 1 4% 9
i fatt BT LA, 1k B B G 2 K R A Ak
FAY, sKer e 20 5 ad FAh BH A 1033697 = g
T RhA T SD K B 20 Jik o i Al Ak 455 0 2% B, b BH 38
FIAAYAT LA T4 VCAM-1 mRNA 3k, I HAE#b
BRI 37 155 770 0 38 7 RVIG R0 2 790 Bl J5 mT B B A
1L-6 IL-8 Jeist C & K, )1 2 W 45 i)
Jk ok AR RE AL A A YT
1.4 #MPRIZRIZ B G S Bk RE L B9 Toll £ =Z2{K
EEEEIRE

1988 4F FH Hashimoto %53 75 JL g vb % 3 I bl
W26 1Y) — 21 1 B DR <7 32 A B Toll #3244 (- Toll-
like receptor, TLR) , TLR T Ao P 5 BC A IR &
FHM U5 L AR N B8 R/ 2 B (lipopolysaccharide,
LPS) S5l 5 51 RS RF 22 1418 M R E I N I e 48
S bk o B R A L 1997 4E By Medzhitoy 213
TEMFL B4 R FRAY Toll [E 54 TLR4 B S5 %
BRI i T8 A2, TLR4 /DA W 5 (5 55 %
AR BEAE 4 4L B F (myeloid differentiation factor
88, MyD88) 4 #fi £l 4 15 5 MyD88 E 4 #fi 1 ifs 1%,
Herp MyD88 ik 42 3 Bhii i 51 NF-«B 5 015
SO FE R St B R R 45 Bl R IE I 5 T AR
MyD88 iy 42 3 %5 i TRAM 5 TRIF 3% i3
&P ZE 7 A F 3 (interferon regulated factor 3,
IRF-3) T s ml R — AR A%, 15 5 IFN-B JE A 3R
TR 2R A S ) D FH A T3 1 2 103 X B
ZWEGE TR HUVEC 520 & 3, #b BH 38 13 ] 41 il
TLR4 F1 MyD88 i 1 {5 5% 5 38 % S T U 114 1 45
FAE AL AV B AR B A2 1, DA R A 3 ik s
FEREAL Y 5 K

2 APBHIE 37 B iA B Rk R AR RE AL B9 R B AR
PIE R R AL

Rho j2—F/Nr¥ G M, HS 5418 ZF
AW ot R A O A A0 RS Sl | 20 4 G L 0
JEV I E R K 240 B 4R 2y g 2 vh B AR
Hit Rho #H 5 12 i€ 4 #h 2 H ¥ B ( Rho-associated
coiled-coil forming protein kinase , ROCK) 7EY{ £ Rho
Jr kR BTEAAE 5 Z 5, P LA i 2 A R 07 A
PRI AL IS , 05 9 ROCK g8 FL R i Y
TR 1o/ 158 Bl R Ak B2 B2, ROCK A7 T F 43 4,
ROCK1 = 2L 4% 43 4 240 Ml DI BE , ROCK2 32 B2 3
I LAR B T B . ROCK AT LAwE iR 1k L 3h
A A0 A R B I BT A ILER A R B
(myosin light chain kinase , MLCK) %W # H LIM #4
fifi ( LIM domain kinase , LIMK ) %5, 2 5 34 15 41 Jfd &
ZURN4nAE I 4E Y . Rho G AE L 8 25 %5 1l I
P45 1 ( plasminogen activator inhibitor-1, PAI-
1) BN 7 45 N B B — S AL B 1 ( endothelial
nitric oxide synthase,eNOS) mRNA & i eNOS &
FIR I , AT 82 NO B, A1 3 3l [k ok A% 1l A 1)
KA AR AR AN A T X Hey 55
P T R IDK DAY B 200 0 453 40 A5 B P I 7 2 B, A B T
ol il i P8 5 Rho/Rho ¥ B8 15 5 18 1% /b
ROCK \MLCK Hy7ifi {6 B A ARk, B 9 B4
B AR A R DT I /0 A B A0 M A2 45, A6 45 20 i Y
B e BV T 5 BT 3 ok ok R RE AR VR . X1 6
ST R B, # PRI FZ RE I A0 ] Hey FTEAY
ApoE ™" /N BB Jik s A Rl A i 78 5 B8 v B R i AR
FFEIR AT REA 6, TRLL 1 S5 o A 4k A=
2 D3 BeE IR RN 1Y SD B 3l bk ot A
AL B, FHAMBH S 0377 i 7)1 F00FAARR F7) 2 5 By
JGf SD KB F 8h Bk Rho ¥ B mRNA Jz PAI-1
mRNA KK 2 8 35 A%, H eNOS mRNA ik
K- ] 5 S AT T ROR AR, Ui B AR B I8 T2
il Rho #8F mRNA Fl PAI-1 mRNA F3AKF & |-
74 eNOS mRNA ik /K-F- ] BB AP BH L 1032 B 6 3h
KR REREAL R BILAR 2 — .

3 #MPRIE F 37 B A Bh Bk S AR RE 4L B 00 I 1
BEEWERRILE
4 J@ 5 B ( matrix metalloproteinase

MMP ) & — &G L Zn®* F Ca® MO RS PN 11K
fifk Tt , RE VS A 245 24 2H 500 A48 L 4/ 5 IO 1) 22 o i 4
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F55 3h ik ok A 1 1 i I A5 R AL BB Y |l
I A A B AR Hoh MMP-9 2 B fif i
PEEE Y 2L, ORI S B, & MMP ZE0% 1Y 8
B Z— eV LA A S 5 2 R R0 D e 4 28 1)
A R S BB A, MMP-9 35 Ak AT 5 2 48 i 5
TR B R A, IF 5 BE B BS E k  WI AR o6
ST B4 I AN BH AR T3 36 97 1 IR A RN S 1
Wistar K FRASEAY | 2 AN BH A 1037 7T LLF 9% MMP-9
P38 I B A I Bl 7K ~F-, HL LG )1 25 W8 A 5 4 1 97
%, UL R IR IMLAE MMP-9 1T g 240 BHIE FL377A )T 3
ks R AL R BLT 2 — .

4 FMBRIE Fi7 B A Bh Bk 36 8 4K BY B S 1
R RN

1982 4F Furchogott %5 7% BH 2% i ik RE 5155 S
VAL B 240 7 A 15 L I A8 A% it ) — b A BT, JF T 1986
SEFR LA (nitric oxide,NO) FIZFR . [ ik
NO 51 1 A Y)2= K B IIOT 1A 20 Ik ok R A 1k 1Y)
WFRHGR . FERREAT S ARGE b, m R I AEAR ST,
kN = INOS £ fil NO BRUB 207 &
RILAE T NO & it 5 4 Pyis A2 AL ] S e iy K T fig
AR, NO T RE AU T AT 55 9 B 40 i 468 495 %5 U0 AH
B FEIERARET, P B NO AT LA Il
INKR IR AR EAA A L 285 R RN ST T LA MRS A s
IMAE S P B g & A B i, NO 7™ A= 32D, Dy g 2k
F N B AR 3R T R 3K A B B 01 5 A &S, vl
DA S 20 M N 2l KB 5 | B e A 4G B i
flshfkokbRERE L i 2 A0 NO H—F L RS
(nitric oxide synthase , NOS) 1k 22 e 4 2 /2 It [7] st
A N R SRR HE R 911 NOS & NO 4 il
PR Y ME— PR, 25 NO & Ry B B
NOS 1T L) 43 2 = Ffi. eNOS | iNOS , # Z& G /! NOS
( neuronal nitric oxide synthase, nNOS) "™ [ 2t
25210 ) v A v L [ R ) % 140 2% G B ik oS R A
BEA B, sl b BH 38 1 K S i 3% v NO 7K IF:
TCHA 5 22 | T e 5 AR BH 38 00 BRI AR | 00 48
R 3R R 1 i ok S Ak S A e, P R A
A B I T30 e i ARk 8 BALB/ ¢ /) L3l
Jik s AR Lh AR Y & B, iNOS 36 P38 i, NO R ikt 344
hn, SFBUE B A AL, A IR FE I R 2 0 48 1
AT LA K DI RE A T 28 M A B R ik S AT Lol
PCINOS k3, TR ACE Z2 /9 NO Jf-hn s fig 5t
i A HERE | f 28 TR 1 A TR TR Y T R A5 B

B T ANBH 38 137 B 16 Bl ik ok AR A AL AT BE IF 2 i
o HE LR P T RE PR A 1 & AR FRAIG INOS 33 1K 4T K7
XN FR | i 2SR R AR I i A 3% 3l Bk ok e A Ak 1
E E/:Jo

5 IN %

FEIRKDPHIE FL B0 B0 ko B8 1k 1 97 2% B f
{RHAILE 8 75 AR E . FEANH I L7 T 5
Jok AR A 3 B 1 BIF 5% 0 T, W) AR BB B
FTERAEALH F 7 ' TRL3 . TRLA . TLR7 %538 §% Y
R, OEHENHIE AL I S 55 2 &, Kok
300 3 I B s 37 0T 44 A8 (A FH 0 32 e I fe , A 2R
REA% 25 41 BH 38 1037 B7 16 20 Tk ok 8 B 1 1) AL 1) 4 ok
RN,
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