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[(HE] BE:AEFANHE T (BYHWT) 4 5 15 K& 1 EIE 2 11 E BBk (ApoE ™"~ ) /1N B 3l ik 388 £ B 1k (atherosclerosis ,
AS) By 5 BEHL I 5 0 S HAMDOC R AL . 3% -8 FAIIS ApoE ™~ /N R IR I £ IR 3% 12 FA S AS By 4 BEHE AL, L) C57/BL-
61 /N RAE A IEH A 48 T IE W IR oK . BN 4 HU/N R Sk 8 2 ik 5 32 3 ik = 10 7E 5 BLE0 F 58 2o 31 53 3 e i 7R e H 5 43
e WO e BB A R, 72 L ApoE T T /INEUBEHL AN g 6 4L, 43 BN IE 4L BEALAL | WEVE S R4 B BYHWT K op L A
Y1 BYHWT {f 85 7) KEAL4 9144 F 5,10,20 g-ke ' BYHWT HEF 8 A, {1 WA S AL T H B 4 mg-ke W 8 L IE
WYL TIEH KRB YK . 8 G ,/NRALBE , Ui 28 Mg 3= 20 Ik 2 18 3 2 DkoR s, il 4 1055 20 28R A T BE B 14 B 464 46 Ho)
S, SR FH 330 Sy B A W 2 ST ( RT-PCR) B 2K 1 692 B 38 2% (Weestern blot) 4347 i & 2 20 b [ AR 1. 28 3R < ApoE ™~ /N
IS AS Sy 4 BE SRR BIRIZ AS BEHUE B W, BB 5 i 4a§&ﬁﬁj€?ﬂi ZH (P <0.01) ;b BH 3 037 & 57 5 20 W]tk 4
ANGESR T AR, 5y 4548 B0 S A B2 OB AN R B B A AR (P < 0..05) o B 28 20 BE B i 45 2H 4 b 6 o 43 )& 2K 1 i (MMP) -1,2,3
mRNA KB 5 05 T H 4 SR 2H LB, AR 100 T IR R i MMP-1,2,3 mRNA 7K V] B BEAIR (P <0.05,P <
0.01) ; 5 IEH 41 b BRI AL () I A e B 11 3(LC3-TT/LC3- T ) R B EREAL, & b EFENHHE R R EFmMERA
AL R A LC3-T/LC- T 3 & (P <0.05) , 5% 4MPHIE £ B A i/ AS SEHTH AR AR A b (9 35 0 4 8 & g &
K, VT BEH P A L G AT AR AR R B 1 5 45 48 B, 4 v AS BEBR IR E PR PE .
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Effect of Buyang Huanwu Tang in Stabilizing Vulnerable Plaques of
ApoE ~'~ Mice Atherosclerosis

LIU Yu-hui'* |, HOU Bei-bei', YOU Yu®, ZENG Lan-fang', XU Wei'
(1. Jiangxi University of Traditional Chinese Medicine, Nanchang 330004, China;
2. The First Affiliated Hospital of Nanchang University, Nanchang 330006, China)

[ Abstract | Objective; To investigate the effect of Buyang Huanwu Tang ( BYHWT) on the vulnerable
plaques in atherosclerosis in ApoE =~ mice with high-fat diet. Method: The 8-week-old ApoE '~ mice were fed
with high-fat diet for 12 weeks to reproduce the atherosclerosis ( AS) vulnerable plaque model, and C57/BL-6]
mice were used as normal control group and given normal drinking water. A total of four mice were randomly
selected to make pathological sections of the brachiocephalic arteries and the aortic arch. The successful modeling
was verified by calculating the plaque area and its vulnerability index. 72 ApoE '~ mice were randomly divided

into the following groups: model group, low-dose BYHWT group: 5 g-kg ' BYHWT for 8 weeks, middle-dose
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BYHWT group: 10 g-kg ' BYHWT for 8 weeks, high-dose BYHWT group: 20 g-kg ' BYHWT for 8 weeks,
autophagy inducer group: rapamycin 4 mg-kg ' for 8 weeks, control group: continue to give normal diet drinking
water. After 8 weeks, the mice were put to death, and the thoracic aorta was dissociated to the end of the
abdominal aorta. Some prepared vascular tissue samples were used for the determination of the vulnerability index
of the plaque. PCR analysis and Western blot were used to analyze the formation of autophagosomes. Result;
ApoE ~'~ mice were fed with high-fat diet for 16 weeks to successfully induce the AS vulnerable plaque model. The
model group showed obvious AS plaque formation. The index of plaque vulnerability was significantly higher than
that in the normal group (P <0.01). Each dose of BYHWT significantly reduced the plaque area, and the index of
vulnerability was decreased to some extent compared with that of model group (P <0.05). The levels of matrix
metalloproteinase (MMP) -1, MMP-2 and MMP-3 mRNA in the model group were significantly higher than those
in the blank group. The levels of MMP-1, MMP-2 and MMP-3 mRNA in different doses of BYHWT and rapamycin
group were significantly lower than those in model group (P <0.05, P <0.01). The level of LC3-1 /LC3-1 in
the model group was significantly lower than that in the blank group; compared with the model group, different
doses of BYHWT and rapamycin group significantly increased LC3-1[ /LC3-1 level (P <0.05). Conclusion:
BYHWT can reduce the area of AS plaque, decrease the expression of matrix metalloproteinase in blood vessel, and

regulate macrophage autophagy in plaque, thus reducing the vulnerability index of plaque and improving the

stability of AS plaque.
[ Key

matrix metalloproteinase

words | Buyang Huanwu

) Jpk 585 4 il 1L ( atherosclerosis, AS) Jg ™ H &
N FE g — S0, T AS BE B AS B M i 2 5 2
S N Ak S A A R 2 M T Dk 255 AiE (acute coronary
syndrome , ACS) K 5e o g SE T2 1) EZE A B 40 5
B (vulnerable plaque, VP) ) P 15451 Sy 21 4 i 19 faf
JR B A% 0o K, Rt 1) L g A4 A 922 31, 1 3 JUL 240 L R
J AR /L, e 3R 7K T T 8 R M s AR, B S5 6 ik T
s AR EEIA R AS BRI A SCHE 2 J7 i, SR
O IOk FEBE SR L 0L 92 1ok 5 R Sy o0 B ML S5 RS 5
RE L 2R TR, WA 4] S B Dk B i 2, T
SRR W = A o WA TV AT BT i (B AR RS )
AR BH 30 0377 o 28 M B9 2 005 1 07 0, 058 e B, b
FHE 0307 B A D800 O 56 BEAR L TR 47 5K e R 3l ik
/TR N 1 S = NSl =TI O 1 s
FHU AR TR 1 39 5 G 52, b BH A8 3 T3
PN B A0 A58 105, B P R 200 L 3l o5 P, 400 o) o A5
VLA 884 7 5 22 05 TP L B0 AS BT R

AS BEHC N A1 BA — & BRI A W, 4 i B
JEUE H A E S K . A W& (autophagy )
JE)TIZAFAE T LA A0 ML N A — b LA A0 5 A 9 A
ey S A ) R AT e o A 1A A2, 15 200 I ) 0
S VR BN R B RS R HE R B VI OC . BRI
TR G2 [ AR A TE 1, 5 24 A Wi AH O 3 K]
Atg A o Atg6 (Beclin-1) 5 i 3% 4 i B2 25 5 )5, 8

Tang;

atherosclerosis;  vulnerable plaque; autophagy;

i Atgl2-AtgS-Atgl6 &5 WU mUET A WD, H G
WE A8 [ % %2 4% % B 3 ( microtubule-associated
protein 1 light chain3, LC3)] 45 &5 BRI £, Y4
Atgl2-AtgS-Atgl6 B G Wi T% T ok J5 {8 i 24 1)
FmEM, 4N LC3 5 &R & LC3- 1 ) LC3- 11 #9
oL W] W, LC3- 1 SR 20 o T A A
WERGE R AS BEH g A i A T 7R R R %
O J5 PR BAE BB B, 00 BRE B R AR RS rh b T
AL E 5 5 P IR KA 5C & 5 TE BT 27 4k i
T 2 2 R S AT AR TE Y TR T E
Wit 40 i 23 Wb K B AR BT 4 JR 45 1 ( MMPs, 3% 40
MMP-1,MMP-2, MMP-3, MMP-9) |&] B} 5 £ MMP #y
TR S P 410 ) ) 66 o < TR A P e 2E 2 A
(TIMP1) 5 TIMP2 4} i 3 7, 8% 3R MMPs 5 TIMP
SV G A I i R R ) 2 A SRR SR 4, 3 0 B 4 B
Py AR R

AT T i I AR 2R HE B DA AR /D B
(ApoE """ /INEL) & il AS B 5 BE HAEL AL BF 5% 4 BH
I TR A R BEFRSE M B R A0 I A e e L
& B H B Z M B SE 5, OAIRYT AS SEHEHT I B
1
1.1 Zhi4¥ ApoE '~ /NEL,CS7BL /6J-12 /NE], SPF
9, HETE L8 TR, A BT (20 £2) g, fy b 50 4 i A
RS S BARAT PR w4 At 5256 3 ) & A IE S
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SCXK( 3% ) 2014-0004 , A< W 57 3l ¥y 55 5 4 43 BI A5 &
TLVE R 2 KA sh e B 25 51 25 25K
1.2 25 Raadsn #hBHIE Fdz (B 120 g, IR
6 g, A5 g, &3 g, 20463 g, k123 ), T 2h
A 35 LG T s 2 K 2 B T s e 4R I, B VP
B2 24 K27 24 2 e Ak /N Mg 204532 56 0 R TE 5 SE g =
WL ERA R 1 g-mL ' B HFHA -4 C
UKARGEAE % o Ll SE BT R BOAR 3 401k 9 1 ( HRP)
PRic ZHe. 1t F Bt B HRP A9 Z 5t (3£ [ Cell
Signaling /A &) , #5433 Sy 7074S,7076P2) ;LC3 1 /
LC3 Tk, P2 #% E Wk 40 i 2 (MOMA-2) |, a-F- 1
WUAL 3 2 1 («-SMA ), H il 3-8k R I %0 B
(GAPDH) #i{k (% [ Abcam 24 ], it 5 43 5l 4
GR252926-8, ab33451, ab5694, ab42541 ) ; MMP-1 ,
MMP-2,MMP-3 & GAPDH 5|¥j34 th L4 T & s
trizol, Reagent W 20 00 % 5% R & W 8¢ =X /2 1 ( RT-
PCR) (dt x4 X 4 A A, #it 5 45 %l 24 k10526,
k10418) ; 4 F B fifk it 6 ( PMSF) |, 5 R R -fH£1 (HE )
Yo, KAWL YW, M O Jeil (b REEA
Bl LS4 5y 20141110, G1120, G1471, G1260) 5
MUK 2% il M 2 vh IS W ( LI = KA AL it 5
43518 PO014A , POO21A ) ; Immobilon Western 1 2%
RICHEY (35 E Millipore 28 7], it 5 1505101 ) ; 5%
By, Sk (At R 42 28 W)L 45 43 51 Dy 10122,
00041510) ; BCA £ v & I 7 o504, i R B0 Ak
2B Y (2 B Thermo A &), it B 4> % K
PC200898 ,MD158290) ,
1.3 {¢ %%  S40-SLIDER #! 8] # 2¢Ot W il 5%,
CM1905 &I yK #: U1 A #L (1% [E Leica /A ®] ) ; IN cell
Analyze6000 BK03048 7 8 s 1 3 £k & 7 4% (36 [
GE /A #] ); AllegraTMX-12R #! 2 .0 #L ( £ H
BECskman 23 7] ) 52K15 & = /5 30 VR B 0 ML (35
[ Thermo 72 7 ); AG22331 % PCR ¥ ( & [=
Eppenddorf /4 %] ) ; DYCP-31DN £ PCR i,k # ( db
BUHT S — A8 ) 5552BR A HL vk AN L L R M0 AR
e R 2 58 (32 [ Bio-Rad A ¥)) .
2 FiE
2.1 BRI H R 8 AL ApoE ™ TN 76 H
FRE R R R 12 A AS B B e s A L
C57/BL-6J /N BUAE Jy 1E 8 40 45 F IE 3 IR & 1ok, 52
B R b AR Al B W R 2 A B AE X B W) AT A
ApoE " TU/NRUAME R AR R 12 FE , BRI A Ok
PR3 /N B AR B e H BRI VR AR ] I R TR
B 12 JE L BOE R AR 2 A2 2 HUNER, A
<114 -

=

B Rk B sh ik, #EAT HE Ye ) i 45 09 i 1
RO S BB O s A R 4 PR A 2 /N
B2 HaFf7 %, HE e 0 /R 32 s ik 5 il 3 9
AW BT, R A )
2.2 Sr e Re#i ) i G BB BB RS Y
ApoE TUNEL 72 KL A 12 HUNEL BERLY N S
A, 50 50 R I H 4 AR A RN BH S T A P L R A
e INEN 7 B I SR e S B R S Y [ e
IR 8 JA s #MPH IR FA AR b L AR A 0 = R
TREWE SR 8 A, W 5,10,20 g-kg ™' 4 BH A 37
B8 i Hmg s Tl i R A S gk s 8 J
[ i I 2% 4 mg-kg W 8 JA'5C57/BL-6J /)
FRE A IE 41 45 7 IE B AR B AROK .
2.3 PRARYRESAEE  /NRALSE Ui S i 3 o kR
125 B bk A o, B B B A, 22 6 RNA il 1) Bl iR
G VRIS, — T 4 I 84 10% O
AL PR T HE B o — 380 i 4 4 4L &
OTC A kY R Tl Lr O e fa 0 58 3 ik 41 4L
PR BRE B i 5 L IR SR 2T e £ W8S B ik 2H 40N B
P I & 5 A pE 2 AL M58 MOMA-2 Fl o-SMA [ 3%
K. — I A B rizel R A BB
RNA £ 77T -80 C kA% .
2.4 WIS L
2.4.1 HE Jef8 Jl2r O gefs KR PR 2T 4 o 52
I8 S Bk BEHCRE B0 i B S A 4 pm F
T AL D) 30 5K, R EIFE 10 5K E 1 5K #E 1T HE
ety 20 A% S (0, 40 R 45 g 21 20 S A i A
ZURRRI R B M2t (A 2EO0 B iU MR R U
T 14 BE R 15 0, S OBR R 43 Bk BUD) - HE e
0 (1) B0 bk BE |, 52 56 25 S 2 B0 AR AL R 48 |, Tmage Pro
Plus 6. 0 (IPP 6. 0) E4 43 B #1F i 4 He ot 55 E 5
AR 3 4 — 1) T A AR T BRE e v RRURD A5 B T BN AL EE
fEIF I8, 200 558 T W42 BE 2 8122 e 0. o) —
Warge OTC A yK VR Y Rl - 20 CiEE Y], J2
JE4 ~5 pm, &R 10 5KEL— sk ATl 4n O Yo,
IPP6. O {43 53 45 4 4L Fr BE B P9 i i 1 B B
P AL, IS0 I & i = w2 O PH Mk Y o 1 AL/
BEHL A x 100% , BOAH &R U1 R 47 RS2 e (5,
IPP6. O #4153 4 4l 8UY1 v B B P i I 1w AR, O3
B R = ORI AR T B P e o v B/ B e v A x
100% o >R BEH P AR BT b i Jat o BT AR A 43 %
2.4.2 AR ARG I 20 B RN S T UL 40 i K P
PIR R 4 ~5 pm, Y1 K B T 100 mg-L ™" Z R
ARG BB A L, TR [ 2, BSA 0] P IR
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PRI E AL, 53 50 in MOMA-2 $T 44 (1 :200 %
FE) Al a-SMA Hi4Ak (1:200 F ) 50 ~ 100 wlL T4H
ZUE =P TAEM (1:1 000 7 BE) . DAB &, 95
ARZEREY 1 min, K, B, B R, &5 BT W
SEOFIRAH . WAl W AR, Bk S e L Ak U R BE L
TEFE 1 ~3 AR AT ( x 200 ) W%, I ) 13 B
P MOMA-2 Fl a-SMA (5 % 4~ BE B (i PH 1 3235 K
MOMA-2 1 a-SMA 4235 BH 4 43 51l %67 B Wi 40 g 55
P UL M e K, REARE A, i
ST A E AT A LA e e, 5 2.4.1 30
SRR GBI 5 BHR 8. Bidai = (B
Ik 240 L 7 BH 1 43 B+ B T A BH A3 b )/ OISR
O BEAAE T 43 L+ SE W WL B B B T 0 k)
2.4.3 5 SR R A M BE U & N (RT-PCR) & il
MMP-1,MMP-2, MMP-3 mRNA /KF  FFHSI%H -
MR TAY TR A A RAE (R 1), R trizol 35
Sy B R LS RNA 2 B 2 S il ) 6 #0306 4 S o
cRNA , 1% & JZ v £ 1F,42 °C 130 min,85 °C 5 min; $i
RT-PCR Z MR ULBH 45 #E 47, e & 0 A 2806 3 1) & it
TRZ U8 4k 94 C HiZZ ¥ 5 min, 94 °C 28 1%
30 5,55 CiB & 30 s,72 CIEAi 60 s, 1E A § 14 35
W, WA I 2R 17 5500 4347

%1 PCR3|#RFFI
Table 1 primer sequences of PCR

&0 519 17 51 KB /bp

MMP-1 3% 5'-ACAGATAAAGGGAAATGCCTA-3’ 176
T 5'-CATAGCCTTGAGTAATGACCA-3’

MMP-2 i 5'-GACCCCGGTTTCCCTAAGCTC-3' 248
T 5'-TGCTTCCAAACTTCACGCTCT-3’

MMP-3 3% 5'-CCTAGAAAACTACTATGG-3' 225
T 5'-ACACCTGGGCTTATGCATC-3'

GAPDH [} 5'-TTTGGCATTGTGGAAGGGCTCAT-3’ 136

Tl 5'-CACCAGTGGATGCAGGGATGATGT-3’

2.4.4  FE [ SPEEN ST (Western blot) £ il LC3-
I /LC3- T M2 fk AVEAN F W iR AT i fd A RIPA
o A8 B i R A TP B i T R ( PMISF) i &5 2R AR
fi, B30 L AT BCA 3070 & & e i, 4
A6 x HH R, AR WK, EFE,
SDS-PAGE ¥ HL Uk , %% 5, 5% BSA 25 1 H] 2 h,
HMEMS LC3 T /LC3-TM ik (1:1 000) Hrikss
PESS G 1 3, b2 &6 B 5, I IR A7, A Quantity
One UG 3 B 808 D 2 2% i K BE (B, 1T B &
F A X ik i,

2.5 geitseartr SR SPSS 19.0 Seit 4k fF k47
ONT, BRI DL v 25 FoR B R E T 25
Mrifi s ZREAR ] B S48 e, DL P < 0.05 Ry 2= 5% A
A Gt L,
3 &R
3.1 %F ApoE ™7 /NI Bl ik 41 41 P BE B 1hT B 5 i)
s B4 R R BR IE F 4LAh , AN A R T R A
AS BEHTE AL, v B A 21 AT U RH [ 2 TR R A
Z B ] U B S B B 4T A 0 A, HL R HAth 2 B
WIE HRORERNE A, KA a4 g5, B
WU A e R S5 M8 il 5 1F 2 b, B A
HOAS BEHIE LR (P <0.01) ; SE AV LEL, A
[vi) 351 £ 1) b PH A 37 41 B B i AR s b (P <
0.05), % =4 P& WA (P <0.01),AS j5 L
R, WKL, 2,

AEHW A B BRI C IR L% S5 g- kg "4 D. 4 HIE 1%
10 g-kg "4 ;E. #PHIE F%5 20 g-kg 4 F. HmMAGRA (A2 ~
7 IA)
E1 i PEERZX ApoE "/~ /R BN Bk 4 4 R B3R
200)

4 %0 (HE, x

Fig.1 Effect of Buyang Huanwu Tang on plaque in arterial tissue

of ApoE /'~ mice( HE, x200)

£2 WPAEEZF X ApoE " /N ER B Bk A R 7 BE R E AR KB 0
(xxs,n=12)
Table 2 Effect of Buyang Huanwu Tang on plaque area in arterial

tissue of ApoE =/~ mice(x +s,n=12)

4157 FlH/g kg ™! Bt He 1 FR
EH - 0
i 50 - 177 025. 63 +22 344. 952
N IHIE R 5 83 339.13 +9 195.13%
10 81 878.38 +5 953. 28"
20 71 118. 88 £7 530. 07>
T 4x1073 13 792. 88 +10 788. 68"

o HIEHA D P<0.05,7 P <0.01; 5HMA HE P <
0.05,YP<0.01(%3~8[),
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3.2 XF ApoE /N BUSh ik 4L U R B A A 5

AL O e 25 IR R IR W7 52 20 60, 40 i A 22
O, 5 IR A R BRI AS BESIE L ., R
FHEBETRE (P <0.01) il 40% NN B E
S I BE S B FRAE . SRR A, A BHIE B
AR R R AR AR LR B R D (P <
0.05), WK 2 k%3,

2 ZFHNBREBRARNBHRAE R RIEGHZ 0, x200)
Fig.2 Expression of plaque lipid content in mice arterial tissues of

each group(oil red O, x200)

£3 WHAZEHEZM ApE T NRHKRALANERSEN T
(xxs,n=12)
Table 3 Effect of Buyang Huanwu Tang on lipid content in arterial

tissue of ApoE "/~ mice(x +s,n=12)

2531 /g kg ™! Jg Jo B it 43 %/ %
EH - 0
% - 47.83 £9. 492
HNHIE 5 33.59 £5.75%
10 33.38 £7.78%
20 25.18 £5.17%
EE+S 4 %1073 38.45 £7.37%

3.3 X%F ApoE /N BUBh Ik 4L U 5L A 5
NN S ERT N A R AN S O
. SIEH AR, BALZ AS BEHUE W] W, 5
T E TR (P <0.01) 5 SHE AL H gL, #b BH if
Vot i ) R D A R R (P <0.05) . A
W s SR R A R AR S RO 2SS U3
4,
3.4 XF ApoE ™"/ B Bk 4L 2L N BE e MOMA-2 F0
a-SMA # HR KRR RRUE T W4, MOMA-2
I o-SMA A58 BH A 73 301 32 78 1 0 400 G -5 - 34 JUL 400
M EEEMAR KRR REOEBO, SIE
WL LU B AS BEBOIE IR 3, MOMA-2 ik
- 116 -

3 BANRIRARNBREERIE(KRAL, x200)
Fig.3 Expression of plaque collagen content in arterial tissues of

each group (sirus red, x200)

F4 HWAIEHEFGN ApoE T MRPRKALANRESEN W
(x+s,n=12)

Table 4 Effect of Buyang Huanwu Tang on plaque collagen content

in arterial tissue of ApoE "/~ mice(% =s,n=12)

219 Fld/g kg ! i D 5 i A A/ %
EH - 0
8] - 30.54 £5.91%
FINLERL N Y] 5 38.23 +5.38
10 56.12 +6.21%
20 58.79 £4.79%
TR 4 %1073 36.83 +4. 89

B (P<0.01) ; SEAIA i, #bBHIE 37 4 A B
I B, kb BH AR 1037 5 ) 5 2 MOMA-2 3R3A i
EREAL(P <0.01) . 5IE# 4, BRI a-SMA
FIRBAL(P <0.01) ; SHERIZ L, #MFHIE F7 &
FlEEH a-SMA Rk B & THm (P <0.01) , H WS
F A EE 2% 4 MOMA-2 Fll o-SMA & CH i 22 5%
L 4,5 k5,

3.5 X ApoE "7 /INE B Bk 414U AS BE B 5 i
FREZ M 5 IE R A R, B AS BEHIE B
Wt B ) 0 4 B 3 TR, AS BE S S b
ANFRE PR AN R H7 SO R IR = B RERE IR S
P8 B30, T A BRI 1037 | ) a2 5 B 4E B AR
B (P<0.01), k6,

3.6 X ApoE """ /NE B K414y MMP-1, MMP-2,
MMP-3 mRNA EEM M 55 4H R, B
L4520 21 MMP-1, MMP-2, MMP-3 mRNA 7k % B
BT (P <0.05,P<0.01) , 5H A LA, AN [A] 5
AN AR H0 | TR A 2R BT A MMP-1, MMP-2,
MMP-3 mRNA fJ3ik (P <0.05,P <0.01), #EH%E
WA BH A T Fa e B 0 B B 5 90 7 MMP (1) %3k A
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F
E4 RAMNMNRHKAANBEHR MOMA2 E A RE (REH
£, x200)
Fig. 4
(THC, x200)

Expression of MOMA-2 in arterial tissues of each group

BS SHNMNRBRAEANKER o-SMA ZAMKRIE (HLEH
1k, x200)

Fig. 5
(THC, x200)

Expression of a-SMA in arterial tissues of each group

x5 #PAE FiF X ApoE ' /MR Bh Bk A 41 I BE sk MOMA-2 fn

£6 HMEHEFN ApoE  TNRBNAKA LR K AS BER M B RIEH

UM (x +s,n=12)

Table 6 Effect of Buyang Huanwu Tang on vulnerability index of

atherosclerotic plaque in ApoE =/~ mice(x +s5,n =12)

245 FlhE /g kg ™! VR E R
EH - 0
LAY - 1.94 0. 065>
FINUERL N V) 5 1.13 0. 028
10 0.88 +0.013
20 0.37 0.011%
FINER 4 %1073 1.35 +0. 022

6 FHHENRIBEKALEAHER MMP-1, MMP-2, MMP-3 mRNA #j
Fix
Fig.6 Expression of MMP-1, MMP-2, MMP-3 mRNA in arterial

tissues of each group

£7 #FHERF X ApoE ™~ R Bk H A K MMP-1, MMP-2,
MMP-3 mRNA By &M (x +s,n=3)
Table 7 Effect of Buyang Huanwu Tang on MMP-1,MMP-2 , MMP-3

mRNA of atherosclerotic plaque in ApoE =/~ mice(x +s5,n=3)

a-SMARIEHEM (2 +s,n=12)
Table 5 Effect of Buyang Huanwu Tang on level of plaque MOMA -2 I+ MMP-1 MMP-2 MMP-3
and a-SMA in ApoE ~/~ mice arterial tissue(x +s,n =12) % A /gkg ™! /GAPDH /GAPDH /GAPDH
41541 H /g kg ! MOMA -2 a-SMA EH - 0.66 £0.29  0.47 +0.05  0.78 +0.18
EH - 0 0 LAY - 1.03 £0.32%  0.89 +0.46" 1.08 +0.33"
FEAR - 43.34 £8.25%  16.63 £2.73% WIHE R S5 0.49 +0.19”  0.46 +0.39% 0.05 £0.03*
A HIE R 5 34.19 £5.51 21.49 £3.19 10 0.68 £0.20> 0.30 £0.07% 0.33 +0.45>
10 33.74 6. 48 19.84 +3.71 20 0.84£0.30  0.22+0.12 0.06 +0.04"
20 26.46 £4.37Y  25.05 £4.37Y FIHETER  4x107° 0.32£0.09* 0.21 £0.20* 0.03 +0.04%
HINER 4 %1073 38.56 +6.78 21.73 £4.68
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3.7 Xf ApoE T /NRBI KA LN LC3 I E KK
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LC3-T ML/ e T A i vE . 51E%

MR, BRI LC3-/] S BB FEHRME(P <
0.01) , 5 A ARF 2 19 #h FH IR 9 O iR & =
HAl DI B F e LC3-10/1 8 (P <0.05,P <
0.01), WK 7,%8,
4 itig
G NNy, AS J& — AT P kR AR
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Fig.7 Expression of LC3 in arterial tissues of each group

®£8 FMEEEFAT ApoE T NRHBBARK LCI BEARENE
M (x+s,n=3)
Table 8 Effect of Buyang Huanwu Tang on protein expression of

LC3 of atherosclerotic plaque in ApoE =/~ mice(x +s,n=3)

41571 FlH/g kg ™! (LC3-11/LC3-1 )/GAPDH
E# - 1.0 +0.00
LA - 0.85 0. 06%
A PHIE R 5 0.92 +0. 10>
10 1.07 0. 09
20 1.22 +0.07%
HIHNER 4x107° 1.31 £0.12%
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1 (9 2 2 D5 PR R B R R I AR T R . SRR R
P He H /N HLA o A I R

VP R FR 2 S Fa i B B, BAR I 2 4 ) 2
Naghavi 252§ 1 H: A 78 457 100 6 356 BE B (9 3 fiE A8
A, BV Bl 46 9 L 40 Ak B 38 40 3 o R B e 4 0
AR, BIVBEBR R 0 24T NG R 2T 4 B 40 o
ST B b R e MR AN L B i L RO R
B, 7650 R F BV R, 0 A A 4 0 K R 1
MMPs, MMPs B8 7K fift JLF- JiF 4 #9240 Jifg 4h 5 5 ik 45
Z5T AS SV LB M I R, A 2 SR
Kl 7 8, MMPs 5 AS % A4 kB BUS A % 016
B0, MMPs 23 9 3% A, MMPs 5 K 4% MMPs i) il
F (TIMPs ) 22 8] f V- 45 % 58 , MMPs 1] 3 13 ¥ 55 1f
TN B2 A0 LB B T i A1 2 O T Y LA L ST
F I B, 2R LA 0 5K e, O — 2 i 6
R, SRR R e ok B E g
TP B2 40 i i MM Ps A 43 fi# Jie JB2, 11 58 T 4k 1, 412 it
SARBES A | BE S B, AS % G0 1 b 2
FELBE T 4R350, 40 D BE T 1 45 SR AR AR B IR e T
BEHe BT Ak 9 I 3 DL K e B A A e R S
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AS BEH (9 R B4 BE 2 A 20, B0 0 o 4 S 1R
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AS BEH A Y 40 A7 AE — 5 AR A W 40
WERR K BRI 3 AS YRR . L B B R
AS BE B A 40 i X 40 4 E B2 R AR A I 4 1 T AR
PR G 5 A0 2R S B, KRR S E TN T A
AN A (IL) -18,1L-6 , Jifi i 31 SE IR F ( TNF) - %5,
TN S8 KE F NGB S 2B, 5 I 1 PR T T, IR B 1R
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I R T B R B B e PR I 4 9 57 4%
b 87 ) AR O 5 T AS B SUT , BE B P I 4T A
SR, ST A T AR R R R P 8 P T
BT AE E AS &)@ . PI3K-Akt-mTOR i #% &
MR ARG BRKERKZ . FHNEZNEA
(mTOR) J&— 7 22 2 W2/ 5 2 IR 4 11 I g , A3 43
i & K /b 298 kDa. 40 4 Y mTOR % LA
mTORC1, mTORC2 Wil & £ ¥ 1 JE =1 #7 16 , Ho
mTORCI 278 55 5 R 5 A AL a8 I 45 Fh s 5, &
SR R KT EE R . BF9E & B, mTOR i i 4
SRR WEVLAE 3 A (PI3K) /2K 1M AE B (Akt) |, i
TR TG AL 2R 1 B (AMPK) |, 4330 750 8 19 (Wt ) /
W5 A BB U 3 (GSK3) S5 {7 5 38 B, ] 42 4 i A=
Ko R A A I R PR A T
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TS Tkt 2, DTS2 B0 B 72 2 o A 20805 2 10 A1
JE T, 2% B AN S 2 T 0 22 D PR 4% I R L2 g
IR 22 W S R 4% R R B O R 2 AR A
DRI I 93 DU AT 2R P i 035 I 4% 3 o A S 6 v 4 )
fi b B 8 970 2 20 ML 1) 5 0 I D ), 25 SR R I b
BHE T 55 1 W6 5 00 5 0 25 % 2 LA R AR AS BE
BT T B B S AR AT, B AR B R Y
W A1 i 5 4 9/ - 9 UL i 2T 4 A , A AL B Bk 11 5
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