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[(#ZE] Hiy WS DA (lindley eupatorium herb, LEH) X 3l ik ski A1k ( atherosclerosis , AS ) ¢ G B Al il 3
BESIEMIRENT . J5id H 36 RERELFENL K 6 4 15 % 4 B4 AR L , BHE 25 M 40 K BT Thal K /sl e, 4031
25T B R = IR TR A R RS B IN=EARABTT 2. 2 me/kg, B Eh3E 8.34 4,17 2.08 g/kg Ab3 . 435I T 6,10 JE 46
D it 2 v g B K s AR i) C SR 1 ( Creactive protein , CPR) (I 48 A K2 &F 7K A7 — 28 AL A (NO) 17K T, g A8 2H 41
M55 40 L BE ) 43 F-1( vascular cell adhesion molecule-1, VCAM-1) mRNA 133k ; M EHEREE ORI FR R & . g5 5
20 1M fE 7K B Bl kot 1 A AL BEHR T AR 55 T 8 2 LR B R R [ 46 10 J] TC: (1.39 £0.23 ) mmol/L vs (46.30 +6.73)
mmol/L, P <0.05; fg BrBEsk AR i E I KMARLL :0% vs (89.61 +7.85)% , P <0.05] ; ¥f EhiE 4 4H il 3¢ H CPR S 44
VCAM-1 mRNA &350 B R (5.15£1.42) (5.69 £1.45) (6.36 +1.43)mg/L vs (8.34 +1.85)mg/L,P <0.05],
NO & e BIEL (117.41 £9.61) ,(87.87 +£13.47) . (64.34 £ 11. 18) pmol/L vs (47.29 +8.29) wmol/L,P <0.05],
g WOE XTSRS R AR PR VR HHLHI T BE S BT R AH
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Lindley eupatorium herb extract prevents and attenuates vascular inflammation re-

action in atherosclerosis rabbits
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[ Abstract | Objective To determine the effects of lindley eupatorium herb (LEH) extract on the vas-
cular inflammation in rabbit model with atherosclerosis. Methods A total of 36 rabbits were randomly divided
into 6 groups, normal control group (treated with normal diet) , model group, positive control group and LEH
groups. Rabbit model with atherosclerosis were established by high fat diet. The animals from the positive con-
trol group was treated with 2.2 mg/kg simvastatin which was mixed in the diet, and those of LEH groups were
treated with LEH at 8.34, 4.17 and 2. 08 g/kg respectively. The serum levels of blood fat, C-reactive protein
(CRP) and NO were detected in 6 and 10 weeks. The plaque area and thickness of aorta were measured with
morphometry analysis when rabbits were killed after 10 weeks treatment. The damaged segments of abdominal
artery were harvested for mRNA expression of vascular cell adhesion molecule-1 ( VCAM-1) by RT-PCR.
Results Compared with normal group, the serum level of blood fat and plague area in the model groups were
significantly increased (at the 10th week, TC: 1.39 £0.23 vs 46.30 +6.73 mmol/L, P <0.05; the ratio of
lipid plaque area:0% vs 89.61 +7.85 % , P <0.05) ; the levels of CRP in the serum and mRNA expression of
VCAM-I in the tissue of medication administration teams were significantly decreased (5.15 £1.42, 5.69 +
1.45,6.36 £1.43 vs 8.34 +1.85 mg/L, P <0.05). NO content were significantly increased (117.41 +
9.61, 87.87 +13.47, 64.34 +11. 18 vs 47.29 £8.29 pumol/L, P <0.05). Conclusion LEH exerts pro-
tective and therapeutic effect on atherosclerosis by decreasing the level of specific markers of inflammation.
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B ik ks EE 1 4L, ( atherosclerosis, AS) 25 2500 i 1ML 1.3 M FARATE
EPIR I ESER N Z — , WK Y b 4 —Fh 13,1 1§ .C S & 1 ( Coreactive protein, CPR) K — 44k %
LEEM FRIVEFR /DB AS 259 2 i ATk E (NO) i 5E TSI TTUR 6 JAl B 10 J8I oK 28 S B2 Ik B,

S, BB ( lindley eupatorium herb ,LEH) 25 Bk
FE W% 5 22 (eupatorium lindleyanum, DC) [ 415
BEN A 7 U TN (WA S s I Y AR = 2 AP N
AP ARG R R S Xt T I S AL 24 7 R R D 1T Y
VERAE T — W9, R RH AR R4 A AR AR ot JIE [ e
Hl = msohae R, A 5286 1000 B DB 7R A AS
(4 F B ML 7 A — A5 B HT o Ross™ I 480 S
I TR AS 2 LG P R A0 T o LA i 52 38 4%
TR i B A1 SRR LA S 8 7 A P — Tl 08 1 A R P
RN o AT B TEWMLEE AS 5 SAE 1 ¢ R M B 38
X AS WIBBE

1 #REFE

FERXAEME

W 38 B B P R DR TIT 24 BT B 24 ) Ak 2 T T 2
$ 4t 445 :000831, K farkdy, f T & B Hh3A 2k 25 20 o, AT
T 4C UM . SF i T R &80 , e R 5, FRS 10 mg/
F, LU 25 R A R A2 7 . BB EEE(TC) (H i =Py
(TG) i % B2 g 25 1 AE [ 85 ( HDL-C) AR % 2 5 28 11 A [ 7
(LDL-C) K—% AL (NO) I 150 & ey g vt g a2 v i
., & RNA $EHGAF Tripure g H Roche 23 7l 5 13 % 5% Big R 77
£k F Promega A i) \RNAguard } Ex Taq DNA & i fy TaKa-
Ra 2A#] 77 5o EEALER N H 37 7060 4= [ 34 053 4% ; Beck-
man-Coulter UniCal DxC800 4 1k 4> #74% ( & [F BECKMAN />
7] ) ; MAStercycler Gradient £ & PCR % (#£[# Eppendorf 2] )
1.2 sy % AS Sh B R R &7 ik

MEVEFR B 36 H A BTEE (2.0 £0.2) kg, th 8 PR EEFF 75K
By iR, Bl RRLE MR TR 1 RS, SE2BENL
6 4 AEH X IRZH (A) BEHIH (B) (FOMEZ542H (C) KB Ehig 2
BOBER(D) (o (E) MR (F) A4 6 Ko IEH X IR T
DUTE H S Uk DR 5 s A A 33 DL 3 0% v g iR 77,
Be s (BT 4340 2 84% FEAlinl k), 10% B8y, 5% Hl, 1%
IR PR 2 2H R T 38 K e /N R A R AR
e RLEE AL B 23 S =5 AR 7T 2. 2 mg/kg, B EhiE 8. 34
4.17 2.08 g/kg 4b 3, RS ROCH[1 -2 )35, IR
75,8 A RERYE RS TR 120 g, EARGIES Nk K
ARG R, B BPOK , BB E] 442 10 J,

1.1

BLOAF BN, BRI SUIB [E R (TC) CHM =FR (TG) (5 %
JE P48 I [ 85 (HDL-C) IR %5 3 I8 45 11 B [5 B ( LDL-C ) , f
PR30 i it v D) s — 480 A 0 (NO) [ 7K SF-, ELISA 32 46 Il 1ff ¢
CRP ¥ )i,
1.3.2  FEIPkEeses o mA LSRR E SRR
10 JH 25 8 h, 2% I HZ BRI 2 ml/kg JBRIE, VIR IE
TR YITT, 8 T3k = BBk S 3k oy AL R Bk H 2, h1a]
FITE A SRR e s 95 I €0, UL E S Bk B I A2 1k 32 T
Image pro plus 4.5 EGIFHTERAEXT AS BB AR e J5E i 470
7,27 CHRL 6 1R AR R T AR Sk S AR A 4 Lo
1.3.3  EFPRBERAZUANEE AW Ik AT
BT 10% SR IE E 1E HE Qe TR 00T ik .
1.3.4  FshkBESe i & 40 e 2 B3 7--1( vAScular cell adhesion
molecule-1, VCAM-1) mRNA 3k i) il & FRAVE 5, B
AR M ZH AR, JREUA 2 RNA, 3056 5 cDNA Ji 2% FH i 5t
RGeSO (RT-PCR) 7 ¥R 1€ 4141 VCAM-1 mRNA 3
k7Y LU GAPDH S 3 B, VCAM-1 5| 9 ¥ 51y 5'-GAA-
CACTCTTACCTGTGCACAGC-3" #i1 5'-GCCATCCTCATAGCAAT-
TAAGGTGAG-3', 7= 4 K Ji ¥ 567 bp., GAPDH B| 4551 % 5'-
GTGAAGGTCGGAGTCAACG-3" 1 5'-GGTGAAGACGCCAGTG
GACTC-3" P2 K M 299 bp, J W 554k 94 C FHiZEPE 4 min
J5,94 CASME: 40 s—60 CE M 1 min—o72 CE M 1 min—o72 C
SEA 1 min, 3t 32 DMEIR, §HG W FEAT BRIRREEERS Tk, 4
AN SRR IO AR AR, IR F B2 b 3R G HEA T L Uk SRl
JEM5E , TH PCR P AH RS &
1.4 %itsam

J SPSS 10. 0 Ak BECHE , 45 R L x + 5 Ko, RHTr
200, AR PR LR A LSD far

2 HR

2.1 H g 3R BUR X g & e 2 CRP (NO 8937w
SEHRAE RN 6 8 B B 3A 4 O A N i iR YA T
RAAELTS o3 M AN B fth 7T 2 325, 10 T A B8 2 1 A5 o 2 )
IROF- AR B 22 ST T 57, v R 5 rh 2R AR TR G
10 JElBs}, 2% 45 252 1M 2K H CPR ZKSF BB AU 21 26 AS TR AR 1Y
R, NO SRR A G T, e T 40 Y NO KOF 35
HEIN(P<0.05), W12,

F1 FDBREENEASENESRMEHEROFZE (mmol/L, X £5, n=6)

i TC G HDIL-C IDI-C
a5 6 10 6 10 61 10 7 6 10
E 0 R 462031 1.3920.23 _ 0.60£0.09 _ 0.8220.15 _ 0.7320.06  0.7220.14 _ 0.8420.39 _ 0.70 =0.04
g 24.05+3.48  46.3046.73  2.63+0.52  6.85+1.36  0.70£0.47  0.76+0.36  12.38+3.14  16.26 +4.85
W2 16.902.87  19.97+3.61  1.12+0.38"  2.3320.77  1.18+0.58  1.55£0.43  7.26+2.12  9.25+1.84
LEH o3 k4 18.76 £3.05  24.85+4.53  1.94+0.54%  2.23+0.84  1.80%0.26  1.68£0.23  8.45+1.43  10.95+1.73
LEH Hrl it 41 19.75£4.33%  28.13£4.93  2.36+0.79  3.35:1.088  0.99£0.33  1.0940.43%  9.26+2.87¢ 12.71+2.34
LEH /Nl B 41 2014401 36.45+5.349  2.5240.53  4.50+1.65  0.83+0.31  0.87+0.57  10.87+3.74  14.29+2.91

a:P<0.05, LA 40 b dx
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®2 HOEBEREENEANKHERELRSEMEZ CPR & NO KkF

IR (% xs)

215 CPR(mg/L) NO( pmol/L)
1EH T R4 2.24 +0.74 54.04 £6.37°
A2 8.34£1.85 47.29 £8.29
FHPEZ 20 4.27+1.01 125.81 £11.08
LEH A5 &4l 5.15 £1.422 117.41 £9.61°
LEH mhsf) 4 5.69 +1.45° 87.87 £13.47%
LEH /Nl 20 6.36 +1.43% 64.34 +11.18*

a:P<0.05, H5AEA Mt

2.2 FLiE R BUR AT AN BREE S @ R R JE ) R
PR ), IE 4 32 3l K A EOL T, R DL R Jo B b e
REUBAL . A 2 1 AT ULEE SR ) B2 B B 20 (A BE B, B2
PE R AR LA B bk 5 A o R BB S kN L
o8 WORDBE AV B AR BT DR =5, RS O . B HhiE
2 HOR T 2H 30 ik A SO 2 R/ N BREBR, 22 70 3
Jok 53 ST VAL DLIET 1o 452 3= 20 R R Bl i AR R JREE WL 3% 3

-

A EF AR B A A Cofa ;D LEH X #l %41, E:
LEH ¥ # #4;F:LEH /) #il &4
Bl HFANREEEARENRAROEEE

R3 BATHRERBZERRBREELILE (x£5, n=6)

) Rl BEH AR AL (mm)
1E X IR AL 0 0
ARSI 89.61 +7.85 245.8 £34.6
PR 2421 14.72 £4.07 169.73 £24.1
LEH KA 20 16.97 +5.49 139.54 +17.8
LEH mhsf) &4 34.51 £9.58° 177.59 +24.32
LEH /)N R4 42.32 +6.85° 216.94 +34.6

a:P<0.05, LA 40 b4k

2.3 i RBUR AT TR N BRI T AL &

TE 2L 3 S B kBE N Bz S8 TE A g , A5 A A oA I
JE, n] LR I PR 20 M B 22 TR HR S T LA P, I 4 i A
I L A B 34 22 5 B A 24 ) 2 A B AR R T2, T AL /D B O
240 I B 5 BT 3 DR ik 2 P9 B A0 M AR S, D IR R A T
B IR, DLIET 2.

A BT B AR 4 C Fa k228, D LEH X ) & 415
E:LEH ¥ #&41;F.LEH ) # &2
B2 &4HASEEFENENRESZTH (HEx10)

2.4 FH g RRURMALA T VCAM-1 mRNA & ik 49
A
1F 3 41U A 0 i VCAM-1 mRNA 35, & 541 VCAM-1
mRNA F2i5 W] T 5, B 5 3B SR BUR 4 41 VCAM-1 mRNA 7K
BRI BT, WA 3,

M 1 2

1 000 bp—

700 hp—
500 hp—

—VCAM-1
—GAPDH
300 bp—
100 bp—

M: 4R 1 LEH % 40,2, LEH + % $41;3. LEH X # ¥ 41,
4: TS M LE ;5  BEA A6 EF A R4
3 RAMKWREEN SR VCAM-1 #%E R =Y IR A
Bk g R

RAEAE AS W&/ KRl FEMEAY . 4
Xt AS (99 E ML A HEAT 78 A0 F 90, 2 H RO 1 A 45
B PE 2 —, FFEBARBORPT AS 1EHIHLH T BE 5
DL ZEA XK, O SAEAN T 7= Az KR 5311
Fiko CRP JEHUAIESR T 40 S I 14 SR b i 40
HOK P AERE S W5 50 ko A B 4k A 6 1) 98 hE TR B
[a) I 12 2 2 2F 3l bk o8 R B Ak % A | % R ) 48
T, CRP Al 4 AEA B 4 TNF-ou IL-1 \IL-6 (BT,
B P9 B2 A0 A% 2% 55 IR 7 NF-«B, 412 JE- 3 L4
MRS MRS AFSE 2B CRP Al 13800 % Py
JZ A0, 3 A AT R AL L B, 5 PR ALY
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N B 0 I BFE 01 B kK, A P-selection ,E-Selec-
tion ICAM-1 \VCAM-1 %%, EfTHEFRIAN T 7 14 N K
200 5 B 4T LRI F 40 %) 286 B, 40 R 1 P R TR
BREGUEE . VCAM-1 J& S RE Bk & 1 8 R, R
P-4 (VLA4) B ECAAR , 5= 22 30 3R 78 06 b B9 148 9 B2
YT, B A IR L 20 W e 20 i e R
PR 40 i 2 0L A BE ) 3k AR RE SR i A L A
ST, B7 Ih I8 B O T B FR AR S e M AS Z i
M CRP A= i LS BELL 21 VCAM-1 23K, 761% 7 1 B
Thia K] 5 B M 25 3 R T T 2/ AR Y, 2
FE 0 Y 2 38 $R O RT BB A A PR AR CPR A9 7K 7 1 1
{RZ P GAEEA 0T 0 55 W6 RN RE B ; 38 3 F I VCAM-1 |y
IR AT 00 i) 4 i 20 At A 6 BT RS RN SR AR | BELIKT
BN B RR S RIEERE . QR A P D RE < IS P
HRERERTHIN N2 AS AYLRZh N 2, Bl & 1L Bg &
PRI 4545 b f 8 DX 2 S 80 Jz T RE S I, 2 M I
R AE D RERERT | N R A 35 P3G I, i /DN BR B B SR 4
F1 200 L o % 4 R ) = A S5 R IR B M L 5 %
RAEFIIY o SR AR AT 3k — 25 T o P Rz 440 i ) it
1510 SRR TRAR 3 P R 40 B B35 A, 7 A 4% ol 400
BT B Ak X 7 B 20 B B85 B 4> 7. Hingorani 25 4%
N D BB A T BB 45 R A B R 28 300 S 40 i
PG RAEFDIRAS , & FBAS BRI SCEAL T, NO
S i 58 10 PO R M I A Tk R, B RS 20 E B 2
NO 2—FhEE WHR YR, NI REZ AR
NO #9145 m ak A= ¥ ) BE R B, I AE R AS e i b
Ao IR R WIET I8 AR T K NO K, B il
PRI RT GE o 3G i N KA AR NO R AR B, 38 58 SRy
7 A A R OT P B2 ARRSE A A i A T, DT o0 3 P B2
AR SR DI RE Y 2 PR RS B 45 ) 5 E , A % & A By
Jhkts R R AL B F | {HLFE 32 7 THD R D 38 i O 4550
AR T AbyT 2525 1 O S DAY i 25 11 B9 AR
e L TP AR 73 9l = g I 2 A R A TA B AS
EEER R, T HsLg t R0 A TC
LDL-C 7K F-fi6 8. 25 U8 2% F3 AR R e bR 46 A5 B B () T i
ARSI AL S T S ARG, B Hh A & R i 4L R
AW TC K LDL #4354 F TG MIF A K,

NS B B PT AS AUV 32
i A RIAT (WBR R I A6 B 2 0 SN, PR I A5 9 B A0 25
BRER . BOERWE) 2, B PAS, B EE,
FERO 2 , PR AT A B A — T 1) 36 s LA A AS
259 .
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