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ABSTRACT

Angelica/ pharmacology;  Atherosclerosis;

Methods Atherosclerotic rabbit models were duplicated by feeding high lipid forage.

into three groups: control group ( Control) , model group (Model) and angelica group ( Angelica) .

Models, Cardiovascular;

Aorta, Rabbits;  Triglyceride; ~ Malonyl-

Aim To investigate the antiatherogenetic effect of Chinese medicine angelica injection and its mechanisms.

Eighteen rabbits were divided randomly

Common forage ( control

group) , high lipid forage (model group) and high lipid forage adding angelica injection ( angelica group) were given to each group

accordingly.

lipids and malonyldialdehyde (MDA) . Thoracic aorta were prepared for measurement of plaque area.

lipids level of model group and angelica group were significantly higher than those of control group ( P< 0.01).

At the end of the tenth week, blood samples were obtained through carotid artery intubation for detection of serum

Results (1) Serum
Apart from TG

which was different ( P< 0.01), there was no difference of TC, HDLC, and LDLC between model group and angelica group.

(2) Plaque area of model group was larger than that of angelica group ( P< 0.01).

ma MDA between any two groups ( P< 0.01).

correlate with its decreasing serum TG and antilipoperioxide action.

BN IR AL ( atherosclerosis, As) 72 LA B
JERTUAR « LA~ 3 JUL 200 P 0 s Do 448 B Y6 3K 4411 B T
NFEERER T Z KR As —HRAE, e
BRl o 50y ik B st P 1 2 B DK IS B A 4k O 1t L A TR
FSCTT 3 BBOAH N2 I 25 SR I, G o o AL 1) 2 S It e o
O T 0, P B B N R A @ B . A RIS AR,
H 24 24 A 1 3 o0 BT R R B A e 3 ko R A A 1)
ER, B SH U TERR B B2 B R S 40 i) 1
AR BRSNS o AR S R P ke 24 ) R 2
VAR S VR Bk i 0 5 R T A 224 VAL PR 0 B ik ks R R
AE R, FHR0T FLAE FIBLA, D9k & 24 U3 At PR 2

Conclusions  Angelica can inhibit atherogenesis.

(3) There was significant difference of plas-

The mechanisms maybe
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Serum lipids concentration of three groups after experiment

Groups n TC TG HDLC LDLC
Control 6 0.95 0. 21 0.87 £0. 18 0.46 10. 14 0.52%0. 15
Model 6 11.79 %0. 23 3.52%0. 63" 1.63 0. 27" 8.23 0. 30"

Angelica 6 11. 82 %0. 08" 1. 68 0. 26 1.53 %0. 26" 8.45 10. 31

a: P<0.05, b: P< 0.01, compared with control group;
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e: P< 0.01, compared with model group.
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Table 2. Comparison of atherosclerotic plaque area

Groups n Plaque area
Model 6 63.31%7.46
Angelica 6 35.58 £7.25¢

a: P< 0.01, compared with model group
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WiJR 2B EIEMIE(r= 0.95, P< 0.01).

Serum MDA conlents({ pmol/L )

Mode |

Angelica Control

. IRF=ZHEYMER_EBSE
Figure 1. Serum MDA contents of three groups after experi-

ment. a: P< 0.01, compared with control group. b: P< 0. 01, comr

pared with model group.

3 1

ARSI R I 25% (1124 VA7E S R RE P K R 3)
VK B8 15 B BT ks AL 7T B 5 B AIK LIS TG K
Pt EA A . H Il =ER(TG) 2 A IAI As
ST SRR R, ©ANTG 3 As FOBLH] 32 F A 4R
H H 34, Ik LDL %4 A% 4 52 4 Hfd ( endothelial
cell, EC) IR ; (30K B 43 R IE, {8 1L P 5 A%
I B 22 HURG B T BEC T R AR 3 T vk 4 e T
B AR S AR, IS R 4 o B kO R BB
I [ B 3 BAI I3 TG, {E X TC HDLC.LDLC TG
M. T HAEAAH TG SR AR B IEAH R (r= 0.
86, P< 0.01), MIHHA —FIJFIEF K (r= 0.95, P<
0.01) » XFTH, BAKINLTE TG £ MIAPT As X E
BNz —. B[HARRRILE TG RINLEH £ 3 —
B

K FERELL (As) TR, B I AR 9 7E F,
PP B 2 7= AR AN B O A, B E 2R AR
b, T SOD.CAT . GSHPx &£ T Ff. H HEX EC ™~
A, EC KAMGT E A, S5 N i, @
BV, MR 5 BN TR T TR,

TR E B, 4 M AR R E R RE AL LDL

AR ox— LDL. LDL A2 FE HZ O 2 RAM
AT Wi B A2 S8 B R 2R B A B A AU AR R AR B R
A I B, A IR R B 3, AR S AW
(LPO), 5% B HEERE X B, e i ( FE W
T 4 ¥2 )% ) , LDL A B ox LDL. oxLDL HH T3
STH BT 45 T I B R T S R A s ) O R A
ghbr, ORI BB B g R E, TR R4 . 1
H, HT&FEREMN LPO, X EC BRI
FIHE EC B TEIRTE. i 7%, 1IX 02 As JB RO 46 20 3R
o [AIA I A HII SMC - L /NAR I 200 it 43 i 4 i
B TR A K T TR 3 As T . AR S2ib R B, 2405
HMFHN R ERTEAEA, 2R 7T 4 HRITH
Pilgd S ER . B AR, AHREEREAH
FHZE, $% & i o SoD [ vE P, B i B A bt A A AE

FAVOT . T RT A A2 24 1 B /> DX B 1 A 1
MLz~
E P
(1 KWK FIRBGEIKE BT (1), ¢,

1990,21(1): 41- 43

[2]  BOCT, R, MVEARZENE M. W JE B Bk A AL
SR, KX #AbA kAR, 1997; 184

[3] RISEE, XSk, IEE, 5. L- REEX &R WA R %350
JR AT 6 DR 0 ik ok AR A AL SR T AR (K FE (U], P B SR AT AL
&, 1997, 5(3): 199- 204

[4] Prenai L, Hiramatsu K, Saigusa Y, et al. Low superoxide scavenging
activity associated with enhanced superoxide generation by monocytes
from male hypertriglyceridemia with and without diabetes [ J].
Atherosclerosis, 1991, 90: 39— 47

[ 5] Hackman A, Abe Y, Insull W, et al.  Levels of soluble cell adhesion

molecules in patients with dyslipidaemia [J].  Circulation, 1996, 93:
1 334- 338

[6] Carantoni M, Abbasi F, Chu L, et al. Adherence of mononuclear
cells to endothelium in vitro is increased in patients NIDDM [ J].  Di-
abetes Care, 1997, 20(9): 1 462- 465

[ 7] Multhaupt HAB, Gafvel ME, Kariko K, et al.  Expression of very low
density lipoprotein receptor in the vascular wall: analysis of human tis-
sues by in situ hybridization and immunohistochemistry [ J]. Am J
Pathol, 1996, 148: 1 985- 997

[8] Hiltunen TP, Luoma JS, Nikkari T, et al. Expression of LDL recep

tor, VLDL receptor, LDL receptor— related protein, and scavenger re-

ceptor in rabbit atherosclerotic lesions [ J].  Circulation, 1998, 97: 1
079- 086

[9] HFRHELEER(PERENGZE S
& BRI EOR DR, 1998; 1341

(3 1999- 06— 28 WeHl. 1999- 11- 22 f&[a))

(BESCHER A

RAEARE[M].  E





