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[ ABSTRACT] Aim To establish a new animal model which is more suitable for the study on atherosclerosis and to investi

gate its mechanisms and to study the immunological and inflammtional mechanisms in the pathogenesis of atherosclerosis.
Methods 40 Wistar rats were randomly divided into 4 groups.
diet (HCD) .
(HCD-XSP) .
adrenine (HCD-XSP-A), rats of the forth group ( n= 10) were fed with normal diet and just injected with adrenine (ND-A).

Rats of the first group ( n= 10) were fed with higlr cholesterol
Rats of the second group ( n= 10) were fed with higlr cholesterol diet and injected with xenoma serum protein

Rats of the third group ( n= 10) were fed with higlr cholesterol diet and injected with xenoma serum protein and

The changes of platelet function, lipid metabolism, leucocyte activation and adhesiveness, mediators of inflammation and blood
vessel endothelial function were observed in four groups. Results In comparison with the ND-A group, TC and LDLC of the
HCD-XSP-A group rised significantly (P< 0.01).  As to the interleukins, the three groups fed with higlr cholesterol diet had
high level of II-6 and the HCD and HCD-XSP groups had high level of 118, compared with the ND-A group (P< 0.01). But
in all of the four groups, IIr2 did not have marked difference. = The ND-A group had the high leukocyte adhesion molecule ex-
press rate (CD11/ CD18) than the other three groups ( P< 0. 05) .

bined facters (HCD-XSP-A) is more suitable for the study on atherosclerosis and its mechanisms of traditional Chinese medicine

Conclutions The hyperlipidemia model induced by com-

treatment. And the immunological and inflammtional mechanisms play an important role in the pathogenesis of atherosclerosis.
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1. MEXRMAEREERASAE KL
Table 1. Changes of lipids metabolism in the four groups (x *s, n= 10)

S L[] i =g HDLC LDLC REA(a)
2151 TC/HDLC

(mmol/ L) (mmol/ L) (mmol/ L) (mmol/ L) (mg/ L)
e 4 2.03 £0. 44" 0.24 £0. 05 1. 66 £0. 29 0.33 £0. 19* 1.22%0. 10 697. 80 £243. 19
HCD-XSP 2.36%0.97° 0. 62 %0. 31 1.76 +0. 43 0.48 *0. 62" 1.31%0.28 729. 20 +337. 56°
HCD-XSP-A 2.50%0. 67 0. 85 0. 53° 1.91 %0. 40 0.42 %0. 47" 1.31 10. 34 813. 60 £302. 18°
INR & 1.70 0. 11 0.52%0. 30 1.44 %0. 13 0.16%0. 12 1.19%0. 10 537. 40 £83. 96

a: P< 0.05, b: P< 0.01, 5B ELER HDLC: /&% & i 25 (A BEIE B2 (high density lipoprotein cholesterol) ; LDLC: %5 B AR 2 (A AH[E B (low
density lipoprotein cholesterol) ; TC/HDLC: & JIH & B/ 1= % FE AR & AR [E BE LU AH (the ratio of TC to HDLC); HCD-XSP: #4545 =il 41 (the group of

high cholesterol diet and injected with xenoma serum protein) ; HCD-XSP-A: %3 4545 B =i G 4 (the group of high cholesterol diet and injected with xenoma

serum protein and adrenine) o

2. MAXRMARE QMR SE LRI

Table 2. Changes of leucocyte activation and adhesiveness in the four groups (; *s5, n=10)

- SR ) I 24N A Fp R 4N Al

m iR 39. 50% %6.49% 14.20 %2, 67 16.00% 3. 84% 5.86%0.55 83.52% *11.16%  20.98%2.69
HCD-XSP 41.27% £6.92%  20.05%3. 06 17. 64% *4.95% 6.89%1.23 95.52% *£5.72%*  39.22%3.06"
HCD-XSP-A 42.59% *6.46%  21.54%4. 04 16. 17% *£5. 66% 6.00%0.99 96. 13% +3.15% "  38.37 %9, 38"
PR 51.63% *10.67%* 25.10%+2.13 18.44% £2.13%  10.18 £2. 44" 97.44% *2.88%*  34.95%4. 40

a: P< 0.05, b: P<0.01, 5&/RALLE.

*3. MEXRMAERBAMTRKFEN
Table 3. Changes of mediators of inflammation in the four
groups (x ts, n= 10)

AT T B v AR R R S ) M A [ T KT B
BT, HM =TT R S R A LR AN,
{ELE R S B 1475 11 et AR R B 21 H ok = Wi /K- B S T

e HAEAE2 AMRNEe HMEAES m, HIDLC FAEth 3. 2HCEFHANIEEA(a)

(Lg/1) (ng/L) (Vg/1) RO — N AR R R TRE A (a) TG
el 2.0910.43  190.46+61.55  0.43 0. 37° Y L )R B 237 3R, T BRI IR B E (a) I E 2
HCD-XSP 2.1620.41  203.38498.23* 0,500, 37" sy —BARE A (a) 72 75 5 41 MO (K5 B 4 7 2R 18 1
HCD-XSP-A 2.1810.65  154.67+60.25° 0.21%0. 13 FEREER Az g 513 0 e iR A K R
N e 2.18%0.46  127.86267.39  0.160.08 NEEE F1 (a) & E B TH R, JUH AR S B Bt v AR A 2

a: P< 0.01, SREAILE.
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