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ABSTRACT Aim To observe the changes of thromboxane B2 (TXB2), 6— ket— Prostaglandin Fla ( PGF), antithrombin
@) plasminogen in experimental carotid atherosclerosis model using air— drying in the cholesterol— fed rabbits. Methods
54 male Japanese White rabbits were randomly divided into 3 groups.  The first group was fed by normal diet as empty control ( n

= 6), the second group was fed by high— cholesterol diet as cholesterol— fed control groups ( n= 24), the third group was fed by

Animals were sacrificed at various times

The level
Results The typical carotid ath-

high— cholesterol diet and treated by air— drying as experimental group ( n= 24).
(from 3 days to 4 weeks) after surgery in the experimental groups and at the corresponding times in the control groups.
of the blood lipid, thromboxane B2, PGF, antithrombin @and plasminogen were detected.
The activity of antithrombin @decreased significantly ( P< 0. 001) and

Thromboxane B2

erosclerosis was observed in the experimental groups.
the activity of plasminogen increased significantly ( P< 0.001) at 4 week after air— dying in the third group.
and thromboxane B2/ prostaglandin F in cholesterol- fed and experimental groups significantly increased compared with the empty
control group (P< 0.05). Conclusions The typical carotid atherosclerosis lesion can induced by air— drying in the choles-
terol— fed rabbit.  the pathology changes and its mechanisms were correlated with the thromboxane B2, prostaglandin F, an-

tithrombin  @and plasminogen changes after intimal injury.
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Table 1.
, 6 ket prostaglandinFla and the ratio thromboxane B2/ 6 ket
prostaglandin Fla in three groups (Mg/L, x Ts)

The comparison of the level of the thromboxane B2

Groups TXB2 PGF TXB2/ PGF
Control 0.3910.22 1.2610.91 0.36 10. 14
High cholesterokfed (HC)
10 days 2.13 £1. 16° 1.39%0.63 1. 65 *0. 83"
2 weeks 1. 43 0. 36" 1.26 0. 90 1.83%1.38°
3 weeks 2.947F1.60° 2.24%1.03 1.47 *0. 61"
5 weeks 1. 69 £0. 56" 1. 54 %0.75 1.33 %0. 62"
High cholesterok fed plus airdrying (HCA)
3 days 1. 82 %0. 56" 1.16 £0. 69 1.83 %0. 64"
1 week 3.36%1. 10 1.50*f1.08  2.86*1.72
2 weeks 1.71£0.95*  0.83%0.40  2.28%1.06"
4 weeks 1.80t0.76"  0.78%0.50  2.78 £1.07"

a: P< 0.05; b: P< 0.01, compared with control group.
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Table 2. The comparison of the level of antithrombin (9and

plasminogen in three groups( % , % )

Groupe Activity of Activity of
AT plasminogen

Control 103 +13 25 %7

High cholesterokfed (HC)

10 days 106 7 21 %8

2 weeks 10013 23 £11

3 weeks 1090 £13 3113

5 weeks 105 £13 187

High cholestero fed plus airdrying (HCA)

3 days 102 6 3511

1 week 106 3 16 £3

2 weeks 10011 32%5

4 weeks 7418 68 =18
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