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Relationship between Intimal Hyperplasia and Cyclooxygenase-2 Expression in Hyperchol-

esterolemic Rabbits Carotid Artery After Balloon Injury
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[ ABSTRACT] Aim To investigate the change of cyclooxygenase-2 in hypercholesterolemic rabbits carotid artery injured by
balloon and the relationship with intimal hyperplasia. Methods Twenty-five New Zealand male rabbits were studied. ~ They
were fed with atherogenic diet.  Four weeks later, balloon injury was conducted in right carotid artery respectively. A few rab-
bits were killed at 6 h, 24 h, 1 W, 2W and 4 W. Intimal hy-
perplasia was studied by histological morphology method.
Result
came more obvious at day 14 and in progression at day 28. The intima/ media ratio increased
as time went on (0. 032 £0. 004, 0. 030 0. 003, 0.030 0. 002, 0.251 £0.045, 1. 111 £0. 182 and 1. 448 £0.216). No
change was observed in control group.  Cyclooxygenase-2 mRNA expression was trace in the carotid atery of the hypercholester
olemic rabbits without balloon injury (0.5 0. 21, 0.5%0.25, 0.630.19, 0.6%0.26 and 0. 530.22). The expression in-
creased significantly after balloon injury as time went on (0.6 £0.22, 0.8 £0.24, 1.240.31, 1.6 %0.36 and 1.4 0. 32).
Conclusions  Cyclooxygen-

Balloon Injury;  Intimal Hyperplasia; Restenosis;  Carotid Artery

Blood samples and right carotid artery were collected in time.
The expression of tissue cyclooxygenase2 mRNA was determined by
reverse transcriptiorr polymerase chain reaction. Intimal hyperplasia was present at day 7 after balboon injury, be-

The media area was not changed.

After balloon injury cyclooxygenase-2 expressed stronger in injury group than in control group.
ase 2 expressed stronger in injury group than in control group, which indicated that cyclooxygenase-2 may play an important role in

restenosis caused by balloon injury.
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S 4 BB TG TC B & T NIkl (P<
0.001), M H 41 L. GPT.GOT LR EZEMER(P>
0.05), W3 1(Table 1) »
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Table 1. Changes of characteristics of hypercholesterolemic
rabbits

& W NIER (n= 25) 4 8 (n=23)
Tl =8 (mmol/L) 0.76 £0. 11 12.3£3.2¢
SHEEE (mmol/L) 1.43 0. 12 25.2+4.3°
GPT (u/L) 40.6%3.5 38.5%4.2
GOT (/L) 22.6%3.3 20.3%3. 1
T4 (% 10%/1) 8.312.4 8.812.7

a: P< 0.001, 5 NikifEEi.
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S(P< 0.05), W3 2 F1E 1(Table 2 and Figure 1)
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0.5 0. 25.0. 6 £0. 19.0. 6 £0. 26 % 0. 5 *0. 22, #
0435104 0. 6 0. 22.0. 8 £0. 24.1. 2 £0. 31.1. 6
10.36 [ 1.4 %0. 32, 24 h i} COX-2 mRNA HIEik
At A B B N (P< 0.05); 1 A2 A4 B
COX-2 mRNA KR IEH: 24 h BB IN(P< 0.05) .
T 2( Figure 2) .
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4.
Figure 1. Changes of intina after balloon injury

%2 WIEER.PEERUR AR PEERL (v ts)

Table 2. Intimal and media area and ratio of intima and media

P S THI AR BRATEA W JE/
(mm?) (mm?) rp B IR L
of B 0. 012 £0. 003 0. 382 %0. 051 0. 032 0. 004
6h 0. 011 £0. 002 0. 393 £0. 045 0. 030 £0. 003
24 h 0. 012 £0. 004 0. 401 £0. 053 0. 030 £0. 002
1 0. 108 £0. 009* 0. 412 %0. 055 0.251 0. 045
2 0. 453 0. 135° 0. 408 0. 062 1. 111 0. 182°
4 0. 628 £0. 098* 0. 431 %0. 058 1. 448 0. 216"

a: P< 0.05, 5HT—H B

A SNHHE, B oA fE 6 h, C AHIGJE 24 h, D ABMGJE 1, E tififE 2 A, FoASE
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Figure 2. Expression of cyclooxygenase 2 by RT-PCR
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F*(r=0.316, P< 0.05) .
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