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that were fed by either an atherogenic diet ( hyperlipid, n= 5) or a standard diet( control, n= 5) and examined the resul-

Guizhou Minipigs;  Carotid Artery;  Atherosclerotic Plaque;
To investigate the atherosclerotic vascular remodeling by balloon hyperinflation and its possible

Injury was induced to the right carotid artery by balloon hyperinflation in 10 Guizhou minipigs
tant lesions 12 months later.  The vascular samples was divided into four groups: normal control group, control group
with balloon hyperinflated, hyperlipid group and hyperlipid group with balloon hyperinflated. =~ The related indexes of
vascular remodeling were observed by means of a computerized image analyzing system, the histopathological examination
was performed and angiotensin (g Ang , endothelin (ET), nitric oxide (NO), interleukin (IL)-6 of vascular tissues
were measured. Results Except the normal control group, there were an artery intima proliferation and pathological
vascular remodeling in three groups, especially the hyperlipid group with balloon hyperinflated group in which the maxi
mum intima thickness (MIT) and intima area (IA) increased from 0 to 1.20 £0. 07 and 2. 09 £0. 10 ( P< 0. 01) respec
tively, but external elastic laminal area (EELa) decreased from 15.21 0. 42 to 9. 94 £0. 32 and internal elastic laminal
area (IELa) deczeased from 11.38 £0.22 to 6. 14 £0. 16, minimum lumen diameter (MLD) deczeased from 3. 64 £0.
10 to 1. 50 %0. 05.
normal control group, Ang ET, IL-6 of vascular tissue in the group increased by 3.4, 4.5 and 3. 2 times respectively
(P<0.01).

modeling, Ang @ ET, NO, IL-6 and vascular tissue inflammation might play an important role in the process.

The lumen area (LA) of carotid artery in this group was decreased by 64% . Compared with the

Conclusion A single endothelium injury or hyperlipidemia could induce and/ or intensify vascular re-
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Figure 1. The staining photogram of the carotid artery staining
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Table 1. The histopathological analysis of the carotid artery
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Figure 1. The photogram of the carotid artery elastic fiber
staining of each group ( elastic fiber staining)

9 A n MIT(mm) TA(mm?) MLD(mm) LA(mm?) IELa(mm?)  EELa(mm?  MAa(mm?) LS % (%)

IEHEMA 5 0.00X0.00 0.00X0.00 3.64F0.10 11.38%0.22 11.38%0.22 15.21F0.42 3.83%0.06 0.00%0.00
RWGXEA 5 0.30%0.12*  0.5910.18° 2.98%0.08" 7.5610.20* 8.15%0.20° 12.05%0.25* 3.90%0.14* 7.22=%0.18°
SR 5 0.16%0.08" 0.40£0.09* 2.60*0.06" 6.62F0.11" 7.02=%0.18" 11.96%0.22* 4.95*0. 12" 5.70=*0.13®

(L EEOATE

1.20 0. 07 2.09 £0. 10™ 1.50 0. 05" 4.05£0. 12 6. 14 20. 16" 9.94 £0.32% 3.80F0.24° 34.0E2. 42%

a: P< 0.01, SIE®XEBAILLE; b: P< 0.01, 5RAANBALLE: ¢: P< 0.01, 5E RS LE .

IEF B4 Y IELa(mm®) = EELa(mm®) = 11.38 &
0.22, &% LA= IELa(mm®) - EELa(mm®) = 0,
MIT= 0, B 52 1 P B2 40 B HEZ 15, S0 Py 3k
T, FOE B O R R B HE R . LAk S IR,
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SR A B R, MIT JIA B B4 K, 5 1EH X8 40
b, HRF# R (P< 0.01), i MLD. LA.IELa
I EELa W B B98N P< 0.01), HAJtblE g b
Pt B e, MIT S IA & T s AR 45 4 ot B 2

(P< 0.01), MLD. LA.IELa Al EELa & X T &
R SRR P< 0.01), HAEHA(LA) A
IEH PR ZHAY 11. 38 0. 22 BiiEF 4. 05 0. 12, &
P TARR D 1K 64% o 455K R W, Fifh o A, &5
HEEMEh A H I T W LS = (R 1,
Table 1) M X7 KW, M & KN KEEE
(MIT) 58 gk 25 B (LS) KN IETH AR (1A) &
IEAZE, AR R 5 518 0. 99 F10.99( P< 0.01),
HERHEA(LA) 20K, r=-0.83, (P< 0.01),
EELa 5 LA 2IEM K, KX RECN 0. 83(P< 0.
01) » i BA PY 38 5 R I 35 4 28 2L R 3 5 T 3h ik ks
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Table 2. The content of ET, NO, Ang ® and I1-6 of the carotid artery

g M n W # (ng/ g) NO(mmol/ g) WEF/NO Ang & ng/ g) IL-6( ng/ )
1EH R 5 30.31%3.3 10.7%1.2 2.930.4 12.9%1.8 99.7%£11.3
hr Rt B 5 54.4 %4 7° 18.5%2.5° 2.9%0.6 16.4 %2, 4° 120. 1 £14. 0°
= e 2H 5 82.517.9® 18.3%3.6° 4.5%0.4% 28.31+3.5% 221.3 124, 2%
[ EEvR b 5 134.9 12, 2% 35.5 4. 4% 3.8%0.5% 43.9 4. 6" 322.2 +36. 6"

a: P< 0.01, SIEFHATHALE; b: P< 0.01, S ixt A E; o P< 0.01, 5ERA R
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