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and rabbits underwent balloon injury to the abdominal artery by oversized angioplasty balloon.
terized by histochemistry, morphometry, immunohistochemistry and transmission electron microscope.
thickness significantly increased at all time points comparing with normal vessels.
d, whereas at 14 d, the cell density reverted toward the baseline.
d and 7 d respectively, and it reduced to normal level at 14 d.

positive staining for actin at 3 days, and strongly positive at 7 and 14 days.

ments and marked dilated rough endoplasmic reticulum at 7 and 14 days after injury.

the involvement of the adventitia in vascular repair process.

Fibroblasts
[ ABSTRACT] Aim To assess the response of adventitia and adventitial cells after arterial injury.

Methods Newzeal-
Adventitial changes were charac
Results  Adventitial
Cell density reached the maximum level at 7

Meanwhile, the cell proliferation index rapidly increased at 3

At 7 and 14 days after injury, The adventitia exhibited weakly

Adventitial cells displayed numerous actin microfila-

Conclusions  This study demonstrated

The hypercellularity of the adventitial layer, proliferation fibroblast,

and modulation of their phenotype to myofibroblast are associated with the thickness of adventitia.
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Table 1. The changes of vessel thickness after abdominal ar-
tery injury in rabbits (x £s5, n= 7, Hm)

Groups Adventitia Media Intima
Control 210 £32 233124 1017
Injuried 3 d 652 Ta4® 210 28 80 10
Injuried 7 d 688 32" 241 %26 245 130"
Injuried 14 d 667 128" 226 £27 492 45"
Injuried 28 d 587 £33¢ 223136 920 +57

a: P< 0.05, b: P< 0.01, compared with control group.
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Table 2.  The changes of the cell proliferation in adventitia af-
ter abdominal artery injury in rabbits (» Ts, n= 7).

Cell density Proliferation
Groups
( % 10°cell/m?) index (%)
Control 2.89£0.29 2.8%0.7
Injuried 3 d 6.76 0. 48" 4.2 %5 6
Injuried 7 d 7.22 £0. 26 34.817.4°
Injuried 14 d 3.56 0. 34 5.6%1.2
Injuried 28 d 2.87%0.27 3.240.9

a: P< 0.01, compared with control group.
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Figure 1. The changes of a-actin staining in adventitia after
abdominal artery injury in rabbits (LM x 1000) .  A: Injuried 7 d;
B: Injuried 14 d.
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Figure 2.  The ultrastructural changes of adventitia cells after
abdominal artery injury in rabbits (TEM x 6000) .  A: Injuried 7
d; B: Injuried 14 d.
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