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Aim To explore the changes of plasma tissue plasminogen activator (tPA), plasminogen activator mhibitor
(PAI) activity, collagen degradation and osteopontin gene expression during vascular restenosis development. Methods The
activities of tPA and PAI were measured by tPA and PAI kits, Northern blotting was used to detect osteopontin gene expression.
Results  The activity of tPA increased at 3 d after de— endothelization, and peaked at 7 d , the level of tPA increased from 296.
1 £120. 2 TU/L ( control group) to 856.2£195.3 TU/L (7 d).  The results of hydroxyproline concentration showed that the col-
lagen degradation increased at 3 d and peaked at 7 d after de— endothelialization, about 1. 6 times compared with the control.
Osteopontin gene expression was remarkably induced by de— endothelization, the peak expression was at 3 d after operation, and

was about 5 times comparing with the control, then osteopontin gene expression decreased and returned to the control level at 14 d

after operation.
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Conclusions  Osteopontin, collagen turnover and tPA take part in the process of vascular remodeling dur-
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Figure 1. The changes of plasma tPA and PAI activity in
control and de- endothelialized rats.
tPA: TU/L; PAIL: AU/L.

a: P< 0.05, compared

with the control.
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Figure 2. Measurement of collagen degradation in control
and de— endothelialized rat aortas. a: P< 0.05, compared with

the control.

2.3 BEMEBREEFEEHNTL
WK 3(Figure 3) ATz, AT BEFN P Bz 3 e A [R]
B[R] 3= B Bk B B RNA 58 HF 88 1 cDNA $R 4T



98

ISSN 1007-3949 Chin J Arterioscler, Vol 8, No 2

AL G, 1E 188 ML I — F R X . WARSAF
5 K5 B AT A, X BRI B R IE PR ARAR, T
TSN BRI G 2R R B EFS, TR
JRER 3 RIB R, HaREEL R IRALN 5 1%, 25
HRIRIE TR HT T B, RJE S 7 RAX AR 2.7
5 14 RIKE BN IRKF

"

A
120
-
Z = | B
= £ 90 b
— t
Z = 60 | ' ‘ .
=z I |
> = 30 L —
) =l —aal === —
control 3 7 14 21
Time(day)
B

3. MEAKFBREEHEEERRENEL.
Figure 3. Northern blot analysis of osteopontin mRNA ex-
pression in control and de- endothelialized rat aorta. A : auto-

radiogram; B: densitometric scanning.
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