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[ ABSTRACT]

aneurysm (AAA) .

Abdominal Aortic Aneurysm;

Vascular Endothelial Growth Factor;

Aim To study the expression of hypoxia inducible factor- 1a (HIF-1a) and related genes in abdominal aorta

Methods 22 AAA specimens were collected and 6 normal abdominal aorta tissue were used as control.

Northern blot was used to evaluate the expression of HIF-1a mRNA.  Western blot and immunohistochemistry method was used to

determine the expression of HIF-1a, vascular endothelial growth factor (VEGF) and erythropoietin ( EPO) .
Results The expression of HIF- 1a was significantly higher in AAA than that in normal abdominal
The expression of VEGF and EPO were also higher in AAA ( P< 0.01).
The MVD counts were higher in AAA.

(MVD) was also studied.
aorta (P< 0.01).
m VSMC and adventitia of AAA.

Microvessel density

Most of the positive cells located
Conclusion HIF-1a may have an important role

in the onset of AAA, which may be obtained by promoting the expression of VEGF and EPO.
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Figure 3. The western blot of HIF-1a, VEGF and EPO
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Table 1. The expression of HIF 1a, related genes or changes of
MVD

LI SHRA (n=5) M E I (n= 22)
HIF- 1a mRNA 0.8% %0.3% 2.3% $0.8%*
HIF- la 14. 4% %6.3% 36.8% E11.2%*°
VEGF 6.0% *2.5% 25.9% *13.8%"°
EPO 11.4% *4.5% 29.2% *8.4%"
2 VeMC 77.5% *11.2% 48.2% *16.5%"°
MVD (/HP) 6.4% X2.6% 22.6% 18.3%"

a: P< 0.01, SxfiRALLLE.

EEE UM (v L)

Table 2. The comparison between clinical pathology and HIF-1a, related genes or MVD

I FA 1955 BE 45 AR n HIF-1a VEGF EPO 2 VSMC MVD (/HP)
12 = B kR B4
5.0~ 8.0 cm 13 29.8% £9.6%  21.6% *11.8%  20.2% £6.2%  59.0% *14.0% 19. 4% *6.4%
8.1~ 11.0 am 5 39.3% £12.8%" 29.2% £12.4%* 30.6% £10.0%" 37.0% £12.8%°  24.5% £8.5%"
> 11 em 4 52.0% £16.2%* 33.9% *15.0% 40.6% *12.8%* 28.4% *12.6%>  26.6% *11.8%"
98 1 4t o v
iv 6 21.2% %9.3%  18.5% £7.0%" 16.6% £6.9%  65.2% *18.5% 15.5% +4.7%"
@ 8 32.5% £8.7%®  26.0% £8.5%® 25.5% £7.0%® 48.3% t12.0%®  21.5% £5.9%®
5 41.9% £11.8% ™ 30.6% £10.0%" 32.6% +8.2%® 35.5% *13.2%™  28.0% *8.2%®
@ 3 54.2% £10.2%® 35.5% *13.0%" 47.3% £10.6% > 29.0% £10.5%"  35.5% 19.8%®
X R 2H 5 14. 4% £6.3% 6.0% *2.5% 11.4% *4.5%  77.5% *11.2% 6.4% 2. 6%

a: P< 0.01, SEFFRIT—4HE%E; b: P< 0.01, S5xFHBALK.
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