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[ ABSTRACT ] Aim To observe the effects of hyperlipidemia on the microvascular blood flow volume and oxygen
supply of the rabbit aortic wall. Methods Twenty male New Zealand rabbits were randomly divided into normal con-
trol group or high-fat diet group, 10 rabbits in each group, and were fed for 4 weeks.  Blood and abdominal aorta samples
were collected at the end of the study. The serum lipoprotein levels were measured by automatic biochemical analyzer,
microvascular blood flow of the rabbit aortic wall was measured by color microspheres technology.  Immunohistochemical
staining was used to observe the microvessel density and the hypoxia condition in abdominal aorta wall. ~ Hypoxia inducing
factor-lae (HIF-1ae) mRNA and protein expression of the arterial wall tissue were detected respectively by Western blot and
Real-time fluorescent quantitative reverse transcription PCR ( RT-qPCR). Results  Serum lipoprotein levels in high-
fat diet group were increased significantly compared to normal control group (all P <0.01). Color microspheres test re-
sult showed the microvascular blood flow of the aortic wall in high-fat diet group was significantly higher than that in the

normal control group [58.56 +6.21 wl/(min + g) vs. 39.17 £4.47 pl/(min « g), P<0.01], and the wall microves-
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sel density in high-fat diet group was also significantly higher than that in the normal control group (5.1 # 0.4 n/mm’vs.

2.7+0.7 n/mm’, P <0.01), as HIF-la expression also had no obvious changes in protein and mRNA levels (P >

0.05).

rabbit aortic wall, but does not affect the oxygen supply.

Conclusion
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Hyperlipidemia increases the microvessel density and microvascular blood flow volume of the

W R LR WRA TS, S WIS 5
1 SCXK( 7£)2010-0010, 2 % 4 5%, & KB WY #
£ 12 h, & & 20°C ~25°C, # A% & 40% ~70% |
EN RS2 B, AL A I # A R A A AR K
BH,FA10 R AWK EL R FMEZR(P
>0.05) , IFE % % P& 40 4k 42 45 "2 ¥ 45 B & I AR A
SHRERAB(EEE 1%, ZER7.5%, % ¥
5% , kA5 86.5% ) , & R R4 HER 100 g, 2
R R, B BRI N 4
1.3 IMAS7K 46

AT R4 12 h, B 4 # kR & B R A B oL
7080 4 H 3 A 6 A SUR I i 9 TR P B BE
B2 (‘total cholesterol, TC) . H W = Ef ( triglyceride,
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4L KRB ER L N 2 B SRR TR
A2 4% 20 min,4°C 8000 r/min &% 10 min, K £ +
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Table 1. Changes of serum lipids in the two groups (x £s, mmol/L)

4 4@ n TC TG HDLC LDLC
TE 5 ) IR 21 10 3.1+0.9 0.82+0.23 0.77 +0. 16 1.60 +0.62
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Table 2. Comparison of aortic wall microvascular blood flow

volume and microvascular density in the two groups(x +s)

P o LA o 3 B 1T A
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NP opi: e 10 39.17 +4.47 2.7+0.7
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Figure 1. Microvessel density of the aortic wall ( x200)
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Figure 2. HE staining ( x400) and HIF-1« immunohistochemical staining ( x200) of the rabbit aortic wall
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Figure 3. The protein expression of HIF-la in the
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