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The Huayu Qutan recipe

Aim To observe the effect of Huayu Qutan recipe on regulating the expression of HIF-1a/VEGF/

VEGFR-2 pathway on the aortic lipid plaque in As rabbits and to explore the mechanism of the Huayu Qutan recipe on the

atherosclerotic plaque. Methods

and the experimental group (n=45).

immune-induced endothelial injury and by feeding with high-fat diet.

Sixty New Zealand rabbits were randomly divided into the control group (n=15)

Rabbits in the experimental group were prepared as atherosclerotic rabbit model by

The control group was given normal feed. After 8

weeks, the rabbits in the experimental group were randomly divided into the model group, the Huayu Qutan recipe group

and the Simvastatin group.

group were given the same volume of saline, one time a day for 4 weeks before taking materials.

(TG), total cholesterol (TC),

(HDLC) in serum were detected by the automatic biochemical analyzer.

to observe the pathological changes of the aorta in rabbits.

aortic wall.

Each group was given the corresponding drug intervention;

Immunohistochemical method was adopted to determine CD31 mean optical density value.

the control group and the model

The levels of triglyceride

low-density lipoprotein cholesterol ( LDLC) and high-density lipoprotein cholesterol

HE staining and the oil red O staining were used

The thickness of the intima and tunica media was measured in

The contents of

hypoxia inducible factor-lae (HIF-1a) and vascular endothelial growth factor( VEGF) in serum were detected by ELISA.

Western blot was used to detect the expression of HIF-1ae, VEGF and VEGFR-2 in the aorta.

Results  Compared with

the control group, the levels of TG, TC and LDLC in the model group were significantly increased ( P<0.01) and HDLC

levels were significantly decreased (P<0.01).

Huayu Qutan recipe group and the Simvastatin group were significantly decreased ( P<0.05 or P<0.01) ,

was significantly increased (P<0.05 or P<0.01).

media were significantly increased in the model group ( P<0.01) .

Compared with the model group, the levels of TG, TC and LDLC in the

and HDLC content

Compared with the control group, the thickness of intima and tunica

Compared with the model group, the thickness of inti-

ma and tunica media were significantly decreased in the Huayu Qutan recipe group and the Simvastatin group ( P<0.01).

Compared with the control group, the CD31 mean optical density value were significantly increased in the model group (P<

0.01).
Qutan recipe group and the Simvastatin group ( P<0.01).

large number of foam cells and lipid deposition in the model group.

simvastatin, they were significantly improved.

significantly increased in the model group (P<0.01).

were significantly decreased in the Huayu Qutan recipe group and the Simvastatin group ( P<0.05 or P<0.01).

Compared with the model group, the CD31 mean optical density value were significantly decreased in the Huayu

Pathological staining showed the aortic intimal hyperplasia, a

After the treatment of the Huayu Qutan recipe and the

Compared with the control group, the contents of HIF-1la and VEGF were
Compared with the model group, the levels of HIF-1a and VEGF

The ex-

pressions of HIF-1ae, VEGF and VEGFR-2 in the aorta of the model group were significantly higher than those in the normal

group (P<0.01).

VEGFR-2 in the two groups were significantly lower than those in model group (P<0.01).

After treated by the Huatan Qutan recipe and the Simvastatin,

the expression of HIF-1ae, VEGF and

Conclusion The Huayu

Qutan recipe stabilizes the As lipid plaque and the mechanism may be related to the regulation of HIF-1ae / VEGF / VEG-

FR-2 pathway to inhibit angiogenesis.
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% 1. RAR%ME TG, TC.LDLC K HDLC & &b (x=s, mmol/L)
Table 1. Comparison of serum TG, TC, LDLC and HDLC levels in each group of rabbits(x+s, mmol/L)

Iy H n TG TC LDLC HDLC

X R4l 6 1.35£0.23 8.57+2.18 6.61+2.66 2.03+0.40
2] 6 9.55+1.31" 55.18+9.98" 33.90+7.96" 1.21+0.40°
TRy 21 6 3.00£0.68° 27.78+6.44° 23.89+5.83° 1.95+0.45"
FERAITAH 6 2.72+0.68°¢ 24.83+5.04° 24.46+5.55" 2.09:+0.64°

a N P<0.01, 5% B4 LA ;b i P<0.05,c Jg P<0.01, SHERIZ T,

2.2 IniF HIF-1a #1 VEGF 7K F

5%} HRAH b AR R4 if 7 HIF-1a Al VEGF &5
I ET R (P<0.01) s GBI L, (iR Ty
4 AR VT 4110 % HIF-1o F1 VEGF 2 2 Y B A%
(P<0.05 5 P<0.01;%2)

xR 2. HAKRIME HIF-1a, VEGF K F LLE (x+s,ng/L)
Table 2. Comparison of serum HIF-le and VEGF levels in
each group of rabbits(x+s,ng/1.)

4y H n HIF-1a VEGF

POl 6 1.92+0.09 27.07+2.91
TR 6 2.46+0.07" 36.39+2.65°
IR 6 2.25+0.09° 32.63+1.35"
SEARAL T2 6 2.24+0.09° 33.23+2.34"

a i P<0.01, 5% B4 [L# ;b 9 P<0.05, ¢ g P<0.01, S5 REiAI 44
Hgx
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7
D
B 1. FARE TR HE B LR (200x)

B MR, C AR AL, D S ARABTT 4
Figure 1. The HE staining result in aortic wall(200x)
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Table 3.Comparison of intima and tunica media thickess in

aortic wall(x+s,pm)

Ir 4 n PN R R rh IR

X B2 6 4.50+0.61 143.04£13.97
A2 6 341.37+37.14" 245.05+20.86"
AT 6 108.96+21.01° 160.69+22.18"
AT 40 6 97.76+16.86" 144.52+17.60"
a A P<0.01, 5% HA4H Lhds ;b o P<0.01, SHORIL LA,
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gD, LY AT UG A B YR (& 2)

C
2. BARRENIHL O REER
BRI, C AR HEBTT 4L, D AT 4L,

Figure 2. The oil red staining result in aortic wall
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Figure 3. The CD31 immunohistochemical staining in aortic
wall (400x)
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Figure 4. The protein levels of HIF-1a, VEGF and VEGFR-2 in aortic wall
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