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[ ABSTRACT] Aim To investigate the effects of Tongxinluo and simvastatin on the expression of vascular endothelial growth

factor (VEGF) in rabbit aortic atherosclerotic plaques.
high cholesterol feeding.

studied by means of immunohistochemistry and Western Blot.

transcription polymerase chain reaction.

sclerotic plaques and the concentrations of ox-LDL and LDH.

Methods
The concentrations of oxidized low density lipoprotein ((ox-LDL) , nitric oxide (NO), nitric oxide syn-

thase (NOS) and lactate dehydrogenase (LDH) were determined.

The rabbit aortic atherosclerotic model was developed by

The levels of VEGF protein in atherosclerotic plaques were

The expressions of VEGF mRNA were studied by means of reverse
Results Tongxinluo and simvastatin decreased the levels of VEGF protein in athero-

Conclusion Tongxinluo and simvastatin can decelerate the

progression of atherosclerosis and protect the function of endothelial cells.
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Table 1. Changes of serum lipids in the four groups (; *s, mmol/L)

P LI 6 4 L5 8 B

S JH [ LDLC HDLC il = S JH [ 7 LDLC HDLC Hd = B
B 24.1%0.7 121%3 2.56%£0.09 7.9%2.1 16. 6 £5. 8 g 30 2.240.7  1.50%0. 10°
FAR AT A 23.8%0.6 14 %5 2.57%0.01 7%3 16.940.3*  8.2+0.6* 2.5%0.3  2.3%0.8"
Rk 23.3%0.6 13%6 2.06%0.21 6.5%0.3 26.5%0.4 21.3%1.3 2.57%0.18 6.3%0.5
E=pugictiil 1.3%0.5 0.710.3 0.31%£0.05 1.2%0.6 1.51%0.22  0.65%0.23 0.25%0.07 1.60%0.29

a: P< 0.05, 5524 6 AL

F2. BEAMBFENRRBERBEKPEL (s, HL)
Table 2. Serum ox LDL variety in the four groups

5 A L6 6 4 LI 8 B
EOLA 1440 1281 967 £17°
AR AT 4 1840 327 969 +43*
R E A 1715 £122 1974 £37
A A 937 £98 925 126

a: P< 0.05, 55256 6 F L.
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a: P< 0.05, 555G 6 B Lh#g.
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Figure 1. Serial sections stained with HE ( x 4)
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B2 BAOFGBHER  ANBLRA BRFMMITA: CHEEK
Figure 2. Serial sections stained with Mason trichrome ( X 4)
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Figure 3. Expression of VEGF in rabbit aortic artery by immunohistochemistry ( % 400)
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RS BENMEAREKEFEHRR REMBERNER
Western Blot F=#1#8 %3 I} B E T

Table 5. Ralative absorbense value of VEGF by RTPCR and by
Western Blot variety in the four groups (; *5)

RT-PCR Western Blot
Vi
n WL B n WL B
O A 8  0.434%0.205° 7 0.736%0.287°
SEARA T 4L 8  0.355%0. 108" 8  0.642%0.315
(=S i 9 1. 031 £0. 290 9 1. 144 £0. 523
a: P< 0.05, H5ERREHLE.
'] A i ¢ D

4. HEER —REMERNIMER M #4200 bp bric;
AL, BRFEMMITH; CARBREA; D AR
.

Figure 4. Expression of VEGF mRNA by RT PCR

5. Westen Blot ZEHENESHELER A NELHH: BA
FAAMITH; CORmIRIKETA:; D AT,
Figure 5. Expression of VEGF protein by Westen Blot
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