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Effects of WuFu Xinnaoqing on Blood Lipid, Oxygen Free Radical and
Histomorphology in Rat Model with Experimental Early Atherosclerosis

DING Qi-feng* , WANG Jue , HUANG Jin-hong,ZHANG Cha, AN Zhan-jun
Hebei Municipal corps Hospital , People’ s Armed Police Forces of China ,Shijiazhuang 050081 ,China

Abstract; The objective of this study was to discuss the effects of WuFu Xinnaoqing ( WFXNQ) on blood liqid, oxygen
free radical and histomorphology in rat model with experimental early atherosclerosis. The rat model was induced by feed-
ing lipid emulsion. The experimental rats were then gavaged with low, medium and high doses of WFXNQ (0.31,0. 62
and 1.24 g/kg) and fenofibrate (20 mg/kg) for 10 weeks followed by the detection of the total cholesterol (TC) ,tri-
glycerides (TG) ,high density lipoprotein cholesferol (HDL-C) ,low density lipoprotein cholestorol (LDL-C) ,MDA , su-
peroxide dismutase (SOD) activity in rats’ serum of each groups. In addition, the tissue slices and super thin slices of
rat carotid artery were prepared and observed under light microscopy and electron microscopy for pathological changes.
The results showed that compared with model group,the serum TC, TG and MDA Levels of WFXNQ treatment groups
were significantly reduced (P <0.01). The HDL-C level, SOD activity of sample groups were significantly higher that
these of the model group (P <0.05,0.01). The light microscopic and electron microscopic observation results showed
that the injury of rat tissues in WFXNQ treatment groups were significantly reduced compared with that of control group,
in which the medium dosage of WFXNQ treatment group (0. 62 g/kg) showed the most significant change. Based on the
above results, it was concluded that WFXNQ had preventive and treatment effects on experimental early atherosclerosis
by regulating blood fat,lowering fat deposition on artery walls, scavenging oxygen free radicals and inhibiting the genera-
tion of lipid peroxidation products.
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Table 1  Effects of WFXNQ on serum lipid of rats with early atherosclerosis ( x + s )
451 A(n) Fl (g/kg) TC TG HDL-C LDL-C
Groups Dosage (g/kg)  (mmol/L) (mmol/L) (mmol/L) (mmol/L)
TEH# 2H Normal groups 10 - 1.13+0.26  0.48 £0.12 0.37 +0.09 0.69 +0.17
HEFIZH Model groups 9 - 18.30 £3.91* 0.85+0.08* 1.45+0.27* 11.13+2.15*
k3% D 4R4H Fenofibrate groups 9 0.02 10.58 £3.59% 0.42+0.03% 2.49£0.53%  7.56+2.08%
AR IR AR 4] WEXNQ low dose 10 0.31 11.78 £2.58% 0.54 £0.117%  1.98 £0.51%% 7.31 £2.54*
FLAR OGR4 WFXNQ medium dose 10 0.62 7.39 +1.38%  0.40 £0.04™ 2.54+0.73%  5.34+0.85%
FAR R T ) 4L WEXNQ high dose 10 1.24 9.22+1.93%  0.47 £0.16™  2.06 £0.56%* 7.24 +1.12%
E: HIEH R E, * P < 0.01,**P < 0.05; SHAA L, *P < 0.01,%%P < 0.05,

Note : compare with normal group,* P <0.01,** P <0. 05 ;compare with model group, *P <0.01,** P <0.05.
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Table 2 Effects of WFXNQ on SOD and MDA of rats with early atherosclerosis ( x s )

4 5 H(n) Fiilkss SOD MDA
Groups Dosage (g/kg) (U/mL) (noml/mL)
TE % 41 Normal groups 10 - 247.25 £49.44 0.69 +0.24
HERIZ4] Model groups 9 - 175.31 £44.20* 3.41 +£1.14*
3% U1 454 Fenofibrate groups 9 0.02 2528.90 +34. 14* 1.65+0.75%
AR AR A AL WEXNQ low dose 10 0.31 235.41 £45.83% 2.53+0.72%
FAG O I T 4 WFXNQ medium dose 10 0.62 279.01 +45.41% 1.58 £0.41%
TR R 74 WEXNQ high dose 10 1.24 238.70 +44.38* 2.34+0.72%
TF SRR R4, * P <0.01; SR04 s, * P <0.01,

Note : compare with normal group, * P <0. 01 ; compare with model group, * P <0.01.
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Fig. 1 Light microscopy of endothelium of rats in different groups ( HE x400)
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Note: A. foam cell; B. calcium salt precipitate ; C. cholesterol crystal; D. EC ablate ; E. inflammatory cell infiltrate
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Fig.2 The scanning electron microscopy of endothelium of rats in different groups (SEM x 1000 )
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Fig. 3 The transmission electron microscopy of endothelium of rats in different groups ( TEM x 4000 )
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