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Abstract: Objective To establish an effective method of setting up an animal atherosclerosis model that simulates

the human atherosclerosis disease after long-term exposure to low

doses of low toxic organic phosphate pesticide. Methods

Healthy Sprague Dawley rats,half male and half female,were divided randomly into two groups equally:normal dieted group,
high-cholesterol dieted and injected intraperitoneally with a low-dose Trichlorfon( HCHL + Trichlorfon) group. TC,TG,HDLC
and LDLC in serum were detected 0,4 and 8 weeks from the start. Then the rats were killed separately and their arteries were
isolated and fixed in 10% formalin for HE staining. Aortic histomorphology changes were observed by HE staining.  Results

On the 4th,8th-week after treatment, the levels of TC,HDLC,LDL-C and the value of Al in HCHL + Tichlorfon group were
significantly higher than those in normal diet group (P <0.05),but the ratio of HDLC and TC were significantly lower in
groups with HCHL + Tichlorfon than those in groups with normal diet (P <0.05). The damages of the aortas in normal diet
group were lesss severe than that in model group. So the successful model was made.  Conclusion An atherosclerosis model

of rats can be successfully established with Trichlorfon plus high-cholesterol diet,this study provides the animal model for in-

vestigating human atherosclerosis disease after long-term exposure
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to low doses of low toxic organic phosphate pesticide.
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Table 1 The weight of heart/weight of rats at the experi-

mental end(n =6)
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A4 190 £15*  0.6122 +0.0451° 3.24 +0.19

a; SGXRALE, P <0.01
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Table 2 Comparison of the levels of TC and TG in the two groups(n =6)

TC( mmol/L) TG (mmol/L)
ZH 5
0 4 8 JH 0 JA 47 8 J#]
Xf BRZH 1.44 £0.36 1.48 £0.13 1.40 £0.19 0.53 £0.20 0.57 £0.13 0.85 £0.20
IR 1.40 £0.31 16.52 +3.13" 12.27 +1.75° 0.48 £0.13 0.72 £0.37 0.55+0.19
EXF B4 AL a: P <0.01,b: P <0.001
£3 WHKXRIME HDLC.LDLC £E2LE (n =6)
Table 3 Comparison of the levels of HDLC and LDLC in the two groups(n =6)
HDLC ( mmol/L) LDLC( mmol/L)
ZH 51
0JA 4 8 JH 0JA 4 8 J
pogiE| 0.98 £0.16 1.12 +0.08 1.06 £0.19 0.35 +0.26 0.27 +0.18 0.18 +0.08
FERI A 1.01 +0.18 1.50 £0.20¢ 2.15£0.21" 0.33£0.19 14.87 +3.07° 9.90 +1.95°
SXRAL &S a: P <0.01,b: P <0.001,c:P <0.05
*x4 FHEARMTE HDLC/TC tL{ES AI ELLLE (n =6)
Table 4 Comparison of the number of HDLC/TC and Al in the two groups(n =6)
HDLC/TC Al
20 5
0 J4 4 4 8 JH 0 J4 4 J4 8 J4
Xif HEZH 0.72+0.11 0.76 £0.09 0.76 £0.06 0.44 £0.26 0.33+0.18 0.72 +0.11
[ RIEE | 0.73 +0.05 0.09 +0.02" 0.18 +0.04% 0.38 +0.11 10.11 £2.24° 4.77 +1.16"

5§ B4 A a: P <0.01,b: P <0.001
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Fig.1 Pathologic picture of rat’s aorta ( A:control group,B:model group)and liver ( C:control group,D:model group ) un-

der light microscope ( HE staining,40 x 10)
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