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[ ABSTRACT]
Methods The models of diabetic rats were made by injecting streptozocin into rat” s abdomen.
At one month, the third month and the fifth month, the rats’ arterys were

Hyperglycemia;  Atherosclerosis; Tumor Necrosis

Aim To explore the relationship between free fatty acids and atherosclerosis disease in diabetic rats.

Wistar rats were divided into four
groups: three diabetic groups and one control group.
collected as experimental material to observe atherosclerosis and to exame the expression of interleukirr 6 and tumor necrosis factor
aby using immunohistochemistry method, at the same time, plasma free fatty acids, cholesterol, triglyeride, hight-density lipopro-

tein, low-density lipoprotein, plasma glucose were examined. Results Plasma glucose, free fatty acids, triglyeride, and

cholesterol level in diabetic group were higher than that in the control group and the concentration of nitric oxide in diabetes were

lower than that of normal rats. Conclusions The diabetic rats model which only have hyperglycemia have atherosclerotic dis-

ease. Increase of free faity acids may be a risk factor of atherosclerosis disease in diabetic rats.
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Figure 1. The appearance of arteriosclerotic changes in each group ( x 400)
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i% ;
A ot
X {“ B ; " D i
’ b X

“ ook . LN e e

, 4 g \%‘ R “'Tf‘"a< = x.v.

4 . / t R A $ b

o - . “
#4 - . 2 . & A
L A e " L Y &
PR QQ; -,,;. -, : & %
A , ~h . s y _; : §

B2 FEBMBANE 6 FMMEREET o MRBEERUERIE AN CAHANEN K 6, BRI K T KPR EXIE,

FF LA B 85 5 B AT D AR SRBEIR 1 a, B PRBURLZE A B2 N Bkl k. A F0C OB JR P 4L; B A D X IR AL .
Figure 2. Expression of II-6 and TNA-a In each group ( by immunohistochemistry staining)
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Table 2. Fasting plasma glucose, total cholesterol, highr density lipoprotein, low- density lipoprotein, triglyceride, nitric oxide and

free fatty acids levels in streptozotocimr induced diabetic rats from(in) different group

s i % 1 I b TC HDLC LDLC TG NO FFA
(mmol/ L) (mmol/L) (mmol/ L) (mmol/ L) (mmol/L) (Umol/ L) (mmol/L)
xf RE2H 15 4.3%0.9 1.34 £0.25 0.68%0. 10 0.70 %0. 02 0.40%0. 16 260 £93 0.31 £0.22
DM1 41 12 14.2%1.6° 1.41%0.36 0. 68 £0. 19 0. 68 £0. 02 1. 03 to0. 88" 160 £87 2.08 %0. 61"
DM3 41 12 18.4%1.3" 1.49 *0. 12 0. 68 £0. 06 0.69F0.01  0.9220. 66" 117 £42* 1.59 £0. 59"
DM5 41 14 20.2+1.7 1.30%0. 14 0. 68 0. 04 0.71%0.01 0. 86 £0. 36" 178 £51° 1.82 *o. 16*

a: P< 0.01, b: P<0.05, S5xfM4LLH.
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