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[ ABSTRACT]

mechanisms in the pathogenesis of hyperlipidemia.
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demia group and normal control group.

with normal diet.
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The changes of lipid metabolism and 5 kinds of Th1/Th2 cytokines were observed in two groups.

Tumour-Necrosis Factora;  Interferor ¥;  Mouce

Aim To establish a hyperlipidemia animal model and to study the immunologic injury and inflammtional
Methods 40 BALB/C mice were randomly divided into the hyperlipi-
Hyperlipidemia group were fed with higlr cholesterol diet(HCD) ; Control group were fed

Results

Interleukirr2 (IL-2), 14, II-5, tumour necrosis factora (TNF-a) and Interferorr ¥ ( IFN-Y) were 3. 75 £0. 07, 6. 16 £

0.55, 18.70£4.61, 57.97 6. 57 and 6. 17 £0. 76 ng/L in hyperlipidemia group.

total cholesterol (TC), triglyceride (TG),

no difference was noted in the levels of IFN-Y, 11-2 and 1174 (P> 0.05) .

II-5 and TNF-a (r= 0.79, P< 0.05). Conclusion

Compared with control group, the levels of

II-5 and TNF-a were significantly higher in hyperlipidemia group (P< 0.01). But

And there was obviously positive correlation between

Immunologic injury and inflammtional mechanisms played an impor-

tant role in the occurrence and development of hyperlipidemia and atherosclerosis.
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