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[ABSTRACT] Aim To swudy whether very low density lipoprotein (VLDL) vaccination in neonatal rats could -
duce mmue tolerance against VLDL and explore the neonatal vaccination’ s effects on blood lipids and endothelin

M ethods 40W istarmale rats (weight 150~ 180 g) were selected hyperlipidem ic rats were buily VLDL were distilled
by density-grad ient centrifuge and the protein contentwasmeasured  The neonatalW istarmale rats were selected w ithin 4
hours and divided nto wo groups randan Iy while VLDL group was itraperitoneally mjected @ 3 mg VLDL and control
group salme A fier 3 weeks part of ratsw ith VLDL were challenged the serum antrVLDL wasm easured Then the rest of
rats were given high fat diet for 60 days the capacity of T cell proliferation the level of serum lipids and the level of serum
endothelin were m easured respectively. Results Canpared w ith control group serum antirVLDL and the capacity of T
cell proliferation m VLDL group were significantly reduced (P < Q 05).  There were no significant difference on serum
lipids and endothelin between the wo groups Conclusion N eonatal VLDL vaccmation could mduce specific mmune

tolerance
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