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[ABSTRACT] Ain To observe and canpare the expression of hem e oxygenase-1 and -2 i the bran of high fat and

diabetic mouse

(RT-PCR), W estem Blotting and mm unochem istry

Heme Oxygenase-l;  Heme Oxygenase2  Brain

M ethods H eme oxygenase expression was detected by reverse transcription polym erase chain reaction
Results M ore significant hem e oxygenase-l mRNA and protein
expression w ere observed both n the bram of high fat mouse and diabetic mouse¢ and the mRNA expression were 1 63
tmes and 1 60 tm es of those of control group E levated expression of hem e oxygenase-2 were observed only n the bramn of
diabeticmouse and the quantitative evaluation showed that hene oxygenase-2 protein was ncreased 1. 83-fold in the dia-

betic group cam pared w ith that of control group Conclusion H ane oxygenase was over-expressed in the brain of dia-

betic m ouse
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