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The effects of hyperthyroidism on Iron content and heme oxygenase 1 expression of liver and spleen of rats”
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[Abstract| Objective To explore the effects of hyperthyroidism on Iron content and heme oxygenase 1(HO-1) expression of
liver and spleen of rats. Methods A total of 18 female SD rats were divided into hyperthyroidism for 4 weeks group(n=6) ,hyper-
thyroidism for 8 weeks group(n=6) and control group(n=6). Hyperthyroidism rats were induced by intragastric administration of
Euthyrox (Levothyroxine). And the control rats were given normal saline. The liver and spleen of rats were obtained after adminis-
tration, respectively. Iron of liver and spleen were stained by DAB enhanced Perls’ method,and the expression of HO-1 mRNA was
measured by reverse transcription polymerase chain reaction (RT-PCR). HO-1 protein was measured by Western blot and immuno-
histochemistry. Results Iron staining of liver and spleen of hyperthyroidism for 4 weeks group and 8 weeks group was significantly
stronger than those of control group.respectively. And Iron staining of liver and spleen of hyperthyroidism for 8 weeks group was
stronger than those of hyperthyroidism for 4 weeks group. The increase of HO-1 mRNA and protein expression was shown in liver
and spleen of hyperthyroidism for 4 weeks group and 8 weeks group (P<C0. 01). Moreover, the expression of HO-1 mRNA and
protein of liver and spleen of hyperthyroidism rats for 8 weeks group were higher than those of hyperthyroidism for 4 weeks group
(P<C0.01). Conclusion The hyperthyroidism induced increase of Iron content, HO-1 mRNA and protein expression of liver and
spleen of rats.
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