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Fig.1 Histological findings of thyroid proliferative lesions in ovariectomized
rats given estradiol benzoate (EB) after DHPN and SDM treatment
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* . Significantly different from group 2 at p < 0.05.

Fig.2 Incidence and multiplicity of thyroid proliferative lesions in
ovariectomized rats given estradiol benzoate (EB) after
iodine-deficient diet (IDD) and MNU treatment



