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' Department of Life Science, College of Natural Sciences, Hanyang University, Seoul 133-791, Korea
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Objectives: The early response genes induced by steroid hormones include important regulatory genes,
such as transcriptional regulatory factors. The aim of this study was to determine the expression of Fos-
related antigen (Fra-1, Fra)-2 mRNA gene and the localization of protein regulated by 17p-estradiol in
ovariectomized mouse uterus.

Materials and Methods: Ovariectomized (Ovx) ICR mice were treated with injection of 17p-estradiol
(300 ng/mouse) that was dissolved in sesame oil vehicle, and they received a single S.C (0.1 m/mouse)
injection. A pure estrogen receptor (ERs) antagonist, ICI 182780 (500 pg/mouse) was injected 30 min
before steroid treatment. Mice were killed 0, 2, 4, 6, and 12 hr after estrogen injection by cervical disloca-
tion. The levels of transcription factors were examined by reverse transcription - polymerase chain reaction
(RT-PCR). To determine whether these mRNAs were translated, cellular distribution of these protein was
investigated by immunochistochemistry.

Results: The levels of Fral and Fra2 were peaked at the time of 4 and 2 hr in the uterus of Ovx mouse
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