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P-6  p57kip2 was Involved in the Inhibition of Proliferation and
the Differentiation of Human Endometrial Stromal Cells

Sung Tae Kim', Sung Ki Lee', Myung Chan Gye’

' Department of Obstetrics and Gynecology, Konyang University Hospital,
’Department of Life Science, Hanyang University

Background & Objectives: Regulation of endometrial growth and differentiation through the activation
and inactivation of different cyclin-Cdks (cyclin-dependent kinases) at appropriate times is needed for
normal menstrual cycle, implantation and successful pregnancy. This study was to investigate whether
p57kip2 could be involved in the normal menstrual cycle and pathogenesis of human endometrium,
endometrial hyperplasia and endometrial cancer.

Method: The expression and localization of p57kip2 was assessed by semi-quantitative RT-PCR and
immunohistochemistry in human endometrium during the normal menstrual cycle and pathological tissues,
endometrial hyperplasia and cancer. For induction of in vitro decidualization, isolated endometrial stromal
cells (ESC) were cultured with 10 nM 17b-estradiol and 1000 nM progesterone for 14 days. The expression
of p27kip1, p57kip2 and prolactin was examined by semi-quantitative RT-PCR.

Results: During the menstrual cycle, mRNA level of p27kipl and p57kip2 is significantly increased in
mid-secretory phase. Expression of p57kip2 protein was detected in neither glandular nor stromal cells at
proliferative phase, endometrial hyperplasia and cancer. From early to mid-secretory phase, the expression
of p57kip2 in glandular cells was significantly increased. In stromal cells of late secretory phase, the
intensity of the staining for pS7kip2 was much stronger than that of early and mid-secretory phase. mRNA
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