Study on the mechanism of phagocyte migration
to apoptotic cells : Analysis of the induction of
apoptosis and MCP-1 expression in regressive
corpora lutea of the rat
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B EDOEER Study on the mechanism of phagocyte migration to apoptotic
cells: analysis of the induction of apoptosis and MCP-1
expression in regressive corpora lutea of the rat
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Tb find a clue to clarifying the molecular basis for the phagocyte migration to the place where
apoptotic cells exist, I analyzed the occurrence of apoptosis, the expression of the gene coding for monocyte
chemoattractant protein-1 (MCP-1), and the accumulation of monocytes/macrophages in regressive corpora
‘lutea of the rat. A series of histochemical analyses with ovarian sectn'oﬁs revealed that the extent of Mcp-1
gene expression and apoptoéis simultaneously increases in luteal cells during the estrus phase, but that
cells containing MCP-1 mRNA and those undergoing apoptosis are distinct. Furthermore, examinations
with cultures of dispersed luteal cells indicated that both apoptosis and MCP-1 mRNA expression are
induced, at least in part, by the oxidative stress. Collectively, I propose the following pathway for
apoptosis- and MCP-1-dependent regression of the corpus luteum: 1) the oxidative stress induces apoptosis
~ and Mcp-I gene expression simultaneously but independently in distinct populations of luteal cells; 2
monocytes/macrophages are chemoattracted by MCP-1 toward regressive corpora lutea; and 3)
monocytes/macrophages eliminate apoptotic luteal cells by phagocytosis.
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PR BT Lot i ZOPH b—3 RN R —PIREA] 2-VADAmk OYITCEAIIEE
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