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Differences between functional and basal endometrium in women with adenomyosis based on
menstrual cycle

Proliferative phase

Secretory phase
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The immunoreactivity of ER, PR and activated caspase—3 in biopsy specimens was measured by modified
method of quantitative istogram score (Q-H score) as described recently (Ref. 11). The cell proliferation index

(Ki—67 index) in each tissue section was alculated by measuring the mean percentage of Ki—67—positive nuclei
among total cells in four different microscopic fields (200). The apoptotic index was defined as the number of

TUNEL positive apoptotic cells per 10mm’® unit area.
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