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Preliminary Study in Women with Asymmetric Polycystic Ovaries
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Abstract: [Objective] To study the clinical features and the role of androgen receptor ( AR )
and insulin receptor ( IR ) in auto-para endocrine control of asymmetric polyeystic ovaries ( PCO ).
[ Methods ] 38 patients with asymmetric PCO were divided into 2 groups : polyeystic ovaries syndrome
( PCOS ) group ( n =13) and non-PCOS group ( n =25) . The symptoms, signs, biochemical parame-
ters and sonographic findings were compared between the two groups . The expressions of AR and
B-IR of stroma cells in PCO group and non-PCO group were detected by immunohistochemistry.
[Results] The incidences of abnormal menstruation , obesity and elevated LH/FSH were 92% |,
62% and 77% respectively in PCOS group with asymmetric PCO , which were significantly higher
than that in non-PCOS group with asymmetric PCO. The corresponding incidences were 28% ( P <

. 0.01), 20% ( P <0.05) and 12% (P <0.01 ) respectively . The expression of AR of stroma
cells in PCO and non-PCQO group were( 64 +12) PU and (161 £3) PU (P < 0.01 ) ; the expres-
sion of B-IR of stroma cell in PCO and non-PCO were (115 +35) PU and( 75) PU (P <0.01) .
[ Conclusion ) The clinical features of asymmetric PCO are heterogeneous. The presentation of abnormal
menstruation , obesity or elevated LH/FSH imply the onset of PCOS . The impairment of nega-
tive-feedback of AR and down-regulation of B-IR inside ovary may play a role in the pathogenesis of
PCO .
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