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[ Abstract] Adolescence is a period of rapid growth and development, in which the endocrine system
is gradually mature. The physiologic changes of puberty including hair growth and menses could overlap with
the manifestations of polycystic ovary syndrome( PCOS) , which make it difficult to diagnose PCOS. Never-
theless, there is no uniform diagnostic criteria for PCOS in adolescence, most experts agreed that the criteria
should include hyperandrogenaemia and oligoamenorrhea ( menstruation >2 years). Moreover, there are no

standard management and treatment for this group, the major treatments are regarding hyperandrogenaemia

and oligpamenorrhea. Obese adolescents with PCOS may be motivated to lose weight. Complication should be
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addressed as well.
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