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Endocrine Disruption and Environmental Medicine
Yueh Yi Lee', Wei Ren Tsai'

! Division of Applied Toxicology, Agricultural Chemicals And Toxic Substances Research Institute,
Council Of Agriculture, Executive Yuan

Abstract
Endocrine disruptors, which can change the function of endocrine system and
affect organism and offspring health, comprise natural, synthetic and industrial
chemicals and result in sperm decreasing, reproductive abnormal, cancer, and
neuronal development. Here for determining pesticide endocrine disruptor regulation
making trend, first, endocrine disruptor identification and screening status in EU and
USEPA is reviewed. Second, systemic evaluation and its applying cases are revealed,
and the last, strategies of endocrine disruptors evaluation in our country is
introduced. In addition, the evaluation method of how to identify an endocrine
disruptor is recently established and concluded in 2011. The basic concept of systemic
evaluation is weight of evidence (WoE), and the evaluation methods are based on
OECD (Organisation for Economic Co-operation and Development) and USEPA (US
Environmental Protection Agency) guidelines. For any pesticide, three endocrine
pathway including androgen, estrogen, and thyroid pathway interferences can be
evaluated, and these results and information may be used as cornerstone and
references for risk assessment or policy making.
Key words: endocrine disruptor, weight of evidence (WOE)
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