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iv - Insulin-like Growth Factor-1
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1 - Genital Masculinization
ii - Adrenal Hyperplasia
1ii - Behavioral Masculinization
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viii - IR substrate
ix - Steroidogenic Acute Regulatory Protein
x Rate-limiting
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i - Insulin promoter factor 1

ii - Insulin-like Growth Factor1 Receptor

iii - IR-1: insulin receptor substrate-1

iv - Non-alcoholic fatty liver disease

v - UDP- glucose ceramide glucosyltransferase
vi - Insulin—like growth factor

vii- Mitogen-Activated Protein Kinase Kinase 4
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iii - Dihydrotestosterone, or Sa-dihydrotestosterone
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ii- Connecdenn family
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v - Menstrual cycle
vi - World Health Organization (WHO)
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i - Mono-(2-ethylhexyl) Phthalate

ii - A4-androstenedione

iii - Adrenocorticotropic hormone

iv - Hypothalamic—Pituitary—Ovarian axis (HPO axis)
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ix - Tissue Plasminogen Activator

X - Activin beta

xi - Follistatin

xii- Tumor necrosis factor alpha

xiii - Flutamide: Androgen receptor antagonist
xiv - Transforming growth factor-f1 Receptor
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i - POA: Preoptic area

ii - Defeminization

iii - Signaling Pathways

iv - Dual Specificity Phosphatasel

v - Apoptosis

vi - Stress response

vii- A Disintegrinand Metalloprotease with Thrombospondin
Thrombospondin motifs-1

viii - Plasminogen Activator Inhibitor
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Abstract

Introduction: Prenatal exposure to excess androgens, as environmental factors affecting the
fetal epigenome, and also a potent agent for developing special phenotypes in adulthood, has been
the subject of many studies during recent decades. Results of various molecular studies
conducted in this area indicate that exposure to androgens, during certain periods of growth and
development of the fetus, affects cellular processes, tissues and organ development leading to
phenotype and behavior alterations, one of which is causing susceptibility to polycystic ovary
syndrome in adulthood. Testosterone, the most important androgen, has interfering effects in
metabolic and endocrine pathways, usually a result of epigenetic changes. In recognition of
diverted pathways leading to the development of disease conditions and considering possible
interventions at the molecular level in these directions, control of prenatal environment and
conditions can be taken to account as the first and most important step in prevention of related
diseases. This article reviews the studies on the epigenetic and gene expression changes of
various biological pathways as a result of this exposure, using the polycystic ovarian syndrome as
an appropriate model to illustrate this exposure.
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