Executive Summary
In recent decades, infertility has been rising, particularly in industrialized nations. At least 50% of infertility cases are due to male factors, such as lowered sperm counts and quality and cryptorchidism. It is thought that these symptoms, as well as others like testicular cancer, may share a common etiology; late-onset diseases may be the result of early exposure. This rise in infertility is correlated with an increased load of chemicals in the environment, particularly “endocrine disruptors,” chemicals which mimic endogenous compounds and bind to endocrine receptors. The altered phenotypes leading could result from environmental exposures to pesticides and other endocrine-disrupting chemicals. 

Exposure to one anti-androgenic compound, vinclozolin, a fungicide used in viticulture, produces anti-androgenic effects (lowered sperm counts, lowered sperm motility, incomplete tight junctions between Sertoli cells) for four generations in males, at a frequency high enough to suggest an epigenetic mechanism of action. To assess what, if any, role microRNAs (miRNAs) may play in mediating the effects of vinclozolin, two testicular cell lines from mice (TM3—Leydig, TM4—Sertoli) were cultured and exposed to vinclozolin or a control medium. Subsequently the cells were lysed, the total RNA was extracted and samples were sent for miRNA microarray analysis. 

 No miRNAs differed significantly in expression between treatment and controls in the TM3s, while the TM4s showed differential expression of 11 microRNAs. This suggests, perhaps, that vinclozolin targets the Sertoli cells in particular, and implies that miRNAs may be involved in eliciting the anti-androgenic effects.

