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Gap junctional intercellular communication (GJIC) and their critical role in testis
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Summary & Conclusion & Future perspective

<*Our study supports that environmental factors are likely one of the major *“*EDCs cause their male reprotoxicity through disturbance of MAPK Erk1/2
causes of male reproductive dysfunctions (mitogen-activated protein kinase extracellular signal-regulated kinases 1/2) and

»"We found supporting evidences for our research hypothesis, i.e. GJIC and Cxs = PKC (protein kinase C) signaling pathways and junctional and/or non-
are important, but overlooked functional biomarkers of male Junctional functions of Cx43
reproductive toxicants in somatic testicular cells “*GJIC should become an integral part of male reprotoxicity assessment and

»Well-recognized or potential endocrine-disrupting chemicals (EDCs, Fig.  relevant in vitro test batteries
4) such as vinclozolin, methoxychlor, triclocarban or triclosan induce a rapid **We are currently linking GJIC with functionality of somatic testicular cells

dysregulation of GJIC in testicular somatic cells, Leydic TM3 and Sertoli ~ rtesponses such as steroidogenesis, proliferation and apoptosis in 2D and 3D
TM4 cells cultures of testicular cells to improve male reprotoxicity assessment
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Structure-dependent GJIC activity of PAHs
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