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The trend towards higher life expectancy observed over the past decades is accompanied by an increasing number of patients with
various diseases that often affect the cardiovascular, nervous, and metabolic systems. Since this has become a challenge for any
modern health system, a continuous demand to develop new treatments is emerging. As aging is affecting the whole body, research
and development of new therapies require flexible approaches looking at various organs and tissues and thereby integrating
conventional and modern state-of-the-art techniques. Based on our extensive pharmaceutical research expertise, Nuvisan ICB GmbH
provides comprehensive in vivo and in vitro platforms to support drug discovery programs for various therapeutic areas. Moreover, we
build model systems to identify and validate novel drug targets in age-related diseases and beyond. These activities are supported by
our in-house expertise in induced pluripotent stem cells (iPSCs) that allow the development of personalized therapies, as well.
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iPSCs for disease modelling and drug screening
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For inquiries, please contact: Simon.Thompson@nuvisan.com




	Folie 1

