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Development of transdermal absorption enhancers
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In this study, based on the results of preliminary research, we reconsidered
the innovative tight junction (TJ) modulator/binder technology from the perspective of skin barrier
control. Our aim was to develop a technology for skin shield control that could contribute to the

transdermal delivery of pioneering biopharmaceuticals. We tackled this challenge and achieved the
following four results: ldentification of the key proteins constituting the TJ shield that play a
role in the skin barrier, Construction of a search system for active substances that regulate the
expression of these proteins, ldentification of multiple candidate molecules that regulate the
expression of these proteins, and Isolation of several molecules with activities that either
attenuate or strengthen the barrier. These results are expected to serve as foundational technology
for the transdermal administration of biopharmaceuticals
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