®-3 PUFA Nanoparticles Attenuate Oxidative Stress and Restore Mitochondrial
Function via Antioxidant Payload Delivery
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Introduction
Nanotherapy against oxidative stress and restoring mitochondrial function
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Development of PUFA-LCNPs

To develop and characterize w-3 PUFA-based lipid nanoparticles for noninvasive, targeted Ta. '\“*-\:. . / . |
brain delivery of antioxidant drugs (ginkgolide B and quercetin), and to evaluate their - : -‘ Ho\TO {;“
efficacy in overcoming endosomal barriers, reducing oxidative stress, and restoring HO,, ™ |< |
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mitochondrial function /n vitro and /in vivo.
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Results and discussion
Structural characterization of hexosome and cubosome type LCNPs Regulation of anti-apoptotic proteins
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