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Histological analysis via hematoxylin and eosin staining was performed on tissues harvested from International, Inc., for the U.S. Department of Energy’s National Nuclear Security Administration
Npcl sgRNA-LNP (double dose-1.5mg/kg) treated mice along with controls (PBS treated). under contract DE-NA-0003525
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Sandia National Laboratories is a multimission laboratory managed and operated by National Technology & Engineering Solutions of Sandia, LLC, a wholly owned
subsidiary of Honeywell International Inc., for the U.S. Department of Energy's National Nuclear Security Administration under contract DE-NA0003525.




