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Ammonia Production by exVive3D Liver Tissues
Following Treatment With Valproic Acid
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of tissue mass via loss of cell-cell junctions.

e H&E and perilipin staining of exVive3D Liver
tissues following 14 day treatment reveal
histology consistent with microvesicular
(lower doses) and macrovesicular (higher
doses) steatosis.

Safe Harbor Statement

Any statements contained in this report and presentations that do not describe historical facts may constitute forward-
looking statements as that term is defined in the Private Securities Litigation Reform Act of 1995. Any forward-looking
statements contained herein are based on current expectations, but are subject to a number of risks and uncertainties.
The factors that could cause actual future results to differ materially from current expectations include, but are not
limited to, risks and uncertainties relating to the Company’s ability to develop, market and sell products based on its
technology; the expected benefits and efficacy of the Company’s products and technology; the timing of commercial
launch and the market acceptance and potential for the Company’s products, and the risks related to the Company’s
business, research, product development, regulatory approval, marketing and distribution plans and strategies. These
and other factors are identified and described in more detail in the Company’s filings with the SEC, including its
prospectus supplement filed with the SEC on November 27, 2013, its report on Form 10-Q filed February 6, 2014 and
its transition report on Form 10-KT filed with the SEC on May 24, 2013 and our other filings with the Securities and

Figure 1: (Left) Representative image of single
exVive3D human liver tissue, measuring 2.5 x 2.5mm,
with a 0.5mm thickness. Representative images of
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