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ABSTRACT Characterization of liver tissues and primary human cells from non-diseased and NAFLD/NASH donors Bioprinting with Disease-origin Cells
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. NAFLD/NASH (NAS 3+) specimens. A: Immunostaining for CK18 (red). Cell-membrane localization (blue arrows), cytoplasmic localization (yellow arrows), and peripheral localization due to displacement by lipid
globules (white arrows). B: In situ hybridization with probes for aSMA (red) and Reelin (blue) (Advanced Cell Diagnostics, Inc.). C: Immunostaining for CD68 (red) and aSMA (green). D: Immunostaining for Collagen
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occasional co-expression of aSMA and Reelin (panel B). Reelin+ HSC were infrequently associated with lipid-laden hepatocytes and the aSMA+ cells were frequently associated with the developing bands of fibrosis
throughout the lobule, as was the expression of Collagen 1 (panels B-D). CD68+ Kupffer Cells were present with slightly greater frequency in NASH-origin tissues and could be found dispersed throughout the model.
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with NAFLD/NASH and fibrosis at the mRNA and protein level.
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Isolation Method ) digestion + percoll selection of CD11b digestion + Nycadenz digestion + elutriation* Safe Harbor Statement * 3D bioprinted liver tissue generated using NPCs from a diseased donor exhibited
gradlent population gradlent Any statements contained in this presentation that do not describe historical facts 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. Forward-
looking statements include, but are not limited to, statements regarding the potential benefits and therapeutic uses of the Company’s therapeutic liver tissue, including the benefits of an orphan designation; the Company’s expectations regarding the FDA regulatory pathway and anticipated timelines for its regulatory filings; the potential market a Cce | e rated COI Ia e n d e OS iti O n
opportunity for the Company’s therapeutic tissue candidates; and customer demand for and acceptance of our disease modeling and other in vitro tissue platforms. The factors that could cause the Company's actual future results to differ materially from current expectations include, but are not limited to, risks and uncertainties relating to the g p °
*Some liver endothelial cells were isolated using positive immunoselection with CD146/CD31 possibility that the final results of the Company's preclinical studies may be different from the Company's studies or interim preclinical data results and may not support further clinical development of its therapeutic tissues; the Company may not successfully complete the required preclinical and clinical trials required to obtain regulatory approval
for its therapeutic tissues on a timely basis or at all; risks that competitive products may adversely impact the market opportunity for the Company’s therapeutic tissue candidates; the Company's ability to develop, market and sell products and services based on its technology; the expected benefits and efficacy of the Company's products, services 1 1 h f 1 h 1 b 1 b I
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the Company's business, research, product development, regulatory approval, marketing and distribution plans and strategies, including its use of third party distributors; the Company’s ability to recognize deferred revenue; and the Company’s ability to meet its fiscal-year 2019 goals and outlook. These and other factors are identified and described d . d . bl . . d .
1. Kleiner DE, Brunt EM, & Van Natta M. (2005) Design and validation of a histological scoring system for nonalcoholic fatty liver disease. Hepatology. 41(6):1313-1321. in more detail in the Company's filings with the SEC, including its Annual Report on Form 10-K filed with the SEC on May 31, 2018. You should not place undue reliance on these forward-looking statements, which speak only as of the date that they were made. These cautionary statements should be considered with any written or oral forward- an INAUCI e SteatOS IS Inau Ct on.
looking statements that the Company may issue in the future. Except as required by applicable law, including the securities laws of the United States, the Company does not intend to update any of the forward-looking statements to conform these statements to reflect actual results, later events or circumstances or to reflect the occurrence of
2. Batts KP & Ludwig J. (1995) Chronic hepatitis. An update on terminology and reporting. Am J Surg Pathol. 19(12):1409-1417. unanticipated events.
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