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A.	Personal Statement
I am committed to excellence in research and teaching. I strive to provide our students and junior faculty with a rich educational experience through a hands-on, practical approach to translational science that will enable the next generation of physicians and scientists reach the highest levels of intellectual achievement and application of that knowledge to enhance health. My primary research interest is focused on the innate immune response associated with the promotion and resolution of inflammation and fibrosis in human liver disease including non-alcoholic fatty liver disease (NAFLD). Our approach is to define the role played by different components of innate cellular immunity in particular neutrophils, innate lymphocyte cells (ILCs) and natural killer (NK) cells, in determining disease outcome utilizing well-defined cohorts of patients and more recently in in vitro and murine models. Our recent appreciation of the complexity and importance of the role played by innate cells in liver disease raises exciting new opportunities to better understand and manipulate liver-specific immune responses to our advantage. Ultimately, this knowledge will allow us to design novel more effective therapeutic strategies to harness pro- and anti-inflammatory mechanisms to achieve the optimal balance between effective immunity and tissue protection from the harmful effects of chronic inflammation in the context of several liver and organ-specific diseases. I have recently been involved in the Consortium for Fibrosis Research & Translation (CFReT) which provides us with the opportunity to identify common pathways in fibrosis which may represent viable therapeutic targets. 

B.	Positions and Honors
	2004 - 2005
	    Senior Scientist , National Liver Transplant Unit, Dublin, Ireland

	2005 - 2009
	    Assistant Research Professor, University of Colorado, Aurora, CO

	2009 - 2018
	    Associate Research Professor, University of Colorado, Aurora, CO


 2007 - 2018     	Research Mentor GI/Hepatology Fellowship Program, University of Colorado
2018 – Present	Professor of Medicine, University of Southern California
2018 – Present	Director of the Human Immunology Initiative, University of Southern California
2018 – Present	Vice Chair of Translational Research, Department of Medicine, University of Southern California



C.	Contributions to Science

1. Until recently, the importance of the unique immune composition of the adult human liver had not been recognized. My thesis work explored the hematopoietic role of adult human liver. I documented the presence of hematopoietic stem cells as well as important cytokines essential for the development of immune cells in the adult human liver. These early studies contributed significantly to our understanding of the important role played by organ-specific immunity in the pathogenesis of liver disease.
a. Golden-Mason L, Curry MP, Nolan N, Traynor O, McEntee G, et al. Differential expression of lymphoid and myeloid markers on differentiating hematopoietic stem cells in normal and tumor-bearing adult human liver. Hepatology. 2000 Jun;31(6):1251-6. PubMed PMID: 10827150. 
b. Golden-Mason L, Kelly AM, Traynor O, McEntee G, Kelly J, et al. Expression of interleukin 7 (IL-7) mRNA and protein in the normal adult human liver: implications for extrathymic T cell development. Cytokine. 2001 May 7;14(3):143-51. PubMed PMID: 11396992. 
c. Golden-Mason L, O'Farrelly C. Having it all? Stem cells, haematopoiesis and lymphopoiesis in adult human liver. Immunol Cell Biol. 2002 Feb;80(1):45-51. PubMed PMID: 11869362. 
d. Golden-Mason L, Kelly AM, Doherty DG, Traynor O, McEntee G, et al. Hepatic interleukin 15 (IL-15) expression: implications for local NK/NKT cell homeostasis and development. Clin Exp Immunol. 2004 Oct;138(1):94-101. PubMed PMID: 15373910; PubMed Central PMCID: PMC1809196. 

2. During the course of my thesis work described above, I developed a keen interest in innate immunity as it pertains to the development of Hepatitis C Virus (HCV) induced liver disease. HCV infects 200 million people worldwide, representing the most common viral pathogen for which there is no vaccine. As part of the U19 program led by Prof. Hugo R Rosen, I had the opportunity to explore several aspects of innate cell biology in the context of HCV infection and treatment. Our publications in this area significantly advance our understanding of how NK and NKT cell responses are regulated in acute and chronic virus infection and uncover novel approaches for manipulating NK and NKT cell activity for therapeutic benefit. I am excited to extend our studies of innate immunity in the liver to inform approaches to treatment of fibrosis induced by viruses, fat, autoimmunity and alcohol.
a. Golden-Mason L, Cox AL, Randall JA, Cheng L, Rosen HR. Increased natural killer cell cytotoxicity and NKp30 expression protects against hepatitis C virus infection in high-risk individuals and inhibits replication in vitro. Hepatology. 2010 Nov;52(5):1581-9. PubMed PMID: 20812318; PubMed Central PMCID: PMC2967665. 
b. Golden-Mason L, Stone AE, Bambha KM, Cheng L, Rosen HR. Race- and gender-related variation in natural killer p46 expression associated with differential anti-hepatitis C virus immunity. Hepatology. 2012 Oct;56(4):1214-22. PubMed PMID: 22505144; PubMed Central PMCID: PMC3458134. 
c. Golden-Mason L, Rosen HR. Natural killer cells: multifaceted players with key roles in hepatitis C immunity. Immunol Rev. 2013 Sep;255(1):68-81. PubMed PMID: 23947348; PubMed Central PMCID: PMC3765000. 
d. Golden-Mason L, Waasdorp Hurtado CE, Cheng L, Rosen HR. Hepatitis C viral infection is associated with activated cytolytic natural killer cells expressing high levels of T cell immunoglobulin- and mucin-domain-containing molecule-3. Clin Immunol. 2015 Mar 19;PubMed PMID: 25797693. 
3.   We have only recently begun to appreciate the complexity of neutrophil subsets and the functional significance of neutrophils in the pathogenesis of liver disease including non-alcoholic fatty liver disease (NAFLD). My interest in neutrophils has been fueled by recent collaborative studies and we look forward to contributing to our knowledge of this innate cell population in the context of NAFLD.
a. Kalra A, Wedd JP, Bambha KM, Gralla J, Golden-Mason L, Collins C, Rosen HR, Biggins SW.
Neutrophil-to-lymphocyte ratio correlates with proinflammatory neutrophils and predicts death in low model for end-stage liver disease patients with cirrhosis. Liver Transpl. 2017 Feb;23(2):155-165. doi: 10.1002/lt.24702. PMID: 28006875

b. Hoegl S, Ehrentraut H, Brodsky KS, Victorino F, Golden-Mason L, Eltzschig HK, McNamee EN.
NK cells regulate CXCR2+ neutrophil recruitment during acute lung injury. J Leukoc Biol. 2017 Feb;101(2):471-480. doi: 10.1189/jlb.3A0516-227R. Epub 2016 Sep 6. PMID: 27601626

c. Campbell EL, Bruyninckx WJ, Kelly CJ, Glover LE, McNamee EN, Bowers BE, Bayless AJ, Scully M, Saeedi BJ, Golden-Mason L, Ehrentraut SF, Curtis VF, Burgess A, Garvey JF, Sorensen A, Nemenoff R, Jedlicka P, Taylor CT, Kominsky DJ, Colgan SP. Transmigrating neutrophils shape the mucosal microenvironment through localized oxygen depletion to influence resolution of inflammation.Immunity. 2014 Jan 16;40(1):66-77. doi: 10.1016/j.immuni.2013.11.020. Epub 2014 Jan 9. PMID: 2441261

Complete List of Published Work in My Bibliography:
http://www.ncbi.nlm.nih.gov/myncbi/1lguv2gm84JQH/bibliography/47885175/public/?sort=date&direction=ascending

D.	Additional Information: Research Support and/or Scholastic Performance 
Ongoing Research Support
R01 DK106491					07/01/15 – 06/30/2020
NIH/NIDDK
Human Group 2 Innate Lymphocyte Cell (ILC2) populations contribute to hepatic fibrosis
This study is designed to determine the role played by human ILC2s in hepatic fibrosis induced by chronic liver diseases of different etiologies. The identification of a novel target population, namely ILC2s, which could ultimately be manipulated, would represent a paradigm-shift in how we treat fibrosis.
Role: PI
R01 HD075549 (Rosen)			02/07/2014-01/31/2019				
NIH/NICHD
Innate and Adaptive Immunity to HCV in Human Pregnancy
This study will characterize the molecular and cellular mechanisms mediating recognition of HCV RNA by trophoblasts, as well as the ontogeny, function, and HCV-specific CTLs within the maternal fetal interface that demonstrate stem-cell like properties.  
Role: Co-I

R01AI120622 (Rosen) 			02/14/2017-01/31/2021				
NIH/NIAID
Restoration of Immunity and Function with DAA Treatment in HCV infection
This study will define the breadth and pace of reconstitution of hepatic and peripheral innate and adaptive immunity induced by DAA therapy in patients with chronic HCV infection.   We will also characterize the communication between hepatocytes and nonparenchymal cells (NPCs) in HCV infection and the impact of DAA-mediated viral elimination.  NPCs are known to be critically important in fibrosis development and resolution.  We hypothesize that exosomes play important roles in intercellular communication that is intricately linked to the cell origin of the exosomes, as well as the biologic milieu; exosomes can shuttle HCV and biologically active molecules from infected hepatoma cells to a variety of NPC.   
Role: Co-I

