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	University College London, University of London, UK
	B.Sc.
	09/1993
	Medical Microbiology

	University College London, University of London, UK
	M.Sc.
	09/1995
	Medical Microbiology

	National Institute for Medical Research, London, UK
	Ph.D.
	10/1998
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A.	Personal Statement
I have studied the murine and human immune systems for more than 15 years, and have made several key observations that have modified the prevailing disease paradigms. My research is largely focused on an analysis of cytokines and inflammation with the focus specifically on dendritic cells, regulatory T cells and T cell subsets. The overall objective of the research in my laboratory is to dissect how alterations in the inflammatory microenvironment regulate immune responses to allergens and air pollution. I have a broad background in Immunology, with specific training and expertise in key research areas such as innate and adaptive immune cells.  The current application builds logically upon my previous work and is closely entwined with current ongoing projects in my laboratory. 

B.	Positions and Employment
2001-2003		Research Scientist, Stanford University, California
2003-2004		Senior Research Scientist, Stanford University, California
2004-2008		Assistant Professor (Tenure Track), Boston Children’s Hospital, Harvard Medical School, MA
2008-2015		Associate Professor (Tenure), University of Southern California, Los Angeles, CA
2015-present	Professor, University of Southern California, Los Angeles, CA
Other Experience and Professional Memberships
2003			Pharmacia Allergy Research Foundation Award (Honorable Mention) 
2004			Pharmacia Allergy Research Foundation Award (Honorable Mention)
2005	Pharmacia Allergy Research Foundation Award for the excellence in the field of “Advances in the understanding and treatment of allergic disease” 
2005			Henning Lowenstein Research Award for the best research in the Allergy and Immunology field
2007			Eleanor & Miles Shore Fellowship (Harvard Medical School)
2007   			Children’s Hospital of Boston Career Development Grant
2009			California TRDRP award
2009-present	Director of Flow Cytometry, Department of Molecular Microbiology and Immunology, USC
2011-present	Visiting Professor, Chiba University, Japan
2012			Ideas Empowered Award, USC Institute for Innovative Studies
2013-16	Chair of Clinical and Pre-Clinical Study Section, Southern California Clinical and Translational Science Institute (CTSI, NIH)
2018-present	Adjunct Professor of Pediatrics, David Geffen School of Medicine at UCLA


Editorial activities:
Associated Editor: BMC Immunology, Journal of Molecular Immunology, Allergy, Asthma and Clinical Immunology, PLoS One, Journal of Immunology (2008-15)

Reviewer study section (Ad hoc): 
-National Institute of Health (NHLBI, NIEHS, NIAID and NCI), SEP NCI member, Severe Asthma Research Program, DOD respiratory program, Thrasher Research Fund, Welcome Trust UK, Asthma UK, Austrian Science Fund (FWF), French National Research Agency (ANR), German Research Foundation (DFG).

Reviewer Journals (Ad hoc): Nature Immunology, Nature Drug Discovery, Nature Biotechnology
American Journal of Respiratory Cell and Molecular Biology, American Journal of Respiratory and Critical Care Medicine, FASEB, Journal of Immunology, Clinical and Experimental Allergy, The Journal of Rheumatology
Cellular Immunology, Journal of Allergy and Clinical Immunology, Japanese Journal of Experimental Medicine
Allergologia et Immunopathologia, Experimental Lung Research, Inflammation Research, Gastrointestinal and Liver Physiology, Allergy, PLoS pathogen, PLoS one, PLoS genetics, Vaccine. 

Professional Societies:
1999- Present		Member of the American Academy of Allergy, Asthma and Immunology 
2004- Present 	Member of the American College of Allergy, Asthma and Immunology
2006- Present 	Member of the American Association of Immunologists

C. Contribution to Science
We were among the first to describe that tolerogenic dendritic cells (DCs) could play a significant anti-inflammatory role in allergy and asthma, and able to induce regulatory T cells. Also later we showed that several different forms of allergen-specific regulatory T cells, such as Th1-Treg and Th2-Tregs, do exist. Furthermore, we recently identified for the first time a critical role for autophagy in inducing lung inflammation in a murine model of allergic asthma. We showed that impaired autophagy causes severe lung inflammation and that this condition is mainly mediated by lung resident antigen presenting cells. These findings suggest a protective role for autophagy in the pathogenesis of asthma, and therefore, improving the autophagy pathway in the lung might be an effective therapeutic target for patients with severe asthma. 
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In addition to the contributions described above, in collaboration with Arlene Sharpe and Gordon Freeman, we studied costimulatory molecules such as ICOS, PD-1 and GITR in the context of allergen induced airway hyperreactivity (AHR) and type two diabetes and obesity. Our major findings are as following: 1) ICOS plays an important role in the development and function of FOXP3+ regulatory T cells. 2) PD-L1 and PD-L2 modulate airway inflammation and airway hyperreactivity in opposing directions. 3) PD-1/PD-L2 interactions play a pivotal role in the regulation of Th2/Th9 cell differentiation in Aspergillus induced chronic AHR. 4) Costimulation of adipose resident ILC2s by GITR promotes effector function and ameliorates type 2 diabetes.
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Finally, we initiated a series of studies and described several immune-regulatory pathways that control  pulmonary innate lymphoid cells type 2 (ILC2s) activation and effector function. We showed for the first time that murine and human ILC2s express both ICOS and ICOS-Ligand (ICOSL) and engagement of ICOS on ILC2s modulates STAT5 signaling and contributes significantly to the survival, homeostasis and effector function of these cells. In another report, We show that induced Tregs (iTregs), but not natural Tregs (nTregs), effectively suppress the production of ILC2-driven, pro-inflammatory cytokines, and ICOS:ICOS-L interaction is necessary for Treg-mediated ILC2 suppression. Finally, we also reported for the first time the presence α7nAChR on pulmonary ILC2s and showed that treatment of ILC2s with α7nAChR agonist reduced ILC2 dependent AHR in animal models. In all the three abovementioned studies, we utilized humanized ILC2 mice that we developed and reported in Immunity in 2015. More recently, we showed that both human and murine cancer resident ILC2s able to secete TNF-a and protect the host against tumor pathogenesis and metastasis.  
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D.	Research Support

Active research support: OVERLAP: NONE

-R01HL144790 (Akbari)							09/01/2019-08/31/2023						3.0 calendar
NIH/NIAID												
Induction of cells and pathways that promote respiratory tolerance in allergic asthma

The goal is to study for the first time a novel cell type that induce regulatory T cells and may offer a safe and efficacious alternative to treat and potentially cure allergic diseases and asthma.


-R01 HL151493 (Akbari)							07/01/2020-06/30/2025						3.0 calendar
NIH/NHLBI									
Study the link of autophagy dysfunction to allergic and neutrophilic asthma onset

The goal is to study is to investigate if enhancement of autophagy, particularly among antigen presenting cells, ameliorates pathology associated with asthma, suppresses unwanted lung inflammation and ultimately improves lung inflammation and function.

-R01ES025786 (MPI-Gilliland, Akbari)                 08/01/2015-07/31/2020 (NCE)				0.4 calendar
NIH/NIEHS	  
Genetic and Environmental Determinants of Asthma Endophenotypes

The goal of this study is to use a combination of mouse models and human populations to understand the relationship between genes, traffic-related air pollution, immunoregulatory mechanisms, and risk of asthma in children.

-R01 AI145813	(MPI:Ou and Akbari)			06/01/2019-05/31/2024						1.2 calendar		
NIH/NIAID											
Maternal effect on offspring immunity against hepatitis B virus

The goal is to understand how HBV in the mother affects anti-HBV immunity in her offspring. 


-R01 HL151769 Role: CO-I (PI: V Rehan, UCLA) 06/01/2020-05/31/2025 				1.2 calendar
NIH-NIAID   	 
Pulmonary Group 2 Innate Lymphoid Type II Cell Involvement in Perinatal Nicotine-induced Asthma 

The goal is to study is to investigate the role of type two innate lymphoid cells in nicotine induced asthma.

-Janssen pharmaceuticals (Akbari)	06/01/2021-05/31/2023									1.2 calendar 
Study the role of PD-1 on ILC2s

Pending:

-R01 HL159804-01A1 (Akbari)		09/01/2021-08/30/2026	3.0 calendar    (Received 10 percentile)
				
Role of TNF receptor 2 on Pulmonary Group 2 Innate Lymphoid Cells

The goal of this study is to examine the role of ILC2s and cytokines in lung cancer and inflammation. 

