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A. Personal Statement 

I was born in Homburg/ Saar, Germany. After undergraduate studies at the University of Bonn, I 
moved to the Institute of Genetics in Cologne. In the Department of Immunology headed by Prof. 
Klaus Rajewsky, I performed my PhD under the guidance of Prof. Andreas Radbruch. Specifically, I 
used the then newly developed gene targeting approach to define cis-acting control elements driving 
non-coding 'sterile' transcripts in immunoglobulin class switch recombination. In 1993, I moved for 
post-doctoral training to Israel and joined the laboratory of Prof. Yinon Ben-Neriah at the Lautenberg 
Center (Hebrew University, Jerusalem) studying transcription factors and kinases in T cell signaling. 
In 1997, I went to New York for a post-doc in the laboratory of Prof. Dan Littman at the Skirball 
Institute for Molecular Pathogenesis, NYU Medical Center. My studies there focused on the then 
newly discovered chemokine receptor CX3CR1 and its membrane-tethered ligand CX3CL1/ 
fractalkine. I generated CX3CR1gfp mice that became as reporter strain instrumental to define murine 
monocyte subsets and study brain microglia. Furthermore, I developed in collaboration with Prof. 
Richard Lang at the Skirball Institute a novel diphtheria toxin receptor-based cell ablation strategy 
and a mouse model that allowed the study of dendritic cells (DC) in their in vivo context by their 
conditional ablation (CD11c-DTR mice). In 2002, I returned to Israel and joined the faculty of the 
Department of Immunology at the Weizmann Institute, where I received tenure in 2009 and full 
professorship in 2015. Current work of the Jung lab aims at elucidating in vivo aspects of 
mononuclear phagocytes, including the definition of developmental pathways and differential 
functions of monocytes, DC and macrophages. Specifically, the team applies intra-vital imaging, 
conditional cell and gene ablation and precursor graft-mediated reconstitution, combined with 
advanced genomic analysis to investigate the biology of these cells in physiological context in health 
and disease. Recent work of the Jung laboratory focuses on the study of monocyte-derived 
intestinal macrophages, embryonic-derived brain microglia and lymph node DC, as well as the role 
of macrophages in metabolic disorders.  
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B. Positions and Honors 

Academic Appointments 
2002 - 2009    Senior Scientist, Weizmann Institute of Science, Dpt. of Immunology  
2009 - 2015    Associate Professor, Weizmann Institute of Science, Dpt. of Immunology  
11/ 2015 - present   Full Professor, Weizmann Institute of Science 
02/ 2017 - present   Head, Department of Immunology  
 
Awards and Honors 
1993   Post-doctoral Fellowship of European Molecular Biology Organization 
1995   Post-doctoral Fellowship of MINERVA Society 
1997  Associate of Howard Hughes Medical Institute  
1999  Special Fellow Award of Leukemia & Lymphoma Society 
2002   The Yigal Alon Scholarship ("Milgat Alon") 
2002   Scholar of the Benoziyo Center for Molecular Medicine. 
2002   Incumbent of the Pauline Recanati Career Development Chair 

C. Contribution to Science 

(1) During my PhD at the University of Cologne, Germany, I showed I was the first to provide direct 
evidence for the need of so-called 'sterile' transcripts to allow for the recombination of switch regions 
located upstream of CH genes. Specifically, I used a Flp/FRT-based strategy to delete the promoter 
element driving transcription through the murine Sγ1 switch region and showed that the resulting 
mice had a deficiency in IgG1 production (Jung et al., 1993). 
During my post-doctoral studies at the Skirball Institute for Molecular Pathogenesis, NYU medical 
Center, New York, US, I generated two novel mouse models that became critical tools for 
subsequent studies by myself and many other researchers. 
(2) To study the physiological role of the CX3CR1 chemokine receptor I generated CX3CR1gfp mice 
carrying a targeted insertion of a gene encoding green fluorescent protein in the CX3CR1 locus 
(Jung et al., 2000). These mice were instrumental for our identification of murine Ly6C+ and Ly6- 
monocyte subsets (Geissmann, Jung and Littman, 2003), a seminal report that triggered 
subsequent efforts by many colleagues to investigate these intriguing blood cells and their 
contributions to inflammation and pathologies in the mouse. Moreover, through collaborative work 
we established the value of CX3CR1gfp mice for the back then emerging intra-vital imaging 
community, by demonstrating dynamics of intestinal macrophages (Niess et al., 2005) and brain 
microglia (Davalos et al., 2005).  
(3) To probe for the role of dendritic cells in the initiation of in vivo T cell responses I employed, 
together with the group of Richard Lang, a novel conditional cell ablation strategy, that is based on 
rendering murine cells sensitive to diphtheria toxin (DT) by cell type-restricted expression of a 
primate DT receptor (DTR). These animals allowed me to corroborate the unrivaled potential of DC 
for the priming of naive T cells in intact animals, extending the seminal in vitro studies by Steinman 
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and colleagues (Jung et al., 2002). CD11c-DTR mice and the DTR approach have become standard 
tools in modern immunological research.  
 
Major contributions, since the establishment of my independent laboratory at the Weizmann Institute 
include  
(4) Using a combination of cell ablation and adoptive monocyte transfers, we established that 
splenic classical DC derive from non-monocytic origin (Varol et al., 2007). Moreover, in the same 
study and a follow up (Varol et al., 2009), we showed that Ly6C+ monocytes are precursors of 
intestinal macrophages residing in the lamina propria. Combined with the concomitant identification 
of precursor cells, such as MDPs (Fogg et al., 2006), our studies critically contributed to the 
realization that our current understanding of mononuclear phagocyte development. 
(5) Taking advantage of the prominent expression of CX3CR1 in monocytes and specific 
macrophage populations, we generated animals that harbor transgenes encoding conditional and 
inducible Cre recombinases under the CX3CR1 promoter (Yona et al., 2013). CX3CR1cre and 
CX3CR1creER mice allow us and others to study functions of specific tissue macrophages, including 
intestinal, heart, adipose tissue and brain  (Goldmann et al. 2013; Goldmann et al., 2016; Molawi et 
al., 2014; Zigmond et al., 2014; Wolf, Boura-Halfon et al. 2017). Moreover, the animals enabled us 
to show, that most tissue macrophage compartments are established before birth and in the healthy 
adult organism largely maintained independent from monocyte input (Yona et al., 2013). Together 
with the work of others and our own recent transcriptome and epigenome profiling efforts (Lavin et 
al., 2014), this study contributed to a paradigm shift and a focus on differential functions of 
monocyte and embryo-derived tissue macrophages in health and pathology (Amit et al., 2016; 
Ginhoux and Jung, 2014).  
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