

OMB No. 0925-0001 and 0925-0002 (Rev. 10/2021 Approved Through 01/31/2026)	Comment by Jennifer Barr: In this document:
 Comments in blue are NIH instructions that are common for all types of applications.
 Comments in green are NIH instructions for specific types of applications.
 Comments in bubbles are additional NIH instructions or recommendations for best practices

All of the above should be deleted in the version you prepare for submission.	Comment by Jennifer Barr: Use the sample format on the NIH Biographical Sketch Format page.

Make sure the form does not expire before date of review.
BIOGRAPHICAL SKETCH	Comment by Jennifer Barr: No figures/tables/graphics allowed, except training table on first page.	Comment by Jennifer Barr: All senior/key personnel and other significant contributors* must include a biosketch.

*Other Significant Contributors (OSCs): Individuals who have committed to contribute to the scientific development or execution of the project, but are not committing any specified measurable effort (i.e., person months) to the project. These individuals are typically presented at "effort of zero person months" or "as needed." Individuals with measurable effort may not be listed as Other Significant Contributors (OSCs). Consultants should be included if they meet this definition.
Provide the following information for the Senior/key personnel and other significant contributors.
Follow this format for each person.  DO NOT EXCEED FIVE PAGES. 
NAME: 
eRA COMMONS USER NAME (credential, e.g., agency login): Required for the PD/PI (including career development and fellowship applicants), primary sponsors of fellowship applicants, all mentors of candidates for mentored career development awards, and candidates for diversity and reentry research supplements. Optional for project personnel. The eRA Commons User Name should match information provided in the Credential field of the R&R Senior/Key Person Profile (Expanded) Form in your grant application.
POSITION TITLE: Provide your position title. 	Comment by Jennifer Y. Barr: Keep this succinct. It is acceptable to include your department, if you prefer. 
EDUCATION/TRAINING (Begin with baccalaureate or other initial professional education, such as nursing, include postdoctoral training and residency training if applicable. Add/ delete rows as necessary.)
	INSTITUTION AND LOCATION
	DEGREE
(if applicable)

	Completion Date
MM/YYYY

	FIELD OF STUDY


	
	Use postbaccalaureate, postdoctoral, residency, fellowship as applicable to describe training
	For training not yet completed, include expected completion date
	For residency entries, field of study should reflect the area of residency training

	
	Do not include industry training
	
	



A. Personal Statement	Comment by Jennifer Barr: Aim to limit the main text of the personal statement to the first page; information about completed research projects from the past three years and references can spill over to the second page.
· Briefly describe why you are well-suited for the role in this project and include a statement about the relevance of your qualifications for this particular grant, which can include: 
· Aspects of your training
· Previous experimental work on this specific topic or related topics
· Technical expertise
· Collaborators or scientific environment
· Past performance in this or related field, including ongoing and completed research projects from the past three years that you want to draw attention to (previously captured under Section D. Research Support).
· Factors that affected past productivity (use judiciously; e.g. only exceptional circumstances)
· Indication that you have published under another name, if appropriate 
· Contributions to science not included in section C

· Cite up to four publications or research products that highlight your experience and qualifications for this project (and include reference to citations in the text). You are allowed to cite interim research products. 	Comment by Jennifer Barr: Research products can include, but are not limited to:
 audio or video products
 conference proceedings such as meeting abstracts, posters, or other presentations
 patents
 data and research materials
 databases
 educational aids or curricula
 instruments or equipment
 models
 protocols
 software of netware

Use of hyperlinks or URLs to cite these items are not allowed. 	Comment by Jennifer Barr: Interim research products include preprints and preregistered protocols and have specific citation requirements. See related: https://grants.nih.gov/grants/interim_product_faqs.htm

· Candidates for research supplements to promote diversity in health-related research should, in addition to addressing the points noted above, also include a description of their:
· general scientific achievements and/or interests
· specific research objectives
· career goals
Indicate any current source(s) of educational funding. 



B.	Positions, Scientific Appointments, and Honors	Comment by Jennifer Barr: For all of the subcategories in this section, dates/date ranges should be presented in column at left.
Positions and Scientific Appointments
· List, in reverse chronological order, all positions and scientific appointments both domestic and foreign, including affiliations with foreign entities or governments. This includes titled academic, professional, or institutional appointments whether or not remuneration is received, and whether full-time, part-time, or voluntary (including adjunct, visiting, and honorary). For individuals who are not currently located at the applicant organization, include the expected position at the applicant organization and the expected start date. 	Comment by Jennifer Barr: Note this recent change: appointments should be listed in reverse chronological order. 
· High school students and undergraduates may include any previous positions. 

Honors
· Students, postdoctorates, and junior faculty should include scholarships, traineeships, fellowships, and development awards, as applicable.

Other Experience and Professional Memberships	Comment by Barr, Jennifer Y: The SERCC finds that including this subsection is helpful in distinguishing professional memberships, licensures, etc. from positions and appointments. However, note that it is not specified in NIH instructions/examples.  
· Include memberships in professional societies, study section participation, editorial experience.
· Clinicians should include information on any clinical licensures and specialty board certifications that they have achieved.

C.	Contributions to Science	Comment by Jennifer Barr: All senior/key persons should complete the C. Contributions to Science section except candidates for research supplements to promote diversity in health-related research who are high school students, undergraduates, and post-baccalaureates	Comment by Barr, Jennifer Y: The SERCC strongly recommends including a heading (bolded) for each contribution.
· Briefly describe up to 5 of your most significant contributions to science. Each description should include:	Comment by Jennifer Barr: Unpublished manuscripts can be mentioned, but not cited and do not need to be related to the project proposed in the application
· The historical background that frames the scientific problem
· The central finding(s)
· The influence of the finding(s) on the progress of science of the application of those finding(s) to health or technology
· Your specific role in the described work
· Graduate students, postdoctorates, and junior faculty may wish to consider highlighting two or three contributions they consider most significant (e.g., are not expected to have 5 contributions).
· Number each contribution (1-5) and include a subheading for each.
· Up to 4 publications or research products relevant to the contribution may be cited. 	Comment by Jennifer Barr: Research products can include, but are not limited to: 
 audio or video products
 conference proceedings such as meeting abstracts, posters, or other presentations
 patents 
 data and research materials 
 databases 
 educational aids or curricula 
 instruments or equipment
 models
 protocols
 software or netware.
· The description of each contribution should be no longer than one half page, including citations.
· Begin this section with contributions most relevant to the proposed project
· End this section with a URL to a full list of published work. 	Comment by Jennifer Barr: Must be to a Federal Government website (e.g., a “.gov” suffix)



Sample Biosketch for non-fellowship application		OMB No. 0925-0001 and 0925-0002 (Rev. 10/2021 Approved Through 01/31/2026
BIOGRAPHICAL SKETCH
Provide the following information for the Senior/key personnel and other significant contributors.
Follow this format for each person.  DO NOT EXCEED FIVE PAGES.
NAME: Geyer, Pamela
eRA COMMONS USER NAME (credential, e.g., agency login): pgeyer
POSITION TITLE: Professor
EDUCATION/TRAINING (Begin with baccalaureate or other initial professional education, such as nursing, include postdoctoral training and residency training if applicable. Add/delete rows as necessary.)
	INSTITUTION AND LOCATION
	DEGREE
(if applicable)

	Completion Date
MM/YYYY
SAMPLE

	FIELD OF STUDY


	McGill University, Montreal, Canada
	B.Sc.
	05/1978
	Biochemistry

	Ohio State University, Columbus, OH
	Ph.D.
	06/1983
	Biochemistry

	Johns Hopkins University, Baltimore, MD
	Postdoc
	09/1989
	Biology



A.	Personal Statement
The long-term goal of my research program is to understand how nuclear organization influences transcriptional regulation. For over 30 years, my laboratory has used molecular, biochemical, and genetic methods to define mechanisms underlying transcriptional regulation in Drosophila. My contributions to the field are well recognized by the scientific community, indicated by my position as Associate Editor for Genetics, my election as a Fellow of the American Association for the Advancement of Science, my election as co-chair of the 2017 Gordon Research Conference on “Epigenetics”, my selection as a co-chair of the 2018 Annual Drosophila Research Conference, and my 2019 election to the Board of Directors of the Genetics Society of America. I have been privileged to participate as a permanent member of NIH study sections, including the Molecular Genetics B study section (2012-2017), serving as the 2016-2017 Chair, and the Training, Workforce Development and Diversity (TWD)-A study section (2020-present).
Prominent changes in nuclear structure accompany physiological aging and many disease states. I have been interested in how such changes in nuclear structure cause declining function. Nuclear structure depends on the nuclear lamina, a protein network that lines the inner nuclear membrane and builds contacts with the genome to regulate transcription, replication, and DNA repair. Mutation of genes encoding NL proteins cause a remarkable spectrum of age-enhanced human diseases, known as laminopathies. These include accelerated aging disorders such as Hutchinson Gilford and Nestór-Guillermo progeria syndromes. Laminopathies result from a failure to maintain adult stem cell populations, through poorly understood mechanisms. We established that homeostasis of adult germline stem cells (GSCs) in Drosophila requires two nuclear lamina proteins, the LEM-domain (LEM-D) protein emerin (also known as Otefin)1, 2 and its interaction partner Barrier-to-autointegration Factor (BAF)3, the protein defective in Nestór-Guillermo progeria. Together, these proteins build nuclear structure by tethering the genome to the NL. Without emerin or BAF, the GSC nuclear lamina becomes distorted, germ cell differentiation is blocked and GSCs die. We discovered that GSC loss results from activation of two kinases known for their roles in the DNA damage repair pathway, the sensor kinase ATR and its downstream effector kinase Checkpoint kinase 2 (Chk2). Even so, activation of these kinases is independent of DNA damage or other canonical triggers2. Instead, our recent studies link ATR/Chk2 activation to an atypical mitosis in GSCs, wherein centrosomes embed in the nuclear envelope and nucleate mitotic spindles within the confines of the nucleus4. Our studies have advanced the nuclear lamina field, with three notable contributions being 1) overturning a highly cited model for emerin and nuclear lamina function in GSCs, 2) discovery of a novel nuclear lamina checkpoint, and 3) linking atypical mitosis to loss of adult stem cells. 


Highlighted Research Products	Comment by Jennifer Y. Barr: If research support is included, this section highlighting research products can either come before or after the section on research support. 

Here, it is shown before due to the fact that the personal statement references these citations (superscripts in the text). Because of this it may be easier for a reviewer to find these citations if they appear immediately after the text in which they are used, rather than after a list of research support. 

1. Barton, L.J., Pinto  B.S., Wallrath, L.L. and Geyer, P.K. (2013) The Drosophila nuclear lamina protein Otefin is required for germline stem cell survival, Dev. Cell 25: 645-54. PMID: 23806619 (Recommended by Faculty of 1000).
2. Barton, L.J., Duan, T., Ke, W., Luttinger, A., Lovander, K.E., Soshnev, A.A., Geyer, P.K. (2018) Nuclear lamina dysfunction triggers a novel germline stem cell checkpoint, Nat. Commun. 9: 3960. PMID: 30262885.
3. Duan, T., Kitzman, S.C. and Geyer, P.K. (2020) Survival of Drosophila Germline Stem Cells requires the chromatin-binding protein Barrier-to-Autointegration Factor, Development 147: dev.186171. PMID: 32345742.
4. Duan, T., Cupp, R. and Geyer, P.K. (2021) Drosophila female germline stem cells undergo mitosis without nuclear breakdown, Curr. Biol. 31: 1450-1462. PMID: 33548191. (Recommended by Faculty of 1000)
Highlighted ongoing and recently completed projects:
NIH R01 GM087341
The role of LEM domain proteins in nuclear function: requirements for maintenance of progenitor germ cells.
Geyer (PI)
06/01/10–9/31/23											
	The goal of these studies is to understand the role of nuclear lamina proteins in adult stem cell survival.
NIH 3R01 GM087341-06S1	
The role of LEM domain proteins in nuclear function: requirements for maintenance of progenitor germ cells.SAMPLE

Geyer (PI)								
09/01/19-06/30/23
	The goal is to acquire a confocal microscope to support an NIH-funded grant (5R01-GM087341).
NIH R21AG072397-01								
Aging and the nuclear lamina in mitotic stem cells
Geyer (PI)
04/01/21-03/31/23
The goal of these studies is to understand how aging affects non-canonical mitosis in an adult stem cell population. 
NIH T32 GM007337
Medical Scientist Training Program
Geyer (co-PI) Lentz (co-PI)	
07/01/21–06/30/26
The goal of this training grant is support training of physician scientists. 

B.	Positions, Scientific Appointments, and Honors
Positions and Scientific Appointments
2010–present 	Co-Director, Medical Scientist Training Program, University of Iowa
2010–present		Adjunct Professor of Obstetrics and Gynecology, University of Iowa
2000–present		Professor of Biochemistry, University of Iowa 
1999– 2006		Director of Medical Scientist Training Program, University of Iowa
1997–1999	Associate Director, Medical Scientist Training Program, University of Iowa  
1995–2000 		Associate Professor of Biochemistry, University of Iowa 
1989–1995		Assistant Professor of Biochemistry, University of Iowa
1988–1989	Visiting Assistant Professor of Biological Chemistry, University of Maryland, Baltimore County, Catonsville, MD
Honors
2015 	Elected fellow, American Association for the Advancement of Science
2014	Collegiate Teaching Award, Carver College of Medicine, University of Iowa
2014	Outstanding Faculty Mentor Award: Biological and Life Sciences, Graduate College, University of Iowa
2008	Award for Faculty Excellence, State of Iowa Regents
2007	Faculty Service Award, Carver College of Medicine, University of Iowa
1991–1994	Basil O’Connor Starter Research Award 
1986–1988	NIH Postdoctoral Fellowship
1984–1985 	American Cancer Postdoctoral Fellowship
1982–1983	Presidential Fellowship, Ohio State University
1978–1979	Wilbur Waite Canaga Graduate Fellowship, Ohio State University
1978	B.Sc. with Great Distinction, McGill University
Other experience and Professional Memberships
2019-present		Member, NIH TWD-A review panel
2019		Elected member, Electorate Nominating Committee, AAAS
2019		Elected member, Board of Directors, Genetics Society of America
2018		Co-Chair, 59th Annual Drosophila Research Conference
2017		Co-Chair, Epigenetics Gordon Research Conference
2016		Member, NIH intramural review in NICHD
2016–2017		Chair, NIH MGB R01 review panel
2016		Invited editor, Genome Architecture and Expression, Curr. Opin. Genetics Dev.
2015		Vice-Chair, Epigenetics Gordon Research Conference
2012		Member, NIH intramural review of the Center for Chromosomal Biology
2012–2016		Member, NIH MGB R01 review panelSAMPLE

2011–present		Associate Editor, Genetics, Genetics Society of America
2009–present		Editorial Board member, Nucleus, Landes Bioscience
2008–2012		Treasurer, Drosophila research community, elected position
2007		Co-Chair, Mini-symposium at American Society for Cell Biology conference 
2006–2008		Midwest Representative Drosophila Advisory Board, elected position
2005–2007		Member, HHMI Research Training Fellowship Review Panel
2001		Organizer, Mini-symposium at the 17th European Drosophila Research Conference 
2000		Co-Chair, 41st Annual Drosophila Research Conference
1999		Co-Chair, FASEB Chromatin and Transcription Meeting 
1997–2001		Member, NIH Biomedical Research and Research Training Review Subcommittee C 

C.	Contributions to Science
1. 	Discovered a role for Drosophila nuclear lamina LEM-domain proteins in stem-cell homeostasis. LEM-domain (LEM-D) proteins are associated with lamin and their loss of function is responsible for many laminopathies. Indeed, recessive forms of Emery-Dreifuss Muscular Dystrophy are caused by insufficiency of the LEM-D protein emerin. Proteins in the LEM-domain family share a domain that interacts with the chromatin bridging protein Barrier-to-Autointegration Factor (BAF). Based on our interest in the nuclear lamina, we investigate the Drosophila LEM-D protein family. Before our studies, this protein family was largely unstudied because tools required for analyses were not available. Indeed, we generated the first germline mutants for two LEM-D proteins, dMAN1 and Bocksbeutel. Using these LEM-D mutant alleles, we demonstrated that loss of individual LEM-D proteins causes tissue-specific developmental defects, even though these proteins are globally expresseda. Notably, any combination of double mutants is lethal, with the stage of lethality dependent upon the mutant combination, demonstrating for the first time that redundant functions of LEM-D proteins extend beyond the regulation of BAF functiona. We also discovered that survival of the adult germline stem cells requires emerin and its partner BAFb, c, a death caused by non-canonical activation of the ATR/Chk2 kinases. RNA profiling of RNAs isolated from emerin and baf mutant ovaries identified a shared set of nuclear lamina regulated genesd. We integrated these data with the RNA-sequencing profile of RNAs from chk2, emerin double-mutant ovaries, finding that Chk2 loss restored global mis-regulation of gene expression in the double mutants. Notably, this signature of Chk2-dependent genes was evident in gene expression changes resulting from knockdown of the Drosophila B-type lamin. Taken together, our data suggest that Chk2 activation might have a general role in gene expression changes found in nuclear lamina-associated diseasesd. These studies reinforce the impact of studying a natural stem cell population to reveal nuclear lamina requirements in stem cell homeostasis. I have led the research team responsible for these discoveries.   
a.	Barton, L.J, Wilmington, S.R., Martin, M.J., Skopec, H.M., Lovander, K.E., Pinto, B.S., and Geyer, P.K. (2014) Unique and shared functions of nuclear lamina LEM domain proteins in Drosophila, Genetics 197: 653-665. PMID: 24700158.
b.	Barton, L.J., Pinto  B.S., Wallrath, L.L. and Geyer, P.K. (2013) The Drosophila nuclear lamina protein Otefin is required for germline stem cell survival, Dev. Cell 25: 645-54. PMID: 23806619 (Recommended by Faculty of 1000).
c.	Duan, T., Kitzman, S.C. and Geyer, P.K. (2020) Survival of Drosophila Germline Stem Cells requires the chromatin-binding protein Barrier-to-Autointegration Factor, Development 147: dev.186171. PMID: 32345742
d.	 Kitzman, S.C., Duan, T. and Geyer, P.K. (2022) Checkpoint activation drives global gene expression changes in Drosophila nuclear lamina mutants G3:12:jkab408. PMID: 34893833.

2. 	Established Drosophila as a model in which to study lamin biology and disease mechanisms. The nuclear lamina is an extensive protein network that lies underneath the inner membrane of the nuclear envelope. Lamins are the major structural components of the lamina, establishing mechanical support and providing a platform for protein interactions that contribute to gene regulation, DNA replication, and genome stability. Mutations in human lamins are responsible for over seventeen diseases called laminopathies. The phenotypes of these diseases fall into the following major groups: muscle diseases, peripheral neuron diseases, accelerated aging disorders and metabolic disorders. Mechanisms underlying the laminopathies are poorly understood. The Drosophila genome has two lamin genes, a B-type lamin (lamin Dm0) and an A-type lamin (lamin C). Given that the A-type lamin is responsible for most laminopathies, we studied the requirements for its counterpart, lamin C, in Drosophila developmenta. We also compared the properties of Drosophila lamins to those of human A-type laminb, and used the Drosophila GAL4-UAS system to express Drosophila mutant lamin C proteins modeled after human-disease causing laminsa, c. Collectively, these studies established Drosophila as an excellent model for studying human lamins. I established a collaboration with investigators in Dr. Lori Wallrath’s laboratory at the University of Iowa and co-led the studies leading to these discoveries.SAMPLE

a.	Schulze, S.R., Curio-Penny, B., Li, Y., Imani, R., Rydberg, L., Geyer, P.K., Wallrath, L.L. (2005) Molecular genetic analysis of the nested Drosophila melanogaster Lamin C gene.  Genetics 171:185-196. PMID: 15965247. 
b.	Schulze SR, Curio-Penny B, Speese S, Dialynas G, Cryderman DE, McDonough CW, Nalbant D, Petersen M, Budnik V, Geyer P.K., Wallrath LL (2009) A comparative study of Drosophila and human A-type lamins. PLoS One 4: e7564.  PMID:19855837.
c. 	Dialynas G, Speese S, Budnik V, Geyer PK, Wallrath LL. (2010) The role of Drosophila Lamin C in muscle function and gene expression.  Development 137:3067-77.  PMID: 20702563.

3. 	Discovered that a paradigmatic insulator protein is a multivalent transcriptional regulator. Insulator-binding proteins associate with thousands of sites in metazoan genomes. Although these proteins are implicated in the formation of topological domains within genomes, only ~10% of the binding sites for any insulator-binding protein are located within domain boundaries. This striking observation suggests that binding of an insulator protein is not sufficient to demarcate a topological domain. Notably, binding sites for insulator proteins are as common in gene promoters as they are in domain boundaries; this observation hinted that insulator-binding proteins contribute directly to transcriptional regulation. My laboratory provided the first direct evidence in support of this notion, showing that the paradigmatic Su(Hw) insulator protein is a multivalent regulator of transcription. Following our identification of the first non-gypsy binding sites for Su(Hw) in the Drosophila genomea, we discovered that Su(Hw) can serve both as a transcriptional activatorb and a transcriptional repressorc. Notably, the latter function explained why Su(Hw) is required during oogenesis. Recent data from our laboratory revealed that Su(Hw) binds a modular consensus sequence, and linked distinct DNA binding motifs to specific Su(Hw) functionsd. These data suggest that the Drosophila genome carries a “Su(Hw) code,” and predict that how Su(Hw) binds to DNA influences its recruitment as a cofactor and its regulatory output.
a.	Parnell, T.J., Viering, M.M., Skjesol, A., Helou, C., Kuhn, E.J. and Geyer, P.K. (2003) An endogenous Suppressor of Hairy-wing insulator separates regulatory domains in Drosophila. Proc. Natl. Acad. Sci. 100:13436-13441.  PMID: 14597701. 
b.	Soshnev, A.A., Li, X-G, Wehling, M.D. and Geyer, P.K. (2008) Context differences reveal insulator and activator functions of a Su(Hw) binding region.  PLoS Genetics 15: e1000159.  PMID: 18704163
c. 	Soshnev, A.A., Baxley, R.M, Manak, J.R., Tan, K., and Geyer, P.K. (2013) The insulator protein Suppressor of Hairy-wing is an essential transcriptional repressor in the Drosophila ovary. Development 140: 3613-23. PMID: 23884443
d.	Baxley, R.M., Bullard, J.D, Klein, M.W., Fell, A.G., Morales-Rosado, J.A., Duan, T. and Geyer, P.K. (2017) Deciphering the DNA code for the function of the Drosophila polydactyl zinc-finger protein Suppressor of Hairy-wing, Nucleic Acids Res 45: 4463-4478. PMID: 28158673.

4.	Identified a new class of transcriptional regulatory elements: insulators. Transcription depends upon the function of multiple classes of DNA regulatory elements. In the 1990s, evidence for a new class of regulatory element emerged. Such elements are defined by two abilities: to block enhancer-activated transcription in a position-dependent manner; and to protect transgenes against position effects. As a post-doctoral fellow, I provided the first evidence that the gypsy retrotransposon blocks enhancers in a position-dependent manner, a finding that led to classification of the Suppressor of Hairy-wing [Su(Hw)] as an insulator proteina. After I founded my own laboratory, my group contributed foundational knowledge concerning insulator function, including the first demonstration that insulators disrupt regulatory interactions without inactivating cis-regulatory elementsb, and the first demonstration that the gypsy insulator blocks silencersc. Our investigations led to the proposal that insulators function by multiple mechanisms, and provided the first evidence that insulators might act as “promoter decoys”d. 
a. Geyer, P.K. and Corces, V.G. (1992) DNA Position-specific Repression of Transcription by a Drosophila Zn Finger Protein.  Genes and Dev. 6:1865-1873. PMID:1327958SAMPLE

b. Scott, K.S. and Geyer, P.K. (1995) Effects of the su(Hw) Insulator Protein on the Expression of the Divergently Transcribed Drosophila Yolk Protein Genes.  EMBO J. 14:6258-6279. PMCID:PMC394750
c. Roseman, R., Johnson, E., Rodesch, C., Bjerke, M., Nagoshi, R.N. and Geyer, P.K. (1995) A P element Containing suppressor of Hairy-wing Binding Regions has Novel Properties for Mutagenesis in Drosophila melanogaster.  Genetics 141:1061-1074.  PMCID:PMC1206830
d. Geyer, P.K. (1997) The Role of Insulator Elements in Defining Domains of Gene Expression. Curr. Opin. in Gen. & Dev. 7: 242-248. 
e. 
5.	Discovered the basis of enhancer action in trans. In species such as Drosophila, homologous chromosomes are paired in somatic cells. The importance of this chromosome arrangement was demonstrated in 1954 by pioneering work from Nobel Laureate Ed Lewis; he described the then new phenomenon of transvection, which is associated with synapsis-dependent allelic complementation. My post-doctoral studies of the yellow gene in Drosophila laid the foundation for a molecular understanding of this phenomenon, revealing inter-allelic complementation between cis-regulatory mutations of the yellow gene. Subsequently, as an Assistant Professor, I led a team that revealed that transvection at the yellow locus resulted from enhancer action in transa. Our studies showed that: enhancers preferentially interact with the cis-linked promotera, c; transvection involves multiple mechanisms including pair-dependent effects on insulator functionb; and the genome is generally permissive to enhancer action in transd. During this time, my research team collaborated with investigators in Dr. Ting Wu’s laboratory at Harvard University.
a. Geyer, P.K., Green, M.M. and Corces, V.G. (1990) Tissue-Specific Transcriptional Enhancers can Act in trans on the Gene Located in the Homologous Chromosome: the Molecular Basis of Transvection in Drosophila.  EMBO J. 9:2247-2256.  PMCID:PMC551949
b. Morris, J.R., Chen, J.-L., Geyer, P.K. and Wu, C.-T. (1998) Two Modes of Transvection: Enhancer Action in Trans and Bypass of a Chromatin Insulator in cis.  Proc. Natl. Acad. Sci. 95:10740-10745.  PMCID:PMC27965
c. Morris, J.R., Geyer, P.K. and Wu, C.-T. (1999) Core Promoter Elements can Regulate Transcription on a Separate Chromosome in trans.  Genes and Dev. 13:253-258.  PMCID:PMC316431
d. Chen, J.-L., Huisinga, K.L., Viering, M.M., Ou, Sharon, Wu, C.-T., and Geyer, P.K. (2002) Enhancer Action in trans is Permitted Throughout the Drosophila Genome. Proc. Natl. Acad. Sci. 99:3723-3728.  PMCID:PMC12259. 

Complete List of Published work in MyBibliography: http://www.ncbi.nlm.nih.gov/myncbi/1v3Mcrglhmm5b/bibliography/44115429/public/?sort=date&direction=ascending
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