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NAME 

Kathryn Jane Moore, Ph.D. 

eRA COMMONS USER NAME 

Kjmoore 

POSITION TITLE 

Assistant Professor 

Harvard Medical School 

EDUCATION/TRAINING  (Begin with baccalaureate or other initial professional education, such as nursing, and include postdoctoral training.) 

INSTITUTION AND LOCATION 
DEGREE 

(if applicable) 
YEAR(s) FIELD OF STUDY 

McGill University, Montreal, Canada B.Sc. 1989 Microbiology 
McGill University, Montreal, Canada Ph.D. 1994 Parasitology/Immunol. 

Brigham & Women’s Hosp, Harvard Med School Post-doc 1994-1996 Renal Division 

Massachusetts Gen Hosp, Harvard Med School Post-doc 1996-2000 Lipid Metabolism Unit 

    
 

Positions 
2000-2002  Instructor, Harvard Medical School, Boston, MA 

     Research Fellow, Lipid Metabolism Unit, Massachusetts General Hospital 
 

2002-present  Assistant Professor, Harvard Medical School, Boston MA 

     Assistant in Biology, Lipid Metabolism Unit, Massachusetts General Hospital 
 

2005-2007  Acting Director, Lipid Metabolism Unit, Massachusetts General Hospital 

 
Honors 
2006 Claflin Distinguished Scholar Award 

2004-2008 Leadership Committee, American Heart Assoc, Arterioscler, Thromb, Vasc Biol Council 
  2004-2006  Early Career Representative 
  2006-2008  Membership & Communications Chair 

2003    Ellison Medical Foundation New Scholar in Aging Award 
2002 Harvard University Nominee, Pew Scholars in Biomedical Sciences 

1997-1999  American Heart Association Postdoctoral Fellowship 

1996-1997  Medical Research Council of Canada Postdoctoral Fellowship 
1994-1996  Natural Sciences & Engineering Research Council of Canada Fellowship 

1994    T.W. Cameron Award for Excellence in Parasitology 

 
Advisory committees 
2004-present  ATVB Leadership Council, American Heart Association 

2003-present  ECOR Subcommittee on Review of Research Proposals, Massachusetts Gen. Hosp. 
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uptake. Nat Med. 2001; 7:41-7     *accompanied by News and Views, Nat Med 7:23-4 
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biology: friend or foe? Curr Opin Lipidol. 2001; 12:519-27 
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23. Freeman MW, Moore KJ. eLiXiRs for restraining inflammation. Nat Med. 2003. 9(2):169 
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the innate host response to beta-amyloid. J. Exp. Med. 2003; 197(12):1657-66 
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cholesterol levels to activation of innate immunity signaling pathways. Nat Med. 2004; 10(4):416-21 

*selected by Faculty of 1000 as a “Must Read” (http://www.f1000biology.com/article/15034566/evaluation) 
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Becher B, Boren J, Chen M, Cybulsky MI, Moore KJ, Freeman MW, Wagner EF, Matter CM, Luscher TF. 
Requirement of JNK2 for scavenger receptor A-mediated foam cell formation in atherogenesis. Science. 

2004; 306:1558-61 
 

28. Kunjathoor VV, Tseng AA, Medeiros LA, Khan T, Moore KJ. Beta-amyloid promotes accumulation of lipid 
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29. Kim WS, Fitzgerald ML, Kang K, Okuhira K, Bell SA, Manning JJ, Koehn SL, Lu N, Moore KJ, Freeman 
MW. Abca7 null mice retain normal macrophage phosphatidylcholine and cholesterol efflux activity despite 

alterations in adipose mass and serum cholesterol levels. J Biol Chem. 2005; 280:3989-95 
 

30. Laberge MA, Moore KJ, Freeman MW. Atherosclerosis and innate immune signaling. Ann Med. 2005; 
37(2):130-40 

 

31. Heller EA, Liu E, Tager AM, Sinha S, Roberts JD, Koehn SL, Libby P, Aikawa ER, Chen JQ, Huang P, 
Freeman MW, Moore KJ, Luster AD, Gerszten RE. Inhibition of atherogenesis in BLT1-deficient mice 

reveals a role for LTB4 and BLT1 in smooth muscle cell recruitment. Circulation. 2005; 112:578-86 
 

32. Stewart CR, Tseng AA, Mok YF, Staples MK, Schiesser CH, Lawrence LJ, Varghese JN, Moore KJ, 
Howlett GJ. Oxidation of low-density lipoproteins induces amyloid-like structures that are recognized by 

macrophages. Biochemistry. 2005; 44:9108-16 
 

33. Ly NP, Komatsuzaki K, Fraser IP, Tseng AA, Prodhan P, Moore KJ, Kinane TB. Netrin-1 inhibits leukocyte 

migration in vitro and in vivo. Proc Natl Acad Sci U S A. 2005; 102:14729-34 
 

34. Moore KJ, Kunjathoor VV, Koehn SL, Manning JJ, Tseng AA, Silver JM, McKee M, Freeman MW. Loss of 

scavenger receptor-mediated lipid uptake by scavenger receptor A or CD36 pathways does not ameliorate 

atherosclerosis in hyperlipidemic mice. J Clin Invest. 2005; 115: 2192-201  
*accompanied by commentary, J Clin Invest. 115:2072-5 

 

35. Stuart LM, Deng J, Silver JM, Takahashi K, Tseng AA, Hennessy EJ, Ezekowitz RA, Moore KJ. Response 
to Staphylococcus aureus requires CD36-mediated phagocytosis triggered by the COOH-terminal 

cytoplasmic domain. J Cell Biol. 2005; 170:477-85 

*selected by Faculty of 1000 as a “Must Read” (http://www.f1000biology.com/article/16061696/evaluation) 
 

36. Heller EA, Liu E, Tager A, Koehn SL, Freeman MW, Moore KJ, Luster AD, Gerszten RE. The chemokine 

CXCL10 promotes atherogenesis by modulating the local balance of effector and regulatory T cells. 
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37. Moore KJ, Freeman MW. Scavenger receptors in atherosclerosis: Beyond lipid uptake. Arteriosclerosis, 

Thrombosis and Vascular Biology. 2006; 26:1702-11 
 

38. Lacy-Hulbert A, Moore KJ. Designer macrophages: Oxidative metabolism fuels inflammation repair. Cell 

Metab. 2006; 4:7-8 
 

39. Howlett GJ, Moore KJ. Untangling the role of amyloid in atherosclerosis. Curr Opin Lipidol. 2006; 17:541-7 
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40. Brundert M, Heeren J, Bahar-Bayansar M, Ewert A, Moore KJ, Rinninger F. Selective uptake of HDL 
Cholesteryl esters and cholesterol efflux from mouse peritoneal macrophages independent of SR-BI. J. 

Lipid Res. 2006; 47:2408-21 
 

41. Seimon TA, A Obstfeld, KJ Moore, DT Golenbock, I Tabas. Combinatorial pattern recognition receptor 
signaling alters the balance of life and death in macrophages. PNAS USA. 2006; 103:19794-99 

 

42. Stewart, CR, A Haw III, R Lopez, TO McDonald, JM Callaghan, MJ McConville, KJ Moore, GJ Howlett and 
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implications. J Lipid Res. 2007; 48:2162-71 
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2007; 282:27392-401 
 

44. Webb NR, KJ Moore. Macrophage-derived foam cells in atherosclerosis: Lessons from murine models and 

implications for therapy. In: Getz G, editor. Current Drug Targets. 2007; Dec;8(12):1249-63 
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C. Research Support. List selected ongoing or completed (during the last three years) research projects (federal 
and non-federal support). Begin with the projects that are most relevant to the research proposed in this application. 
Briefly indicate the overall goals of the projects and responsibilities of principal investigator identified above.  
 

Ongoing research support: 
 

NIH/NIA R01 AG HL20255  Moore (PI)      9/30/01 – 8/31/12 

Mechanism of CD36 signal transduction  
The major goals of this grant are to investigate the mechanism of CD36-signaling by identifying downstream kinases 
activation, performing structure/function studies of this receptor and identifying downstream gene activation. 

Role: PI 
 

Claflin Distinguished Scholar Award Moore (PI)    7/01/06 – 6/30/08 
Regulation of netrin1 by hypercholesterolemia,  

The aims are to investigate how hypercholesterolemia regulates netrin-1 expression in atherosclerosis. 

Role: PI 
 

American Heart Association 0655840T  Moore (PI)   7/01/06 – 6/30/09 

American Heart Association, Grant-in-Aid 

Role of netrin-1 in atherosclerosis,  
The aims of this grant are to test the effect of the axonal guidance molecule netrin-1 on macrophage function 

and foam cell formation in atherosclerosis. 

Role: PI 
 

American Health Assistance Foundation  Moore (PI)  7/01/06 – 6/30/09 

Innate immune signaling in Alzheimer’s Disease  
The aims of this grant are to define the role of Toll-like receptor signaling in microglial inflammatory responses 

to Aß and the development of AD pathology in vivo.  

Role: PI 
 

 

Completed research support: 

AG-NS-0225-03  Moore (PI)       7/01/03 – 6/30/07 

Ellison Medical Foundation, New Scholar Award   

Genetic & functional analysis of CD36-signaling in age-related chronic inflammatory diseases  
The aims of this grant are to investigate the role of CD36-signaling in age-related chronic inflammatory 

diseases, including Alzheimer disease and atherosclerosis. 
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Role: PI 
 

R24 RR014466-05  Moore       2/15/01 – 1/31/06 

NIH/NCRR 
Development & characterization of CD14-deficient mice  

The aims of this grant were to develop, characterize and distribute mice with a targeted mutation in CD14.  

Role: PI 6/02/05 - 01/31/06. 


