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Statement: I have been involved in research and training programs in Neuroscience and epilepsy 
since I arrived at Stanford in 1962. I have had a large number of per- and postdoctoral trainees, 
many of whom have had successful careers in clinical and basic neuroscience.  My lab has 
generated  >200 peer-reviewed publications in which electrophysiological and anatomical  
approaches were used  to study  the intact and epileptogenic brain. 
 
A.  Positions and Honors 

1956-1957 Rotating Internship, Mt. Sinai Hospital, New York, NY 
1957-1958 Assistant Resident in Neurology, Mt. Sinai Hospital, NY 
1960-1962 Assistant Resident and Chief Resident in Neurology, Mt. Sinai Hospital, NY 
10/62-6/63 NIH Special Fellowship in Neurophysiology, Stanford Univ. Sch. of Med. 
10/63-8/68 Assistant Professor of Medicine (Neurology) Stanford Univ. Sch. of Med. 
9/68-8/70 Associate Professor of Medicine (Neurology), Stanford Univ. Sch. of Med. 
9/70-6/71 Associate Professor and Acting Chairman, Dept. of Neurology, Sch. of Med. 
6/71-12/89 Professor and Chairman, Dept. of Neurology, Stanford Univ. Sch. of Med. 
4/89-12/89 Professor and Chairman, Dept. of Neurology & Neurological Sci., Stanford Univ.  
  School of Medicine 
6/1/83-pres. Edward F. and Irene T. Pimley Professor of Neurology and Neurological Sciences, 
  Stanford University School of Medicine 
Other Experience and Professional Memberships: 

              1964  Diplomate in Neurology, American Board of Psychiatry, American EEG  Society 
1976-78 Council Member, American EEG Society 
1970-72 Secretary, American Epilepsy Society 
1973  President, American Epilepsy Society  
1974-76 Council Member, American Neurological Association  
1971-1989 Association of University Professors of Neurology  



1968-69 President, Bay Area Neurophysiological Group 
1990-94 Member, Advisory Board, Max Plank-Institute for Psychiatry 
  Consulting Editor: Epilepsy Research 
  Editorial Board:  Advances in Neuroscience, Epilepsy Research 
  Member, Society for Neuroscience 
2008  Elected Honorary Member, American Neurological Association 
Honors 
Phi Beta Kappa, Alpha Omega Alpha, Sigma Xi, Guggenheim Foundation Fellowship, Lennox 
Award, and Research Recognition Award in Basic Neuroscience from American Epilepsy Society, 
Sachs Lecturer, Javits Neuroscience Investigator Award, 1987, 1994, George Bishop Lecturer, 
Bronte Lecturer, Servier Lecturer, Special Lecturer, Society for Neuroscience, 2009 
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 Sun, Q-Q., Huguenard, J.R., and Prince, D.A.  Somatostatin inhibits thalamic network 
oscillations in vitro: action on the GABAergic neurons of the reticular nucleus. J. Neurosci, 
22:5374-5386, 2002. 
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PMC2946936 
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D. Research Support 
 
Ongoing Research Support: 
 
1 R01 NS39579-12 
NIH/NINDS 
Modulation of Neocortical Interneuronal Function     
04/01/2010 - 03/31/2014 
            The major goals of this project are to assess mechanisms of modulation of function in 
neocortical interneurons, e.g., via autapses and neurotransmitters. 
Role: PI 
 
2 R01 NS06477: 46 
NIH/NINDS 
08/01/2010-07/31/2014 
Cellular Mechanisms in Epileptogenesis      
 The major goals of this grant are to identify mechanisms underlying the prolonged gating 
of GABAA receptor mediated responses in the thalamic reticular nucleus and test whether the 
reticular nucleus survives thalamic injury subsequent to cortical lesions and participates in the 
reorganization of thalamic circuits following injury.     
Role:  Co-PI  
 
CURE:  Citizens United for Research Epilepsy 
Prevention of Neocortical Posttraumatic Epileptogenesis    
11/01/09-10/31/2012 
 The major aim is to develop strategies to prevent posttraumatic epilepsy with gabapentin, 
BDNF activation or other molecules. 
Role:  PI 
 
Completed Research Support: 
2 P50 NS12151-36 
NIH/NINDS 
Epilepsy Research Program: Project I      
07/15/2007 - 06/30/2012 
Abnormalities in Fast Spiking Interneurons of Chronically Epileptogenic Cortex  
 The major goal of these experiments is to define alterations in pre- and postsynaptic 
inhibitory mechanisms that occur at autaptic and synaptic sites in chronically epileptogenic 



neocortex due to decreases in Na+-K+ ATPase and abnormalities in synaptic boutons within the 
axons of fast-spiking interneurons. 
Role:  PI 
 
 
1 R01 NS39579-09  
NIH/NINDS 
Modulation of Neocortical Interneuronal Function     
04/01/2005 - 03/31/2010 
 The major goals of this project are to assess mechanisms of modulation of function in 
neocortical interneurons, e.g., via autapses and neurotransmitters. 
 
Role: PI 
CURE: Citizens United for Research in Epilepsy     
10/01/2007-03/30/2010           
Prevention of Neocortical Posttraumatic Epileptogenesis       
 The major goals of these experiments are to identify strategies for prevention of 
posttraumatic epilepsy in a rat model.  We will assess effects of blocking NMDA receptors and 
enhancing metallothionein I either by direct application or the use of genetically modified animals. 
Role:  PI 
 
2 R01 NS06477-44 
NIH/NINDS 
Cellular Mechanisms in Epileptogenesis      
08/01/2006 - 07/31/2010 
 
 The major goals of this grant are to identify mechanisms underlying the prolonged gating 
of GABAA receptor mediated responses in the thalamic reticular nucleus and test whether the 
reticular nucleus survives thalamic injury subsequent to cortical lesions and participates in the 
reorganization of thalamic circuits following injury.     
Role:  Co-PI  
 

 
 
 
 
 
 
 
 


