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Monday, May 11, 1987, 12 noon-~2:00 p.m.
New Research 2—Poster Session—Exhibit Hall, Lower Level, McCormick Place North

SESSION ON AFFECTIVE DISORDERS AND SUBSTANCE ABUSE DISORDERS

Moderator: Gary J. Tucker, M.D.
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Does ECT Exert a Unique Serotonergic Effect?
Matthew V. Rudorfer, M.D., Laura J. Fochtmann, M.D., Emile D. Risby, M.D., John K. Hsiao, M.D.,
William Z. Potter, M.D.

Acute ECT Effects on Platelet GHT Uptake
Jeffrey L. Rausch, M.D., Charles Rich, M.D., S. Craig Risch, M.D.

Arginine-Aspartate and Electroconvulsive Treatment
Georges D. Cehovic, M.D., Miroslav M. Velek, M.D., Samuel J. Strada, Ph.D.

Modified Muller’s Position for Unilateral ECT
Sidney S. Chang, M.D., Joel Silberberg, M.D., Eileen Enez, R.N., Robert A. deVito, M.D.

Attitudes Towards ECT: Enduring Effects
Richard D. Weiner, M.D., C. Edward Coffey, M.D., Jonathan M. Farber, Ph.D.

Topograhic EEG and Event Related Potentials in ECT
Jeffrey A. Coffman, M.D., Daniel J. Martin, M.D., Linda R. Fortin, EEG.T., Catherine H. Lewis, B.S.,
Michael W. Trello, Ph.D.

Benzodiazepines Reduce ECT’s Therapeutic Effect
Helen M. Pettinati, Ph.D., Kenneth K. Willis, M.D., Stephani M. Nilsen, R.N., Sarah E. Robin, B.A.

ECT in the Treatment of Epileptic Psychosis
Michael Miller, M.D., Gustav Degreef, M.D., Sukdeb Mukherjee, M.D., Haranath Parepally, M.D.

Caffeine Augmentation of ECT Seizures
C. Edward Coffey, M.D., Richard D. Weiner, M.D., Gary S. Figiel, M.D., Martha Cress, R.N., W. Vaughn
McCall, M.D., E. Frank Shelp, M.D.

State-Trait Aspects of Noradrenergic Regulation
Larry J. Siever, M.D., Emil F. Coccaro, M.D., Howard Klar, M.D., Richard A. Friedman, Steven
Greenwald, M.A., Kenneth L. Davis, M.D.

CSF Monoamine and Depressive Subtypes
Richard P. Brown, M.D., Marc Stipetic, M.S., Markku Linnoila, M.D., John Keilp, M.A., Michael Stanley,
Ph.D., Barbara Stanley, Ph.D., J. John Mann, M.D.

Photoimmunology and Seasonal Affective Disorder
Robert G. Skwerer, M.D., Lawrence Tamarkin, Ph.D., Thomas A. Wehr, M.D., Frederick M. Jacobsen,
M.D., David A. Sack, M.D., Guilio F. Paciotti, M.S., Karen A. Kelly, M.D., Norman E. Rosenthal, M.D.

Effects of Different Light Wavelength in SAD

Norman E. Rosenthal, M.D., George C. Brainard, Ph.D., Donald Sherry, M.D., Robert G. Skwerer, M.D.,
Morris Waxler, Karen Kelly, M.D., David A. Sack, M.D., Thomas A. Wehr, M.D., Patricia M. Schulz,
M.S.W.

Morning Light Treatment for Winter Depression
Robert L. Sack, M.D., Alfred J. Lewy, M.D., David M. White, Ph.D., Clifford M. Singer, M.D., Tana M.
Hoban, Ph.D.

The Effects of Bright Light in Normal Subjects
Siegfried F. Kasper, M.D., Susan Rogers, R.N., Patricia M. Schulz, M.S.W., Annette Potter, B.A., Robert
G. Skwerer, M.D., Norman E. Rosenthal, M.D.

Daylight Saving Time Affects Psychiatric Symptoms
Peter A. Bick, M.D., Alison Hannah, A.B.

Diurnal Variation in Seasonal Affective Disorder
Frederick M. Jacobsen, M.D., Adriana Dreizzen, M.D., Norman E. Rosenthal, M.D., David A. Sack, M.D.,
Robert G. Skwerer, M.D., Thomas A. Wehr, M.D.
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PET Study of Sleep Deprivation
Joseph Wu, M.D., Monte S. Buchsbaum, M.D., J. Christian Gillin, M.D.

TSH Response to Sleep Deprivation in Depression
David A. Sack, M.D., Siegfried Kasper, M.D., Thomas A. Wehr, M.D., Robert G. Skwerer, M.D., Hermes
Kick, M.D., Gabrielle Voli, M.D.

Postpartum Depression and Thyroid Autoimmunity
Nelson B. Freimer, M.D., Victor . Reus, M.D., Luisa Manfredi, B.A.

HLA, Depression, and Autoimmune Thyroiditis
Victor I. Reus, M.D., Nelson B. Freimer, M.D., Luisa Manfredi, B.A.

Thyroiditis in Affective and Non-affective Psychiatric Disorders
John J. Haggerty, Jr., M.D., Dwight L. Evans, M.D., Robert N. Golden, M.D., Cort Pederson, M.D.

Sleep EEG in Mania
James |. Hudson, M.D., Joseph F. Lipinski, M.D., Frances R. Frankenburg, M.D., Victoria J.
Grochocinski, Ph.D., David J. Kupfer, M.D.

Bipolar lliness in Patients with Endometriosis Implications
Dorothy Otnow Lewis, M.D., Florence Comite, M.D., Catherine Mallouh, B.A., Laura Zadunaisky, M.S.,
Karen Hutchinson, M.D., Bruce Cherksey, Ph.D.

Receptor Dysregulation in Psychiatric Disorders
Bruce D. Perry, M.D.,, Steven M. Southwick, M.D., Earl L. Giller, Jr., M.D.

Depression with/without Panic; Neuroendocrinology
Gregory M. Gillette, M.D., James C. Garbutt, M.D.

Effect of Dexamethasone Half-Life on DST Response
Peter E. Stokes, M.D., Peter M. Stoll, M.A., Carolyn R. Sikes, M.A., Betty J. Lasley, Ph.D.

Predictors of HPA Axis Dysfunction in Depression
Joan Kotun, M.D., Roger F. Haskett, M.D., Leon Grunhaus, M.D., John R. Greden, M.D.

Salivary and Serum Cortisol Levels in the DST
Robert P. Climko, M.D., David Martin, Donald R. Sweeney, M.D.

Studies of Human CSF Neuropeptides
Wade H. Berrettini, M.D., John . Nurnberger, Jr., M.D., Joel Gelernter, M.D., Susan Simmons-Alling,
M.S.N., Owen Wolkowitz, M.D.

Insulin Resistance After Oral GTT in Depressioh
Jay D. Amsterdam, M.D., Andrew Winokur, M.D., Greg Maislin, M.S.

Vasopressin Test: Effect of Clinical Variables
Juan F. Lopez, M.D., Roger G. Kathol, M.D., William H. Meller, M.D., Richard S. Jaeckle, M.D.

Blunted Orthostatic Response in Major Depressives
Philip J. Wilner, M.D., Richard P. Brown, M.D., John A. Sweeney, Ph.D., James P. Halper, M.D., Helen
Tierney, M.D., J. John Mann, M.D.

Features of Eye-Tracking in Delusional Depression
Stephen L. Snyder, M.D., John A. Sweeney, Ph.D., Margaret Rea, Ph.D., J. John Mann, M.D., Alien J.
Frances, M.D.

Natural Killer Cell Activity and Age in Depression
Steven J. Schleifer, M.D., Steven E. Keller, Ph.D., Ronald N. Bond, Ph.D., Jacob Cohen, Ph.D., Marvin
Stein, M.D. .

Plasma Tranylcypromine and Antidepressant Action
Alan G. Mallinger, M.D., Jonathan M. Himmelhoch, M.D., Michael E. Thase, M.D., David J. Edwards,
Ph.D., Steven Knopf, B.S., Carilyn Z. Fuchs, Ph.D.

Treatment-Induced Changes in Membrane LI Affinity
Alan G. Mallinger, M.D., Jonathan M. Himmelhoch, M.D., Michael E. Thase, M.D., Steven Knopf, B.S.,
Christine S. Dippold, B.S.
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Oifactory Deficits in Schizophrenia
Lili C. Kopala, M.D., Trevor A. Hurwitz, M.D., Campbell M. Clark, Ph.D., Barry D. Jones

Fluoxetine Plasma Levels in Treatment of Depression
R. Cameron Dorey, Ph.D., Jorge H. Beber, M.D., Sheldon H. Preskorn, M.D.

Hydroxymetabolites of Tricyclic Antidepressants
Bruce G. Pollock, M.D., James M. Perel, Ph.D., John P. Foglia, M.S., Lori A. Birder, M.S.

Variability of Plasma Levels of Antidepressants in the Elderly: A Possible Mechanism
Raymond J. Ancill, M.B., J.S. Kennedy, M.D.

10-Hydroxy-Nortriptyline Inhibits Efficacy in Elderly?
Robert C. Young, M.D., George S. Alexopoulos, M.D., Richard D. Shindledecker, M.A., Amiya K. Dhar,
D.Sc., Henn Kutt, M.D., Charles A. Shamoian, M.D.

Fluvoxamine in Refractory Depression
Pedro L. Delgado, M.D., Lawrence H. Price, M.D., Dennis S. Charney, M.D., George R. Heninger, M.D.

After Lithium Augmentation: A Retrospective Study
Andrew A. Nierenberg, M.D., Lawrence H. Price, M.D., Dennis S. Charney, M.D., George R. Heninger,
M.D.

Psychopathology in Parasuicide and Failed Suicide
John G. Keilp, M.A., Catherine Raduns, M.A., Susan Evans, B.S., Richard P. Brown, M.D., P. Anne
McBride, M.D., J. John Mann, M.D.

Family Variables Related to Suicidality and Violence
Robert Plutchik, Ph.D., Herman M. Van Pragg, M.D., Hope R. Conte, Ph.D., Susan Picard, M.A.

Oxford Record-Linkage Study: Diagnosis and Mortality
John C. Simpson, Ph.D., Ming T. Tsuang, M.D.

Lifetime Course of lliness in Chronic Depression
Robert M. Rohrbaugh, M.D., Diane E. Sholomskas, Ph.D., Earl L. Giller, Jr., M.D.

Unipolar Depression: Adolescent versus Adult Onset
Thomas H. McGlashan, M.D.

Social Zeitgebers and Bereavement
Joseph A. Flaherty, Judith A. Richman, Ph.D., Ellen Frank, Ph.D., David J. Kupfer, M.D., K. Hoskinson,
M.S.

The Psychology of Helplessness
Marian L. Fitzgibbon, Ph.D., John A. Sweeney, Ph.D., David F. Cella, Ph.D.

Problem-Solving in Parasuicides and Outcome
Isaac Sakinofsky, M.D.

DSM-III Axis Il and Medical Utilization
William R. Yates, M.D., James H. Reich, M.D., Mary Nduaguba, Ph.D.

Psychosocial Sequelae of Marijuana Use
David W. Brook, M.D., Judith S. Brook, Ed.D.

Epidemiology of Alcohol Dependence Syndrome in U.S.
Alan J. Romanoski, M.D., Gerald Nestadt, M.D., James C. Anthony, Ph.D., Marshal F. Folstein, M.D.,
Ernest M. Gruenberg, M.D., Paul R. McHugh, M.D.

Drug Abuse in Alcoholism
Alan C. Whitters, M.D., Remi J. Cadoret

Li and Alcohol: Clinical and Biological Studies
Jack Hirschowitz, M.D., Robert J. Hitzemann, Ph.D., Beatrice Kovasznay, M.D., Howard LaGrone, M.D.,
Gail Broggini, R.N., Richard Smith, M.S.W.

Platelet Serotonin Uptake in Chronic Alcoholics
Jan L. Campbell, M.D., Thomas L. Kent, M.D., Thomas L. Pazdernik, Ph.D., Elizabeth C. Penick, Ph.D.,
Barbara J. Powell, Ph.D., Donald W. Goodwin, M.D.
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Alcoholism in Homeless People
William R. Breakey, M.B., Pameia J. Fischer, Ph.D.

Amantadine Treatment of Cocaine Abuse
Leonard Handelsman, M.D., Teresita P. Quesada, M.D., Prakash L. Chordia, M.D., Ira J. Marion, M.A.,
Joyce H. Lowinson, M.D.

Persistent Neurochemical Deficit in Cocaine Abuse
Irl Extein, M.D., William Z. Potter, M.D., Mark S. Gold, M.D., Pierre Andre, M.D., William A. Rafuls, M.D.,
David A. Gross, M.D.

Neuropsychological Functioning in Cocaine Abusers
Kenneth J. Krajewski, M.D., Heather Doering, B.S.N.

Morphine Effect on Brain Metabolism in Post-addicts

Edythe London, Ph.D., Emmanuel P. Broussolie, M.D., Jonathan Links, Ph.D., Dean F. Wong, M.D.,
Robert F. Dannals, Ph.D., Henry N. Wagner, Jr., M.D., Sandy Rippetoe, R.N., Barbara Holicky, R.N.,
Ron Herning, Ph.D., J.K.T. Toung, M.D., Jerome H. Jaffe, M.D.

Doxepin in Detoxifying Depressed Opiate Addicts
Steven L. Batki, M.D., Scott M. Wheeler, Ph.D., James L. Sorensen, Ph.D., Reese T. Jones, M.D.,
Michael Rowbotham, M.D., Kathy Brennan, M.A.

Cannabis and Higher Functions: Longitudinal Study
Sarabjit S. Mendhiratta, M.B., Vijoy K. Varma, M.B., Ravinder K. Dang, Ph.D., Anil Malhotra, Ph.D.,
Karobi Kas, M.A., Ritu Nehra, M.A.



Tuesday, May 12, 1987, 9:00 a.m.—10:30 a.m.
New Research 3—Oral/Slide Session—Room L-3, Lower Level, McCormick Place North

NEW RESEARCH ON ORGANIC MENTAL DISORDERS

Chp.: Stuart T. Hauser, M.D.
Co-Chp.: igor Grant, M.D.
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Biological/Clinical Subtype of Aizheimer’s Disease 9:00 a.m.
George S. Zubenko, M.D., Bruce M. Cohen, M.D., Charles F. Reynolds lil, M.D.,
Francois Boller, M.D., lvana Malinakova, M.S., Nanci Keefe, M.A.

50% Risk in Alzheimer Families at all Proband Ages 9:15a.m.

John C. S. Breitner, M.D., Richard C. Mohs, Ph.D., Marshal F. Folstein, M.D.,
Jeremy M. Silverman, M.A. Kenneth L. Davis, M.D.

Functional Deficits in Alzheimer’s Disease 9:30 a.m.
Jeffrey Borenstein, M.D., Barry Reisberg, M.D.
Age of Onset in Geriatric Depression With Dementia 9:45 a.m.

George S. Alexopouios, M.D., Robert C. Young, M.D., Barry S. Meyers, M.D.,
Robert C. Abrams, M.D., Charles A. Shamoian, M.D.

Late-Onset Psychosis and Structural Brain Injury 10:00 a.m.
Ira M. Lesser, M.D., Bruce L. Miller, M.D., Mark Goldberg, M.D., Elizabeth HIll, R.N.,
Kyle Boone, Ph.D., Miiton H. Miller, M.D.

Neuropsychology and MR1 in HIV Infected Groups 10:15a.m.
Igor Grant, M.D., J. Hampton Atkinson, M.D., Caroline J. Kennedy, M.D., Douglas D. Richman, M.D.,
Stephen A. Spector, M.D., J. Alien McCutchan, M.D.




Tuesday, May 12, 1987, 9:00 a.m.—10:30 a.m.
New Research 4—Oral/Slide Session—Room L-2, Lower Level, McCormick Place North

NEW RESEARCH SESSION ON SCHIZOPHRENIA

Chp.: S. Charles Schulz, M.D.
Co-Chp.: Charles A. Kaufmann, M.D.
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Incidence of Tardive Dyskinesia with Pharmacotherapy 9:00 a.m.
William T. Carpenter, Jr., M.D., Douglas W. Heinrichs, M.D., Thomas E. Hanlon, Ph.D.,
Ann T. Summerfelt, B.A.

Plasma HVA: Physiologic and Psychiatric Correlates 9:15a.m.
Kenneth L. Davis, M.D., Michael Davidson, M.D., RlchardC Mohs, Ph.D., Anne Girodani, Ph.D.,
Thomas B. Horvath, M. D

Frontal Attention Deficits in Schizophrenia 9:30 a.m.
Lewis L. Judd, M.D., Byron Budnick, B.S., Lou Ann McAdams, Ph.D., David L. Braff, M.D.

Autosomnal Abnormality Linked to Schizophrenia 9:45a.m.
Anne S. Bassett, M.D., Barry D. Jones, M.D., Barbara C. McGillivray, M.D., J. Tapio Pantzar, M.D.
Late-Onset Schizophrenia: Neuropsychology and MRI 10:00 a.m.

Dilip Jeste, M.D., Jackuelyn Harris, M.D., C. Munro Cullum, Ph.D., Mark Zweifach, M.D.,
Leon J. Thal, M.D., Igor Grant, M.D.

Stable Remission of Tardive Dyskinesia by L-Dopa 10:15 a.m.
Jack |. Ludatscher, M.D.



Tuesday, May 12, 1987, 12 noon—2:00 p.m.
New Research 5—Poster Session—Exhibit Hall, Lower Level, McCormick Place North

NEW RESEARCH ON SCHIZOPHRENIA AND ORGANIC MENTAL DISORDERS

Moderator: Peter S. Jensen, M.D.
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SPECT Brain Imaging in Psychiatry
Ralph A. O’Connell, M.D., Ronald L. Van Heertum, M.D., A. Roland Holt, M.D., David M. Rosenthal,
M.D., Stephen B. Billick, M.D., Arnaldo Gonzalez, M.D.

Prefrontal Cognitive Dysfunction in Schizophrenia?
Terry E. Goldberg, Ph.D., Daniel R. Weinberger, M.D., Karen F. Berman, M.D., N.H. Pliskin, M.A., M.
Podd, Ph.D.

Schizophrenia: CT Data and P300/Clinical Correlates
Robert W. McCarley, M.D., Steven F. Faux, Ph.D., Martha E. Shenton, Ph.D., Marjorie Lemay, M.D.,
Melanie Cane, A.B., Ruth Ballinger, A.B.

Limbic System Structural Brain Abnormalities in Schizophrenia by Magnetic Resonance Imaging
Deborah Dauphinais, M.D., Lynn E. DelLisi, M.D., Peter Hauser, M.D., Eliiot S. Gershon, M.D.

Functional Cerebral Blood Volume Imaging with MRI
Thomas A. Kent, M.D., Eugenio Amparo, M.D., Barry Kaplan, M.D., Michael Quast, Ph.D., Ahmad
Najafi, Ph.D., Robert Gevedon, B.S.

Re-evaluation of CT Importance in Schizophrenia
George Serban, M.D., Ajax George, M.D., Mony de Leon, Ph.D., Seymour Siegal, M.D.

Methods for PET Quantification of Neuroreceptors
Dean F. Wong, M.D., Albert Gjedde, M.D., Larry E. Tune, M.D., Godfrey D. Pearlson, M.D., Chris Ross,
M.D., Henry N. Wagner M.D.

Frontal System Dementia in Late Schizophrenia
J. Wesson Ashford, M.D., Robert Becker, M.D., Robert Dettling, M.S., Jerry A. Colliver, Ph.D.

Anteroposterior Callosal Gradient in Schizophrenia
Henry A. Nasrallah, M.D., Nancy C. Andreasen, M.D., Jeffrey A. Coffman, M.D., Stephen C. Oison,
M.D., James C. Ehrhardt, Ph.D.

Emotional Blunting and Cognitive Deficits
V. Chowdary Jampala, M.B., Kathryn R. Juzwyn, M.A., Michael A. Taylor, M.D., Gunnar Larson, M.D.

EEG Coherence in Untreated Schizophrenics
Edward L. Merrin, M.D., Thomas C. Floyd, M.A., George Fein, Ph.D.

Schizophrenia: P300 Topography and Positive Symptoms
Martha E. Shenton, Ph.D., Steven F. Faux, Ph.D., Robert W. McCarley, M.D., Ruth Ballinger, A.B.,
Michael Coleman, M.A., Frank H. Duffy, M.D.

Schizophrenia: P200 Topography and Negative Symptoms
Steven F. Faux, Ph.D., Martha E. Shenton, Ph.D., Robert W. McCarley, M.D., Ruth Ballinger, A.B.,
Michael Coleman, M.A., Frank H. Duffy, M.D.

Eye Tracking in Schizophrenia: State and Trait Components
Margaret M. Rea, Ph.D., John A. Sweeney, Ph.D., Carla M. Solomon, Ph.D., Stephen Snyder, M.D.,
Allen J. Frances, M.D., J. John Mann, M.D.

Validity of Thought Disorder Ratings in Schizophrenia
John A. Sweeney, Ph.D., Carla M. Solomon, Ph.D., Margaret M. Rea,.Ph.D., Allen J. Frances, M.D., J.
John Mann, M.D.

CSF MHPG, Sleep and Psychosis: State Dependent Changes
Daniel P. van Kammen, M.D., Welmoet B. van Kammen, Ph.D., Jeffrey Peters, M.D., Jules Rosen, M.D.,
Markku Linnoila, M.D., Nancy Nugent
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Glucose Intolerance in Schizophrenic Subjects
Steven D. Roth, M.D., Giovanni Caracci, M.D., William Barr, Ph.D., Sukdeb Mukherjee, M.D.

Growth Hormone Response and Neuroleptic Response
Charles M. Beasley, M.D., Mary Magnusson, B.S.N., David L. Garver, M.D.

CSF 5-Hydroxyindolacetic Acid and Suicide Attempts in Schizophrenia
Jeffery L. Peters, M.D., Daniel P. van Kammen, M.D., Jules Rosen, M.D., Ann V. Nugent, Markku
Linnoila, M.D.

New D1 Dopamine and S2 Serotonin PET Imaging
Dean F. Wong, M.D., John R. Lever, Ph.D., Robert Dannals, Ph.D., James Harris, M.D., Paul Hartig,
Ph.D., Henry N. Wagner, M.D.

Elevated D2 Dopamine Receptors in Schizophrenia
Larry E. Tune, M.D., Dean F. Wong, M.D., Godfrey Pearlson, M.D., Robert F. Dannals, Ph.D., Jonathan
M. Links, Ph.D., HenryN Wagner, M.D.

Calcium Channels Antagonists and Brain D2 Dopamine Receptor Regulation
Richard C. Shelton, M.D., Aaron J. Janowsky, Ph.D.

Effects of Caffeine Challenge in Schizophrenics
Peter B. Lucas, M.D., Daniel Hommer, M.D., John Kelsoe, M.D., Mark Rapaport, M.D., Carlos Pato,
M.D., David Pickar, M.D.

Low Dose Depot Neuroleptics for Psychosis in SDAT
Gary L. Gottlieb, M.D., Thomas W. McAllister, M.D.

Ethnicity and Neuroleptic Drug Dosage
Francis G. Lu, M.D., Ching-Piao Chien, M.D., Gertrude Heming, Ph.D., Ladson Hinton, M.D., Carol
Soussain, B.A.

Benztropine Prophylaxis for Haloperidot Dystonia
George W. Arana, M.D., Donald Goff, M.D., Renee Dupont, M.D., Fred Kanter, M.D., David Greenblatt,
M.D., Richard I. Shader, M.D., Marjorie Ornsteen, A.B.

80% Neuroleptic Reduction in Chronic Psychotics
David Shumway, M.D., Ming Tsuang, M.D., Paul Yin, M.D., Stephen V. Faraone, Ph.D., Walter A. Brown,
M.D., Alan I. Green, M.D.

The Efficacy Clozapine in Refractory Schizophrenia
Jerome Costa, M.D., John M. Herrera, Ph.D., John Sramek, Pharm.D., J. Ananth, M.D.

Trifluoperazine Plasma Levels and Clinical Response
Philip G. Janicak, M.D., Javaid . Javaid, Ph.D., Rajiv Sharma, M.D., James Peterson, B.S., David B.
Bresnahan, M.D., John M. Davis, M.D.

Prolactin Shifts Following Neuroleptic Withdrawal
Alan |. Green, M.D., Stephen V. Faraone, Ph.D., Walter A. Brown, M.D.

An Open Trial of Pimozide for the Negative Syndrome
S. Shalom Feinberg, M.D., Lear Elijovich, M.D., Stanley R. Kay, Ph.D., Abraham Fiszbein, M.D., Lewis
A. Opler, M.D.

Molindone and Haloperidol: Side Effect Differences
Barbara J. Mason, Ph.D., J. John Mann, M.D.

A New Treatment For Extrapyramidal Disorders
Murray A. Cowen, M.D., William Sacks, Ph.D., Maurice R. Green, M.D., Aristide H. Esser, M.D., Paul
Talarico, B.A., Barbara Feitel, Ph.D.

Propranolol and Benztropine in Akathisia
Lenard Adler, M.D., Stewart Reiter, M.D., June Corwin, Ph.D., Paula Hemdal, M.A., Burt Angrist, M.D.,
John Rotrosen, M.D.

Risk Factors for Parkinsonism in TD Patients
Thomas E. Hansen, M.D., Ronald M. Weigel, Ph.D., William L. Brown, B.A., Daniel E. Casey, M.D.
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NR132

NR133

NR134

Objective Evaluation of Respiratory Dyskinesia
Anne S. Bassett, M.D., Barry D. Jones, M.D., Pearce G. Wilcox, M.D., John A. Fieetham, M.D.

Objective Measurement of Tardive Dyskinesia
C. J. Jos, M.D., David W. Kennard, M.D., Ludwig Heinemann, M.D., Earl Dick, M.D., Anatoly Frishberg,
M.D., William True, Ph.D., Srinivas Chilakamarri, M.D.

Frequency of Life Events in Schizophrenic Patients
Joseph Ventura, M.A., Keith N. Neuchterlein, Ph.D., Jean Hardesty, Ph.D.

Sex Differences of Neurocognition in Schizophrenia
Gretchen L. Haas, Ph.D., John A. Sweeney, Ph.D., Margaret M. Rea, Ph.D., Allen J. Frances, M.D.

Impact of Gender on the Course of Schizophrenia
Jill M. Goldstein, Ph.D., Matthias Angermeyer, M.D.

Five-Year Outcome of Schizophrenia in India: Demographic Correlates
Vijoy K. Varma, M.B., Bankteshwar Tripathi, M.D., Arun K. Misra, M.A.

Familial and Social Determinants of Outcome
Frederic J. Sautter, Ph.D., Barbara E. McDermott, M.A., David L. Garver, M.D.

Family Factors Predicting Schizophrenic Relapse
Malca B. Lebell, Ph.D., Stephen R. Marder, M.D., Jim Mintz, Ph.D., Joanne McKenzie, R.N.

Sex and Prediction of Outcome in Schizophrenia
Karen K. Bardenstein, Ph.D., Thomas H. McGlashan, M.D.

Schizophreniform Disorder: A Valid Diagnosis?
Robert K. Heinssen, M.A., Thomas H. McGlashan, M.D.

inpatient Discharge Status and Long-Term Outcome
Thomas H. McGlashan, M.D., Robert K. Heinssen, M.A.

Integrating/Sealing Over and Long-Term Quicome
Thomas H. McGiashan, M.D.

Predicting Diagnostic Stability in Axis | Psychoses
Paul V. Williams, M.D., Thomas H. McGlashan, M.D.

Training Schizophrenics in Medication Management
Robert P. Liberman, M.D., Thad Eckman, Ph.D., Catherine Phipps, M.S., Karen Blair, M.S.

Substance Use in Young Adults with Schizophrenia
Mary Ann Test, Ph.D., Lynn Wallisch, M.A., Deborah Allness, M.S.W., William Knoedler, M.D., Katherine
Ripp, M.S.W.

Negative Symptoms and Social Networks
N. Gregory Hamilton, M.D., David L. Cutler, M.D., Catherine Ponzoha, M.A., Ronald M. Weigel, Ph.D.

The Nature of Social Skill in Schizophrenia
Alan S. Bellack, Ph.D., Randail L. Morrison, Ph.D.

Rehabilitating Schizophrenics in a Rural Region
Hugues J. Cormier, M.D., Gaston Guimond, M.D., Luc Allard, MP.s.

What Difference Does Case Management Make?
Paula N. Goering, Ph.D., Donald Wasylenki, M.D., Marianne Farkas, Sc.D., William J. Lancee, MS.c,,
Ron Ballantyne, M.S.W.

Perceptual Abnormalities of Alzheimer Patients
Richard C. Mohs, Ph.D., Bruno Giordani, Ph.D., John C.S. Breitner, M.D., Michael Davidson, M.D.,
Thomas B. Horvath, M.D., Kenneth L. Davis, M.D.

CSF Biological Measures in Alzheimer’s Disease
Nunzio Pomara, M.D., Peter A. Lewitt, M.D., Michael Stanley, Ph.D., Matthew Galloway, Ph.D., Garth
Bissette, Ph.D., Carol Tamminga, M.D.

Treatment Outcome in Organic Mania
Sashi Shukla, M.D., Anne Hoff, Ph.D., Thomas Aronson, M.D., Brian L. Cook, M.D., Lina Jandorf, M.A.
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NR135

NR136

NR137

NR138

NR139

NR140

NR141

NR142

NR143

NR144
NR145

NR146

NR147
NR148
NR149
NR150
NR151

NR152

Atypical Mentai Disorder or Temporal Lobe Syndrome?
Dietrich Blumer, M.D., Mary Heilbronn, Ph.D., Mark W. Shatz, Ph.D., Robert T. Simkins, D.O.

White Matter Brain Injury and Delusions
Bruce L. Miller, M.D., Ira M. Lesser, M.D., Mark Goldberg, M.D., Eiizabeth Hill, R.N., Kyle Boone, Ph.D.,
Milton H. Miller, M.D.

Symptoms of Depression in Senile Dementia of the Alzheimer Type
William J. Burke, M.D., Eugene H. Rubin, M.D., Martha Storandt, Ph.D., John C. Morris, M.D., Leonard
Berg, M.D.

Diagnosis of Alzheimer Subtypes with PET Scan
Gary W. Small, M.D., David E. Kuhl, M.D., Walter H. Riege, Ph.D., J. Wesson Ashford, Ph.D., Denson G.
Fujikawa, M.D., E. Jeffrey Metter, M.D.

IV Nicotine Treatment of Alzheimer’s Disease
Paul A. Newhouse, M.D., Trey Sunderland, M.D., Pierre N. Tariot, M.D., Allan Mellow, M.D., Brian
Lawlor, M.D., Dennis L. Murphy, M.D.

Affective Family History in SDAT and Depression
Godirey D. Pearlson, M.D., Christopher Ross, M.D., Barry W. Rovner, M.D., Larry E. Tune, M.D.,
Marshal F. Folstein, M.D.

Psychiatric Symptoms in Clinical Alzheimer Disease
Christopher A. Ross, M.D., Godirey D. Pearlson, M.D., Barry W. Rovner, M.D., Larry E. Tune, M.D.,
Marshal F. Folstein, M.D.

Lymphopenia in Probable Alzheimer’s Disease
Gary Tollefson, M.D., Michael Garvey, M.D., Erhard Haus, M.D., J. Bryan Warren, M.D., Michel C.
Godes, R.N., Michael Luxenberg, Ph.D.

A New Scale Assessing Depressed Mood in Dementia
Trey Sunderland, M.D., Ina S. Alterman, M.S.W., Donna Yount, R.N., James L. Hill, Ph.D., Pierre N.
Tariot, M.D., Paul A. Newhouse, M.D., Dennis L. Murphy, M.D., Robert M. Cohen, M.D.

Caregiver Stress in Dementia: Predictors of Coping
William Borden, M.A., Rhoda Frankel, M.A., Benedict L. Gierl, M.D.

The Cerebellar-Vestibular Basis of Disabilities or Dyslexia
Harold N. Levinson, M.D.

Psychiatric lliness in HIV-Infected Men and Controls
J. Hampton Atkinson, M.D., Igor Grant, M.D., Caroline J. Kennedy, M.D., Douglas D. Richman, M.D.,
Stephen A. Spector, M.D., J. Allen McCutchan, M.D.

Misdiagnosis and Undertreatment of AIDs Referrals
James J. Strain, M.D., George Fulop, M.D., Jay Strain, B.S.

Neuropsychiatric Findings and Developmental Problems
George U. Balis, M.D., Spyros J. Monopolis, M.D.

Cognitive State EEG and Drug Toxicity in the Aged
Ira R. Katz, M.D.

Laterality, Symptoms and Diagnosis
Bruce E. Wexler, M.D.

Psychopathology and Sydenham’s Chorea
James A. Wilcox, D.O., Henry A. Nasrallah, M.D.

Two-Year Outcome of Caregivers for Chronically I
Peter V. Rabins, M.D., Melinda Fitting, Ph.D., James Eastham, Sc.D., James Zabora, M.S.W., Maria
Poggi, M.S.
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Wednesday, May 13, 1987, 9:00 a.m.—10:30 a.m.
New Research 6—Oral/Slide Session—Room L-3, Lower Level, McCormick Place North

NEW RESEARCH ON AFFECTIVE DISORDERS

Chp.: Robert M.A. Hirschfeld, M.D.
Co-Chp.: P. Anne McBride, M.D.

NR153

NR154

NR155

NR156

NR157

NR158

Seasonal Variation in Clinical and Laboratory Characteristics of Depression
Roger F. Haskett, M.D., Kevin Murphy, Ph.D., Joan Kotun, M.D.,
James E. Shipley, M.D., Leon Grunhaus, M.D.

Cognitive Therapy versus TCAS in Older Depressives
Gary L. Gottlieb, M.D., Aaron T. Beck, M.D.

A Family Study of Rapid-Cycling Bipolar liiness
John I. Nurnburger, Jr., M.D., Juliet J. Guroff, M.S., Joel Hamovit, M.S.W.,
Wade Berrettini, M.D., Elliot S. Gershon, M.D.

Increased Adrenal Weight in Suicide Victims
Athanasios P. Zis, M.D., Katerina Dorovini-Zis, M.D.

Platelet 5-HT2 Receptors: Depression and Suicide

P. Anne McBride, M.D., Richard P. Brown, M.D., Michael Demeo, M.D.,

John Keilp, M.A., Michael Stanley, Ph.D., J. John Mann, M.D., Barbara Stanley, Ph.D.,
Margaret Polley, Ph.D.

5-HT Function and History of Suicidal Behavior
Emil F. Coccaro, M.D., Larry J. Siever, M.D., Howard Klar, M.D., Lee Harter, R.N.,
Kim Owen, M.D., Kenneth L. Davis, M.D.
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Wednesday, May 13, 1987, 9:00 a.m.—10:30 a.m.
New Research 7—Oral/Slide Session—Room L-2, Lower Level, McCormick Place North

NEW RESEARCH ON PERSONALITY DISORDERS

Chp.: Susan J. Fiester, M.D.

NR159

NR160

NR161

NR162

NR163

NR164

Psychosis in Borderline Patients with Depression
Kenneth R. Silk, M.D., Naomi E. Lohr, Ph.D., Drew Westen, Ph.D.

A Family History Study in Borderline Personality
Jeremy J. Silverman, Ph.D., Larry J. Siever, M.D., Howard Klar, M.D.,
Richard C. Mohs, Ph.D., Kenneth L. Davis, M.D.

Confirmation of Psychosis in Borderlines
Paul S. Links, M.D., Meir Steiner, M.D., Jan Mitton, R.N.

Personality Disorder and Depression: A Family Study
Mark Zimmerman, B.A., William H. Coryell, M.D.

Do Personality Traits Affect Antidepressant Response?

9:00 a.m.

9:15a.m.

9:30 a.m.

9:45a.m.

10:00 a.m.

Eric D. Peselow, M.D., Faouzia Barouche, M.D., Paul J. Goodnick, M.D., Ronald R. Fieve, M.D.

Validity of Structured DSM-III-R Axis Il Diagnosis

Andrew E. Skodol, M.D., David Kellman, M.D., John M. Oldham, M.D., Steven E. Hyler, M.D.,

Lyle Rosnick, M.D.
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Wednesday, May 13, 1987, 12 noon—2:00 p.m.
New Research 8—Poster Session—Exhibit Hall, Lower Level, McCormick Place North

NEW RESEARCH ON ANXIETY, PRE-MENSTRUAL, EATING, PERSONALITY DISORDERS, AND OTHER
ISSUES

Moderator: Geraldine Farias-Daniels, M.D.

NR165  The Efficacy of Lorazepam in Panic Disorders
Dennis S. Charney, M.D., Scott W. Woods, M.D., Wayne K. Goodman, M.D., John H. Krystal, M.D.,
Linda M. Nagy, M.D., George R. Heninger, M.D.

NR166 Lorazepam Treatment of Panic Disorder
Elizabeth F. Howell, M.D., Michele Laraia, M.S.N., James C. Ballenger, M.D., R. Bruce Lydiard, M.D.

NR167  Alprazolam versus Clonazepam in Panic Disorders
Mark Pollack, M.D., Jerrold F. Rosenbaum, M.D., George Tesar, M.D., John B. Herman, M.D., Gary S.
Sachs, M.D., LeeS Cohen, M.D.

NR168  Failures in Exposure and Treatment of Agoraphobia
Iver Hand, M.D., Martina Fischer, Jorg Angenendt

NR169 Longterm Effects of Behavior Therapy for Gamblers
Ilver Hand, M.D., Rudiger Klepsch, Aygmunt Walzlo

NR170  Five-Year Relapse Rate After Phobia Treatment
Charlotte M. Zitrin, M.D., Maryann Juliano, Ph.D., Michael Kahan, M.D.

NR171  Course of Panic Disorder
Diana P. Sandberg, M.D., Mark Gallops, M.Phil., Jack M. Gorman, M.D., Michael R. Liebowitz, M.D.,
Donald F. Klein, M.D., Abby J. Fyer, M.D.

NR172  Regional Cerebral Blood Flow in Panic Disorder
Harold H. Harsch, M.D., Michael Goldstein, Ph.D., Robert S. Hellman, M.D., Laurens D. Young, M.D.,
Ronald S. Tikofsky, Ph.D., B. David Collier, M.D.

NR173  Cerebral Ventricular Site in Panic Disorder
Charles H. Keilner, M.D., Thomas W. Uhde, M.D.

NR174  Chronic Benzodiazepine Use: Abrupt Discontinuation
Edward E. Schweizer, M.D., Kar! Rickels, M.D., W. George Case, M.D.

NR175  Panic Disorder, Vertigo, and the Protirelin Test
Cary L. Hamlin, M.D.

NR176  Coronary-Prone Behavior and Adrenergic Receptors
Jeffrey P. Kahn, M.D., Arthur Perumal, Ph.D., Robert Guily, T. Smith, Thomas B. Cooper, M.A., Donald
F. Kiein, M.D.

NR177  Idiopathic Cardiomyopathy and Panic Disorder
Jeffrey P. Kahn, M.D., Ronald E. Drusin, M.D., Donald F. Klein, M.D.

NR178  Psychiatric Morbidity in Chest Pain Patients
Peter J. Geier, M.D., James R. Hillard, M.D., Lawson R. Wulsin, M.D.

NR179  Neuroendocrine Responses to Clonidine in Mental lliness
Patrick J. Rogue, M.D., Fabrice Duval, M.D., Jean-Luc Deliry, M.D., Marc-Antoine Crocq, M.D., Christian
Beaubernard, Ph.D., Jean-Paul Macher, M.D.

NR180  Catecholamine Levels and Symptoms of Anxiety
Monica N. Starkman, M.D., Oliver G. Cameron, M.D., Randolph M. Nesse, M.D., Thomas Zeinik, M.D.

NR181  Serotonin and Norepinephrine Behavioral Response in Obsessive-Compulsives
Eric Hollander, M.D., Michael Fay, R.N., Michael R. Liebowitz, M.D.

NR182  Neurologic Soft-Signs in Obsessive-Compulsive Disorders
Eric Hollander, M.D., Erica Schiffman, M.D., Michael R. Liebowitz, M.D.
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NR183

NR184

NR185

NR186

NR187

NR188

NR189

NR190

NR191

NR192

NR193

NR194

NR195

NR196

NR197

NR198

NR199

NR200

NR201

NR202

Fluvoxamine in Obsessive Compulsive Disorders
Wayne K. Goodman, M.D., Dennis S. Charney, M.D., Lawrence H. Price, M.D., Steven A. Rasmussen,
M.D., George R. Heninger, M.D., Pedro L. Delgado, M.D., John H. Krystal, M.D.

Obsessive Compulsive and Tourette’s Disorders
Roger K. Pitman, M.D., Robert C. Green, M.D., Michael A. Jenike, M.D., M. Marsel Mesulam, M.D.

Antidepressants for Post-traumatic Stress Disorders
Julia Bess Frank, M.D., Thomas R. Kosten, M.D., Earl L. Giller, M.D,, Ellie Dan, B.A.

Lactate Infusion in Post-traumatic Stress Disorder
Asaf Aleem, M.D., John M. Rainey, M.D., Aurelio Ortiz, M.D., Vikram Yeragani, M.D., Robert Pohl, M.D.,
Richard Berchou, Pharm.D.

Menstrual Cycle Effect on Evoked Potential Measures
Allan Tasman, M.D., Nancy DePaima, M.S., Victor Hesselbrock, Ph.D., Sean J. O’Connor, M.D.

Event Related Potentials and the Pharmacodynamics of Analgesia
Allan Tasman, M.D., Sean J. O'Connor, M.D., Steven R. Cox, Ph.D., Nancy DePalma, M.S.

Premenstrual Changes: Patterns of Daily Ratings
Stephen W. Hurt, Ph.D., Richard D. Shindledecker, M.A., Sally A. Severino, M.D.

State Related Changes in Life Events and Perceptions in MRMD
Peter J. Schmidt, M.D., Christine Hoban, M.S.W., David R. Rubinow, M.D.

Hypertension and Impotence
Ismet Karacan, M.D., Max Hirshkowitz, Ph.D., Nelda Wray, M.D., Richard E. Borreson, M.D., Patricia J.

Salis, M.A.

Sleep APNEA Found in 38% of Elderly Inpatients
Daniel F. Kripke, M.D., Sonia Ancoli-Israel, Ph.D., William J. Mason, M.A., Jennifer Bioomquist, R.N.

Delayed Sleep Phase Syndrome Revisited
Beth Buckwald, B.S., Norman E. Rosenthal, M.D., Shawana Murray, M.D., David A. Sack, M.D.

Parental Psychopathology in Anorexia Nervosa
Edward J. Schork, Ph.D., Katherine A. Halmi, M.D., Elke D. Eckert, M.D., Nancy Williams, Ph.D., Louis
Chavez, M.A., Tina Trudel, M.A.

Evidence for Serotonin Dysregulation in Anorexia
Timothy D. Brewerton, M.D., Edward A. Mueller, M.D., Harry A. Brandt, M.D., Michael D. Lesem, M.D.,
Dennis L. Murphy, M.D., David C. Jimerson, M.D.

Risk Factors for Bulimia Among High School Females
Donna E. Andrews, Ph.D., Marjorie H. Klein, Ph.D., John H. Greist, M.D., Mary Gulbrandson, R.N.

2-Deoxy-D-Glucose Effects on Appetite in Bulimia
Harry H. Brandt, M.D., Alan Breier, M.D., Owen Wolkowitz, M.D., David Pikar, M.D., Steven M. Paul,
M.D., David C. Jimerson, M.D.

Is Anorexia Nervosa Occurring More Frequently?
Alexander R. Lucas, M.D., C. Mary Beard, M.P.H, William O’Fallon, Ph.D., Leonard T. Kurland, M.D.

Bulimia on Campus: Incidence and Recovery Rates
Adam Drewnowski, Ph.D., Doris Yee, Dean D. Krahn, M.D.

Amylase Levels in Bulimia
David C. Lindy, M.D., B. Timothy Walsh, M.D., Steven P. Roose, M.D., Madeline Gladis, M.A., Linda M.
Wong, B.A.

Pattern of Onset of Bulimic Symptoms in Anorexia
Joy A. Kassett, M.S.W., Elliot S. Gershon, M.D., Harry Gwirtsman, M.D., Walter H. Kaye, M.D., Harry A.
Brandt, M.D., David C. Jimerson, M.D.

Zinc Deficiency and Bulimia
Laurie Humphries, M.D., Craig McClain, M.D.
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NR203

NR204

NR205

NR206

NR207

NR208

NR209

NR210

NR211

NR212

NR213

NR214

NR215

NR216

NR217

NR218

NR219

NR220

NR221

NR222

NR223

Bulimia Treated with Carbamazepine and Imipramine
Allan S. Kaplan, M.D., Paul E. Garfinkel, M.D., David M. Garner, Ph.D.

Reduced Resting Metabolic Rate in Bulimic Patients
Eva Obarzanek, Ph.D., Michael D. Lesem, M.D., David C. Jimerson, M.D.

Altered CSF Neuropeptide Relationships in Eating Disorders
Walter H. Kaye, M.D., Wade H. Berrettini, M.D., Harry H. Gwirtsman, M.D., David C. Jimerson, M.D.,
D.T. George, M.D.

DSM-IIl Personality Disorder Among Bulimics
William R. Yates, M.D., Bruce Sieleni, M.D., James H. Reich, M.D.

DSM-I1Il Personality Disorders in the Elderly
Robert C. Abrams, M.D., Robert C. Young, M.D., George S. Alexopoulos, M.D., Jonathan H. Holt, M.D.

Gender Differences in Narcissistic Styles
Judith A. Richman, Ph.D., Joseph A. Flaherty, M.D.

DSM-lil Personality Disorders in the Community
James H. Reich, M.D., William Yates, M.D., Mary Nduaguba, Ph.D.

Correlates of Personality Disorders in the Community
Mark Zimmerman, B.A., William H. Coryell, M.D.

Psychiatric Mortality in the Community
Jane M. Murphy, Ph.D., Richard R. Monson, M.D., Donald C. Oiivier, Ph.D., Arthur M. Sobol, M.A_,
Alexander H. Leighton, M.D.

Personality Dimensions in Candidates for Phototherapy: A Pilot Study
Patricia M. Schulz, M.S.W., David A. Sack, M.D., Robert G. Skwerer, M.D., Beth Buckwald, B.S.,
Sigfried Kasper, M.D., Norman E. Rosenthal, M.D., Susan Rogers, R.N.

5-HT Function in Borderline Personality Disorders
Emil F. Coccaro, M.D., Larry J. Siever, M.D., Howard M. Klar, M.D., Richard A. Friedman, M.D., Andrea
Moskowitz, R.N., Kenneth L. Davis, M.D.

MDD and Panic Disorder: Effects of Comorbidity on Treatment Outcome
Leon J. Grunhaus, M.D., Yoseph Harel, Ph.D., Tina A. Krugler, B.A., Roger F. Haskett, M.D., John F.
Greden, M.D.

Schizotypal Personality/Biologic Correlates
Zvi Zemishlany, M.D., Larry J. Siever, M.D., Howard M. Klar, M.D., Miklos F. Losonczy, M.D., Stephen
Greenwald, M.A., Kenneth L. Davis, M.D.

Hormonal Responses to Fentanyi: Diurnal Variation
Ede Frecska, M.D., Mihaly Arato, M.D., Csaba M. Banki, M.D., Gyorgy Bagdy, Ph.D., Andras Perenyi, -
M.D., Marton |.K. Fekete M.D.

Rating the Expression of Facial Affect in Children
Kytja K.S. Voelier, M.D., Robert J. Bartucci, M.D., Christiana M. Leonard, Ph.D.

Right Hemisphere Dysfunction and ADD
Kytja K.S. Voeller, M.D., Kenneth M. Heilman, M.D.

Parental versus Child Report of Childhood Depression
Mary A. Fristad, Ph.D., Elizabeth B. Weller, M.D., Ronald A. Weller, M.D., Marijo Teare, B.S.

Lyme Disease: Great Imitator of the 1980’s?
Anita M. Lopker, M.D.

The Role of Interpersonal Functioning in Type-A Behavior
Janelle M. Bessette, M.A., James Halper, M.D.

Psychosocial Sequelae of Bariatric Surgery
Pauline S. Powers, M.D., Dale Lee Coovert, B.A., Alexander Rosemurgy, M.D., Felecia R. Boyd, ARNP

Psychological Distress in Elderly HMO Members
Bentson H. McFarland, M.D., Donald K. Freeborn, Ph.D., Clyde R. Pope, Ph.D., John P. Mullooly, Ph.D.
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NR224

NR225

NR226

NR227

NR228

NR229

NR230

NR231

NR232

NR233

Ego Mechanisms of Defense and Compliance in Diabetes
Alan M. Jacobson, M.D., Elizabeth Glefand, Ed.D., Stuart T. Hauser, M.D., Joseph |. Wolfsdorf, M.D.,
Donald Wertlieb, Ph.D., William Beardslee, M.D.

Screening for Depressions of Bereavement
Selby Jacobs, M.D., Fay Hanson

Mortality Following the Loss of an Aduit Son
[tzhak Levav, Erik Peritz, Ph.D., Jeremi Kark, M.D., Yehiel Friedlander, Ph.D.

Visits to Office-based Psychiatrists: U.S., 1985
Gloria J. Gardocki, Ph.D.

Beyond DRG’s: Variables that Predict Length of Stay
Cynthia L. Cohen, M.P.H., John A. Sweeney, Ph.D., Gretchen Haas, Ph.D., Alien J. Frances, M.D.

Reliability of Telephone Interviews
Annamarie Paulson, M.D., Raymond Crowe, M.D., Russell Noyes, M.D., Bruce Pfohl, M.D.

Scaling of Stressful Life Events Among a Group of Students in Iran
Morteza Mohajer, M.D., Yasaman Mottaghi-Poor, Ph.D.

The Validity of the Standardized Psychiatric Exam
Alan J. Romanoski, M.D., Gerald Nestadt, M.D., Peter Rabins, M.D., Marshal F. Folstein, M.D., Paul R.
McHugh, M.D., Erest M. Gruenberg, M.D.

Artificial Intelligerice Based Therapeutic Dialogue
David Servan-Schreiber, M.D., irving I. Binik, Ph.D.

Reduced Nocturnal Penile Tumescence in Depression
Michael E. Thase, M.D., Charles F. Reynolds, M.D., J. Richard Jenning, M.D., Joseph Howell, M.S.,
Elien Frank, Ph.D., David J. Kupfer, M.D.
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Thursday, May 14, 1987, 9:00 a.m.—-10:30 a.m.
New Research 9——0ral/SIlde Session—Room L-3, Lower Level, McCormick Place North

NEW RESEARCH ON CHILDHOOD DISORDERS

Chp.:Jon A. Shaw, M.D.
Co-Chp.: Alan F. Breier, M.D.

NR234

NR235

NR236

NR237

NR238

NR239

Plasma Levels of Imipramine in Hospitalized Children 9:00 a.m.
Steven J. Bupp, M.D., Sheldon H. Preskorn, M.D., Elizabeth B. Weller, M.D.,
Ronald A. Weller, M.D.

Somatic Symptoms in Bereaved Children 9:15 a.m.
Bela Sood, M.D., Elizabeth B. Weller, M.D., Ronald A. Weller, M.D., Mary A. Fristad, Ph.D.,
Jennifer Moye, B.A.

Mothers’ Reports of Depressmn in Their Children 9:30 a.m.
Naomi Breslau, Ph.D., Glenn Davis, M.D., Kenneth Prabucki, B.A.
Mother/Child Reports of Child Psychopathology 9:45 a.m.

Alan M. Jacobson, M.D., Janet E. Milley, M.A., Stuart T. Hauser, M.D.,
Donald Wertlieb, Ph.D., Joseph I. Wolfsdorf, M.D., Raymonde D. Herskowitz, M.D.

Does Early Parental Loss Cause Adult Depression? 10:00 a.m.
Alan F. Breier, M.D., John Kelsoe, M.D., Stacy Beller, B.S., Paul Kirwin, B.S.,
Owen M. Wolkowitz, M.D.

Perinatal Complications and Psychiatric lliness 10:15 a.m.
Stephen L. Buka, M.S., Ming T. Tsuang, M.D., Lewis P. Lipsitt, Ph.D.
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Thursday, May 14, 1987, 9:00 a.m.—10:30 a.m.
New Research 10—Oral/Slide Session—Room L-2, Lower Level, McCormick Place North

NEW RESEARCH ON ANXIETY DISORDERS

Chp.: Susan J. Fiester, M.D.
Co-Chp.:Minna R. Fyer, M.D.

NR240 Provocation of Panic with 35% Carbon Dioxide : 9:00 a.m.
Minna R. Fyer, M.D., Judy Uy, M.D., Jose Martinez, B.S., Raymond Goetz, Ph.D.,
Donald F. Klein, M.D., Jack M. Gorman, M.D.

NR241 - Cognitive Therapy of Panic Disorder 9:15a.m.
Leslie Sokol-Kessler, M.S., Aaron T. Beck, M.D.
NR242  Simple Phobia: Evidence for Heterogeneity 9:30 a.m.

Joseph A. Himile, M.S.W., Kathleen M. McPhee, M.D., Oliver G. Cameron, M.D.,
George C. Curtis, M.D.

NR243  Long Term Efficacy of Alprazolam in Panic Disorder 9:45 a.m.
Linda M. Nagy, M.D., John H. Krystal, M.D., Scott W. Woods, M.D., Dennis S. Charney, M.D.

NR244  Antidepressants in Generalized Anxiety Disorders 10:00 a.m.
Karl Rickels, M.D., Edward E. Schweizer, M.D., Robert W. Downing, Ph.D.

NR245 High Rates of Behavioral inhibition in Children of Agoraphobics 10:15 a.m.

Jerrold F. Rosenbaum, M.D., Joseph Biederman, M.D., Michelle Gersten, Ed.D.,
Nancy Snidman, Ph.D., Steven J. Reznick, Ph.D., Jerome Kagan, Ph.D.
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NEW RESEARCH PAPERS

in Summary Form




NR1 Monday, May 11, 12:00 noon-2:00 p.m.
DOES ECT EXERT A UNIQUE SEROTONERGIC EFFECT?

Matthew V. Rudorfer M.D. Lab Ciinic Science Nat Inst Ment Hith 9000 RKV PK BL10 RM 2D46 Bethesda, MD 20892, Laura J.
Fochtmann, M.D., Emile D. Risby, M.D., John K. Hsiao, M.D., William Z. Potter, M.D.

Summary:

All effective antidepressant (AD) treatments demonstrate common actions on the norepinephrine (NE) system but a disparity in
serotonin (SHT) effects in preclinical studies. In patients we confirm a distinct action of electroconvulsive therapy (ECT) on the
principal SHT metabolite, SHIAA in the cerebrospinal fluid (CSF) measured at baseline (>3 wk medication-free) and again 1 wk
after completion of ECT. Whereas ADs are associated with falls in CSF MHPG (the major NE metabolite) and 5HIAA, ECT in 7
patients did not consistently alter mean CSF MHPG (47.6 pmol/ml pre to 49.1 pmol/ml post); on the other hand, mean CSF 5HIAA
in the patients rose 23.5% from a baseline 99.9 pmol/ml to 123.4 pmol/mi (p<<.05) a week after completion of the ECT course.
Data from the 5HT-mediated serum prolactin response to a low-dose clomipramine (CMI) infusion paradigm before and after
ECT, to be presented, will address the issue of the functional significance of the finding of increased SHIAA with this treatment.
Preliminary findings in a rat model are negative. Not only are we not finding the expected increase in cortical 5HT receptors, but
we are not seeing any meaningful alteration of prolactin responsivity to CMI infusion foliowing completion of a course of 8 ECS
administrations given on alternate days. Our most robust finding in humans is actually of a highly significant (p<.02) 34.5%
elevation of CSF concentrations of the primary dopamine (DA) metabolite, homovanillic acid (HVA) with ECT; 1 wk post-ECT
mean CSF HVA was 231.0 pmol/mi, compared with a baseline of 171.8 pmol/mlin our 7 patients. Further studies are under way to
clarify the role of DA, as well as 5HT, in producing the therapeutic action and the potential toxicity of ECT.

NR2 Monday, May 11, 12:00 noon—2:00 p.m.
ACUTE ECT EFFECTS ON PLATELET S5HT UPTAKE

Jeffrey L. Rausch M.D. Psychiatry UCSD M003 UCSD Dept. of Psychiatry, La Jolla, CA 92093, Charles Rich, M.D., S. Craig
Risch, M.D.

Summary:

Recently low baseline levels of platelet imipramine (IMI) binding sites have been reported to increase significantly after ECT
treatment in six depressed patients although data have not been available for platelet SHT uptake. We have now examined SHT
uptake in six depressed patients during the week before and the week after ECT in order to test for changes in 5HT transport
associated with ECT.

We found that the depressed patients had significantly (p<<0.05) lower Vmax of platelet SHT uptake prior to ECT (22.9 = 7.6
pm/2 x 107 platelets) than the six matched control subjects (37.5 = 9.1). After a single ECT treatment, the Vmax significantly
(p<0.05) increased to levels (34.6 = 10.1) no longer significantly different from control. Since Hamilton depression scores
significantly increased after the single treatment in our subjects, it possible that the Vmax of platelet SHT uptake reflects
state-dependent changes in depression in response to ECT therapy. Although it remains to be determined how the two changes
covary, our data would indicate a rapid change in uptake, compared to the previously reported increased density of imipramine
binding sites. Changes in platelet SHT uptake are of interest, since the regulation of serotonin turnover is regulated, in part, by
mechanisms that control serotonin uptake, and ECT is known to significantly reduce serotonin turnover.
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NR3 Monday, May 11, 12:00 noon-2:00 p.m.
ARGININE-ASPARTATE AND ELECTROCONVULSIVE TREATMENT

Georges D. Cehovic M.D. Pharmacology, University South Ala Medical Science Bld Mobile, AL 36688, Miroslav M. Velek, M.D.,
Samuel J. Strada, Ph.D.

Summary:

L-ARGININE-L-ASPARTATE (AA) AND ELECTROCONVULSIVE TREATMENT (ECT). G. Cehovic*, M. Velek*, S. J. Strada*,
Departments of Pharmacology* and Psychiatry**, University of South Alabama, Mobile, Alabama 36688, USA.

Previous work has shown that administration of AA increases markedly **P incorporation into specific brain proteins, whereas
ECT consistently decreased these same proteins in rats. )

In these studies, the convulsive electrical stimulus (100 V, 0.4 sec. of duration) was delivered to both groups of rats from a
Medcraft B 24 ECT device using ear clip electrodes. For administration of AA an oesophageal tube was inserted. Treated rats
received 6 daily doses of AA at 9 A.M.; the control group received 1 ml of tap water (T.W.) instead. ECT was administered for six
consecutive days at 3 P.M. and the rats continued to receive AA thereafter. in ECT treated rats, SDS-PAGE slabs showed a
decrease in *P incorporation in all protein bands except for those of lower molecular weight in AA pretreated rats (0.5g/kg/day).
We observed also a faster recovery (3-6 x shorter) after ECT in rats receiving AA than in ECT-control rats. The recovery time was
assessed from some general behavioral characteristics including the degree of consciousness, improvement of sensory
functions, searching and tail reflexes, spontaneous movements and resistance to passive movements. These behavioral features
will be documented in a videotape. The enhanced recovery time after ECT rats treated with AA may have clinical implication for
the use of ECT in human subjects. Post ECT amnesia may be shortened by AA treatment. Further testing of memory functions in
rats and humans following the administration of AA appears warranted. AA and research support provided by lab. Sarget, France.

NR4 Monday, May 11, 12:00 nocn-2:00 p.m.
MODIFIED MULLER’S POSITION FOR UNILATERAL ECT

Sidney S. Chang M.D. Psychiatry VA Medical Center 940 Belmont Street Brockton, MA 02401, Joel Silberberg, M.D., Eileen
Enez, R.N., Robert A. deVito, M.D.

Summary:

One of the advantages with MECTA machine is the capability to check the impedance between electrodes and scalp before
ECT. With Muller's method of electrode placement (fronto-frontotemporal) for unilateral ECT, both the stimulating and monitoring
(EEG) electrodes can be held securely by a head-band, and the impedance can easily be tested before ECT. However, Muller's
placement may require higher energy to induce seizures. The d’Elia’s position (temporo-parietal) has less abortive seizures due
to a wider distance between the electrodes, but the parietal electrode has to be held by hand, and therefore, the safety test for
impedance can not be done properly. We modified the Muller's placement and moved the second (temporal) electrode along the
head-band posteriorly to about half an inch behind the ear to widen the interelectrode distance. We have administered unilateral
ECT for 20 inpatients with this modified method. Using a MECTA machine, with frequency of 50-70 Hz, pulse width of 0.5—-1.5
msec. and duration of 1.0-2.0 sec., 18 (in 11 patients) of the 144 total treatments failed on the first trials, but subsequently with
increased energy all had adequate seizures. The rate of clinical response was 70% and no unusual or serious side effect was
noticed. This modified method appears to have a higher success rate of inducing seizures than the Muller's method, and the
pretreatment safety test for impedance can still be done with a MECTA machine.
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NR5 Monday, May 11, 12:00 noon—2:00 p.m.
ATTITUDES TOWARDS ECT: ENDURING EFFECTS

Richard D. Weiner M.D. Psychiatry Duke University Psych SVC, Durham, VA Med Ctr Durham NC 27705, C. Edward Coffey,
M.D., Jonathan M. Farber, Ph.D.

Summary:

Thirty-three subjects who took part in an ECT research study approximately 5 years previously were administered an ECT
attitudes questionnaire. Parts of this instrument were also administered to 11 individuals who had served as clinical matched
control subjects in the original study and who had never received ECT. Subjects who received ECT reported their ECT
experience as very therapeutic, with perceived duration of this effect lasting greater than a year in two-thirds of the population.
Compared to non-ECT controls, subjects receiving ECT were much more likely to rate ECT as more effective than medication
(p<0.01). Subjects who received ECT also belived that ECT was no more dangerous than antidepressant medication, although
they reported a more frequent occurrence of memory problems and confusion with ECT. Overall, 94% of ECT patients responded
that they would agree to receive ECT again if severely depressed, other treatments had not worked, and their physician
recommended its use. Relationships between present self-ratings and both type of ECT received and objective measures of
therapeutic outcome and memory function done at the time of the index episode will also be presented.

NR6 Monday, May 11, 12:00 noon—2:00 p.m.
TOPOGRAPHIC EEG AND EVENT RELATED POTENTIALS IN ECT

Jeffrey A. Coffman M.D. Psychiatry Ohio State University 473 West 12th Avenue Columbus, OH 43210, Daniel J. Martin, M.D.,
Linda R. Fortin, EEG.T., Catherine H. Lewis, B.S., Michael W. Torello Ph.D.

Summary:

Several studies have found increased slow wave amplitude and predominance in patients following treatment with ECT, but
few investigations have included evaluations of event related potentials. We investigated amplitude latency and spatial distribu-
tion of the auditory evoked response (N,, and P300 components) taking advantage of a full 10—20 montage and newly available
topographic processing of the data.

To date we have studied 9 depressed patients (DSM-IIl major depression) prior to and following completion of ECT. The group

included 5 males and 4 females with a mean age of 51 = 14 yrs. We compared the pre-treatment results of the depressed
patients to a similar group of 12 normal volunteers (Age = 49 = 13 yrs.) as well as to their own post-treatment results. The
experimental paradigm included tone pip presentation and odd pips serving as event related potentiai stimuli. Level of attention
and artifact were controlled.
RESULTS: We found significant differences in spatial localization of the N,,, component between depressed patients and
controls with more controls showing central or leftward localization while depressed patients showed a rightward displacement of
the component (Fisher's exact test, p<.05). In addition, the depressed patients following completion of the ECT showed a trend
toward developing a “normal” pattern of localization. We also found significant differences between controls and depressed
patients (pre ECT) as well a pre ECT and post ECT patients in N,,, amplitude (lower among depressed patients and prior to ECT)
and N, latency (delayed among depressed patients and prior to ECT). Further shifts toward “normalized” N, spatial distribution
were profound among improved patients. Results of these measures at later points in treatment and correlations of response to
the measures will be reported.

We feel that our results support the impression that changes in spatial, temporal, and amplitude parameters of the N,
component of the auditory evoked response may reflect alterations in neurophysiology secondary to depression and effective
treatment.

This research was supported in part by a seed grant from the Bremer Foundation to M. W. Torello, Ph.D.
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NR7 Monday, May 11, 12:00 noon—2:00 p.m.
BENZODIAZEPINES REDUCE ECT’S THERAPEUTIC EFFECT

Helen M. Pettinati Ph.D. Research Carrier Foundation P.O. Box 147 Belle Meade, NJ 08502, Kenneth W. Willis, M.D., Stephina
M. Nilsen, R.N., Sarah E. Robin, B.A.

Summary:

Although d’Elia (1982) and Ottosson (1982) have made pleas for discontinuing the use of benzodiazepines during electrocon-
vulsive therapy (ECT), in current clinical practice some patients are continued on a daily regimen of a benzodiazepine during
ECT. Few would dispute the logic that these drugs raise the patient’s seizure threshold, making it inefficient for inducing a seizure.
However, little empirical work exists on the extent, if any, to which benzodiazepines may compromise the therapeutic effective-
ness of ECT when a seizure of adequate duration has occurred. A singie study (Stromgren et al., 1980) has reported that more
ECT treatments were required by patients concurrently taking benzodiazepines, but in Johnstone et al.’s (1980) Northwick Park
ECT study: “improvement scores were similar in patients with and without diazepam.” The present study assessed the response
to ECT in patients who were taking a benzodiazepine during their ECT course, using Hamilton depression ratings done blind to
medication profile for 30 ECT patients. Of the 30, 10 were nonresponders; all (100%) nonresponders had been taking a
benzodiazepine during their ECT course. This was a significantly higher frequency compared to the number of responders taking
a benzodiazepine (p = .06). In the 20 patients who did show a therapeutic response to ECT, the change in the Hamilton
depression scores from pre- to post-6th ECT was significantly smaller in ECT responders (p<.01, 2-tailed) who had been taking a
benzodiazepine during ECT, leaving this group with significantly more depression after 6 ECTs than responders not taking a
benzodiazepine (p < .05, 2-tailed). '

NR8 Monday, May 11, 12:00 noon—2:00 p.m.
ECT IN THE TREATMENT OF EPILEPTIC PSYCHOSIS

Michael Miller M.D. Neuropsychiatric NYS Psych Institute 722 West 168th St. Box 72 New York, NY 10032, Gustav Degreef,
M.D., Sukdeb Mukherjee, M.D., Haranath Parepally, M.D.

Summary:

The treatment of chronic psychoses associated with epilepsy presents a therapeutic dilemma. Although evidence suggests
that ECT may have both antipsychotic and anticonvulsant effects, its efficacy and safety in the treatment of chronic epileptic
psychoses has not been systematically evaluated. We will present our findings from an ongoing study addressing the effects of
ECT on psychosis and seizure manifestations in patients with chronic refractory psychoses associated with epilepsy.

ECT was administered thrice weekly using brief square wave pulse stimulation. Of the first 8 patients in the series, 4 had a
chronic schizophrenia-like psychosis, 2 a bipolar-type affective disorder, and 2 a paranoid psychosis. One patient had primary
generalized seizures and 7 had complex partial seizures of whom 3 had secondary generalized seizures. Five patients exhibited
frequent episodic aggressive dyscontrol, often in the context of post-ictal confusion. ECT was associated with a marked decrease
in the frequency, duration, and severity of episodic dyscontrol in all 5 cases. ECT was associated with marked improvement of
psychosis in 5 of the 8 patients. None of the patients showed increased seizure frequency of worseriing of psychosis during ECT.
ECT was associated with modification of spontaneous seizure patterns and abolition of post-ictal confusion. These effects will be
described in detail. Our preliminary findings suggest that ECT may be a safe therapeutic alternative in cases of chronic epileptic
psychoses with significant acute therapeutic effects in some cases.
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NR9 Monday, May 11, 12:00 noon—2:00 p.m.
CAFFEINE AUGMENTATION OF ECT SEIZURES

C. Edward Coffey M.D. Psychiatry Duke Medical Center Box 3920 Durham, NC 27710, Richard D. Weiner, M.D., Gary S. Figiel,
M.D., Martha Cress, R.N., W. Vaughn McCall, M.D., E. Frank Shelp, M.D.

Summary:

A decline in seizure duration occurs frequently during a course of ECT and may result in brief or missed seizures and limited
clinical benefit. Previously we reported that pretreatment with caffeine i.v. lengthened ECT seizures in 8 drug-free inpatients with
major depression (MD) and declining seizure times. We now describe 2 studies which conform and extend our original findings.

In an open, single-blind study of 20 inpatients with DSM-Il MD, caffeine pretreatment (250—750 mg) resulted in a statistically
significant (p<.01) increase in seizure duration (mean 127%). The extent of the increase in seizure duration was greater at higher
dosages of caffeine. A clinical remission was achieved in all 19 patients who completed the course of ECT. In general, caffeine
was well tolerated; the major side effect was anxiety (N=3). There were no associated adverse cardiovascular effects or
prolonged post-ECT disorientation.

The resulits of an ongoing prospective, double-blind randomized study will also be reviewed, comparing the effects of caffeine
vs. placebo on clinical outcome and encephalopathic side effects of ECT.

These studies suggest that caffeine may be a potentially safe and highly effective technique to augment ECT.

NR10 Monday, May 11, 12:00 noon-2:00 p.m.
STATE-TRAIT ASPECTS OF NORADRENERGIC REGULATION

Larry J. Siever M.D. Psychiatry VA Medical Center 130 W. Kingsbridge Rd Bronx, NY 10468, Emil F. Coccaro, M.D., Howard Klar,
M.D., Richard A. Friedman, Steven Greenwald, M.A., Kenneth L. Davis, M.D.

Summary:

In order to determine which abnormalities of the noradrenergic system are state-dependent and which are state-independent
(trait), indices of noradrenergic release/metabolism (sequential samples of plasma norepinephrine [NE] and MHPG over an
8-hour period) and/or responses to clonidine were evaluated in 28 acute depressed, 16 remitted depressed, and 11 normal
controls. Seven (7) patients have been studied in both the acute and remitted states. Blunted GH responses (< 5 ng/ml) to
clonidine did not differ between the acute depressed patients (71%, '%1) and the remitted depressed patients (69%, V1) but the
depressed patients significantly differed from the normal controls (36%, 411) (p<<0.05, Fisher's Exact). Of the 5 patients studied
with clonidine in two studies, those four patients who had blunted GH responses to clonidine in the acute state remained blunted
in the remitted state. The clonidine-induced fall in plasma MHPG tended to be reduced in the acute depressed patients
(—0.08+0.42 ng/nl, n=20) compared to the controls (—0.32+0.45, n=7) (p=0.07, ANOVA). Preliminary results suggest an
erratic variable rhythm of plasma MHPG and NE in acute depression that tends to normalize in remission. These results raise the
possibility that diminished adrenergic receptor responsiveness may represent a trait or vuinerability marker for depression, while
overt dysregulation of NE release/metabolism may be partially state-dependent.
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NR11 Monday, May 11, 12:00 noon-2:00 p.m.
CSF MONOAMINE AND DEPRESSIVE SUBTYPES

Richard P. Brown M.D. Psychiatry Payne Whitney Clinic 525 3 68th St New York, NY 10021, Marc Stipetic, M.S., Markku Linnoila,
M.D., John Keilp, M.A., Michael Staniey, Ph.D., Barbara Stanley, Ph.D., J. John Mann, M.D.

Summary:

In order to distinguish subtypes of major depressions by CSF monoamines, 21 nonendogenous major depressives, 13
endogenous major depressives, and 11 major depressives with endogenous and psychotic features (all unipolar, drug-free, in
hospital were studied. HVA was much lower in the endogenous group vs. nonendogenous.vs. psychotic groups (125 pmol/ml vs.
212 vs. 190, p=008). HVA and 5-HIAA correlated (r=.8, p=.0001) but 5-HIAA was not lower in any grup (88 vs. 109 vs. 109,
p=.2). MHPG was also similar (43 vs. 42 vs. 49). HVA correlated inversely with Hamilton Anxiety total and Ham-D anxiety items
but positively with SIB total and paranoia items (p = .50). Mixture analysis of distributions of CSF values showed that 16 patients
had distinctly low combined 5-HIAA/HVA and were older, more endogenously and psychotically depressed, anxious, agitated,
treatment-resistant less borderline, and tended to have made more violent suicide attempts. 5 psychotic depressives had low
5-HIAA/HVA, were more anergic and tended to have made more recent suicide attempts compared to the other 6 psychotics with
normal HVA/HIAA. These results confirm prior findings of: 1) lower HVA in endogenous depression and its relation to specific
symptoms; 2) a low HVA/5-HIAA subtype; 3) higher mean HVA in psychotic endogenous depression vs. endogenous depression.
CSF monoamines may permit characterization of depressive subgroups.

NR12 Monday, May 11, 12:00 noon-2:00 p.m.
PHOTOIMMUNOLOGY AND SEASONAL AFFECTIVE DISORDER

Robert G. Skwerer, M.D. Psychobiology NIMH 9000 Rockville Pike Bethesda, MD 20892, Lawrence Tamarkin, Ph.D., Thomas W.
Wehr, M.D., Frederick M. Jacobsen, M.D., David A. Sack, M.D., Guilio F. Paciotti, M.S., Karen A. Kelly, M.D., Norman E.
Rosenthal, M.D.

Summary:

Patients with major, non-seasonal depression have been reported to have impaired cell-mediated immunity as measured by
mitogen testing. To characterize the cellular immune response in patients with SAD, peripheral blood lymphocytes from 9
drug-free, depressed seasonals were evaluated with mitogen testing prior to and during bright, white light treatment during the fall
and winter. Lymphoproliferative responses to mitogen (PHA) were decreased by 80% (p<<0.01) after 7 to 10 days of treatment
(2500 iux, 4-5 hrs/day). Twenty-four hour plasma cortisol profiles were not significantly different during light treatment compared
to baseline. All the patients responded (p<0.05) to the light treatments as assessed by weekly Hamilton Rating Scales. Possibly,
this lymphocyte response could result from cumulative u.v. light exposure. To further explore this and also investigate whether the
decreased response to mitogens during light therapy was state or treatment dependent, we studied 5 euthymic, drug-free
seasonals and 12 healthy controls in the spring and summer. In contrast to the winter study, lymphocyte responses in controls
and patients significantly increased (p<<0.01, p<0.05; respectively) after 1 week of light treatment. Additionally, 1 day of light
exposure caused a significant increase (p<<0.01) in lymphocyte activity, suggesting that the effect of bright light is probably not a
result of u.v. light (250—400nM, 0.01 J/cm?) exposure. Serum cortisol, sampled once on each morning of mitogen testing, did not
vary significantly throughout the paradigm. in a second approach to investigate the effects of bright light on T cell function, we
performed analogous experiments using unshaven Sprague-Dawley rats. Results are supportive of our human findings and will
be discussed at the conference.
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NR13 Monday, May 11, 12:00 noon—2:00 p.m.
EFFECTS OF DIFFERENT LIGHT WAVELENGTH IN SAD

Norman E. Rosenthal M.D. NIMH 9000 Rockville Pike BL10 45239 Bethesda, MD 20892, George C. Brainard, Ph.D., Donald
Sherry, M.D., Robert G. Skwerer, M.D., Morris Waxler, Karen Kelly, M.D., David A. Sack, M.D., Thomas A. Wehr, M.D., Patricia
M. Schulz, M.S.W.

Summary:

Phototherapy with bright, full-spectrum light has been shown to have marked antidepressant effects in patients with seasonal
affective disorder (SAD). It is not currently known which part of the spectrum is important for achieving these antidepressant
effects. In order to investigate this question we are currently studying a group of patients with SAD in a crossover design in which
patients are randomly assigned to two of three lighting conditions for one week each. During treatment conditions patients are
exposed to light for two hours twice a day. Patients are withdrawn from light for one week between treatments. Lighting conditions
consist of equal quanta exposures (2.3 x 10 photons/sec/cm?) of red, blue or white light, achieved by using different light
sources and adjusting the number of lamps and lamp distance from the patient. Light sources used are Vitalites (Durotest Corp.),
which have been used previously for SAD phototherapy at NIMH; red F40R (half-peak bandwidth, 615-655 nm) and blue F40BB
(half-peak bandwidth 430-465 nm) lamps, donated by the Westinghouse division of Phillips Inc. At this time 17 SAD patients have
been treated with a total of 24 conditions. Mean decreases (=S.D.) in Hamilton Depression Rating Scale scores for red, blue and
white lights are 1.8+6.3, 5.4=5.6, and 10.8+4.7 respectively. It appears as though red light has efficacy equivalent to that of
placebo treatments used previously; white is as effective as the active treatments in earlier studies, and blue has intermediate
efficacy. The study is ongoing and final results and their implications will be discussed at the time of presentation.

NR14 Monday, May 11, 12:00 noon—2:00 p.m.
MORNING LIGHT TREATMENT FOR WINTER DEPRESSION

Robert L. Sack M.D. Psychiatry Oregon Health Sci. Univ Mail Code L460 OHSU Portland, OR 97201, Alfred J. Lewy, M.D., David
M. White, Ph.D., Clifford M. Singer, M.D., Tana M. Hoban, Ph.D.

Summary:

Winter depression (WD) is a syndrome characterized by sadness, reduced energy, hypersomnia and weight gain that occurs in
the winter and remits in the summer. We previously found that bright light exposure in the morning is an effective treatment for
most patients with winter depression and that morning light exposure causes the onset of melatonin secretion to shift to an earlier
time, indicating a treatment-induced advance in circadian rhythms.

During the winter of 1985-86, we conducted a study to determine the duration of morning bright light necessary for the
antidepressant effect. We compared 120 to 30 minutes of morning light exposure in a group of 19 patients and 6 normai controls,
using a randomized, cross-over design with a week of dim light separating the two treatment weeks. Blood was sampled in the
evening (under dim light conditions) at the beginning of the study and at the end of each week to determine the onset of melatonin
secretion.

The mean HAM-D rating upon entry to the study was 17.9 + 1.4. The patients showed significant improvement with either
treatment (average HAM-D was 7.7 + 1.4 after a week of 30 min. exposure and was 6.4 + 0.1 after a week of 120 min. exposure)
although some patients experienced a distinct preference for one or the other schedules. The patients showed significantly
greater phase shifts in melatonin production after morning light exposure than the controls. This finding suggests that the
phase-response curve is delayed in WD patients compared to controls, which is consistent with our previous study (Lewy, et al.,
Science 235, 532, 1987).
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NR15 Monday, May 11, 12:00 noon-2:00 p.m.
THE EFFECTS OF BRIGHT LIGHT IN NORMAL SUBJECTS

Siegfried F. Kasper M.D. NIMH Clinical Psycho-Biology Branch 9000 RV Pike BL10 RM4-S-239 Rockville, MD 20892, Susan
Rogers, R.N., Patricia M. Schulz, M.S.W., Annette Potter, B.A., Robert G. Skwerer, M.D., Norman E. Rosenthal, M.D.

Summary:

Dramatic antidepressant and energizing effects of bright light exposure have been widely reported to occur in patients with
seasonal affective disorder (SAD). Kraepelin first noted that patients with winter depressions and spring hypomanias appear to
exhibit an extreme form of the seasonal behavior changes found in normal individuals. If seasonality is a behavioral dimension
that spans both normal and affectively disturbed individuals, the question arises as to whether bright light exposure might have a
mood enhancing and energizing effect in normal subjects. We have treated 11 normal subjects with two hours of bright
full-spectrum light in the morning during the winter months (a treatment that has been reported to be effective in SAD) and 11
others with dim light. Neither group showed any change in mood or energy level. In a follow-up study we are investigating whether
normal individuals, either with no history of seasonal changes (N = 10) or with mild SAD-type symptoms (N =10) will respond to
longer periods of bright light exposure (5 hours per day). Control groups (N =10 for each group) will receive 2 hours of light per
day. We are currently analyzing the results of this study and predict that the propensity to respond to light and the duration of
treatment required to induce such a response are both continuous variables. If this is correct, this study should have practical
implications for establishing optimal environmental lighting conditions for normal individuals during the winter.

NR16 Monday, May 11, 12:00 noon-2:00 p.m.
DAYLIGHT SAVING TIME AFFECTS PSYCHIATRIC SYMPTOMS

Peter A. Bick M.D. CNS Research Bristol-Myers Chaussee DE LA Hulpe 185 Brussels, Belgium B1170, Alison Hannah, A.B.

Summary:

A specific seasonal affective disorder has recently been described. This disorder, typically a winter depression, may be caused
by changes in the period of natural daylight (photoperiod) leading to a disturbance in circadian rhythm homeostasis, resulting in
the expression of a seasonal mood change. This postulate is supported by evidence that seasonal depressions can be readily
treated with a 3-6 hour exposure to artificial light, which also resynchronises phase-disturbed circadian rhythms.

We wondered if a sudden change in apparent length of daylight consequent to a 1-hour time shift (caused by the Daylight
Saving Time change) might lead to a phase disturbance in circadian rhythms and an associated increased incidence of affective
disorders for a short time following the change.

We investigated the effect of five Daylight Saving Time changes on the incidence of psychiatric presentations before and after
the time changes at a busy crisis center. 1,521 patient contacts were reviewed by a rater who was blind to the dates of the
records. There were significantly more patient contacts during the week following the time changes. This increase was due to a
specific rise in depression and psychosis related contacts.
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NR17 Monday, May 11, 12:00 noon-2:00 p.m.
DIURNAL VARIATION IN SEASONAL AFFECTIVE DISORDER

Frederick M. Jacobsen M.D. NIMH B1 10 9000 Rockville Pike Bethesda, MD 20892, Adriana Dreizzen, M.D., Norman E.
Rosenthal, M.D., David A. Sack, M.D., Robert G. Skwerer, M.D., Thomas A. Wehr, M.D.

Summary:

Diurnal variation of mood, energy, anxiety, and sleepmess in summer and winter was studied in 12 patients with seasonal
affective disorder and in 12 normal controls. Sub]ects completed self-rating scales (Daily Ratings, Stanford Sleepiness Scale)
every two hours from 7 a.m. to 11 p.m. for 3 consecutive days. Mean values for each time point were analysed by ANOVA.

Controls failed to show significant summer-versus winter differences in any of the variables. SAD patients, however, scored
significantly higher in depression (P<0.002), fatigue (P =0.001), anxiety (P<0.002), and sleepiness (P<0.001) in the winter than
in the summer. Cross-group comparisons revealed that SAD patients had significantly higher ratings of depression (P<0.03) and
significantly lower ratings of energy (P<0.05) than controls in the winter, but the summer ratings of SAD patients did not differ
from those of controls for any variable. Both groups showed significant diurnal variations in mood, energy, and sleepiness in both
seasons which were compatible with the circadian rhythmicity of normails reported by other investigators. Unexpectedly, these
diurnal variations did not differ between patients and controls, and also did not differ between summer and winter. These resulits
provide evidence against a circadian rhythm phase-disturbance in SAD patients.

NR18 Monday, May 11, 12:00 noon-2:00 p.m.
PET STUDY OF SLEEP DEPRIVATION

Joseph Wu M.D. Psychiatry Univ Calif Irvine D410 Med Sci | UCI-CCM Irvine, CA 92717, Monte S. Buchsbaum, M.D., J. Christian
Gillin, M.D.

Summary:

Sleep deprivation has been used as a nonphamacologic treatment for depression. We were interested in how sleep deprivation
affects regional metabolic activity in the brain as assessed by Positron Emission Tomography (PET) scans. Change in normal
controls were studied initially to provide a baseline for comparison. Preliminary results for the normal control group will be
presented. Studies are ongoing for depressed subjects.

Four normal controls (4 males, x=25.3 + 6 yr) were studied. The normal controls had no personal or family psychiatry history
or significant medical illness. The normal controls were scanned twice. The subjects were in a normal waking state on the first
occasion and had slept the night before. The subjects were sleep deprived for the entire night on the second occasion and then
scanned. The normal subjects felt moderately dysphoric after sleep deprivation. The subjects performed the Continous
Performance Test, a vigilance test, during the thirty-minute uptake after injection of 4 to 5 mCi of 18 fluorodeoxyglucose for both
scans. Nine slice images were obtained on the CTl NeuroEcat IV scanner with an in-plane resolution of 7.6 mm. Glucose
metabolic rates for the scar were derived according to the model of Sokoloff.

Normal controls showed a significant decrease in relative caudate metabolic rates on the left side only using paired t-tests
(p<.05, 1 tailed). Relative right caudate metabolic rates did not show significant change. Sleep deprivation may affect activity of
dopamine rich areas in the brain.
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NR19 Monday, May 11, 12:00 noon—2:00 p.m.
TSH RESPONSE TO SLEEP DEPRIVATION IN DEPRESSION

David A. Sack MD. CPB 10 45239 NIMH 9000 Rockville Pike Bethesda, MD 20892, Siegfried Kasper, M.D., Thomas A. Wehr,
M.D., Robert G. Skwerer, M.D., Hermes Kick, M.D., Gabrielle Voli, M.D.

Summary:

The secretion of the pituitary hormone thyrotropin (TSH), exhibits a circadian rhythm which peaks during the night. This
nocturnal surge in TSH secretion is believed to be mainly responsible for the trophic support of the thyroid gland. Sleep partially
suppresses the nocturnal rise of TSH, and sleep deprivation stimulates TSH secretion. Thus, sleep deprivation is a physiological
challenge to TSH secretion. In a previous investigation we found that the nocturnal rise in TSH was deficient in rapid-cycling
bipolar patients, and that sleep deprivation failed to increase their TSH levels compared with controls. The purpose of the present
study was to determine whether a blunted TSH response to sleep deprivation was characteristic of other sub-groups of
depressed patients. As part of ongoing research, we measured TSH levels in 32 unipolar patients and 9 normal controls at2 a.m.
during a normal night’s sleep and during a night of sleep deprivation. On the baseline night, depressed patients had lower TSH
levels compared with controls (mean=1.60 pU/ml, controls; mean = 1.22pU/ml, patients). Sleep deprivation increased TSH
levels in the controls by 100% compared with baseline, but TSH levels increased by only 30% in the depressed patients
(mean=3.21 pU/ml, controls; mean=1.44 pU/ml, patients). These data provide additional evidence that the sleep dependent
regulation of thyrotropin is disturbed in patients with major depression, and that a blunted TSH response to sleep deprivation
challenge is not restricted to a particular subgroup of depressed patients.

NR20 Monday, May 11, 12:00 noon—-2:00 p.m.
POSTPARTUM DEPRESSION AND THYROID AUTOIMMUNITY

Nelson B. Freimer M.D. Psychiatry UCSF 401 Parnassus Avenue San Francisco, CA 94143, Victor 1. Reus, M.D., Luisa Manfredi,
B.A.

Summary:

The role of endocrine and immune systems in postpartum depression is unclear, although both fluctuate considerly during the
postpartum period. Recent studies indicate that a significant subset of postpartum women is at risk for autoimmune endocrine
syndromes particularly of the thyroid. Previous studies on our unit have documented a high prevalence of antithyroid antibodies
among hospitalized depressed women. We have prospectively studied 40 unselected postpartum women as part of an ongoing
study. Depressed women and consecutive age-matched controls, were identified through Zung & Hamilton Depression Scales.
Twenty percent of depressed women demonstrated elevated antithyroid, antibody titer compared to 5% of controls. There were
no significant intergroup differences for functional thyroid indices (T,, T,, TSH). The personal and family histories of the depressed
women were significant for high prevalence of pre-menstrual and autoimmune syndromes including asthma, diabetes mellitus
and rheumatoid arthritis. We will discuss these findings in terms of possible mechanisms for postpartum depression.

NR21 Monday, May 11, 12:00-2:00
HLA, DEPRESSION, AND AUTOIMMUNE THYROIDITIS

Victor |. Reus M.D. Psychiatry UCSF 401 Parnassus Avenue San Francisco, CA 94143, Nelson B. Freimer, M.D., Luisa Manfredi,
B.A.

Summary:

Although several cross sectional and pedigree studies have reported a linkage between the HLA locus and the syndrome of
depressive iliness, many other studies have failed to find such a relationship. This may be due in part to sole dependence on
behavior as the independent variable identifying pedigrees of interest. Recently we have shown a significantly increased
prevalence of antithyroid antibodies in euthyroid female depressed inpatients. Because certain HLA haplotypes have been found
to be significantly associated with autoimmune thyroiditis, we have assessed the distribution of class | and class Il MHC antigens
on lymphocytes obtained from sequential depressed female inpatients who have elevations in antibody titer. Thus far 70% of the
women studied have shown the presence of A2 and several haplotypes thought to be involved in the genesis of autoimmune
disease, i.e., A2-B8, A26, B38 have been identified. In addition we have identified a pedigree in which major mood disorders
appear to be coinherited with autoimmune thyroid disease. Although these data are preliminary, it would appear that genetic
studies of the inheritance of psychiatric illness would be strengthened through the identification of heritable disease markers of
interest.
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NR22 Monday, May 11, 12:00 noon-2:00 p.m.
THYROIDITIS IN AFFECTIVE AND NON-AFFECTIVE PSYCHIATRIC DISORDERS

John J. Haggerty, Jr. M.D. Univ of N. Carolina Dept. of Psychiatry Chapel Hill, NC 27514, Dwight L. Evans, M.D., Robert N.
Golden, M.D., Cort Pederson, M.D. '

Summary:

Symptomless autoimmune thyroiditis (SAT) has been reported to be prevalent in psychiatric patients with depressive
symptoms; however it is not known if SAT is specifically linked to affective disorders as opposed to other forms of psychopathol-
ogy. Lithium use can induce thyroiditis, and thus might increase the prevalence of SAT detected in patients with affective
disorders. Therefore we determined diagnosis specific rates of SAT by means of antithyroglobulin and antimicrosomal antibody
testing in 153 consecutively admitted psychiatric inpatients with no history of prior lithium ingestion. We found antithyroid
antibodies in 8% (5/62) of patients with DSM-III major depression, 15% (3/20) with bipolar disorder, 0% (0/4) with schizoaffective-
disorder, and 5.6% (1/18) in patients with adjustment disorder with depressed mood. The overall rate of SAT in patients with
DSM-1lI affective disorder, 9.5% (8/84), did not differ from that in patients with non-affective disorders, 10.8% (7/65). Our findings
confirm earlier repots that thyroid disorders may be particularly common in bipolar affective disorder, even in the absence of
lithium. However, since SAT also occurred at a greater than expected rate in nonaffective disorders, its possible psychiatric
effects do not appear to be limited to affect dysregulation.

NR23 Monday, May 11, 12:00 noon-2:00 p.m.
SLEEP EEG IN MANIA

James |. Hudson M.D. McLean Hospital 115 Mill Street Belmont, MA 02178, Joseph F. Lipinski, M.D., Frances R. Frankenburg,
M.D., Victoria J. Grochocinski, Ph.D., David J. Kupfer, M.D.

Summary:

Although disturbance of sleep is one of the cardinal features of mania, no systematic study of sleep EEG in a series of manic
patients has been published. In a collaborative study, sleep EEG recordings were obtained on 9 unmedicated manic inpatients (4
males, 5 females; mean age 28.5 yrs, SD 7.8, range 18-40), 5 of whom had psychotic symptoms, for 2-4 consecutive nights at
McLean Hospital. Age- and sex-matched normal control subjects were studied at Western Psychiatric Institute and Clinic (8
males, 10 females; mean age 28.3 yrs, SD 7.5, range 18-40). High inter-center reliability of scoring was achieved.

Compared to controls, manic patients exhibited significantly decreased total recording period, decreased time spent asleep,
increased time awake in the last 2 hours of recording, shortened REM latency, and increased REM density. These results
suggest that mania is associated with marked disturbances of sleep continuity and REM measures, similar to those reported in
major depression and delusional depression. Of note, however, is that unlike depressed patients, manic patients did not show
reduced slow-wave sleep.

In conclusion, it is possible that various forms of affective disorder—or psychotic disorders—share common sleep EEG
abnormalities. These results have implications regarding pathophysiologic mechanisms responsible for affective and psychotic
disorders.
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NR24 Monday, May 11, 12:00 noon-2:00 p.m.
BIPOLAR ILLNESS IN PATIENTS WITH ENDOMETRIOSIS IMPLICATIONS

Dorothy Otnow Lewis M.D. Psychiatry New York Univ Sch of Med 550 First Avenue New York, NY 10016, Florence Comite, M.D.,
Catherine Mallouh, B.A., Laura Zadunaisky, M.S., Karen Hutchinson, M.D., Bruce Cherksey, Ph.D.

Summary:

This study sprang from the clinical observation that, among 8 female bipolar patients seen in a small private psychiatric
practice, 3 had been told by gynecologists that they suffered from endometriosis. We, therefore, studied a consecutive sample of
17 women evaluated in a Women’s Clinic who, on laparoscopy, were found to have endometriosis. Symptoms of mood disorder
were determined using a semistructured interview based on relevant parts of the Hamilton Depression Scale, the S.A.D.S., and
DSM -llI criteria for unipolar and bipolar mood disorders.

FINDINGS: Of the 17 subjects, 9 had histories of both severe incapacitating depressnve episodes and manic or hypomanic
episodes; 1 had a history of severe depressive episodes only; 3 had histories of manic or hypomanic episodes only; in 2 cases,
findings were equivocal; 2 had no symptoms of mood disorder. The onset of depressive and/or manic episodes antedated the
diagnosis of endometriosis. Of the 13 subjects with clearcut major mood disorders, 9 had first degree relatives with weli
documented severe mood disorders. Symptoms upon which diagnoses were based, and family psychopathology in each case
are presented in tabular form. These findings are preliminary. They require replication and comparison with a control sample.
They are worth reporting, however, because of their possible implications for increased understanding of the genetics, endocrine
physiology, and neurochemistry of bipolar mood disorder. The findings are discussed in terms of fruitful areas of future research.

NR25 Monday, May 11, 12:00 noon-2:00 p.m.
RECEPTOR DYSREGULATION IN PSYCHIATRIC DISORDERS

Bruce D. Perry, M.D. Psychiatry West Haven VA MC West Spring Street West Haven, CT 06516, Steven M. Southwick, M.D., Eari
L. Giller, Jr., M.D.

Summary:

CNS receptor (R) regulation may be related to the pathophysiology of certain psychiatric disorders (1). Platelet (P) a,- and
lymphocyte (L) B-adrenergic R have been used to test R-dysregulation hypotheses. The results have been inconsistent but
suggestive. The current studies utilized a novel paradigm (Soc. neuros. Abst. 8, 414, 1986) to examine directly the dynamics of P
and L adrenergic-R regulation by measuring the rate and extent of R changes following “in vitro” incubation with agonist. Intact P
and L were isolated from subjects (SADS/RDC diagnoses) and volunteers meeting study criteria. Intact P and L were incubated at
37° C in physiological buffer with agonist, e.g., P 10 M (-)epinephrine; L 10° M isoproterenol. At Time = 0, and 6 hours, intact P
were removed, lysed, washed extensively and radioligand binding sites (extended 12 point competition and saturation) were
performed (P *H-rauwolscine; L,"®lodocyanopinodolol) to assess high and low affinity states of the membrane (2). At ~15 min
intervals, aliquots of incubate were removed for single point binding assays to determine the rate of loss of R from the membrane.
Data were analyzed using LIGAND (Anal. Biochem., 107, 220, 1980). The results demonstrate that the dynamics of receptor
(both a, and B) regulation in some psychiatric disorders may be altered (dysregulation?). For example, Pa,-R in PTSD subjects
“down reguiate” 4 times faster than controls. This paradigm offers significant advantages over previous assays and can be
utilized to further elucidate the pathophysiological role of receptor “regulation” in clinical populations.

Supported by VA funds.
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NR26 Monday, May 11, 12:00 noon-2:00 p.m.
DEPRESSION WITH/WITHOUT PANIC: NEUROENDOCRINOLOGY

Gregory M. Gillette M.D. Research Unit Dorothea Dix Hospital South Boylan Avenue Raleigh, NC 27611, James C. Garbutt, M.D.

Summary:

Numerous studies have found blunted TSH response to TRH in depression. This phenomenon remains unexplained
mechanistically and uncharacterized clinically. Recent case history, genealogic and neuropharmacologic research suggests
biological similarity between panic disorder and depression. Three studies have reported TSH blunting (33-40%) in nonde-
pressed panic patients. To investigate the influence of coexisting panic disorder on neuroendocrine findings in depressed
patients we studied TSH response in 49 patients with RDC primary unipolar minor and minor depression, subtyping them by
presence (10 female, 5 male) or absence (19 female, 15 male) of current panic attacks. We compared patients with 112 normals.
Using A TSH at 30 minutes post-infusion of 500 ug TRH as a response measure, we found that depressives without panic
resemble normals in mean and median A TSH and in % subjects with “blunting” (A TSH < 7.0 uU/mi). Depressives with panic had
significantly lower mean A TSH (p < 0.027). For females, the prevalence of blunting in normals, depressives without and
depressives with panic were 17.9, 15.8 and 40% respectively; for males: 24.3, 26.7 and 60%. We are currently analyzing prolactin
response and HPA axis measures. The data suggest that panic alters the neuroendocrine profile in depression..

NR27 Monday, May 11, 12:00 noon-2:00 p.m.
EFFECT OF DEXAMETHASONE HALF-LIFE ON DST RESPONSE

Peter E. Stokes M.D. Psychiatry Payne Whitney Clinic 420 East 68th St RM 277 New York, NY 10021, Peter M. Stoll, M.A,,
Carolyn R. Sikes, M.A., Betty J. Lasley, Ph.D.

Summary:

Data published in the last three years suggest that plasma dexamethasone (dex) levels following oral dosing may be an
important variable contributing to DST response, since significantly lower plasma dex levels have been reported in nonsuppres-
sors. To evaluate further the relationship between plasma cortisol and plasma dex levels, we studied plasma dex pharmacokine-
tics in RDC-diagnosed patients with major depression. Seventeen patients (11 suppressors and 6 nonsuppressors, criterion >5.0
rg/dl on a standard 1 mg P.O. overnight DST) received a 1mg IV dex bolus at 9 AM, with biood samples collected at intervals over
the next 14 hours. We found that compared to suppressors, nonsuppressors had significantly shorter plasma dex half-life
(p<.001), as well as lower dex levels 10 hours following drug administration (p<.002). Moreoever, upon clinical improvement of
patients, these differences disappeared. This was due to increases in dex half-life and 10 hour plasma dex concentrations in
patients who switched from nonsuppression to suppression. These findings paralleled the results of the Tmg P.O. overnight DST
performed in these same 17 patients and in 31 others. Here, we found a significant increase in dex levels 10 hours following drug
administration in patients who changed from nonsuppression to suppression (<.007), but no significant change in suppressors
who continued to suppress. Interestingly, in the few patients who switched from suppression to nonsuppression over the course
of hospitalization, dex levels simultaneously dropped. These findings indicate that metabolism of dex may strongly influence the
cortisol response to dex, and that dex pharmacokinetics may be a state-dependent phenomenon.
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NR28 Monday, May 11, 12:00 noon-2:00 p.m.
PREDICTORS OF HPA AXIS DYSFUNCTION IN DEPRESSION

Joan Kotun M.D. Psychiatry Univ of Michigan 1500 E. Med Ctr. Dr. Box 0118 Ann Arbor, M 48109, Roger F. Haskett, M.D., Leon
Grunhaus, M.D., John R. Greden, M.D.

Summary:

Hypothalamopituitary (HPA) dysfunction in Major Depression can be demonstrated by lack of cortisol suppression after the
dexamethasone suppression test (DST). This measure of neuroendocrine abnormality has been found in 40-60% of Major
Depressive Disorder (MDD) patients. Previous work using single DSTs, has shown a relationship to depressive state; but few
specific clinical variables have been linked to HPA axis abnormality. Expansion from single DSTs to serial measures provides
insight into the course of HPA dysfunction which might better address the relationship of individual and clinical factors to HPA
function. Examination of repeated DSTs revealed a variable course of neuroendocrine recovery during treatment. This was
studied in 107 inpatients with Major Depression. Various patterns of post-dex cortisol emerged during the hospital course. They
were used to elucidate predictors of HPA dysregulation. The DST patterns revealed the following: 27% had suppression for all
DSTs, 40% with nonsuppressive DST’s which suppressed by discharge, 26% persistently nonsuppressive DSTs, 7% had
nonsuppression on admission and large decreases in cortisol but did not suppress. There were significant interactions of age and
number of episodes in predicting the patterns of recovery; however severity was associated only with pre-treatment DST
nonsuppression, not the patterns of recovery. The patterns of serial DSTs revealed relationships to patient characteristics and
history which were not evident with cross-sectional assessment, suggesting that repeated neuroendocrine measurements
provide additional information in understanding HPA dysregulation.

NR29 . Monday, May 11, 12:00 noon-2:00 p.m.
SALIVARY AND SERUM CORTISOL LEVELS IN THE DST

Robert P. Climko M.D. Fair Oaks Hospital 19 Prospect Street Summit, NJ 07901, David Martin, Donald R. Sweeney, M.D.

Summary:

Determination of cortisol levels after administration of dexamethasone is one of the neuroendocrine tests utilized in the
assessment of affective disorders. Our current standard administration of this dexamethasone suppression test (DST) requires
the analysis of serum cortisol levels at 8, 12, 16 and 24 hours after the |ngest|on of one (1) mg. at midnight. This procedure is
extremely cumbersome for outpatients.

We compared salivary (nonprotein bound) and serum cortisol concentrations after administration of dexamethasone in thirty
(30) patients admitted to the hospital. Patients provided 2-3 ml. of saliva in plastic tubes prior to venipuncture. Nonsuppression
was defined as a concentration of greater than 5 ug/dl in serum or 90 ng/d! in saliva utilizing a standard radioimmunoassay
technique. Serum and saliva correspondence, in terms of suppression versus nonsuppression, occurred in 29 of the 30 patients.
The only patient showing noncorrespondence had a serum cortisol level of 5.7 ug/dl.

These data show that salivary and serum cortisol measurements result in nearly identical classification. Further, the collection
of saliva is more convenient and painless compared to venipuncture and more accommodating for both inpatient and outpatient
evaluation of affective iliness.
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NR30 Monday, May 11, 12:00 noon-2:00 p.m.
STUDIES OF HUMAN CSF NEUROPEPTIDES

Wade H. Berrettini M.D. Neurogenetics NIMH Bldg10 RM3N220 NIH Bethesda, MD 20892, John |. Nurnberger, Jr., M.D., Joel
Gelernter, M.D., Susan Simmons-Alling, M.S.N., Owen Wolkowitz, M.D.

Summary:

Neuropeptides are a group of recently-discovered putative neurotransmitters which are being intensively studied in psychiatry
disorders. We have conducted some general studies of the characteristics of neuropeptides in human CSF, as measurement of
these substances in CSF has been one major approach to the study of neuropeptides in psychiatric disease. We found that CSF
levels of most neuropeptides are stable characteristics of individuals over time, and can be measured in a reliably reproducible
fashion. CSF levels of neuropeptide Y are heritable, while CSF levels of corticotropin releasing factor and growth hormone
releasing factor are determined more by cultural/environmental factors. In general, CSF neuropeptides do not exhibit rostrocau-
dal gradients. Diverse neuropeptides in CSF show concentrations that are highly correlated with one another, including a number
of neuropeptides involved in the regulation of the hypothalamic-pituitary-adrenal axis, suggesting that CSF levels of various
neuropeptides function to transmit information to distant parts of the brain. Drug treatments can alter levels of these substances,
as we have found that lithium treatment increases CSF levels of vasoactive intestinal peptide, and acute doses of physostigmine
increase levels of neuropeptide Y. Similarly, chronic prednisone treatment causes a decrease in CSF levels of beta-endorphine
and beta-lipotropin. These observations suggest that CSF levels of neuropeptides will be a valuable tool in the study of
psychiatric diseases.

NR31 Monday, May 11, 12:00 noon-2:00 p.m.
INSULIN RESISTANCE AFTER ORAL GTT IN DEPRESSION

Jay D. Amsterdam M.D. Psychiatry Univ. of Penn. Hospital Gibson 1, 3400 Spruce Street Philadeiphia, PA 19104, Andrew
Winokur, M.D., Greg Maislin, M.S.

Summary:

An association between depression and alterations of glucose utilization has been observed. Some studies using the insulin
tolerance test have shown a blunted hypoglycemic response, while others have used a glucose tolerance test (GTT) and found
elevated blood sugar levels. In order to more closely examine impaired glucose tolerance in depression, we performed a 5-hour
oral-GTT in 28 patients with major depression with a mean (+SD) age of 38+13 years (21 melancholic, 7 nonmelancholic), and
21 healthy volunteers aged 30+10 years.

METHODS: All subjects were given a standard diet for 3 days, and fasted 8 hours prior to oral-GTT at 0830 hours. Blood samples
were obtained at baseline and then at 30-minute intervals up to 300 minutes after GTT for glucose, insulin, and glucagon leveis.
All baseline measurements were centered so that at “time 0” the basal value was zero.

RESULTS: The cumulative glucose response for patients (312+246 mg%) was twice that of controls (152108 mg%)
(p=0.004). While basal insulin levels were similar, the insulin response to GTT was higher in patients (19.9+11.9 ng/ml) than
controls (12.5+5.4 ng/ml) (p = 0.006). These findings were most pronounced in melancholic patients. There were no correlations
between baseline cortisol, growth hormone, or age and any response parameter.

In conclusion, these findings of increased insulin output and diminished glucose utilization in depressed patients given the GTT
suggests the presence of insulin resistance in depression.
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NR32 Monday, May 11, 12:00 noon—2:00 p.m.
VASOPRESSIN TEST: EFFECT OF CLINICAL VARIABLES

Juan F. Lopez M.D. Psychiatry Univ of Michigan 205 Wastenaw Place Ann Arbor, Ml 48109, Roger G. Kathol, M.D., William H.
Meller, M.D., Richard S. Jaeckle, M.D.

Summary:

Arginine Vasopressin (AVP) is a peptide known to stimulate the pituitary adrenal axis in humans. Patients with Major
Depression (MD) (DSM-IIl) have a significantly greater cortisol response to AVP than normal controls (Meller et al., J. Psych.
Res., in press). To investigate if the cortisol response to AVP is influenced by clinical and demographic variables, we have
analyzed the relationship of this cortisol response to age, sex, severity of depression, duration of the depressive episode, duration
of the illness, age at the time of the first episode and number of depressive episodes.

We administered 0.18 pressor units/kg body weight of AVP intramuscular to 24 patients with MD (17 females, 7 males) and
collected plasma cortisol at 0, 15, 30, 45, 60 and 90 minutes after injection. Six patients were dexamethasone non-suppressors
(NS) and 17 were suppressors (S). A stepwise linear regression analysis revealed that the maximal cortisol increase (A max) was
positively correlated with the length of the episode (p < .05) but negatively correlated with the age of the first episode (p < .05)
and with severity of iliness (Carrol's Rating Scale) (p < .001). Peak cortisol levels were al