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THE AMERICAN ACADEMY OF

NEUROLOGICAL SURGERY

SUNDAY, OCTOBER 27 - WEDNESDAY,

OCTOBER 30, 1985

THE LINCOLN HOTEL POST OAK

HOUSTON, TEXAS

Sunday, October 27th:

1:00-6:00 p.m. Registration - Foyer

1:00-4:00 p.m. Ladies Hospitality Room - Concorde A B

2:00-5:00 p.m. Historian's slide show - Forum

6:00-8:00 p.m. Cocktail buffet - Ballroom B

Monday, October 28th:

7:00-10:00 a.m. Registration - Foyer

7:00-8:00 a.m. Member's business breakfast - Ballroom A

8:30 a.m.-Noon Scientific meeting - Ballrooms B & C

Coffee break - Atrium

10:30-4:30 p.m. Ladies Hospitality Room - Concorde A B

Noon-l:00 p.m. Lunch - members and guests - Ballroom A

1:00 p.m. Group photograph

1:30-5:00 p.m. Scientific meeting - Ballroom B & C

2:00-4:00 p.m. Registration - Foyer

6:30 p.m. Buses depart for Museum of Fine Arts

7:00-10:00 p.m. Cocktails, jazz combo, buffet - Museum ofFine Arts

9:30 p.m. Buses depart museum for hotel

10:00 p.m.

10:30 p.m.



Tuesday, October 29th:

7:00-10:00 a.m. Registration - Foyer

7:00-8:00 a.m. Member's business breakfast - Ballroom A

8:30 a.m.-Noon Scientific meeting - Ballrooms B &. C

Coffee break - Atrium

9:00 a.m.-4:00 p.m.Ladies Hospitality Room - Concorde A B

Noon Lunch with wives - Ballroom A

1:00-1:30 p.m. to NASA, San Jacinto, golf, tennis, riding, shooting,

swimming at hotel, shopping Galleria, slide show

repeat

7:00-8:00 p.m. Cocktails - Black tie - Foyer

8:00 p.m.-Midnight Dinner-dance - Ballrooms A & B

Wednesday, October 30th:

7:30 a.m. Breakfast buffet (all) - Ballroom A

8:30 a.m.-Noon Scientific meeting - Ballrooms B &. C

Coffee Break. Atrium

9:30 a.m.-Noon Ladies Hospitality Room - Concorde A B

Noon ADJOURN



LADIES ACTIVITIES

Sunday, October 27th:

1:00-4:00 p.m. Hospitality Room - Concorde A B

2:00-5:00 p.m. Historian's Slide Show - Forum

Monday October 28th:

9:00a.m.-4:00p.m.Hospitality Room - Concorde A B

9:00 a.m.-Noon City Tour by bus

12:30 p.m. Lunch with President's wife - Poolside

2:00 p.m. Wearable Art Show - Poolside

(San Felipe Room in case of rain)

Tuesday* October 29th:

9:00a.m.-4:00p.m.Hospitality Room - Concorde A B

9:15 a.m. Buses depart for Bayou Bend

9:45-11:30 a.m. Guided tour of Bayou Bend

(Low-Heeled soft-soled shoes mandatory)

Noon-1:30 a.m. Lunch with husbands - Ballroom A

Afternoon NASA, San Jacinto, golf, tennis, riding, shooting,

swimming at hotel, shopping Galleria, repeat slide

show if demanded



Wednesday, October 30th:

7:30-8:30 a.m. Breakfast buffet (all) - Ballroom A

9:00 a.m.-Noon Hospitality Room - Concorde A B

Across Post Oak from the Hotel: Saks, Abercrombie & Fitch, Cartier

and more

At Post Oak and Westheimer: Galleria - Neiman-Marcus, Lord &.

Taylor, Marshall Field, Tiffany, Gumps and more

At Post Oak and Alabama: The tallest building outside a downtown

area - Transco Tower, 64 floors - Adjacent water wall and garden



SCIENTIFIC PROGRAM
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Monday, October 28

SCIENTIFIC SESSION I

MODERATOR - M.S. MAHALEY, JR., M.D.

8:30 WELCOME

8:35 SPECIAL LECTURE - SJ. PEERLESS, M,D.

"REPORT OF THE EC-IC COOPERATIVE STUDY"

9:30

1. INTELLECTUAL FUNCTIONING FOLLOWING NEAR

DROWNING

J. Gordon McComb, M.D., Terece Stovall Bell, Ph.D.,

and Leah Ellenberg, Ph.D.

Between April, 1979, and August, 1983, 49 severe near-drowned

children were admitted to Childrens Hospital of Los Angeles (CHLA)

with a Glasgow Coma Score of 3, 4 or 5 and underwent intracranial

pressure (ICP) monitoring and brain resuscitative therapy. Of the

patients in this group, 29 (59%) died in the hospital 1 day to 3 months

after admission, 13 (27%) were discharged in a vegetative state, and 7

(14%) made a good recovery. There were no patients who made only a

partial neurologic recovery. Sustained mean highest ICP was signifi

cantly higher and the sustained lowest cerebral perfusion pressure (CPP)

was significantly lower for fatalities than for survivors (p<0.05) but it

did not significantly distinguish between intact and vegetative survivors.

Pupillary reactivity noted on arrival at CHLA also significantlydiscrimi-

nated between survivors and fatalities (p<0.05) but not between intact

and vegetative survivors. The presence ofany motor activity after arrival

at CHLA, even just posturing or twitching, indicated a significant chance

for intact survival (p<0.05) although such activity did not discriminate

between death or vegetative survival. Extensive neuropsychologic test

ing indicated that the apparent intact recovered patients generally

showed near average levels of cognitive funtioning with mild residual

gross motor and coordination deficits.

9:50 COFFEE BREAK

10:05

2. MESIAL TEMPORAL ACTIVATION OF THE

HIPPOCAMPUS IN TEMPORAL LOBE EPILEPSY

Robert G. Grossman, M.D.

The neural circuits generating the hippocampal spike, one of the

characteristic signs of temporal lobe epilepsy, are still incompletely

understood. Since afferent discharge can evoke paroxysmal depolariza-
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tion in excitable neurons, the ability of the entorhinal projections from

areas 28 and 29, which comprise the major afferent pathway to the

hippocampus, to evoke hippocampal discharge was investigated in 20

patients with mesial temporal sclerosis and complex partial seizures.

Control ofseizures was obtained in 18 ofthe 20 patients who underwent

anterior temporal lobectomy, indicating that the tissue studied con

tained neurons mediating the patient's seizures.

The entorhinal-hippocampal pathways were found to be highly

excitable, with little topographic specificity. A single small electrical

stimulus of 1-2 mA at threshold, delivered through 1 mm diameter

electrodes with a 1 mm separation, when applied to either the anterior or

posterior portions ofareas 28-29 evoked a characteristic interictal spike

discharge from the hippocampus. The spikes were recorded along the

length ofthe pes and the anterior body ofthe hippocampus. The evoked

spikes were identical to the spontaneous spikes recorded at surgery, and

with chronic depth electrodes in the same patients.

The lack of physiological topographical specificity that was found

stands in contrast to the specificity of the normal anatomical organiza

tion ofthe entorhinal-hippocampal projections, and the intrinstic circui

try of the hippocampus, which is organized in transverse arrays, with

recurrent surround inhibition.

The present electrophysiological data have been correlated with

patterns of neuronal loss and preservation in the resected tissue. CA2

pyramidal cells, which tend to be preserved in mesial temporal sclerosis,

and which give rise to the axial association pathway ofthe hippocampus,

may mediate and synchronize thespread ofspike activity in the longitud

inal axis of the hippocampus.

10:25

3. NON-INVASIVE CEREBRAL ANGIOGRAPHY

Nicholas T. Zervas, M.D. and Allan Nelson, M.D.

Non-invasive visualization ofthe cerebral arteries would be a major

benefit to patients with potential or real occlusive or aneurysmal lesions.

The resolution of contemporary MRI scans is such that vessels with

diameters greater than one millimeter may be detected in two dimen

sional brain without contrast enhancement. Proper alignment ofsequen

tial images of one millimeter separation permits the reconstruction of

vessel segments whose axis is perpendicular to the plane of reference.

The Neurosurgical Service in conjunction with the Artificial Intelligence

Division and Computer Science Department ofthe Massachusetts Insti

tute of Technology is now exploring the feasibilty of reconstructing

adjacent vessel segments that can then be displayed in a three dimen

sional form. The preliminary studies of vessels with a diameter of four
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millimeters or greater, indicates that such three dimensional representa

tion can be achieved. The three dimensional image can be observed

directly simply by viewing the screen ofa newly designed optical synthes

izer that is directed by a blood vessel computer algorithm. This enables

the observer to study directly the anatomy of any desired vessel and to

observe any dilatation or construction of its inner surface. This report

describes the technical basis for this form of angiography. The three

dimensional display will be projected during the presentation.

10:45

4. MULTILOBAR GIANT CEREBRAL ARTERIOVENOUS

MALFORMATIONS-EXPERIENCE WITH DIRECT

SURGICAL RESECTION

Ghaus M. Malik, M.D., James I. Ausman, M.D.,

Robert S. Knighton, M.D., and Robert Mann, M.D.

The treatment of arteriovenous malformation has gone through

significant changes in the recent years but the giant malformations

(greater than 5.0 cm) are still considered inoperable by many. These

malformations have been primarily treated by embolization or partial

ligation. Recently multi-stage resection has also been advocated.

Our report consists oftwenty-five patients with giant arteriovenous

malformations without extensive basal ganglia involvement out ofmore

than 100 cases treated surgically since 1975. Seizure was the presenting

feature in 60% of the patients while 16% had intracranial hemorrhage.

Headaches or progressive neurological deficit led to the diagnosis in the

others. All of the patients were treated by direct surgical resection

without adjunctive therapy such as embolteation. The malformation was

supplied by two major cerebral vessels in fifteen patients and by all three

vessels in the other ten. In addition, several malformations had supply

from the meningeal vessels or anterior choroidal artery.

Most of the malformations involved two adjacent lobes with pre

dominant central location. Four patients had aneurysms on the feeding

vessels. In three patients these aneurysms were treated before surgery for

AVM while in the fourth one, clipping of the aneurysm was done at the

same time.

Except in two cases when the posterior cerebral artery was clipped

prior to actual excision of the malformation, the AVM was excised in

one stage. One other patient needed a second operation for a small

residual malformation. Total excision ofthe malformation was achieved

in all cases, verified by angiography.

There was one operative death (4%) and morbidity included varia

ble visual field defects in six patients not interfering with their work and

significant paresis or dysphasia in four patients (16%). The "Normal
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