
AANP Slide Session 1973
Case #1 

Submitted by: . M. Grunnet, M. D. 
University of Utah, Salt Lake City, Utah 

Reference: No. A 18-72 I. M. p. (#20-18-46/3) 

The patient was a 74 yr. old, mentally retarded woman sent from a nursing horne 
to the hospital because of coma and GI bleeding. She had been ambulating well 
and talking the day prior to admission. The day of admission she had not eaten 
much but was taking fluids. She was noted to be stumbling around and complaining 
of blurred vision and dizziness. Thirty minutes prior to lunch, she was talking 
with another patient, but at lunch time, she was found comatose. When she 
arrived in the Emergency Room, she had a blood pressure of 60/40, pulse of 
140 and Cheyne-Stokes respirations. Her temperature was normal. She was 
comatose with no response to pin prick, no "doll's eye" movement, and no 
response to caloric stimulation. Her pupils were small and slightly responsive. 
Extremities were flaccid, except for decerebrate posturing on sternal pressure. 
Reflexes were decreased bilaterally, but there were bilateral Babinski signs. 
Cardiac examination revealed irregular rhythm. Lungs were clear and the 
abdomen soft. There was no evidence of head trauma. 

Past history revealed she had had a recent simple mastectomy for intraductal 
carcinoma of the breast. She had also had a long history of hiatal hernia treated 
with Maalox. 

Shortly after admission she vomited a small amount of dark blood, and some 
Wine-colored material was recovered from the nasogastric tube. Hematocrit 
was 32.9, WBC 5,700, BUN 22, glucose 110, pH 7.48. She was given IV fluids 
and 2 units of whole blood without increase in blood pressure. She remained in 
a comatose state and died two days after admission. 

The stomach was full of clotted blood, but showed no ulcerations or bleeding 
points. The basal lobes of the lungs were consolidated. 

Microscopic study disclosed multiple emboli in small blood vessels, frequently 
associated with microinfarcts, in the heart, lungs, spleen, GI tract and pitdtary. 

There was slight cerebral atrophy but no edema or atherosclerosis. Coronal 
sections showed scattered petechiae, particularly in the cerebral cortex. No gross 
infarcts were seen. However, all sections of cerebral cortex, white matter, basal 
ganglia, thalamus and brain stem showed microinfarcts, sometimes associated 
with hemorrhages. Occasional small vessels contained emboli. The slides distributed 
are stained with hematoxylin and eosin. 

Points for Discussion: 

I. What are the emboli -- animal, vegetable or mineral? 
2. How did they arrive at their destination? 
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Case #2 

A. M. Spence, M. D., Stanford Medical Center, 
Stanford, California and P. Miller, M. D., 
Kaiser Foundation Hospital, Santa Clara, Cal. 

C-1l34 

The patient is a 26-year-old female who had a "lipoma" removed from the 
right" gluteal region at age 5~ A recurrence was removed at age 12. For the 
past year, she noted slow but' gradual appearance of a painless swelling deep 
to the scar of her prior excision. The swelling was 6 cm. across and had a 
cyst-like feeling to palpation although its margins were indistinct. It was 
movable beneath the scar. There were no x-ray abnormalities. During 
excision of the mass there was difficulty defining its limits. It did extend 
almost to the depths of the sciatic nerve. 

The gross specimen consisted of a 263 gram eliptical mass, 14 x 5 cm. in 
area on the skin surface and 8 cm. deep paracentrally. Deep to scar tissue 
centrally, there was firm, pale yellow to pale tan somewhat variegated tumor 
which gradually blended into surrounding fat without distinct margins. Tumor 
reached the margins of the excision in several areas. 

Gross pathology: A Kodachrome is available illustrating the gross specimen. 

Microscopic pathology: An H & E stained and a Gordon and Sweets I reticulin 
stained section are submitted. 

Points for Discussion: 

1. Diagnosis 
2. Histogenesis. 
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Case #3 

H. Powell, M. D. and P. Lampert, M. D. 
University of California, San Diego, California. 

P. L. -7-73 

A 58 year old woman enjoyed good health until June, 1971 when she suddenly 
noticed blurring of vision. Her relatives noticed certain personality changes 
such as; loss of spontaneity, diminished interest in her surroundings and a 
deteriorating memory. In addition, they said she had a "staring" expre ssion 
and moved her head to look at objects instead of moving her eyes. She had 
progressive difficulty swallowing and lost weight rapidly. She came to the 
hospital in July, 1972 when she could no longer care- for herself. 

Examination revealed a thin, withdrawn person who was emotionally labile. 
She spoke very slowly, with obvious difficulty, and had trouble swallowing 
her saliva. She walked with a cautious "marche a' petit pas" and had marked 
retropulsion. Examination of the III, Iv and VTcranial nerves showed limitation 
of range on voluntary gaze. She could move her eyes 300 to the right but had 
no left lateral movement and downward movement was limited to 200 • There 
was right central palsy of the VI nerve, The soft palate was bilaterally 
elevated and the gag reflex diminished. 

There was marked rigidity of the neck muscle with forward posturing. Cogwheel 
rigidity was demonstrated. Symmetrical hyperreflexia of upper and lower limbs 
was noted. 

Skull films, EEG, and lumbar puncture were within normal limits. 

Her neurologic work-up was interrupted by the discovery of a carcinoma of the 
colon which was subsequently resected. Severe post-operative complications 
occurred continuing for the next six months until a week prior to her death in 
January, 1973. These included aspiration pneumonia which lead to respiratory 
failure and necessitated tracheostomy. During her course sepsis occurred and 
Candida was grown from blood cultures. 

Significant findings at autopsy were: focal acute pneumonia involving the right 
lower lobe, acute and chronic pyelonephritis and metastatic adenocarcinoma to 
the bladder via lymphatic spread. Neuropathology is well seen in the slides. 

Discussion: Differences between progressive supranuclear palsy (Steel
-:'C.. . ) Richardson-Olszewski's disease) and postencephalitic Parkinsonism. 
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Case # 4 

H. Cravioto, M. D. and F. Epstein, M. D. 
New York University Medical Center 
New York, New York 

An 8 year old girl was well until August of 1971 when she began to complain of 
headaches. About one month later neurological examination revealed papilledema. 
A lumbar puncture was "negative" and the diagnoses of pseudo-papilledema 
was made. One month later she developed torticollis. By Octobe:r of 1971, 
she continued with the headaches, developed stiff neck and vomiting and 
gradually went into a comatose state. She still had bilateral papilledema. 
The pupils were dilated and fixed and she appeared unresponsive to physical 
stimuli. She went rapidly into respiratory arrest. An emergency cerebral 
ventricular tap showed grossly bloody CSF under high pressure. She regained 
respiration, and her pupils became normal and reactive. A ventriculogram 
and an arteriogram showed a right frontal mass lesion. A craniectomy was 
done. A tumor was seen presenting itself on the cortical surface of the anterior 
frontal, parasagital region. It was a reddish, moderately vascular tumor, 
the size of a "lemon" (about 5 cm. in mx. dm.) "occupying essentially the 
whole of the right frontal lobe." It extended medially and posteriorly as far as 
the wall of the right lateral ventricle. The tumor was seen beyond the wall of 
the ventricle. It was removed in toto, in one piece. After surgery the right 
lateral ventricle was wide open. The patient withstood surgery rather well and 
in spite of postoperative G. I. tract complications, made a good recovery. She 
was left with a moderate left hemiparesis that required rehabilitation, but this 
has improved too. Her speech and intelligence are good, and she has returned 
to school. She is well at the time of this writing (March, 1973). The slide 
submitted is a section of one half of the whole tumor. 

Points for Discussion: 

1. Histological diagnoses. 
2. Grade of malignancy. (This case is submitted to illustrate the value of 

electron microscopy as an aid in the diagnoses of "certain" brain tumors. 
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Case #5 

Submitted by: Jack C. Sipe, M. D., and L. J. Rubinstein, M. D. 
Stanford University Hospital, Stanford, Cal. 

Reference: No. C-1l25 

The patient was a 32 year old white female. The history of neurological symptoms 
began at age 5 with bilatnra1 foot drop which progressed to leg weakness and 
inability to walk by age 8. Because of the suspicion of a spinal cord tumor,a 
spinal laminectomy was performed which revealed no cord lesion. She attended 
public school through the 8th grade and had a tutor through the 10th grade. Her 
intelligence was judged to be borderline normal. For a year or so before her 
death, she complained of gradually deteriorating vision (in both eyes) that was 
uncorrected by glasses. Two months before her death, she developed somnolence 
and dysarthria together with diplopia associated with a divergent strabismus. 
An ophthalmological examination one month before death, reported bilateral 
optic atrophy and a divergent strabismus with inability to adduct either eye past 
the midline. At that time, a diagnosis of demyelinating disease was made and, 
in the last 3 weeks of Hfn, she became progressively more obtunded, expiring 
after one week of deepening coma. 

A detailed family history indicated no neurological disorders. Additionally, 
the history states that she was not an alcoholic nor was she malnourished. 

The general postmortem examination findings were limited to fibrosis and 
shrinkage of the thyroid gland and moderate coronary arteriosclerosis. 

The brain weighed 1150 grams. Serial coronal sections through the cerebral 
hemispheres revealed multifocal lesions. The head of the caudate nucleus 
contained areas of cystic necrosis which were more extensive on the right than 
on the left but also extended into the body of the caudate on both sides. Similar 
lesions in various stages of necrosis were present in the left putamen, thalamus, 
and hypothalamus exclusive of the mamillary bodies. The optic tracts and chiasm 
appeared small but otherwise not definitely abnormal. Serial transverse sections 
through the brainstem disclosed extensive softening in the tegmentum of the 
brainstem, extending from the rostral midbrain to the medulla. A large necrotic 
lesion was also evident in the deep cerebellar white matter and dentate. Sections 
through the spinal cord showed pale, granular posterior columns. 

Submitted are: 1 slide of the hypothalamus with mamillary bodies and 1 slide 
of the rostral pons; both stained with H & E. 

Points for Discussion: 

1. Incidence of Leigh's encephalopathy in adults. 2. Relationship to the infantile 
form. 3. Relationship to Wernicke's encephalopathy. 4. Familial incidence. 
5. Possible biochemical defect(s). 
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Case #6 

Subtnitted by: W.I. Rosenblutn, M.D. 
Medical College of Virginia, Richtnond, VA • 

The patient was a 59 year old Negro wotnan, known to be hypertensive for at 
least ten' years, and treated intertnittently for this condition. Twenty days 
before death, lower abdotninal and back pain began, accotnpanied by nausea 
and votniting. Two days before adtnission, a generalized tnaculopapular rash 
was noted and she was seen in a clinic where hypotension was also noted. 
Adtnission followed exatnination of a peripheral blood stnear, and a white blood 
cell count showing leuketnia with ISO, 000 WBC. 

After a bone tnarrow exatnination, a diagnosis of 'acute tnonocytic leuketnia was 
tnade, and appropriate chetnotherapy was instituted. Bilateral pultnonary 
infiltrates were noted and hypoxia was thought to be a tnajor probletn. Prothrotnbin 
titne was prolonged, A/G was 3.7 /Z. 8, alkaline phospho was 150. SGOT was 70 and 
LDH was over 600. The patient died" suddenly" three days after adtnission. No 
evidence of neurologic dysfunction was recognized. 

In addition to the pathologic changes in the CNS, autopsy revealed leuketnic 
infiltrates in virtually every organ including lungs and liver. The liver weighed 
1900 gratns. The heart weighed 450 gratns and exhibited left ventricular hypertrophy. 
Pneutnonia was not found. 

The lesions in the brain were restricted to the pons and for the most part consisted 
of bilaterally sytntnetrical areas, which were separate through tnost of the pons, 
but were connected at one level by a narrow bridge of sitnilarly affected tissue. 
A diagnosis of central pontine tnyelinolysis was tnade. 

Points for Discussion: 

1. Is the distribution of the lesion within the pons really as rare as our 
search of the literature indicates? Does central pontine tnyelinolysis begin 
as a peripheral lesion? 

Z. Venules at the tnargin of the lesion are packed with blasts. 
were present but far less cotntnon elsewhere in the brain. 
blockade have contributed to the lesion? 

3. What is the contribution of liver disease? 

Sitnilar findings 
Could venous 
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Case #7 

Submitted by: R. A. Clasen, M. D. 
Presbyterian - St. Luke's Hospital, Chicago, Ill. 

This six-month old white female infant was first seen at the age of three months 
because of an enlarged head. An arteriogram revealed evidence of hydrocephalus. 
The posterior inferior cerebellar artery was normal at this time. A ventriculo
peritoneal shunt was performed. One month later, she was readmitted to this 
hospital for shunt revision. Upon opening the abdomen, the drainage fluid was 
found to be turbid. The culture of this fluid was positive for Streptococci. 
The child was treated with antibiotics and a new shunt was inserted into the 
left internal jugular vein. She failed to respond alid expired on the 14th post
operative day. 

At autopsy the significant findings were limited to the brain. This showed a 
midline tumor compressing the cerebellum, brain stem, and basal ganglia. 
The pineal gland could not be located. The position of the tumor indicates 
that it arose in or near this region. There was marked dilatation of both 
lateral ventricles. The tumor measured 11 cm. in maximum diameter. Its 
gross appearance is illustrated on the accompanying kodachrome. 

Points for Discussion: 

1. Diagnosis. 
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CASE 8 

Submitted by: M. P. Valsamis, Albert Einstein COllege of Medicine, 
Bronx, N. Y. 

A 6 month old white boy was admitted to the hospital because of cran
ial enlargement. Past history indicated temperature eleV.ations over 
a 3 month period, and a fall 10 days before admission followed by 
vomiting. A diagnosis of bilateral subdural hematomata was made. 
Operations confirmed this and because of repeated effusions, a sub
dural peritoneal shunt was inserted on 10/20/70. Repeated admissions 
for removal of subdural effusions and continuing seizures followed. 
Carotid angiography showed an avascular extracerebral area in the 
left parasagittal region. Another operation for adhesions was 
performed and a neoplasm was diagnosed. Subsequently, despite re
peated ventricular taps, intracranial pressure remained high. CSF 
showed sheets of malignant cells. Workup for peripheral evidence 
of neoplasm including bone marrow examination were negative. Steroids 
and radiotherapy through the whole brain and spinal cord were 
started on 11/12/71. CSF pressure decreased, the child became more 
responsive. While treatment with radiation was proceeding, he im
proved slowly, was able to say a few words, but the right hemiparesis 
and visual field cut persisted. He was then treated with intrathecal 
methotrexate and subsequently ran a progressive downhill course, 
expiring on 5/20/72 at age 26 months. 

Post-mortem examination revealed both kidneys to show multiple gray
white nodules ranging in size from 2.5 to 0.5 em in diameter scat
tered throughout both renal cortices. No other areas of neoplastic 
involvement were seen. These were 'interpreted to be met.astatic. 
Central nervous system examination revealed massive involvement of 
the cortex and subarachnoid space with extension to the dura of a 
gray fleshy neoplasm. Some areas appeared as if the entire cortex 
was replaced by neoplasm. 

Sections submitted are from neoplasm obtained at autopsy from the 
central nervous system. Photograph is of the coronal section through 
the brain demonstrating massive involve_nt of the brain. by neoplasm. 

Points to be discussed: 1) 
2) 

Nature of the neoplasm. 
Is this neoplasm primary to the 
central nervous system or its coverings? 
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CASE 9 

R. L. Davis, University of Southern California 
Los Angeles, California 

LACH 86107 

A 45 year old male was found on the street unconscious and taken to 
the county jail. The next day, he was noted to have right hemiparesis, 
·diabetes· and a fever of 102- F. He wa. transferred to LAC-USC 
Medical Center. 

Admission vital signs were: P 100 with normal rhythm, R 24, T 104 0 F., 
BP 120/60. He was WD and WN but aphasic, incontinent, hiccuping, and 
in mild distress. He had right hemiparesis and a left facial weakness 
with the mouth slightly drawn to the left. The pupils were equal and 
extraocular movements were intact. There were a few rales in tile 
left lower lung field. There was slight abdominal guarding and a 
questionably palpable liver edge at the right costal margin. 

The patient responded to commands. There were intact corneal, biceps, 
and triceps reflexes on the right, but they were decreased on the left. 
The knee jerk was normal on the left but hyperactive on the right, 
and a right Babinski sign. 

An initial EEG and lumbar puncture were normal. Other laboratory 
studies were also within normal limits except for a few pus cells in 
the urine, and a reversed A/G ratio (3.5/4.6). He was treated with 
penicillin for pneumonia. He improved, began to take small feedings, 
and stabilized during the first two week. of his stay in hospital. He 
then spiked a fever to 104.6- rectally, respirations became quite loud 
at a rate of 28/m, and he had a pulse of 120. Respiratory rate in
creased further over the next few days and there were n.o breath sounds 
on the right side due to a RLL pneumonia. The urine was grossly pur
ulent with many gram-positive cocci and gram-negative rods. He was 
treated with methicillin and gentamycin and put on the cGiing blanket. 
His WBC increased to 16,700. 

The patient became steadily more obtunded and died approximately 
one month after admission. 

Examination of the brain showed extensive softening and increase in 
size of the white matter from the left frontal pole through the oc
cipital pole, including the temporal lobe. Except for slight thin
ning of the cortical ribbon on this side, the cortex was otherwise, 
basically intact. A comparable lesion was present in the centrum 
ovale on the right side beginning at the frontal pole and extending 
posteriorly only to the level of the genu of the corpus callosum. 
There were hemorrhages in the midbrain and pons. 

Material Provided: 1 - H & E stained section, 1 - Kodachrome of 
gross specimen, 1 - 2 x 2 of electron microscopic findj.ngs. 

Points for Discussion: (1) Diagnosis and (2) Pathogenesis. 


