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CASE 1 

Submitted by: H. J. Peters, M.D., St. Frances Hospital, Columbus, Georgia 

Ref. No. A-67-94 

Approximately 8 1/2 months before death this 54 year-old white male fell 
back while changing a tire, collapsed and was thought to have struck his head. 
On the way to the hospital he was resuscitated several times because of 
cardiac arrest, but stabilized during the following four days. A sudden turn 
for the worse occurred, characterized by a lessened responsiveness and 
semicoma. A spinal fluid examination revealed bloody, xanthochromic fluid. 
The phYSical examination revealed nuchal rigidity, slow eyes movement, 
hypoactive reflexes and Babinski signs bilaterally. 

A bilateral carotid arteriogram revealed a broad based, left anterior 
communicating cerebral artery aneurysm. The description of the surgical 
procedure which was subsequently carried out indicated that the aneurysm 
arose from the left anterior cerebral artery and extended into the anterior 
communicating artery. It was fusiform and did not have a saccular neck. 
When the aneurysm was dissected free, a small pin-point hole was found to be 
present posteriorly and medially. Suction was placed over the bleeding 
point in an attempt to control the bleeding. A temporary clip had to be 
placed along and across the left anterior cerebral artery. Since the 
bleeding was not reduced by this procedure a winged Olivecrona clip was 
placed across the aneurysm, which included the left anterior cerebral artery 
at its most distal point. This controlled the bleeding. 

Subsequent to the surgical procedure the patient never fully recovered 
consciousness. He was transferred to a long-term nursing home for care 
where he died of intercurrent infection. 

One slide, stained with Hand E, is submitted. 
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Ref. No. 12665 

CASE 2 

Abraham T. Lu, M.D. and Francis S. Buck, M.D., Rancho Los 
Amigos Hospital, Downey, Calif. 

A negro male died at the age of 5. First hospital admission was at the 
age of 3. Frontal headache, vomiting and somnolence of three weeks' duration. 

On physical examination: 2-3 0 papilledema, bilateral nystagmus to the 
right; questionable left facial palsy, trunkal ataxia with wide base gait, 
bilateral dysdiadochokinesis--more pronounced on the left, cerebellar drift 
of the left upper extremity. X-ray: widening of sagittal and lambdoid 
sutures. Pneumoencephalogram and ventriculography--dilatation of lateral 
ventricles, slight dilatation of third, poorly visualized fourth ventricle. 

Suboccipital craniotomy: "adhesions" around foramen magnum. Catheter 
passed through aqueduct; Torkildsen--right lateral ventricle to foramen 
magnum. Cerebellar biopsy showed no lesion. Postoperatively all symptoms 
gradually improved. For two years patient showed normal physical and mental 
development although some left optic atrophy was observed. No other illness 
was noted during this period. 

Second hospital admission at the age of 5. Recurrence of frontal 
headaches 5 weeks--vomiting and generalized convulsions 2 weeks. Spinal 
fluid pressure over 400 mm of water, protein 416 mg%, sugar 80 mg%, 18 small 
mononuclear cells. Bilateral carotid angiogram--marked ventricular dilatation. 
Brain scan with Technetium 99 -- suprasellar tumor. Bilateral ventriculo
atrial shunt brought about slight improvement. Patient died in coma four 
days following this procedure. 

General autopsy: bronchopneumonia, chronic duodenal ulcer 2.5 cm distal 
to pylorus. 

NeuropathOlogy: well circumscribed, globular pinkish brown suprasellar 
tumor 4 cm in diameter, soft, somewhat spongy, some suggestion of lobulation 
on cut surfaces, but mostly homogeneous without hemorrhage or necrosis. The 
tumor has displaced and compressed the optic chiasma, the circle of Willis 
and the temporal lobes. The hypothalamus is stretched into a paper thin 
membrane and displaced dorsally against the roof of the third ventricle thus 
obliterating it and blocking the foramina of Monro. The lateral ventricles 
are moderately dilated. The fourth ventricle is markedly dilated. Some 
adhesions and blood pigment are present at the exits of the fourth ventricle. 
The pituitary is intact. 

Submitted are 1 slide stained with Hand E, and 2 unstained slides. 
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CASE 3 

C. L. Dolman, M.D., Vancouver General Hospital, Vancouver, 
B. C., Canada 

Ref. No. A-68-853 

A 42 year-old building contractor had been tense and anxious all his 
life, but had been healthy otherwise. During the past months he did not feel 
well, became less alert and uninterested in his work and family, his appetite 
diminished, he lost weight and began to complain of headaches. He had had 
many personsl and financial problems during the past 3 years. Finally he 
stopped talking to his wife altogether. During the days before his admission 
to hospital, his headaches had become very severe, he was confused and 
staggered. 

On examination, he was very sleepy and tended to drift off, which made 
his examination incomplete. General physical examination was negative. The 
cranial nerves appeared intact, he had a gross tremor of the hands, and the 
deep tendon jerks were increased on the left. The spinal fluid was under a 
pressure of 320 mm. of water, was slightly xanthochromic and contained 8 red 
blood cells and 100 mgs.% of protein. The next day the patient had a cardiac 
arrest. An E.E.G. after resuscitation was isoelectric and he died a few 
hours later. 

At postmortem, a firm, gray, nodular, circumscribed partly hemorrhagic 
tumour, measuring 7 cm. in diameter, excavated the undersurface of the right 
frontal lobe. It extended to the dura but was not attached to it and did not 

~ penetrate it. The remainder of the necropsy was unremarkable. 

Submitted are two gross Kodachromes of the lesion, 1 slide stained with 
Hand E, and I unstained slide. 
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CASE 4 

U. Tomiyasu, M.D. and R. N. Baker, M.D., Veterans 
Administration Center, Los Angeles, Calif. 

Ref. No. A-16l-63 

This 38 year-old man was found to have a pulmonary mass which was 
diagnosed by biopsy as adenocarcinoma. He was treated with Cytoxin and 
steroids. Several months later he experienced sudden onset of low back pain, 
severe paraplegia, sensory loss in both lower extremities and loss of bladder 
and rectal control. He gave the additional history that at age 16 he had had 
a mediastinal mass diagnosed, which "disappeared" after radiation therapy. 
Examination showed a severe spastic paraplegia, a sensory level beginning at 
T-ll, and becoming dense below L-l, and absent sphincter control. Spinal 
fluid contained 29 lymphocytes but normal protein. A myelogram was normal. 
About 3 months later he developed moderate weakness of the left upper 
extremity. Examination showed persistence of paraplegia and lower extremity 
sensory loss. There was generalized muscle wasting. His left upper 
extremity was weak with increased tone, hyperreflexia, clumsiness of the 
left hand, but no sensory loss. His subsequent course was gradually downhill. 
He died 8 months after onset of his neurological disease. 

Necropsy showed a 10 x 7 x 4 cm anterior mediastinal malignant tumor 
which had glandular features. Pleural and lung tumor deposits showed both 
glandular and undifferentiated malignant changes. A few small hepatic 
metastases were found. The central nervous system showed major spinal cord 
lesions with extensive perivascular lymphocytic infiltration, even extending 
into adjacent meninges. There was neuronal and myelin destruction with 
considerable gitter cell reaction. 

Diagnoses: 1. Necrotizing myelitis due to remote effects of malignancy. 
2. Anterior mediastinal malignant tumor, possibly of 

teratomatous origin. 

Submitted are 1 gross Kodachrome, 1 slide stained with H and E, 1 slide 
stained for myelin, and 1 unstained slide. 

Points for discussion: 1. Evidence for relationship between malignancy 
and remote effects on CNS, e.g. myelopathy, 
neuropathy, myopathy, encephalopathy. 

2. Incidence of malignancy and such remote effects. 
3. Mechanisms by which such CNS changes may occur. 

What evidence for such mechanisms operating? 
How to demonstrate such mechanisms? 
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CASE 5 

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

Ref. No. A-67-395 

The patient, a 29 year-old white female, was admitted to this hospital 
on 7-23-67, complaining of headaches of six months' duration and difficulty 
in walking of two weeks' duration. There were no visual complaints. She had 
had multiple small tumors removed from her arms in the past, and in 1962 a 
neurofibroma was removed from her back. Physical examination revealed 
multiple brown maculae on the skin of the trunk. Fundoscopic examination was 
within normal limits. She had a bilateral rectus palsy and a bilateral 
facial weakness. The patient was ataxic. Her spinal fluid protein measured 
66 mg.%. Cervical myelography revealed a mass in the neural canal extending 
down from the intracranial cavity. On 8-8-67, a posterior fossa exploration 
was performed and an intrinsic medullary mass was demonstrated. Postoperatively, 
the patient did poorly. She expired of an aspiration pneumonia on the 17th 
postoperative day. 

At autopsy the immediate cause of death was found to be aspiration 
bronchopneumonia. No other significant visceral lesions were demonstrated. 
The pons was uniformly enlarged and on microscopic examination showed diffuse 
gliomatous changes. The cerebral hemispheres showed symmetrical dilatation. 
In addition to this, a 2 cm. subependymal astrocytoma was demonstrated in the 
right lateral ventricle. No tumors were demonstrated on any of the nerves of 
the brain or spinal cord, except the left optic nerve, which showed a fusiform 
enlargement measuring 0.6 cm. in diameter and located 1 cm. distal to the 
chiasm. The right optic nerve measured 0.4 cm. in diameter. 

The sections submitted are from the enlarged area of the left optic 
nerve and are stained by the Kluver and Kluver-Holmes-PAS techniques. 
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Ref. No. 68-210 

CASE 6 

J. T. McGrath, V.M.D., School of Veterinary Medicine, 
University of Pennsylvania, Philadelphia, Pa. 

This section of medulla oblongata is from a two and one-half year old 
female Dachshund dog. The animal was presented to our Clinic eleven days 
before death. Clinical signs of neural disease included progressive general 
body tremor and ataxia, with occasional masticating movements and signs of 
blindness (bumping into furniture). 

At the time of presentation, segmental and postural reflexes were said 
to be normal, as was ophthalmic examination. Blood and cerebrospinal fluid 
(cells, protein) were not remarkable. 

The owner stated that the animal, while not bred, had regular estrus 
periods, and viable ovarian follicles were observed after necropsy. The 
necropsy was not remarkable, except for the brain. The cerebral hemisphere 
appeared larger than normal with broad gyri, some rostral-caudal compression 
of the cerebellum and a subtle suggestion of herniation of the medulla 
oblongata. 

The stain is Luxol blue-cresyl violet. The section is from the medulla 
oblongata near the obex of the fourth ventricle. Pertinent dorsal nuclei 
include the accessory cuneate, vagus (sensory and motor) and hypoglossal. 
One unstained slide is also submitted. 
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CASE 7 

S. S. Schochet, Jr., CPT, MC, USAR, J. H. Hardman, LTC, HC, 
USA, P. P. Ladewig, M.D., and K. H. Earle, M.D., Armed Forces 
Institute of Pathology, Washington, D. C. and Charleston 
General Hospital, Charleston, West Virginia 

The patient was a 61-year-old diabetic Negro man who had developed 
progressive muscular weakness over the preceding seven to ten years. The 
weakness had been confined to the lower limbs until the last year of his life, 
when the upper extremities became involved. He experienced dyspnea and 
dysphagia a few weeks before hospitalization. 

His mother and one sibling had died with diabetes mellitus; another 
sibling and a maternal aunt were elive with this condition. There was no 
family history of neuromuscular disease. 

There was marked atrophy of the muscles of the extremities, particularly 
evident among the thenar and interosseous muscles. The deep tendon reflexes 
were hypoactive, but no sensory deficits were found, and pyramidal tract 
signs were absent. The functions of cranial nerves I to XII were intact, but 
there were prominent fasciculations of the tongue. 

The serum creatinine was 0.4 mg/IOO ml, SGOT 24 units, LDH 340 and 580 
units, CPK 23 and 15 units, and PBI 3.8 mcg/100 3ml. The spinal fluid was 
clear and contained only two lymphocytes per mm , the total protein was 
25 mg/IOO ml, and the sugar was 95 mg/IOO mI. 

Intraneuronal conglomerate masses were observed in the majority of the 
anterior horn cells and in some of the motor neurons in the brain stem. 

Submitted are: 1 stained slide, 1 unstained slide, and 1 composite 
photograph of the light and electron microscopic observations. 

For discussion: Nature of the neuronal inclusions. 
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CASE 8 

Lucy B. Rorke, M.D. and M. H. Fogelson, M.D., The 
Children's Hospital, Philadelphia, Pa. 

Clinical Summary: The patient was a 9-month-old girl who developed an 
acute febrile illness associated with vomiting, bloody diarrhea and renal 
failure. On the third day of illness she had a seizure which consisted of 
rigidity and unconsciousness but without clonic or tonic movements. Pheno
barbital relieved the rigidity but she remained comatose. Serum sodium was 
102 meq/l. A spinal tap done shortly after the seizure showed pink fluid in 
all 3 tubes but only 9 RBC. Protein was 29 mg% and sugar 28 mg%. Organisms 
were not seen or cultured. She was admitted to the Children's Hospital in 
extremis for peritoneal dialysis. Anemia, thrombocytopenia with diffuse 
petechiae and edema in association with uremia completed the clinical picture 
and a diagnosis of hemolytic-uremic syndrome was made. Her course was 
further complicated by pulmonary edema, cardiac arhythmias, bradycardia and 
tension pneumothorax. She was maintained on the respirator. She became 
increasingly hypotensive and hypoxic during the last 12 hours of life. 
The entire illness lasted for 9 days. Past history was essentially non
contributory. She was hospitalized at 4 1/2 months for croup, thought to 
be due to milk allergy and formula consisted of Soybee. She had had 3 DPT 
shots and 3 doses of oral polio vaccine. 

Visceral Pathology: Gross and histological changes consistent with 
hemolytic uremic syndrome, including acute renal tubular necrosis and 
glomerular capillary thrombosis. 

CNS Pathology: 1. Acute hemorrhagic encephalopathy, especially involving 
cerebellum. 2. Mild gliosis of cerebral and cerebellar cortex (especially in 
marginal layer of cerebral cortex and Purkinje cell layer in cerebellum). 
3. Acute striatal degeneration. 

Stain submitted: Kluver stain for myelin. 

Points for discussion: 1. Classification of striatal lesion 
2. Selectivity of lesion for striatum 
3. Relationship to hemolytic uremic syndrome 
4. Comparison with 1961 Slide Session Case of 

chronic striatal degeneration in 25-month
old child 


