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Case #1 

John J. Kepes, M.D. 
University of Kansas Medical Center 
Kansas City, Kansas 66103 

No. 371-4436 

A 23 year old white Catholic nun had a physical examination which included 
thorough abdominal palpation and no mass could be detected. Three months 
later, she presented with the complaint of rapid and progressive abdominal 
enlargement. Investigation of this culminated in exploratory laparotomy 
for removal of a large right ovarian neoplasm which was both solid and 
cystic, measured 25 x 15 x 13 cm., and weighed 6,000 grams. There were 
small cul-de-sac implants present which were biopsied and the surgical 
procedure was of hysterectomy and bilateral salpingo-oophorectomy. 

The left ovary and the tubes and uterus showed no unusual features. Follow
ing surgery, a course of radiation therapy was given to the pelvis with a 
total dose of 5,000 rads. 

Her convalescence from the surgical procedure and the radiation therapy was 
entirely uneventful. She thereafter remained well and one year after her 
initial surgery, a "second look" laparotomy was done. This disclosed 
persistent implants in the cul-de-sac as well as other implants noted over 
the parietal peritoneum up into the mid-abdomen. Her convalescence was 
again uneventful and an additional thirteen months have elapsed since 
her second operation. At a very recent examination, she appeared entirely 
well and physical examination disclosed no evidence of tumor. 

Gross Pathology: Kodachrome slide of tumor. 

Microscopic Pathology: Hematoxylin-eosin stained section. 

Points for Discussion: 

1. Diagnosis. 

2. Are neurogenic tumors of this nature comparable to the ones 
originating in the central nervous system? 

3. What is the correlation between histological appearance and ultimate 
prognosis in these lesions? 

4. Suggested treatment. 
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Case 12 

• Submitted by: Uwamie Tomiyasu, M.D. and K. A. Ranganath, M.D. 
Veterans Administration, Wadsworth Hospital Center 
Los Angeles, California 90073 

• 

Reference: No. A-390-7l 

This 47-year-old Caucasian man had a history of transient seizures at age 
12, usually on an empty stomach. The terminal illness probably began 8 
years prior to death, when he, for the first time, began to have headaches 
around the right eye, difficulty in speaking, dizziness, numbness of the 
right leg and transient loss of consciousness. work-up at that time included 
a spinal tap, skull X-rays, EEG, bilateral carotid angiograms and pneumo
encephalogram, all of which were negative. The following year, a CSF 
protein was found to be elevated to 78 mg.%. There were 7 WBC's, 5 RBC's 
and a glucose of 76 mg.%. He was maintained on Dilantin 100 mg. t.i.d. He 
continued to have occasional seizures the following 6 years. Two years 
prior to death, he developed some features of Parkinson's disease with 
reduced facial expression and rigidity. Twenty-one months prior to his 
death, he was hospitalized for seizures, transient right hemiparesis and 
aphasia. The EEG showed left fronto-temporal slowing, but a brain scan was 
negative. A left carotid angiogram was interpreted as showing ventricular 
dilatation. Pneumoencephalogram was interpreted as showing paraventricular 
atrophy and bilateral cortical atrophy with a delayed 24 hour air study 
showing a large left parietal parasagittal collection of air. He recovered 
from this episode with clearing of the hemiparesis and aphasia and was main
tained on Dilantin. Five months prior to his death, he was admitted with 
status epilepticus. At this time, he responded only to pain. EEG showed 
a slow focus over the left fronto-temporal area. Now the brain scan re
vealed a large concentration of isotope uptake in the left temporal region. 
Later, he again developed a right persistent and progressive hemiparesis, 
global aphasia and bilateral horizontal nystagmus. There was cog-wheel 
rigidity in both wrists and symmetrical deep tendon reflexes. No abnormal 
reflexes were present. CSFat this time showed an opening pressur e of 
190 mm. H20, was slightly cloudy, xanthochromic, with protein of 440 mg.% 
and sugar of 116 mg.%. He developed fever and died in coma. 

Necropsy - showed the main abnormality to be in the central nervous system. 
There were massive random, recent intracerebral hemorrhages with secondary 
compression and hemorrhages in the brain-stem. 

Gross Kodachrome photographs will be shown. 

The slides distributed are stained with Hematoxylin and Eosin. 

Point for Discussion: 

1. What is the nature of pathologic process and why? 

2. Possible etiology? 

3. Why is the CNS the predominantly involved organ in this case? 
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Case 13 

e Submitted by: Margaret Grunnet, M.D. 
University of Utah, Salt Lake City, Utah, 84132 

Reference: No. PM 43-73 

The patient was a 49 year old game warden who was in good health until one 
year prior to admission, when he developed the gradual onset of vertigo, 
falling to the right, diplopia and bizarre behavior. On admission to the 
V.A. Hospital, he was oriented to name only. He was able to repeat 3-4 
digits forward and none backward. He was emotionally labile, distractable 
and poor at math. However, he was able to carry out verbal commands and 
use simple objects accurately. Cranial nerves were intact, and motor and 
sensory examination revealed only somewhat hyperactive DTRs on the right. 
CSF exam revealed 156 small lymphs, 256 RBCs/mm3 and a protein of 75 mgt. 

One month after admission, the patient became increasingly obtunded, and 
three months later, he was unresponsive and showed decerebrate and decor
ticate rigidity. This continued three months, following which he became 
more responsive and after several months, he could talk in sentences and 
oral feedings were begun. He then again became less and less responsive 
over a period of three months and was virtually unresponsive for the last 
eight months before his death. 

At autopsy, his brain showed marked atrophy. The major lesions consisted 
of demyelinated areas in the centrum semiovale, and periventricularly. 
Similar lesions were seen in the brain stem and cerebellum. Representative 
microscopic sections are included. On electron microscopic examination, 
apparently intranuclear filamentous structures somewhat resembling para
myxovirus are seen. 

Two slides are distributed: one stained with H & E and one stained with 
LFB-CV. 

Point for Discussion: 

1. Is this a case of multiple sclerosis, progressive multi focal leuko
encephalopathy, adult SSPE or some new viral demyelinating disease? 

2. Are the filamentous structures seen on E/M viral particles, viral
induced nucleoprotein strands or unrelated to virus? 
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Case #4 

Angeline R. Mastri, M.D. and Jung H. Sung, M.D. 
University of Minnesota Medical School, 
Minneapolis, Minnesota 55455 

No. A73-390 

This 6-year old girl had been in good health until the age of 2 years at 
which time, she developed back pain accompanied by stooping and guarding 
with limitation of motion of the spine. She had "spasms" which caused her 
to walk in a peculiar position and held her head turned to the right. These 
were thought to be seizures and she was treated with phenobarbital with some 
improvement. At age 4-1/2, she became irritable, complained of a sore back, 
walked with a stiff posture and had two episodes of urinary incontinence. 
There were no focal neurological findings. Spine films showed straightening 
of the lumbar spine with no bony abnormalitY1 myelography showed a block 
at T-5 extending to T-2. A laminectomy was performed on 1/11/72. The spinal 
cord was enlarged and a dorsal myelotomy was performed. A second stage 
operation was performed ten days after at which time, the tumor was found 
herniating through the myelotomy incision with a definite cleavage plane 
between the tumor tissue and normal cord structures. Biopsies taken at 
both operations appeared to be astrocytoma. The patient did well for the 
next 1-1/2 years except for slight ataxia and a left Babinski sign. In 
July, 1973, she complained of knee pains, headaches and occasional vomiting. 
These symptoms increased in intensity and she was readmitted to the hospital 
in September, 1973. At that time, she was alert, with normal motor function 
decreased touch sensation in the left leg and an equivocal left Babinski 
sign. Lumbar spinal puncture showed normal pressure, CSF protein of 390 
mg.% and no cells. Myelography was said to be normal except for a possible 
defect at the caudal end of the dural sac. Pneumoencephalography showed 
moderate ventricular enlargement. Several hours following pneumoencephalo
graphy, the patient developed severe headache, nausea and vomiting followed 
by confusion, opisthotonic posturing and decerebrate rigidity. The patient 
was treated with Decadron, mannitol and ventricular drainage but died the 
following day. 

Autopsy findings: Acute tubular necrosis of kidneys and bilateral patchy 
emphysema of t e lungs. 

Neuropathological findings: The brain was swollen and weighed 1460 Gm. 
The unci had herniated into the incisura of the tentorium, bilaterally. 
The leptomeninges at the base of the brain were infiltrated by soft, gray 
tumor which was particularly abundant in the region of the cisterna magna, 
the interpeduncular fossa and about the midbrain and pons. No tumor was 
found in the parenchyma of the brain. The spinal cord showed some opacifi
cation of the leptomeninges overlying the spinal cord segments from approxi
mately C-8 to T-5. Transverse sections of the spinal cord at these levels 
showed much of the tumor to be firm, white and rubberY1 a portion of the 
tumor, dorsally, was soft and gelatinous. Sections of the upper thoracic 
spinal cord and hypothalamic region (H & E stains) are submitted. 

Points for Discussion: 

Nature of the neoplasm. 
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e Submitted by: 
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Case #5 

Elizabeth C. Dooling, M.D. and E.P. Richardson, Jr., M.D. 
Massachusetts General Hospital, Boston, Mass. 02114 

MGH Necropsy 36834 A 

This ll-year-old boy was admitted because of drooling, muteness, hyper
somnia, emotional lability, and involuntary movements. Twelve days pre
viously, a young man had attempted to strangle him after luring him into 
a cellar. The symptoms had come on abruptly six days later, after an 
intervening period during which he~peared well. On examination, the 
child was alert and cooperative but appeared inappropriately unconcerned 
and made no verbal replies. He performed complex commands, copied designs, 
and wrote well, including answers to arithmetic problems. There were bi
lateral subconjunctival hemorrhages. Ocular movements were full without 
nystagmus. He drooled constantly and movements of the tongue were slow. 
The reflexes were brisk, and the plantar responses were flexor. Sensation 
was intact. Coordination was impaired because of ataxia, dysmetria, and 
myoclonic jerks. He made few postural adjustments when lying down and re
quired assistance to walk. Volitional acts were interrupted by choreic 
movements. An EEG showed slowing in the posterior leads. The cerebrospinal 
fluid contained 2 white blood cells, 44 mg.% protein. During hospitalization, 
the child had frequently recurring torsion spasms of the head, neck, trunk 
and extremities associated with facial grimacing, hyperpyrexia, flushing and 
diaphoresis while awake. These episodes could not be controlled with 
medications. Gradually worsening, he died twelve weeks after admission. 

Post-mortem examination: Apart from the changes in the central nervous 
system, the only significant abnormality was mild bronchopneumonia. 

Neuropathological findings: The lesions exemplified by those in the sub
mittea slIde were found symmetrically in the caudate nucleus, putamen and 
the globus pallidus bilaterally. There was bilateral focal neuronal loss 
in Sommer's sector of the hippocampus. The cortex, cerebellum and brainstem 
were unremarkable. 

Submitted section stained with hematoxylin and eosin. 

Points for Discussion: 

1. pathogenesis of the lesions. 

2. Significance of the regional localization of the lesions, 
differential vulnerability ? 
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Case '6 

4It Submitted by: Raymond A. Clasen, M.D. 
Presbyterian-St. Luke's Hospital, Chicago, Ill. 60612 

Reference: 73-6917 B 

The patient, a 48 year-old white female, was admitted to the hospital on 
7-1-73, complaining of bilateral claudication of the lower extremities. 
She gave a history of brittle diabetes of 25 years duration and was on 
insulin at the time of admission. The patient also complained of occasional 
blurring of vision and syncope. Her blood pressure while in the hospital 
varied from 140/80 to 90/60. Minimal sympathetic tone was noted in the 
lower extremities. A carotid arteriogram showed some atherosclerotic 
plaques in the carotid siphon bilaterally. Only minimal atherosclerotic 
changes were noted at the bifurcation of both common carotid arteries. 
The femoral arteriogram showed 50% occlusion of the distal 3 em. of the 
aorta and complete occlusion of the right superficial femoral artery. 
On 7-9-73, an aortic bif~rcation graft was placed and a right lumbar 
sympathectomy was performed. She was discharged on 7-23-73. 

Two slides are submitted from the surgical material. These are stained 
by the hematoxylin-eosin and Kluver techniques. All ganglia examined 
showed identical changes. 

Points for Discussion: 

4It 1. Is this an example of 1ipofuscinosis of the autonomic ganglia? 

2. Is this related to Case 8 of the 11th Diagnostic Slide Session (1970)? 

• 
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Submitted by: 

Reference: 

Case #7 

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

U.C.S.D. A1710 

A 49 year old research biochemist presented with a two week history of low 
grade fever, mild headaches and increasing depression. On examination, he 
was agitated and incoherent and his temperature was 99.5°. Apart from bi
lateral Babinski's sign, the neurologic exam was noncontributory. Lumbar 
puncture revealed an opening pressure of 250 mmH20, 32 white cells, all 
lymphocytes, protein 155 mgs% and glucose 53 mgs%. C.S.F. smears and 
cultures were negative. The following enzyme elevations were noted: SGOT, 
201; SGPT, 356; LDH, 472; alkaline phosphatase, 10.3 and CPK, 1608 IU. 

Serial chest films, virologic and toxicologic studies, EKG, EEG and brain 
scan were negative. Urinalysis was within normal limits and cultures from 
blood, C.S.F. and sputum were consistently negative. Serial lumbar punc
tures demonstrated persistently high protein levels with mononuclear 
cells in the C.S.F. During a six week course, there was mild anemia, 
persistent leukocytosis and elevation of the ESR reaching 100. Towards the 
end of his course, seizures were numerous and he died during a seizure. 

Notable findings at autopsy were renal tubular necrosis and acute passive 
congestion of liver, spleen and adrenals. Except for edema, the brain 
showed no gross abnormalities. Microscopic changes as seen in the slide 
were present throughout the entire brain as well as in a biopsy specimen 
taken during the first week of his illness. Viral cultures from biopsy 
and autopsy brain tissue were negative. 

Slide submitted stained with H & E. One electron micrograph i8 submitted. 

Points for Discussion: 

Has anyone seen viral (?) doughnuts in human neurons as depicted in accomp
anying E.M. from biopsy? These particles were seen in great abundance in 
the perikarya and dendrites of many nerve cells and their size and structure 
resemble the type-A-particles of viral murine leukemia (de Harven, In: Ex
perimental Leukemia, Editor M.A. Rich, Chp. 2, pp. 15-50, Appleton 1968) 
and also the viral particles induced by intracerebral carcinogen adm~nis
tration (Ikuta and Zimmerman, J. Neuropath. Exp. Neurology, 24, 225, 1965). 
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Case #8 

~ Submitted by: s. L. Nielson, M.D. and E. B. Boldrey, M.D. 
University of California, San Francisco, California 

Reference: ACN 73-45 H.C. Moffitt Hospital 

A 57 year old male was well until 1965, at which time, he had several 
skin tumors (clinically felt to be basal cell carcinomas) removed from the 
right side of his face by cryotherapy. No histopathological examination 
was performed. Approximately five weeks later, he noticed a burning pain 
on the right side of his face. This persisted for the next six months, 
during which time a right facial paresis developed, eventually necessitat
ing a tarsorrhaphy. The right facial weakness and hypesthesia remained. 
CSF protein was 50 mgm%, and arteriography and pneumoencephalography were 
not helpful. Diplopia on right lateral gaze became prominent in 1970 and 
in 1971, he developed decreased hearing and tinnitus on the right along 
with gait imbalance. Examination revealed right facial motor and sensory 
deficit, total right external ophthalmoplegia, diminished hearing on the 
right, hoarseness, difficulty swallowing, atrophy of the right side of the 
tongue, and an ataxia on right finger-to-nose testing. Repeat pneumoen
cephalogram suggested an irregularity of the right basis pontis, but a 
posterior fossa exploration disclosed only atrophy of cranial nerves V 
through VIII. Biopsy of the cerebellar flocculus including leptomeninges 
was normal. Subsequently, swallowing difficulties became more pronounced, 
requiring nasogastric tube feedings. In November, 1972, additional 

~ findings included failure of abduction of left eye, fixed right pupil, 
.., sternomastoid atrophy on the right, and a positive Romberg. He then re

ceived 5000 r over a 42 day period to his brainstem. However, the symptoms 
progressed to almost total left ophthalmoplegia, and increased difficulty 
handling secretions. He expired three weeks following the completion of the 
course of radiation therapy. Postmortem examination showed no systemic 
neoplastic process. Severe bronchopneumonia was the only significant 
finding outside the cranial cavity. 

Meninges overlying the midbrain, pons and medulla were tough, white and 
thickened as much as 0.5 em. in some areas. They engulfed and obscured the 
basal vessels and the cranial nerves. Moderate ventricular dilatation and a 
granular appearance to the ependymal surface were also noted. There was a 
1.0 x 1.0 x 1.5 cm. cavity involving the right middle cerebellar peduncle 
and basis pontis including some exiting fibers of the right Vth cranial 
nerve. 

Most of the distributed slides demonstrate the leptomeningeal infiltrate 
and the solitary cavitary lesion. In some, only the meningeal change is 
present. There is one slide stained with H & E and one unstained section. 

Points for Discussion: 

1. 

tit 2. 

The nature of the cellular infiltrate. 

possible relationship to the removal of the facial lesions 
eight years previously. 
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Case 19 

John T. McGrath, V.M.D. and H. Allen, V.M.D. 
University of Pennsylvania, Philadelphia, Pa., 19104 

A73-235 

This 9 year old spayed female terrier-mongrel dog presented with a history 
of 6 tonic-clonic convulsive seizures during the previous 5 weeks and pro
gressive signs of neurologic disease. At presentation, there was obvious 
ataxia, slight tilting of the head to the right and constant shivering or 
trembling. The clinical signs and neurologic examination indicated diffuse 
and disseminated dysfunction of the central nervous system with prominent 
signs of cerebellar-vestibular dysfunction. 

Necropsy did not reveal significant gross lesions. Histology of the 
viscera was not remarkable except for peculiar changes in some hepatic 
cells. 

The section is stained with LB-PAS-HE stain. 

Points for Discussion: 

Is this an example of canine Lafora Bodies and myoclonic epilepsy? 


