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CASE 1 

Submitted by: Stephanie S. Erlich, M.D., Department of Neurology 
University of Southern California School of Medicine 
Los Angeles, California 90033 

and: Richard L. Davis, M.D., Department of Neuropathology 
University of California at San Francisco School of Medicine 
San Francisco, California 94143 

Reference No.: 91219 

Clinical Abstract: 

The patient was a 32 year old M~xi~~_n=born female with a history of 
headaches of several years duration. She was first seen 3 months prior to ad
mission with the complaint of increased severity of the headaches over the 
previous year. Neurological examination was normal and she was felt to have 
chronic tension headaches. She was subsequently seen four more times, either 
in the emergency room or as an outpatient, and treated, without success, for 
the presumed diagnosis of migraine. 

The night of admission she complained of headache and vomiting and 
had a cardiac arrest at home. She was resuscitated; however, her pupils re
mained fixed and dilated, there was no response to pain, no spontaneous move
ments and deep tendon reflexes were absent. The discs were sharp and the neck 
supple. The general physical examination was normal. 

White blood cell count was 14,400 with 88 neutrophils, 6 lymphocytes 
and 6 monocytes. Computerized tomography scan showed dilatation of the right 
lateral ventricle with a shift from right to left of the septum pellucidum. 
Electroencephalogram showed electrocerebral silence. A Fisher cannula was placed 
in the right frontal horn and clear cerebrospinal fluid was obtained under pres
sure greater than 40 cm. water. She developed hypotension and was pronounced 
dead approximately 6 hours after admission. 

Autopsy findings: The general findings were negative except for mild 
pulmonary edema and inactive mitral and aortic valvulitis. 

External examination of the brain showed diffusely narrowed sulci and 
flattened gyri. The cerebellar tonsils were prominent and slightly soft. Cor
.onal sections showed thickening of the septum pellucidum by soft tan tissue, 
which also filled the right foramen of Monro. The right lateral ventricle was 
slightly dilated. The ventricular lining of the posterior horn of the right 
lateral ventricle showed fine granulations. The lumen contained a 1.S x 0.8 x 0.8 
cm. cystic, nodular, smooth-surfaced mass. Dura, basal vessels and spinal cord 
were normal. 

MATERIAL SUBMITTED: One slide of ventricular mass, stained with H & E. 

Points for Discussion: 

Diagnosis. 
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CASE 2 

Submitted by: Bernd W. Scheithauer, M.D. 
St. Mary's Hospital 
Mayo Clinic 
Rochester, Minnesota 55901 

Reference No: 3-417-216 

Clinical Abstract: 

The patient is a 50 year old alcoholic female with a 15 year history 
of progressive headaches. Left 6th nerve palsy was noted 12 years ago. Since 
that time, she has had progressive left-sided proptosis, diminution of vision, 
and recurrent episodes of epistaxis. Recent skull x-rays demonstrate a large 
tumor destroying the clivus, extending to form a mass in the left middle fossa, 
opacifying all left-sided sinuses and extending into the retropharynx. Sub
total excision was performed (9/79) yielding 35 gm. of gray, gelatinous tumor. 
The patient underwent post-operative radiation therapy and was alive at last 
follow-up. 

MATERIAL SUBMITTED: One H & E section of tumor. 

Points for Discussion: 

1. Diagnosis 

2. Biological behavior of neoplasm in relation to histological features 
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Submitted by: 

CASE 3 

Vernon Armbrustmacher, M.D. 
Department of Neuropathology 
Armed Forces Institute of Pathology 
Washington, D.C. 20306 

Reference No.: NP 1757351, O&~C-8-80 

Clinical Abstract: 

The patient was the product of an uneventful term pregnancy, labor 
and delivery, birth weight was 7 lbs, 12 ozs. He had no problems in the immed
iate postnatal period and sat at the age of 8 months. He spoke two to three 
words when he was 9 months old and began to walk at age 12 months. The mother 
noticed that he stopped speaking and gradually developed difficultY in walking 
at about 14 months of age. He was evaluated by an Orthopedic Surgeon who found 
no significant orthopedic problem. The child's motor abilities slowly deteri
orated and at the age of two and a half years he was noted to have high-pitched 

__ ~ cry and many adventitious movements. At three years of age his weight was thirty
four pounds; head circumference was below the 50th percentile and height was be
low the third percentile. Funduscopic examination revealed no abnormalities. 
No abnormal physical findings were detected in the lungs or heart. There was 
no abdominal organomegaly or bony deformity. Muscle tone was considered normal 
throughout and deep tendon reflexes were brisk. Bilateral ankle clonus was pre
sent and cranial nerve examination was unremarkable. Skeletal survey and bone 
age were normal. CT scan revealed no abnormality . 

Laboratory Studies: A complete blood count was within normal limits, 
including the differential and morphologic examination. Cerebrospinal fluid 
was clear and colorless containing five lymphocytes/cubic millimeter. CSF pro
tein was 9 mg/deciliter, glucose 56 mgm/deciliter, and the chloride was normal. 
Numerous other blood tests were done which included a moderately elevated SGOT, 
LDG, SGPT, and alkaline phosphatase levels. Urinalysis was normal. EEG showed 
an abnormal, poorly-organized, slow electroencephalogram with no consistent focal 
lateralizing or paroxysmal features. This was interpreted as representing a dif
fuse encephalopathy of an unspecified type. Urine screening test for amino acids, 
proline, hydroxylproline indoles, imidazole, methylmalonic acid, orotic acid and 
mucopolysaccharides, were all normal. 

The patient's condition continued to deteriorate until he became com
pletely uncommunicative except for constant screaming. He expired as a result of 
cardiorespiratory arrest associated with pneumonia at the age of three and one
half years. The family history was negative for any evidence of central nervous 
system disease. 

MATERIAL SUBMITTED: One H & E slide and one unstained section. 

Points for Discussion: 

Diagnosis 
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CASE 4 

Submitted by: Drs. Dan Sauls, Joel Kirkpatrick and Dawna Armstrong 
Department of Pathology - The Methodist Hospital 
Baylor College of Medicine-Texas Medical Center 
Houston, Texas 77030 

Reference No.: S-7.9-l5886 

Clinical Abstract: 

A 33 year old woman had a right front':;: tumor excised by Dr. Donald 
Matson in 1958, when she was 12 years old. It was considered to be completely 
excised and she had no further treatment. She did well and was asymptomatic 
until 6 months prior to admission when she noted diminution in sense of smell. 
She was in the seventh month of her third pregnancy. Examination--discloSed-
only anosmia and subtle changes in~ongjitive function. CAT scan disclosed a 
bifro'ii"tal, enhancing lesion, 6 cm. ~S1Ze;-· Tlie-neurosurgeons resected a cir
cumscribed lesion. 

MATERIAL SUBMITTED: H & E section of lesion 

Points for Discussion: 

1. Diagnosis 

2. Biological behavior of childhood and adult neoplasm 

3. Treatment of brain neoplasms during gestation 
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CASE 5 

Submitted by: Drs. Clarice Dolman, A. Moll and V.P. Sweeney 
Vancouver General Hospital 
Vancouver, British Columbia, Canada V5Z IM9 

Reference No.: A-80-593 

Clinical Abstract: 

This 68 year old man presented with complaints of bilateral fluctu
ating deafness and left-sided head pain. Some ten months later, he was ad
mitted with an acute illness involving abnormal limb movements which may pos
sibly have been seizures, and an acute decrease in level of consciousness. 
This was associated with fever and neck stiffness, and the spinal fluid showed 
a pleocytosis with lymphocyte predominance. The protein was also elevated but 
no organisms were cultured. Investigations failed to reveal an infective agent, 
and a parameningeal infection was ruled out. There was no response to a wide 
range of antibiotics and the patient only improved when hydrocortisone treatment 
was given. On this latter treatment there was improvement in his level of con
sciousness, resolution of temperature, and the patient recovered with persisting 
deafness and ataxia. Attempts to reduce the steroid therapy resulted in recur
rence of his acute symptoms, and he was maintained on long-term steroid therapy. 
Examination six months after the acute illness showed persistent sensory neural 
deafness and evidence of steroid therapy with capillary fragility and proximal 
weakness and wasting. A repeat lumbar puncture at this time showed 2 polymorphs 
and 1 lymphocyte with an elevated protein at 78 mg%. Temporal artery biopsy was 
normal and muscle biopsy was inconclusive. Fourteen months after his acute ill
ness, he developed a perforated duodenal ulcer which was surgically treated. He 
remained in a long-term care facility until August 1980, when he developed short
ness of breath, was noted to be febrile and generally lethargic. He responded 
to an increased dose of Prednisone and diuretic therapy. Chest x-rays revealed 
opacifications in both lower lobes thought to be due to atelectasis. He was dis
charged but readmitted the following day because of weakness and inability to 
take food by mouth. He deteriorated and died a week after his admission. 

Necropsy Findings: 

The cause of death was massive pulmonary embolus. The prostatic veins 
were thrombosed. There was coronary atherosclerosis and minor myocardial scarring. 
The falx cerebri and the dura below the frontal poles and the left temporal and 
parietal lobes was slightly thickened and adherent to the brain. Fibrous thicken
ing was also noted in the tentorium and roof of the anterior 4th ventricle. 

MATERIAL SUBMITTED: H & E section from falx cerebri 



AANP Slide Session 1981
• 

CASE 6 

Submitted by: Raymond A. Clasen, M.D. 
Rush-Presbyterian-St. Luke's Medical Center 
Chicago, Illinois 60612 

Reference No.: S80-14158B 

Clinical Abstract: 

A ten year old Black girl with a long history of seizures had a CT 
scan because of increased severity of the seizures. This revealed a calcified 
non-enhancing, avascular lesion in the right temporal lobe without associated 
mass effect. 

At craniotomy the lesion was noted to extend into the frontal operculum. 
The surgeon elected not to attempt complete resection and removed only a portion 
of the temporal lobe. 

Gross examination of the fixed specimen showed greyish tissue in the 
depths of one sulcus. Demarcation between grey and white matter was preserved 
and there was no gross evidence of a tumor. However, the cortex felt firm. 

MATERIAL SUBMITTED: H & E slide, one unstained section, and a 2 x 2 of CT scan 

Points for Discussion: 

1. Diagnosis 

2. How would you advise the surgeon? 
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CASE 7 

Submitted by: Drs. Ana Sotrel and Atilano Lacson 
Children's Hopsital Medical Center 
Boston, Massachusetts 02115 

Reference No.: CHMC A8o-1l3 

Clinical Abstract: 

This 16 year old Puerto Rican boy developed fever, irritability, and 
papular skin lesions at 4 months; these lesions became scaly and developed 
clear centers. Simultaneously, generalized lymphadenopathy and hepatomegaly 
were noticed. Headaches and minor seizures began at 4 years of age. The skin 
rash recurred intermittently and improved with Prednisone. One skin biopsy 
showed "vasculitis". Infectious and immunologic work-up was unrevealing. He 
regressed neurologically and intellectually and at age 10 his mental age was 5 
years. Generalized seizures, refractory to treatment, appeared. At 13 years 
of age, ventricular enlargement required insertion of ventriculo-peritoneal 
shunt. The CSF opening pressure was 230 mmH20 and CSF contained 62 WEC's with 
23% lymphocytes and 76% polymorphonuclear leukocytes, 47 mg/dl sugar and 208 mg/ 
dl protein. By 15~ years he could no longer walk or sit unsupported and was 
unable to speak or understand spoken language. There was flexion posturing of 
all four extremities. Multiple small regions of low density were seen in both 
hemispheres on CT scan. He died at age 16 • 

Necropsy Findings: 

Fibrous scars were present in the liver, kidneys and spleen. Skin 
lesions could not be identified and random sections did not show significant 
pathologic changes. Leptomeninges were thick and fibrotic and leptomeningeal 
vessels had a cord-like appearance. There were multiple lesions in the brain. 

MATERIAL SUBMITTED: One H & E-LFB stained section from the right fronto
temporal operculum and insula, representative of many 
lesions. 

Points for Discussion: 

1. Diagnosis or differential diagnosis 

2. Relationship between the visceral, skin and CNS lesions 
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Submitted by: Drs. William C. Schoene and Patrick Lynch 
Brigham and Women's Hospital 
Boston, Massachusetts 02115 

and 
Royal Infirmary, Preston, England 

Reference No.: NSP 35/79-XP BBH-387 

Clinical Abstract: 

The patient, a 42 year old mentally-retarded female, was referred 
for examination at the age of 34 years because of progressive lethargy, loss 
of appetite, urinary incontinence and a tendency to fall to the right when 
walking. She was born to unrelated parents at the term of a first pregnancy. 
Delivery was effected by forceps after a labor lasting 6 hours. Her birth 
weight was 8~ lbs. She held her head up at 4 months, sat at 8 months, said 
her first words at 10 months and crawled normally until the age of 18 months. 
At 7 months she had the first of prolonged bouts of unconsciousness each last
ing 5 to 6 hours. These attacks occurred from time to time until she was 6~ 
years old. As a child she had measles and whooping-cough. She attended special 
schools, workshops, and ultimately an Adult Training Center. At the age of 37 
she was found to have an I.Q. of 30. 

Physical examination revealed a somewhat infantile female weighing 
94 lbs. She was mentally-retarded and exhibited a plastic type of rigidity 
in the upper and lower limbs on both sides. All laboratory investigations, 
including serum caeruloplasmin and thyroid studies, were normal. 

Progress and Treatment: The patient was seen again at the age of 38 
years. By then she was demented, smiling occasionally but not understanding 
what was said to her. 

Physical examination revealed normal optic fundi. There was bilateral 
footdrop, paraplegia on extension in both lower limbs and inversion of the left 
foot. The plantar responses were extensor. She was treated initially with Sine
met and Anafranil syrup, but because of intolerance to Sinemet this was replaced 
by Amantidine. The patient was lost to follow-up until September, 1978, when she 
was admitted to hospital because of severe bed sores and dental caries. She died 
48 hours after admission. 

Necropsy Findings: 

Principal abnormalities outside the central nervous system were severe 
wasting, dental caries, decubitus ulcers and bronchopneumonia. 

The formalin-fixed brain weighs 790 gm. (the cerebellum and brainstem 
together weighed 130 gm.). There was generalized gyral atrophy in both cerebral 
hemispheres especially affecting the frontal lobes. There was moderate symmetrical 
dilatation of the lateral ventricles. The cerebral cortex and white matter appeared 
normal. The pallida were light brown and the substantia nigrae contained a broad 
band of rust-colored pigmentation. The cerebellum appeared normal. 

MATERIAL SUBMITTED: One H & E slide; one slide stained by Bielschowsky method 

Points for Discussion: 

1. 

2. 

Nature of pathological changes 

Relationship, if any, of various lesions to each other 
I; ".I 
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CASE 9 

Submitted by: Drs. Antonio Meneses and John J. Kepes 
University of Kansas Medical Center 
Kansas City, Kansas 66103 

Reference No.: KUMC A-174-79 

Clinical Abstract: 

This patient was a 44 year old White male who was well until early 
1977, when he was hospitalized for an upper respiratory infection and was told 
that he had "low blood count". In June, 1978, he developed dyspnea on exer
tion and easy fatigability. Bone marrow examination revealed pancytopenia. 
He was started on Folate. Repeat bone marrow studies also showed hypocellu
larity. His familY history was remarkable in that he had a brother who died of 
aplastic anemia complicated with pneumonia at age 47. Our patient was seen in 
June, 1979, at the Mayo Clinic, where a diagnosis of familial aplastic anemia 
was made. He was started on halotestine 30 mg. daily and prednisone 20 mg. daily. 

On admission to KUMC he had bilateral retinal hemorrhages and petechiae 
over the extremities and trunk. He also had many white patches of the oral mucosa. 
He had a hemoglobin of 7.4 gm., 1,000 white blood cells and 15,000 platelets. 
Chest x-ray showed diffuse fibrosis and bilateral patchy pneumonitis of both lungs. 
Suppressor T cell function studies were done but results were not obtainable. 
Upper G.I. studies were consistent with moniliasis of the esophagus (multiple 
superficial ulcers). Nystatin and amphotericin B therapy was begun. The patient 
developed macular, well-circumscribed, crusted lesions periorally, and had fever, 
chills and weakness. Four days later acute changes in mental status were noted, 
which included drowsiness and receptive aphasia. Later that day the patient had 
a grand mal seizure and afterwards was unresponsive, with flaccid paralysis and 
doll's eye sign. EEG showed diffuse slowing. Lumbar tap showed clear spinal 
fluid, glucose 114 mg%, protein 25 mg%, no cells, negative Gram stain and India 
ink preparation. The patient expired the next day. 

Necropsy Findings: 

Bone marrow was almost acellular. There were esophageal ulcers and 
necrotizing pneumonia with masses of aspergillus organisms. The brain was swollen 
and contained multiple areas of greyish softening, ranging in size from 1 to 8 
mm., in cerebral and cerebellar cortex, subcortical white matter, basal ganglia, 
brain stem and upper spinal cord. 

MATERIAL SUBMITTED: Area of calcarine cortex and subcortical white matter. 

Points for Discussion: 

1. Diagnosis (one or more) 

2. Nature of reactive changes 


