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Case 1 

Submitted by: E. Johnson, M.D. and S. Ludwin, M.D. 
Queen's University, Department of 
Pathology, Kingston, Ontario 

Reference No: A-9007 

Clinical Abstract: 

This stillborn male fetus died in utero 3 days before spontaneous 
birth at approximately 30 weeks gestation. There were no complications 
in the pregnancy until 12 days prior to fetal death when the mother 
presented to hospital with abdominal pain, anemia, and thrombocyto
penia, all of unknown etiology. At delivery, the presence of cleft lip 
and palate, polydactyly, and omphalocele in the fetus suggested a tri
somy 13, which was indirectly confirmed by the cytogenetic discovery in 
the mother's blood leukocytes of a balanced 13/14 translocation. Add
itional findings at autopsy included an Arnold-Chiari malformation, 
lumbar meningomyelocele, horse-shoe kidneys, and atrial septal defect. 

Submitted: 

1 H & E stained slide of brain stem 

1 Unstained slide - in some cases this may be from a different 
block than the stained slide. 

N.B. Blocks have been treated with picric acid. 

Points for discussion: 

1. Diagnosis 

2. Embryological derivation 
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Case 2 

Submitted by: Stephanie S. Erlich, M.D. and Richard L. Davis, M.D. 
Cajal Laboratory of Neuropathology 
University of Southern California Medical Center 
Los Angeles, California 90033 

Reference No: 88748 

Clinical Abstract: 

The patient was an 11 month old Caucasian female who developed 
nose and gingival bleeding of one week's duration. The child was well 
until 9/1/75, when she fell out of bed. Aside from a scalp bruise, 
there were no problems until 3 weeks later, when she developed hyper
somnia and vomiting. Also at about this time there began a gradual 
decline in the child's previously normal developmental abilities. She 
was felt to have had a concussion, and an anemia was discovered for 
which iron and vitamins were prescribed. The mother had had some type 
of anemia as a child, from which she had fully recovered. Past medical 
history was otherwise unremarkable. 

On admission on 10/15/75, physical examination revealed massive 
splenomegaly and multiple cranial nerve palsies. Pertihent laboratory 
findings included WBC 1700 with 2% segs., 3% bands, 89% lymphocytes, 4% 
monocytes, 1% metamyelocytes, 1% myelocytes and 8,000 platelets. Rgb 
6.2 gm., Rct 20%, reticulocyte count 12.2. 

She developed a right hemiplegia. Bone marrow examination was con
sistent with severe peripheral destruction of blood elements. EEG showed 
diffuse marked slowing. Because of her hypersplenism, splenectomy was 
performed. Liver biopsy showed massive fatty change. She developed 
choreo-athetoid movements and cortical blindness. Lumbar puncture was 
considered to be traumatic. Chemotherapy was begun 4 days prior to death. 
She further deteriorated and died on 11/12/75. 

Necropsy Findings: The general autopsy showed generalized lymph
adenopathy and hepatomegaly. There was Candidiasis of the pharynx, larynx, 
trachea and esophagus. 

The dura, basilar vessels, spinal cord, and external examination of 
the brain were unremarkable. The white matter of the left frontal lobe 
and both occipital lobes was diffusely granular with a homogeneous gelatin
ous translucency and depressed cut surface. The cerebral cortex and U
fibers appeared spared. The cerebellar white matter and cortex were sim
ilarly involved. Sections of the brainstem were unremarkable. 

MATERIAL SUBMITTED: One slide of pons, stained with R & E. One slide 
of cerebrum, unstained. 

Points for Discussion: 

Diagnosis 
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Case 3 

Submitted by: William C. Schoene, H.D. 
Peter Bent Brigham Hospital 
Boston, Massachusetts 

Reference No: PBBH-08-58-00 
A 78-208 (H.C.) 

Clinical Abstract: 

A 43 year old white female had proliferative membranous glomeru
lonephritis and received a kidney transplant from her brother in 1971. 
She was treated with immunosuppressants including prednisone. She did 
well throughout the years and only showed signs of a mild rejection 
syndrome. Approximately six weeks prior to her death she developed 
pain over the right eye which was followed three days later by a rash 
and eruption of small vesicles on the skin in the distribution of the 
first division of the trigeminal nerve and she had periorbital edema. 
A clinical diagnosis of herpes zoster of the trigeminal nerve was made 
and she received topical treatment. Ten days after the skin eruption, 
she developed corneal lesion and complained of a headache. On lumbar 
puncture, the CSF contained 60 white blood cells with 56% polymorpho
nuclear cells and 43% lymphocytes. The protein was 66 mg%; viral, bac
terial and fungal studies were negative. Over the next few weeks, she 
developed a superimposed skin infection which was treated with anti
biotics. The patient continued to have a moderate temperature eleva
tion (101° - 103°F.) and headache. 

Multiple CSF studies showed persistent pleocytosis with lympho
cytic predominance, increased protein and normal sugar. The neuro
logical examination did not show any focal signs. The right eye was 
totally immobile and the pupil was unreactive. Three weeks prior to 
her death, she developed visual hallucinations and myoclonic jerks of 
the extremities. An EEG was abnormally slow and it showed sharp par
oxysms often correlated with the myoclonic jerks. A CT-scan was normal. 
Soon thereafter, she developed memory disturbances and a mild confusion
al state. Two weeks prior to death, she developed ataxia and tremor of 
the arms. Her fever continued and there was no change in her neurolog
ical status. Repeat CSF studies one week prior to her death contained 
18 RBCs, 74 WBCc, 85% lymphocytes and 10 monocytes, glucose of 55 mg% and 
protein of 145 mg%. Two days prior to her death, she complained of 
severe constipation and she later died of a iulminant peJ;'itonitis. , .. 

Points for Discussion: 

Diagnosis 



AANP Slide Session 1980

Case 4 

Submitted by: S. Mark Sumi, M.D. and E.C. Alvord, Jr., M.D. 
University of Washington 
Seattle, Washington 98195 

Reference No: Np 5772 

Clinical Abstract: 

This boy was first seen at 312 years of age with a 2~ month history 
of inturning of the left eye, ataxia and headache. The optic nerve heads 
were pale and grey, but the visual fields and acuity could not be assessed. 
Skull x-rays showed suture separation and parasellar calcification. On 
pneumoencephalography the third ventricle was not visualized. A subtotal 
excision of a craniopharyngioma was carried out since the tumor was ad
herent to the optic nerve. 

At 5~ years of age he received cobalt 60 radiation (4970 rad) because 
of recurrent vomiting and, one year later, a ventriculo-peritoneal shunt 
was placed. At 8 years of age he became ataxic, had frequent falls, and 
became deaf first in the left ear and subsequently bilaterally. He died 
at 13 years of age. 

At autopsy there was fibrous thickening of the meninges about the 
optic nerves and chiasm which were flattened and encased in the scar tis
sue, but no gross or microscopic residual tumor was seen. However, keratin 
debris was plentiful in this region. At the level of the mammillary bodies, 
fibrosis and a partially calcified, grumous tumor were present. 

In _each cerebellopontine angle there was a small, dark, cystic mass. 
On the left side the eighth nerve was adherent to this mass, and on the 
right the seventh and eighth nerves were splayed over the mass. 

MATERIAL SUBMITTED: One trichrome-stained section of tissue from 
cerebellopontine angle 

Points for Discussion: 

1. How often does this happen? r<. O-,~!C' (,'": 

t/ 

2. What is the relation of these tumors to epidermoid tumors? 
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Case 5 

Submitted by: Carlos A. Garcia, M.D •• Paul A. McGarry, M.D., and 
Fred Rodriguez, M.D. 
Division of Neuropathology 
Louisiana State University Medical Center 
1542 Tulane Avenue 
New Orleans, Louisiana 70112 

Reference No: BRGH-79-25 N15022 

Clinical Abstract: 

The patient was a 61-year-old man who had slowly progressive right
sided cranial nerve impairment over a period of eleven months. This 
began with facial weakness and dull frontal headache, followed by aching 
pain in the right temporomandibular joint and a metallic taste in right 
side of the tongue; then numbness of the right cheek, and deviation of 
the jaw to the right on opening the mouth, decreased hearing on right, 
and intermittent vertigo. Twenty-two months after the onset of symptoms 
the corneal reflex was diminished, there was decreased sensation on the 
right side of the face, the uvula deviated to the~, tandem gait was 
unsteady, an audiogram showed no response on the rig t at any test of 
frequency, and an electronystagmogram showed profound reduction of re
sponse to caloric stimulation of the right ear and downbeating nystagmus 
after hot water irrigation of the left ear. A C.T. scan showed a small 
round filling defect in the right cerebellopontine angle at the level of 
the internal auditory meatus that extended anteriorly toward the dorsum 
sella. The internal auditory canal was normal. CSF contained 4 red blood 
cells, 14 lymphocytes and 1 mononuclear cell per cubic millimeter, glucose 
65 mg/lOO ml, and protein 44 mg/lOO mI. A biopsy was done at that time, 
and this was followed by local radiation therapy. The patient's symptoms 
were arrested for a few months, but progressive brain stem and cerebellar 
dysfunction followed, and signs of increased intracranial pressure were 
treated by ventriculo-pleural shunt. Death occurred 6 months after the 
shunt and 49 months after the onset of symptoms. 

Autopsy findings: Abnormalities were limited to the central nervous 
system. No tumor was found outside the brain which weighed 1295 grams. 
There was an irregular solid greyish granular mass infiltrating and pro
truding from the right side of the brachium pontis and occupying the 
cerebellopontine angle, obscuring the 5th, 7th, and 8th cranial nerve 
roots. The lesion measured 4.1 cm. rostrocaudally and 2.7 cm. transversely. 
No cystic component was found. The edges of the lesion were nodular, firm, 
and sharply circumscribed. 

Points for Discussion: 

1. c;".. ~ "- i o:tL>,J?f. ~,Q.. 
;tL:.f~~-) e. .. '" .. tj{ Vc_ ) 

Histogenesis and origin of the tumor. C 

Histologic diagnosis of the tumor. 

2. 
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Case 6 

Submitted by: Angeline R. Mastri, M.D. and Joo Ho Sung, M.D. 
University of Minnesota 
Minneapolis, Minnesota 

Reference No: A78-l46 

Clinical Abstract: 

This 37 year old man developed supraclavicular and hilar adenopathy 
four years before his death. A lymph node biopsy was interpreted as nod
ular sclerosing Hodgkin's disease. Chemotherapy resulted in complete 
remission for two years at which time he again had a good response to 
chemotherapy. He was continued on maintenance chemotherapy every other 
month. In February, 1978, he noted fatigue, weight loss and low grade 
fever. He was noted to have pulmonary nodules and enlarged mediastinal 
nodes which again responded to chemotherapy. He then developed headache 
with temperature of 99.2 and papilledema. Lumbar puncture showed opening 
pressure of 250, clear CSF, 5 red cells, 85 white cells (70% monos), neg
ative cytology, protein 294 mg%, glucose less than 10 mg%. Gram stain, 
India ink and cryptococcal antigen tests were negative. All cultures of 
blood, spinal fluid and bone marrow remained negative. The patient re
ceived intravenous Ampicillin, Amphotericin and oral 5-fluorocytosine. 
His headaches improved but the CSF findings were unchanged. Ampicillin 
and Amphotericin were stopped after two weeks and one week, respectively. 
Chemotherapy was continued and intrathecal methotrexate was begun. The 
latter did not cause any improvement of the CSF abnormalities or the 
patient's symptoms. On June 7, 1978, an Ommaya reservoir was placed in 
the frontal lobe and the brain and meninges were biopsied. The biopsy 
showed no pathological changes. While in the recovery room, the patient 
developed seizures and decerebrate posturing necessitating reopening the 
operative site. No evidence of increased pressure or hemorrhage was noted. 
The patient continued to deteriorate and died one week later. 

Necropsy Findings: Hodgkin's disease, nodular sclerosing type involving 
hilar lymph nodes and lung, pulmonary congestion and 
edema. 

The brain was swollen. The leptomeninges at the base of the brain 
were thickened, firm and fibrous, particularly about the optic chiasm 
and in the interpeduncular cistern. There was extensive softening of 
the basal ganglia, internal capsule and brain stem, bilaterally. 

MATERIAL SUBMITTED: Optic chiasm or cerebral cortex (H & E and unstained). 

Point for Discussion: 

What is the cause of the lesions in the brain? ~~r ? 
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Case 7 

Submitted by: J.C. Parker, Jr., M.D. and P.F. Reyes, M.D. 
Department of Pathology 
University of Miami - Jackson Memorial Medical Center 

Reference No: JMH A-79-448 

Clinical Abstract: 

This 3-day-old white male was born by spontaneous vaginal delivery 
after a 42-week gestation to a 29-year-old, gravida 1, para 0, white 
woman. The fetal membranes had been ruptured for 2 days before delivery, 
and the cord was wrapped around his neck. At birth he was meconium
stained and had grunting respirations with retraction. Apgar score at 
1 minute was 4, and at 5 minutes was 6. Meconium aspiration with sepsis 
was diagnosed, and he was placed on penicillin and gentamicin. A lumbar 
tap revealed cerebrospinal fluid with 37 leukocytes, 50 mg. per deciliter 
of protein, and 2 mg. per deciliter of glucose. A seizure was treated 
with phenobarbital and intubation. He had widened sutures and a tense 
anterior fontanelle. Bilateral pneumothoraces were observed, and he was 
hypotensive. In spite of supportive therapy, the baby deteriorated and 
died at 3 days of age with recurrent pneumothoraces. 

At necropsy, the infant weighed 2,530 gm. and measured 51 cm. in 
total length. Severe pulmonary changes included pneumothoraces, marked 
pulmonary hyaline membranes, and bronchopneumonia. Moderate hepatic 
fatty change and severe thymic involution were noted. Slight hepatic 
cho1estasis was observed. Hypoxia was evident in the spleen and liver 
which showed hematopoiesis and hemosiderosis. The brain weighed 410 gm. 
and possessed a discrete 1.5 x 1 x 0.5 cm., soft, tan mass in the right 
anterior caudate area with slight adjacent ventricular compression. No 
other gross abnormalities were observed. 

MATERIAL SUBMITTED: 1 H & E slide and an unstained slide 

Points for Discussion: 

r;J~rr'- ,(, 0-~~·x Ce-f"{ 
a'd L. "r..,/ ~ .) ,f.C' 

1. Nature of this intracerebral lesion. 

2. Its pathogenesis and relationship to the cerebral cor~ical 
changes and seizures. 

( 

3. It s likely behavior. ? 
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Case 8 

Submitted by: George M. Kleinman, M.D. and E.P. Richardson, Jr., M.D. 
Massachusetts General Hospital 
Boston, Massachusetts 

Reference No: 41,071 

Clinical Abstract: 

This 77 year-old woman was admitted to MGH because of progressive 
visual disturbance. One month earlier she developed a distortion in 
her usually excellent penmanship, and then complained of seeing letters 
abnormally elongated and widened. She found it difficult to recognize 
her friends. 

When examined at the Mass. Eye and Ear Infirmary, her visual 
acuity was 20/40 O.U., and her color recognition was intact. There 
was a right homonymous hemianopia. Her memory was good, but she had 
slight difficulty following 3-step commands. She copied complex geo-

'/>_ metric figures poorly, and p,ad difficulty identifying photographs of 
_ prominent persons. A CT scan showed cortical atrophy with slightly 

enlarged lateral ventricles. 

For several days before admission, she stumbled around her house, 
frequently breaking dishes, and apparently no longer able to discrimin
ate forms or shapes. She could detect light, but had no color vision. 
She described the image as "plaid". 

On examination at MGH, she could recall none of three objects after 
three minutes. Her speech was slow, fluent, and without paraphasic errors, 
but there was marked perseveration. Muscle tone was increased. Sensation 
was intact, but tactile localization, graphesthesia, and stereognosis 
were poor. Deep tendon reflexes were brisk, and the plantar reflexes 
were flexor. 

Within one week, she was mute and unresponsive. EEG one month later 
showed almost no background with periodic bursts of polyphasic sharp waves. 
The patient was transferred to another hospital where she remained in a 

Cve~€!_~~?Bstate and died one.x~_~~ __ after the first symptoms of her illness 
appeared. 

Points for Discussion: 

Diagnosis R / 
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Case 9 

Submitted by: Uma P. Kalyanaraman, M.D. and John D. King, M.D. 
University of Illinois, Peoria School of Medicine & 
St. Francis Hospital-Medical Center 
Peoria, Illinois 

Reference No: A82-79 

Clinical Abstract: 

This 54 year old white woman, who lived with her aged mother. was 
transferred from an outlying hospital in an unconscious state. Initial 
lumbar tap prior to transfer showed blood-stained CSF. History was 
sketchy and indicated that the patient might have been unconscious for 
24 hours. The patient had called a family member the previous day and 
complained of a "severe headache". She was found unconscious the follow-

-.~.-" 

ing morning. 

PAST HISTORY: A talk with the family physician, who had been follow
ing her for 30 years, revealed that she had been on medication for atrial 
fibrillation and had surgery for diverticulosis of the colon. No definite 
history of any intermittent or chronic headache or other neurological or 
visual problems were present. 

Physical examination revealed a patient who needed total respirator 
support with no reflexes and fixed dilated pupil. Fundal examination was 
negative. After several isoelectric EEG's, her respiratory support was 
discontinued. 

Investigations: CT scan with and without contrast revealed a mass 
lesion occupying the anterior third ventricle with dilatation of the ven
tricular system and possible extension of the mass into the lateral ventri
cle. The impression was colloid cyst vs. other neoplasms. 

Necropsy did not reveal any significant lesions. 

There was severe brain edema with herniation, minimal subarachnoid 
hemorrhage. and a massive hemorrhage in the dilated third ventricle with 
some extension into the lateral ventricles. The third ventricle measured 
2.5 cm. in transverse diameter. The pituitary gland appeared infarcted. 

Slide is from third ventricular hemorrhage stained with H & E. 

Points for Discussion: 

1. 

2. 
3. 

What is the nature of the cells found in the third ventricular 
hemorrhage? v-r<,(~{',~y" (c. '<.1 l. ,~i 'I .• " 

What is the cause of the hemorrhage? 
Would any other tissue or special stain or procedure be helpful 
in coming to a definite diagnosis? '-,. 

,,' --,' 
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Case 10 

Submitted by: Claudia Greco, M.D. and Peter Lampert, M.D. 
University of California, San Diego 
La Jolla, California 92093 

Reference No: S79~5488 

Clinical Abstract: 

This 63 year old male presented with a one month history of pain 
and swelling in his ankles, left knee. and hand. These symptoms re
sponded somewhat to aspirin. but the patient reported increasing prox
imal muscle weakness. He was started on Naprosyn, 250 mg b.i.d., with 
minimal relief of symptoms. 

His past medical history was significant for C.O.P.D. with a 
history of silicone exposure, hypertension, and a lumbar compression 
fracture five months previously. 

Pertinent findings on physical examination: decreased strength 
in both shoulders with pain on movement, tenderness to palpation over 
the humeral head; wrist examination showed boggy synovium with decreased 
range of motion on flexion and extension; fingers showed full range of 
motion without apparent joint or synovial enlargement; knees, ankles 
and feet were within normal limits; strength was decreased in the prox
imal more than the distal muscle groups throughout. 

Lab studies: WBC 8,500 (50 S. 16 B, 13 L, 8 E. 1 B). ESR 26, CPK 
1850, LDH 535. SGOT 87. aldolase 30, uric acid 6.5. Left knee tap was 
sterile with 260 WBC. 100% lymphocytes, 4,000RBCs. no crystals. Joint 
x-rays were felt to be consistent with early rheumatoid arthritis or 
other systemic synovitis. EMG showed increased insertional activity 
with polyphasic spikes and fibrillations. felt consistent with polymyo
sitis. 

CLINICAL IMPRESSION: Idiopathic polymyositis. 

Muscle biopsy of the left biceps was performed. 


