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Case 1 

Peter Pick, M.D., Ph.D. and Dikran S. Horoupian, M.D. 
Department of Neuropathology, Albert Einstein College 
of Medicine, The Bronx, N.Y . 

XC-2956 

Clinical Abstract: 

At age 45, this woman had Grave's disease and was treated with methimazole. She 
developed progressive ophthalmopathy and an autonomous toxic nodule was treated with 
radioactive iodine. She, then, received synthetic thyroid hormone for hypothyroidism. 
At age 46, in an evaluation of a urinary tract infection, plain radiograms of the 
abdomen revealed calcifications. At laparotomy, there was retroperitoneal fibrosis, 
with compression of both ureters; bilateral nephrostomies were performed. She received 
corticosteroids for the ophthalmopathy and retroperitoneal fibrosis. Serum anti
parietal antibody, rheumatoid factor, and FAN A were negative. At age 51, she was 
hospitalized with progressive uremia and had several episodes of cardiac arrhythmias. 
There was decreased sensation of the larynx and pharynx, with absent gag and cough 
refiexes. Direct laryngoscopy demonstrated mobile vocal cords. Tracheostomy was per
formed, nasogastric tube feedings were initiated, and hemodialysis begun. She had a 
seizure and remained unresponsive for 3 min., with her eyes rolling to the right then 
to the left. She awoke but later that day, after hemodialysis, she developed a right 
motor seizure. She could follow simple commands but did not visually follow an object. 
The eyes deviated downward, more on the right than on the left. There was loss of 
horizontal conjugate gaze. Pupils and fundi were unremarkable. There was a right 
central facial paresis and slight weakness of the legs. Bilateral Babinski signs were 
present. 

A CT scan revealed a 5 cm diameter low density lesion adjacent to the left cerebello
pontine angle. CSF was normal. Dopamine was required to maintain blood pressure. Two 
days after the first seizures she became comatose, hypothermic and responsive only to 
noxious stimuli. There was disconjugate gaze with roving eye movements and recurrent 
seizures. The corneal reflexes were absent. The cold caloric test produced tonic 
deviation of the eyes. She died 7 weeks after she was hospitalized. 

The general autopsy revealed generalized anasarca, biventricular cardiqc hypertrophy, 
bilateral hydronephrosis secondary to retroperitoneal fibrosis. Diffuse fat necrosis t. 

with proliferation of fibroblasts and infiltration by lymphocytes and foamy histiocytes 
were present in the retroperitoneum, mediastinum and adventitia of the aorta. Amyloid 
angiopathy was found in these sites, in almost all viscera, dura and choroid plexus. 

The dura was infiltrated by multiple soft, yellow, greasy, nodular or flat deposits 
adjacent to the superior sagittal sinus over a region lOx2 cm. A soft, solid, bosselated, 
tannish-yellow mass, measuring 6x4x2.5 cm. was firmly attached to the inferior surface 
of the left leaflet of the tentorium cerebelli and a similar smaller mass was present 
in the right leaflet. Their cut surfaces were tan-yellow, smooth and greasy. These 
masses indented the inferior surface of the left occipital lobe and the superior 
surface of both cerebellar hemispheres, especially on the left. There was a deep groove 
along the left tonsil. -

Material submitted: One H&E stained section from the tentorial mass 

Point for discussion: What is the relationship of the dural lesions to the patient's 
systemic disorder? 
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Case 2 

Submitted by: Jesus Enrique Gonzalez, M.D. and Ghislaine Cespedes, M.D. 
Neuropathology Section. Instituto Anatomopato10gico. 
Ciudad Universitaria. Caracas, Venezuela. 

Reference: 80-S-C 

During the five previous years, this 12 year old boy had four attacks 
characterized by loss of conciousness and generalized tonic-clonic seizures, 
for which he was treated with diphenylhydantoin. 

After the last attack, on December 3, 1979, an E.E.G. was taken. It 
demonstrated abnormal activity in the left parietal region. 

The patient was admitted to the Hospital on January 2, 1980. He was 
moderately underweight, well oriented and did not show physical or 
neurological abnormalities on examination. No pertinent data were obtained 
from family history. 

Chest X-Rays and E.C.G. did not show abnormal findings. Routine laboratory 
tests were within normal limits, except for a fasting blood sugar of 117 mg/100 ml. 
E.E.G. demonstrated abnormal slow activity in the left centro-parietal area. 
X-Ray of the cranium was unremarkable. C T Scan showed a tumor in the pa~ieto
occipital region, abutting on a IIcystic ll cavity. Angiograms confirr~ed these 
findings and disclosed poor vascularization of the tumor. ; 

The patient was operated on in January 17, 1980, and the tumor removed 
through a left parieto-occipital craniotomy. It was described by the 
surgeon as lIa lobulated mass of yellowish tissue, superficially located ll 

and the wall of the cystic space as IIthick, with small yellow nodules ll
• 

A biopsy was taken from the wall of the cystic cavity and sent a10ny 
with another fragment and the tumor mass. 

The material received consisted of two irregular fragments of yellowish 
white soft tissue measuring 1 and 1.S cm. in their largest dimensions, 
without fixative; and the tumor mass, fixed in formalin, which was of 
a tan color, moderately firm in the periphery and rather soft in the 
center. It measured 3.S cm in diameter. 

Forty m1. of a yellow fluid was aspirated from the IIcystic ll cavity, 
It contained blood cells, macrophages and atypical cells, apparently glial. 

The patient followed an uneventful post-operative recovery. He 
was given a total of 4,600 r. E.E.G. still showed abnormalities in the left 
parietal region and a tendency for irritative paroxismal activity. He 
was put on permanent anticonvulsant medication and discharged in good 
general condition on March the same year. C T Scan performed 6 months 
later did not show evidence of remnant tumor. 

MATERIAL SUBMITTED: two histologic sections from the tumor, one 
H & E stained and one unstained. 

POINTS FOR DISCUSSION: Diagnosis 
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Sul:.'initted by: Angeline R. Mastri, M.D. and Joo Ho Sung, M.D. 
Depart:Irents of Pathology and Neurology, University of Minnesota 
Medical School, Minneapolis, MN 

Reference No: A82-66 

Clinical Abstract: 

This 4 rronth old white female infant was admi ttec1 to the hospital because of 
CX".:illosis, respiratory distress and possible seizures. She required intubation, ventil
a tory support and antibiotics for pneunonia. She was also noted to have arching 
acti vi ty , hypertonici ty and eye deviation thought to be seizures. Neurological 
examination showed no focal signs. Strength was normal but tone was increased and 
deep tendon reflexes were brisk. She had deep furravs on her palms and soles of 
the feet. EEG shaved multifocal spikes and suppression of the background activity. 
CT scan showed enlarged ventricles bilaterally with some enhancement in the periven
tricular regions suggesting ventriculitis or calcifications. CSF was nonnal except for 
slightly elevated protein. During her hospitalization she was noted to have marked 
choreoretinitis consistent with a congenital viral infection. 'IORCH and viral titers 
were no:rroal. Open lung biopsy shaved interstitial pnel.JlIDnitis of unknCM'l etiology. 
When her respiratory oondition improved she was transferred to a local hospital 
but she returned one week later because of worsening respiratory status. She 
again required ventilatory support and had uncontrollable seizures despite adequate 
drug levels of anticonvulsants (Tegretol, Dep0ken3, Dilantin and phenobarbital) . 
CT scan shaved atrophy of the brain and dilated ventricles. The infant died at 
4 mo11ths of age of cardiopulmonary failure. 

Autopsy Findings: Bronchopulrronary dysplasia, interstitial pnel.JlIDnia, acute broncho
pneurroni.::l, puJ.m:)nary air block syndrorre, gravth retardation. 

Neuropathology: The ternporo-occipital regions shaved localized polymicrogyria. 
Olfactory bulbs and tracts were unusually large. In sections of the cerebrum, there 
was rroderate dilatation of the frontal horns but severe dilatation of the atria and 
occi.pital and temporal horns. The cerebral tissue in rrost areas was extremely finn. 
The thalami were fused and the third ventricle small. The striae of the thalami 
were unusually large. The corpus callosum and white matter were reduced in volurre. 
The inferior olives in the rredulla were enlarged and the pyramids were small. 
The dorsal vermis and anterior lobes of the cerebellum were finn and shrunken. 

Ma.terial Submitted: 1) 
2) 

olfactory bulb (H & E) and 
medulla and spinal cord (H & E) 

Points for discussion: /1) 
J, 2) 

Diagnosis 
Pathogenesis 
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Submitted by: 

Case 4 

Aaron M. Strefling, M.D. and Lysia S. Forno, M.D. 
Department of Pathology, Veterans Administration Medical 
Center and Stanford University, Palo Alto, California. 

Reference No: 82R7, UCSF NP 1801 (DDS 38-83) 

Clinical Abstract: 

This 19 year old man was a long term resident of a California State 
mental institution. He was the product of a normal pregnancy and delivery, 
but apparently acquired a measles infection and encephalitis (details and 
sequence of events not known) in early childhood. This disease progressed 
to render him quadriplegic with a seizure disorder. For the remainder 
of his life he was unable to communicate and could only grunt. Eye movements 
were present. He was bedridden, had flexion contractures and required total 
nursing care. He was treated with multiple anticonvulsants. 

His clinical course was marked by numerous respiratory infections, and 
he succumbed to pneumonia at the age of nineteen. 

At autopsy the brain weighed 600 gram. The ventricles were markedly 
dilated, and the white matter was the site of numerous shrunken, grey, 
often translucent, illdefined lesions. The entire brain, including 
brainstem and cerebellum, was shrunken and atrophic. 

Material submitted: I H & E stained section from the anterior basal ganglia. 
I Kodachrome from rost.ral brainstem tegmentum (dorsal 
raphe nucleus) in silver stain (LFB-Bielschowsky). 

Points for Discussion: Diagnosis 
Pathogenesis of nerve cell changes 
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Submitted by: 

Reference No.: 

Case 5 

Drs. J.M. Bonnin, P.L. Moots, S.R. VandenBerg, and 
D.J. Innes 
Department of Pathology (Neuropathology and Hematology) 
University of Virginia School of Medicine 
Charlottesville, Virginia 22908 

17384 

; Clinical Abstract: 

The patient was a 14-year-old boy admitted to the hospital with a 
two-week history of nausea, abdominal pain, diarrhea, headaches, 
myalgias, and lethargy. Examination revealed tender cervical and axillary 
adenopathy, exudative' pharyn gitis and marked hepatosplenomegaly. A 
peripheral blood smear showed lymphocytosis with many atypical forms. 
Liver function tests were abnormal and a mono-spot test was positive. 
Epstein-Barr virus capsid antigen (VCA) titer was 1:320 with an IgM 
fraction of 1: 80. 

While in the hospital, the patient developed severe pancytopenia and a 
bone marrow examination showed no erythroid or granUlocyte precursors, 
decreased number of megakaryocytes, and marked plasma cell infiltration. 
Acylovir, steroids and blood transfusions were given. Four weeks after 
admission, he developed lower G. I. tract hemorrhage and a few days later 
presented generalized seizures. On neurologic examination papilledema was 
noted but no focal signs could be demonstrated. CT scan showed mild 
hydrocephalus and a lumbar puncture yielded a fluid at an opening 
pressure of 300, with increased proteins, moderately low glucose level, and 
50 atypical lymphocytes per ~l. Immunocytochemistry revealed a polyclonal 
population. Subsequently, his hospital course was complicated by severe 
pulmonary edema and hypotension requiring permanent respiratory support 
and vasopressors. The patient continued having frequent episodes of 
generalized seizures, his mental status deteriorated markedly and he 
developed left hemiparesis. Terminally, he had severe renal insufficiency 
and anasarca. He expired five weeks after admission. 

Necropsy findings included necrotizing nodules in multiple organs 
(lungs, liver, testes, gastrointestinal tract, and lymph nodes) and thymic 
atrophy. The brain was markedly swollen with a light green 
discoloration, innumerable petechial hemorrhages, and small foci of necrosis 
throughout the cortex, deep gray matter and hemispheric white matter. 
Similar changes were noted in the cerebellum, brainstem, and spinal cord. 

Material submitted: One H&E stained section from the right hippocampus 
or right basal ganglia 

Points for discussion: 1. Diagnosis 
2. Pathogenesis 
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Subnit.ted by: 

Reference No. 

~6 

Kathleen S. Kagan-Hallet, M.D. 
Department of Pathology, UTHSC - San Antonio - Audie Murphy 
Veterans Administration Hospital, San Antonio, Texas 

V-82-13 

Clinical Abstract: 

This 57-year-old White Male window dresser was first seen at the outpatient 
surgical clinic 2 years before his death because of a two-month history of bilateral 
cervical and axillar.y lymphadenopathy, unaccompanied by systemic symptoms or unusual 
exposures, except for a history of syphilis treated in the last few years (FTA, VDRL 
positive.) A needle biopsy of a lymph node showed nonspecific changes. When adenop
athy persisted at a follow-up visit, the patient was admitted and another node biopsied; 
the histologic changes were interpreted as consistent with toxoplasmosis (toxoplasmosis 
IHA titers 1:2048, IFA 1:1024.) The patient did recall, in retrospect, a brief febrile 
illness which occurred a few weeks before adenopathy first appeared. Four months passed 
and the patient was readmitted with a 3-4 month history of herpes zoster, gradually 
worsening sore throat, a 15-pound weight loss, spiking fevers, lethargy, and guaiac
positive stools. The patient stated he was homosexual and had had hepatitis B in the 
last eight years (core antigen +, surface ant i gen = at this admission.) He admitted 
to occasional amyl nitrite use ~poppers") but only recreational heroin use. After 
another four months, the patient was again admitted with a two-week history of anorexia, 
malaise, and intense headaches which did not respond to aspirin, and which wakened him 
from sleep. He had had a brief febrile illness following a trip to New York City a 
few months previously. The patient's skin was conspicuously "tanned." His sinuses were 
tender to palpation and there were numerous scabbing lesions over the buttocks and 
perineum. BP was 80/6Omm Hg and temperature was normal. Laboratory values were con
sistent with panhypopituitarism. Skin tests for Candida, mumps, and PPD were all 
negative. A lumbar puncture showed normal opening pressure, normal protein, glucose 
of 44mg/IOO ml (83mg!lOO ml serum glucose), India ink preparation negative, and 4 WBC's. 
A day later the patient's temperature rose to 1020F and he was confused, and developed 
anisocoria and lethargy. A previously-unrecognized Rut calcified lesion was discovered 
(the patient did have a 50-pack/year smoking history.) A bronchial washing and prain 
CT were negative. Pyramethamine, trisulfapiramine and folinic acid were begun imperical
lYe The patient improved somewhat and was discharged home with his friend to begin 
rehabilitation. Within 2 weeks fevers, headaches, and vomiting returned. The drugs, 
stopped because of lack of response, were begun again, but sulfa had to be discontinued 
because the patient developed Stevens-Johnson syndrome. With some improvement, plans 
for nursing home placement were begun, as was an immunodeficiency work-up. An absolute 
lymphocyte count was 336. The patient became abruptly lethargic, developed cogwheel 
rigidity, pillrolling tremor, and lapsed into coma. A brain CT scan showed a right
sided parieto-occipital lesion and a midpontine lesion. Bronchoscopy showed Candida 
species. Biopsy of a cerebral lesion was done 19 days before death. Seizures and 
further decline in his condition occurred. An immunologic work-up showed less than 
50% normal T cells and decreased responsiveness to phytohemagglutinin. 

At autopsy the brain candida and cytomegalovirus pneumonia, perianal herpes, and 
scattered cerebral cortical, thalamic, and midpontine tegmental microabscesses in an 
edematous brain were noted. The pituitary was infarcted (remote.) 

Material Submitted: 1 H&E/LFB stained (double hematoxylin), 1 unstained section from 
a cerebral microabscess. 

Points for discussion: 1. Diagnosis 
2. Pathogenesis 
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Case 7 

Submitted by: William W. Pendlebury, M.D. and Daniel P. Perl, ~i\.D. 
Laboratory of Neuropathology 
Department of Pathology 
University of Vermont College of Medicine 
Medical Alumni Building 
Burlington, Vermont 05405-0068 

Reference No: XED 82-9 

Clinical Abstract: 

The patient was the product of a G6 P, 041 26 year old white woman, born 
at 35 weeks gestation. There was no history of consanquity. Of the four 
abortions, the first three had been spontaneous and the last therapeutic. The 
fifth pregnancy had resulted in delivery of a 35 week gestational age, 5 pound 
13 ounce male infant, presently alive and well. Family history revealed Down's 
syndrome in a maternal sibling and paternal second cousin. A maternal aunt 
was said to have had polydactyly. Chromosomal studies performed on both 
parents were reported as normal. Details of the present pregnancy are not 
known, but it was said to have been uncomplicated. Delivery was preceeded by 
meconium-stained fluid, and the baby was delivered vaginally in a frank breech 
presentation. Apgar scores were 3 and 6, and the baby was intubated 
immediately. Birth weight was 2520 grams, and multiple congenital anomalies 
were noted. There was dolichocephaly and bathrocephy with premature closure 
of fontanelles. There was micrognathia, microglossia, posterior cleft palate, 
bifid epiglottis, and bilateral postaxial polydactyly of hands and feet. X-ray 
examination revealed no osseous formation in any of the 6th digits. There was 
also 2-3 syndactyly of both feet. There was a sacral dimple, and the anus was 
patent. The patient died at 20 hours from cardiopulmonary arrest. 

Autopsy confirmed the previously noted anomalies. Additionally, the 
patient was found to have a right cervico-thoracic scoliosis, bilateral renal 
ectopia and hypoplasia, and bilateral pulmonary hypoplasia. Gross examination 
of the brain revealed a weight of 210 grams after formatin fixation and a 1.3 cm 
smooth, firm, spherical mass arising from the area of the right mammillary body 
and extending across the midline. 

Material Submitted: 2 2x2 kodachromes of gross lesion 
1 H & E stained section from autopsy 

Points for discussion: 1. Diagnosis 
2. Pathogenesis 
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Submitted by: J. Stephen Huff, M.D. and Boleslaw H. Liwnicz, M.D., Ph.D. 

Reference No: 

Department of Pathology, Division of Neuropathology 
University of Cincinnati College of Medicine, 
Cincinnati, Ohio 

Clinical Abstract: 

A 24-year-old woman experienced progressive visual problems and underwent 
craniotomy for a suspected pituitary tumor. A biopsy was unrevealing. 8ased 
on clinical and radiologic findings, a diagnosis of craniopharyngioma was 
favored and the patient was irradiated. Clinical symptoms subsided. 

Five years later, she developed confusion, right hemiparesis, right facial 
weakness and urinary incontinence. CT scan showed enlargement of the 
ventricles and a large midline tumor at the base of the skull that enhanced 
with contrast. An angiogram showed evidence of a large suprasellar tumor mass 
extending up to the foramen of Monro. A craniotomy revealed an unremovable vascu
larized tumor surrounded by gliosis. A V-P shunt was placed. A biopsy was per
formed. 

The patient gradually deteriorated over a three year period. Steroids 
were instituted following the onset of lethargy. CT showed a mass in the 
suprasellar area extending into the third ventricle without enlarqing the sella 
turcica. The mass enhanced with contrast; angiography showed a highly vascular 
pattern. Dense gliosis was encountered during an attempt to debulk the tumor 
and the operation was limited to a biopsy showing extensive astrocytic proli
feration. 

Postoperatively, she never regained consciousness and died of aspiration 
pneumonia and GI bleeding one month later. 

On gross examination of the brain, a firm tumor mass was present at the 
base. The skull showed no evidence of tumor involvement. The tumor occupied 
the suprasellar region, compressing the hypothalamus and extending into the 
third ventricle. The optic chiasm and optic nerves were only slightly flat
tened and appeared normal. The posterior communicating artery was pushed up by 
the tumor mass and elongated. Coronal sections of the cerebrum revealed a cir
cumscribed mass measuring 2.5 x 3 x 3 cm with a gray-white, homogeneous 
appearance and a rubbery, firm consistency. T~e surrounding brain was firm. 
The right frontal lobe showed cystic degeneration with softening. The 
pituitary gland was compressed. The autopsy material was similar to the biopsy 
material from the second craniotomy described above. 

Material submitted: 1 H&E stained and 1 unstained section from second biopsy 

Points for discussion: 1. Diagnosis 
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Case 9 
Submitted by M.G· Norman, M.D. 
B.C. Children's Hospital and Department of Pathology. University of British 
Columbia, Vancouver, B.C. 

Reference No. Vancouver General Hospital A82-127 

This 3~ year old North American Indian girl presented with a gait disorder. 
She the first child of healthy, nonconsanguineous young parents. Twin sisters 
were thr;v;ng. A brother died of prematurity. There was a fami1y history of . 
diabetes mellitus. Towards the end of pregnancy, the mother's blood pressure was 
elevated. Thei'nfant was born at 36 weeks gestation weighing 2.2 kg. Initially 
she was tube fed. When discharged at age 1 month she behaved normally. The 
early milestones were normal. Subsequently she crawled, stood supported and walked 
freely at 11, 15 and 18 months respectively. Her first word was at 12 months. 
Thereafter speech development was slow and articulation poor. She had mild chicken 
pox at the age of 18 months, and had a susceptibility to respiratory infections, 
poor appetite and slow weight gain. , 

The presenting complaint was frequent falls from the age of 18 months. She 
continued to learn only slowly. She had not lost any skills. At the age of 3~ 
years height, weight and head circumference were low normal. She had a mild 
scoliosis, unsteady gait, slightly decreased strength and tone in the legs, 
equivocal plantar responses and uniformly absent deep tendon reflexes. She was 
mentally alert. On the Gesell behavioural schedule she functioned between 18 and 
24 months in all except the adaptive area which was at 24 month level. . 

By 4 years of age, her height and weight were below normal. The plantar 
reflexes were extensor and response to painful and tactile stimuli was impaire'd in 
the legs. Strength and tone were diminished in the arms. 

At age of 5 years she had nystagmus on lateral gaze and a wide based gait. 
Temperature and vibration sense were impaired in the legs. She was less alert 
mentally and responded poorly to auditory stimu1 i. On the Gesell behavioural 
schedule she functioned at the 15 - 18 month level. Occasional choreo-athetoid 
movements were present, especially in the arms, and these movements became more 
pronounced. 

At 6~ years she was irritable, drowsy and unable to walk. Response to 
painful stimuli was impaired in the arms. She had periods of inappropriate 
laughing and crying. Her overab1e behaviour was at less -than a 4 month level. 
Lower cranial nerve palsies were present resulting in facial and bulbar muscle 
weakness and impaired sensation over the upper part of the face. Attacks of 
tachycardia and bradycardia were reported. Pupillary light reaction was sluggish. 

At the age of 6 years 10 months she was non-responsive. The left limbs 
were spastic and extended; on the right leg was extended and the arm flexed. 
Attacks of decerebrate posturing were present. She had occasional generalized 
seizures. She succumbed a month later from bilateral bronchopneumonia. 

Extensive laboratory investigations were noncontributory. Lateral popl1tera1 
nerve was studied at age 3~ years and 6~ years. Nerve conduction vo10city decreased 
from 47 to 33 m/sec, amplitude decreased from 4 mV to 1.3 mV, distal latency 
increased from 2.9 m/sec to 5.4 m/sec, proximal latency from 6.1 m/sec to 9.2 m/sec 
and nerve action potential decreased from 3 uV to O. The EEG was initially normal 
but by 6-~ years showed a slow dysrhythymia. Visual evoked potential and brain 
auditory evoked response were abnormal. The serum immunoglobulin was always 
slightly elevated 122-150 mg% with an upper light of normal of 110 mg%. A sural 
nerve biopsy on E.M. showed a suggestion of increased endoneura1 collagen and also 
some loss of unmyelinated axons. Myelinated axons appeared generally intact. 

MATERIAL SUBMITTED: 1 H & E stained section 

POINTS FOR DISCUSSION: Diagnosis 
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Case 10 

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

Benjamin H. Landing, M.D. 
Department of Pathology 
Children's Hospital of Los Angeles 
Los Angeles, CA 90027 

Reference No.: M2727 

Clinical Abstract: 

The patient was a 10 year old Caucasian female with a history of medullary 
brainstem glioma at age 8, diagnosed by penumoencephalography. She was initially 
treated with rediation therapy, CCNU, vincristine and prednisone. She had 
multiple subsequent admissions for dizziness, nausea, vomiting, headache and 
diminished oral intake with continuous drooling. She had been included in a 
cancer study group, utilizing a protocol consisting of misonidazole and radiation 
therapy for recurrent brain tumor. Periods of well-being were noted, but she 
continued to deteriorate in mental and neurological status. 

On her last admission, she had difficulty in swallowing, nausea and 
headache. A gastrostomy tube was inserted for feedings. Her neurological status 
progressively deteriorated, and included the development of ataxia, weakness, 
slurring of speech, lateral nystagmus and ptosis. She was found one day 
in cardiopulmonary arrest and pronounced dead. 

The positive general autopsy findings included pulmonary hemorrhages, 
necrotizing pneumonitis, acute pulmonary edema, pulmonary emphysema, and pleural 
effusion. Gross examination of the brain was unremarkable except for a partly 
cystic and necrotic gray-tan area of the pons and medulla. 

Material Submitte~: 1 H & E stained section from brainstem and 
1 unstained section 

Points for Discussion: Diagnosis 


