
AANP Slide Session 1986
Case 1 

Suo~itted by: R.C. Kim, MeV., and U.H. Choi, M.~e 
laboratory Service, VA Medical Center, long Beach, CA 90822, 
and Department of Pathology, University of California Irvine, 
IrVine, CA 92717 

Reference No.: A_S 3-83 

Clinical Abstract: 

A 76 year old black male entered the hospital \dth a 3-day history of 
slowly progressive confesion t generalized weakness and fatigue, diarrhea (5_6 
~atery stools per day). anQ shaking chills. There was no history of fever, 
hematemesis. or hematochezia. 

Cn examination, temperature was 99.SoF. pulse rate l28/min. and SP 120/60. 
He was confused, disoriented, and uncooperative. Although he seemed occasionally 
to understand questions, he answered in}Jibberish. The neck was supole. The 
right pupil showed the residual effects of prior cataract su~gery. and the left 
was covered by corneal scar tissue. i\dditional findings included questionable 
diffuse abdOMinal tenderness with rebound and liquid brown stool that Was positive 
{or occult blood. Neurologically, although he was uncooperative and disoriented, 
cranial nerve and sensorinotor function \H'!re judged to be grossly intact; DTR's 
were symmetrically and nornally active; the right plantar was flexor and the left 
equivocal; and a resting trel'tor of the arns and legs was noted. 

Her:oglobin was 13.1 S/dl, he!'latocrit 35.4%. and WOC count 7900/rnm3• 

He became some\~hat unresponsive, developed resniratory distress, and, 80 
minutes after admission. suifered a respiratory arrest. He Was intubated and, 
because );iP WaS 80 systoliC, start<.'!d on Dopamine. iP returned bloody fluid (ll.P. 
350 ~ H20) containing 1703 mg/dl of protein, 70 mg/dl of glucose, 2 Rue's (with 
heT'1olysis) , I \'iBC/nun 3 (lymph), and many gram-positive rods. 

At 8; hours he ~as totally unresponsive and areflexic. No oculocephalic, 
corneal, gag, or ice_water caloric responses could be elicited, and there was no 
spontaneous movement. At 10 hours, wac count \\as 1400/f!lIIl3 (6':M neutrophils, 6410 
bands. 16~ metaMyelocytes). He was naintained on antibiotiCS, mannitol, and 
pressors, but remained unresponsive and died 14 hours after admission. 

Autopsy Findings: 

General actopsy revealed the presence of a colonic adenocarcinoT'1a at the 
hepatic flexure, with perforation and foc.:.1 pericolonic abscess formation. On 
examination of the brain the left parietal and occipital lobes \,ere exuei'lely 
friable and hemorrhagic. Coronal sections ot tile cerebrum and horizontal sections 
of the brain stem and cerebellum reveal~d the rresence of narked soft.::ning, heMor
rhagic discoloration, and gas-cyst fornation \\ithin those structures adjoining the 
ventricular system. 

Material Su::'::titted: 0nQ H&ill- and one Gran-st .. ineo section of cingt:late gyrt:s 

Points for Discussion: 1. Di~gnosis 
2. p~thohen@sis 
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Case 2 

Submitted by:Dr. John J. Kepes, University of Kansas Medical Center 
Kansas City, Kansas 66103 

and 

Dr. L. William Halling. Hays Pathology Laboratories. Hays. Kansas 67601 

Reference No: KliMC 8-85-8277 

This patient was d 34 year old man who was found dead in his apartment, face 

down on a waterbed.lt was believed that he had been dead for about twenty four 

hours.It was known that the deceased had received mysoline and phenobarbital 

during his lifetime for convulsive seizures. There was no evidence suggesting 

suicide or foul play, but the local coroner ordered an autopsy because he 
~, 

wanted to rule out possible drug overdose.Post mortem chemical examination of 
~ 

the blood revealed only therapeutic _!_evels of phenobarbital. The body was arte_ri

ally embalmed at the local funeral home and subsequently an autopsy was performed 

The only significant gross findings were those of bilateral pulmonary edema 

and a swollen-appearing brain weighing 1,780 grams, with narrowing of the ventri 

les on cut surfaces but no other gross Changes. 

The pathologist performing the autopsy examined the brain microscopically 

and expressed his concern about the presence of large numbers of amorphous 

basophilic bodies in the white matter and wondered if they may represent some 

metabolic storage phenomenon, possibly accounting for the history of seizures, 

or drug depOsits relating to prior therapy or other circumstances.Your section 

is from cerebellar white matter near the dentat~ nucleus with arrow indicating 

an area where several of the bodies in question may be found _ The slides are 

stained with hematoxylin-eosin. 

Points for discussion: 1. Diagnosis 

2. Correlation of histologic findings with the known 

facts about this case. 
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CASE 3 

Submitted by: Drs. H.C. Halliday, J. Hoogstraten, D. J. DeSa 
Dept. of Pathology (Children's Centre) 
Health Sciences Centre, Winnipeg, Manitoba. 

Reference rIo.: 

Clinical Abstract: 

This 3 1/2 year old boy, ~lith severe psychomotor retardation, 
was born to non-consanguineous parents after a normal pregnancy 
and delivery. His birth weight was 4054 grams, length 53.5 Cm, 
head circumference 37 em and he appeared normal. At one month of 
age the parents voiced concern about "nodding r:1ovements" of the 
head. On physical exa~ination his visual status was qucstionod, 
he exhibited head l~q and the lovler limbs were f~lt to be "stif!:" 
with occasional sci~1orinG. Two months later, examination 
revealed roving eye ~ovements, poor head control, cortical 
blindness, dcvelo?ing spasticity anc hepatomegaly. Seizu~es 
developerl shortly aftcruards. The initial ESG was norMal, as was 
the CT scan. 

Initially a poor foeder, his only weight gain was associated 
with a switch in formula (he was found to be lactose intolerant). 
However, as time progressed his parameters (weight, length anc 
heae circumfe!:'ence) began to decline. Seizures proved i;"1possible 
to control fo!:' any prolonged~Q ,?f time. Later F.EG's showed 
generalized abnormalities @th/withou~ evidence of seizure 
activity. An extensive investfgation and numerous consultations 
(including other centres) failed to give any diagnostic insights. 

INVESTIGATIOnS 

CSF - (protein, glucose, cells), 
- measles antibody, negative 
- imRunoglobulins, negative 

normal 

Toxoplasna antibodies - neryative 
Lactic acid - Normal (CSF not done) 

Skin biopsy - normal 

Liver biopsy -
?changes consistent 
witll toxic injury 

Amino acid screen (serum and urine) - nornal 
Hexaminidase A, 8 glucosidase, B galactosidase, sphinDo~yelin8se, 
oligosaccharices, mucopolysaccharides - all nermal. 

At autopsy, the child weighed a~proxi~ately 13 kg, had a bocy 
length of 97 cm and a head circumference of 49 crn. The ~rain 
weighed 1140 gos (cerebellum and brainstem 85 g~) an~ had a 
normal gyral pattern. 

,lateria1 subnittec1: One 2x2 kodachrome (cerebral hemisphere) 
One H&E slide [cerebral cortex, white natter) 
One unstained slide 

Points for discussion~ 1. Diagnosis 
2. Pa thogenc5 ts 
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CASE 4 

Submitted by: Paul C. Greenlee, D.V.H., Susan Morgello, H.D., and Carol K. 

Reference No.: 

PeUto, M.D. 
Departments of Pathology (Neuropathology) Cornell University 
Medical College and the Animal Medical Center 
New York. New York 10021 

Clinical Abstract: 

This 3-month-old female kitten was the full term product of an 
uncomplicated geslation in a domestic short-haired cat. Delivery was 
uneventful and the kitten. though somewhat small at birth. developed 
normally. At seven and nine weeks of age the kitlen was seen for routine 
vaccinations, and at thal time physical exam was unremarkable although the 
kitten was slightly small for age. At ten weeks of age, the kitlen 
experienced several seizures described as tonic-clonic but recovered without 
therapy. One week later, the kitten again experienced seizure activity, was 
brought to her local veterinarian, and was hospitalized. Seizure activity 
continued during the first hospital day, and stopped without therapy by the 
second day. However, at that time the kitten displayed extreme rage, 
intermittently attacking anything in Sight. She would hurl herself at her 
cage door whenever a person passed by. By the third hospital day the killen 
was clinically normal and was discharged. Laboratory values rema~kable during 
this admission we~e a hematocrit of 25~ (normal 25-3B~) and SGPT of 118 IU 
(normal 10-80 IU). 

One week after discharge the cat experienced her third seizure episode, 
was taken to a different veterinarian, was hospitalized and was placed on 
sodium pentabarbital. The same pattern of seizures followed by behavioral 
change followed by spontaneous resolution was seen. On this admission, 
laboratory values included: albumin of 2.3 gm/dl (normal 2.3-3.5 gm/dl), total 
protein of 4.9 gm/dl (normal 5.3-7.8 gmJdl), and LDH of 213 1U (normal less 
than 200 IU). and "elevated" blood !MlUOOnia levels. A toxoplasmosis liter was 
equivocal at 1:20. ~-ieca.use of the'-cyclical"~~n of seizure activity 
followed by rage. the owner elecled lo have the kilten eulhani%ed. 

Material submitted: One H&E slide from cerebral hemisphere. 

Points for discussion: 1) Diagnosis 
2) Pathogenesis and relevance to human disease 
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CASE 5 

Submitted by: Dr. Brian W. Little 
Neuropathology 
Laboratory Service 
Veterans Administration Medical Center 
Northport, N.Y. 11768 

CI inical Abstract: 

The patient was a white male, 52 years old at his death. At age 
44, he was hospital jzed with the acute onset of severe headache 
followed by transient loss of consciousness. In hospital, he was 
alert and without focal neurologic signs but with nuchal rigidity. 
Lumbar puncture revealed grossly bloody fluid. Cerebral angiography 
was performed and showed narrowing of the supracl inoid por-tions of 
both the left and right internal carotid arteries. Most branches of 
the middle cerebral arteries were thinned bi lateral ty, and there was 
marked collateral circulation noted. The radiologic diagnosis was 
'anomalous cerebral vasculature'. The patient recovered sufficiently 
to be discharged and return to work. 

At age 49 he was readmitted to the same hospital with a second 
ep i sode of acute onset headache fo I lowed by trans i ent loss of 
consciousness. Lumbar puncture showed grossly bloody fluid, and aCT 
examination demonstrated a right posterior frontal lobe hematoma as 
well as an area of decreased density in the left parietal and frontal 
lobes. After three weeks of improvement the patient was discharged. 

At age 51 he was admitted to hospital with headache and abnormal 
behavior. Earlier in the day he had complained of bitemporal 
headache, after which his speech became incoherent. In the emergency 
room he was uncooperative and unable to comprehend the requests of 
the medical staff. CT examination showed a 'eft temporal hematoma as 
well as multiple areas of low density. Angiography at this time 
showed no change in the internal carotid arteries, but a reduction in 
the collateral circulation was noted when compared to the angiogram 
done 7 years previously. With conservative management he recovered 
sufficiently to be discharged three weeks later. Deficits at this 
time included teft sided spasticity, right hemianopia and some 
verbal comprehension difficulties. 

At age 52 he was admitted to hospital for the last time, having 
been found unconscious on a sidewalk. CT scan showed a new right 
frontal and parietal intracerebral hemorrhage. With Decadron and 
mannitol therapy his condition improved slowly. However, on the 25th 
hospital day, he was found unresponsive and pulseless, and was 
declared dead. 

General autopsy findings: Acute bronchopneumonia 

Material 

Left ventricular hypertrophy 
Mi Id coronary and aortic atherosclerosis 

submitted: One H&E stained 51 
posterior (larger one or 
cerebral arteries. 

ide which includes sections of 
two) and anterior <smaller> 

Points for discussion: 1. Diagnosis 
2. Epidemiology 
3. ASmociated pathology and neuropathology 

/ 
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CASE #6 

Submitted by: Carol S. Thomas, M.D., Peter W. Lampert, M.D., Henry C. Powell. M.D. 

Reference No.: 

Department of Neuropathology 
University of California. San Diego 

Clinical Abstract: The patient was an 18 y.o. white male who was the product of a 
normal full term pregnancy. Two half siblings, a girl and a boy (children of the 
mother), are bath normal. and there is no family history of neurological disease or 
known toxic exposure. 

The patient talked at ten months and walked at eighteen months. He was noted to 
stumble while walking at age two years. Evaluation at age four included normal 
muscle enzymes, lumbar puncture, EEG and Nev. Reevaluation at age five showed absent 
OTRls, equivocal Babinski responses, a broad-based gait, truncal ataxia and bilateral 
finger-nose dysmetria. At five and one-half years, he was noted to have left lateral 
gaze nystagmus and borderline slow NeV. By the age of six, he had had five episodes 
of pneumonia, one of which was complicated by transient encephalopathy. 

Examination at eight years showed an alert, active child with growth retardation 
(third percentile). Head circumference was in the twentieth percentile. He had 
sensory deficits in a stocking-glove distribution, distal weakness and atrophy, ptosis, 
difficulty with heel-shin testing and abnormal EEG. I.Q. was 93. A sural nerve biopsy 
was diagnostic. 

The patient grew progressively weaker and developed bulbar dysfunction, scoliosis and 
urinary incontinence. At age thirteen he could no longer walk and required a trach
eostomy due to laryngeal stridor secondary to vocal cord paralysis. At age seventeen 
he had a laparotomy for small bowel obstruction secondary to neurogenic bowel. At age 
eighteen he died of bowel ischemia and perforated duodenum due to volvulus of the 
entire gut. 

The cause of death at autopsy was perforated duodenum with peritonitis. Examination 
of the eNS showed a 1250 gm brain with atrophy and degeneration of the white matter 
which was worse posteriorly. The lateral and third ventricles were dilated with 
cavum septum pellucidum. There was thinning of the white matter of the centrum semi
ovale, corpus callosum, fornix and cerebellum, and the cerebral peduncles were shrunken. 
Per1ventricular areas were friable with a tan discoloration. There appeared to be 
sparing of the U fibers and the cortical grey matter appeared normal. The spinal 
cord was shrunken with atrophy of the anterior and posterior roots. 

Material Submitted: One Hand E stained slide of the medulla 
One unstained slide of the spinal cord 
One unstained slide of the corpus callosum and cingulate gyrus 

Points for discussion: Morphologic findings compared with previous reports 
Further characterization of specific abnormality 
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Case 7 

Submitted by Drs. Clayton Wiley, Seth Love, Raymond Skoglund and Peter Lampert 
Departments of Pathology (Neuropathology) and Neurology 
University of california San Diego 
La Jolla, CA 92093 

Ref #: 

Clinical Abstract: 

The patient, weighed 3.5 kilograms at birth. His mother, a G2 Pl Abl 26 year 
old caucasian had developed a febrile flu-like illness during the 8th month of 
pregnancy. Delivery, at 40 weeks gestation, was uncomplicated. There was no family 
history of consanguinity or neurological illness except for a maternal cousin who 
had mental cetardation of unknown etiology. The patient ha:'J Apgar scores of 6 and 7 
at 1 and 5 minutes respectively. He was microcephalic, had bilateral spastic hemi
paresis and experienced infantile spasms. CT scan at 6 weeks of age showed that the 
lateral ventricles wece enlarged and the right cerebral hemisphere was 8maller than 
the left. 

During the first year of life the patient's psychomotor development was 
severely delayed. On examdnation at 18 months of age he weighed 9 kilograms, had 
a height of 84.5 ems. and had severe scoliosis of the lower spine. His head 
circumference was 45.5 ems •• Deep tendon reflexes, which had previously been brisk, 
were diminished or absent. The patient withdreW from pain but was otherwise 
unresp:msive. The optic disks ~ thought to be normal. EMG showed neurogenic 
abnormalities and peroneal nerve conduction velocities were 13 meters/sec (normal 
39-51 meters/sec). Gastrocnemius muscle and sural nerve biopsies were performed. 
The muscle showed groups of round atrophic fibers surrounded by adipose and connective 
ti8sue without inflammation or necrosis. Myofibers were small (7.S to 15 microns in 
diameter) and showed type II C fiber staining characteristics except in one fascicle 
which included a group of hypertrophic type I fibers. The sural nerve biopsy sho'Jed 
loss of myelinated fibers of all sizes and some thinly myelinated fibers, but no 
evidence of active degeneration, demyelination or storage abnormality. The patient 
was diagnosed as having Werdnig-Hoffmann's disease. At 3 years of age, since the 
parents were considering having another child and in view of the patient's atypical 
presentation, biopsies were taken from the other sural nerve and the frontal cortex 
for further neuropathological evaluation. The sural nerve showed further loss of 
nerve fibers, most remaining fibers appearing atrophic. The frontal cortex and 
superficial white matter showed only mild gliosis. The patient experienced increasingly 
frequent bouts of aspiration that led to a terminal pneumonia at 4 years of age. 
The brain weighed 1,020 gms. and was mildly asymmetric (the left cerebral hemisphere 
being larger than the right). The optic nerves were thin and gray. In coronal sections 
the lateral ventricles were dilated, the left more than the right. The corpus callosum 
was markedly thinned. The cerebellum, brain stem and spinal cord were grossly normal. 

Material submitted: 1 H&E slide and 1 unstained slide of the spinal cord. 

Points for discussion: 

1) Is this a progressive illness? 

2) What relation does the pathologic change in the neurons have to other degenerative 
disorders? 
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Submitted, 

CASES 

Leroy R. Sharer, M,D., Eun-Sook Char M.D., and Leon G. Epstein, 
M.D. 
Departments of Pathology and Neurosicences 
UMDNJ-New Jersey Medical School 
Newark, New Jersey 07103 

ReferenCe NO: 0085-2728, NP85-106 

Clinical Abstract: 

This 25 month old boy was no~ at birth, with head circumference of 34.0 
em. (50%). His early development was normal. When first seen, at age 9 
months, the head circumference was 43.5 em. (25%), and he was apathetic. The 
anterior fontanelle was closed. A CT scan disclosed mild cerebral atrophy. At 
age 11 3/4 months the head circumference was only 44.0 em. «2%), and he did 
not show consistent imitative behavior. Deep tendon reflexes were abno~lly 
brisk, with bilateral ankle clonus and extensor plantar responses. By 18 
months of age he displayed no imitative behavior, he was only able to crawl for 
short distances, and he had minimal receptive language function. He continued 
to deteriorate, losing the ability to crawl and to sit. The head circumference 
did not increase further. 

The patient's mother was an intravenous drug abuser. At age 9 months the 
child had desquamative interstitial pneumonitis, diagnosed on open lung biopsy. 
Biopsy of the thymus at that time revealed involution. A duodenal biopsy at 
age 19 months revealed acid fast bacilli in the submucosa, and culture grew 
Mycobacterium avium - intracellulare (MAI). He was treated for MAl with 
appropriate antibiotics, bUt a repeat duodenal biopsy at age 23 months revealed 
persistence of the organism, although fewer bacilli were present on acid fast 
stain. He died at age 25 months. 

Autopsy revealed disseminated MAI. Lymph nodes not involved by MAl were 
normocellular or hyperplastiC. The lungs had foci of desquamative interstitial 
pneumonitis. There was also calcification of medium and large-sized arteries, 
involving spleen, lungs, kidneys, thymus, mesentery and coronary arteries. The 
brain was reduced in size but did not have any ather gross abnormalities. 

Material submitted: One H+E slide of cerebral cortex and white matter 
One H+E slide of basal ganglia 

Points for discussion: 1. 
2. 

Diagnosis 
Pathogenesis 
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Submitted by: 

Reference No. 

CASE 9 

Mohamed Gabrt M.D. and Boleslaw H. Liwnicz. M.D., Ph.D. 
Department of Pathology (Neuropathology) and Neurology. 
University af Cincinnati, College of Medicine, 
Cincinnati, Ohio 45267 

Clinical Abstract: 

The patient was a 47 year-old bisexual male who presented with a few 
months' history of fatigue, weight loss and intermittent episodes of diplopia, 
dysarthria and right facial numbness. General physical examination showed 
generalized lymphadenopathy, diffuse pulmonary rhonchi and hepatomegaly. 
Neurological examination was unremarkable. Laboratory evaluation revealed ele
vated liver enzymes, hypergammaglohulinem1a, lymphopenia and inverted helper
suppressor T-cell ratio (T4/Ta 30.17). CSF analysis was negative, and lymph 
node biopsy was non-specific. Extensive bacterial, viral, fungal and AFB 
cultures of bluod, urine, sputum, CSF and lymph node tissue were all negative. 
Chest x-ray was normal, and CT scan of the head Showed mild lateral ventricular 
enlargement, 

Two months later the patient developed gait disorder, increaSing som
nolence, slurred speech. diplopia and numbness of the right side of the body, 
Neurological examination showed bilateral internuclear ophthalmoplegia with 
absent convergence. right-sided sensory loss and ataxia. diffusely increased 
tone with hyperactive deep tendon reflexes and Babinski's Signs. Visual and 
auditory brain stem evoked potentials were bilaterally abnormal. 

Four weeks antemortem the patient was readmitted for evaluation of fever 
and productive cough. In addition to the above deficits, his neurological exa
mination at this time showed bilateral optic atrophy, vert1cal nystagmus and 
right-sided hemiparesis. CSF IgG was elevated with 01igoc100al bands, and CT 
Scan of head showed ill-defined non-enhancing pontine lesion without mass 
effect. Multiple blood, urine, sputum and CSF cultures for bacterial and viral 
agents were negative, except for one sputum culture that grew Herpes simplex 
and one urine culture positive for CMV. Bronchoscopy with transbronchial lung 
biopsy and culture were unremarkable. HTLV-III ELISA antibody was positive in 
both serum and CSF. -------------

The patient remained febrile, developed diffuse maculopapular rash and 
became lethargiC and disoriented. Over the next week, he progressed into a 
state of akinetic mutism which proceeded to complete unresponsiveness. He then 
developed bilateral pneumonia and died of respiratory failure. 

Autopsy findings included bilateral bronchopneumonia, diffuse moderate 
lymphadenopathy without evidence of infectious processes or neoplasms~ and 
hemorrhagic cystitis. The liver had mUltiple firm. irregularly shaped nodules 
which on microscopic examination showed coagulation necrosis of hepatocytes 
with lymphocytes and plasma cells. The brain weighed 1560 gm. Grossly~ there 
were numerous grayish lesions of the subcortical and deep white matter 
throughout the cerebral hemispheres, midbrain, pons and spinal cord. 

Material submitted: One H&E slide of the cerebrum 
One 2x2 Kodachrome of the cerebrum 

Points for discussion: 1) Oi agnos i s 
2) Pathogenes i s 
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CASE 10 

Submitted by: Jose M. Bonnin, M.D. 
University of Alabama at Birmingham 
Birmingham. Alabama 35233 

Reference No: 84-7467 

Clinical Abstract: 

A 43-year-old woman was referred to the neurosurgery service with a one 
year history of weakness of her right arm and shoulder. Six months earlier 
she experienced focal seizure activity beginning in the right hand and 
progressing to involve the shoulder. She was left handed and did not notice 
a~ speech disturbance associated with her seizures. A CT scan of the head 
demonstrated a large enhancing frontoparietal mass on the left side. A 
craniotomy was performed. 

Point for discussion: Diagnosis. 
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Case 11 

Submitted by: Dr. Mary Jane Aguilar 
Department of Pathology (Neuropathology) 
Pacific Presbyterian Medical Center 
San Francisco, CA 94120 

Clinical Abstract: 

The patient first presented in 1980 at the age of 35 with Grave's Disease and 
was treated with radioactive iodine. She ultimately became hypothyroid and was 
placed on replacement Synthroid, on t ... hich she was maintained thereafter. 

In 1981, she developed sudden right sided weakness of the arm and leg accompanied 
by numbness in the arm, leg, and face. She also complained of head~che and clumsiness 
of the right foot. Neurologic examination revealed an obvious right hemiparesis with 
right arm hanging limply and the left leg showing a notable foot drop. There was mild 
bilateral papilledema. The lower right face showed flattening of the nasolabial fold. 
There was a Babinski sign on the right and slight decreased sensation over the entire 
right side of the body and face to pin prick. EEG showed a large parasagittal slow 
wave focus on the left. A CT scan showed a large enhancing left parasagittal lesion 
extending up to the meninges. 

The patient was born and raised in Egypt and immigrated to the United States in 
1978. There was no history of parasitic infection and no notable family history. 

A large, bilateral, parasagittal tumor of the parietal area was removed, together 
with a portion of the falx cerebri and superior sagittal sinus. The tumor, grossly, 
was extremely soft, gelatinous, and friable. 

The patient did well postoperatively, but, in 1983, had a grand mal seizure and 
developed left sided weakness and pain in the lower extremity. CT scan revealed 
recurrent tumor and, at surgery, multiple large and small nodules of gelatinous tumor 
were discovered attached to the undersurface of the dura and along the falx. 

The patient ultimately expired, and, at autopsy, a careful search for 
polyvinylpyrrolidone granulomas in the reticuloendothelial system and soft tissues of 
the body was negative. 

The surgical specimen proved to be strongly mucicarminophilic and also stained 
positively with PAS and alcian blue. It failed to stain with sirius red. Eiectron 
microscopy confirmed the neuropathological diagnosis. 

~aterial Submitted: One H & E slide -from left parietal area 
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