
AANP Slide Session 1979
CASE #1 

SUBMITTED BY: Bernd W. Scheithauer, M.D. 
stanford ani versi t:y Medi cal Center 
Stanford, California 94305 

REFERENCE NO: C-1923 

A seven-year-old Mexican-American boy presented long tract signs 
and evidence of a lesion at T-10. Roentgenologic studies disclosed 
no primary bony abnormalities. Surgical exploration uncovered a 
1.0 cm. in diameter granular-appearing mass at:t:achad t:o t:he anterior 
dural sac. The lesion was int:radural, extramedullary and compressed 
t:he spinal cord at: T10. There was no att:achment: t:o t:he adjacent: 
vertebra and t:he lesion was removed along wi th 1:he dura t:o which it: 
was at:tached. The pat:ient: is ali ve and has been well for over 1:hree 
years following opera1:ion. 

MATERIAL SUBMITTED: one (1) section st:ained wi1:h hematoxylin and eosin. 

POINTS FOR DISCUSSION: Diagnosis. 
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SUBMITTED BY: 

REFERENCE NO: 

CASE #2 

L. S. Forno, M.D. and P. Heublein, M.D. 
veteran's Administration Hospital 
Palo Alto, California 94304 

PA-VAH # 78A14 

A 54-year-old man of Italian descent became ill in mid September, 1977. 
Several days after arrival in Hawaii, he became irritable and-wiEhdrawn;- a'f~w 
days later, he complained of headache and a week later, he had a generalizsd 
seizure beginning with head turning to the left. He was admitted to a local 
hospi tal after return to California, and at that time, had mild temperature 
elevat:ion. Several lumbar punctures showed elevat:ion of pressure t:o 280 mm 
H20,].~ t:o 300 WBC_1.~_~~L!!L~E!}£<?I£tt!.S) and normal su~r and p:;'9~!!!:~. CSF 
protein electrophoresis and .9JJ;Qlo.E!:l,.,~JJ.~. Acute and convalescent 
t:iters on CSF for herpes, mumps, measles were negati ve. Skin t:est: was anergic. 
CT scan was normal. EEG showed generalized slowing without: focalit:y. CBC 
showed f!!JC 16-.l:.!t000 wit:h left shift:. ESR was 47. FANA, RA, C3 complement 
were normal. He was discharged on Dilantin, INH and Ethambutol. He remained 
intermit:tently confused. -' .. 

On November 15, 1977, he was readmit:t:ed t:o hospital aft:er a near-
syncopal epj.sode ~'He was' ~;i~confused, but: had diffuse hypertonia and mild 
~ep~t_o§p}~en,,!zr!El(laly. The anti-tuberculous t:herapy was discont:inued. Bacterial, 
TB, fungal cult:ures of blood, liver biopsy and CSF were negat:ive. Tit:ers for 
cryptoccus and coccidioides on CSF were negative. other t:ast:s were also 
negative, including CT scan. EEG showed di~f~:!leslQwing. The temperat:ure was 
101-1030 F. H·e was given ant:ibiot:ic t:reat:ment for one (1) week wit:hout benefit:. 

In mid ~~f!Jber~ __ ill7, the patient was transferred to PA-VAH. His 
tamperature was ~, ~P 160/80, Resp. ,JO and pulse ].10. There was no rash, 
lymphadenopathy or organomegaly. He: responded only with opening of eyes when 
spoken to. There was disc blurring on the left without venous engorgement. lie 
had increased tone wi th paratonia and posi ti~, gl,'asP, snout, and suck reflexes. 
His DTR's were !!:IjP!!J.l,'!~,;ctive with ankle clonus on the, right:. There was mild 
nuchal rigidity. WBC was 13,000 with left shift. LP contained 104 WBC (63% 
polys), RBC 2, glucose 60;:1.18; protein _~2. Serum and CSF were ,YDRL..negative. 

Culture of blood and CSF (both lumbar and cisternal), sputum, bone marrow 
for TB, fungi and bacteria were repeatedly ll.e.ga.ti;xe. CSF titers for fungi 
were negat:4ve. Serum titers for toxoplasmosis were n,egative. Brain scan was 
norma':C • . ' Th6 EEG showed generalized slowing with prominent triphasic waves. 

On 12-29-77, he was restarted on anti-TB medication. On January 9,1978, 
hs had Oiiiiae-of frequent generalized seizures that were difficul t to control. 
His course was progressive'TYdOWilliiTi. with ~nt~rTlJJ.t~ll~t,_.ra~r. On 1-31-78, 
he had an episode of Cheyne-Stokes respiration and apnea and he died on 
February 1, 1978, 4-1/2 months after onset of the illness. 

NECROPSY FINDINGS: Examination of the viscera showed only organizing pneumonia. 

MATERIAL SUBMITTED: One (1) slide stained with H & E. 

POINTS FOR DISCUSSION: 

1. What was the etiologic agent? 
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CASE #3 

SUBMITTED BY: William E. Ballinger, M.D. 
university of Florida 
Gainesville, Florida 32610 

REFERENCE NO: 4943-78A 

An apparently healthy 43-year-old white male noted lag pain while 
playing tennis. He ascribed the pain to a "pulled muscle" and 
ignored it for several weeks but because of continuing discomfort 
in the mid-posterior thigh, he sought medical advice. Symptoms 
increased wi th prolonged si tting and walking and there was 
progressi wly increasing numbness and aching in the lower leg. 'A 
posterior thigh mass was noted 3 months later which increased in 
size over the following month. 

Electromyography and nerve conduction 
sciatic distribution below the knee. 
left peripheral lung mass and several 
and lower lung fields. The masses in 
narve were biopsied and were found to 

studies showed denervation in 
Lung tomograms revealed a 
masses in tha right middle 
the right lung and sciatic 
be histologically similar. 

MATERIAL SUBMITTED: One (1) slide from sciatic nerve lesion stained 
with H & E. 

POINTS FOR DISCUSSION: 

1 • Diagnosis. 

2. Treatment and prognosis. 
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CASE #4 

SUBMITTED BY: Margaret L. Grunnet, M.D. 
The Uni versi ty of Utah 
Salt Lake City, utah 84132 

REFERENCE NO: A 122-78 

The 59-year-old woman had systemic lupus erythematosus diagnosed in October, 
1976. She had a positive AliA, negative LE prep, a persistent Coomb's 
positive hemolytic anemia, a circulating anticoagulant, and thrombocytopenia. 
She was placed on steroids and subsequently developed complications secondary 
to this treatment, including obesity, diabetes mellitus and myopathy. on 
July 20, 1978, she underwent splenectomy in an attempt to resolve the 
thrombocytopenia and to permit tapering of the steroids. At that time, liver 
biopsy showed cirrhosis and kidney biopsy showed proliferative glomerulo
nephritis. She did well after the surgical procedures, and her steroids 
were being tapered. However, on August 10, 1978, two days prior to her 
final admission, she developed persistent chills and fevers. On the day of 
admission, she became ccnfused and disoriented and had a temperature of 
39.50C. The patient was taking Cytoxan 150 mg PO and prednisone 10 mg PO 
daily at the time of admission. 

Examination revealed an agitated, disoriented woman who had a grade 2/6 
systolic ejection murmur, and bilateral cataracts. The hematocrit was 45% 
and white count was 7900 with 76 PMN's, 21 bands, 1 lymphocyte and 3 monocytes. 
CSF contained increased protein. She had. an E-coli urinary tract infection. 
Chest X-ray revealed a diffuse slight interstitial i.nfiltrate. A C-T scan 
performed the day of admission revealed a lucency in the right pari.etal area. 
The C-T scan was repsated two days later and showed massive infarction in ths 
right parietal temporal and frontal lobes. She deteriorated over the next 
two days and developed a hemiparesis and coma. Her left pupil became dilated, 
and she dsveloped bilateral Babinski signs. She died four days after admission. 

NECROPSY FINDINGS: Interstitial pneumonia, cirrhosis, proliferative 
glomerulonephri tis and left ventricular hypertrophy. 
Multiple areas of cersbrum, brain stem and cerebellum 
were heroorrhagic and necrotic. 

MATERIAL SUBMITTED: One (1) slide stained with H & E. 

POINTS FOR DISCUSSION: 

1. What is the cause of the fibrinoid necrosis in the vessels? 

2. To what is the hemorrhagic necrosis of brain due? 
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CASE #5 

SUBMITTED BY: Vernon W. Armbrustmacher, M.D. 
Armed Forces Institute of Pathology 
Washington, D. C. 20306 

REFERENCE NO: 1624963-A-39-77 

This patient was a 39-year-old woman who was well until about 11 
months prior to her dendse when she noticed headaches, double 
vision, nausea and vondting. Later she noted ataxia and dizziness. 
She had a fine nystagmus and bilateral papilledema. No other general 
or neurologic abnormalities were noted. Lumbar puncture findings were 
as follows: fluid was crystal clear, opening pressure 146 nun H20, 
protein 744 mg%, 8 lymphocytes, glucose 81 mg%, gamma globulin negative. 
CAT scan showed abnormal white matter density. The ventricular system 
was diffusely and symmetrically enlarged. A ventriculoperitoneal shunt 
was performed with soma improvement in her condition. 

After about two months, however, she developed a right facial myokymia, 
a left 6th cranial nerve palsy and a slowly progressive dementia. She 
again had papilledema and moderate ataxia. Her deep tendon reflexes 
were hyperactive with bilateral ankle clonus. Plantar reflex was 
extensor on the left, flexor on the . right. CAT scan showed marked 
enhancement of the basal cisterns. Lumbar puncture findings were: 
xanthochronic fluid, protein 3033 mg%, glucose 72 mg%, 242 cells per 
nun3 (96% lymphocytes), cytology-malignant cells. A right craniotomy 
with a brain and meningeal biopsy from the right Sylvian fissure was 
performed and the changes were interpreted as a meningeal infiltrate 
with a high grade malignant neoplasm. 

Subsequently the patient's condition steadily worsened and she expired. 

NECROPSY FINDINGS: Visceral examination disclosad no important lesions. 
Basal meninges were thickened and spinal cord was encased by sindlarly 
thickened meninges. No mass lesions were identified in cerebrum, 
cerebellum, nddbrain, pons or medulla. 

MATERIAL SUBMITTED: ane (1) slide of spinal cord stained with hematoxylin 
and eosin. Some sections contain only meninges due to limited thick
ness of block but infiltrate is repreSentative in all sections. 

POINTS FOR DISCUSSION: 

1. Origin of neoplasm. 

2. Diagnosis of neoplasm. 

3. Nature of eosinophilic cytoplasmic material. 
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SUBMITTED BY: 

REFERENCE NO: 

CASE #6 

Hans H. Goebel, M.D. 
Abteilung fur lVeuropathologie dar Universitat 
D-3400 Gottingen, West Germany 

B77 /280 

This baby girl was delivered by Caesarian section at term because 
her mother had a narrow pelvis. A plum-sized lump over the right 
calvarium was noted immediately after birth. This was located beneath 
the skin and above the galea, and was mobile. There was no bony 
involvement. Surgery, when the infant was two months of age, 
disclosed a firm subcutaneous mass in the right parietal galea 
aponeurotica. There were small feeding arteries from the sub
cutaneous tissue. 

MATERIAL SUBMITTED: one (1) slide stained with hematoxylin and eosin. 

POINTS FOR DISCUSSION: 

1. Is this a neoplasm or a reactive process? 

2. If it is neoplastic, is it of low or high malignancy? 

3. What is the recommended treatment - extensive excision and/or 
radiation therapy? 
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CASE #7 

SUBMITTED BY: Mary Webb Ambler, M.D. 
Rhode Island Hospital 
Brown University 

William Q. Sturner, M.D. 
Chief Medical Examiner, R. I. 
Brown university 

REFERENCE NO: Case 1347-77A 

E. P. Richardson, M.D. 
Massachusetts General Hospital 
Harvard University 

This 36-year-old mother of two died May, 1977, of multiple thoracic 
and abdominal injuries sustained in an accident in which she lost 
control of her car and struck a pole. 

In 1974, at age 33, she developed seizures occurring in a flurry of 
3-4 and was admitted for evaluation. Neurological examination showed 
no abnormal or focal signs. Skull x-rays and ECHO were normal. EEG 
showed some high voltage sharp and slow waves on the left, unaffected 
by hyperventilation. Birth control medications were discontinued and 
Dilantin prescribed. 

Following discharge, no accurate estimate of seizure control is 
available. A repeat EEG on October, 1975, was normal except for an 
isolated triphasic slow wave when drowsy. Sleep records were 
recommended but were not performed. In August, 1976, she was treated 
in the E.R. for a right eye laceration sustained during a seizure. 

NECROPSY FINDINGS: Gross examination of brain showed a small confluence of 
vessels in the left 2nd frontal gyrus. The anterior horn of the right 
lateral ventricle contained ependymal adhesions. 

MATERIAL SUBMITTED: Right paraventricular white matter - frontal and 
parietal, stained with hematoxylin and eosin. 

POINTS FOR DISCUSSION: 

1. Nature and age of lesion. 

2. Relationship to adult onset sei zure disorder. 

3. Implications for patient's family. 
J I 
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CASE #8 

SUBMITTED BY: Angeline R. Mastri, M.D. and Joo Ho Sung, M.D. 
uni versi ty of Minnesota 
Minneapolis, Minnesota 

REFERENCE NO: A78-207 

This patient, a 57-year-old White female was first admitted to the 
hospital in May, 1977 because of several episodes of transient left 
arm numbness and dizziness. Neurological eXamdnation was normal but 
CT scan showed a left frontal lesion with edema. Bilateral carotid and 
right vertebral angiography were normal. The episodic symptoms were 
thought to be seizures and the patient was placed on Dilantin. In 
June, 1977, she returned with mild expressive dysphasia, occipital 
hfiladache and dizziness. CT scan showed no change. The left frontal 
lesion was biopsied and a variety of opinions were obtained. from 
various neuropathologists. Because of possible nfiloplasm, she received 

j,.. ------ 4025 rads in 23 doses over a period of 43 days and a boost of 525 rads 
to the left frontal lesion. The irradiation was completed 9/14/77. 
Chemotlieraplj was not gi ven. She was asymptomatic following this until 
July, 1978 when she had a 4-day episode of dizziness followed by 
numbness of the left hand and weakness of the left leg and slightly 
blurred vision. After admission to the hospi tal, she complained of 
left face twitching and left calf numbness. Studies were unremarkable 
save for CT scan which showed a low-density lesion at the site of prev
ious surgery. Later in July, she was readmi tted because of increased 
numbness and weakness on the left side. She had poor coordination and 
was unable to walk without assistance. She later developed slurred 
speech, right facial paresis, right hemiparesis, progressing over a 
period of two weeks to coma, wi th flaccid right hemiplegia and left 
upper extremity paralysis. She died on 8/17/78, about three weeks 
after admission. 

NECROPSY FINDINGS: Bronchopneumonia, pulmonary congestion and tracheobronchitis. 

The brain containfild old cystic changes and gliosis in the region of 
the biopsy. There were three additional lesions. The first two were 
small areas of necrosis and petechial hemorrhage in the gyral white matter 
of the left superior temporal gyrus and in one of the right orbital 
gyri. The third was an extensi ve area of necrosis and hemorrhage 
in vol ving most of the pons and midbrain extending into the subthalamic 
region on the right side. 

MATERIAL SUBMITTED: Pons (H & E and unstained). 

POINT FOR DISCUSSION: 

What is the diagnosis? 
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CASE #9 

SUBMI'nED BY: Jamss S. Nelson, M.D., Keith Fulling, M.D. and 
William Blank, M.D. 
Washington ani versi ty 
st. Louis, Missouri 63110 

REFERENCE NO: S-74-24897 and 77-32 

This child was first admitted to hospital at 7 months of age because 
of increasing head size and inability to sit up or rollover. 
Pregnancy had been complicated by spotting and mother had taken "nerve 
pills" throughout gestation. Infant was bom at 38 weeks gestation. 
She tumed her head to the left for the first tims at 2 months but did 
not tum head to right. Head circumference was 48 cm. and demonstrated 
asY1lll1lBtrical frontal bossing, greater on the left side and a larger 
right posterior fossa. The anterior fontanelle was widely patent and 
full and a skull defect was palpable in the right occipital bone; the 
forlU1MJ11 magnum was enlarged. The infant had bilateral pap!.lledema and 
a wry neck with head tumed to left. Various neurological signs and 
studies indicated the presence of a posterior fossa tumor which was 
located in the right cerebellar hemisphere but could only be incompletely 
removed. Post-operatively, she developed focal seizures, tachycardia, 
an elevated temperature and various other complications all of which 
slowly resol ved. She was transferred to a home for retarded children 
and died at 3-1/2 years of age. 

NECROPSY FINDINGS: Limi ted to nervous system cerebral hemispheres were 
diffusely atrophic. Large residual tumor mass right cerebellar 
hemisphere with extension into brain stem and rostral cervical 
spinal cord. 

MATERIAL STJBMITTED: one (1) slids 74-2897 of original biopsy, one (1) 
slide A77-32 from cerebellum (necropsy) both stained with H & E; 
two (2) Kodachromes of cerebellUil brain stem and cord and one (1) 
electron micrograph from biopsy. 

POINTS FOR DISCUSSION: 

What is the diagnosis? 
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SUBMITTED BY: 

REFERENCE NO: 

CASE #10 

John T. McGrath, V.M.D. and Susan T:renka-Benthin, D. V.M. 
Department of Pathology 
School of Veterinary Medicine 
Philadelphia, Pa. 19104 

78-227 
-----

The specimen is from a three-year-old, spayed, female, domestic, 
short-haired cat. The animal was initially presented at the age of 
one year because of pelvic limb and truncal ataxia. A diagnosis of 
congen.i tal cerebellar disease was made and the owner chose to maintain 
the animal evan though the course of the disease was progressive. The 
animal was returned for euthanasia two years after initial presentation. 
At this time, she was tetraplegic but was, otherwise, alert and in good 
body condition. Periodic jerking movements of the head and neck were 
evicbimt. The spinal cord segmental reflexes were exaggerated with a 
crossed extensor response in the pelvic limbs. Attitudinal-postural 
reactions evaluated by placing and hopping were absent. The eyes were 
fixed with a loss of tonic eye reactions and a loss of the ocular 
menace response. There was bowel and bladder incontinence. 

NECROPSY FINDINGS: No gross evidencs of lesions in viscera or nervous 
system. Microscopic lesions as shown in the section were :found 
throughout the central nervous system. 

MATERIAL SUBMITTED: Slide from medulla oblongata through the gracilis, 
cuneats and accessory cuneate nuclei., cervical and thoracic spinal 
cord stained with H & E. 
"<~4"GL.-""'" ~ ~ 

POINTS FOR DISCUSSION: 

1. Diagnosis. 

2. Is this similar to the human disease? 


