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CASE I 

Submi t ted by: John M. Hardman, M.D., LTC MC USA, TripIer General Hospital, 
Honolulu, Hawaii 

Ref. No. TGH, A-4060 

This 34-year-old white male physician expired 80 hours following a 
motorcycle accident. He hit the base of a steel pole with his upper shoulders. 
Initially, he was observed to take a few gasping respirations, but immediately 
thereafter he was apneic and pulseless. Following resuscitation 20 minutes 
later, he remained unconscious. He did regain spontaneous respirations and he 
developed pinpoint pupils, blinking eye movements, and marked extensor tonus 
of all extremities with pronator-extensor thrusts of the upper extremities to 
deep pain. Caloric stimulation elicited some extraocular muscle activity of the 
right eye. The initial electroencephalogram showed no cortical activity; 24 hours 
later there was occasional slow-wave activity, but cortical activity disappeared. 
Thirty-five hours after cessation of extraordinary supportive care, he expired. 

At autopsy, significant abnormalities were confined to the central nervous 
system, upper trunk, and spine. Besides the contused soft tissues of the shoulders, 
a cervical-basilar dislocation, hemorrhagic contusions of the inferior frontal 
lobe, temporal tips, uncinate gyri, and roof of the 4th ventricle, perivascular 
hemorrhages and microinfarcts of the brain stem and early laminar necrosis of the 
cerebral cortex, hippocampi and Purkinje's cell layer were observed . 

Finally, the most intriguing and dramatic lesion was a rent which had 
incompletely disrupted the pyramidal tracts at the pontomedullary junction. 

Submitted are: I Ektachrome transparencj[, I section of the pontomedullary 
junction stained with luxol fast blue and cresylecht violet. 

Points for discussion: Is this a new kind of traumatic lesion and what is its 
cause? ;I/o. :....... ~. 
IS it associated with other types of craniocerebral 
trauma? i e5 
What is its rel~tionship with the cruciate syndrome?A/o"~ 
Does judicial hanging produce a comparable lesion? 11"0 
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CASE 2 

Submitted by: Ellsworth C. Alvord, Jr., M.D.,University of Washington School of 
Medicine, Seattle, Washington. 

Ref. No. NP 2525 

This was a 5-year-old boy who died one week after admission to the he~pital. 
His illness had begun 3 weeks before admission with right otitis media, treated 
with antibiotics and clearing until 1 week before admission, when fever spiking 
to 1040F began. The day before admission he vomited, began to stumble and had left 
sided weakness. On admission he was irritable, had a stiff neck but the weakness 
could not be confirmed and no other neurological signs were abnormal. CSF was 
bloody with xanthochromic supernatant, pressure 300 mm of CSF, 4200 WBC, 50 mg% 
sugar, 86 mg% protein, no bacteria on gram stain. The following day he suddenly 
cried out, became opisthotonic and unresponsive, with periodic respirations down 
to 3-4 per min., unreactive 4 mm pupils, normal eye grounds , markedly decreased 
DTR"s. He recovered but had another attack a half hour later and was left with a 
flaccid left hemiparesis with homonymous hemianopsia. EEG showed right parietal 
slowing and right carotid arteriogram and right sided twist drill explorations were 
unrevealing except for failure of filling of posterior parietal vessels and 
subsequent culture of coagulase-positive staph from the brain biopsy and blood. 
On the fourth day he deteriorated, becoming decerebrate with respiratory failure, 
but was kept on the respirator another 3 days before being pronounced dead. A 
variety of antibiotics, anticonvulsants, dehydrants, etc., were used throughout 

• his course to no avail . 

The slide is from a serial section of the right middle cerebral artery. 
Has anyone else seen such an embolus? 

///~ 
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CASE 3 

Submitted by: Hans J. Peters, M.D., St. Francis Hospital, Columbus, Georgia 
4It L.A. Rodriguez, M.D., Central State Hospital, Milledgeville, Georgia 

Ref. A-136 

The brain was submitted for examination from the Central State Hospital, 
Milledgeville, Georgia (CSH A-70-l0B). The clinical history indicated that 
the patient, a 36-year-old colored female had been an elipetic and was severely 
mentally retarded. The gestational and delivery history were not unusual. 
Physical development was slow, she was reported to have talked at the age of 
3 years. She was selfish and anti-social in behavior. She was admitted to 
public school at the age of 9 years but because of inability to learn and retain 
she did not attend but the first grade. Epilepsy developed about the age of ten 
and was characterized by severe convulsions preceded by headaches and followed 
by deep unconsciousness; apparently these attacks occurred monthly. Menstrual 
history was normal. No other findings are recorded concerning details of a 
neurological or mental examination. She died because of a severe pneumonia which 
could possibly have been aspirational subsequent to a convulsion, but such details 
were not recorded. 

Submitted are: 1 stained and 1 unstained section, and 1 biack-and-white photograph 
representative of a coronal section of the brain. 

Note: The slides are not all from the same tissue block. 
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CASE 4 

Submitted by: Richard L. Davis, M.D.,University of Southern California Medical 
Center, Los Angeles, California . 

Ref. M 2059 

The patient is a 27-year-old female who was referred to the neurosurgical 
service for evaluation of a chronic headache. 

Past history revealed a 3-year history of chronic headaches associated with 
a deterioration of personality and weight loss. She had become a rather apathetic, 
thin, dull wife. The development of these symptoms was insidious. She suffered 
from a chronic daily bilateral headache, and it was known that she had intracranial 
calcifications since 1967. An arteriogram performed at that time showed some 
abnormal circulation in the area of the calcification. There was no history of 
seizures.' There was no motor or sensory deficit demonstrable. 

Past history of additional interest was that the patient had difficulty 
conceiving and had one pregnancy which was tubal in type. There was no family 
history of comparable symptomatology. 

The patient on physical examination was thin, chronically ill, and had a 
very apathetic affect. There were no focal neurologic deficits. The fundi were 
flat bilaterally. 

Laboratory data were unremarkable including a normal PBI. 
intracranial calcification overlying the right orbital roof in 
lobe. Arteriogram showed abnormal circulation in this area. 

X-rays showed 
the right frontal 

At craniotomy a mass presented on the cortical surface of the inferior gyrus 
of the right frontal lobe. There were several nodular areas of mineralization 
immediately adjacent to the 'ylvian fissure and anteriorly. These were removed 
along with the underlying mass lesion which appeared to be primarily intracortical. 
The lesion appeared to extend into the underlying white matter which was discolored 
and tough. There were no clear-cut planes of demarcation between normal and 
abnormal tissue. 

Submitted are: H & E stained sections of the surgical specimen. 

Points for discussion: 

1. What is the diagnosiS? 
2. If a neoplasm, what are the cell(s) of origin? 
3. In addition to surgery, is other therapy indicated? 
4. What is the natural history of this lesion? ... .... It • 
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CASE 5 

Submitted by: W.C. Schoene, M.D., and David Dean, M.D., Armed Forces Institute 
of Pathology, Washington, D.C. 

Ref. 1353891, AFIP 

This 38-year-old caucasian male was noted at birth to have a bilateral 
facial hemangioma distributed in all zones of the trigeminal nerve with areas 
of normal skin throughout. At age five months he had seizures and did not walk 
until 31 months of age. At the same time the left leg and arm were noted to be 
smaller than the right. He was placed in a mental institution at age three years. 
At age five he was characterized as bad tempered, defiant, with poor speech, 
poor sight and an agressive restless child who was subject to generalized 
convulsions. At age 17 this patient was found to have congenital glaucoma of 
the right eye with tortuous retinal vasculature, a left homonymous hemianopia, 
impaired left body sensibilities, and spasticity. Pneumoencephalogram demonstrated 
right cortical hemispheral atrophy after skull films demonstrated a double-lined 
right cortical calcification most prominent in the occipital region, first seen 
at age 7. Body x-rays certified the left hemiatrophy. At age 34 the patient had 
a right eye enucleation for ciliary body spindle B melanoma with invasion of the 
zonular area at capsular lens. The patient subsequently developed metastases of the 
melanoma to his liver and died of complications thereof, at age 38. 

Submitted are: 1 section stained with Harris H & E, 1 section stained with Mayer's 
H & E, 2 unstained sections, and 3 Kodachrome transparencies • 
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Submitted by: Mario Kornfeld, M.D. ,University of New Mexico School of Medicine, 
Albuquerque, New Mexico. 

This l4-year-old boy developed right hemiparesis and dysphasia nine 
months before his death. The process evolved over a period of about three 
weeks. At that time skull films, left carotid arteriograms and electroencephalogram 
were normal. His status remained unchanged until six months later when some 
suggestion of long tract signs was detected on the left. Three weeks prior to 
death the patient became confused, progressively lethargic, complained of headache 
and double vision and was vomiting. In addition.to the mentioned neurologic 
deficits the examination revealed paresis of vertical gaze, and definite long 
tract signs on the left. CSF examination revealed 70 whi te cells with 29% of 
polymorphonuclears and 71% lymphocytes, 36 RBC, glucose 100 mg%, protein 70 mg%. 
The radiological studies (brain scan, pneumoencephalogram and vertebral arteriogram) 
showed a mass lesion within the area of thalamus measuring 3.5 cm in diameter. 
A left temporal craniotomy was carried out, a ventriculo-cisternal shunt established 
and tissue from thalamus and cerebral peduncle obtained for biopsy. The patient 
died seven days after the operation. A complete autopsy was performed. 

Submi tted is :' The slide from the surllical specimen. 

Point. for discussion: 

The diagnostic problem. 
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Submitted by: Leopold Liss, M.D. and Shashinkala Gogate, M.D., Department of 
Pathology, Ohio State University, College of Medicine. 

Ref. 5838 

This 56-year-old Negro woman was a known alcoholic with documented 
nutritional cirrhosis and portal hypertension. Recently she had an increase in 
letharsy, speech difficulty, and a right hemiparesis. On admission the patient 
was disoriented, lethargic, unable to adduct the left eye, had a droop of the 
right labial fold, .increased flexor tone of the right elbow and knee with 
right-sided weakness, and a positive Babinski on the right, negative on the left. 
The blood ammonia was slightly elevated, spinal fluid contained a "few" neutrophi1s 
and the protein was (95 mg%). No evidence of AFB or fungi. CSF sugar was 100 mg%, 
simultaneous blood sugar 124 mg%. There were 175 red cells and 6 white cells. 
Hematologic Data: Admission hemoglobin was 11.7, Hct, 35.0, RBC 3.28. Reticulocytes 
4.6% (range from 2.0-4.6% during hospitalization). The smear showed numerous 
macrocytes, toxic granulation of lymphocytes, and markedly reduced platelets. 
Admission platelet count was 22,000 (reaching a maximum of 55,000 during hospitalization 
then dropping to a minimum of 3,000 just prior to death). WBC- 11,700 on admission 
(73% PMN's, 8% lymphs, 19% monocytes, no immature forms). This ranged between 
8,000 to 15,000 during hospitalization. Bone marrow biopsy was interpreted as 
hypercel1ular, somewhat megaloblastic, with numerous megakaryocytes. Coagulation 
work-up showed, in addition to thrombocytopenia, a prolonged prothrombin time and 
PTT, increased fibrinogen spli t products, and numerous "helmet' cells" on the smear 
consisten t wi th a consumptive coaguLOpathJ' .•. The patient was on a hepatic coma regime, 
her arterial ammonia fell to normal range, the neurologic status continued to 
deteriorate. She was disoriented with very little response to painful stimuli 
over the entire body. She had nuchal rigidity, right hemiparesis, greater in the 
arm than in the leg, and hyperreflexia greater on the right than on the left. The 
brain scan was interpreted as normal. A left carotid angiogram showed no evidence 
of a space-occupying intracranial lesi0n. Hepatic dysfunction was never pronounced; 
bilirubin never exceeded 2.5 total, enzymes were not elevated, and ascites was 
minimal or absent. She had periodic evidence of GI bleeding and received several 
transfusions. Her thrombocytopenia persisted but she was not heparinized, her 
coma deepened, she developed acidosis and expired. 

At autopsy were found bilateral adrenal hemorrhages, multiple cerebral 
hemorrhages. Spleen was mushy and liver cirrhotic. 

Submitted are: 1 stained and 1 unstained section. 
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CASE 8 

Submitted by: R.A. Clasen, M.D., Presbyterian-St. Luke's Hospital, Chicago, Illinois. 

Ref. A70-543 

The patient, a 60-year-old white female was admitted to this hospital 
on 8-29-70 in a comatose state. She had a 16 year history of rheumatoid 
arthritis and was being treated wfth Prednisone and Indocin. Five weeks prior 
to admission she fell at home and was found in a semi-lucid state. About one 
week later she attempted suicide and about one week after this she developed 
a left hemiparesis. On the morning of admission she was found in a comatose 
state. Physical examination on admission revealed a left positive Babinski sign 
and a lack of response to caloric stimulation. A spinal tap showed clear colorless 
fluid under a pressure of 210 mm with a protein of 110 mg% and a colloidal gold. 
curve of 1123321100. The fluid was non-reactive for VDRL. The EEG showed 
generalized delta activity with focal slowing in the right fronto-temporal area. 
The brain scan was negative. 

Following admission the patient improved markedly and by 9-7, she was 
described as being awake and alert. Steroid therapy was continued throughout 
this period; A spinal tap on 9-17, showed an opening pressure of 130 mm. On 
9-28, she was again found to be poorly responsive. A spinal tap showed a pressure 
of 180 mm. and a protein of 42 mg.%. Her temperature measured 1020 and her eyes 
deviated to the right. The left side was flaccid. Following this episode the 
patient improved and by 10-5, she was described as bein~ back to her former state. 
She was discharged to a nursing home on 11-6-70. 

The patient was readmitted on 11-11-70, in a comatose state. Her pupils 
were fixed and dilated and the respirations were described as Cheyne-Stokes. A 
lumbar puncture revealed clear colorless fluid under a pressure of 100 mm. with a 
protein of 50 mg.%. Microscopic examination revealed a 2 WBC and 225 RBC. Her 
general condition remained unchanged until her death on 11-14-70. 

At autopsy, the immediate cause of death was found to be multiple pulmonary 
emboli and bronchopneumonia. She had active rheumatoid arthritis. The kidneys 
showed severe chronic pyelonephritis. The brain contained a hemorrhagic infarct 
in the tip of the right frontal lobe. Smaller old infarcts were found in the left 
thalamus and putamen. In addition to this the white matter at this level showed 
yellowish areas of discoloration. The slides submitted are from these areas. The 
changes observed in the pial vessels were found in all sections from both cerebral 
hemispheres. The viscera showed only one small arteric lesion located in the 
retroperitoneal connective tissues. 

Submitted are: 2 slides and,2 Kodachromes of ife gross specimen .• 
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CASE 9 

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

Ref. No.: A70-102 

This 3 1/2-year-old boy was noted to be jaundiced in the neonatal period. 
A liver biopsy at age 2 months revealed intrahepatic biliary atresia. The 
extra-hepatic biliary tree was demonstrated to be patent. The child's psychomotor 
development was somewhat retarded. At age 2 1/2 ¥ears he was noted to be small 
for his age and very jaundiced. Xanthomas were noted on the gums and numerous 
xanthomatous deposits were present on the fingers, palms, elbows, legs and feet. 
In September 1969, at age 3 years, he was hospitalized because of increasing 
irritability, lethargy, bleeding and a seizure involving the right upper extremity. 
He was febrile and had a large head. Liver and spleen were enlarged. Jerking 
of the right arm and occasionally of the left arm and fingers were noted. His 
eyes tended to deviate to the right. Hyperlipemic vessels and blurring of the 
temporal disc margin were noted in the right fundus. There were two diopters of 
papilledema in the left fundus. He had bilateral Babinski signs. A ventriculogram 
was done but no abnormalities were noted. Following ventriculography he developed 
a left hemiplegia and bloody discharge from site of the right parietal needle 
puncture. The patient apparently improved somewhat although he remained hemiparetic 
and blind. A liver transplant was performed on March II, 1970 and the patient 
died the following day. 

Autopsy findings: Hemoperitoneum, atelectasis of the lungs and pulmonary and 
aortic atherosclerosis. 

Neuropathological findings: Extensive old encephalomalacia involving the 
parietal and occipital lobes, bilaterally, and old hemorrhage in the right corpus 
striatum and external and extreme capsules; swollen axons in the sensory nuclei 
of the medulla and in Clarke's column. Numerous xanthomas were found on the inner' 
surface of the ventral aspect of the spinal dura, chiefly in the cervical and lumbar 
segments. Similar lipid deposits were found in the cerebral dura and choroid plexus. 

Submitted are: 1 slide and 1 Kodachrome of spinal dura. 

Points for discussion: 

1. Pathogenesis of lipid deposits in dura. 
2. Distribution of these deposits. 
3. Chemical nature of lipid. 7 cL_~, C, 'r . 


