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Case 1 

Submitted by: B. W. Scheithauer, M.D. 

Reference No.: 

Department of Pathology 
Mayo Clinic and Mayo Graduate School of Medicine 
Roch~5ter. Minnesota 55905 

Clinical Abstract: 

The patient is a 26-year-old male with a rapidly enlarging subcutaneous 
tumor involving the left thigh. The clinical diagnosis was "sebaceous 
cyst". The overlying skin was unremarkable. The patient had an excisionaI 
biopsy at which time a 2 centimeter, nodular. pink-tan mass was removed. A 
diagnosis of malignancy was made. and the site was subsequently re-excised; 
some residual tumor was found. At present, the followup is 20 months and 
the patient is free of tumor. He has no other cutaneous lesions or central 
or peripheral nervous system abnormalities. 

Materials submitted: One H & E slide from right thigh 

Points for discussion: 1. Diagnosis? 
2. From what cells is this lesion derived1 
3. Does this patient have a heredofamilial 

disorder? 
4. What will happen to this patient? 
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Case 2 

Submitted by: David Munoz-Garcia, M.D. ,F.R.C.P.(C), Daniel 
P. Perl, M.D., and William W. Pendlebury, M.D. 
Department of Pathology (Neuropathology) 
University of Vermont College of Medicine 
Burlington, Vermont 05405 

Reference No.: XE-84-56 

Clinical Abstract: 

A man developed a chronic progressive global dementia 
starting at age 69. Two years later he entered a nursing home, 
where he remained until his death at age 79. 

The patient had a history of industrial exposure to 
inorqanic mercury. The family requested an autopsy restricted 
to the brain to investiqat~ whether mercury intoxication was the 
cause of the patient's dementia. 

The brain weighed 675 g (Six hundred and seventy-five 
grams). It was simply described as atrophic. In addition to 
the lesions shown in the section provided, several small recent 
infarcts were identified in the fusiform gyrus, globus pallidus, 
cerebellum, and occipital cortex. There was no gross or 
microscopic evidence of cerebellar atrophy. 

Material submitted: One H&E and one unstained section of the 
hippocampus and temporal cortex. 

Points for discussion: 1. Diagnosis 
2. Possible role of mercury intoxication 
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Case 3 

Submitted by: Jesus Enrique Gonzalez, M.D. and Chislaine 
Cespedes, M.D. 
Neuropathology Section, Instituto Anatomopato 
16gico. 
Ciudad Universitaria, Caracas, Venezuela. 

Reference No: A 6389 

Clinical Abstract: 

The case is that of a 40 year old male, native and resident 
of the central-northern part of Venezuela. Fourteen days before 
admission to the Hospital he started to have pain, first in the 
right calf and 4 days later in the left calf and lumbar and abdominal 
regions. At this time he noticed numbness from the pelvic girdle down 
to the feet and muscular weakness in the lower extremities, which 
incapacitated him to walk. He also had urinary retention followed a 
few days later by incontinence. 

On admission to the Hospital his systolic blood pressure was 
120 and the diastolic 80 mmHg. Pulse rate 100 per minute, temperature 
37 0 C (98.6°F), respirations'22 per minute. 

Neurologic examination revealed complete sensory loss with upper 
level at T 12 and flaccid paralysis of the lower limbs with bilateral 
absence of knee-jerk. The left ankle jerk was diminished, plantar 
reflexes were absent and abdominal reflexes diminished. Mental status, 
speech, coordination and cranial nerve functions were normal. 

Results of routine laboratory tests were within normal limits. 
Lumbar puncture yielded a fluid at an opening pressure of 180 with! 
proteins 90mg/IOO, glucose 55 mg/lOO, chlorides 146 mEq/ liter, 
cells: 3 lymphocytes per mI. 

A diagnosis of transverse myelitis was made and supportive 
care indicated. Six days later the patient complained of intense 
abdominal pain. He was cyanotic. In spite of oxygen administration and 
intracardiac injection of adrenaline he expired within 50 minutes. 

Necroposy findings included: recent myocardial infarction of 
septum and inferior wall of the left ventricle, moderate atheroscler
osis of the aorta and coronary arteries, recent thrombOSiS of pulmonary 
arteries, recent pulmonary infarcts, pulmonary edema and hyperemia, 
granulomata in rectum, liver and pulmonary arterioles. Granulomatous 
lesions were also present in the lower thoracic and lumbar segments of 
the spinal cord. 

Material submitted: 

Points for discussion: 

I 2x2 kodachrome of H&E stained histologic 
preparation from the affected segments of the 
spinal cord. 
I H&E section from lumbar segment of spinal 
cord. 

1 Diagnosis 
2 Pathogenesis and pattern of distribu

tion of the lesions. 
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Case 4 

Submitted by: G. Pezeshkpour, M.D. 

Reference No.: 

Department of Neuropathology 
Armed Forces Institute of Pathology 
Washington, D.C. 20306-6000 

Clinical Abstract: 

This 24 year old female was admitted to the hospital because of convulsions. 
Seven months prior to admission, she complained of malaise and experienced chills 
followed by loss of consciousness. The patient was noted to have convulsive 
seizures X4 for which she was given Dilantin and Tylenol. 

An admission CT scan revealed an enhancing mass over the right cerebral 
hemisphere. On physical examination, she was alert with no motor J sensory or 
cerebellar signs. Other studies were also unremarkable. Cerebral angiography 
revealed stretching and draping of vessels in the right mid parietal area compatible 
with an avascular mass. A right craniotomy for biopsy/resection of a right 
parietal lobe glioma was performed. Postoperatively, the patient was put on 
Dilantin 400 mg/day with excellent recovery. 

She returned after exactly 3 months with headaches, ataxia, dizziness and 
vomiting but without seizures. Physical examination at this time showed her to be 
slightly confused and ataxic. Motor and sensory functions were intact and the 
cranial nerves were normal. Repeat plain and contrast CT scans showed no visible 
lesions. 

Material submitted: One 2x2 Kodachrome. 

Points for Discussion: 1) Diagnosis 
2) Pathogenesis of the recurrent symptoms 
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Case 5 

Sul:mitted by: Drs. Angeline R. Mastri and J= Ho Sung 
Pepart:rrent of Laboratory Medicine and Pathology 
University of Minnesota, ,Hinneapolis, loiN 55455 

Reference No.: OC83-78 

Clinical Abstract: 

'lhis 25-year-old man with a history of alcohol and rJ drug abuse and hepatitis 
developed peripheral neuropathy involving the right llBdian nerve and the right 
o:::mron peroneal nerve in 1978.. '!he etiology of these neuropathies was never 
identified. In Octc:ber 1981, he was hospitalized because of pain, tenderness and 
weakness in the calves and thighs, pretibiel pitting edema and erythematous tender 
skin papules over the 1"",er extrerni. ties.. A nnlSCle biopsy shewed degeneration of 
ImlScle fibers with chronic 1yrrphoid infiltrates without evidence of vasculitis 
or prinary IrWositis. EM:; was IX>:rnal an:i FANA was negative. In January 1982, 
the patient was hospitalized for ethanol abuse and fever of unknCMn etiology .. 
In April 1982, he was readmitted for status epilepticus and It¥oclonic jerks of 
his right arm. Examination at this ti.Ire shewed derrentia, dysconjug3.te gaze, supra
nuclear ophthal..m:Jplegia, persistent nyoclonus of his right arm and obstructive 
pullronary disease. LurtCar puncture shcMed pleocytosis (40-60 white cells, 40-90% 
l}'ll1Fhocytes). CSF glurose and protein were nonnal. Stains and cultures were 
negative. EEX:; shc:Jt.led diffuse slewing and brain stem auditory evoked responses 
were abnormal bilaterally. cr scan was no:rmaL 'lhree vessel angiography and brain 
biopsy were normal. Pulm:mazy function tests shc:wed rrOOerately severe obstruCtive 
disease. During the follewing m:mths, the patient had periods of sudden obtuncla
tion followed several hours later by resmption of normal alertness. By December 
1982, his pulloonary status had worsened and he had lost 60 pounds during the 
previous four :rrcnths. 

He was again admitted to the hospital in January 1983 where he was noted t:D 
have a mild demantia, nyoclonus of the right arm, volitional gaze palsies in 
all directions and nonnal doll's eye m:>verrents. General physical examination 
shaved only expiratory wheezing. cr scan was nonnal. Lurrbar puncture shcMed 
noJ:ITial opening pressure (129 red cells, 6 white cells, glucose 71 gIn. %, protein 
4lllB.%). CSF gamra globulin 5.7 and VDRL negative. CUltures and stains for 
bacteria and fungus were negative. During his hospitalization, the patient had 
alnost continUl.')US rl¥OClonic jerks. A cisternal tap shewed no evidence of infection. 
A brain biopsy shewed increased. am::mnts of lipofuscin. No other abnormalities 
tiere noted. A two-week trial of antibiotics was given without clinical improve
trent. An ~ lung biopsy shewed acute and chrcnic inflamnation. Attempts at Sll'all 
!:avel biopsy were unsuccessful. On 4/29/83, he had a respiratory arrest at the 
nursing l1c:.:m"= and had signs of anoxic encephalopathy. He died at the nursing heme 
on 6/13/83. 

Autopsy FindingS: The general autopsy findings shewed myocarditis, bilateral broncho
pneurronia, pu1nonaJ:y errbo1i, errphYSem3., persistent hepatitis and focal interstitial 
nephritis.. '!he brain weighed 1220 gInS. and shewed widespread narrcwing of the 
cerebral cortex particularly in the frontal and tenporel lcbes. In sare areas, 
the cortex was friable and discolored. with slit-like cavities. 

Material submitted: One H & E section of hippocarrpus 
One unstained section of frontal lobe 
Cne 2 x 2 Kodac:hrcJne ~ E7 fi) 

Points for discussion: 1. Diagnosis 
,,_ _" 2. Pathogenesis 
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Case 6. 

Submitted by: Drs. Clayton A. Wiley. Ric.hard E. Safrin •. ?eter ~L Lampert. 

Reference No. : 

Department of Pathology (Neuropathology) 
University of California, San Diego 
La Jolla, CA 92093 

Clinic.al Abstrac.t: 
The patient was a 34 year old Mexican American homosexuaL male who had been in a good 

state of health until the age of 33 when he developed persistent diarrhea secondary to 
Giardia and cryptosporidium infection. At that time the patient was noted to have a 
decreased T4 LO T8 lymphoc.yte ratio. His Giardiasis was trradie-ated by therapy however 
the cryptosporid1um infection failed to resolve. The patient was discharged on hyper
alimentation. The subsequent year was marked by frequent episodes to nausea and vomiting 
and abdominal pain. One week prior to admiSSion, the patient noticed the development of 
painful raised skin lesions. On .the day uf admission he ,~'as found to b~ alert and 
responsive except that voluntary motion was restricted to the left side. Initial neurology 
exam showed focal clonic. movements in the ri3ht upper extremity with inability to 
voluntarily move the right side, however. the remainder of the neuro exam was normal. 
Physical exam was remarkable for increased liver size (2 fingerbreath's below the costal 
margin) and multiple firm I to 2 rom raised skin lesions. These lesions were violacecus and 
blanched upon pressure but no tenderness was noted. Laboratory findings were unremarkable 
except for a white blood cell count of 13,200 with a left shift (57 segs, 5 bands, 15 lymphs 
and 23 monos). The patient was started on Dilantin. however. a precipitious decline in 
mental status over the next 8 hours result\.!d in his requiring intubation. Emergency CT 
scan at that time showed 3 walnut sized lucent lesions in the left hemisphere. A lumbar 
puncture showed an opening pressure of 248 mm of water. Eighteen ccs of xanthochromic 

. "luid containing a glucose of 89 and a protein of 145 l.;ere removed. There were 129 white 
.Jlood cells per cubic millimeter (83% segs, 1 lymph, 16% monos). Gram stain on this 
~aterial showed no evidence of organisms. Biopsy of the skin lesion on the right abdomen 
3howed deep dermal and subcutaneous inflammation ~ith early abscess formation and necrosis 
but no evidence of microbial infection or Kaposis. As the patient's neurologic status 
continued to decline. a left frontal brain biopsy was performed which demonstrated an acute 
nec.rotizing encephalitis but no evidence of organisms. The patient was treated with Septra. 
gentomycin. a;nphoteracin and clindomycin but showed no impI':ovement. nepeat CT scan demon
strated multiple moderate sized low attenuation lesions in both gray and white matter, and 
serpiginous enchancement of gyri. The patient died the following day. All culture results 
from skin and brain biopsies were negative, 

Systemic Autopsy: 
General postmortem exam demonstrated lymphocytic depletion of lymph nodes. spleen and 

thymus. Focal pneumonia showed no evidence of an organism. While chronic enteritis was 
present in the bowel, no cryptosporidium could be identified. Testicles were atrophic. 

Neuropathology gross examination: 
The fresh brain showed swollen gyri wHh multiple sites along the surface· of the 

cerebrum and cerebellum showing gray discoloration. These were circular in shape and upon 
sectioning demonstrated a variable extension of softening in~o the b~a1n parenchyma (see 
kodachrome). The overall topography of these lesions consist of a small sphere with one 
surface in the meninges and the remaining portion projecting tq approximately the gray-white 
junction. Lesions were noted on coronal sectioning tQ be distributed predominently in the 
depths of sulci. There was a single 2 cm. dicmeter spherical lesion in the centrum semi-
0vale of the parieto-occipital region. 

"laterial submitted: One 2x2 kodachrome of occipital lobe; One H&E slide from cortex; 
One unstained slide from cortex 

Points for discussion: 1. Identification of pathogenesis of the organism 
2. Antemortem diagnosis of CNS infections in AIDS patients 
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Case 7 

Submitted by: Drs. Hans H. Goebel and Gottfried Walther,M.D. 

Reference No. : 

Departments of Neuropathology and Forensic 
l-ledicine, 
University of Mainz, 
D 6500 Mainz/FRG 

Clinical Abstract: (G 72) 

A 60-year-old woman received a three-day-course of 8 
subcutaneous and intramuscular injections of fetal lamb tissue 
which contained brain, liver, heart, thymus, and ovary without 
immediate subsequent untoward reactions. 

3 days later she started to develop headache as well as 
fever of 380 c. Another 2 days later her legs felt nurr~. In 
the middle of the night she fell and was brought back to bed 
by her husband. Thereafter, she fell out of bed and it was 
then noted that she had a right hemiparesis and was unable to 
speak. During the next few hours she lapsed into co~a and was 
brought to the hospital unconscious, were the right h~ipa~esis 
was verified. A CT scan revealed white matter lesions of de
creased density in both cerebral hemispheres wt-.ich were inter
preted as encephalitis. She had 270 cells in her CSF on ad
mission, largely composed of lymphocytes. Vigorous intravenous 
steroid therapy was started and continued throughout her hospi
tal stay which fatally ended 8 days after her admission, 12 
days after the onset of clinical symptoms and 15-17 days after 
her course of fetal la..mb "fresh cell" tissue therapy without 
ever regaining consciousness. 

At autopsy, major visceral pathology was not noted. 
Small perivascular lesions were found in the cerebral and cere
bellar white matter, especially in the parieto-occipital area 
and in the upper brain stem. The spinal cord and peripheral 
nerves were not sub~itted. 

Naterial SUbmitted: One H&E slide from the cerebral white matter 
One blank elide from the cerebral white Y.latter 

Po:ints for discussion: 1. Diagnosis 
2. Pathogenesis 
3. Questions 

Is this the hur.,an equivalent of hyperacute experimental 
allergic encephalorr,yelitis? 

Is there any causal relationship between the. lIfresh cell ll 

therapy and the patient's encephalopathy? 
Does vigorous intraveneous steroid therapy explain the 

lack of inflamrr,atory cells within the cerebral lesion? 
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Case 8 

Submitted by: Drs. J.M. Bonnin and J.H. Garcia 
Department of Pathology, University of Alabama at Birmingham 
Birmingham, Alabama 35294 

Reference No: 15,996 

Clinical Abstract: 

The patient was a 36-day old black girl born at 38 weeks gestation to a 
P2-0-0-2 20-year old woman. Emergency cesarean section was indicated because 
of fetal distress. There was no history of maternal infections or any other 
medical problems during pregnancy. At birth, the Apgar scores were 2 and 3 at 
1 and 5 minutes, respectively and the baby weighed 2500 grams. She was apneic 
and cyanotic with a heart rate of 112 per minute requiring intubation and 
ventilatory support. The head was small (circumference: 30 cm); there were no 
spontaneous movements and she had generalized edema and petechiae. ATl cranial 
sutures were closed, the palpebral fissures were small and there were no 
obvious cataracts. Examination of the chest revealed diffuse respiratory 
rales. There was abdominal distention, the liver edge was palpable 3.5 cm 
below the right costal margin, the spleen was palpable and the bowel sounds 
were absent. Examination of the extremities revealed deformed distal phalanges 
in both hands. 

Initial laboratory data revealed blood group 0 positive (mother was 0 
positive); Coombs' test was negative; red blood cell count was 4.21 x 106/ul 
.with micro, macro and poik i Tocytosisi some nueT eated RBCs were present; tota T 

"leukocyte count was 2500/ul (lymphocytes 78%, monocytes 4%, neutrophils 15%, 
bands 2%, basophil 1%); the platelet count was 137,OOO/ul, PT 22.7/12.7 and 
PTT 39/27; total bilirubin was 6.1 mg/dl with a direct fraction of 3.7 mg/dl; 
total protein 3.7 g/dl and SGOT 4620 IU/L. Serum titers for Toxoplasma, 
rubella, and herpes simplex were negative. 

On the first day after birth the patient developed grand mal seizures 
which were controlled with phenobarbital. Although she developed a few 
spontaneous movements, efforts at extubation remained unsuccessful. On her 
twelfth day in the hospital peripheral blood ce11 count and a CSF sample 
obtained by lumbar puncture were suggestive of sepsis and meningitis. Blood 
cultures grew StaphYlococcus epidermidis. Her hospital course was further 
complicated by the development Of congestive heart failure and she was noted 
to have a patent ductus arteriosus which did not respond to pharmacologic 
therapy with Indomethacin. Skull x-rays revealed punctate calcifications 
within the brain parenchyma. The patient remained ventilator dependent and in 
view of the dismal neurologic prognosis, she was extubated at the parents 
request 36 days after birth. 

The brain at autopsy weighed 80 grams. 

flaterial submitted: 

Point for Discussion: 

one H+E section of the cerebellum and brain stem or 
cerebral hemisphere and brain stem. 

Diagnosis 
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Case 9 

SUbmitted by: Dr. irene Trombley 
Department of Pathology (Neuropathology) 
University of Louisville 
Health Sciences Center 
Louisville. KY 40292 

Clinical Abstract: 

The patient was a 58-year old mailman in previous good health until four 
months antemortem. when he began experiencing pain radiating from his back into 
his left leg after stepping off a ladder. His pain progressively worsened and 
he was admitted for eval uation and therapy about 1" months after onset. Conser
vative therapy with bed rest and traction was unsuccessful) and myelogram was 
planned. Additional symptoms that had developed during this time included double 
vision. belligerent and disoriented behavior~ difficulty urinating. and new pain 
radiating to the right thigh. Myelogram revealed a small anterolateral defect at 
the L4_5 level and laminectomy was performed. 

Following surgery. patient's condition worsened with new findings of left 
leg weakness. left foot numbness. right lateral rectus palsy. orthostatic hYpo
tension, and increasingly bizarre mental status. At this pOint, he was transferred 
to our hospital. 

Neurological evaluation on transfer (one month antemortem) revealed pertinent 
findings of bilateral lateral rectus palsy. disorientation. loss of reflexes in 
both lower extremities and left upper extremity. and definite sensorirootor loss in 
left lower extremity as noted above. Work-up included a normal CT scan of head, 
EEG indicative of diffuse encephalopathY. EMG indicative of axonal neuropathy, and 
spinal tap with elevated protein (150-200). Work-up for axonal neuropathy was 
negative, including heavy metal screen and pesticide analysis of fat biopsy. Muscle 
biopsy showed neurogenic atrophY and peripheral nerve biopsy confirmed diagnosis 
of axonal degeneration. Patient continued to deteriorate with increasing neuro
muscular weakness and vasomotor instability. with tenninal bradycardia and hypo
tension. 

Autopsy Fi ndings: 
General Autopsy revealed severe muscle wasting. pneumonia,. and acute viral 

hepatitis B. Examination of brain revealed acute hemorrhagic infarcts mostly 
in II watershed li distribution along with llrespirator brain ll changes. Spinal cord 
exhibited coating of the subarachnoid material by a gelatinous material, most 
prominent in lumbosacral area. This material was alsonoted overlying base of 
brain and within choroid plexus. Small gelatinous nodules also studded the cauda 
equina. No abnonnality of bony canal was seen. 

Material Submitted: One H&E slide of spinal cord 
One unstained slide of spinal cord 

Points of Dhcussion: 1. Diaonosis 
2. Oriain of lesion 
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Case JO 

Submitted by: Drs. L. Ansbacher and J. Dix 
University of MO Health Sciences Center 

Columbia, MO 65212 

T.P. was a 66 year old white female who was referred to the University Hospital 
for evaluation of coma. The patient's family reported that she had had "Some abdominal 
distress 4 days prior to admission, which had resolved. The day prior to admission she 
had recurrent nausea, vomiting. and headaches. On the day of admission the patient was 
found lying on the floor near a bottle of beer, a bottle of aspirin. and a bottle of 
Librium. All the pills apparently were accounted for. The patient was taken to a local 
hospital where she was found to have an arterial pH of 7.0 and a bicarbonate of 7 meq/L. 
Urinalysis revealed a pH of 5, trace albumin, rare white blood cells, and a few calcium 
phosphate crystals. The patient was transported to the University Hospital via helicopter. 
Past medical history revealed that the patient had no other medical illnesses, but had had 
paranoid ideation intermittently for 15 to 20 years. This had increased in the past 2 
years, according to the family. The patient was a widow. Medications included Librium 
10 mg. t.i.d. as needed for nervousness. 

On admission to the Medical Center the patient was comatose with flaccid muscular 
tone. There were no spontaneous movements; however, the patient did have purposeful 
responses to deep painful stimuli. Pupils were 2 millimeters equal, round, and reactive 
to 1 ight. Respirations were Cheyne-Stokes. There was no nuchal rigidity. Lungs were 
clear to auscultation and percussion. Heart examination was significant only for 
tachycardia. Abdominal examination was normal. Reflexes were 1+ bilaterally and 
syrrmetrical. Plantar reflexes were downgoing. Admission hemoglobin was 16.2 gm%, whit(' 
blood count 20.500. differential included 2% bands, 88% polys, 6% lymphs. and 4% monos. 
Electrolytes included a sodium of 151 mEq/L, potassium 3.9 mEq/L, chloride 111 mEq/L, 
C02 6 mEq/L, BUN 10 mg%, creatinine 1.2 mg/dl. glucose 159 mg/dl. Repeat urinalysis with 
a Foley catheter in place revealed many RBe and trace protein. Serum osmolality was 304. 

The patient was admitted to the Medical Intensive Care Unit for evaluation and 
treatment of coma and metabol ic aci,dosis. Urine, serum. and gastric aspirate were 
collected for toxicology evaluation, revealing trace benzodiazapine metabolites 
in the urine but no evidence of methanol. paraldehyde, ethylene glycol. barbiturates. 
tricyclic antidepressi\nts, or narcotics. Serum salicylate level was 1.4 (nl = 0.0 mg/dl). 
serum lactate level w.s 23 (nl = 4-20 mg/dl), serum ketones were negative. The patient 
required l.rge doses of sodium bicarbonate wIth mtld improvement in her acid base status. 
She cQntinuedJhQwever. to ha.ve a high anion gap metabolic acidosis. A few hours after 
admission the patient no longer responded to deep painful stimul i and her oculocephal ic 
reflex was nQ longer present. Blood pressure, was ma;-ntained wi'th pressor agents. Her 
subsequent CQurse was complicated by an anterior MI and grand mal seizures, treated with 
Dilantin. 36 hours after admission, severe refractory hypotension developed. Despite 
extensive resuscitation efforts, she expired. 

General autopsy findings revealed a dtffuse acute bronchopneumonia, and changes of 
acute tubula,r necr-osi.s in the kidneys with amorphous cry~t~l1 ine deposits in the proximal 
tubules. Bra.in weight was 1190 gms. The meninges were congested. The brain was diffusely 
edem.tou~ and dusky, wtth oilateral uncal herniation and incipient tonsillar herniation. 
Posterior fossa structures were extremely soft. No discrete lesi.ons were seen. 

Material submitted: One H&£ sl ide from cortex and underlying white matter, thalamus. 
pons. or cerebellum. 

Points for dtscussion: D;-agnosis 
Pathogenesis 



AANP Slide Session 1985
Case 11 

Submitted by: William W. Pendlebury, M.D., Daniel P. Perl, M.D., 
and David Munoz-Garcia, M.D. 
Department of Pathology (Neuropathology) 
University of vermont College of Medicine 
Burlington, Vermont 05405 

Reference No.: A 79-45 

Clinical Abstract: 

A 49 year old man with a history of binge drinking drank 
steadily for three days. On the third day he vomited coffee 
ground material several times and began to complain of headache, 
blurred vision, generalized weakness, and muscle pain, following 
which he became progressively lethargic. At a local hospital the 
vital signs were normal and a neurologic examination showed no 
focal signs. Following a brief period of agitation, he suddenly 
collapsed and became apneic and hypotensive. He was rapidly 
intubated and respiratory support was established. Seru:m 
e1ecto1ytes were sodiun 146 mEqfL, potassium 3.8 mEqjL, chloride 
84 mEqjL, and CO2 8 mEqjL. Arterial blood pH was 6.84, po, 175, 
and pee 22. The patient was treated with bicarbenate, 
dexamethtsone, dopamine, furosemide, oxygen, and physostigmine, 
and then transferred to the Medical Center Hospital of Vermont 

Upon arrival the patient was deeply comatose and 
hyporeflexic. Repeat serum electrolytes gave a potassium of 2.9 
mEqjL and a CO~ of 3 mEqjL. CSF examination disclosed an opening 
pressure of 2ZO mm H 0, a normal protein and no cells. Therapy 
was continued with btcarbonate, hemodialysis, and dexame_thasone. 
The patient remained deeply comatose and support was discontinued 
on the sixth hospital day. 

The general autopsy showed superficial ulceration of the 
trachea secondary to intubation, and mild to moderate 
centrilobular fatty change of the liver. There was no evidence 
of pancreatitis or of renal tubular necrosis. The brain was 
edematous and weighed 1540 grams following fixation. The 
ventricular spaces were nearly obliterated, and uncal and 
cerebellar herniation was present. Bilateral hemorrhagic 
necrosis of the putamen was evident. The white matter of the 
frontal, temporal and occipital lobes appeared greyish and 
necrotic with a thin rim of normal appearing white matter at the 
grey-white matter junction. 

Material submitted: One 2X2 Kodachrome of cerebral hemispheres 
at the coronal level of the mammillary bodies 
One LFB/H+E slide from frontal lobe 

Points for discussion: 1. Diagnosis 
2. Pathogenesis 
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