
CASE 1 

Submitted by Sunhee Lee, M.D., G. R. Wayne !>'tore, M.D., and 
Dennis W. Dickson, M.D. 
IJeJ;artrrent of Pathology (Neuropathology), Albert 
Einstein College of !<JeC.icine, Bronx, N.Y. 10461 

Reference :N::J.: A87-94 

Clinical Abstract; 

1988-1 

Tr-e patient was a 32-year-old Hispanic male with Kleinfelter's 
syndrane and a long histo:ry of schizoaffe:tive disorder. He had been 
treated with a rnmber of antipsychotic medications, including 
phenothiazi.nes and butyrophenones. He developed tardive dyskinesia that 
was refractory to treatment. In attarpts to cantrol crnplications of the 
neuroleptic therapy, he had recently been given tetrabenazine, an 
experinental presynaptic dopamine blocking agent, anj was being follC7NeCi 
in the MJvement Disorder Clinic of COlurrbia University. 

On the day of admission. he was found wandering in the street with 
bizarre bcdy :m::rverrents and shortness of breath. He was brought to the 
emergency rcx::ro where he was noted to be tremulous, tachypneic, 
tachycardic, and l..U1able to respond to questioning. The physical 
examination rev-ealed a tall, thin rrale in respiratory distress with 
continuous lip smacking and bcc.y rrovanent. The tenperature w-as 1040 F, 
BP 190/98. and RR 36. He was unable to loosen his ja'N. The neurologic 
exam. 'WaS otherwise unrenarkable. The general physical examination. except 
for small testes, was unremarkable. 

The patient net the criteria for neuroleptic malignant syndrare (~) 
and was given Dantrolene and Brarccriptine an an emE!rgency basis. Despite 
aggressive therapy, including a cooling blanket, it was not possible to 
lower his terrperature. 'I\vo days later he had a witnessed respiratory 
arrest fran which he was iIrnediately resuscitated. Throughout his course 
his bleed sugar and oxygenation were within nomal limits. He. hcwever. 
rerrained unresponsive to verbal carmands and painful stimuli. A 
non-contrast cr scan was negative. The EEG sl'..owed diffuse gray natter 
dysfunc:tian. He developed laboratory evidence carpatible with 
rhabdanyolysis with Ca< of 32.060 (0% ME f:ractians) and elevated LDH 
(1500), soor (1,550), and SGPr (1l,020). flYpe<pyre><ia continued 
throughout his hospital course. 

DelWite broad-spectrum antibiotic therapy, his fever spiked to as high 
as lO6'-'F. He developed flexion contractures and later septicemia by 
Candida and Proteus. A feeding gastrostany was placed and he received 
parenteral hyperalirrentation. Four IOClIlths after his .admission. his family 
requested that he receive no further diagnostic procedures, no antibiotic 
therapy, and no resuscitation in the event of cardiopulIronal:Y arrest. One 
week later he died. 

Alltq>sy findings: 
The bIain was grOSsly unrare.:tkable. There were multiple 

microabscesses. sane of which contained. yeast with pseudohyphae. in the 
viscera and bIam.. The cerebral cortex and hi~anplS were free of 
anoxic-ischanic changes. 

M3.terial subnitted: One H&E slide of cerebelllml. 
Points for discussiau 

What is the nature of the changes in the cerebellum? 



CASE 2 

Submitted by: Drs. Susan MorgeUa and Hilda Laufer 
Departments of Pathology (Neuropathology) 
Cornell University Medical College 
New York, New York 
Queens Hospital Center 
Queens, New York 

Reference No.: A86-52 

1988-2 

Clinical abstract: The patient was a 22 year old Haitian male who presented 13 months prior to 
death with a two month history of nausea, vomiting. headache, transient righi-sided weakness 
and intermittent diplopia. He had emigrated to the United States at the age of 19, and denied 
homosexuality or intravenous drug abuse. On admission to Queens Hospital Center his 
neurological examination revealed upper and lower e~remity tremors and right lateral gaze 
nystagmus. Analysis of the CSF revealed 184 WBC/jII with SSOIa mononuclear cells and 2% 
polymorphonuclear cells, 310 RBC/ul, glucose 11 mg/dl, protein 217 mg/dl, inflammatory 
cytology, and negative results on VORL, latex fixation for cryptococcal antigen and 
counterimmunoelactrophoreisis for meningococcus, Haemophilus influenza and pneumococcus. 
Head computerized tomography (CT) demonstrated hypodense lesions with mild contrast 
enhancement in the left frontal lobe and at the genu of the left internal capsule, consistent with 
subacute infarcts. The patient was placed on INH, Rifampin and ethambutol. 

The patient returned 8 months later with complaints of frontal headache, blurred vision, 
weakness, fatigue, slow deterioration in cognitive abilities, and occasional urinary incontinence. 
On admission he was oriented to person and place, and had slowed speech and impaired short term 
memory. He displayed bilateral frontal release signs and was diffusely hyperreflexic and ataxic. 
Lumbar puncture yielded 79 WBC/ul with 82% lymphocytes, 16% polymorphonuclear cells and 
2% monocytes, 12 RBC/ul, glucose 18 mg/dl, and protein 208 mg/df. Head CT showed the 
previously noted areas of infarction and a new hypodensity in the left parietal lobe. The patient 
underwent a cerebral angiogram, which demonstrated multiple areas of stenosis and occlusion in 
all branches of the Circle of Willis and hypertrophy of collateral vessels at the base of the brain 
in a "puff of smoken appearance. One month after admission the patient developed generalized 
tonic·clonic seizures. Over the remaining 4 month hospital course he experienced a gradual 
decline in cognitive function, punctuated by intermittent seizures. Two days before death the 
patient developed a Pseudomonas aeruginosa urinary tract infection. He subsequently became 
lethargic, developed clinical sepsis, and died. 

At autopsy, the base of the brain was covered by thickened, fibrotIc leptomeninges. ArterIes 
of the Circle of Willis were markedly narrow, firm, grey and nodular to palpation. On section, 
multiple areas of recent and old necrosis were present throughout the cerebral and cerebellar 
hemispheres. 

Material submitted: H & E and unstained slides from basal ganglia or cerebral cortex 

Points for discussion: Diagnosis 
. , 



Case # 1988-3 

Submitted by: Eun-Sock Cho M.D. and Amyn M. Rojiani M.D. 
Department of Pathology- Division of Neuropathology, 
UMD- New Jersey Medical SchOOl, MSB C-559 
185 South Orange Avenue 
Newark, New Jersey 07103 

Clinical Abstract: 

1988-3 

This was a 36 year old male with a history of intravenous drug use. The patient 
was well until two weeks prior to admission when he began to have headache 
associated with some nausea, vomiting and altered mental status. OVer the next 
two weeks he developed fever, night sweats without chills and his mental status 
continued to deteriorate. The day prior to admission he became combative and 
hostile. On the morning of admission he fell and hit his head on a radiator 
without loss of consciousness. His wife stated that he had been short of breath 
for approximately one week. Past history was significant for untreated moderate 
hypertension. He had been incarcerated in prison for four years until three 
weeks prior to admission. 

Physical examination revealed generalized lymphadenopathy, oral candidiasis, 
nuchal rigidity, stupor and hyperreflxia with no focal neurologic signs. Lumbar 
puncture showed opening pressure 48 mm, cells 85(89% L, 5% P, 3% M), glucose 
24, protein 121, lactate 3.8, gram stain-negative, India ink-budding yeast and 
crytococcal antigen titer 1:1024. Blood culture was positive for yeast. Serum 
antibody test for HIV-l(Elisa) was found to be positive three weeks after 
admission. A CT scan of the head was negative. The patient was treated with 
Amphotericin Band Fluocytosine for ten weeks and was discharged when his . 
condition improved. 

He was readmitted 8 days after discharge with confusion, considerable recent 
weight loss, fever (101~ F) and chills, also complaining of muscle weakness. On 
neurological examination the patient was confused and was only oriented to 
person and place. Level of consciousness was poor. Reflexes were 3+ in upper 
and lower extremities. White blood cell count on admission was 3600. Lumbar 
puncture revealed 3 polys, 2 RBCs, protein 77, glucose 39, lactate 2.2 and 
CSF crytococcal antigen titer> 1:1024. CT scan on the night of admission 
showed mild, generalized cerebral atrophy. No focal lesions were seen. Once 
again the patient was treated with Amphotericin B. His mental status waxed and 
waned during his hospital stay. He became comatose and was found apneic and 
pulseless on the 26th hospital day. Resuscitative efforts were unsuccessful. 

Material submitted: One H&E and one unstained slide of cerebrum 

Points for discussion: 1. Diagnosis 
2. pathogenesis 



1988-4 

Case 4 

submitted by: Drs. Jans Muller and Robert P. Hooker 
Departments of Pathology (Neuropathology), Indiana University 
Medical Center, Indianapolis, IN 46223; and University Heights 
Hospital, Indianapolis, IN 46239 

Reference No.: NP 87-272 
Clinical Abstract: 
This 40 year old white female started to develop, 18 months prior to her death, 

some mild thoracic back pain which was rapidly followed by flaccid paraplegia, first 
of the lower extremities but within three weeks also with weakness of the upper 
extremities. There is no significant previous medical history. She worked at the 
time as an aide in a nursing home. There is no family history (parents, sibs, 
husband, children) of neurologic disease, apart from a brother who died from a 
ruptured aneurysm. Investigation at the time of the initial illness (CT scans, 
MRI, myelography in addition to the usual laboratory workup) did not resolve the 
issue. The differential diagnosis was multiple sclerosis (the spinal fluid findings, 
mild elevation of the proteins only mild increase in immunoglobins, no oligoclonal 
banding, cell counts normal, were not supportive), intramedullary neoplasm, a para
neoplastic syndrome (a repeated search for occult neoplasm was negative and no tumor 
was found at the time of the autopsy) and transverse myelitis. The further course 
will be summarized: 

1. After a period of paraplegia with bilateral Babinski, motor and sensory 
function below the waist ceased entirely. In the upper extremities weakness of 
all muscle groups during her next to last admission a few weeks before her death 
was rated at 2 out of 5. 

2. Repeated myelograms did reveal, about 6 months after the onset of the first 
symptoms, perhaps some enlargement of lower cervical cord, with a mild increase 
in signal seen in the MRI. A laminectomy was performed, the cord did indeed seem 
somewhat swollen. A small biopsy was obtained from the periphery which was read 
as showing gliosis. 

3. She did show some decrease in mentation of 
she was often (decubitus, urinary tract infections, 
last admission paralysis was total from C3 on down. 

uncertain significance since 
pneumonia) very ill. On her 

4. There were questionable visual field losses which at first improved. 
were no changes in the eye grounds at first but during the last admission optic 
atrophy was noted. 

5. The autopsy revealed aspiration pneumonitis. 

There 

At the time of autopsy the cerebrum, cerebellum and most of the brainstem were 
normal; there are however some histologic changes of the same nature as those noted 
in the spinal cord in the optic tracts (the optic nerves or chiasm were not avail
able). The spinal cord was involved over its entire length although the involvement 
in the lower portions was much more severe than in the upper portions. There was 
also evidence of a small cavity with macrophages and the like at the site of the 
prior surgery from which no section is submitted. 

Material submitted: 

1 section Hematoxylin Eosin 
1 section Phosphotungstic Acid Hematoxylin, counterstained with Chlorantine 
Fast Red 

1 unstained section 



Submitted by: 

Reference If 

1988-5 
CASE 5 

Dr. Jose M. Bonnin. Department of Pathology, Methodist Hospit.al, 
Indianapolis, Indi'ma ",_ud Dr. Jul~u H. Garcia, Department "f 
P.o:.thology, university of Alabama at tlirntingham. Rirmingham. 
Alabruna 

16912 

A 33 year 01..-1 bla.ck man with a h_;_story of paranoid ;:;chi-zophr'2'-uia was transferred 
from a state hospital tor evaluation of a slowly progressive neurological deter
ioration. Two years earlier, he was found to have ataxia with mild proxfmal 
weakness. diffuse hyperreflexia and normal plantar response, stocking-glove 
s;:ns;:;ry deficit [or paiu and a posit1v~ Romberg sign. There were no alterations 
in mental status or cranial nerve functions. Mtiscle tone was normal. There was 
no clinical evidence of a spinal cord lesion and:nerve conduction studies and a 
mnscle hiorsy were normal. A CT scan of the head showed minimal bifrontal atrophy 
and mild dilatation of the lateral ventricles. 

Thirteen months earlier his condition suddenly deteriorated and became sleepy, 
confused and disoriented as well as hypotensive. This was thought to be a side 
effect of the antipsychotic medication whIch was adjusted. Over the following 
weeks his ataxia worsened and had several near-syncopal episodes. EEGs and a CT 
scan of the head as well as an extensj.ve laboratory work-up did not provide any 
clues ~s to the cause of his condition. Over the ensuing months. he became 
increasingly irritable. ~onfuspd and disoriented with slurring of speech. hyper
somnia, increased use of profanity and inability to follow simple commands. 

Five months earlier. a lumbar puncture yielded a fluid with a total protein of 167. 
glucose 40, IgG 30.4. IgG synthesis ratio 179 and Ig beta:gamma ratio of 0.2. 
VORL and oligoclonal bands were both negative. An MRI scan disclosed small lesions 
in the left internal capsule and right basal ganglia. Visual and '·prain evoked 
potentials were abnorma!. Mt!lt!.ple sclerosib was considered a~ a two-week ACTH /J _. 
trial was given l.rith considerable improvement of his mental status. speech and 
gait. However, he soon returned to the previous status after cessation of therapy. 
One month prior to being admitted to the University of Alabama Hospi~al, he 
became comatose. 

On admission, he was unresponsive with right preferential gaze and head turned 
to the right. Corneal and gag reflexes were present. He withdrew all extremities 
to noxious stimuli ana had dicorticate posturing of the upper extremities. Tone 
was increas~d in upper extremities without cog wheeling or plastic component. 
Soon after admission the patient suff~red a respiratury arrest. At the intensive 
care unit no electrical activity could be detected on EEG and there were no 
brain stem functions, clinically. After discllssing with the family. all life 
support measures were discontinued. 

The general autopsy revealed no gross abnormalitiel'l. The b!'airt was of normal 
weight and the leptomeninges had a slight whitish discoloration. Thece were no 
focal lesions. The prosector did not remove the spinal cord. 

Material submitted: One H&E stained and one unstained sect.ions of the. cerebrum. 

Point for discussion: Diagnosis 



1988-6 

CASE 6 

Submitted by: Debra B. Novotny, M.D., Frederick G. Dalldorf, M.D., 
and Kinuko Suzuki, M.D. 
Department of pathology 
university of North Carolina 
Chapel Hill, North carolina 27514 

Reference No.: A-87-112 

Clinical Abstract: 

M.L. was a 75 year old white man who was in excellent health 
until three years antemortem when he began to note progressive 
bilateral multiple joint pain and swelling. He was initially treated 
with NSAID, but he subsequently required Prednisone therapy for 
approximately one year antemortem. His past medical history was 
notable for >100 pack years of cigarette smoking. 

M.L. presented to clinic 2 months antemortem with a 6 month 
history of progressive general malaise, anorexia, dyspnea on 
exertion and a 60 pound weight loss. He denied fevers, chills or 
night sweats. A chest x-ray revealed a poorly-defined nodular 
density in the lateral right upper lobe. The lung fields were 
otherwise clear. An EGD revealed candidal esophagitis attributed to 
chronic steroid therapy. He was treated with a 2 week course of 
oral Nystatin. 

M.L. was last admitted 6 weeks antemortem for further 
evaluation of weight loss. A repeat EGD showed resolution of the 
esophagitis. He was anergic to PPD and control skin test antigens. 
An abdominal CT scan revealed only pleural and pericardial 
effusions. An ECG showed first degree AV block and bundle branch 
blocks. Shortly after admiSSion, he had an episode of high anterior 
chest pain of 30 minutes dUration without radiation or diaphoresis. 
A repeat ECG showed second degree AV block necessitating placement 
of a pacemaker. A myocardial infarct was ruled out by serial 
cardiac isoenzymes. High resolution electrocardiography revealed 
possible intra-Hisian disease. An echocardiogram showed fused, 
thickened aortic valve cusps and a moderate to large pericardial 
effusion. 

M.L. continued to have recurrent episodes of atypical chest 
pain attributed to angina, pericarditis, or recurrent esophagitis. 
Serial chest x-rays showed perSistent bilateral effusions and 
atelectasis. He subsequently had a fatal cardiorespiratory arrest. 

The patient had no clinical signs or symptoms of neurologic 
disease throughout his course. The brain weighed 1430 gm. The 
cerebral dura and falx cerebri were thickened and had focal 
nodularity. There was diffuse, firm, homogeneous, yellow-white 
thickening of the leptomeninges along the medial surfaces of the 
cerebral cortex adjacent tn thp f~. 

Material submitted: One H&E and one unstained slide from the left 
medial parietal lobe 

Points for discussion: 1. DiagnosiS 
2. ASSOCiated systemic findings 
3. Clinicopathologic correlations 



CASE 7 

Samuel M Chou, M.D. 
Department of Petnology (NeUl'"opathologV) 
Cleve lana CI inie Foundation 
Cleveland, OH 44106 

3.97-9422 

Ttl i 5 42.-year-o I <:1 woman first e;<.:per- i encea "funny fee I i ng5" 
of the right great toe about four years ago, that sensation 
graaua I I Y spread to j nlfo I ve the <)ther t')es Funny fee lings 
inc I ucea t i ng ling I pins ana neea I es I ho t ana co I a sensa t ions 
recur-rea and worsene,:! aur I ng tile past severa I monthS before 
the admission for surgery One year after tne onset of funnY 
fee I I ng5, sne started to exper i enee pa i n in U-18 r i gnt toes 
WhiCh later spread to tne Whole right foot The pain was 
continuous, intermittentlY severe, affected her during weight 
bearing ana at rest, and interfered With sleep She al~o 
exper I enced some po. i n in the r i ';rht co. I f musc 1 e. On 
~xamlnation the ,i'Jht toe was hyperpathic and '~y5t0nic, 
aemonstr-ating peelll iar- InvOluntar-y toe movement T~le r-ight 
popl iteal fossa felt ful I and tender to percussion She had 
no ,:tifflculty in manipulating her right toe during all tests 
Of gait and station. However, once any type of manual 
examination on the right foot was attempteCl, She t),ought tJle 
foot ana toes into plantar flexlOh and would not relax tnem 
ThiS maae testing of the rignt ankle jerk impo5siDIe 
sensor-y examination was normal There was an equivocal 
positive Tinel's phenomenon witn perCUSSion of the rignt 
posterior tiDial nerve at the medial malleolus. Ther-e was 
tender-ness over the right metatarsal ar-et,. The straight leg 
ra i sing test was negat i ve. EMG locO. r i .::ea a I as i on between 
the miO thigh and above the knee. An MRI (to be shOwn) 
reveald a right tibial nerve tumor which measurea 15 cm in 
length, 1 8 em in Oiameter and was spinale in snape and was 
r-emoved on 4/15/87. Six months later, She continued to have 
pain in her calves with some dysestnesias CarefUl Iympn 
nOde examinations and repeatea Chest x-rays were ne';Jative and 
She was doing well otherwise one year after the surgery 

One H&.E sl ioe from rigl,t tibial 
nerve tumor 

2.) One unsta i ned s I i de from the same 

EQ1D1§ 2£ Q.i.§9.b!§.:;:..!.9D' 1) 

2) 
Diagnosis 
pathogenesis ana correlation Of: 
a) onion-oulb formation 
0) Iymphofoll iclar formation 
C) vascu lit is 

3) CI inieopatnologic correlation 

1988-7 
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Ms. C. W. 58721187 8-1531 

J. M. BILIlIID. M. D. 
ST. MICHAEL'S IICSPITAL 

- ! " 

CLINICAL SOMHARY 

1988-8 

CASE 8 

TIilil 43-year-old '>:"D'" ...... initially admitted to the 005Pi tal in March 1986 
because of .sudden On5et of ab:iominal pain arrl elevated WOC in blood. She 
I.lllden;ent a laparotomy for a preg~i ve diagnosia of towel ohet.ruction. 
Attaciol of arthri tia and bloated abdomen eIlBued. 

MlIDICAL HISTORY, L\lring childOOod, sM cemplained of "growing psins" in her 
knees from the age of 8 to 10. In her teeIlf!, she experienced fleeting skin 
rashes. abdominsl pains, and an =tomy. Beginning at the age of 22, she 
started to have episodic attacks of fever. painful rashes ab::rut face am feet. 
and joint ;;>ain with swelling lasting 1 to 2 days. At too age of 25. SM 
I.lllden;ent a cholecystectomy and a knee arthroscepy. By the time she was 30 
years of age. she had had 3 pregnancies ending in miscarriages. Bstween the 
ages of 30 to 32, SM had exploratory laparotomies for towel oretruction. a 
right oophorectomy, and hysterectomy. Bstween the ages of 37 to 43, she 
suffered attaciol every 5 IIDnthe COIlBiating of fever. and abdominsl and joint 
pains. 

Starting June 1986. she began to receive non-steroid anti-inflammatory drus:5 
with dramatic in1Provement in her synptomo and indeed. the patient said she has 
never felt better in her life. Because of severe side effects. are was unable 
to talre oral msdications and a lIl.cknen line was inserted. Over the next 7 
nnnths. she experienced several severe epis0de5 of inflanmation ani infection 
about too line which had to be treated with intravenous heparin. antibiotics 
and local resection of the affected area. In January 1987 at the pstients 
req"",t and becsuse of poor centrol of the at_, the intravenous 
anti-infl ...... tory medication """ increased. Nine days later. 500 developed 
severe generaliaed I1llScle weakness. tingling in all limre. bladder retantion 
and towel incontinence. TIilil progressed rapidly to the POint thst the patient 
became totally paralyzed with a dense 5en5ory 1~5 from her t.oea up to ~ 
neck. 1M neurological consul tent felt that thia was a case of Guillain-Bsrrf 
syndrome, however, the CPK was 1500 un1 ts. Em examination diaclceed a mixed 
myopathic and neuropathic picture. Her synptoms began gradually to resolve, 
al trough the patient was slow in regaining her strength and sensation. By the 
time the patient was diacharged home on June 20. 1987. her sensation had 
returned to the mid-portion of her right foot and to the bsll of the left foot 
and. sh2 was able to walk with the assistance of a four ~ter cane. In early 
June 1987. she again developed a feeling of weaknees and fatigue with 
tenderness over the Hic~ line site. At thia POint. I1llScle bio);<lies were 
performsd. 

Section 5Ubnitted. Deltoid Muscle: HBrE. EM photograph. .- . 





1988-9 

CASE 9 

Submitted by: Marjorie Grafe MD, PhD, Clayton Wiley MD, PhD, and Henry Powell, MD. 
Department of Pathology. University of California, San Diego. 

Reference No: S87-6719 

Clinical Summary: 

The patient was a 67 year old woman with the chief complaint of weakness. She 
had a 15 year history of polyarthritis and chronic obstructive puhnonary disease. She was given the 
diagnosis of rheumatoid arthritis 10 years ago and has been treated pericxiically with prednisone since 
that time. She was started on penicillamine in 1979 and initially had a good response, but recently 
this had been less effective. Methotrexate treatment was begun nine months ago. One year ago she 
began complaining of leg weakness, with difficulty climbing stairs or rising from a chair. At this time 
she also complained of low back pain and lower extremity paresthesias. Nerve conduction velocity 
and EMG studies indicated either nerve root or intraspinal disease. Radiologic srudies of her 
lumbosacral spine showed degenerative joint disea~ but no significant stenosis. She was treated 
conservatively, with resolution of the back pain and paresthesias, but was left with a residual, slowly 
progressive weakness, which by now left her bedridden much of the time. The differential diagnosis 
under consideration for her weakness was radiculopathy vs. steroid myopathy vs. penicillamine 
myositis. A biopsy of the right qu~ceps muscle was perlormed. .. 

Material submitted: One toluidine blue stained plastic section of muscle 
One kodachrome of frozen H&E section 
One kodachrome of frozen NADH section 

Points for discussion: Dia osis. 



CASE 10 

Submitted by: Mario Kornfeld, M.D. 
Department of Pathology 
University of New Mexico 
School of Medicine 
Albuquerque, NM 87131 

Reference Number: 0-1387 

Clinical Abstract: 

1988-10 

This was d 52-year-old female with a long history of headaches which 
became severe the year before admission when she had several dizzy 
spells, experienced episodes of burning sensation on the right side of 
the face, and fainted on one occasion. 

On admission the neurologic exam was unremarkable. Both the CT and 
MRI head scans showed what was interpreted as a large right temporal 
cystic lesion with a medial mass. Craniotomy disclosed a large firm 
temporal intraventricular lesion which was partially excised. An 
increase of intracranial pressure after the surgery was controlled 
with a ventriculostomy and repeated lumbar punctures, but a pneumonia 
supervened. The patient lapsed into coma and died on the twelfth 
postoperative day. Autopsy revealed no major visceral pathology. 
Brain contained a sickle-shaped, firm, gray mass which filled the 
right atrium and extended into the inferior horn for a distance of 
35 mm, gradually tapering off. There was a massive intraventricular 
hemorrhage, extensive necrosis in and around the operative field, and 
a right-sided trans tentorial herniation. 

Material Submitted: 

One 2 x 
Two H&E 

a) 
b) 

2 Kodachrome of gross lesion in 
stained slides: 

leSion in the atrium (biopsy) 
lateral ventricle (autopsy) 

Point for Discussion: Diagnosis 

the right atrium. 



CASE 11 

Submitted by: Tim Smith, M.D. 

Reference No.: 

Department of Pathology 
Wilford Hall USAF Medical Center 
Lackland AFR, San Antonio TX 78236-5300 

Clinical Abstract: 
k 

1988-11 

The patient is a 31 y/o Filipino female who, in the summer of 1987, had clinical 
symptoms consbting of severe headache in the left parietoccipital region followed 
by generalized shaking, diaphoresis, hyperventilation, palpitations, and right 
homonymous hemianopsia. She had several attacks in the past but the one in the 
summer of 87 was notably worse. She has had similar but much milder attacks since 
she was a senior in high school. The attacks increased in frequency and severity 
during college. She was evaluated at the beginning of college and was thought 
to have some form of epilepsy and was treated with Tegretol and Phenobarbital. The 
medications were ineffective and she discontinued them herself. The attacks la!:!t 
about 15 to 30 seconds but often last longer. During the most singificant attack, 
in the sunnner of 87) the hemianopsia lasted approximately two (2) hours. After 
that attack, she wa!:! hospitalized and a CT scan revealed a large nonenhancing lesion 
in the left parietal lobe. A small amount of blood was also noted adjacent to 
the lesion. 

SOCial, family, and past medical history were noncontributory. A review of 
systems was also noncontributory. Physical examination revealed a well nourished, 
well developed 31 ylo Filipin~ female. Mental status examination was normal. All 
cranial nerves were intact. Muscle groups were normal in strength without 
assymmetry. She possessed no cerebellar signs nor sensory deficits. Proprioception 
and vibratory sense were normal. Deep tendon reflexes were similarly normal in 
both upper and lower extremities. 

MRI and CT scans showed a left parietal lobe mass. Angiogram was 
!:!howed abnormality with deficit activity originating from the area 
parietal lobe. Patient was taken to surgery and the mass was removed. 

normal. 
of the 

EEG 
left 

The spec imen 
gyral structures. 

consisted of a large firm mass embedded in easily recognizable 
The mass measured 4x3x3 cm and was adjacent to the meninges. 

Material !:!ubmitted: One 3 X I H & E stained slide from the lesion 

Points for discussion: 1. Diagno!:!i!:! 
2. Pathogenesis 
3. Prognosis 
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