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CASE 2006-1 
 
 
Submitted by: William W. Pendlebury, M.D. 
  John H. Lunde. M.D. 
  Department of Pathology 
  University of Vermont 
  Given Building Room D209 
  89 Beaumont Drive 
  Burlington, Vermont 05405 
 
 
Clinical History: 
 
The patient was a 58 year old woman, previously healthy, who developed weakness and 
persistent sinusitis two weeks prior to hospital admission. She was treated with 
antibiotics, but developed nausea, vomiting, posterior cervical lymphadenopathy, and 
diarrhea. Changes in mental status prompted an emergency room evaluation (3/24/05). 
CT scan of the brain was negative, as was examination of CSF, including PCR for 
viruses. A CBC showed lymphocytosis (absolute lymphocyte count 6580/ul). She was 
discharged with a diagnosis of “viral illness”, but admitted to the hospital one day later 
(3/25/05) with confusion, fatigue, declining mental status, and urinary and fecal 
incontinence. Initial evaluation included an abdominal CT scan that revealed 
splenomegaly, and a brain MRI scan that revealed multiple, ovoid, non-enhancing 
abnormalities in cerebral and cerebellar white matter. A lupus inhibitor was positive. Two 
days later (3/27/05), a right frontal brain biopsy was performed revealing proteinaceous 
deposition. On 3/29/05, serum protein electrophoresis with immunofixation showed free 
monoclonal kappa light chains, and a systemic analysis for cryoglobulin was negative. 
All studies for infectious etiologies were negative. A subsequent bone marrow specimen 
with flow cytometric analysis showed malignant non-Hodgkin’s lymphoma, B-cell type 
with a non-specific immunophenotype. Cytogenetic analysis of the marrow specimen was 
performed. The patient was treated with Rituximab, high-dose steroids, and 
plasmapheresis. On 3/30/05, a repeat brain MRI showed progression of the intracranial 
lesions prompting the patient to be started on Cyclophosphamide. Ultimately there was 
no response to chemotherapy, and the patient became comatose. Repeat analysis of CSF 
was negative for malignant cells or infection. She died on 4/10/05, approximately 30 days 
after the onset of her illness. 
 
 
Necropsy Findings: 
 
The general autopsy showed pulmonary congestion; hilar, mediastinal and abdominal 
lymphadenopathy; and splenomegaly. Microscopic examination revealed a non-
Hodgkin’s lymphoma involving spleen, lymph nodes, bone marrow, and lungs. 



Additional information about the lymphoma, and gross and microscopic features of the 
brain, will be presented at the slide session. 
 
 
Material submitted: One H&E section of cerebral hemisphere with lesion; one unstained 
slide. 
 
 
Points for discussion: 1. Diagnosis 
   2. Pathogenesis 
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Case 2006-2 
 

 
Submitted by: Adekunle M. Adesina, M.D., Ph.D., Takei Hidehiro, M.D., Jim 
Versalovic, M.D., Ph.D. and Megan Dishop, M.D. 
Department of Pathology, Texas Children’s Hospital, Baylor College of Medicine, 
Houston, Texas 77030 

 
The patient was a 20-year-old male with a four year history of chronic myelogenous 
leukemia who was admitted for a third bone marrow transplant after relapse.  He was 
admitted for conditioning with Busulfan, Fludarabine and Campath following which he 
received a 4/6 HLA matched related donor peripheral blood stem cell transplant. The 
transplant failed to engraft and he subsequently developed extreme neutropenia and 
recurrent fever unresponsive to various combinations of antibiotics. Fever was associated 
with headache and neck stiffness. Initial CSF analysis revealed no pleocytosis or 
significant alteration in CSF glucose and protein. CSF cultures failed to yield any 
organisms. His neck stiffness continued and later progressed to confusion followed by a 
state of “CNS depression”. CT scans of chest, abdomen and pelvis failed to reveal any 
significant abnormalities. CT and MRI of the brain showed findings suggestive of early 
communicating hydrocephalus. He continued to receive antibiotics. Due to failure to 
engraft and persistent mental status changes, DNR orders were written after consultation 
with family. He remained unresponsive to therapy and died after hospitalization for 5 
weeks. Consent for an unrestricted autopsy was given. Significant findings included 
hemosiderosis secondary to chronic transfusion therapy, lymphoid depletion in the lymph 
nodes and spleen, cutaneous features of graft versus host disease and acute tubular 
necrosis with focal regenerative changes. The brain was swollen with prominent uncal 
grooves, bilaterally. A whitish discoloration was noted along the leptomeningeal vessels. 
The lateral ventricles contained a slimy material associated with slight greenish 
discoloration of the choroid plexus. 
 
Material submitted: Slide: One H&E stained section of cerebral hemisphere or medulla 
and one unstained slide 
 
Discussion: 
 
What is the diagnosis or possible differential diagnosis? 
 
What additional studies would you recommend to confirm diagnosis? 
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Case 2006-3 
 
Submitted by: 
Patricia A Kirby. M.D. 
Matthew Karafin M3 
Department of Pathology, 
University of Iowa, 
Iowa City, IA. 52242 
 
Clinical History: 
19 year old woman had traveled to Peru in the past and to Mozambique recently on a 3 
week mission. Five days after her return from Mozambique, she complained of 
headaches, flu-like symptoms and pyrexia. She took no medication and told her family 
she would “sleep it off”. There was initial improvement of her symptoms over a 24 hour 
period. However she become progressively somnolent and mildly jaundiced during the 
following 2 days and her family noted she had no urine output. She was taken to her local 
ER where a diagnostic procedure was performed. In view of her deteriorating mental 
status and poor renal function, she was transferred to UIHC. 
Imaging studies reported cerebral edema with FLAIR and T2-weighted images showing 
diffuse hyperintensity in the cerebral white matter and the splenium of the corpus 
callosum. The gradient-echo study showed subcortical hypointensities in keeping with 
hemorrhage. 
Her clinical course was complicated by anemia, thrombocytopenia, renal failure and 
progressive mental status deterioration. In spite of therapy, her EEG reported no cerebral 
activity 5 days after admission and her family elected to discontinue therapy. 
 
Material submitted: Representative H&E section of cerebral cortex and white matter 
 
Point of discussion: 
1. Diagnostic features 
2. Pathogenesis 
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CASE 2006-4 
 
Submitted by: 
Catherine Godfraind, M.D., Ph.D., M. Parent M.D., F. Bonbled M.D., M. Mourad, M.D, 
Th Duprez, M.D. and J. Gigi M.D. 
Laboratory of Pathology, Cliniques Universitaires St-Luc, Catholic University of 
Louvain, Belgium 
 
Clinical History: 
The patient was 68-years-old when she was admitted to our institution because of a  
cognitive disorder. Her past medical/surgical history included two mammectomies for 
invasive ductal carcinoma. The first one occurred at the age of 48 and the second 13 
years later. At the age of 67, the patient underwent kidney transplantation because of 
chronic renal failure secondary to autosomal dominant polycystic kidney disease.  
The present illness began 7 months prior her admission. After falling, the patient 
complained of pain while walking. A pelvic fracture was revealed by x-ray examination. 
Simultaneously, an asymptomatic pelvic mass was disclosed. Because of a biological 
inflammatory syndrome and the inability to access and needle biopsy this pelvic mass, 
blind antibiotic therapy was prescribed. Six months later, the patient developed cognitive 
changes. Brain MRI revealed the presence of three hemispheric lesions. Meanwhile a 
treatment was started but the patient died three weeks later. 
 
Necropsy findings: 
General autopsy showed presence of a large pelvic abscess also involving the hilum of 
the transplanted kidney, the uterus and the fallopian tubes. Liver and kidney polycystic 
lesions were observed as well as a small old heart infarct. 
Macroscopic brain examination confirmed the presence of three large white matter 
hemispheric lesions with a necrotic grey center and a discrete black border outlining 
periphery of each lesion.  
 

 
 
Material submitted: H&E section 
 
Points for discussion: 

1. Diagnosis 
2. Pathogenesis 
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CASE 2006-5 

 
Submitted by: Kathy L. Newell, MD, Department of Pathology and Laboratory 
Medicine, University of Kansas Medical Center, Kansas City, Kansas 66160, and Charles 
R. Shields, MD, Saint Mary’s Regional Medical Center, Enid, OK 73701 
 
Clinical History: This 59-year-old man with a long history of poorly controlled insulin-
dependent diabetes started hemodialysis in June 2005 for acute renal failure that emerged 
in the setting of acute tubular necrosis.  The serum creatinine was 6.8 mg/dl and the BUN 
ranged to 139 mg/dl, suggestive of end-stage renal disease.  Although some clinical 
improvement was seen following a below-the-knee amputation of the left leg for 
gangrene, resulting from complications of a pressure ulcer, progressive muscle weakness 
and stiffness soon developed. Two months after the onset of acute renal failure, he had an 
episode of generalized body swelling that resolved. However, the patient developed 
contractures, first in the bilateral fingers, wrists, and elbows and subsequently in the 
shoulders bilaterally and the joints of the lower extremities.  He had signs of diabetic 
peripheral neuropathy but no other sensory or motor involvement was demonstrated, and 
no upper motor neuron findings were present.   Four months after the onset of renal 
failure, the patient underwent biopsy of 3 different muscles. Two days prior to biopsy, the 
serum creatine phosphokinase value was 31 u/l. The clinical differential diagnosis 
included a myopathy, diabetic amyotrophy, vasculitis, and atypical calciphylaxis.   
 
Biopsy findings: The left biceps and left quadriceps muscle biopsies showed essentially 
identical histological changes while the left deltoid muscle biopsy showed relatively good 
preservation with type 2 fiber atrophy and mild type 1 fiber atrophy.  
 
Material submitted: Digital “virtual slide” of the hematoxylin and eosin-stained section 
of the left biceps muscle biopsy 
 
Points for discussion:   1. Diagnosis  

   2. Differential diagnosis  
   3. Pathogenesis 

 



47th ANNUAL DIAGNOSTIC SLIDE SESSION 2006 
Case 2006-6 

 
Submitter: Lili-Nazna Hazrati, M.D., William Halliday, M.D. 
Department of Paediatric Laboratory Medicine,  
Division of Pathology, Room 3205 Black Wing,  
University of Toronto,  
555 University Avenue,  
Toronto, Ontario M5G 1X8,  
Canada.  
 
Clinical History: 
This 7 ½ month old male infant presented with an enlarging head circumference that was 
causing concern to his parents and family physician. 
Following an U/S (report suggesting a porencephalic cyst), a MRI revealed: 
 

                     
                                                                          Axial Flair. 
 
Material Submitted: H&E stained slide 
 
Points for Discussion: 1. Diagnosis? 

2. Prognosis? 
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Case # 7 
 

Submitted by: Olivera Časar Borota, M.D. 
Department of Pathology 
Rikshospitalet-Radiumhospitalet Medical Centre 
Sognsvannsveien 20 
Oslo, 0027 
Norway 
 
Protocol 
 
Clinical History: A 55-year-old woman was admitted to hospital due to weight loss and 
progressive headache. Ophthalmologic examination was normal. MRI study revealed a 
3.5 x 3.0 x 2.5 cm large intrasellar tumour mass with moderate, left parasellar growth and 
stretching of the optic chiasm. Endocrinological examination revealed anterior pituitary 
deficiency including GH, ACTH and TSH. The patient underwent transsphenoidal 
surgery with subtotal resection of the tumour.  
 
Material Submitted: “Virtual slide” H and E section of the tumour tissue. 
 
Points for discussion: Diagnosis. Differential diagnosis.  
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Case 2006-08 
 

Submitted by:  Renuka Lakshminarayanan, M.D 
                               Claudia M. Greco, M.D 

    Dept. of Pathology & Lab Medicine, University of California, Davis 
                               4400 V Street, Sacramento, CA  95817 
 

Clinical History: The patient is a 54‐year‐old female who initially presented to the 
ER with a 3‐week history of nausea, vomiting and headache. Physical examination 
was non‐contributory. A CT scan showed an enhancing lesion in the left cerebellum 
with compression of the 3rd and 4th ventricles. MRI revealed a 2.7 cm solid lesion 
within the left cerebellum, with surrounding edema and prominent blood vessels in 
and around the tumor, suggesting a diagnosis of cerebellar hemangioblastoma vs. 
metastatic neoplasm.  A CT scan of the lungs revealed multiple lesions ranging from 
4 mm to 2 cm, for which a wide differential diagnosis was considered (granulomas, 
hamartomas, and carcinoma). The brain lesion was removed and histopathology 
was compatible with a cerebellar hemangioblastoma. A fine needle aspiration of one 
of the lung lesions was performed, and showed cytological features compatible with 
the cerebellar tumor. Post operative CT scan and MRI of the brain showed no 
evidence of residual tumor, and only blood in the resection cavity. The patient’s post 
operative course was complicated by Hemophilus influenzae pneumonia and deep 
vein thrombosis of the leg, for which she was treated and subsequently discharged. 

Past Medical History: Her medical history is significant for diabetes mellitus and 
hypertension, both under control, and hepatitis C infection. 

Family/Social history: She is married, with 6 adopted children. She works in a 
pathology lab in Redding, CA. Family history is not relevant for cancer or renal 
tumors. 

Present history and hospital course: One year later, she presented with 
recurrence (5 x 4 cm) of the cerebellar lesion with midline involvement. A wide 
excision under Stealth guidance was performed. Histopathology showed the same 
tumor, but with increased proliferative activity (Ki67 expression).  Her 
postoperative course this time was complicated by bleeding and hematoma 
formation at the resection site, which recurred after initial drainage. The patient did 
poorly following her second surgery and progressed to brain death. An autopsy was 
not performed. 

Material Submitted:  H&E stained section of the initially resected cerebellar tumor                  
One unstained slide.  

Points for discussion: 1. Diagnosis 2. Differential diagnosis 
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CASE 2006-9 
 
 
Submitted by:  
 Douglas Anthony, M.D., Ph.D., Dept. Pathology, University of Missouri, Columbia, 

MO, 65212 (573-882-1201; anthonydc@missouri.edu), and  
 
 Umberto DeGirolami, M.D., Brigham and Women’s & Children’s Hospitals, & 

Harvard Medical School, 75 Francis Street, Boston, MA, 02117 (617-732-5457; 
udegirolami@partners.org) 

 
 
Clinical History: 
 A 60-year-old woman presented with recent onset of headaches and change in 
mental status.  She has no significant past neurologic history.  She noticed changes in 
memory over the last month.  Over the last several days, she became less interactive with 
family members and disoriented.  She has a remote history of breast cancer (13 years 
prior, treated with mastectomy and chemotherapy), depression (treated with Zoloft), and 
acid reflux disease (treated with Zantac). 
 MRI showed a homogeneously-enhancing mass in the left frontal lobe, based on 
the dura with a broad base of attachment and with 12 mm of midline shift.  She was 
placed on intravenous decadron and taken to surgery for resection of the left frontal mass. 
 
 
Material Submitted:  1 H&E-stained section 

1 unstained section 
 
Points for Discussion:  1.  Diagnosis 
    2.  Prognosis 
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Case 2006-10 
 
Submitted by:   Syed Ali Jaffar Kazmi, M.D. 
     Fellow in Neuropathology 
    Cheryl Ann Palmer, M.D. 
     Associate Professor of Pathology and Neurology 
    University of Alabama at Birmingham 
 
This 50-year-old African American woman had a past medical history of hypertension 
and Type II diabetes mellitus with retinopathy, neuropathy and a neurogenic bladder.  
She presented with difficulty ambulating in April 2004 and was admitted to the hospital.  
She also described tremor, occasional falls, intermittent slurred speech and periodic 
posterior neck pain with radiation to the temporal regions.  Imaging studies at that time 
revealed diffuse leptomeningeal enhancement of the central nervous system, including 
the spinal cord.  Lumbar puncture did not reveal an infectious etiology for this 
enhancement.  She was treated with a course of steroids, and a follow-up MRI showed 
some improvement in the enhancement. 
 
She was readmitted in July 2004 secondary to urinary retention and progressive lower 
extremity weakness.  Imaging studies revealed continued abnormal leptomeningeal 
enhancement affecting the lumbosacral nerve roots, as well as a lacunar infarction in the 
left basal ganglia.  Abdominal and chest CT scans were negative and ACE (serum and 
CSF) levels were normal.  Electromyography showed bilateral lumbosacral 
polyradiculopathy as well as sensory motor neuropathy.  Biopsy of the brain was 
suggested, but the patient refused the procedure.  Her ambulation was improved with a 
course of intravenous methylprednisolone.   
 
The patient’s final admission was in December 2004 due to a two day history of lethargy, 
speech difficulty and confusion.  She also complained of headache and dysphagia.  MRI 
scans revealed new lacunar infarctions in the subcortical white matter but was otherwise 
unchanged.  CSF Gram stains and cultures were negative and a urinary tract infection 
was treated with ciprofloxacin.  She had a slowly declining neurological course with 
progressive lethargy and obtundation in the weeks prior to her death at home.  An 
unlimited autopsy was requested by the family. 
 
General autopsy revealed the immediate cause of death to be bilateral acute pulmonary 
thromboembolism.  The fixed brain weighed 1410 grams and the leptomeninges were 
thickened and cloudy.  The lacunar infarcts were confirmed, in the left globus pallidus, 
the left putamen and the left corona radiata. 
 
Material submitted:  1 H&E-stained section of neocortex or hippocampus or midbrain 

1 unstained section of neocortex or hippocampus or midbrain 
 
Point for discussion: Significance of biopsy for diagnosis 
 


