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HOST: Stanley Lipper, M.D. 

INFORMATION: Ms. Helen M. McKernan 
(516) 663-2450 

* * * * * 

Reception nod Dinner: 5: 15p.m. -7:00p.m., W-UH Conference Center 

Scientific Se.ssion: 7:00p.m.- 9:00p.m., W-UH Conference Center 

DIRECTIONS: By Trnin: Long Island Railroad .from Penn Station to Mineola Station (approximately 40 
minutes). Mineola Boulevard is one block east of and crosses over the railroad tracks. Walk up the stairs and 

I turn left onto Mineola Boulevard; proceed approximately one block to the Conference Center at the corner of 
Seeond Street. 

By Car: LIE to ex.it 37 South (Wi ll is Avenue); contilme on Will is Avenue approx imately 
2 J/2 miles to Second Street - turn right onto Second Street (last right turn before the railroad tracks). Cross 
.\·lain Street and Mineola Boulevard (you will see the Conference Center on your right as you cross Mineola 
Boulevard). The Main Hospital Building will be directly ahead of you. Cross Third Avenue and enter the 
grounds. (This is the Emergency Room Entrance.) 

Grand Centra l Parkway/Northern Stntc Parkwlly: The same directions apply from. Northern State 
I Parkway, ~xit 2_8 ~outh. The ~orther State Parkway Willis Avenue exit is one block nearer to W-UH than•the 

!.IE from tis W!lhs Avenue exlt. 

PARKING: Enter the Hospital Grounds at the Emergency Room Entrance; tum left at the end of the road. 
Take a parking ticket and park in the lot. When you register, state you parked your car in this 
lot and a red coupon will be given to you. Tlli.s coupon must be presented to the guard on duty 
at the booth as you exit. 

NEXT MEETING 
April 3, 1997 at Long Island Jewish Medical Center 
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CASE IDSTORIES: PATHOLOGISTS' CLUB OF NEW YORK MEETING 

December 5, 1996 

Case #1 
66 year old man admitted from a nursing home, under DNR status, with a history of severe dementia. 
There was a recent history of cough and bloody spurum. He ex-pired of bronchopneumonia. 

Case #2 

Guest discussant: Alex Braun, MD., Veterans Affairs Medical Center, Northport 
Host discussant: Steven Drexler, M.D. 

41 year old female with history of dyspnea and bilateral pulmonary reticulonodular infiltrates. 

Case #3 

Guest discussant: Yale Rosen. M.D., Courtesy Staff, W-UH, Ylineola 
Host discussant: lucien Nochomovitz. M.D. 

64 year old female with complaint of a heavy feeling in her chest when lying down. Chest X-ray and CT 
showed right upper chest mass. 

Case #4 

Guest discussant: Laura Molho, M.D., L. I. J. Medical Center, New Hyde Park 
Host discussant: Joseph R. Eastman, M.D. 

82 year old female with two month history of loss of appetite, 15 pound weight loss, pain in epigastrium 
and right upper quadrant, severe discomfort after eating, constipation and blood in her stools. Right 
hemicolectomy performed. Section submitted from right colon tumor. 

Case #5 

Guest discussant: Ellen Kahn. M.D .. North Shore University Hospital, Manhasset 
Host discussant: Allan L. Schuss. M.D. 

44 year old female with history of diarrhea for I year. treated medically, presenting with cachexia, 
epigastric pain, guarding and rebound tenderness. A 13 em. small boweJ resection was performed. 15 
months later symptoms recurred and an 8 em. small bowel resection was performed (current specimen). 

Guest discussant: Rabia Mir. M.D., Nassau County Medical Center. East Meadow 
Host discussant: George K. Turi. M.D. 



!11311lfM" 
RED 1. swrm. w..o. 
tDA.I'noCE\1 OF PAlDOLOGY 
l't vt"lce."n HOSPITAL 
ID V.'EST I l'n·l Sn.eET 
S£WY01t.K.NY 10011 

vrce PR.eSIDnzr.rr 
XlAX 0, IONB. M.D. 
A.\'ATOM'JC PAnJOLOGY 
Er<I'SlEN·W'PJ:la UOSnTAL 
WS EASTOIE$'TD. llQA.D 
llCMX. NY 10461 

SCCUI'AAY·n.EA!Ult.ER 
sn~JA.o;QS LOWVAADM. M.D. 
DEPM"1'WE'rr OF PAniOLOGY 
ST. CLAU'$ HOIPlrAl. 
.f.!6 WJ:ST SVr!'l) S'J'R.EET 
NEWVOJlK, NY 10019 

PATHOLOGISTS' CLUB 
OF NEW YORK 

MTNUTES OF MEETING 

Winthrop University Hospital 
Thursday, December 5, 1996 

Dr. Fred Smith noted that this was the Club's first meeting 
at Winthrop and thanked our host Dr. Lipper for making it possible. 

Dr. Lipper chaired the scientific session. The membership approved 
the application of three more candidates, Dr. Frank Breuer of Lenox 
Hill Hospital, Dr. Dilip Giri of Kings County and Dr. John Morawski 
ofMaimonides Medical Center. 

Case 1. A 66 year old man with known severe dementia died of broncbopneumcnia. 
Invited discussant: Dr. Alex Braun, VA Medical Center, Northport. 
Host discussant: Dr. Steven Drexler 

Dr. Braun pointed out many cortical neurons containing dense homogeneous cytoplasmic 
inclusions which vary in size but not in shape, and are easier to discern with the Bielchowsky 
stain. They also take the Tau stain, which highiiglit.s a component of the neurofibrillary tangles of 
Alzheimer' s as well as other inclusions. The inclusions consist of microtubular protein. Large, 
pale, distended neurons also can be detected. Inclusions taking the Tau stain are seen in several 
types of dementia: I. Alzheimer's: the well known tangles have amyloid in the center and 
processes in the periphery. But this case exhibits flame-shaped neurofibrillary tangles. 2. 
Progressive Supranuclear Palsy, which is predominantly subcortical (basal ganglia, brainstem), 
shows globose neurofibrillary tangles, visible with H&E but better seen with the Bielchowsky or 
Tau stains. 3. Corticobasal Degeneration, characterized by asymmetric atrophy in the temporal 
and parietal lobes, also has ballooned neurons. Inclusions are looped or coiled in shape. 4. Lewy 
Body Disease which exhibits pink inclusions in the substantia nigra, as well as in the corte.x . The 
absence of a halo makes them more difficult to recognize. These stain with ubiquitin but not with 
Tau. 5. Pick's disease shows ballooned neurons, pale inclusions and Tau protein, therefore this is 
the diagnosis in this man. 
Dr. Drexler demonstrated asymmetric atrophy in the frontal and temporal lobes in the inferior and 
middle gyrus but not the superior. Because of the characteristic shape it has been termed "knife
edge" atrophy. The amphophilic cytoplasmic inclusions are not membrane-bound. Cases of Pick's 
are often misdiagnosed as Alzheimer's. They amount only to 5% of dementia cases, with onset 
from 40 to 60 years. Severe atrophy may be absent EM reveals a mass of 15nm filaments. 

Dx: Pick's disease 
I. Nelson JS et al:(eds): Principles and Practice of Neuropathology, pp 347-349, 1993. 
2. Davis RL, Robertson DM: Textbook of Neuropathology, 3rd ed. pp. 1097-1100, 1996. 
3. Hansen LA, Crain B: Making the diagnosis of mixed and non-Aizheimer's dementias. 

-
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Arch Pathol Lab Med 119: 1023, 1995. 

Case 2. A 41 year old woman with dyspnea and bilateral reticulonodular pulmonary 
infiltrates. 

Invited discussant: Dr. Yale Rosen, Courtesy staff, Winthrop 
Host: Dr. Nochomovitz 

Dr. Rosen emphasized the preferential location of the smaller nodules in fibrous septa, vascular and 
bronchial walls, with destruction of muscle, and also on the pleural surface. They also extend into fat. 
Nuclei are bland, nucleoli small. In some foci cells are spindle shaped and arranged in single file, 
reminiscent of lobular carcinoma of the breast. Some nests with central comedo type necrosis are found, 
and there is extensive permeation of arteries, veins and lymphatics. Cytoplasmic vacuoles do not stain 
with mucicarmine. Polypoid, chondroid masses grow into alveoli. In the differ~ntial diagnosis one must 
consider metastatic carcinoma, as from the breast, and epithelioid hemangioendothelioma. Dail and 
Liebow in 1974 described the tumor designated as TVBAT , which they thought was a carcinoma, 
however Ulex and other stains proved it was of endothelial origin. Typically it occurs in women under 40 
years, and may be seen in soft tissue and bone . CK and CAM 5.2 do not stain the tumor and vimentin 
and Factor Vlll stain vessels but not tumor cells or vacuoles. CD34 staining is mostly negative. CD68 
staining is negative. Dr. Nochomovitz reported that the patient died in eight weeks and an autopsy was 
not performed. There is no effective treatment for this disease. Bone lesions can be resected and some 
patients have lived for up to 20 years. Parenchymal disease occurs in about 20% of patients and they are 
likely to die of it. Tumor grade does not necessarily correlate with the course of the disease. Perkins and 
Weiss recently reported a spindle cell hemangioendothelioma which occurs in the young, exhibits lcsional 
clustering; patients are symptomatic for years. The rumor shows large cavernous spaces, and cellular 
stroma, and either one may predominate. Kaposi's sarcoma needs to be differentiated from this. ln the 
absence of metastases it is not fatal, but it exhibits local spread. 

Dx: Epithelioid hemangioendothelioma of bone 
1. Dail DH, Hammar SP: Pulmonary Pathology, Pp. 1406-14, 1994 
2. Azumi N: Intravascular and sclerosing bronchioloalveolar.. AmJSurg Path 5: 587, 1981 
3. Kleer CG: Epithelioid hemangioendothelioma of bone. AmJSurgPatb 20: 130 I, 1996 
4. Perkins P, Weiss S: Spindle cell hemangioendothelioma AmJSurgPath 20: 1196, 1996 

Case 3. 64 year old woman with right upper chest mass. 
J nvited discussant: Dr. Laura Moll10, L. J.J. Med. Center 
Host: Dr Joseph J. Eastman 

Dr. Molho began by noting the varying cellularity and vague storiform appearance, and the increased 
vascularity. Myxoid stroma and few inflammatory cells are evident. Nuclei are round to ovoid, and 
mitoses are rare. The differential diagnosis is very long, including mesothelioma,hemangiopericytoma, 
inflammatory pseudotumor, leiomyosarcoma, schwannoma, spindle cell thymoma, synovial sarcoma, 
pulmonary hamartoma and solitary fibrous tumor of the pleura. CAM 5.2 (prekeratin) is negative, 
excluding several possibilities, such as mesothelioma, thymoma and synovial sarcoma. Absence of 
reaction to S-1 00 helps exclude nerve cell tumors. Smooth muscle actin stain is negative, but vimentin 
shows diffuse dense staining. CD 34 stain is positive, lending support to solitary fibrous tumor. This was 
first described in the 1930's as a serosal tumor. Based on the pleura, it may be pedunculated, or present as 
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an intrapulmonary growth. Cytologically it resembles a uterine leiomyoma. Symptoms ande signs include 

pain, dyspnea, fever, joint pains, rarely hypoglycemia and pulmonary osteoarthropathy. 1t presents in a 
variety of patterns, with wavy cells, intercellular myxomatous matrix, amianthoid fibers, herringbone 
pattern, and prominent vascularity. It may occur in many non-serosal sites: thyroid, breast, prostate, 
th)llllus, orbit, salivary gland and superficial soft tissues. About 12% are malignant and kill the patient. 
€riteria for malignancy include pleomorphism, increased cellularity, more than 4 mitoses per high power 
field, and size over 10 em. Dr. Eastman advised that the patient was a smoker. The tumor was 
circumscribed, and had a pedicle on the parietal pleura, contrary to the majority of these· which arise from 
the visceral pleura. After six months the patient is well. 

Dx: Solitary Fibrous Tumor 
I. Suster Set a!: Solitary fibrous tumor of soft tissue. AmJSurgPath 10: 815, 1995 
).. Hanau CA et al: Solitary fibrous tumor ... Hum Pathol 26: 440, 1995 
3. Nascimento AG: Solitary fibrous tumor ... Advan Anat Path 3: 388, 1996 

C~se 4. 82 year old woman with weight loss, epigastric and RUQ pain, postprandial discomfort leading 
to discovery of a right colon tumor. 

invited discussant: Dr. Ellen Kahn, North Shore Vniv. Hospit 
Host: Dr. Allan L Schuss 

Dr. Kahn demonstrated solid and glandular patterns in the tumor, with acidic mucus ( alcian blue 
positive) in the latter foci. Signet ring cells in the solid foci are devoid ofmucus.Thi.s combination 
strongly suggests a neuroendocrine component. Such tumors may be predominantly endocrine, or purely 
endocrine, or have equal proportions of endocrin.e a'1d ~xoc!'ine elements, and they have been reported 
under a large variety of synonyms. Neuroendocrine tumors predominate in the midgut. They usually 
present in an advanced stage and are often associated with a second primary (adenocarcinoma of the 
cplon) Survival is poor. Diagnosis requires demonstration of two markers. They should be both 
argentaffin and argyrophil positive. Glands stain with CEA and should be Grimelius negative. 
Chromogranin and synaptophysin are negative. Cytokeratin 7 marks several types of epithelium, 
including lung, breast, ovary and endometrium. CK 20 stains Gl, urothelial and Merkel cell tumors. 
Colorectal tumors typically are CK7 and CK20 positive. The outer zone of this tumor is CK 20 negative. 
Cl< 7 stain is negative on the mucosa side, positive on the outer zone. Therefore, we have two difl:'erent 
(lOpulations of tumor cells. lt appears that there are two clones of tumor cells, indicating primary colonic 
tumor and another adenocarcinoma metastatic to the colonic tumor. 
Dr. Schuss projected aCT image demonstrating a ma.ss in the head and body of the pancreas and a 6cm 
fungating tumor in the adjacent colon. Pancreatic tumor biopsy was CK7 positive, CK20 negative. DNA 
study showed diploid cells in the colonic and aneuploii! in the pancreatic tumor. This is an instance of 
one tumor metastasizing to another. There was no metastatic tumor of the pancreas. 

Dx: Adenocarcinoma of the pancreas metastatic to adenocarcinoma of the colon 
LSaclarides TJ: Neuroendocrine cancer ... Dis Col Rect 37: 635, 1994 
2. Gaffey MJ et al: Neuroendocrine carcinoma ... AmJSurgPath: 14: 1 0.10, 1990 
3. Wang NP eta!: Coordinate expression ofcytokeratins 7 and 20 .. .JAppllmmunohisto 3:99, !995 

Case 5. 44 year old woman with historyi of diarrhea presented with cachexia, pain, guarding and rebound 
tenderness and required resection of a 13 em segment of ileum. Symptoms recurred 15 months later and 
another ileal segment was removed. 
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Invited discussant: Dr.Rabia Mir, Nassau County Med. Center 
Host: Dr. George K Turi • 

Dr. Mir noted that the tumor is transmural with a ·variety of cell types, bizarre large and many small 
lymphoid and other inflammatory cells. Some of these suggest Hodgkin's disease, but the background 
does not support this diagnosis. In addition, Hodgkin's dis.ease is very rare in the Gl tract: only 6 patients 
have been reported in 37 years, only four of which were primary . Ofnon-Hodgkin's lymphomas, B cell 
types m;~y be grouped as l .Marginal zone (MALT), including IPSID, 2. Mantle zone (lymphomatous 
polyposis), 3. Burkitt's or Burkitt-like, and 4. Other types. T cell forms occur either with or without 
enteropathy. 
Sections of the tumor stain with CD 45Ro (many large cells :T cells), CD 30 (activation marker) and 
CD 20 (small lymphocytes, but not larger cells). There is no staining with the pan-T CD3 stain. 
Therefore, this is aT-cell, CD 45Ro positive anaplastic large cell lymphoma of the small bowel, possibly 
associated with enteropathy .The benign mucosa shows villous atrophy, and l;mphocytic infiltration in 
crypts. Benign cells in the lamina propria include many T cells. In 1978 Isaacson reported seven patients 
with "malignant histiocytosis. ln 1979 he showed that one third of primary Gllymphomas stained for 
alpha-] antitrypsin and lysozyme markers. ln 1986 Mir and Kahn reported 76 cases of primary GI tract 
histiocyte-rich lymphomas. Isaacson, using gene rearrangement analysis on fresh tissue, showed that 
thes.e were T cells. These patients have.a long history of sprue, and it is thought that a gluten-free diet 
might protect them from lymphoma. 
Dr. Turi expanded on the history of this patient, advising that celiac disease was noted on biopsy,. an d 
that there was an incomplete. respoJJSe to a gluten-fr~ecdiet. The patieni was cachectic, with severe 
guarding, free air in the abdomen pointing to perforation. Resection of a 13 em segment of small bowel 
was necessary because of a perforation. A circumferential 5x4 em mucosal ulcer with an underlying 
tumor was found. He received chemotherapy and I 5 months later developed pain and obstructive 
symptoms, and an Scm segm~nt was resected (this specimen) . .He died seven months later of advanced 
abdominal disease, without benefit of autopsy. The biopsx showed villous atrophy and intraepithelial 
lymphocytosis. The bowel segment from the last operation was dilated proximal to the constricting 
tumor, and also had small punctate ulcers. CD 3 stain was negative in both specimens. Larger cells stain 
with CD 30 but not the smaller ones. This is an anaplastic large cell lymphoma. Most are CD 4 negative, 
and CD 8 negative when associated with enteropathy. Thery are very aggressive, With few patients 
surviving over 2 years. Most cases are reported in the United Kingdom and in the Mediterrranean region. 

Dx: Celiac disease and enteropathy-associated T ceU lymphoma. 
1. Isaacson P, Wright DH: Malignant histiocytosis. Hum Path 9: 661,1978 
2. MirR et al: Immunohistochemistry of primary gastrointestinal.. .Histopath 10:391,1986 
3. Isaacson Petal: Malignant histiocytosis of the inte;;tine: aT ceU lymphoma. Lancet 2: 688,1985 
4. Isaacson Petal: lmmunciproliferative small intestinal...AmJSurgPath 13: 1023, 1989 
5. Salem Pet at: Primary small interstinallymphoma ... Cancer 59: 1670, 1987 
6. Salles Get al: Aggressive primary gastrointestinallymphomas .. . Am J Med 90: 77, 1991 
7. Chott A et al: Peripheral T -cell lymphomas ... Am J Pat hoi 141: 1361, 1992 
8. Domizio Petal: Primary lymphoma of small intestine .. Am J Surg Path17: .429, 1993 


