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DIRECTIONS: 

By subway: Take a #I, #2, #3, or #9 train (west side I.R.T. local or express) to the 
14th Street station, exit from the south end of the platform, and cross 12th Street to 
the Hospital ent rance at 170 W. 12th Street. You may also reach this station via the 
F and L lines; follow the signs to the platform for the #1, #2, #3, and #9 trains before 
exiting the station. Alternatively, take an A, B, C, D, or E train to West 4th Street
Washington Square, exit.from the north end of the platform, and walk north on 6th 
Avenue and Greenwich Avenue to the Hospital entrance at 153 West 11th Street, at 
the intersection with 7th Avenue. 

By bus: Take the MIO (7th and 8th AYenus, Central Park West) bus southbound to 
12th Street and 7th Avenue, cross 7th Avenue to the Hospital entrance. 

Parking: The hospital lacks a central parking facility of its own. Limited street 
parking can sometimes be found on the adjacent streets, and commercial parking 
garages within easy walking distance arc located at 101 West 12th Street and 107 
West 13th Street, both just west of 6th Avenue. (Both of these facilities are open 24 
hous a day. Do not be tempted to park in the garage at 175 West 12th Street, 
directly across from the Hospital - it closes at 8:30 pm sharp, and your car will be 
locked up for the night when the meeting ends.) 

FORTHCOMING MEETING: February I, 1996; Lenox Hill H ospital 



CASE #1: S95-9022 Invited discussant: Marian Waxman, M.D., Our Lady of 
Mercy Medical Center, Bronx, New York 

Host discusunt: Claudio Guerrieri, M.D. 

An 83 year old woman presented with bilateral ad.nexal masses, which 
measured 13.5 and 23 em. in greatest diameter, respectively. She underwent a 
T AHIBSO with omentectomy and appendectomy. The slide contains a section from 
the left adnexal mass and one from the appendix. 

CASE #2: S9S·2290 Invited discussunt: John Scholes, M.D., New Y:>rk University 
· School of Medicine 

Host discussant: Fred Smith, M.D. 

A 20 year old Chinese-American man was admitted and underwent 
immediate exploratory laparotomy arter presenting to the Emergency Room with 
severe abdominal pain, fever, and leukocytosis. 

He had been well until 6 we,eks before admission, when he began to 
experience episodes of abdominal pain, and, subsequently, a waxing and waning 
petechial skirt rASh over the hands and lower extremilies, which was associated with 
arthralgias of the knees, ankles, and bands. He was seen by a nurse at his Student 
Health Clinic and by different physicians each time the symptoms intensified; a 
positive stool guiac test was documented on one occasion, but colonoscopy was said 
to be negative. Upper endoscoppy on another occasion was reported as 
demonstrating gastritis. 

At laparotomy, the surgeon noted that the appendix was only mildly 
erythematous and the cecum appeared normal. However, the distal ileum bad areas 
that were markei!Jy tbic~ned, edematous, and congested, which led the surgeon to 
doubt their viability. A segmental resection of the ileum was performed, as well as 
an appendectomy. 

Severe diffuse abdominal pain recurred four days after the surgery, 
accompanied by blood-tinged diarrhea. CT scan of the abdomen demonstrated 
arcs as of thickening and dilation of the small bowel and the presence of ascites. 
Laborato•·y results included positive test for Hepatitis B surface antigen and HB 
core antibody, ne.gative HB surface antibody, esscntinlly normal liver chemistries 
(except for mild elevation of alkaline phosphatase), albumn 3.1 gldl, globulin S.S 
gldl, negative AJ'IA, positive test for circulating immune-complexes, microscopic 
hematur-ia on repeated u•·inalyses, and 2.7 g protein in a 24 hour urine specimen. 



CASE #3: Invited discussant: Stylianos Lomvardias, M.D. 
Host discussant: Harry F. Moussouris, M.D. 

Two (2) Kodacbromes ofTNAB OF ANTERIOR NECK MASS 

An 82 year old male presented with an anterior neck mass and, as well, a 
synchronous right axillary mass, both of which were sampled by Thin Needle 
Aspiration Biopsy. One year prior, the patient bad undergone a Right Thyroid 
Lobectomy. 

The patient's past medical history included: 

Total Laryngectomy with Left Lobe of Thyroid, performed S years prior to the 
TNAB samplings, for an l nfraglpttic Squamous Cell Carcinoma. The surgical 
margins were negative for tumor. The Lobe of Thyroid showed Nodular 
(Adenomatous) goiter. 

CASE #4: 94-100 Invited discussant: Steve Factor, M.D., Albert Einstein College of 
Medicine 

Host discussant: Robert 0. J ones, M.D. 

The patient was a 42 year old man who presented to the Emergency 
Department with complaints of weakness, jaundice, anorexia, and increased 
abdominal girth. 

The patient bad a pa.st history of intravenous drug abuse and was on a 
methadone maintenance program for the past 10 years. He was in his usual state of 
health unt il he noted, two weeks prior to admission, increasing abdominal girth, 
onset ofjaundice, darkened urine, and intermittent non-radiating diffuse chest 
discomfort. The pateint was advised to seek medical treatment by his counselor. 

On admission the patient was lethargic, jaundiced, grossly edematous, with 
rl!spiratory distress and abdominal distension. Laboratory values were significant 
for elevated liver function test (PTIPTT included), bilirubin , BUN, creatinne, 
WBC's, with anemia, thrombocytopenia, positive HEP B core and surface ADS. 
The EKG was interpreted as sinus tachycardia with a left bundle branch block and 
without ischemic changes. The cl1est x-ray revealed bilateral pleural effusions and 
no infiltrates. 

The patient's clinical status continued to deteriorate rapidly over the course 
of.scven hours. Blood cultures were obtained and abdominal paracentesis 
pet·formed while aggreassivc rescusitativc meaurcs were instituted. The patient 
expired seven hours after admission. 



CASE liS: Invited discussant: G. Inghirami, M.D., Director of Molecular Pathology, 
New York University Medical Center 

Host discussant: A. Zureltin, M.D. 

An alert 80 year old male retired history teacher presented to SVH with 
progressive weakness and fatigue over the past three months. 

He bad been previously diagnosed in another state as having iron deficiency 
anemia and "aplastic bone marrow" (1993). Gastroenterologic examination at the 
time was unremarkable, and the patient received iron therapy. 

He came to SVH complaining or fever and malaise in February 1994. He was 
found to have an aortic insufficiency murmur. Mild splenomegaly, but no 
lymphadenopathy was found. An echocardiogram showed no vegetations and was 
compatible with aortic insufficiency. His WBC was 6.200, hemoglobin 8.8, 
hematocrit 25.9, platelet count was above 400,000 consistently. Cryoglobulines, 
rheumatoid fa£tor and ANA were negative. ESR was consistently markedly 
elevated. A repeat bone marrow (1994) showed a cellular specimen with an 
increased ME ratio, marked increase in megakaryocytes and 3-4+iron stores - a 
reactive bone marrow. Additional studies revealed an abnormal chromosomal 
pattern of a 7 Q minus syndrome. Radiologic studies were non-contributory. A 
temporal artery biopsy was done, showing minimal mixed inflammatory infiltrate in 
the adventitia with mild disruption of the elastic membrane. He was clinically 
diagnosed as possibly having an early form of temporal arteritis and was started on 
low dose of corticosteroids, with relative improvement. 

In this 1995 admission to our institution hews found to have generalized 
lymphadenopathy and splenomegaly. His Hb. was 13.5, his white count was 
increased, his platelets were decreased. A lymph node biopsy was performed. 



Minutes of The Pathologists' Club 
St .. Vincent's Hospital~ Medical Center 
January 4, 1996 

Despite winter ' s s now and cold temperatures, the turnout for this mee ting of the 
Pathologists' Club a t St. Vincent's was excel lent. The dinner was held in an 
atrium-like setting surrounded by trees with lights still reminiscent of the 
holiday season . Dr. Gillooley was our gracious host, and as in times past, the 
dinner fare was del icious. At t he Scientific Meeting, Dr . Valealmis extended 
warm greetings and Dr. Jones proposed the following new a pplications for 
membership: Drs. Maria Abadi, Mariela Losada, Glen Markowitz, sui zee, and Nora 
Morgens t ern. All were approved. The case discussions began with case #2. 

CASE #2: A twenty year old Chinese American man underwent immediate exploratory 
laparotomy for severe abdominal pain, fever, and leukocytosis. In the weeks 
prior to admission, he had noted a petechea l skin rash which was a ssociated with 
arthral gias of the knees, ankles and hands. Stool guaiac test was positive. At 
laparotomy, the distal ileum was mprkedly thickened, edematous and congested and 
a segmental resection was performed. Four days after surgery the abdominal pain 
recurred accompanied by blood- tinged diarrhea. Pertinent laboratory data 
included a positive hepatitis~ surface antigen and core antibody, microscopic 
hemat uria, and protei nuria. Dr. Scholes r eviewed the mi·croscopic find ings: a 
transmural process with an ischemic pattern. There was loss of the villous 
architecture and replacement by an inflammatory membrane. In addition there '"as 
thickening of the muscularis, hemorrhage, edema, and inflammation. Fibrin 
thrombi were identified. Although the differential diagnosi~ of "ischemic 
pattern " i s broad, the fact t hat the changes in this ins tance were in some areas 
very focal helps to narrow the possibilities . The diffe r ential diagnosis for 
focal ischemia in a young adult includ~s embolic events, hypercoagul able states, 
and vasculitis. In this case there was evidence of an acute necrot~z1ng 
vasculitis with fibrinoid necrosis involving vessels deep in the submucosa in 
areas that were othe rwise preserved. There was both a small vessel and large 
vesse l component. The triad of abdominal pain, skin rash, and arthralgias is 
typica l for Henoch-Schonlein Purpura . In addition, hcwever, there is also a 
hepatitis B associa ted vasculitis resembling polyarteritis nodosa which may be 
associated with renal involvement. Henoch-Schonlein Purpura is a disease in 
children in which small vessels , especially venules, sho~ a leukocytoclastic 
vasculi tis. Skin lesions may appear but f ade . The vas c ulitis is not usually as 
severe a s seen in this case. In polyarteritis nodosa and t he hepatitis B 
polyarteritis nodusum-like lesi ons, the disease occurs i n adu l ts and effects 
medium sized arteries. Skin involvement is seen in 10\ of cases, and the 
vasculitis may be severe enough to require surgical intervention. Up to 70\ of 
cases of PAN are associated with hepatitis B. Microscopic examination will 
reveal a vasculitis in various stages i ncluding acute, h ealing, and healed 
phases . In this i nstance EVG st~ins conlir med a medium vessel vasculi tis, and 
there was questionable positive staining for hepatitis B in some endothelial 
cells . Hence Dr. Schole's diagnosis was i schemic ileitis secondary to 
vasculitis, with polyarteritis nodosa associated with hepatitis B preferred over 
a diagnosis of Henoch·Schonlein Purpura . Or. Smith agreed with Dr. Schole's 
assessment of the case. Prior t o surgery, t he surgeons ' clinical impression was 
acute appendicitis. The findings at surgery suggested a possible florid 



presentation of inflammatory bowel disease. Dr . Smith noted that the arteritis 
also involved the serosa of the appendix , as well as v essels in the mesente ry. 
Mesenteric vasculitis especially at the branch points i s a favorite site for 
ivolvement by polyarteritis nodosa. The patient was p lac·ed on s t eroids and 
improved quick ly without further s k in or renal problems . 

DIAGNOSIS: POLYARTERITIS NODOSA 

CASE U3: This 82 year old male presented with a synchronous anterior neck and 
r ight axillary mass , both of which were sampled by thin needle aspiration biopsy. 
Past medical h i story included a total laryngectomy five years prior for squamous 
carcinoma. At the time a left lobe of thyroid was removed which showed nodular 
goiter. One year prior, the patient had undergone a r i ght thyroid lobectomy. 
Dr. Lomvardias described the aspiration biopsy findings: a bloody smear with 
clusters of pleomorphic malignant cells. There was no evidence of gland or 
rosette formation, no papillae, and no evidence of colloid, mucin, or amyloid. 
The tumor cells, which were found mostly in groups, were pleomorphic and included 
elongate, spindled, and rounded forms. Occasional cytoplasmic vacuoles were 
evident. Immunoscains for cyt:okeratin, thyroglo.blin and chromogranin were all 
negative. Vimentin stains were positive. Based on these observations, Dr. 
Lomvardius concluded that the tumor might not be epithelial but r a ther some form 
of sarcoma. Positive staining for CD3l and Factor VI I I were suggestive of a 
vascular neop lasm. Nevertheless, give n th(• rarity of p rimary vascular tumor s i n 
the thyroid , Dr. Lomvardi us urged caution in mak i ng such diagnosis and emphasized 
the importance of considering the possibility of an anaplastic or spindle cell 
carcinoma . Dr. Lombardius also noted that cases of cytokeratin positive 
hemangioendothelioma of the thyroid have also been reported . Or. Moussouris 
concurred with Dr. Lomvardius• approach to the case . The aspirate was highly 
cellular with a necrotic background and malignant cells were seen in 
carcinoma-like clusters as well as isolated cells. Stains for CEA and 
thyroglobilin were equivocal. I n his discussion Dr. MOussouris included the 
possibility of metastatic di sease, the most common primary sites being renal, 
breast, melanoma and lung. Renal cel l carcinoma , for e xample , can exhibit a 
variety of histologic patterns including spindle cells, papillae, oncocytic cells 
and clear cells. The prominent nucleoli in this case could also suggest 
metastatic mel anoma . In this instance, however , the thyroid lobectomy performed 
one year prior showed an angiosarcoma, and c arefu l exarninition of t he as pirate 
also showed b lood bet ween clusters of t umor cells. In addition, stains for CDJl 
and Ulex as wel l as Factor VIII were a ll positive. 

DIAGNOSIS: METASTATIC ANGIOSARCOMA, PRIMARY IN THYROID 



CASE n4: A forty t wo year old former I VDA presented with lethargy, jaundice , 
respiratory dist ress and a bdominal distention. The BKG showed sinus tachycardia 
with a l eft bundle branch block and without ischemic changes. Laboratory data 
was consistent with sepsis . Hepatit i s B core and surface antibodies were 
positive . The patient ' s c l i nical status deteriorated rapidly and he expired 
seven hours after admission. Dr . Factor showed the histologic findings: 
geographic areas of inflammat ion and necrosis involving the epi- as well as the 
myocardium. His differential diagnosis included myocardial infarction wi th or 
without s uperinfe ction, myocarditis, and myocardial abscess with or without 
associated endocarditis. The face that chis inflammatory and necrotizing process 
involved both the epicardium and fat between the myocytes makes myocardial 
infarction an unl ikely possibil i ty. Furthermore, myocardit is is unlikely to 
produce geographic necrosis in adults. Typically the infiltrate in myocarditis 
is more focal and lymphocytic. AmOng the sources for a myocardial abscess are 
di r ect extension from an infected valve or annulus, an embolic phenomenon such as 
is seen in mycotic vasculitis, or a primary myocardial infection such as 
toxoplasmosis, evidence for which was not seen in this case. Gram stain, 
however, d id reveal the presence of nume rous intracellular rods . Silver stains 
were negative. The findings on g ram stain were compatible with Listeria 
monocytogenes. Listerellosis i s an infection which mos t commonly affects the 
newborn, the immunosuppressed, the chronically debilitate d, and those with 
neoplasia . Cardi ac listerellosis is uncommon bu t has been described in heart or 
heart/ lung transplant patients, patients with rheumatic o r degenerative val ve 
disease, endocarditis in IV drug abusers , and a possible association with HIV or 
AIDS. The findings in this case of geographic areas of a cute inflammat ion and 
necrosis i nvolving both t he myocardium and epicardium suggest a vascular 
distribution and systemic dissemination of disease. Dr . Factor's diagnosis was 
myocardial abscess due to Listeria monocytogenesse and bacterial myocarditis. 
Dr. Jones agreed with Dr. Factor's assessment of the case . At autopsy the heart 
weighed 560 gm. a nd showed extensive circumferential and focally transmural 
necrosis as well as involvement of the papillary muscles. The valves were 
uninvolved . Listeria monocytogenes was identified in the heart and liver, and 
both blood cultures and peritoneal cultures were positive for the organism . An 
additional finding at autopsy was extensive cirrhosis. 

DIAGNOSIS; LISTERIA MONOCYTOGENES MYOCARDITIS SECONDARY 
TO LISTERIA MONOCYTOGENES SEPTICEMIA 

CASE •s: An eighty year old male presented with progressive weakness , fatigue, 
and was found to have generalized lymphadenopathy and splenomegaly. Past medical 
history included an iron deficiency anemia and an 11 aplastic bone marrow" in 1993. 
In 1994 the patient was noted to have mild s plenomegaly but no l ymphadenopathy. 
A repeat bone marrow was cellular with an increased M:E ratio which was 
interpreted as reactive. On this admission, the hemogloblin was 13.5, white 
count was increased, and platelets were decreased. A lymph node b iopsy was 
performed. Dr. Inghirami described the findings on H&E: a lymph node with an 



extensive interfollicular/paracortical process surrounding attenuated remnant 
fol licles. At higher power the interfollicular cells contained convoluted or 
kidney shaped nucle i and a relatively abundant pink cytoplasm. Nucleoli were 
present . The mitotic ra t e was low. Or . Inghirami's diffential diagnosis 
included lymphoma vs . myelomonocytic leukemia. Based on the H&E alone, Dr . 
Inghirami favored the latter and i mmunostains were confirmatory. Stains for 
CD4S, C03, CD20 were all negative. In myelomonocytic leukemia, stains f or 
Hl..l\·DR, CD14 and CDlS should be poslc1ve. Dr. Inghirami cautioned, however, that 
one can see a synchronus expression of markers in lymphomas and leukemias, and 
also noted that leukemias can co-express lymphoid and myeloid markers. Dr . 
Zurettin concurred with Dr. Inghirami's assessment of the case. He noted that in 
1994 cytogenetic studies revealed a 10 minus abnormality, 90mpatible with a 
pre-leukemic s yndrome. Twenty five per cent of patie.nts with this finding have a 
fulminant course . On the 1995 admiss ion, the patient 's white count was 181,000 
and positive stains for LEU-22, LEU-Ml and KP·l were a l l consistent with 
myelomonocytic leukemia. A repeat bone .. marrow biopsy was also positive. 
Subsequently the patient developed massive GI bleeding and expired. At autopsy, 
leukemic involvement was noted in the lymph nodes, spleen, liver, testis and 
heart. 

DIAGNOSIS: MYELOMONOCYTIC LBUICBMIA 

CASE #1: An eighty three year ol d woman presented wi th bilateral adnexal masses 
measuring 13 .5 and 23 em. in greatest dimenaion respectively. She underwent 
TAH/BSO with omentectomy and appendectomy. The slides submitted contained a 
section from the left adnexal mass and one from the appendix. Dr. Waxman 
presented the microsopic findings. The ovary showed a mucinous tumor o f 
intestinal type with goblet and occasional neuroendocrine type cells which were 
positive on the Grimelius stain. The appendiceal lumen was dilated and lined by 
neoplastic mucinous cells which showed weak focal papilla formation. In addition 
mucin deposi ts were noted on the serosa. The histologic findings of the appendix 
were those of a mucinous cystadenoma. In his discussion, Dr. Waxman referred to 
the recent article in AJSP on dissemi nated peritoneal adenomucinosis and 
peritoneal carcinomatosis. So-cal l ed pseudomyxoma peTitonei may occur with mucin 
producing' les ions of che appendix or ovary and, in many instances, mucinous tumor 
involving both organs are found. A controversy still exists, however, with 
regard to the relationship between the appendiceal and ovarian neoplasms as well 
as the source of the mucinous proce::.s i n t l.c peritoneum. In this instance , based 
on the differences in morphology between the mucinous tumors in the ovar y and the 
appendix , Dr. Waxman favored independent primaries . His diagnosis was mucinous 
cystadenoma of appendix, ruptured; mucinous cystadenoma of ovary; and 
pseudomyxoma per i tonei (disseminated peritoneal adenomucinosis) Since the host 
discussant, Dr . Guerrieri , was unavoidably detained in I taly due to consequences 
from the us Government shutdown, Dr. Gillooley volunteered to discuss the case. 



He noted that on gross examination, the peritonea l surfac e of both ovaries was 
smooth, the omentum was diffusely involved by a mucinous p rocess, and that the 
appendix was dilated a.nd filled with mucin. Like Or. Waxman, Dr . Gillooley 
acknowledged the on-going controversies regarding the relationship of mucinous 
tumors of the appendix and ovary to each other and to the phenomenon of 
pseudomyxoma per itonei . Some have postul ated tha t the ova rian and appendiceal 
tumors are independent pri maries a nd t hat the peritonea l l esions arise as part of 
a multifocal neoplastic process, but others have concluded t hat in most cases, 
the appendix is more often responsible for the condition. Recent studies 
have also suggested tha t the immunohiscochemical profiles of primary appendiceal 
and primary ovarian tumors are different. Appendiceal tumors are negative for 
HAM-56 and CK-7 whereas primary ovarian mucinous neoplasms are positive for these 
markers. In this particular instance, the cytokeratin 7 was negative in the 
append i x , ovary, and omentum and 'therefore , it was concluded that this was a 
primary appendiceal process. Nevertheless , this i s an i ssue still under 
discussion which is as yet unresol ved. 

DIAGNOSIS : MUCINOUS Ttn-~ORS OF APPENDIX AND OVARY 
PSEUDOMYXOf-11\ PERITONEI. APPENDICEAL PRIMARY 
FAVORED. 
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