
 1

Call for Papers and Registration 

 

50th Meetings of Comparative Pathology hosted by the Chinese Society of Comparative 
Pathology (CSCP) and the School of Veterinary Medicine, National Taiwan University 
 

You are invited to submit a case for presentation at the 50th Meeting of Comparative Pathology.  

This meeting is a forum for continuing education and professional development attracting 

human and veterinary pathologists from hospitals, academia, government, industry and 

diagnostic laboratories including pathology residents and graduate students. 

 

Each presenter will submit 30 microscope slides along with single copies of a one-page case 

history sheet and a one-page case result sheet.  Brief (15 minute) Powerpoint presentations of 

an interesting diagnostic pathology case (emerging diseases, classic diseases, reportable 

diseases, and cases with uncertain diagnosis or new information regarding pathophysiology) 

will be given at the meeting.  Prior to the meeting, all presenters will receive a set of slides 

for review along with the case histories.  For diagnostic cases with limited materials, such as 

cytology or gross cases, digital photos may be substituted for the microscope slides. 

 

Meeting Date: November 20, 2010 (Saturday) 

Host: School of Veterinary Medicine, National Taiwan University 

Location: Room B01, Veterinary Medicine 3rd Building, No. 1, Sec. 4, Roosevelt Road, Taipei, 

10617 Taiwan 

 

Contact: 

Secretary General: Dr. S.H. Vincent Hsiao 

Phone: 02-33663858 

Fax: 02-23682423 

Email: shsiao1@ntu.edu.tw 

 

Registration: 

Presenters: Deadline is November 5, 2010.  Complete the registration form attached and 

email to shsiao1@ntu.edu.tw.  Please include your presentation title or diagnosis at the 

bottom of the form. 

 

Attendees: Deadline is November 5, 2010, if not making a case presentation.  Complete the 

registration form and return by email to Dr. Hsiao. 

 

Case Materials: Submission deadline of case materials is November 5, 2010, for 30 microscope 

slides, and single copies of a one-page case history sheet and a one-page case result sheet.  

Format for case history and case results can be found below. 
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Please submit microscope slides to:  

Dr. S.H. Vincent Hsiao  

School of Veterinary Medicine, National Taiwan University 

No. 1, Sec. 4, Roosevelt Road, Taipei, 10617  

Taiwan 

 

Please submit case history and result sheets to:   

e-mail: shsiao1@ntu.edu.tw 
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Registration Form 

50th Meeting of Comparative Pathology 

November 20, 2010 (Saturday) 

 

Full Name: 

Title:  

Institution: 

Address: 

Telephone: 

E-mail: 

 

For presenters: 

Presentation title or diagnosis: 

Signalment: 

 

P.S. Please submit your registration form by email to shsiao1@ntu.edu.tw. Registration 

deadline is November 5, 2010 for both presenters and attendees. 
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EXAMPLE 

Case Number: 314                  Chinese Society of Comparative Pathology, March 2009 

 

Shih, C.W., M.D., M.S. 

Department of Pathology, Lotung Poh-Ai Hospital 
 

CASE HISTORY: 

 

Signalment: 54-year-old man 

 

Clinical History: 

The 54-year-old man was generally healthy in the past. He has suffered from an asymptomatic 

mass at left third toe for about six months. For the mass enlarged recently, he came to our GS 

OPD for help. 

 

Physical examination showed a subcutaneous mass at the left third toe measuring about 2.5 

cm in greatest diameter. The mass was elastic, firm in consistency. The mass without 

adherence to the skin. X ray of the foot showed no bone destruction. Surgical treatment was 

arranged. The tumor was completely removed and no muscle, neurovascular and bone 

involvement. 

 

Clinical Pathology: 

RBC: 5.23×106/uL (0-5×106/uL), Hb: 13.2 gm/dL (14.0-18.0 gm/dL), Hct: 40.2 % (40-54%), 

WBC: 4500/uL (4500-11000/uL), Plt: 18.7×104/dL (15-40×104/dL), Lymphocyte: 38% 

(20.0-45.0%), Neutrophil: 47.1% (45.0-75.0%), Monocyte: 8.4% (0.0-9.0%), Eosinophil: 5.6% 

(1.0-3.0%), Basophil: 0.9% (0.0-1.0%). BUN: 16 mg/dL (7-22 mg/dL), Creatinine: 0.9 mg/dL 

(0.6-1.3 mg/dL), Glucose: 130 mg/dL (70-110 mg/dL), AST: 44 U/L (5-40 U/L), ALT: 44 U/L 

(5-40 U/L), Na: 138.5 mmol/L (133-145 mmol/L), K: 3.7 mmol/L (3.3-5.1 mmol/L) 

 

Gross Findings: 

The specimen submitted consisted of a small tumor measuring 2.3 x 1.4 x 1.0 cm in size. The 

tumor was well defined, elastic firm in consistency and grayish-white in color. No hemorrhage 

nor necrosis is noted.  

 

Postoperative workup revealed no evidence of metastasis. 
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Case Number: 314                  Chinese Society of Comparative Pathology, March 2009 

 

Shih, C.W., M.D., M.S. 

Department of Pathology, Lotung Poh-Ai Hospital 
 

CASE RESULT: 

 

Histopathologic Findings:  

The tumor was well defined and showed eosinophilic bands of fibrous tissue separating lobules 

of cells with small, round, hyperchromatic nuclei with little atypia and a low mitotic rate. Some 

of the cells in "alveolar" distribution, and single, large, vacuolated (physalipherous) cells 

embedding in a hyaline or myxoid stroma are noted. No hemorrrhage nor necrosis is noted.  

 

Immunohistochemistry: 

The epithelioid cells are immunohistochemically positive for vimentin, S-100 protein,  

cytokeratin (HMW) and CK18, and negative for HMB45, CD68, CD34, CK7, CK20, CEA and 

calretinin.  

 

Differential Diagnosis: 

1. metastatic chordoma 

2. extraskeletal myxoid chondrosarcoma  

3. parachordoma 

4. liposarcoma 

5. poorly differentiated adenocarcinoma 

 

Diagnosis: Parachordoma 

 

Discussion: 

A chordoma which occurs as a primary tumor outside the axial skeleton is known as an 

extra-axial chordoma, parachordoma or chordoma periphericum. Parachordoma was first 

reported as chordoma periphericum by Laskowski as in 1955 and later extensively studied by 

Dabska in 1977 and coined the term parachordoma. It represents an extremely uncommon soft 

tissue tumor resembling extraskeletal myxoid chondrosarcoma and chordoma and consisting of 

cells with histology and ultrastructure similar to those of chordoma cells. It is a well 

circumscribed firm tumor, usually located in the deep soft tissue of the upper or lower 

extremities. They are usually found adjacent to the tendon, synovium and osseous structures. 

Patients with parachordomas ranged in age from 7 to 62 years (mean, 35 years). Symptoms are 

rare and they result mainly from the local mass effect of tumor growth on the surrounding 

tissues or erosion of bony tissues. Chordomas are malignant tumors and located along the 

craniospinal axis. Parachordoma may be locally aggressive and can infiltrate the surrounding 



 6

EXAMPLE 

tissues. Parachordomas with metastases have also been reported.  

 

The origin of parachordoma is still uncertain; the origin has been suggested as ectopic nests of 

notochord, Schwann or other neuron-related cells, specialized synovial cells, and totipotential 

mesenchymal cells. 

 

Microscopically, the tumor had a pseudolobulated growth pattern and consisted of sheets, 

nests and cords of epithelioid cells with round or ovoid nuclei and eosinophilic cytoplasm, 

separated by abundant myxoid to densely hyaline stroma, and the latter  occasionally like 

cartilage or chondroid tissue. Areas of vacuolated (physalipherous) cells with clear cytoplasm 

and eccentric nuclei are often noted.  

 

Parachordomas and chordomas have the same immunohistochemical and ultrastructiral 

features. Both stain with S-100 protein and vimentin. All parachordomas strongly expressed 

CK 8/18, but not the other cytokeratins. Additionally, they expressed epithelial membrane 

antigen (EMA). No tumor displayed immunoreactivity for carcinoembryonic antigen (CEA), 

smooth muscle actin (SMA), desmin, glial fibrillary acid protein (GFAP), CD31, or CD34. 

 

Ultrastructurally, chordoma and parachordoma demonstrate cytoplasmic vacuoles, 

intermediate filaments, pinocytotic vesicles, cell junctions, and cytoplasmic membranes with 

microvillous processes.  

 

Parachordomas are rare subcutaneous tumors that show virtually identical histologic findings 

to chordomas. Therefore, the major differential diagnosis in a case of parachordoma is 

metastatic chordoma.  

 

Complete resection of the tumor with a clear free surgical margin can be considered as a 

curative treatment. Recurrences may occur in cases of parachordoma, while metastases are 

even less frequent.  

 

References: 
1. Gentaro Kinoshita , Hitoshi Yasoshima, Fatal parachordoma, Journal of Orthopaedic Science, Volume 12, 

Number 1. 101-106, 2007. 

2. Clabeaux J, Hojnowski L, Valente A, Damron TA., Case Report : Parachordoma of Soft Tissues of the Arm.. Clin 

Orthop Relat Res. May, 466(5):1251-1256. 2008. 

3. S.Alfieri, F. Prete, A.Di Giorgio, G.Doglietto ,Retroperitoneal parachordoma in a patient with a history of 

recurrent pain. The Lancet Oncology, Volume 6, Issue 5, Page 350, 2005. 

4. Arrigo Spivach, Roberto Tirabosco , Giovanni Falconieri , Parachordoma of the Gastric Serosa: Report of a 

Myxoid Mimicry in an Unusual Location, International Journal of Surgical Pathology, Vol. 15, No. 3, 307-310, 

2007. 

5. Mitsuyoshi Hirokawa1,, Toshiaki Manabe1 and Keiko Sugihara. Parachordoma of the Buttock: An 

Immunohistochemical Case Study and Review, Japanese Journal of Clinical Oncology 24:336-339, 1994.  
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6. Tsuyoshi Ishida1, Hideaki Oda1, Teruaki Oka1, Tetsuo Imamura, Rikuo Machinami1, Parachordoma: An 

ultrastructural and immunohistochemical study. Virchows Archiv , Volume 422, Number 3, 239-245, 1993. 

7. Abe Satoshi , Imamura Tetsuo, Harasawa Arimi , Ishida Tsuyoshi , Unno Kazutoshi, Tateishi Akio, Tokizaki 

Toru, Yorikawa Jyun , Matsushita Takashi, Parachordoma with multiple metastases, Journal of computer 

assisted tomography, vol. 27, No4, 634-638, 2003.     

8. Scolyer, Richard A, Bonar S. Fiona, Palmer A. Allan, Barr, Elizabeth M, Wills, Edward J, Stalley, Paul, Schatz, 

Julie, Soper, Judith, Li, Ling-Xi L, McCarthy, Stanley W. Parachordoma is not distinguishable from axial 

chordoma using immunohistochemistry, Pathology International, Volume 54, Number 5, 364-370, 2004. 

9. Sherwin P. Imlay 1 , Zsolt B. Argenyi 1 , Mary Seabury Stone 1 , Martha L. McCollough 1 William B. Henghold , 

Cutaneous parachordoma: A light microscopic and immunohistochemical report of two cases and review of the 

literature, Journal of Cutaneous Pathology, Volume 25 Issue 5, 279 - 284, 1998. 
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Case Number: 318                  Chinese Society of Comparative Pathology, March 2009 

 

Liu, C.L., D.V.M.; Liu, C.H., D.V.M., Ph.D.; Hsiao, S.H., D.V.M., Ph.D.; Chueh, L.L., D.V.M., 

Ph.D.; Pang, V.F., D.V.M., Ph.D. 

School of Veterinary Medicine, National Taiwan University 
 

CASE HISTORY: 

 

Signalment: 4-year-old, male, Labrador Retriever dog 

  

Clinical History:  

An outbreak of severe illness and death affected 181 dogs in an animal shelter starting in 

August, 2008 and subsided in January, 2009. Clinically, the dogs progressively developed 

signs of vomiting, anorexia, depression, icterus, ascites, melena, hematochezia or hematemesis, 

and eventually death. All dogs received vaccination and deworming for endo/ectoparasites. 

They were fed a commercialized dog food. PCR results for Leptospira sp., parvovirus, 

adenovirus, Ehrlichia sp., and Babesia sp. were all negative. Analysis for organic phosphorus 

and cyanide in intestinal content was also negative. Based on the presentation and preliminary 

laboratory results, intoxication by a yet-to-be-identified cause was speculated by the clinicians.   

 

The tissue section submitted for discussion was from one of the dogs who also had a history of 

lethargy, anorexia, vomiting, melena, and severe icterus. He died of acute hepatic failure after 

being treated and hospitalized at the N.T.U. Veterinary Hospital for a few days.  

 

Gross Findings: 

The dog was severely icteric with marked yellow discoloration on mucous membranes, skin, 

sclera, and adipose tissue. The abdominal cavity contained approximately 970 ml of a yellow to 

dark orange, translucent, watery fluid (ascites). There were a few fibrin strings adherent to the 

serosa of intestines. The liver was slightly enlarged, diffusely yellow-tinged and firm with 

locally extensive, white, irregular, scar-like areas. The gall bladder wall was thickened with 

marked submucosal edema. There were multifocal to coalescing, red foci (hemorrhage) 

scattered on the gastrointestinal tract, urinary bladder, pancreas, and heart. The intestines 

contain small to moderate amounts of dark red, tarry contents. Aside from the hemorrhage, 

the urinary bladder was diffusely yellow. Lungs were diffusely reddened, wet and heavy. 

Bronchi were filled with frothy fluid. Both kidneys were slightly enlarged, and the medulla was 

yellowish on cut surfaces.  
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Case Number: 318                  Chinese Society of Comparative Pathology, March 2009 

 

Liu, C.L., D.V.M.; Liu, C.H., D.V.M., Ph.D.; Hsiao, S.H., D.V.M., Ph.D.; Chueh, L.L., D.V.M., 

Ph.D.; Pang, V.F., D.V.M., Ph.D. 

School of Veterinary Medicine, National Taiwan University 
 

CASE RESULT: 

 

Microscopic Findings: 

The surface of the liver is undulated. The hepatic lobules are industunct and irregular with 

various degrees of hepatocellular hydropic degeneration, lipidosis and necrosis, biliary 

hyperplasia, as well as bridging portal fibrosis. Remanent hepatocytes show cellular atypia and 

regeneration with scattered binucleated and multinucleated hepatocytes. Additionally, there is 

diffuse, moderate to severe infiltration of macrophages, neutrophils, fewer plasma cells and 

lymphocytes accompanied with mild to moderate bile stasis and frequent yellow-to-brown 

pigment-ladened macrophages and Kupffer cells. 

 

Morphological Diagnosis: 

Severe, diffuse, chronic-active hepatitis with hepatocellular fatty change and regeneration, 

bridging portal fibrosis, biliary hyperplasia and cholestasis, liver. 

 

Toxicological Analysis:  

Greater than 150 ppm of total aflatoxins was detected in the commercialized dog food fed to 

the affected dog according to the reports issued by the Animal Health Research Institute, 

Taiwan and the TÜV Rheinland Aimex Ltd, Germany. Organic phosphorus and cyanide were 

not detected in the enteric contents of the dogs. 

 

Final Diagnosis: 

Alfatoxicosis in dogs, due to consumption of contaminated commercialized dog food. 

 

Comments: 

Aflatoxins are a group of related, natural, toxic byproducts of the fungi Aspergillus flavus, 

Aspergillus parasiticus, and a new select Penicillium spp.  They are hepatotoxic, 

immunosuppressive, nephrotoxic, carcinogenic, and can cause hemolytic anemia and 

coagulopathies.  Aflatoxins are liposoluble and readily absorbed from the gastrointestinal 

tract into the portal blood and the liver for metabolism. Toxicosis is a result of binding of 

essential enzymes, which blocks DNA polymerase and ribosomal translocase and leads to the 

formation of DNA adducts.  

 

It has been suggested that the carcinogenic action of aflatoxins in rat results from a capacity to 



 10

EXAMPLE 

bind to DNA, a characteristic similar to that of actinomycin D. However, lethal doses of 

actinomycin D do not produce hepatic parenchymal cell necrosis. In all species studied, the 

organ most affected is the liver, although other organs, particularly the kidney, show signs of 

damage. The distribution of the hepatic lesion is not consistent from species to species, i.e., rat 

and duckling, periportal; guinea pig and swine, centnilobular; dog, periportal and centrilobular; 

and rabbit, mid-zonal. In contrast, most other hepatotoxins, such as carbon tetrachloride, 

regularly induce a centrilobular lesion in both rats and guinea pigs. There is a wide range in 

the acute LD dose of aflatoxins, varying from 0.3 mg/kg for ducklings to 16 mg/kg for mature 

female rats. In species for which data are available, the youngs appear to be more susceptible 

than mature animals. Although the Food and Drug Administration suggests a zero tolerance 

for aflatoxin in food, it lists a legal limit of 20 mg/kg (ppb) in feed. For dogs, the LD50 is 500 to 

1,000 mg/kg (ppb), and 60 mg/kg (ppb) is toxic. 

 

Reference: 
1. Breton AN. The anatomy of the liver and how it functions. Compend Vet Tech. 29: 38-46, 2008. 

2. Bingham AK, Huebner HJ, Phillips TD, Bauer JE. Identification and reduction of urinary a□atoxin metabolites 

in dogs. Food Chem Toxicol. 42: 1851-1858, 2004. 

3. Bruchim Y, Aroch I, Saragusty J, Waner T. Disseminated intravascular coagulation. Compend Contin Educ Vet. 

30: 1-15, 2008. 

4. Center SA, Warner KL, Erb HN. Liver glutathione concentrations in dogs and cats with naturally occurring liver 

disease. Am J Vet Res. 63: 1187-1197, 2002. 

5. Cooper J, Webster CRL. Acute liver failure. Compend Contin Educ Vet. 28: 498-515, 2006. 

6. Dereszynski DM, Center SA, Randolph JF, Brooks MB, Hadden AG, Palyada KS, McDonough SP, Messick J, 

Stokol T, Bischoff KL, Gluckman S, Sanders SY. Clinical and clinicopathologic features of dogs that consumed 

foodborne hepatotoxic aflatoxins: 72 cases (2005-2006). J Am Vet Med Assoc. 232: 1329-1337, 2008. 

7. Logan JC, Callan MB, Drew K, Marryott K, Oakley DA, Jefferies L, Giger U. Clinical indications for use of fresh 

frozen plasma in dogs: 74 dogs (October through December 1999). J Am Vet Med Assoc. 218: 1449-1455, 

2001. 

8. Newman SJ, Smith JR, Stenske KA, Newman LB, Dunlap JR, Imerman PM, Kirk CA. Aflatoxicosis in nine dogs 

after exposure to contaminated commercialdog food. J Vet Diagn Invest. 19:168-175, 2007. 

9. Stanworth SJ, Hyde CJ, Murphy MF. Evidence for indications of fresh frozen plasma. Transfus Clin Biol. 14: 

551-556, 2007. 

10. Stenske KA, Smith JR, Newman SJ, Newman LB, Kirk CA. Aflatoxicosis in dogs and dealing with suspected 

contaminated commercial foods. J Am Vet Med Assoc. 228: 1686-1691, 2006. 

11. Pereyra MLG, Carvalho ECQ, Tissera JL, Keller KM, Magnoli CE, Rosa CAR, Dalcero AM, Cavaglieri LR. An 

outbreak of acute aflatoxicosis on a chinchilla (Chinchilla lanigera) farm in Argentina. J Vet Diagn Invest 20: 

853-856, 2008. 
 


