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Comparative Pathology Case 165

Contributors: Giien-Shuen Chen (FR £ J18), MD; Sung-Sen Yang (#5425 ), MD;
Yeh-Feng Lin (#45%), MD; Ann Chen(FR %), MD. Division of Nephrology, Department of

Medicine, Tri-Service General Hospital. Department of Pathology, Tri-Service General
Hospital. ( = F 48 5% %% 2 A BB BRAT)

Clinical History: A 60 years old male patient was brought to our emergency room with mild
weakness of lower extremities for two days. Patient was well until five months prior to this
admission, legs edema was noted and he started to take the mixture Chinese herb (powder).
At that time, his serum blood urea nitrogen was 10 mg/dl and creatinine was 0.7 mg/dl. Urine
analysis also showed negative findings. No other systemic diseases were traced. After
hospitalization, he received a series of examinations. Urine showed proteinuria (+++) and
glucosuria (++). Blood urea nitrogen was 7.0mg/dl, but creatinine was 1.7mg/dl. Unexplained
rapidly renal failure was impressed, therefore renal needle biopsy was performed.

Diagnosis: Chinese Herb Nephropathy

Histopathological findings: Two tiny pieces of renal tissue were obtained via sono-guiding
renal biopsy, and H&E stain and immunofluorescence stain both were checked up. In light
microscopy revealed intact glomeruli, but had diffuse interstitial fibrosis and tubular atrophy.
Immunofluorescence stain was negative for immunoglobulin deposition.

Discussion: Chinese herb nephropathy is first identified since 1992 in Belgium. They
reported that these patients showed rapidly progressive renal failure in clinical presentation,
pathological findings were very unusual, acellular, extensive interstitial fibrosis without
glomerular disease. These patients all had received sliming pills that contained powdered
Chinese herbs. The aristolochic acid contained in these Chinese herbal preparations is
suspected of causing nephrotoxicity. Since then, many reports related with Chinese herb
nephropathy and aristolochic acid were published.

In Taiwan, many people take Chinese herbal medicine as a health promotion, and others
believe them are alternative strategy for disease therapy. As the risk of Chinese herb were
found out in nephropathy, the incidence of Chinese herb nephropathy should be more
common than previously perceived. We believed that Chinese herb nephropathy might be also
a leading cause of uremia in Taiwan. Yang et al. observed 12 Chinese people from different
areas of Taiwan, who underwent renal biopsy for unexplained renal failure. Their renal biopsy
showed similar histological findings with typical pattern of Chinese herb nephropathy. In this
report, they didn’t identify the precise etiological agent and serum level of herbal drug also
didn’t examine. In our hospital, we also found a similar case. This patient was diagnosed as
Chinese herb nephropathy by pathological findings and clinical history. He received a series
of renal function test at one and four months after discharged. In addition, serum level of
aristolochic acid also was analyzed by HPLC. Despite discontinuation of these drugs, renal
disease progresses rapidly to end-stage in this case.

In summary, we demonstrated a typical case of Chinese herb nephropathy with
pathological findings, series of renal function test and serum level of aristolochic acid. We
concluded that the association of nephropathy with consumption of Chinese herb drug should
be pay greater attention. Herbal drugs have to be ruled out in cases of chronic interstitial
nephritis of unknown origin.
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Diagnosis criteria:

1.

Clinical history:

Rapidly progressive renal failure with obvious Chinese herb drug exposure ruled out other
systemic diseases.

2. Pathological findings: H&E stain: Glomeruli: intact. Tubulointerstitial: diffuse interstitial
fibrosis and tubular atrophy. IF stain: negative.
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Comparative Pathology Case 166

Contributor: Si-kwang Liu ( #]4%% ) , DVM, PhD; Pig Research Institute, Taiwan, ROC;
The Animal Medical Center, Cornell University College of Medicine, Wildlife Conservation
Society, New York, New York, USA. (£R&a#Hth B2 v BARREESR 5
EBMREEE  EERRAETRAT)

Clinical History: A 4-year-old female rabbit had a history of a huge mass in the left mid-
abdomen. The mass measures 7.5 x 7.2 x 4.5 cm and was removed on 3/23/1999. The rabbit
began exhibiting right hind-leg lameness on 9/30/1999. The radiographs revealed a
pathological fracture and osteolytic lesion of the right distal femur. The right hind-leg was
amputated on October 7, 1999.

Diagnosis: Nephroblastoma of the left kidney with metastasis to the right distal femur

Histopathological Findings: Multiple lobules of tightly packed solid cellular clusters,
tortuous cords and acini destroying bony trabeculae, fibrous connective tissue and adjacent
skeletal muscle. Neoplastic cells are of intermediate size, with a high N/C ratio, mostly
coarsely granular chromatin and scant cytoplasm with indistinct borders. Mitotic figures
average less than 1/HPF. Juxtarenal mass removed from the left mid-abdomen consists of an
encapsulated densely cellular mass composed of tightly aggregated tortuous cellular cords,
tubules and sheets. Renal tubular and glomerular-like structures were seen occasionally in the
abdominal mass.

Discussion: Nephroblastoma, embryonal nephroma is rare in all domestic animals except in
pigs and chicken where they are common. The tumor also has been reported in sheep, rabbits,
cattle, horses, dogs, and cats (1). Nephroblastoma is the most common tumor of swine in the
United States where the estimated incidence is 20 per 100,000 swine (2). The incidence is
0.35 per 100,000 swine slaughtered in Britain (3). In chicken, embryonal nephromas have
been experimentally produced by an oncornavirus as etiologic agent (4). The incidence rate of
Wilms’ tumor, Nephroblastoma is 8.3 cases per million in white children younger than 15
years of age in the United States (5). Nephroblastoma arises from the metanephric blastema or
its primordium and it is composed of multipotent, and undifferentiated vestigial renal tissue.
The tumor consists of both epithelial and non-epithelial components composed of indigenous
renal tissue, and their seemingly exotic components —skeletal tissue and striated muscle are
the products of aberrant differentiation in the same primitive embryonic renal blastoma (6).
Seventy-seven percent of porcine nephroblastomas are in animal under 1 year of age, 15% in
animals between 1 and 2 years of age, and the remainder in animals over 2 years old.
Metastasis was found in nine (7.1%) of 125 porcine cases. Histologically nephroblastomas are
composed of epithelial and mesenchymal components, both of which have an embryonic
appearance. The epithelial component is predominant in the porcine tumors; the mesenchymal
element predominates in both the bovine and ovine tumors (1). Canine nephroblastomas are
composed histologically of both epithelial and mesenchymal components. Metastic cases in
older dogs are predominantly of mesenchymal element as found in the Animal Medical
Center Tumor Pathology Achieve. Histologic features of primary and metastatic this rabbit
were mainly epithelial element.
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Comparative Pathology Case 167

Contributor: Yung-Hsiang Hsu ( 3F7k# ) MD. Department of Pathology, Tzu-Chi General
Hospital. (&3 &7k 4z 6 B Fesm 22 AH)

Clinical history: This 31-year-old pregnant female suffered from sudden onset of nausea,
vomiting and abdominal pain on May 5, 1997. According to the referral statement, she had
had alcohol drinking for about 10 years, but no episode of acute abdominal pain had been
noted. Emergent vaginal delivery was performed successfully at a local obstetric clinics at
11:00 am on May 6, 1997. The patient then developed hypotension, dyspnea, and progressive
abdominal distension in several hours after delivery, and was transferred finally to our ICU on
the same day. Her body temperature on arrival was 39 °C . Chest radiography was
unremarkable. Abdominal sonography revealed massive ascites with septa formation. The
ascites appeared turbid on paracentesis. CT scan showed blurring of the fat plane around the
pancreatic head. Biochemistry studies showed elevated serum lipase and amylase, marked
hypoalbuminemia and hypocalcemia. She was treated under the impression of acute
pancreatitis with septic shock. Culture of blood and ascites got negative results. Despite
vigorous treatment, her condition continued to deteriorate and progressive oliguria,
uncontrollable bradycardia and ventricular tachycardia commenced. The patient finally
expired on May 8, 1997.

Diagnosis: Acute pancreatitis with rhabdomyolysis

Gross finding: At autopsy, the abdomen was markedly distended. On opening the abdominal
cavity, 3000 ml of slightly turbid ascites was obtained. No hollow organ perforation was
found. The pancreas appeared grayish and slightly firm, but no hemorrhage was seen. Fat
necrosis was found in the lesser omentum and peri-pancreatic area. Careful examination of
the biliary tract revealed no stone or stricture. Other significant findings included
hepatomegaly with fatty change, a distended gallbladder, mild congestion of the lung, an
enlarged pituitary gland, and a subcutaneous hematoma measuring 5.0 x 5.0 cm in dimension
in the left frontal-parietal area.

Histopathological findings: Microscopically, the pancreas showed acute pancreatitis
characterized by perilobular inflammation with acinic cell necrosis. The lesser omentum and
pancreatic tissues showed moderate necrosis with a little acute inflammation. The diaphragm
revealed moderate rhabdomyolosis resulting from enzymatic digestion. Bilateral kidneys
showed marked myoglobin casts formation in the renal tubules associated with acute renal
failure clinically. The liver showed mild fatty metamorphosis and congestion of the central
veins. The bone marrow showed mild erythroid hyperplasia with megaloblastic change.

Discussion: Acute pancreatitis is a common surgical emergency, which when accompanied
by serious complications leads to a mortality of 10% in most prospective series. Patients with
acute pancreatitis and rhabdomyolysis had severe disease and this was confirmed by the
mortality of 79%. Multiple organ failure developed in 93% of the cases. Rhabdomyolysis may
be a marker of severe pancreatitis. Skeletal muscle is vulnerable to a range of insults; cell
viability demands a healthy muscle cell membrane (sarcolemma) and normal ion transport. A
large number of “toxic” causes of rhabdomyolysis have been reported; these include venoms,
amphetamines, barbiturates, epsilon aminocaproic acid, isopropyl alcohol, and ethylene
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glycol. Pancreatitis presents the body with a noxious combination of digestive enzymes,
inflammatory mediators and cellular debris. Release of toxic substance(s) is probably
responsible for the rhabdomyolysis and multiple organ failure occurring after the onset of
severe pancreatitis. Hypocalcaemia is recognized as a poor prognostic feature in acute
pancreatitis, attributed to fatty acid soap deposition, increased glucagons and calcitonin, or
decreased magnesium and parathyroid hormone. Early hypocalcaemia in rhabdomyolysis is
postulated to result from calcium salt deposition in damaged skeletal muscle. Clearly when
both pancreatitis and rhabdomyolysis coexist, then hypocalcaemia is common (93%), severe
and prolonged. Rhabdomyolysis is associated with severe acute pancreatitis, occurring later
after disease onset and is accompanied by prolonged severe hypocalcaemia, multiple organ
failure and a poor prognosis.
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Comparative Pathology Case 168

Contributors: Chin-Wen Yang (# i X), DVM; Woon-Fa Chang (& X 4§), DVM ; Chih-
Chuan Wu (&= 344%2), DVM. Department of Pathobiology, Pig Research Institute Taiwan (&
BERBHERRTREAMAR)

Clinical history: Six month-old finisher pig, no remarkable clinical signs. A swelling kidney
was collected from the swine abattoir and submitted for pathological diagnosis.

Diagnosis: Nephroblastoma, benign, kidney, swine

Gross findings: These two kidneys were pale, swollen, and firm and was separated by white
connective septa to form some rough, nodular or lobular external or dissected surfaces. These
white fibrous connective cords were surrounded or infiltrated into the parenchyma apparatus
and resulted with lobular or nodular appearances. The dissected surfaces presented the white
fibrous-like neoplastic tissues expanded inward into the medulla and renal pelvis which
replaced the renal medullar and cortex border.

Histopathological findings: Histopathological, under the low power, there were two
characteristic lesions that were neoplastic mass with fibrous connective tissues proliferation.
The neoplastic masses were dark stain with hyperchromatic basophilic characteristics. The
fibrous connective cords infiltrated into the neoplastic mass to form the lobular lesions. The
tumor cells were scattered in the proliferated fibrous tissues. The tumor cells constructed in
tubule or cyst and even aggregated to form the glomerula-like apparatus. In the glomerula-like
apparatus there was no capillary presented. The neoplastic tubules were connected
incompletely. By high power, the cysts and tubules were constructed with a single cuboid or
columnar epithelium. The morphology of tumor cells was pleomorphic. There were four to
five mitotic figures of tumor cells could be noticed in one high power field.

Comment: Nephroblastoma is considered about the inherent disorder of the kidney in
domestic animals that the renal cells can not develop to the functional stage and remained in
its embryonal stage. Because of its high morphology variation, therefore it was also called
renal adenosarcoma, embryonal nephroma and Wilm’s tumor. Nephroblastomas are rare in all
domestic animals except swine and chicken. Nephroblastoma has been also presented in calf,
sheep, dogs and cats. The incidence of nephroblastoma varied considerably geographically. In
the United States, the incidence of nephroblastoma in swine was 20 per 100,000 in 1963, in
other areas there may have higher incidence.' In the United Kingdom, the incidence of
nephroblastoma was 0.35 per 100,000 in slaughtered pigs in abattoir in 1969.'

The affected age group of nephroblastoma was younger in swine than the other tumor in
animals. In swine, there was 70% cases recognized under 1 year of age, and 92% were lesser
than 2 years of age. However the tumor in pigs are usually not recognized until the market age
which is about 1 to 2 years. In other animals the affected age groups are younger than 1 years
old. The study in 1959 of neproblastoma presented that the occurence ratio in male and female
in swine was 2:1, with no markedly breed predilection.’

It usually has no remarkable clinical signs because the normal renal tissues undergo
hypertrophy and take over the impaired. The abdomen distention caused by the large palpable
sublumbar mass is the most common clinical sign. The other clinical signs include hematuria,
abdominal pain, appetite reduced and progressive weight loss. It also had been reported that
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the tumor mass was ruptured by trauma which induce severe hematoperitoneum and death.
Finally, the tumors are usually unilateral, but it can also be bilateral.

The nephroblastoma may be large or multiple within a kidney, it may be accompanied with
rapid growth. The metastasis of nephroblastomas is infrequently seen. If the cellular mitosis is
active, the tumor had the intendancy with metastatic properties. The metastatic cells may be
found in the sublumbar, renal, mesenteric and bronchial lymph nodes, even the lung, liver,
peritoneum or opposite kidney can also be noticed.

Treatments of nephroblastoma include surgical removal by nephrectomy, radiation and
chemotherapy by vincristine or dactinomycin. If the tumor has no metastasis, the prognosis
for the treated patient was fine.
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Comparative Pathology Case 169

Contributors: Wan-Yi Kang ( BE%éf% ) MD; Chiang-Shin Liu (#]%%) DDS; Chee-Yin
Chai ( #:&1=) MD, PhD. Department of Pathology, Kaohsiung Medical University ( 2 #
BEREREEH)

Clinical history: This 3 years old girl admitted on 89-3-6 due to abdominal pain for a month
and a palpable abdominal mass. Abdominal echo shows a large right retroperitoneal
heterogenous mass measuring about 9.7 x 6.8 x 8.5 cm with areas of calcification spots.
Biopsy was performed on 89-3-10. After several chemotherapy courses (since 89-3-13 to 89-
5-12), right nephrectomy was performed on 89-6-1. After operation, both radiotherapy and
several courses of chemotherapy are done. This patient is now irregularly followed up at our
OPD.

Diagnosis: Nephroblastoma with rhabdomyoblastic differentiation.

Gross findings: The right kidney is 9 x 5.5 x 5 c¢cm, weighing 160.3 gm. The capsule is
adherent to renal cortex focally. On cut, grayish white tumor mass occupying whole renal
parenchyma. Areas of hemorrhage, necrosis and cystic degeneration are seen.

Histopathological finding: Biopsy on 89-3-10 shows nodular proliferation of small
hyperchromatic cells with mild organic formation and myxomatous stroma. No anaplastic
area is identified. Nephrectomy on 89-6-1 shows extensive necrosis with calcification and
large areas of rhabdomyoblastic differentiation. Scattered nests of residual, blastemal cells
accompanied by tubular and glomerular differentiation are present. No anaplastic features are
found.

Discussion: Nephroblastoma (Wilm’s tumor) is an embryonal neoplasm derived from
nephrogenic blastemal cells. It is usually diagnosed in young children and is uncommon in
neonate and infants. Over 90 percent of cases have appeared in-patient under 6 years of age
(most common in children age 1 to 3 years) and occasionally occurred in adults.

Several lines of differentiation, including blastemal, epithelial, and stroma are usually
expressed. The most widely accepted staging system for nephroblastoma is that of the
National Wilm’s Tumor Study (NWTS). Stage I tumor are limited to kidney and completely
resected. Renal capsule is intact. Stage II tumor infiltrates beyond kidney but completely
resected. Stage III nonhematogenous tumor confined to abdomen. Stage IV hematogenous
metastases. Stage V bilateral renal involvement at diagnosis.

Modern chemotherapy has been extremely effective in the management of most Wilm’s
tumor cases. Chemotherapy usually result in massive necrosis of immature and actively
proliferating cells whereas slowly replicating and differentiated cells are commonly
unaffected. Recently, the presence of anaplastic nuclear changes is considered prognostically
significant. Anaplastic nuclear changes are an indicator of increased resistance to adjuvant
therapy.

Differential Diagnosis:
1. Mesoblastic nephroma
2. Clear cell sarcoma

3. Rbabdoid tumor
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. Miscellaneous:

a) Neurogenic tumor

b) Renal carcinoma, oncocytic tumors
¢) Angiomyolipoma

d) Lymphoma

e) Other rare neoplasms
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Comparative Pathology Case 170

Contributors: Cheng-Chung Lin(#& iE %), DVM, MS; San-Duo Chen(Fk = %), DVM, PhD.
Institute of Veterinary Pathology, National Chung Hsing University. (" ¥ X £ 8k B % 22 #F
R T)

Clinical history: Adult pigs were in slaughtered house, kidneys were condemned during
routine meat inspection. No any clinical sign was recorded.

Diagnosis: Chronic renal disease, Chronic tubulointerstitial nephritis, Renal fibrosis
Leptospira interogans serovar pomona infection.

Gross findings: The kidneys are pale, shrunken, and firm, with excessive adhesion of the
capsule to the underlie cortex. The cut surfaces show diffuse pale striation from cortex to
medulla. Some gray infiltrates of varying size obscure the normally radically striated cortical
architecture. The infiltrates are manifested as coalescing gray foci particularly obvious in the
inner cortex. In some cases, the renal parenchyma is completely replaced by hard connective
tissue, even contains fat tissue.

Histopathologic findings: Aggregates of lymphocytes, plasma cells, and monocytes and a
few neutrophils are randomly scattered or intensively localized throughout the interstitial. The
epithelium of tubules within inflammed areas had alterations of degeneration and necrosis. In
some severe cases, all the parenchyma tissue is replaced by collagen fibers and fat cells.

Discussion: Interstitial nephritis lesion is very common in dog, cat, and pig. It is always
caused by bacterial or viral septicemia, whereby these infectious agents infect the kidney
tubules and incite an inflammatory response in the interstitial. The best understood causes in
domestic animals are serovars of Leptospira interrogans. Serovars canicola and
icterohemorrhagiae are the most common cause of canine leptospirosis, whereas serovar
pomona is the most common cause of the lesion in pigs. Other serovars such as grippotyphosa
and bratislava have also been associated with renal leptospirosis in several species. However,
the causes in cattle are E. coli, malignant catarrhal fever virus and Theileria parva, and the
sheep is caused by sheeppox. In fact, the actual pathogenesis of these lesions is often
unknown, except leptospirosis. In leptospirosis, following exposure to the bacterium,
leptospiremia occurs and organisms localize in the renal interstitial capillaries, migrate
through vascular endothelium, persist in the interstitial spaces, and immigrate via the lateral
intercellular junctions to reach tubular lumina. Within tubules, leptospires are associated with
epithelial microvilli and within phagosomes of the epithelium of the proximal and distal
convoluted tubules. Tubular epithelial cells undergo degeneration and necrosis due either to
direct toxic effects of leptospires or to the accompanying interstitial inflammatory reaction.
Although neutrophils may be present in tubular lumina, the prominent lesion is in the
interstitial, which becomes infiltrated with monocytes, macrophages, lymphocytes, and
plasma cells. Another well-documented mechanism for the production of interstitial nephritis
is examplified by the immune response to infectious canine hepatitis virus infection in dogs.
During the viremic phase of the disease, virus initially localizes in the glomeruli, producing a
transient immune complex glomerulonephritis. As the dog recovers from the acute phase of
the disease and with onset of the systemic immune response, virus disappears from the
glomeruli only to reappear in tubular epithelial cells where it may persist for weeks and

39



months and causes tubular epithelial necrosis by a viral-induced cytolysis. Tubular necrosis is
followed by a lymphocytic and plasmacytic interstitial nephritis. Deposition of immune
complexes in or interactions between anti-basement membrane antibodies and tubular
basement membranes can initiate immune-mediated tubulointerstitial disease in human beings
and laboratory animals. Depositions of IgG and complement have rarely been identified in
renal tubular basement membranes in domestic animals. However, at present, immune-
mediated mechanisms are questionable as causes of interstitial nephritis in domestic animals.

About the renal fibrosis, it always occurs as a chronic manifestation of the healing phase of
a preexisting renal lesion. It occurs following primary inflammation of glomeruli, tubules or
interstitial tissue or following severe degeneration or necrosis of renal tubules. The severity of
renal fibrosis usually parallels the intensity of the antecedent renal disease. Renal fibrosis and
chronic renal disease are the most frequently recognized renal pathologic processes in mature
or aging domestic animals. Theoretically, when renal fibrosis and accompanying loss of
nephrons are severe, they can be manifested in the live animal as renal failure and uremia.
However, no obviously clinical sign can be observed in the suffered pigs.

Diagnostic criteria:

1. Lymphocytes and plasma cells infiltrated in the interstitial of kidney.
2. Degeneration or necrosis in renal tubular epithelium.

3. Fibrous connective tissue proliferated in the interstitial.
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Comparative Pathology Case 171

Contributors: Tuan-Ying Ke (#73% 3%),MD; Kun-Tu Yeh (3 1), MD; Huei-Mei Chang
(5k 2.¥8), MD; Mei-Ling Chen(FR £3),MD; Shiau-Fang Yang(##:55)MD. (#LEE
BER)

Clinical History: This 63y/o female with poorly controlled diabetes mellitus (HbAlc:11.2%,
fasting blood glucose>216mg/dl) suffered from left lower abdominal pain, fever, and chill
with lower blood pressure (from 160/90 to 90/60) suddenly. Image study demonstrates
multiple lobule of pus and gas formation in retroperitoneum and left kidney. Under the
impression of left emphysematous pyelonephritis and septic shock, the patient received
emergent nephrectomy. After operation and medical treatment, the patient had an uneventful
course.

Diagnosis: Malakoplakia

Gross Finding: The kidney weights 410gms and measures 9.5 x 5 x 5 cm in size. Grossly, it
is tumefactive. On cut, there are several cavities with pus within the cavities measuring up to
2 cm in dimensions with involvement to the cortex, medulla, capsule and perirenal fat.

Histopathological finding: The kidney shows granulomatous proliferation of histiocytes with
abundant granular eosinophilic cytoplasm and a bland nucleus. Numerous Michaelis-
Gutmann bodies, which reveals intracytoplasmic inclusion and extracellular basophilic
structures, are present. PAS stain demonstrates strongly positive substance in the cytoplasm of
histiocytes.

Discussion: Malakoplakia, described by Michaelis and Gutmann in 1902 and von Hansemann
in 1903, meaning soft plaque coming from the Greek, is an infectious process most common in
the genitourinary tract. It is generally accepted that this entity is common causing by E. coli,
with approximately female preponderance of 4:1, occurred in diabetes patients due to
impaired immune status. However, due to more cases reported, more extensive
understandings about this entities are revealed. First of all is the diversity of the pathogens. As
literature reviewed till 2000, there are more pathogens found including Gram(+) bacteria,
Gram(-) bacteria, fungus, and mycobacteria etc, depending on infection sites and local flora in
usual condition. It revealed that different pathogens would cause the same clinical picture.
Second, as known that the disease is associated with impaired immune response, more
evidences confirmed this concept. HIV infection, transplantation, autoimmune disease,
hematologic malignancy are found associated with the lesion. The above indicate that
impaired immune status will be the most important causing factor of the disease and the
pathogen may be coming from usual infection route the same as other infection disease. As
our case, the female patient with poor diabetes control is a good predisposing factor.
Furthermore, by recurrent urine culture of growth of Klebsiella pneumoniae, the ascending
infection to renal parenchyma to develop malakoplakia in kidney is the most possible way. It
is said that decreased ratio of cGMP and cAMP in monocytes or CD4/CDS8 T cells resulted in
defects of phagocytic systems in macrophages and formation of the M-G bodies. Some
reports revealed bacteria in M-G bodies but others did not. Exact pathogenesis is still
necessary to survey.

The definite diagnosis depends on M-G bodies in histiocyes or extracellular areas and pus
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culture to decide the pathogens. However, of small lesions of unusual locations in early stages,
differential diagnosis about infectious granulomas, histiocytosis and granular cell tumor
should be considered. And of solid organs, pre-operational needle biopsy should be done to
distinguish the entity between malignant tumors. About treatment, pus culture should be done
to decide pathogens and sensitivity tests of antibiotics would offer a lists of antibiotics to use.
Then, good penetrating for intracellular bacteria is of first choice. But surgical treatment,
especially for complicated cases are also necessary to offer high cure rate.

Diagnostic criteria: 1.Granulomatous histiocytic proliferation. 2.Michaelis-Gutmann bodies
demonstrated by PAS stain or von Hansemann stain.
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Comparative Pathology Case 172

Contributor: Jyh-Pyng Juch (#2&-F) MD, MS. St. Mary*‘s Hospital, Lotung, Taiwan. ( 4 R
TR

Clinical History: This 72-year-old male suffered from sudden onset right lower quadrant
pain with tenderness. Echogram revealed a heterogenous mass in the lower pole of R’t kidney
with hydronephrosis & hydroureter & Abdominal CT confirmed it. The intravenous
pyelogram(IVP) showed non-functional R’t kidney with renomegaly & with fine mottled
calcified shadow. Cystoscopy revealed papillary neogrowth & biopsy revealed inflammatory
polyp. Radical nephrectomy was petformed and the surgical wound healed.

Diagnosis:
1. 990715:

1.Kidney, R‘t, radical nephrectomy, showing renal cell carcinoma, sarcomatoid type; with
involvement of renal cortex, medulla, calyx & perirenal capsule.
2.Ureter, R°t, segmental resection, showing RCC, invasive.
3.Lymph node, regional, Biopsy, showing RCC, invasive.
I1. 99-0679:
Urinary bladder, neck, TUR-B, showing inflammatory polyp.

Gross findings:

1. The R‘t kidney, 730gm & 16.5 x 12 x 9.5cm. The renal capsule is thickened, irregular &
replaced by friable, necrotic tissues. After removal of the capsule, there are a few well-
defined solid masses in lower pole of kidney & involved focal areas of the renal calyx.
Necrosis, calcification & hemorrhage are marked. The renal pelvis is filled up with blood
clots.

2. The ureter & renal pelvis measured 2.2 cm & 4.4 cm in length & 0.4 cm & 1.6 cm in
diameter, respectively. On opening the inner surfaces are smooth. Serial sectioning are
performed.

3. The renal artery & vein are entrapped by tumor & the lymph nodes are effaced by tumor
lesion.

Histopathologic findings: Microscopically, the solid renal mass revealed a picture of RCC
with whorl-arrayed bundles mimicking smooth muscle fibers. The tumor cell contains
pleomorphic, hyperchromatic nuclei with mitosis to be found. Components resembling
liposarcoma is also noted but no lipoblast was found. Extensive necrosis, fibrosis,
hyalinization & calcification are also noted. The tumor involved the renal capsule, cortex,
calyrx, ureter & regional lymph node.(urine cytology showed no cancer cell).

Immunohistochemistry stains:
1.Cytokeratin stain: negative result, 2.Vimentin stain: positive result

Discussion: Renal cell carcinoma (RCC) is a tumor of adults (55 to 60 years). The male to
female ratio is about 2:1. A rare familiar form of RCC has been reported and bilaterelity is 1%.
RCC usually presents with hematuria (59%), flank pain (41%) or abdominal mass (45%).
However the diagnostic triad occurs in only 9% of the patients. In general, the investigation of
a suspected renal mass begins with IVP and is followed by ultrasonography, CT scan or MRI.
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Grossly, most RCC are well demarcate and centered in the cortex. On occasion, only a small
portion is connected with the cortex. The bulk of the tumor appearing as an extrarenal mass.
Extension to the renal pelvis occurs only in late stage. In about 5% of the cases, multiple
tumor nodules are seen scattered throughout the kidney. In a typical case the cut surface
shows a solid golden yellow tumor sharply separated from the surrounding tissues by a
fibrous pseudocapsule. Hemorrhage, necrosis, calcification & cystic changes are common &
result in characteristic variegated appearance of RCC. Microscopically, the tumor cell are
large. The nuclei are centrally located. The appearance of cytoplasm ranging from optically
clear, with sharply outlined boundaries to deeply granular, with many transitional forms. The
clear cell appearance results from the accumulation of glycogen & also of fat. Most RCCs
show evidence of glandular (tubular) differentiation. IHC in RCC show reactivity for CK(8,18)
EMA & CEA.Co-expression of keratins (8,18) & vimentin is the rule, a feature not present in
normal tubular cells. Ultrastructurally, the clear cells contain abundant glycogen, variable
amounts of fat and scanty organelles. In granular cells, organelles are more numerous &
glycogen & fat are scantier. Cytologic examination of voided urine or bladder washing is an
inefficient method for diagnosis of RCC. The detection rate is no more than 25%.
Percutaneous fine-needle aspiration is a safe & accurate technique for D/D a renal cyst, an
avascular or hypovascular renal tumor & in confirmation of tumor recurrence in renal fossa
after nephrectomy. Sarcomatoid RCC(Spindle-cell carcinoma, carcinosarcoma) makes up
10% of all renal tumors(1.5% in RCC) in adult & is largely composed of spindle & /or
pheormorphic tumor giant cells. The sarcomatoid component contains interlacing & whorled
bundles of atypical spindle cells & usually resembles malignant fibrous histiocytoma, or
fibrosarcoma & carcinosarcoma. The behavior of sarcomatoid RCC is aggressive (most
anaplastic form). Extra renal invasion is usually present at operation. Multiple metastasis in
skeletal system have been known. Before a diagnosis of primary sarcoma of the kidney is
made, the more common possibilities of sarcomatoid RCC & primary retroperitoneal soft
tissue sarcoma with secondary renal invasion should be considered.

Differential Diagnosis:

1. Spindle cell sarcoma

2. Malignant fibrous histiocytoma

3. Retroperitoneal soft tissue liposarcoma with renal invasion

Diagnostic criteria:

1. Large cancer cells with centrally located nuclei.

2. Cytoplasm ranging from optically clear with sharply outlined boundaries to deeply granular,
pleomorphic sarcoma-like appearance.

3.Interlacing & whorled bundles of atypical spindle cells.
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Comparative Pathology Case 173

Contributors: Y.T.Chiu (¥:'E£4%) , DVM, Ph.D. China Chemical & Pharmaceutical CO.,
LTD. (P B 23] ) . Victor-F. Pang (fe/&) NTU Veterinary Medicine. ( B ==
EHRFEBER)

History: The sow was three years old. The clinical signs revealed depression, mild cyanosis
and abnormal urination during the post-gestation period, the sow stood in one place before the
void urine in small quantities. Valvular discharge which was mucohemorrhagic or purulent
appeared around the vulva or on the underside of tail. The result of antibiotic treatment was
not good.

Diagnosis: Pyelitis (pyelonephritis), ureteritis and cystitis, fibrinopurulent, subacute, diffuse,
severe, kidney, ureter, and bladder.

Gross finding: From the pelvis to the ureter and bladder contain a large amount of
fibrinopurulent exudates. The pelvis is markedly dilated and congested. The bladder and
ureteral mucosa is reddened, roughened or granular and adhered with a thicken layer of
fibrinous membrane, the wall is very thicken.

Histopathological finding: The transitional epithelium of renal papilla is diffusely necrotic
and desquamated, and infiltrated by lymphocyte, bacterial colony with fibrin, necrotic debris.
Mild and focal lymphocytic infiltration is noticed in the interstitial tissue of renal papilla. The
papillary duct is markedly dilated. The lesions of bladder and ureteral mucosa are similar as
pelvis, but the lamina propria was infiltrated by many lymphocytes.

Bacteriological isolation: Pelvis, ureter, bladder --- E. coli

Discussion: Pyelitis refers to inflammation of the renal pelvis, pyelonephritis is inflammation
of both the renal pelvis and renal parenchyma. Each usually result from an extension of
bacterial infection of lower urinary tract that ascends ureter to the renal pelvis. Therefore, it is
usually accompanied by ureteritis and cystitis. Organisms involved in urinary tract infection
are usually endogenous bacteria of the bowel and skin, such as E coli, Streptococcus sp.,
Staphylococcus epidermidis, Actinobaculum suis, Klebsiella sp., Pseudomonas sp.,
Aeromonas sp., and Bacteroides sp. in pigs. The pathogenesis of ascending pyelonephritis
depends on the abnormal bacterial-contaminated urine from lower urinary tract to the renal
pelvis and inner medulla that call vesicoureteral reflux. Vesicoureteral reflux occur more
readily when there is increased pressure within urinary bladder, as with urinary obstruction or
narrowing that may be caused by pregnancy, ureteral anomalies, urolithiasis, and prostates
hypertrophy. In this case, the sow was pregnancy in post period.
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Comparative Pathology Case 174

Contributors: Chung-Yen Cheng ( IR Z f# ) MD, MS; Chin-Cheng Lee ( Z i
A% ) MD, PhD; Su-Jong Hsich ( #ti#if¥ ) MD, MS; Chung-Hsin Yeh (¥ %42 ) , MD, MS.
Department of Pathology and Laboratory Medicine, Nephrology and Urology, Shin-Kong
Hospital, Taipei, Taiwan (#7358 & Kf 2o A B ek AR RAL - BRA &L & A

Clinical history: A 44 year-old male patient suffered from hypertension for 9 years with 2
episodes of stroke. Laboratory examination showed hypokalemia, hyper-reninism, and
secondary hyperaldosteronism. CT scan showed a small tumor over lower pole of right kidney.
Partial nephrectomy was done and a small grayish whitish tumor measuring 0.6 x 0.5 x 0.5
cm. in size is noted.

Diagnosis: Juxtaglomerular cell tumor (Reninoma)

Pathological finding: The specimen received consists of a partial nephrectomy. On serial
cuttings, a small whitish-grayish solid tumor measuring 0.6 x 0.5 x 0.5 cm. in size is noted in
renal cortex. Microscopically, the tumor is composed of a uniform population of round to
polyhedral cells with granular cytoplasm. The tumor cells are arranged in irregular trabeculae
or in organized pattern. The nuclei are generally round to oval and very few mitotic figures
can be found. Ultrastructurally, the tumor cells contain rhomboid, renin-specific crystals.
Immunohistochemical study shows that the tumor cells are reactive against S-100, Smooth
muscle actin, and Vimentin and NSE antibodies and are not reactive against EMA,
Myoglobin and Desmin antibodies.

Discussion: Juxtaglomerular cell tumor is a rare renal tumor which secrets renin and causes
secondary aldosteronism and decrease of potassium level and secondary hypertension. The
first reported case of Juxtaglomerular cell tumor is reported in 1967. Patients range in age
from 6 years to 61 years with 80 % of patients younger than 30 years. There is 2.75:1 female
predominance. All the patients presented with severe hypertension known to be present for
months to 15 years, with an average duration of approximately 4 years prior to the diagnosis
of the renal tumor. The neoplasms have ranged in size from 3 mm to 8 cm. with 77 %
measuring 1 cm. to 5 cm. in diameter. All cases have proved to be clinically benign. The
surgical treatment of has proved to be curative for the pre-operative hypertensive state in most
recorded cases.
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E—RUERELHAFNERH (83510 A 30 AA G R AR L RITRT)
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1. Dog Myxoma 2R &Y BEEF O
2. Ferret Chordoma 2R &Y BEEF O
3. Human Ependymoblastoma RRESER

4. Goat Cryptosporidiosis & B R AR RPT

5. Lemur fulvus Amoebiasis & R R

6. Monkey Tuberculosis G REREREA

7. Human Tuberculosis BT B

%= &w?ﬁﬁﬂmdéﬁm(M$4H9H#A£&ﬁ¢mg )

8. Pigeon Synovial sarcoma 2R BERE T O
9. Cat Perinephric pseudocyst EEREREREZ

10. Human Choledochocyst &R 5‘6/‘ e

11. Rat Bile duct ligation L kB E A

12. Human H. pylori-induced gastritis 5 :1[:5’% iiﬂ ‘1’ AN

13. Human Pseudomembraneous colitis B LI BEIR

14. Dog Dirofilariasis ) rﬁiffﬁi A AT
15. Human Pulmonary dirofilariasis &R RAES

16. Squirrel Toxoplasmosis =R g v ﬂ""d‘ % PT
17. Pig Toxoplasmosis e R IR 8k BT A
FZRUBARELHAF TR (8458 AT AABLER RERIT)

18. Human Malignant lymphoma "KRELER

19. Wistar rat Malignant lymphoma BEXEREY % I BHT R
20. Human Sparganosis &R RAES

21. Chickens Newcastle disease B e RE "’}i'rﬁ'h%i #
22. Goldfish Herpesvirus infection a8 RPESRESEA
23. Human Chromomycosis &R E PO

24. Human Metastatic thyroid carcinoma B LI BEIR

25. Human Chordoma kR )\iﬁﬁ QE/\ I
26. Pig Swine salmonellosis B =P kB E A
27. Pig Vegetative valvular endocarditis & A ﬂ"‘?“ﬁ ERu
FoRhEmELHAN R (84 F 11 A 19 B A KR XK *afék% ke AT )
28. Human Nocardiosis & B LA R

29. Largemouth bass  Nocardiosis B R RE sk By i BT
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30.

31.
32.
33.
34.
35.
36.
37.

Dog Demyelinating canine
encephalitis
Malayan sun bears Adenovirus infection

Human Actinomycosis
Human Tuberculosis

Dog Interstitial cell tumor
Human Carcinoid tumor
Siamese cat Hepatic carcinoid

Human Mpyositis ossificans
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45.
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46.
47.

48.
49.
50.
51.

52.
53.

54.

55.

Ferret Pheochromocytoma 2R ERE T O

Human Extra adrenal pheochromocytoma  #f¢ & K ff e S B 1%

Rat Mammary gland fibroadenoma EES sk 3 A N

Human Fibroadenoma B ERER

Pointer bitch Canine  benign  mixed  type B = v L K 2k B2 2
mammary gland tumor

Human Phyllodes tumor & FRRMAEIR

Dog Canine oral papilloma B e /J‘\"’d‘ BREEA

Human Squamous cell papilloma By BB

a%axgﬁiﬁ%ﬁ

BRI R E I 6 T

ABRAT)
e

Cat Feline dirofilariasis E B irty iy B L
Human Lung: metastatic carcinoma associated = % 48 B[z
with cryptococcal infection.
Liver: metastatic carcinoma.
Adrenal gland, right: carcinoma
(primary)
Wild rodents  Adiaspiromycosis ARy /J‘\'Bi“}’\'rﬁ'h%i #
Human Echinococcosis &R RAB BT
Piglet Porcine cytomegalovirus infection
Human Pneumocystis carinii pneumonia &bRE O
Goslings Aspergillosis
Human Intracavitary aspergilloma and cavitary Z ® % #F 5 g
tuberculosis, lung.
Human Fibrocalcified pulmonary TB mixed #k v & & 222 %%
actinomycosis and aspergillosis lung
infection with abscess DM, NIDDM.
Broilers Infectious laryngo-tracheitis B R Ik

S £

(Herpesvirus infection)
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56.

Human

Gastrointestinal stromal tumor &P

B, 40, B
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57. Chicken Cecal coccidiosis DAE P 3 $- X A

58. Human Tuberculous enteritis with perforation % 2 i 47 é\% I
59. Dog Colonic adenocarcinoma E Bty Ey % B2d.
60. Human Intestinal capillariasis &L EEEE
61. Goose Spirochetosis A fx;f-f‘:” kB F
62. Human Submucosal leiomyoma of stomach ~ #1% & R L& & F"
63. Porcine Proliferative  enteritis  (Lawsonia 5 R % K& 4 57 76 P
intracellularis infection)
64. Human 1. Adenocarcinoma of sigmoid colon & L #74f & I%
2. Old schistosomiasis of rectum
65. Caprice Cryptosporidiosis & B R AR R
FAARUERELANE (86 F7 A 20 AAHMALRZ KK LAER Bl X &R ER;T)
66. Chapmanrs zebra Echinococcosis BieBRFSRESEAR
67. Human Hepatic ascariasis and cholelithiasis =~ #ALAEHE R
68. Human Liver abscess (Klebsillae pneumoniae) & 365 5 1%
69. Pig Pseudorabies (Herpesvirus infection) & % & #FH 5 #F %2 P7
70. Human Acute Q fever hepatitis B AT ZEERR
71. Human Myelolipoma &M ERIR
72. Mouse Reticulum cell sarcoma B R F B B My I A e P S
73. Human Hepatocellular carcinoma R K S BT
74. Wistar strain rats Hepatocellular carcinoma induced by & % & R X 240 & 4 X8 P
aflatoxin B1
75. Rabbits Acute yellow phosphorus intoxication Bl sz $& K 58k & £ &
ErARERELFAFE (86 F 11 A 2 AR= ﬁ*ﬁ%%%%k& &ﬂ%ﬁii’%ﬁ)
76. Cat Polycystic kidney bilateral and renal £ B 4z 498y 4%p B £ .0
failure
77. Human 1.Xanthogranulomatous inflammation #& % % # B [z

with nephrolithiasis, kidney, right.
2.Ureteral stone, right.

78. Chicken Marek’s disease in native chicken J R RE gk b PT
79. Human Emphysematous pyelonephritis BB K EIR
80. SHR rat 1.Glomerular sclerosis and hyalinosis, B F7 & 22 &

segmental, focal, chronic, moderate B RE e R R P
2.Benign hypertension

81. Human Angiomyolipoma EREERD

82. Human Inverted papilloma of prostatic urethra & L #74F & [%

83. SD rats Phagolysosome-overload nephropathy REBRE W EHE R R T O

84. Human Nephrogenic adenoma Bl 2 BT

85. Dog Renal amyloidosis & B R AR RPT

86. Human Multiple myeloma with systemic 4 2% 2 7 43 & B2
amyloidosis
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87. Human Squamous cell carcinoma of renal 4 by P.o
pelvis and calyces with extension to
the ureter
88. Human Fibroepithelial polyp of the ureter EEIE Ff?
89. Goose 1.Severe visceral gout due to kidney B = " #i K Z:8f B2 2 2
damaged
2.Infectious serositis
90. Human Clear cell sarcoma of kidney &I ERER
91. Orange-rumped Hypervitaminosis D HieRPHESZAZ
agoutis
FH—RknErZLead€ (8753 A 1 BABRERGELSRRRIT)
92. Pig Foot-and-mouth disease (FMD) Bt R R G a6 T
93. Dog Mammary gland adenocarcinoma, B 5z & ¥ kK Zh8k BE £ 2
complex type, with chondromucinous
differentiation
94. Human 1.Breast, left, modified radical & R % F Bz
mastectomy, showing  papillary
carcinoma, invasive
2. Nipple, left, modified radical
mastectomy, papillary carcinoma,
invasive
3.Lymph  node, axillary, left,
lymphadenectomy, papillary
carcinoma, metastatic
95. Dog Transmissible venereal tumor B = S Eé"?‘ #
96. Human Malignant lymphoma, large cell type, 24t f&*g»%’(
diffuse, B-cell phenotype
97. Tiger Carcinosarcomas & B R AT R AT
98. Human Mucinous carcinoma with intraductal 4 = % 7 B fz
carcinoma
99. Mouse Mammary gland adenocarcinoma, type Bl ‘R E 5 € 4 % 74 &R AT % F 0
B, with pulmonary metastasis,
BALB/cBYJ mouse
100. Human Malignant fibrous histiocytoma and ¥ B 5 2% £: g
paraffinoma
101. Pig Swine pox Bl 2 R R FEBEE AR
102. Human Pleomorphic adenoma (benign mixed #3% &% 42 & 5 %8
tumor)
FHoknEBREERAE (8754 A 19 AR EEERRNEFRAE) !
s B o & RER R
FHZRUBARELAIE (8756 A 14 ARG LTI HHERIT)
103. Human Atypical central neurocytoma ok 9% K 5BIg
104. SD rat Cardiac schwannoma BRERMEARFTFR T
105. Human 1. Mucormycosis CRBRARGLSER
2. Diabetes mellitus
106. Dog Parasitic meningoencephalitis, caused &/ & #8525 7% A7
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by Toxocara canis larvae migration

107. Human 1. Primary cerebral malignant & b 4= % B %
lymphoma
2. Acquired immune deficiency
syndrome
108. Lamb Listeric encephalitis J# R4 5’3? & IR 5 6 P
109. Human Desmoplastic infantile ganglioglioma & #f & 52 %2
110. Piglet Pseudorabies B s B Efiﬂ'#ik%"
111. Human Schwannoma ZEBER
112. Chicken Avian encephalomyelitis oA %H%/J‘\"ﬁ‘
113. Human Tuberculous meningitis R T
114. Dog Osteosarcoma £ B4z é’J %’J % B2d.
FroRUBERELARTE (87F 11 A ISARBEL P EXERIT)
115. Dog Mixed germ-cell stromal tumor, mixed % B4 & 8 B2 F @
Sertoli cell and seminoma-like cell tumor
116. Human Krukenberg’s Tumor bR E PO
117. Human Primary insular carcinoid tumor arising 1t i & 7 47 & B I
from cystic teratoma of ovary.
118. Dog Cystic endometrical hyperplasia =18 R AR SR R PT
119. Human Polypoid adenomyoma R¥ 7'%‘9? BIR
120. Human Gonadal stromal tumor HER
121. Dog Cystic subsurface epithelial structure B F}& ?-5? L LA NN
(SES)
122. Human Gestational choriocarcinoma it %*‘"%’( BT
123. Horse Ovarian granulosa cell tumor B s R
%+£&wﬁﬁﬁmmdé(%$4ﬂnaﬁaiiﬁkﬁ%mmm % % 4 B e R AT)
124. Dog Superficial necrolytic dermatitis E Bty Ey % B2d.
125. Human Solitary congenital self-healing histiocytosis 4 STU‘-%L TR
126. Mouse Alopecia areata BRE %‘ﬁ/} %ﬁfg‘iﬁ VT A NS
127. Human  Eumycotic mycetoma T R AT TS % e
128. Goat Contagious pustular dermatitis B RG&E RBRE KRR &
P
129. Human Kaposi’s sarcoma %%ﬁ?%l‘%
130. Chicken Fowl pox and Marek’s disease B s ‘1’ BREZA
131. Human Basal cell carcinoma (BCC) ERE
132. Dog Transmissible venereal tumor R iy k""" B2 A
%+ﬁk%§ﬁﬁ%%ﬁ?(%#6ﬂ6H%%%%LM£%%%$%)
133. Human  Japanese encephalitis 16 3k 2 A “& /’if‘? 9? =B %
134. Swine Swine salmonellosis with meningitis A2 kB E A

135. Swine Meningoencephalitis, fibrinopurulent and %?‘5@?}'} %%?ﬁ VT A NS
lymphocytic, diffuse, subacute, moderate,
cerebrum, cerebellum and brain stem,
caused by Streptococcus spp. infection

F+EARAMERELHNE (8510 H 31 BN S LERABBRESS)
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136. Lorry
137 Dog

138 Dog

139 Human
140 Calf
141 Human

142 Chicken

Viral encephalitis, polymavirus infection % B 4249 %’J % B2d.

Canine  Glioblastoma  Multiforme  in B & ¥ $ X 5% 8k B 5 't J% ¥2 5F
Cerebellopontine Angle ERZD
1. Aspergillus  spp. encephalitis and B %% K28 B4 £
myocarditis
2. Demyelinating canine distemper
encephalitis
Disseminated strongyloidiasis CRBRARGLSER
Coliform septicemia of newborn calf y4 ffiﬁ‘? K& I Jm b s Pt
Eosinophilic ~ meningitis  caused by & b4 K 48 B 2 J% FLAR B ¥

Angiostrongylus cantonensis
Avian encephalomalacia (Vitamin EB 25 RAHZKXRZHELZZ
deficiency)

BFARMRZEEZLH NG (9 F 4 A BARALERRBELREHIGYER

TREBRIT)
143 Dog Osteosarcoma associated with metallic 42 &)y 4h & 2 F
implants
144 Human  Radiation-induced osteogenic sarcoma foit Bz 6 B IR
145 Dog Osteosarcoma, osteogenic TEEREREREZ
146 Human  Pleomorphic rhabdomyosarcoma ATBUE T A F T A B IR
147 Leopard  Papillary Mesothelioma of pericardium l S HRRFEREZ AR
148 Human  Cystic ameloblastoma &ILE £ Fm
149 Canine  Giant cell tumor of bone oA P g
150 Human  Desmoplastic small round cell tumor 3 & Fm
(DSRCT)
151  Goat Osteodystrophia fibrosa EHERMERRIT&E RIE
K& eIk by s PT
152 Human  Hepatocellular carcinoma EREHEIR
FTARREBERELHNE (89 F 9 A3 ARECATLIHWERTFTORERR
1)
153 Human  Enterovirus 71 infection ALK FEHRER
154 African  Ebola virus infection ITHREE R ﬂ TERY
Green LR
monkey
155 Longhorn Rabies BHiz®REKELZAR
steer
156 Formosan Parastrongylus cantonensis infection TP EREREER
civet
157 Norway  Capillaria hepatica, TBRRREEBCRELEMEY
Rat Angiostrongylus cantonensis Ade P
FotREKFBEZERANE (89 F 11 A 19 BABIRIRERERE _KHFE
BA47)
158 Human  Hemangiopericytoma iR EFF
159 Pig Hypertrophic cardiomyopathy B g k""" BR2A

54



160 Human  Cardiac fibroma o e B B R 5% 3L A
161 Pig Porcine  polyserositis ~ and  arthritis B = ¥ # K S2 8k B 225
( Glasser’s disease )
162 Human  Mycotic aneurysm of jejunal artery ft i A7 4z & Bk
secondary to infective endocarditis
163 Goose Parvoviral myocarditis S HRFRZFEREZ AR
164 Human  Myxoma of heart e ijﬂ*ﬁ‘ﬂ-
Bt —RUERBEELHHAET (W F4 A NAAZFERERRNIREL —FHE
BA7)
165 Human  Chinese herb nephropathy = 40 BT gm 2R R BB AT
166 Rabbit Nephroblastoma HE B R S
167 Human  Acute pancreatitis with rhabdomyolysis # ’if"‘% % J% 32 A+
168 Pig Nephroblastoma & BB AT RPT
169 Human Nephrob}agtoma with rhabdomyoblastic . AR X %i 5 70 ER A
differentiation
170 Pig Chronic nephritis caused by Leptospira spp l DAL &=
171 Human  Malakoplakia #it f&%"%’( BT
172 Human  Spindle cell sarcoma R EFER
173 Pig Ureteropyelitis and cystitis B AL B\ )
174 Human  Juxtaglomerular cell tumor 1L B T 2 A B A
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—REF T —RUEBRELHFECRFIIEA—F X

o A | BlZ B 4 7 # OB R 46
B 5%

g % |I. [Myxoma Dog EFReHHYEL PO
2. Chordoma Ferret N o % BE L o oy
3.  |Ependymoblastoma Human fz REBHER
8. Synovial sarcoma Pigeon E N RS Xk % Y NN
18. |Malignant lymphoma Human Kk ERLEER
19. |Malignant lymphoma Wistar rat B R BBt H AR

LN
24. |Metastatic thyroid carcinoma Human B S A B
25. |Chordoma Human bR )Jﬁﬁ éa,/\ ELI%
34. |Interstitial cell tumor Dog A k BL 2 2
35. |Carcinoid tumor Human KR ée/\ BIe
36. |Hepatic carcinoid Siamese cat 9% EEGEFIE TR E=
38. |Pheochromocytoma Ferret 2R MW EL PO
39. |Extra adrenal pheochromocytoma Human FHh R Ko 5B IR
40. |[Mammary gland fibroadenoma Rat Bl RE &4 %7 R 7R
LN
41. |Fibroadenoma Human B o5 g BE Fl"
42. |Canine benign mixed type mammary|Pointer bitch ST oK EhEp B R 2
gland tumor
43. |Phyllodes tumor Human SR MERE
44. |Canine oral papilloma Dog B34 j—\r‘ﬁ‘ &1 ¥
45. |Squamous cell papilloma Human o B BE AR
47. |Lung: metastatic carcinoma associated|Human 3$£@% F;T;
with cryptococcal infection.
Liver: metastatic carcinoma.
Adrenal gland, right: carcinoma
(primary)
56. |Gastrointestinal stromal tumor Human 4L R BT
59. |Colonic adenocarcinoma Dog 2R ELE PO
62. |Submucosal leiomyoma of stomach Human EPAS- % éa,/\ ELI%
64. |l.Adenocarcinoma of sigmoid colon Human R S HA B
2.0ld schistosomiasis of rectum
71. |Myelolipoma Human S HEE B
72. |Reticulum cell sarcoma Mouse RE B &My %7 B 7R
g
73. |Hepatocellular carcinoma Human FRR KIS BT
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74. |Hepatocellular carcinoma induced by|Wistar strain|& % 4 B ¥ B4 SRR
aflatoxin B1 rats P
81. |Angiomyolipoma Human R B
82. |Inverted papilloma of prostatic urethra |Human B S FH /r{r B Ig
84. [Nephrogenic adenoma Human B & B
86. |Multiple myeloma with systemic/Human ik &R
amyloidosis
87. |Squamous cell carcinoma of renal pelvisfHuman 4 dbE P
and calyces with extension to the ureter
88. |Fibroepithelial polyp of the ureter Human GIHFRR
90. |Clear cell sarcoma of kidney Human 4L BE 2
93. |Mammary gland adenocarcinoma|Dog HieRPHESZAZ
complex type , with chondromucinous
differentiation
94. |1.Breast, left, modified radicalHuman R EFFEDR
mastectomy,  showing  papillary
carcinoma, invasive
2. Nipple, left, modified radical
mastectomy, papillary carcinoma,
invasive
3.Lymph node, axillary, left)
lymphadenectomy, palillary
carcinoma, metaststic
95. |Transmissible venereal tumor Dog l X 5 k B 2L 2
96. |Malignant lymphoma, large cell type/Human 1k }E**%’( EEFE
diffuse, B-cell phenotype
97. |Carcinosarcomas Tiger LE A %ﬂ—ﬁ’%ﬁ % B
98. |Mucinous carcinoma with intraductal]Human h 5l BEry
carcinoma
99. |[Mammary gland adenocarcinoma, typgMouse RERE M E B R
B, with  pulmonary  metastasis, N
BALB/cBYJ mouse
100. |Malignant fibrous histiocytorlHuman o B BE Ak 2y
paraffinoma
102. [Pleomorphic adenoma (benign mixed|Human I R o B IR
tumor)
103. |Atypical central neurocytoma Human FHRhR K BER
104. |Cardiac schwannoma SD rat BRERSMEARTFR
LN
109. |Desmoplastic infantile ganglioglioma |Human o K B R
107. |1.Primary cerebral malignant lymphoma|Human ST = F B
2.Acquired immune deficiency
syndrome
111. [Schwannoma Human —FumErr
114. |Osteosarcoma Dog ER /B EL PO
115. [Mixed germ-cell stromal tumor, mixed/Dog ER /B ELZE PO
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sertoli cell and seminoma-like cell
tumor

116. [Krukenberg’s Tumor Human 4 bR PO

117. |Primary insular carcinoid tumor arisinglHuman it ik 2B ik A BE IR

from cystic teratoma of ovary.

119. [Polypoid adenomyoma Human R Bizb B

120. |Gonadal stromal tumor Human HEE BT

122. |Gestational choriocarcinoma Human AL L B BT

123. |Ovarian granulosa cell tumor Horse DAL S D

129. |Kaposi’s sarcoma Human 3R BE

131. |Basal cell carcinoma (BCC) Human R EFERR

132. |Transmissible venereal tumor Dog B s j‘\*"‘" k B2 ?

137 |Canine Glioblastoma Multifo|Dog B s Bk ER K B ARy
Cerebellopontine Angle T B ﬁ

143 |Osteosarcoma associated with metallic |Dog e EMBEEF S
implants

144 |Radiation-induced osteogenic sarcoma |(Human Gk AR AR A B

145 |Osteosarcoma, osteogenic Dog l B RS B 2

146 [Pleomorphic rhabdomyosarcoma Human AT B A A E BT AT BT

147 |Papillary Mesothelioma of pericardium |Leopard B 5 5 RAL K EepBLE: 2

148 |Cystic ameloblastoma Human &b B2t

149 |Giant cell tumor of bone Canine B 5 v Lk gk B Ehps

150 [Desmoplastic small round cell tumor (D§Human 3 R BE o

152 |Hepatocellular carcinoma Human R &R

158 |Hemangiopericytoma Human R &

160 |Cardiac fibroma Human = A B j—\ 2% 1 22 )

166 |[Nephroblastoma Rabbit A E BT

168 [Nephroblastoma Pig N s LA

169 |Nephroblastoma with rhabdomyoblastic [Human = A B B K 2 s 2 R
differentiation

172 |Spindle cell sarcoma Human R EFFERR

174 |Juxtaglomerular cell tumor Human LB F;%a’{f, 2 A B A

fm 6.  |Tuberculosis Monkey DA 3 N3 & I F

7. |Tuberculosis Human B WA R

12.  |H. pylori-induced gastritis Human S bR E PO

13. |Pseudomembranous colitis Human B S FH /r{r BT

26. |Swine salmonellosis Pig B =L g 'ﬁ"?‘ %

27. |Vegetative valvular endocarditis Pig 4 )?»%ﬂ—*—"%ﬁ

28. [Nocardiosis Human LR A B

29. |Nocardiosis Largemouth | R K& &% Fﬁm By

bass
32. |Actinomycosis Human Ly YR B
33. |Tuberculosis Human YR LIRE /:‘% e
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53. |Intracavitary aspergilloma and cavitaryHuman MR EFErR
tuberculosis, lung.
54. |Fibrocalcified pulmonary TB, left Apex. Human wekEESER
Mixed actinomycosis and aspergillosis
lung infection with abscess DM,
NIDDM.
58. |Tuberculous enteritis with perforation |Human 10 2 R b2 S By
61. |Spirochetosis Goose B &% & B Ruk BEA
63. |Proliferative enteritis (Lawsonia|Porcine JFRBRE w5 h BT
intracellularis infection)
68. |Liver abscess (Klebsillae pneumoniae) |Human &b & 'E’Fm
77. |1.Xanthogranulomatous inflammation/Human R %A
with nephrolithiasis, kidney, right.
2.Ureteral stone, right.
79. |Emphysematous pyelonephritis Human -1 }R*"%’( BL %
89. |1.Severe visceral gout due to kidneyGoose B 5 v # BEELEE 2
damaged
2.Infectious serositis
108. |Listeric encephalitis Lamb JFRBRE w5 h BT
113. |Tuberculous meningitis Human R EFErR
134. |Swine salmonellosis with meningitis Swine ST oK EhEp B R 2
135. |Meningoencephalitis,  fibrinopurulent|Swine RE W % % 7R AT R
and lymphocytic, diffuse, subacute, N
moderate, cerebrum, cerebellum and
brain stem, caused by Streptococcus
spp. infection
140 |Coliform septicemia of newborn calf  |Calf R 5’2? J%J,f; 5 & B
161 (Porcine polyserositis and arthritis|Pig B 5 v # k B B R
(Glasser’s disease )
162 [Mycotic aneurysm of jejunal artery|Human 2R BRI g B2 A
secondary to infective endocarditis
170 |Chronic nephritis caused by Leptospira|Pig B s #L oK SRk B 2T
Spp
173 [Ureteropyelitis and cystitis Pig o B A2 BN\ 3]
&% |21. [Newcastle disease Chickens SEBRPEELZ A
22. |Herpesvirus infection Goldfish DA A N3 o
30. |Demyelinating canine distemper|Dog 4 B R A R R P
encephalitis
31. |Adenovirus infection Malayan sun|B 5 & % kK 28k B2 4 2
bears
50. |Porcine cytomegalovirus infection Piglet 4 R REG T A R B PT
55. |Infectious laryngo-tracheitis|Broilers B = F RILHT S8k B2
(Herpesvirus infection) P
69. |Pseudorabies (Herpesvirus infection)  |Pig & R RAHE R T
78. |Marek’s disease in native chicken Chicken JFRBRE w5 h BT
92. |Foot- and- mouth disease (FMD) Pig B R R G R IE F5 G BT
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101. |Swine pox Pig FRAHKRZEBE A
110. [Pseduorabies Piglet B 5 R A K2
112. |Avian encephalomyelitis Chicken s oK 2R
128. |Contagious pustular dermatitis Goat B RBE&EE R RE KA
5 & P
130. |Fowl pox and Marek’s disease Chicken 1P L BB 2
133. |Japanese encephalitis Human it o %’( # /;ﬁ? 9? & BT
136 |Viral encephalitis, polymavirus infectionLory EFRENEHHMBE LTS
138 |1.4spergillus spp. encephalitis andDog IR SN2 8 XA
myocarditis
2.Demyelinating canine distemper encep
153 |Enterovirus 71 infection Human AL BEHER
154 |Ebola virus infection African Green| /T (e Bl RAH 2 X B € F
monkey BB 0
155 [Rabies Longhorn . B RS B 2
Steer
163 |Parvoviral myocarditis Goose B RA KB B 2
18 23. |Chromomycosis Human 4 IbmIEF
47. |Lung: metastatic carcinoma associated|Human =FMm B
with cryptococcal infection.
Liver: metastatic carcinoma.
Adrenal gland, right: carcinoma
(primary)
48. |Adiaspiromycosis Wild rodents B sz 6% K £ 8k B & 4
52. |Aspergillosis Goslings B RBREG RIm 58P
53. |Intracavitary aspergilloma and cavitary|Human Vi
tuberculosis, lung.
54. |Fibrocalcified pulmonary TB, left Apex.|Human ek ELSER
Mixed actinomycosis and aspergillosis
lung infection with abscess DM,
NIDDM.
105. [Mucormycosis Human e ik h F R b A BT
Diabetes mellitus
127. |Eumycotic mycetoma Human EBERLFESER
138 |1.Aspergillus spp. encephalitis andDog SEERFHREE A
myocarditis
2.Demyelinating canine distemper encep
44 |14. |Dirofilariasis Dog LEh "ﬁi?%i RER T
5 15. |Pulmonary dirofilariasis Human 4 b R 48 BER
20. |Sparganosis Human &b R RGBT
46. |Feline dirofilariasis Cat EN kX a) ) % B&g .
49. |Echinococcosis Human o3 RQ@ B
60. |Intestinal capillariasis Human &L B ET
64. |l.Adenocarcinoma of sigmoid colon Human B LA IR

2.01d schistosomiasis of rectum
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66. |Echinococcosis Chapman’s Y P ¢ LY
zebra
67. |Hepatic ascariasis and cholelithiasis Human AL B R
106. |Parasitic meningoencephalitis, causedDog B B R AR R BT
by Toxocara canis larvae migration
139 |Disseminated strongyloidiasis Human qe A K R S B TR
141 |Eosinophilic meningitis caused byHuman S b & R 4B IR R R
Angiostrongylus cantonensis 2
156 |Parastrongylus cantonensis infection  |Formosan DAE PR3- -
gem-faced
civet
157 |Capillaria hepatica, Norway Rat |[fTH IR ELEBE R ER
Angiostongylus cantonensis L EX N
B8 |4 Cryptosporidiosis Goat 4 B R AL R P
15. |Amoebiasis Lemur fulvus |46 ¥ & 38 #2257 52 P
16. |Toxoplasmosis Squirrel 4 B KA AT R P
17. |Toxoplasmosis Pig B R B re gk B2 A
51.  |Pneumocystis carinii pneumonia Human 4 bR ‘4? NN
57. |Cecal coccidiosis Chicken ST oK EhEp B R 2
65. |Cryptosporidiosis Carprine LHE A %ﬂ—r‘ﬁ%ﬁ %P7
s %|70. |Acute Q fever hepatitis Human 10 2 R b2 S B
REE
re 9. Perinephric pseudocyst Cat R N 2 }; 2%
10. |Choledochocyst Human £ E éa AET
11. |Bile duct ligation Rat o L % 2z
37. |Myositis ossificans Human &b & 'E’Fm
75. |Acute yellow phosphorus intoxication |Rabbits B s g k B2 A
76. |Polycystic kidney bilateral and renal|Cat £ B4 ?/J % BEd.Q
failure
151 |Osteodystrophia fibrosa Goat LERBRBFRT&S
ﬁ%%f&%%,%
80. |1.Glomerular sclerosis and hyalinosis,|SHR rat By & BR
segmental, focal, chronic, moderate By B R s
2.Benign hypertension
83. |Phagolysosome-overload nephropathy [SD rats BRE M EABFR
85. |[Renal amyloidosis Dog &R ﬂ"&”ﬁ 5T
89. |1.Severe visceral gout due to kidneyGoose Bl 5 v Lok gk BE A 2
damaged
2.Infectious serositis
91. |Hypervitaminosis D Orange- SE B KEEELEZ
rumped
agoutis
118. |Cystic endometrical hyperplasia Dog 2 R EI R AT
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121.

Cystic subsurface epithelial structure
(SES)

Dog

e TRy P

124. |Superficial necrolytic dermatitis Dog B &E % B2d.
125. |Solitary congenital self-healing|Human i R E BT
histiocytosis
126. |Alopecia areata Mouse TR H B R ‘1’ AN
142 |Avian encephalomalacia (Vitamin E defjChicken B s RAFH KR SZERE
%
159 |[Hypertrophic cardiomyopathy Pig BiéeHRFEESEA
165 |Chinese herb nephropathy Human = FE BRI
FF
167 |Acute pancreatitis with rhabdomyolysis [Human &R B w3 ﬂ-
171 |Malakoplakia Human BAKEHRE
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