Chinese Society of Comparative Pathology
PERBALBRESE

% 70 RIBREEHE
R W% % (Abdominal diseases)

EHE AL

CHINESE SOCIETY OF COMPARATIVE PATHOLOGY
PR AL BRES &
19 9t AL
A T B A B R ATE R AR B IR
Hualien Tzu Chi Hospital, Buddhist Tzu Chi Medical Foundation
August 12,2017 (¥ # K E 106 8 A 12 B)



SCHEDULE
70" MEETING OF COMPARATIVE PATHOLOGY
TERRAILBBELZE F 70 RILBBEHESHAET &

BRI D106 48 A 12 B(EHA

B B ATE B

RMEEALEATBERREE SR T

Went t LT PR =B 707 35 3 0963750228

Time (8§FH) Schedule(342) M(()g:_e;';)tor
08:30~09:20 Registration (& 2])
09:20~09:30 Opening Ceremony (23)) #FA# EF K
09:30-10:30 8] Topic: #ABEKRZmIEEF #HAHIHII RET
s B AREAETREEHAREMMY AL wEE
10:30-11:00 | Coffee Break (48 ¥ 4 £2)
Chia-Shuen Lin (#+4& &), Yen-Chang Chen (FR Z %),
Yung-Hsiang Hsu (3f 7k #f), M.D.
) ) B Bt
11:00~11:25 | Case 481 | Department of Pathology, Buddhist Tzu-Chi General T
Hospital and University
(#4768 BB F % FEFY)
Li, Wen-Ta (% X %), Ching-Sen Huang (5% 3% #),
Chang, Hui-Wen (5k & %), Jeng, Chian-Ren (¥} 3k1=),
Pang, Victor, Fei (Bt #), Wang, Fun-In (E A %),
1125-11:50 | Case 482 Chen-Hsuan (%’Mﬁﬁ), DVM | %4& H%
Graduate Institute of Molecular and Comparative w R
Pathobiology, School of Veterinary Medicine, National
Taiwan University (B 17 & S X L8 B E L2y F&
LE B 7 PE £ Hy B 5 5 )
11:50~13:10 | Lunch and Board Meeting (4 & & ¥ B F €35)
Shih, C. W. (3&:4 %), M.D., M.S. ' Lee, M. J (X BA 2%),
M.D.
13:10~13:35 | Case 483 ! De{)cirtment of Pathology, Lotung Poh-Ai Hospital (# | %5 %
R 15 BIEmIEF) 3]
? Department of Colorectal Surgery, Lotung Poh-Ai
Hospital (# & 1% % B %5 K5 B %)
Chen, Chien-Hao (P 3% %), Hui-Wen Chang (7k & %),
Pang, Victor Fei (& #), Jeng, Chian-Ren (¥f3#1=), b T
13:35~14:00 | Case 484 | DVM. 2%

Pathobiology, School of Veterinary Medicine, National
Taiwan University (B 17 &€ X L8 B E £ 29 F&

1




L 45375 2y 5 5 )

nEF BE

14:00~14:25 | Case 485 | Show Chwan Memorial Hospital (7 1% & %4+ B 2 A 7% fz;;
1F42:8 &%)
14:25~14:50 | Coffee Break
BT AE IR B 6P, PR, XI5 BE, RIEH 8T
14:50~15:15 | Case 486 | Cardinal Tien Hospital (X £ ### 3 B % 51 B 2 A# 3 7&%;
£
#4477 MD. PhD. areki=
15:15~15:40 | Case 487 | Department of Pathology, Taichung Hospital, Ministry of 2
Health and Welfare (7 % 78 F/ 38 & ¥ & X% FEF)
Chien-Hsun Lee (£ &2 #)), Jia-Hung Liou (%] & %), 5 =t
Kun-Tu Yeh (3 +) BE
15:40-16:05 | Case 488
Department of pathology, Changhua Christian Hospital,
Changhua, Taiwan (162 B # & 55 2 3F)
16:05~16:30 | General Discussion (47431 3#)




THEREEFR
— RIS
L EGEEE—A B ER)

ki

: ¥ A TIE S
& [@s5] g 9, i X y
oT0E ML MITLE PUE—EE & y «%i y 5§
HehREA= 7075 \ & 4
m&ssagsmso & ~
@reapEss O
PTTTTTINC T TON pacat =l | K\*{ﬁ
Has
B RS
BBXZ
B »\;‘\s
//Q/Zq' P L)
L 4
_ L 4
L 4
T BEns,
MR L A b_J
ERRnSR / BE)S L 4 KE’
y L 4
' e " 4 5]
iz % P
/4 ,.
3L 4 Eﬁgﬁ .
R P KRB
& R\ '
¥ 4 i
~ Y 4
i @
T “ag L4
rere - L 4
1B 1 - &
i , (A0 P T
il AT
= ‘ /
¥ hiz:}

2. WE(KPI->=H#%7)



121-1228 —l 131_-13-315—|
Clinic Clinic

RS
waanl | 116118 o
PIRSERYEE Lo B _Clinic_
Injection
BB
W mmm | g | e Laeer et
=g - Lo 7 l | I_'

'u- ( @ Admission
ﬁ" FE Al | o
KEE D -

Lobby

&

chESRY
101-10652

HEREHBE Chinese Medicine Clinic
Social Services «
Lilas]
] ’
e FAREERER BEE
| ] Radiology Jing-Si Books
I
== HAO
&N el Entrance
eat Love Building
HEATIERER
2 Digestive Disease and Function Unit
PIRLEE 1 DNERRFS
MiCU1 :mﬂﬁ
e Auditorium

TN 4] R
06 Daymn

-
| Em e

DEEE o) (

Cardiac
Catharization Rm, " 5
Function
Exam Rmn.

RHEZI mamrE

200n
!

I
'TL

e ta s
A& _ th i iamE IR BRI BEERREE EBIE
. Eg gg é " Respiratory Care Center Neurophysiology Lab Taiwan Coffee House
- b |
ci::;?uf.- i d B
55 <
— SIME2F
ae = - Fifi=
- . ‘ He Xin Building

Operating Room

- amE () |
ood District
oent i (¢
TRAZESPAD
Laboratory Medicine Dept.
.

REB2F




3.

711 B 6483 TH > ERBEAREEBAEAE
W% % (8/12 &b F| itk )

o &EBm2017-08-12 @Bk aTEE At

I‘ - T S N S e —

BE #HX Sf FEAEREL HERE  ERE  TREE

e 202 - B —TEE 06:07 08:15 0285084

= e
—

=% sl L SiL—TEE 06:12 16:43 10g%314%

= 12 - R 06:12 09:02 0285504

B¥—-XE 06:20 08:20 02e£004>

%(8/12 T4 5:00 éz?éfééd &£ 4b)

“ S HBBE2017-08-12 G E S A
BE ER OEH  FEARES  BIERR TR N
== 181 L 163=— 8 1640 1hs 20l UiF415
Em 47 - Es-os% 1700 1926 029265
=sE 431 - Smoms 1728 1939 02811%
=k 7L - EEemm 1732 2004 02832%

=5 283 W WmE-3x 1758 2002 028144

=Ex 633 - TEE-EH 18:05 21:43 0385384

<88 28 & TEE—~8H 18:18 20:31 02e%134

siEB 237 - TEEEF 18:24 20:36 02851245
=4 8l = EE—EF 18:29 21:08 0285394
88 239 - TEE-EF 19:03 21:16 0285134
XS 41 - HE-BT 19:20 21:20 0285004

z‘i’fﬁféi’fﬁl it — 2% 83 HR(IE YL AT )
BB — 38 103 3% (SEVLAT )

5



B R it R = 117 SR(IE AT 36)
Ry RIE L

TG B 16 3R (LA )
R R RE T E M 43 SR(FE LK)

BRICEBERE 1LET 54+ —47 81 JR(F UL )

FEEICERRE BT ERT 4 75 RGELE )

G R TER T E 4 — 1 79 SR(FLL )




—_— N
-\
—_—

= ~

>}
’

.
;.

P
P

Schedule (AR ) oooiiiiit i
BBl o
B e e e
TR

O EY I B D o0 0 1 13 P
Comparative Pathology Case 481...........ccooiiiiiinn..

Comparative Pathology Case 482...........ccoiiiiiiinn.n.
Comparative Pathology Case 483...........ccoiiiiiiiinn..
Comparative Pathology Case 484............ccociiiiinn..
Comparative Pathology Case 485.........c.cciiiiiiiinn..

Comparative Pathology Case 486...........cccooviiiiiinn.n.
Comparative Pathology Case 487.......ccocviiiiiiiiiinn .
Comparative Pathology Case 488...........ccoociiiiiiiin..
FPERBLEBREEGFR.
FABBEEFLEBEM.
106 FHEEIMEBER
106 F B T A&
106 FAEM IR R oo
BB R BRI
BB R E AT GRS TR —E R
TR AR EIIRTF oo
N T e

AN H

44

47

52

53

54

55

75

76

77




Special Lecture
(RARH)
ME ABEETREBFRAREGYHAE

AREEY REEGREEMGYAL
BUN TR BN RE BARARERRB YT B AT
“REREFRIABBER FDAR S BTFDA # R EEARREKFT (IND)”?
LR AFRB2 P RIEI/BIMAE TS @BABEEHIK

% A kA9 42 BB 4a B (glioblastoma multiformis; GBM) & 48 & 2 Mk 04 B 31 BE 8 > A28 3k
BIMBMARTERR 1645 & BALRRREMRE R BEOEERLIETE  —REDA
4% GBM % 89 %> FHGFFFM R A 12 £ 188 A - BHRIEIEIORE E TR X#UARR
—BEESK  BFCARY > AE 1. BXFHEFELRA I FLALE SFRERERE
34% -

EHEBEHESERATARREZ G RIEE BB & ( American Cancer Society, ACS )

R £ B s 9] B 4% # .o (Central brain tumor registry, CBTRUS ) #9433k 5 8 &
FREIFOENELENRBEE N RBIEL  GEBFHAWE L EHBE BN RY -
BAT B2 LA ZMEHRT X FHER - RHREHRBACE G - AALLEDHEBIERE L
1996 FEBRRBEMEILL T EF R AT F426 p(CPP-SA) R BL BF £ B #4148 T 1L
Z %4 Carmustine (BCNU) X B34 BK & > #2 A4 85 h GLIADEL Wafer @ 4o [
20NN F IR BB AT A A ZEREY BONU €412 ERENE AR as
3% 5% BCNU @i BEFE A 630 %> A BCNU sbbe BAL 24 B A 28 38 M 7 B4 6]~ 2200 >
Bk MR AL F BIER 0 AR A AN P 11.6 A Mt » GLIADELTM
Wafer /&R e 138 A R km S ERMBESA - Li6RERATE ©

BARRE 8 E BPE XA T BB R AR T M AR RER
(z-Butylidenephthalide, z-BP) * f#i#% BP » B 44U 20k > A& BAHH p(CPP-SA) R B2 & > 124§
b A o B T M A K EK(Butylidenephthalide, BP) » /#6624 2 K & BP-Wafer » b4
REEAEAMRFESTR HFREE200Zx a8 30 £506 BP FANGKEBMLEE -
o[ 3 e

RRUARNBATRE S F 3 )\ TENBP R OEHERALZL R KR EMBERE
B & > LEREBER G P GFEFME R 2,55/ (5578 Vs 21.83 AME 4) ZX
B 7% AxI/EZH2/SOX2 > telomerase & DNA 548 i MGMT, B A7 €& 52 A 8y 41 5% &4 47 2] 1F
o>t HEHEFER KM~ BAKRYA -~ &2 F4] > 48 B3 X4E Journal of Neurochemistry,
Neuro-Oncology ~ Biochemical pharmacology A Clinical Cancer Research, Oncogene % SCI #7F/
BHEEI19E A EHE KM 28 BA RAXEANBRER > 2GR ALEER Lk
REXZRETTEAMA > LOHEBELAERNT  BRVABNIRE R AREHES
A+7000 E4HB) 0 L CREEE EMAG TR - EIb S E ¥ (CMC)A £ B Pharmaron 2 3] %

8



MRESH KR GLP $14h#3 > §H R F NG Zmsth BE » R THE 3.°2016 NA Ci@BER
FDA & +— Ai#&i® &% TFDA % IND (investigate new drug; #7 4 B& AR B 7T) > K56 3
BRI ERA T ERA S ZERERRME — 3 — a MEERT R
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August 12,2017
FERBILBBREE®E 70 RILBRHEHT &
CASE DIAGNOSIS

Presente

Case No.

r

Slide No.

Diagnosis

Case 481

N

S2013-14670

Paraganglioma of liver

http://www.ivp.nchu.edu.tw/slide view.php?1d=1277

Case 482

FXiE

NTU 2014-1160
&
NTU2015-0572

1. Adenocarcinoma, transmural, recurrent, with
desmoplasia and metastasis to regional lymph node,
jejunum and ileocecal junction

http://www.ivp.nchu.edu.tw/slide view.php?id=1275

2. Mast cell tumor, moderately-differentiated, multiple,
jejunal and ileocecal masses

http://www.ivp.nchu.edu.tw/slide view.php?1d=1276

Case 483

LP1-9361

Solitary fibrous tumor of pelvis

http://www.ivp.nchu.edu.tw/slide view.php?id=1274

Case 484

PRk %

NTU2017-1067

1. Chronic lymphocytic leukemia, with systemic
dissemination, bone marrow, intestine, generalized
lymph node, spleen, liver, kidney and lung

2. Intestine intussusception, with mild, locally
extensive and subacute necrotizing serositis, ileum

http://www.ivp.nchu.edu.tw/slide view.php?id=1285

Case 485

&P

SCMH S17-1AB

1. Intestine, large, colon, ascending, --- Carcinoma,
poorly differentiated (pT4aN1b). (ADVANCED)

2. Stomach, distal, --- Adenocarcinoma, moderately
differentiated (pT1bNO) (EARLY) (Synchronous cancer)

http://www.ivp.nchu.edu.tw/slide view.php?1d=1279

Case 486

421298-11
(4 slides)

IgG4-related sclerosing cholangitis (ISC)
http://www.ivp.nchu.edu.tw/slidecenter.php?id=389

Case 487

bR A S

SE217 531

Angiomyolipoma of the liver

http://www.ivp.nchu.edu.tw/slide view.php?id=1280

Case 488

K11713059

Crohn’s disease

http://www.ivp.nchu.edu.tw/slide view.php?id=1278
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Case Number: 481

Slide No.: S2013-14670

Slide view: http://www.ivp.nchu.edu.tw/slide_view.php?id=1277

Chia-Shuen Lin (#4& &), Yen-Chang Chen (FR Z #), Yung-Hsiang Hsu (3 7k #), M.D.
Department of Pathology, Buddhist Tzu-Chi General Hospital and University

(R EFEEBIREELTERERIEH)

CASE HISTORY

Signalment: a 41-year-old woman

Clinical History:

A 41 year-old woman, without known systemic disease, came to our hospital on 2013/11 for
management of an incidental finding liver tumor.

The tumor was first noted in 2006 during health examination at other hospital. The patient
described no any symptom or discomfort. The tumor enlarged gradually in the past years and she
visited our hospital for further evaluation. No significant finding, such as abdominal tenderness,
ascites, or jaundice, was noted by physical examination Blood examination showed normal liver
enzymes, bilirubin level, prothrombin time, but the albumin level is lower than normal range (2.6
g/dL). The serology exam showed negative for HBsAg, Anti-HBs, Anti-HBc, and Anti-HCV, and
the AFP level was within normal limit (6.5 ng/mL). The liver triphasic CT revealed a 5 cm
well-enhancing hypervascular mass at S7 and patency of the portal veins, suspect hepatocellular
carcinoma (HCC), focal nodular hyperplasia (FNH) or hepatic adenoma. The patient received
surgical intervention later. Intra-operative sonography of liver revealed a hypoechoic lesion
measuring 4.5 x 4.0 x 3.5 cm in size at S7 and another 0.3 cm nodule at surface of S5; therefore,

anatomical resection of S7 and enucleation of S5 nodule were performed.

Gross Finding:
Frozen specimen: one nodule measuring 2.5 x 2.0 x 1.0 cm in size; brownish & soft.
Permanent:

S7: one well defined brownish & soft mass measuring 5.0 x 4.0 x 4.0 cm in size.
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S5: one well defined whitish & firm nodule measuring 1.2 x 1.0 x 1.0 cm in size.

CASE RESULT:
Histopathologic Finding:

Polygonal eosinophilic tumor cell with round nuclei and indistinct nucleoli, arranged in small
nests (“zellballen”) or trabeculae in vascular stroma, without pleomorphism nor mitotic figures.
[HC: CD56(++), HMB45(++), and Arggrophil stain (++) in tumor cell; S-100(+) in sustentacular
cells; herpar-1 and glypican 3 negative .

Diagnosis:

Paraganglioma of liver

Differential Diagnosis
1. Fibrolamellar hepatocellular carcinoma

2. Neuroendocrine tumors

Discussion:

Paragangliomas are extra-adrenal pheochromocytomas that arise from paraganglion cell nests
along the sympathetic chain extending from the skull-base to the pelvic floor. These tumors, like
other neuroendocrine tumors, are hypervascular and usually benign. Patient can present with the
clinical picture of catecholamine excess in case of functional tumor or may be completely
asymptomatic. About 10% of pheochromocytomas are malignant and about 22% arise from
extra-adrenal sites. Few unusual sites have been reported including the gallbladder, biliary ductal
system, larynx, lung and the urinary bladder. Primary hepatic site is extremely rare and very few
cases have been reported to date. The underlying cause of primary hepatic paraganglioma is related
to ectopic chromaffin tissues. Since hepatic metastasis of pheochromocytomas is more frequent, it
is important to exclude the presence of a primary adrenal tumor in these patients.

Hormonally active paraganglioma may present with symptoms such as palpitation, headache, and
high blood pressure, which may facilitate the diagnosis with the indication for
metaiodobenzylguanidine (MIBG) scintigraphy. The sensitivity of MIBG scintigraphy is 81%.
Biochemical evaluation of paraganglioma includes 24-hour urine norepinephrine, epinephrine,
metanephrines, normetanephrines, dopamine, and VMA. Plasma metanephrines and
normetanephrines can also elicit the diagnosis of familial syndromes, such as multiple endocrine
neoplasia Type 2, Von Hippel Lindau or familial paragangliomas. The paraganglioma may be
non-functional. It could also be possible that any catecholamines produced by the tumor were being
metabolized by the liver and this is more likely if the venous drainage of the tumour is into the
portal system.

On imaging study, hepatic paraganglioma displays avid contrast enhancement due to a rich

capillary network in the arterial phase of post-enhancement scans, like pheochromocytoma. Cystic
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areas that occur as a result of hemorrhage, necrosis, or heterogeneous enhancement, may be
observed in enhanced CT scans. In MRI studies, the tumor shows low to iso-signal intensity
compared with normal liver parenchyma, and high or heterogeneous signal intensity on
T1-weighted, and T2-weighted images, respectively. The T1 and T2 signal intensity may vary
depending on the histologic variation.

Percutaneous preoperative biopsy (fine needle aspiration or core biopsy) should only be done
with extreme caution and preparation if a paraganglioma is suspected, as it can potentially result in
life-threatening crisis.

The best treatment for paragangliomais to remove it surgically. The exception to surgical
removal is patients who have other medical problems that are so dangerous that they would not
survive an operation.

In our case, we diagnosed paraganaglioma of liver histopathologically which is suspicious very
lowly since the patient was asymptomatic and the liver is an extremely uncommon site for primary

paraganglioma.

References

1. Muhammad RK, Rushna R, Abdul J, Arsalan A. Primary non-functioning paraganglioma of liver:
a rare tumour at an unusual location. J Pak Med Assoc 2011;61(8):814-816.

2. Seung WJ, Ung RK, Jae BP. Imaging findings of a primary paraganglioma of the liver: A case
report. J Korean Soc Radiol 2016;75(5):389-393.

13



Case No: 482
Slide no.: NTU 2014-1160 & NTU2015-0572
Slide view: http://www.ivp.nchu.edu.tw/slide view.php?id=1275

Slide view: http://www.ivp.nchu.edu.tw/slide view.php?id=1276

Li, Wen-Ta (% Xi¥), DVM, MVM; Ching-Sen Huang (5% 3% #), DVM, MVM; Chang, Hui-Wen
(5%k 2 %), DVM, PhD, Jeng, Chian-Ren (#f3k4=), DVM, PhD; Pang, Victor, Fei (& #), DVM,
PhD; Liu,Wang, Fun-In (£ /. %¢), DVM, PhD; Chen-Hsuan (%4 #F), DVM, PhD

Graduate Institute of Molecular and Comparative Pathobiology, School of Veterinary Medicine,
National Taiwan University (B17. & % R 28K B & £ 21550 F B b BUR B A 25 K A7)

CASE HISTORY

Signalment:

14-year-old female neutered domestic shorthair cat
Clinical History:

The cat showed lethargy, hyporexia, and frequent vomiting with significant weight loss (from
7 kg to 4.3 kg) within one month. Multifocal thickening of intestinal wall and enlarged mesenteric
lymph nodes were noted under ultrasonography examination. Complete hematological examination
revealed anemia (PCV: 17.9%), leukocytosis (total white blood cell count: 35.2 x 109/L). Blood
transfusion and exploratory laparotomy were performed. During the surgery, the ilium and caudal
part of jejunum was dilated and filled with grey to green pulpous material, and there wasa2 x 1 x 1
cm grey to dark red mass on the serosal surface of ileocecal junction. The intestinal wall of
ileocecal junction was thickened with a significantly narrow lumen. Furthermore, there was a 2 x 1
x 1 cm mass on the intestinal wall of jejunum, but no remarkable findings were noted on the regions
adjacent to the jejunal mass. Therefore, the ileocecal mass most likely caused the clinical signs
presented by the cat. Considering his body condition, the segment of ileocecal junction was resected
with 5 cm margin, and the enlarged mesenteric lymph node and jejunal mass were only biopsied.

After surgery, the cat showed improved appetite and activity, was treated with prednisolone (1
mg/kg PO q12h), ranitidine (1.5 mg/kg PO q12h), and imatinib mesylate (10 mg/kg PO q24h) for 1
month, and subsequently treated with prednisolone (1.0 mg/kg) and ranitidine (1.5 mg/kg). His
body weight gradually increased (from 4.3 to 5.5), and the size of the jejunal mass was stable and
approximately 2.0 cm in diameter. After 10 months, the cat showed hyporexia and frequent
vomiting again. Significant intestinal dilatation and ascites was noted under ultrasonography
examination. Second exploratory laparotomy was performed. Intestinal obstruction with soft tissue
adhesion were noted on the site of previous intestinal anastomosis, and the intestinal tract anterior to
the site of previous intestinal anastomosis was severely dilated. Therefore, intestinal resection and
anastomosis was performed to remove the jejunal mass and the intestine with soft tissue adhesion.
Although his condition was improved after surgery, the cat showed frequent vomiting 1 month later.
Therefore, the cat was euthanized due to poor prognosis. The owner refused to perform necropsy.
Gross Findings:
1. First surgery (NTU2014-1160): The submitted specimens were several biopsied tissue
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fragments from jejunal mass (not provided) and lymph node; a segment of intestinal tract with a
raised mass on the mucosal surface. The cut sections showed that the mass was located in the
submucosa and mottled white and dark red. Representative specimens were taken for
microscopic examination.

2. Second surgery (NTU2015-0572): The submitted specimens were several small pieces of
white to yellow tissue fragments (not provided), an intestinal segment with soft tissue adhesion
(not provided) and an intestinal segment with a raised mass on the serosa surface. The cut
sections of the irregular serosa surface and the mass were generally white with scattered dark

red foci. Representative specimens were taken for microscopic examination.

CASE RESULT
Histopathologic Findings:
1. First surgery (NTU2014-1160):

Ileocecal mass: The mass was poorly demarcated and composed of neoplastic round cells

arranged in sheets with scattered eosinophils. The neoplastic round cells had an abundant
granular eosinophilic cytoplasm, and contain a round to oval nucleus with clumped chromatin
and prominent nucleoli. Mitotic count (MC; Total mitotic figures of 10 high power fields) was <
2. Multifocally, there were islands of neoplastic epithelial cells with glandular formations and
desmoplasia in the muscular layer and serosa. The neoplastic epithelial cells had a scant
indistinctly bordered eosinophilic cytoplasm, and contained a variably sized, round to polygonal
vesicular nucleus with prominent nucleoli. Mitotic figures were occasionally observed.
Lymph node: Aggregates of the same neoplastic epithelial cells with desmoplasia are noted in
the subcapsular region.
Jejunal mass (not provided): The specimen is composed of the same neoplastic round cells.

2. Second surgery (NTU2015-0572):

Jejunal mass: The normal architectures of intestinal wall was effaced by neoplastic round cells

arranged in sheets with scattered eosinophils. The neoplastic round cells have an abundant
granular amphophilic cytoplasm, and contain a round to oval nucleus with clumped chromatin
and prominent nucleoli. MC is < 2. Multifocally, islands of neoplastic epithelial cells with
glandular formations and desmoplasia are noted in the muscular and serosal layers, and
extending to the peripheral adipose tissue with marked desmoplasia. The neoplastic epithelial
cells have a scant indistinctly bordered eosinophilic cytoplasm, and contain a variably sized,
round to polygonal vesicular nucleus with prominent nucleoli. Mitotic figures are occasionally
observed.

Lymph node and the intestinal segment with soft tissue adhesion (not provided): The

neoplastic epithelial cells are also found in the lymph node and the intestinal segment with soft
tissue adhesion.

Morphological Diagnosis:

1. First surgery (NTU2014-1160):
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a. Round cell tumor, jejunal and ileocecal mass
b. Adenocarcinoma, transmural, with desmoplasia and metastasis to regional lymph node,
ileocecal junction
2. Second surgery (NTU2015-0572):
a. Round cell tumor, jejunal mass
b. Adenocarcinoma, transmural, recurrent, with desmoplasia and metastasis to regional lymph
node, jejunum and the intestine with soft tissue adhesion
Differential Diagnosis:
1. For feline intestinal round cell tumor: Lymphoma, especially large granular lymphocyte
(LGL) lymphoma
2. For diffuse infiltrative adenocarcinoma in intestinal tract: Primary gastrointestinal
adenocarcinoma, metastatic adenocarcinoma (peritoneal carcinomatosis), and mesothelioma
Laboratory Examination:
1. Histochemical staining:

Giemsa staining was performed, and scattered neoplastic round cells with intracytoplasmic
blue-purple granules were noted.

2. Immunohistochemical (IHC) staining:

For IHC staining, antibodies against CK, CD117 (C-KIT), CK7, CK20, Napsin A, thyroid
transcription factor-1 (TTF-1), PAX-8, and villin were used. All of the internal controls from
the normal feline tissues for the monoclonal antibodies used in the present case were positive
(except CK7 and CK20), indicative of good quality of IHC staining for some targeted cell
markers. The neoplastic epithelial cells were positive for CK and villin, but negative for Napsin
A, TTF-1, and PAX-8, indicative of intestinal adenocarcinoma. The neoplastic round cells of
the jejunal and ileocecal masses showed focal to stippled cytoplasmic and membranous
positivity for C-KIT, indicative of mast cell tumor.

Final Diagnosis:

3. Adenocarcinoma, transmural, recurrent, with desmoplasia and metastasis to regional
lymph node, jejunum and ileocecal junction

4. Mast cell tumor, moderately-differentiated, multiple, jejunal and ileocecal masses

DISCUSSION

Intestinal adenocarcinoma (IAC) is the second most common intestinal neoplasm in cats, and

more than 70% of cats with IAC have detectable metastatic lesions at the time of diagnosis.” Feline
IAC commonly metastasizes within peritoneum and to regional lymph nodes and/or other internal
organs.3’6 Although pulmonary metastases have been reported, distant metastasis of feline IAC is
rare occurring.® Feline mast cell tumor (MCT) in the intestine is much less common than lymphoma
and adenocarcinoma. Feline intestinal MCT (FIMCT) may be diffuse, solitary, or multiple, and
presented as nodular, plaque-like or fusiform appearance.*® Metastasis is a common finding and

mesenteric lymph nodes and liver are usually involved.® If multiple abdominal organs, such as the
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intestine, liver, spleen, and mesentery, are concurrently involved, the diagnosis of disseminated
MCT can be made.” To the best of our knowledge, concurrent adenocarcinoma and MCT of
intestine have not been reported in animals and human.

Feline IAC is usually firm gray-white intramural masses that form annular rings and result in
intestinal stricture.*® In the present case, two detectable intestinal masses are FIMCT, and no
primary tumor growth of IAC can be identified. Therefore, the current adenocarcinoma might be a
diffuse and infiltrative IAC, a result of peritoneal metastasis from other organs (peritoneal
carcinomatosis), or peritoneal mesothelioma. The result of IHC stainings (positive for villin and
negative for Napsin A, TTF-1, PAX-8) indicates the current adenocarcinoma is intestinal origin.’
Furthermore, CK7 and CK20 are used in the present case to identify whether the current IAC arises
from small intestine or large intestine. However, both antibodies reveal poor cross reactivity, and
thus the primary site of the current intestinal adenocarcinoma is still undetermined.

FIMCT usually has a more aggressive biological behavior when comparing to their cutaneous
counterparts, but a previous study suggests that FIMCT might have variable biological behaviors.>’
FIMCT can be classified as well-, moderately-, and poorly- differentiated by the cellular
morphology.” Sabattini, et al. (2016) indicate that poorly differentiated FIMCT and MC > 2 were
significantly associated with reduced survival times, but there is no statistical relationships between
survival times and Ki67 index or KIT pattern.” In the present case, the FIMCTs are
moderately-differentiated with MC < 2, and their biological behavior is considered to be relatively
benign because there are no evidences of metastasis and multi-organ involvement. Although the
response of feline MCT to imatinib mesylate is still controversial in previous studies,"*’ the
relatively benign biological behavior presented by the current FIMCT might be also associated with
the use of imatinib mesylate.

Surgical resection is the best treatment option for intestinal tumors. However, surgical
resection in the current cat is a delaying tactics because the current intestinal MCT is multiple and
the current IAC has metastasized to regional lymph node and the peritoneal cavity (peritoneal
carcinomatosis). Therefore, a complete excision cannot be achieved, and the prognosis of the cat is
poor.

REFERENCE

1 Isotani M, Tamura K, Yagihara H, Hikosaka M, Ono K, Washizu T, Bonkobara M:
Identification of a c-kit exon 8§ internal tandem duplication in a feline mast cell tumor case
and its favorable response to the tyrosine kinase inhibitor imatinib mesylate. Vet Immunol
Immunopathol 114: 168-172, 2006

2 Kandalaft PL, Gown AM: Practical applications in immunohistochemistry: carcinomas of
unknown primary site. Arch Pathol Lab Med 140: 508-523, 2016

3 Kosovsky JE, Matthiesen DT, Patnaik AK: Small intestinal adenocarcinoma in cats: 32 cases
(1978-1985). J Am Vet Med Assoc 192: 233-235, 1988

4 Lachowicz JL, Post GS, Brodsky E: A phase I clinical trial evaluating imatinib mesylate
(Gleevec) in tumor-bearing cats. J Vet Intern Med 19: 860-864, 2005

17



London CA, Thamm DH: Mast Cell Tumors. /n: Withrow and MacEwen's Small Animal
Clinical Oncology, eds. Withrow SJ, Vail DM, Page RL, 5t ed., pp. 335-355. W.B.
Saunders, Saint Louis, 2013

Munday JS, Loéhr CV, Kiupel M: Tumors of the Alimentary Tract. /n: Tumors in Domestic
Animals, 5t ed., pp. 499-601. John Wiley & Sons, Inc., 2016

Sabattini S, Giantin M, Barbanera A, Zorro Shahidian L, Dacasto M, Zancanella V, Prata D,
Trivigno E, Bettini G: Feline intestinal mast cell tumours: clinicopathological
characterisation and KIT mutation analysis. J Feline Med Surg 18: 280-289, 2016

Uzal FA, Plattner BL, Hostetter JM: Alimentary system. /n: Jubb, Kennedy & Palmer's
Pathology of Domestic Animals, ed. Maxie MG, 6" ed., pp. 1-257. Elsevier, Edinburgh,
2015

18



Case Number: 483

Slide no.: LP16-9361

Slide view: http://www.ivp.nchu.edu.tw/slide view.php?id=1274
Shih, C. W. (#:4 %), M.D., M.S., Lee, M. J (X 88 %), M.D.}

1. Department of Pathology, Lotung Poh-Ai Hospital (4 % 1% % & X% FE#)
2. Department of Colorectal Surgery, Lotung Poh-Ai Hospital (# R 12 % B A&
B I FF)

CASE HISTORY:

Signalment: 58-year-old man.

Clinical History:

A 58-year old man was referred to the Department Colorectal Surgery of Lotung Poh-Ai Hospital
on September 19, 2016 with the problem of an incidental finding of pelvic tumor noted during
pelvic CT scan at ER due to traffic accident on August 28, 2016. The abdominal and pelvic CT scan
showed a heterogenous enhancing mass in pelvis and just beside the rectum, and measuring up to
5.6 cm in greatest diameter. No other mass or lymph node was seen. He denied abdominal bloating
and pain. No any specific symptom and sign. The patient has past history of diabetes mellitus and
under medical treatment for 10 years. No hypertensive disease or coronary disease. He underwent
pelvic tumor resection on September 21, 2016. The tumor was sent to the Department of Pathology

for pathologic diagnosis.

Macroscopically, the mass showed smooth, mild lobulated, well demarcated, grayish-brown color
and measuring up to 6.5 x 5.8 x 4.0 cm. It was elastic firm in consistency. Cut surface showed
well-encapsulated grayish-white solid tumor with mild lobulated appearance. No hemorrhage or

necrosis was noted.

Clinical Pathology:

BUN: 14 mg/dL (6-20 mg/dL), Creatinine: 0.6 mg/dL (0.7-1.3 mg/dL), Glucose: 126 mg/dL
(70-100 mg/dL), Na: 140 mmol/L (135-145 mmol/L), K: 4.5 mmol/L (3.5-5.1 mmol/L), RBC:
4.9x10°/uL (4.2-5.4x10%uL), Hb: 14.9 gm/dL (12.0-16.0 gm/dL), Hct: 44.5 % (37-47%), Plt: 29.9
x10%dL (15-40 x10*dL), WBC: 7700/uL (4500-11000/uL), Lymphocyte: 36.7% (20.0-45.0%),
Neutrophil: 55.6% (45.0-75.0%), Monocyte:6.0% (0.0-9.0%), Eosinophil: 0.9% (1.0-3.0%).
Laboratory tests of tumor markers were within the normal range with CA-199 : 11.65 U/mL
(<27.00 U/mL), CEA: 1.72 ng/mL (<5.0 ng/mL).

CASE RESULT:
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Histopathologic Findings:

Microscopically, the solid tumor is well defined with fibrous capsule and surrounded by
fatty-fibrous tissue with median sized blood vessels and focally infiltrated by chronic inflammatory
cells. The tumor is composed of proliferated spindle-shaped tumor cells with many small
blood vessels with thick vessel wall with hyalinization. The tumor cells show spindle-shaped
nuclei, indistinct nuclei and moderate amount of cytoplasm. Areas of atypical cells with large and
hyperchromatic nuclei are also noted. Only occasional mitosis is noted. ~Areas of hemorrhage,

edematous change and chronic inflammatory cells infiltrate are also noted.

Immunohistochemistry:

Sections of tissue specimen were subjected for immunohistochemical evaluation. On
immunohistochemical analysis, the tumor cells were diffusely positive for actin, CD34, Bcl2, CD99
and STAT6, and negative for MDM2, CDKA4, calretinin, S-100, CD117 and Dogl. The Ki67
index showed less than 1 %.

Differential diagnosis:

1. Leiomyoma.

2. Neurofibroma, Schwannoma.

3. Gastrointestinal stromal tumor (GIST).
4. Dedifferentiated liposarcoma.

5. Solitary fibrous tumor.

6. Inflammatory pseudotumor.

Diagnosis: Solitary fibrous tumor of pelvis.

Comments:

Solitary fibrous tumors (SFTs) were first described by Klemperer and Rabin in 1931 as a localized
fibrous mesothelioma. The origin of SFTs has been controversial,

and it is now considered to be a pathologically diverse, ubiquitous mesenchymal neoplasm of
fibroblastic or myofibroblastic origin that can be either benign or malignant. In the last 20 years, the
classification of SFTs and hemangiopericytoma has changed, and most hemangiopericytomas are

now thought to be cellular variants of SFTs.

Although SFTs may occur in any site of the body, they have been predominantly localized in the
pleura, followed by the head and neck. Nasal cavity and upper respiratory tract are the most
common among extrathoracic locations, and their presence in the abdomen and pelvis is rare. The

retroperitoneal location is rare. Less than 30 cases have been reported in the literatures .
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SFTs usually affect mid-adults with age of onset around 50-60 years, and equal distribution in men
and women. There were no symptom in thoracic SFTs . Extrapleural SFTs were typically
demonstrated as large, slow-growing soft tissue tumors. Symptoms related to the site are frequent in
these locations, such as a

palpable mass, pain, gross hematuria, bowel obstruction, and urinary retention or obstruction. It has
been reported that around 5% of SFTs are associated with hypoglycemia due to the secretion of

insulin-like growth factors.

SFTs were highly vascular and vigorously enhancing on both enhanced CT and MRI. . These
tumors are usually heterogeneous, with hypervascular areas showing

early intense enhancement, hypercellular areas showing moderate enhancement, and areas of
necrosis or of cystic or myxoid degeneration showing no enhancement.

The most common imaging finding, recently reported in the literature, was a large, well-defined,
round, oval, or lobulated hypervascular mass that tended to displace or invade adjacent structures
such as the bowel. Radiological information provides useful information, such as detection,
characterization, and localization of tumors. In addition, it can depict the local extent, possible

invasion into adjacent structures, and locoregional and distant metastases.

Grossly, SFTs are rounded or ovoid, lobulated, and are encapsulated. The cut surfaces are
grayish-white or yellowish-white in color, and fish meat-like in texture.

Histological examination demonstrated that the SFTs have a haphazard patternless architecture of
spindle or ovoid cells with a varying degree of collagenous tissue and a hemangiopericytoma-like
appearance with prominent thin-walled vascular vessels. The degree of cellularity varied for each
tumor and was inversely related to the collagenous tissues. SFTs have a propensity to undergo
hemorrhage, necrosis, and myxoid degeneration. SFTs show a wide range of morphological features,
from predominantly fibrous lesions containing alternating fibrous areas and hyalinized thick-walled
vessels (fibrous variants) to more cellular and less fibrous neoplasms

with a “patternless pattern” (a monotonous appearance) and thin-walled branching vessels (cellular

variant).

Immunohistochemistry of CD34 is crucial for diagnosis of SFTs, and it was suggested the both of
Bcl-2 and CD34 immunostaining for making differential diagnosis from

spindle cell neoplasia. Most cases of SFTs are also positive for CD99. Some cases of SFTs may
show positive staining for S-100. Malignant SFTs tend to lose CD34 immunoreactivity and
overexpress Ki-67, P53, and S-100. Molecular analyses have discovered that almost all SFTs
harbor an NAB2-STAT®6 fusion gene, which is considered specific to this tumor type. Recent
studies have suggested that STAT6 immunohistochemistry is a reliable surrogate for detection of

the fusion gene. STAT6 is a relatively specific biomarker for SFT, and may be used in the diagnosis
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and differential diagnosis of SFT especially for the atypical cases, and allows the precise

pathologic diagnosis of SFT.

Although most extrapleural SFTs have been reported to be benign histologically, approximately
10%-15% of SFTs demonstrate malignant behavior in the form of recurrence or metastasis. General
histological features that may help to identify

a malignant lesion include large size, infiltrative margins, hypercellularity, nuclear atypia, mitotic
activity (= 4/10 high-power fields), and the presence of necrosis and

hemorrhage. Some cases of ‘‘histologically benign’> SFTs that do recur or metastasize have been
reported in the literature. The most important risk factor for recurrence is invaded surgical margins.
Therefore, complete resection with negative surgical margins is the treatment of choice, and

long-term follow-up of all patients is highly recommended, regardless of anatomic location

Surgical resection is mandatory for the treatment of SFTs, but it is often difficult to complete
resection due to the hypervascular nature of tumors and collateral vessels. One patient with large
SFT in the pelvis died of severe and uncontrolled hemorrhage during surgery in the tertiary care
center. In one case report of SFT in the pelvis, resection was failed in the first operation due to the
injury of iliac artery and vein. The vascular nature and the presence of large feeding vessels made
surgical removal technically difficult and preoperative embolization that can reduce intraoperative
hemorrhage may be required. According to the case series of SFTs, postoperative radiotherapy was
given due to the high grade malignancy, narrow excision margins, large size and rapid growing.
Also, patients underwent palliative chemotherapy in the cases of distant metastasis. Malignant
extrathoracic SFTs have a higher rate of locoregional recurrence and distant metastasis, and patients
with malignant SFTs were at increased risk of death. Extrathoracic SFTs with malignant histologic
feature have aggressively malignant tumors with a poor prognosis (5-year survival 40%) and that
even in the presence of benign histopathological features. Long term follow up is necessary to

identify and manage the relatively high rate of recurrent disease.

Conclusion: The extrapleural SFTs are usually benign entities. SFTs with malignant histologic
features may have more chance to have aggressive clinical course than that with benign histologic
features. Histologic consultation by expert pathologist is

necessary for the accurate diagnosis, and long-term follow up is crucial in order to detect recurrent

disease because of the unpredictable clinical course.
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CASE HISTORY:
Signalment: A 10-year-old, castrated male, Dachshund

The animal presented to the National Taiwan University Veterinary Hospital (NTUVH)
because of two-week vomiting, melena hematochezia with increased severity. The blood exam
revealed severe lymphocytosis, regenerative anemia, mild thrombocytopenia, hypoalbuminemia,
hypokalemia, and mildly elevated liver enzyme. Under ultrasound examination splenomegaly and
mesentery lymph node enlargement were demonstrated while intussusception was suspected.
Radiography also revealed enlargement of several lymph nodes, splenomegaly and hepatomegaly.
Cytology of lymph node revealed large numbers of small-to-medium-sized lymphocyte and the
blood smear also showed predominantly medium-sized lymphocytes. Euthanasia was performed

due to poor prognosis.

Gross Findings: Upon necropsy, the individual was moderately emaciated and the labial mucosa
was extremely pale. Postmortem examination revealed marked uniform splenomegaly with
marginal bulging areas and several irregular beige plaques and mildly hepatomegaly with rounded
margins. The lungs showed extremely pale appearance with mottled texture. Systemic lymph nodes
(including prescapular, mediastinal, mesenteric and popliteal lymph nodes) were markedly enlarged
with a complete loss of corticomedullary demarcation and the medialstinal lymph node presented a
focal dark red hemorrhagic spot on the cut sections. The cecum was markedly enlarged with firm
texture and after the cecal wall being cut away, the inner segment of part of ileum was exposed with
hyperemic mucosa and strangulated portion. The cut section of invaginated ileum showed a cavity
with remarkable hemorrhage and necrosis. On transverse sections, the bone marrow taken from the

femoral diaphysis was rather soft, fleshy, and yellowish.

CASE RESULT:

Histopathological Findings:
The bone marrow biopsy is effaced by a diffuse infiltration of uniform neoplastic cells,
majorly the small, mature lymphocytes, which are 1 to 1.5 times larger than erythrocytes and

characterized by high nucleus to cytoplasm ratio with minimal cytoplasm. The neoplastic cells have
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infiltrated the marrow in dense clusters that displace normal marrow cells and are apparent by their
nuclear homogeneity.
For the intussuscepted intestinal segment, inside-out structures of the intestine are identified.
The normal architecture of the serosa of the intestine have been completely replaced by large areas
of necrosis, hemorrhage and mild fibrosis. Increased fibroblasts with bundles of collagen are seen at
the degenerative smooth muscle layer, where several small caliber blood vessels can be noted. The
mucosal epithelium is also significantly erosive and remarkably infiltrated by monomorphic
lymphocytes.
Generalized lymph nodes, intestine, spleen, liver, kidney and lung were variably infiltrated by
densely cellular neoplasm composed of sheets of monomorphic round cells which share the similar

histopathologic pattern as the lesion in the bone marrow.

Immunohistochemical stainings:

The results of immunohistochemistry were positive for CD3 but negative for CD79a.

Flow cytometry:
The result of flow cytometry was marked by CD3+, CD21- and CD34-

Pathological Diagnosis:
3. Chronic lymphocytic leukemia, with systemic dissemination, bone marrow, intestine,
generalized lymph node, spleen, liver, kidney and lung

4. Intestine intussusception, with mild, locally extensive and subacute necrotizing serositis, ileum

Differential diagnosis:
1. Ileocecal intussusception
2. chronic lymphocytic leukemia

3. lymphoma, stage V

Discussion:

The exact cause of intussusceptions in both human and veterinary medicine is unknown. Any
lesion in the bowel wall or irritant in the lumen that alters the normal peristaltic pattern may initiate
invagination. In human medicine, ileocolic or ileocecal intussusception has been reported as a
complication of lymphocytic leukemia. Herein we report a counterpart case in canine with systemic
metastasis of chronic lymphocytic leukemia, which eventually leads to the weakness and clinical
signs of the animal.

Intussusception involves the telescoping of one segment of bowel into an outer sheath formed
by another, usually distal, segment of gut. The history is that of partial or complete intestinal
obstruction, perhaps with bloody feces. Intussusception is common in dogs, where most frequently

it is ileocolic, which corresponding the site in the current case. The exact cause of intussusceptions
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in both human and veterinary medicine, in general, is unknown; however, any lesion in the bowel
wall or irritant in the lumen that alters the normal peristaltic pattern such as linear foreign bodies,
heavy parasitism, previous intestinal surgery, enteritis, and intramural lesions like abscesses and
tumors may initiate invagination. In human medicine, the association between intussusceptions and
inflammatory bowel disease is well known, even if referred to only in case reports or a small series
of patients. Interestingly, there is also a reported case of a dog in which ileocolic intussusception
and histiocytic ulcerative colitis appear to be associated. So, in the present case, though there is no
obvious enteritis inducing the ileocolic intussusception, the infiltration of the neoplastic cell
probably plays the same role with similar impact.

Differentiating between leukemia and stage V lymphoma can be challenging and arbitrary and
is often based on significant lymphadenopathy, degree of blood and bone marrow involvement, and
immunophenotypic characteristics. Since the current case has obvious and typical enlargement of
lymph node with severely bone marrow involvement, it is more suspected as chronic lymphocytic
leukemia (CLL). CLL is a lymphoid malignancy that affects dogs of all ages without sex
predilection. Large-breed dogs are often predisposed and genetic factors likely play a role and have
been compared between dogs and humans. In humans, lymphoid leukemia has been associated with
genetic factors and exposure to radiation, benzene, phenylbutazone, and antineoplastic agents.
However, the most etiologies of CLL in dogs remain unknown. Lymphocytic leukemia can occur in
dogs of any age but typically occurs in middle-aged to older dogs (mean of 7 to 10 years); CLL
usually occurs in older dogs (mean of 10 years).

Behavior of acute and chronic lymphoid leukemia is quite distinct. Acute leukemias tend to
exhibit much more aggressive behavior and rapid progressive than their chronic counterparts. Under
histopathologic examination, CLL represent lymphocytes being indistinguishable morphologically
from normal small lymphocytes, correlating to the pathologic findings from this case, while the
cells in ALL tend to be intermediate-sized or large cells with moderate amounts of basophilic
cytoplasm. To differentiate lymphoblasts from myeloblasts, one should focus on the nuclear
chromatin pattern of the lymphocytes as in the present case, which typically is more condensed than
the chromatin in myeloblasts.

To further determine the exact origin of the CLL, a flow cytometry was conducted. Three
primary subtypes of CLL are reported in dogs, based primarily on immunophenotyping. (1) T-CLL
(CD3+, CD4—, CD21-), which is the most common form, with cells in the majority of cases being
CD8+ granular lymphocytes; (2) B-CLL (CD21+, CD3-, CD4-), which is the next most common
subtype; and (3) atypical CLL, which represents a combination of immunophenotypes (CD3—,
CD8+; CD3+, CD4—, CD8—; CD3+, CD4+, CD8+; and CD3+ + CD21+). In contrast to CLL in
humans, which is primarily a disease of B-cells. In this case, a T cell-origin CLL is suggested and
confirmed with the result of flow cytometry marked by CD3+, CD21- and CD34- negative.

This may be the first report of ileocecal intussusception with chronic lymphocytic leukemia
infiltration in animals. In human medicine, the pathologic features most commonly is leukemic

infiltration in the intestine, which might share similar pathogenesis in the present case.
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Clinical history:

A 88 year old lady suffered from poor appetite, RLQ area dullness, intermittent pain, black stool
passage off and on for 6 months. Clinical data showed tumor makers (CEA, AFP, CA19-1) within
normal limit. KUB shows no mass or organomegaly. Both kidneys are atrophic. No abnormal bowel
distention. No abnormal calcifications. T-12 & L-4 vertebral compression fractures.

Clinical Laborotory data: Tumor markers: AFP (Alfafetoprotein) 3.21 (< 8.78) , CEA 1.0 (<5.0),
CA 19-9 3.0 (<37.0)

106/04/12 colonscopy and gastral endoscopy showed tumors as:: A. Colon, An ulcerative tumor
with partial obstruction. Biopsy: --- Poorly differentiated adenocarcinoma. B. Stomach: An erosive
tumor 4.0 cm extend from anterior wall to posterior wall of lesser curvature site antrum. Liftimg
sign (-). Rule in advanced malignancy. Biopsy: Stomach, antrum, --- Moderately differentiated
adenocarcinoma. 106/04/19 PET-CT IMPRESSION: 1. The scan findings are compatible with a
large tumor in the ascending colon and another tumor in the transverse colon. 2. There is no other
definite evidence of other hypermetabolic lesion which indicates malignancy in this whole body
scan in this study.

106/04/21 Operation Method * 1. Radical hemicolectomy, right; 2. Subtotal gastrectomy.

Gross description: A. Colon tumor" a segment of colon, measuring 24.5 cm, ileum, 3 cm, and an
adherent liver tissue, 1.9 x 1.2 x 0.6 cm. A gray tan firm annular elevated and centrally ulcerative
lesion, measuring 8.8 x 7.0 x 5.5 cm, is noted, 8.0 cm from the nearest colonic cut end. On cross
section, the tumor invades the serosa and is adherent to the liver tissue. B. Stoamch" distal part of a
stomach, with lesser curvature, 8 cm, greater curvature, 11 cm, and duodenal cuff, 1.1 cm in length.
There is a polypoid and infiltrating tumor, measuring 2.8 x 2.2 x 1.2 c¢m, located over lesser
curvature of antrum, 3.0 cm from the nearest gastric (proximal) cut end and 4.5 cm from the nearest
duodenal (distal) cut margin. On cut section, tumor has invaded to submucosa grossly.

Differential Diagnosis:

1. Colon cancer: poorly differetiated adenocarcinoma (or neuroendocrine carcinoma) with gastric
metastasis

2. Synchronous colon cancer and gastric cancer

IHC Stains (biopsy):

1. Colon: CDX2 (-), CK7 (-), CK20 (-), CD56 (-), synaptophysin (-), chromogranin (-)
(reseccted colon: CK7 (-), CK20 (+ in scanty cells), synaptophysin (-), and CEA (equivocal) done
for section A4 (colon cancer). EBER in situ hybridization (focal +) done for section A4 (colon
cancer).

2. Stomach: CDX2 (+), PPH3(+), p53 (-), ki67 (+), Her-2/neu (-), CK20 (+), TTF-1 (-)

(resected stomach: CK7 (-), CK20 (+ in scanty cells), and Her-2/neu (negative, score: 1+)).
Pathological report: A. Colon, ascwnding, radical right hemicolectomy --- Carcinoma, poorly
differentiated (pT4aN1b). Tumor penetrates serosa (visceral peritoneum) with fibrous adhesion to
liver. Tumor metastasizes to regional lymph nodes (2/22). The appendix, ileum, liver, and bilateral
cut margins are free of tumor.

B. Stomach, distal, subtotal gastrectomy --- Adenocarcinoma, moderately differentiated (pT1bNO).
Tumor invades submucosa. The perigastric lymph nodes (lesser curvature: 0/1; greater curvature:
0/8), duodenum, and all resection margins are free of tumor.

Prognostic and predictive factor:
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<< For colon cancer >> 1. Tumor size: 8.8 x 7.0 x 5.5 cm. 2. Depth of invasion: Tumor penetrates
serosa (visceral peritoneum). 3. Histologic grade: Poorly differentiated . 4. Lymph-vascular
invasion: Present. 5. Perineural invasion: Present. 6. Tumor deposits: Absent. 7. Circumferential
(radial) margin: Close, less than 1 mm in distance . 8. Lymph node status: (a) Involved (2/22), (b)
Extranodal extension: Present. 9. Treatment effect: Not applicable. 10. Type of polyp in which
invasive carcinoma arose: Not identified. 11. Additional pathologic findings: Absent. 12.
Pathological TNM stage (AJCC 2010): pT4aN1b.

<< For stomach cancer >> 1. Greatest dimension of tumor: 2.8 x 2.2 x 1.2 cm. 2. Microscopic
extent of tumor: Tumor invades muscularis mucosa. 3. Margins: (a) Proximal margin: Uninvolved,
30 mm from invasive carcinoma.(b) Distal margin: Uninvolved, 45 mm from invasive carcinoma. (c)
Omental (Radial) margin: Uninvolved, 14 mm from invasive carcinoma. 4. Lymph-vascular
invasion: Present. 5. Perineural invasion: Absent. 6. Lymph node status: Uninvolved (0/9). (lesser
curvature: 0/1; greater curvature: 0/8). 7. Her-2/neu status: Negative, score: 1+. 8. Treatment effect:
No presurgical therapy. 9. Pathological TNM stage (AJCC 2010): pT1bNO. 10. TNM descriptors:
Not applicable.

Diagnosis:

1. Intestine, large, colon, ascending, --- Carcinoma, poorly differentiated (pT4aN1b).
(ADVANCED)

2. Stomach, distal, --- Adenocarcinoma, moderately differentiated (pT1bNO) (EARLY)
(Synchronous cancer)

KEY DIAGNOSTIC POINTS

Colorectal adenocarcinomas are typically positive fo CK20, CDX-2, and villin, negative for CK7.
Staining for the mismatch repair proteins, MLH1, MSH2, MSH6, and PMS2 can be used to screen
for neoplasms with a high level of microsatellite instablity (MSI-H)

MSI-H colonic adenocarcinomas can show decreased or absent CDX-2 and/or CK20 staining
CLINICAL DIAGNOSIS: 1.Adenocarcinoma of ascending colon, 2. Stomach cancer

CANCER STAGING: 1.Colon-- T4AN2MO stage IIIC pT4aN1bMO stage I1I1B

2. Stomach -- cT2NOMO stage I pT1bNOMO stage I

SUGGEST FURTHER MANAGEMENT

Discussion:

The different biopsy histopathologic pictures of the colon and the stomach suggest a synchronous
cancer, but metastasis is still possible. Since treament will be different between syncronous cancer
and metastatic cancer, therefore, an adequate immunohistochemical staining for the definite
diagnosis is indicated. CDX2 and CK20 are nealy 100% positive in the colorectal adenocarcinomas
but CK20 stain in this colon biopsy was negative, while in the resected tumor, only scant cancer
cells showed positive staining. This result may be due to the poorly differentiation of the colon
adenocarcinoma. In colorectal adenocarcinomas, 80% to 100% are diffusely and strongly positive
for CK20. Decreased CK20 staining occurs in microsatellite unstable adenocarcinomas. In general,
colorectal adenocarcinomas infrequently express CK7 (13 %); This frequency is independent of site
(primary or metastatic). In this case, CK7 stain shows negative result in both colon tumor biopsy
and resection, consistent with the general rule of colon adenocarcinoma. Negative CK7 staining is
consistent with colon cancer but not gastric cancer in our colon tumor behavior. The CK7/CK20
expression patterns of gastric carcinoma vary considerably; approximately 70% cases are CK7
positive and 20% are CK20 positive. On the other hand, 95% colorectal carcinomas are CK7
negative, CK20 positive; a CK7 negative, CK20 positive profile overwhelmingly favours a large
bowel primary, whereas a CK7 positive and CK20 negative profile favours a metastasis (stomach to
colon). But in our gastric tumor, although CK7 (-), CK20 (+) but tumor just involving mucosa and
submucosam, strongly suggest a primary, early gastric tumor. In this condition, IHC stain of
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CK20/CK7 seemed to be only a supportive evidence but inferior to the H & E stained morphologic
diagnosis. CDX2 is a homeobox transcription factor that regulates the differentiation of intestinal
epithelial cells, therefore is a marker of intestinal differentiation (90%, 72-100%). Beside in the
colorectal adenocarcinoma, staining of CDX-2 can also be seen in pancreatobiliary, gastric, small
bowel, lung, ovarian and bladder origin, when they show intestinal differentiation. To avoid
potential erroneous diagnosis, especially when assessing small biosy specimens and metastaes of
unknown origin, it is importamt to be aware that some cases of colorectal cancer can aberrantly
express CK20, CDX-2 and/or CK7. Assessment of MSI (microsatellite instability) can be helpful in
such challaging cases (32% negative CK20 and 20% negative CDX-2 staining in high level MSI
colorextal adenocarcinoma).

Synchronous (concomitant) and metachronous (occurring one after other) cancers in the
gastrointestinal (GI) tract are an extremely rare occurrence. There are no case series and only few
case reports have been published in literature describing such cases. There have been several case
reports in literature describing multiple metachronous and synchronous cancers of the
gastrointestinal tract. Although patients with multiple cancers are not common, it is still important
that the clinicians consider the possibility of second and third cancers in patients who have been
treated for a primary cancer. Pricop reported a case of metachronous primary cancers of colon and
stomach in a 69 years old woman. They also emphasized the importance of considering the
possibility of development of metachronous cancers in patients who have been treated for a primary
malignant tumour. Another case of synchronous transverse colon cancer and early gastric cancer
was reported by Nakata.

Although, there is no evidence for a hereditary cancer syndrome in this case (nor have other writers
who have reported such cases), the possibility of such a syndrome cannot be totally ruled out in this
case and other such cases.

The presented patient suggests that in case of any doubt on symptomatology not corresponding with
the diagnosis of digestive tract primary tumor, a possibility of synchronous multiple carcinomas
should be considered. The detection of synchronous gastric cancer and colorectal cancer, obtained
by easily available diagnostic methods, enabled us to treat both cancers simultaneously and thus
beneficially influence the prognosis and the quality of life of the patient. Therefore, simultaneous
resection represents the adequate approach to surgical treatment, although a longer follow-up is
required to demonstrate oncological adequacy.

REFERENCES
1. Pricop C, Lefter LP, Scripcariu V, Danciu M, Buleu D, Dragomir
C. Metachronous primary cancers of the colon and stomach.
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3. Park SY, Kim HS, Hong EK, Kim WH. Expression of cytokeratins
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Clinical history

This 64 years old male patient with past history of Type 2 DM and hypertension was under
regular medication control. He was admitted with chief complaint of yellowish coloration of whole
body skin for about two weeks. Jaundice was associated with epigastric discomfort, mild nausea,
generalized weakness, malaise, fatigue and poor oral intake. He denied fever with chills, coffee
ground vomiting, cold sweating, dizziness and palpitation. Deep yellow coloration of urine was
noted for days. He noticed body weight loss (74 kg to 71 kg ) within one month. Due to above
problems, he came to our GI OPD and then he was advised to admit for investigations and treatment.
MRCP was done and reported as suspicious of intrahepatic cholangiocarcinoma with periductal
infiltration and hilar involvement. Bilateral IHD dilatation. Radical excision of CBD,
cholecystectomy, right lobectomy and Roux-en-Y hepaticojejunostomy was performed on
2017/3/28.

Gross examination

The specimen consisted of a piece of liver weighing 580 gm and measuring 15 x 10 x 9 cm in
size, attached with a gallbladder measuring 7 x 3.5 x 2.8cm in size, fixed in formalin. Grossly, the
liver surface was intact without tumor rupture. On dissecting, the bile ducts of both intra and extra

hepatic were thickened, measuring 1.8 cm. The remaining liver tissue showed fibrotic changes.

Microscopic findings

Microscopically, sections showed pictures of sclerosing cholangitis characterized by
ductopenia and mixed acute and chronic inflammatory cells infiltration with a surrounding pattern.
Moderate fibrosis around the residual bile ducts was seen. The liver tissue showed fibrous septa

extend between adjacent portal tracts.

Differential diagnosis
* Primary sclerosing cholangitis
* IgG4-related cholangitis

* Cholangiocarcinoma

Post op blood investigations

ANA : positive

Antimitochondrial antibody: negative

ANCA : negative

IgG4 level: 1170 mg/dL (normal range 3 ~ 201 mg/dl)

Diagnosis : IgG4-related sclerosing cholangitis
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Discussion

IgG4-related sclerosing cholangitis (ISC) is one of the common organ manifestations of
IgG4-related disease; approximately 60 % of patients with this systemic condition have ISC in the
proximal and/or distal bile ducts. ISC more commonly develops in males with a male-to-female
ratio of 4:1. More than 90 % of patients are diagnosed with ISC in their 60s or older . Patients with
ISC typically present with obstructive jaundice. Serum IgG4 elevations are the most sensitive and
specific non-invasive examination for the diagnosis of ISC. The typical cut-off value is 135 or 140
mg/dl.

The image findings are useful for the diagnosis of ISC including multifocal biliary strictures, a
markedly thickened bile duct wall (mean wall thickness, 4.9 mm), a smooth outer margin, a narrow
but visible lumen, hyperenhancement during the late arterial phase, homogeneous
hyperenhancement during the delayed phase, concurrent gallbladder wall thickening, and no
vascular invasion.

The affected ducts show diffuse and circumferential wall thickening, with the overall
appearance resembling a pipe stem. The mucosal surface is relatively smooth with no ulceration or
intraductal granulation tissue. IgG4-related sclerosing cholangitis histologically exhibits transmural
fibroinflammatory processes, in which inflammation and fibrosis are evenly distributed from the
mucosal surface to subserosa. A characteristic pattern of fibrosis is called storiform fibrosis, in
which collagen fibers are arranged in an irregularly whorled pattern.

Immunostaining for IgG4 reveals the massive infiltration of IgG4-positive plasma cells. The
cut-off values for IgG4-positive plasma cells proposed for ISC are >50 cells/hpf for surgical
specimens and >10 cells/hpf for biopsy samples.

ISC needs to be discriminated from cholangiocarcinoma, primary sclerosing cholangitis, and
other rare forms of lymphoplasmacytic cholangiopathy (e.g., follicular cholangitis and sclerosing
cholangitis with granulocytic epithelial lesions). Its diagnosis requires a multidisciplinary approach,
in which serology, histology, and imaging play crucial roles (HISORt criteria).

Treatments with high-dose corticosteroids typically lead to the rapid and consistent induction of
disease remission. Another promising therapeutic approach is B-cell depletion with rituximab.
Although disease relapse is relatively common, provided that appropriate treatments are
administered, ISC is considered a ‘‘benign’’ disease with a low risk of liver failure and biliary

malignancy.
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CASE HISTORY:
Signalment: A 79-year-old, female

This man had suffered heart disease, chronic renal failure and hypertension for about 20 years
ago. According to the patient’s statement, she intermittent epigastric pain for a period of time. She
was send to our OPD, at 105/12/13 follow abdominal sona and showed: 1. Fatty liver, moderate 2.
Hepatic nodule in S4. 3. Chronic renal parenchymal disease. At 105/12/23 follow liver MRI showed:
1. Hepatic tumor (1.9cm) at the S4 of the liver, BCLC stage 0. Suggest resection. 2. Hepatic cysts at
the S1 and S6. 3. Right renal cysts, 4. Osteoporotic compression fracture at the T12. Impression:
Liver tumor (HCC). Therefore, she was admitted to our GS ward arrange for operation. Throughout
the whole course above, there was no symptom or sign of fever, chills, headache, dizziness, chest
pain, dyspnea, abdominal pain, tenderness, muscle guarding, change of bowel habits, weakness of

extremities.

Gross Findings:

The specimen contain a segmental hepatectomy of liver(S4 and S%) and a gall bladder. The liver
measures 6.0x5.0x5.0cm in size and contains a well-defined tumor measuring 2.5x2.5x1.5cm in size,
The tumor have yellow-tan and soft with hemorrhage. The non-tumor part shows macronodularity

in surface. The gall bladder measures 8.0x3.0x2.5cm in size with thin wall(0.1cm). No stone or

polyp is seen.

CASE RESULT:

Histopathological Findings:

Microscopically, the tumor shows a picture of angiomyolipoma with extrahemopoiesis, composed
of epithelioid cells arranged in sheets and abundant eosinophilic or clear cytoplasm, vesicular nuclei,
prominent nucleoli. Occasional spindle cells are mixed with irregular hyalinized and thick-walled
blood vessels in mature adipose tissue. Focal area of extrahemopoisis and inflammatory cells
accumulation with hemorrhage are noted. No necrosis or lymphovascular invasion is seen. The
immunohistochemical stains show HMB-45, SMA, S-100, Mela-A are positive. CK, Ck7, Hepar-1
and CD68 are negative. MPO, and LCA are focal positive in few cells. CD34 is positive in the

increased capillaries. Ki-67 is mildly increased(around 30%)
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Pathological Diagnosis: angiomyolipoma of the liver

Differential diagnosis:

B 1. HCC, clear cell type

2. fatty change in nodule; adenoma
3. Hemangioma

4. Extramedullary hemopoiesis

5. Lipoma or Liposarcoma

6. Melanoma

7.malignant spindle cell tumor

Discussion:

1.

Hepatic angiomyolipoma (HAML) Uncommon, mostly benign hamartomatous hepatic mass. It
has malignant transformation potential, containing blood vessel (angioid), smooth muscle
(myoid) and mature fat (lipoid) components. It has association with tuberous sclerosis, although
this is less strong than for renal AMLs 20% of renal AMLs are associated with TS, compared to
only 6% of hepatic AMLs

Clinical presentation : (1)most cases are detected incidentally . (2)mass-compression effects:
upper abdominal pain, abdominal fullness, and palpable mass. (3)acute abdominal pain:
intratumoral haemorrhage and intraperitoneal hemorrhage

Diagnosis: (1) hard to distinguish with other liver tumors (2)Correct preoperative diagnosis
of HAML <25% (3)major preoperative diagnostic tools for HAML: US, CT, and MRI
Pathology: (1) well-circumscribed, nonencapsulated lesion. (2) fat content can vary from
<10% to >95%.fat component is made up of mature yellow fat cells. smooth muscle cell and
proliferating blood vessels (3) can be classified histologically: lipomatous (>70% fat),
myomatous (<10% fat), angiomatous

Immunohistochemical stains: (1)Melanocytic markers: positive (2) Smooth muscle markers:
positive in smooth muscle component (3)Epithelial markers: negative.

Treatment: asymptomatic patients meet the following criteria:

(1) tumor size < 5 cm,

(2) angiomyolipoma proved through FNAB

(3) patients with good compliance

(4) not a hepatitis-virus carrier

Conservative management, close follow-up

7. If severe abdominal pain or intraperitoneal bleeding: embolization and/or surgical resection

8. Differential diagnosis: (1) hepatocellular carcinoma (HCC) with fatty component

fatty content is minimal and is in a scattered pattern, AFP is elevated and negative HMB-45

stain (2) focal fatty infiltration : poorly defined borders without pressure effect on adjacent
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vessels (3) Hemangioma: may be indistinguishable on ultrasound delayed arterial phase in CT

(4) hepatic lipoma very uncommon ;never shows enhancement after contrast administration
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CASE HISTORY:

Signalment:

This 31-year-old woman had a past history of acute appendicitis s/p laparoscopic
appendectomy in 2015. She suffered from fever on 2016-08-28. Abdominal pain, nausea, and
diarrhea were also noted. According to the patient, she had recurrent acute gastroenterocolitis for
one year. Abdominal computerized tomography showed thicken wall of colon/distal ileum with
fistula formation between colon/ileum and lymphadenopathy at ileocolic mesentery. Colonoscopy
was arranged and showed inflammatory bowel disease favor Crohn's disease. Colonoscopic biopsy
revealed ulcer. Under the impression of Crohn's disease, she was received pharmacological
management. Methyl-Prednisolone and azathioprine were prescribed initially then shifted to
azathioprine and adalimumab.

Mild tarry stool and abdominal pain were noted, recently. Thus she visited CCH emergency
department for help. Abdominal computerized tomography revealed thicken ascending colon wall
with soft tissue mass at mesocolon and involvement of distal ileum, sinus tract with multifocal
abscess formation in right posterior pararenal space, abdominal wall/subcutaneal space.
Laparoscopic assisted right hemicolectomy and drainage of intra-abdominal abscess were
performed on 2017-03-29. At surgery, inflammatory exudate coating on terminal ileum and
ascending colon were seen with a perforation (2x3 mm) on ascending colon and accompanying

abscess formation.

Gross Findings:

A segment of ascending colon measuring 13.5 cm in length and 5.5 cm in circumference
connected the terminal ileum measuring 21 cm in length and 5.5 c¢cm in circumference was
submitted. Grossly, the outer surface of colon is partially coated with fibrinopurulent exudate. On
the mucosal surface, a perforated ulceration is noted at ascending colon with adjacent pseudopolyp
formation and coloenteric fistula formation. A linear ulceration measuring 5x1 cm in dimensions

perpendicular to long axis of colon is evident in the colonic mucosa.

CASE RESULT:

Histopathological Findings:
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Microscopically, sections of colon shows ulceration with polypoid granulation tissue formation,
neutrophilic and lymphoplasmacytic infiltrate, as well as inflammatory exudate. Fibrous thickening
submucosa, pericolonic soft tissue, degenerative muscularis propria, as well as disarray and
branching colonic crypts are also noted. Focal granulomas with epithelioid histiocytic aggregate
surrounding by lymphocytes are seen at colonic wall. No fungus or mycobacterium is found under
PAS and acid-fast stains. The picture is compatible with Crohn's disease. Perforated ulceration and

enterocolonic fistula are also noticed.

Pathological Diagnosis:

Crohn’s disease

Differential diagnosis:
1. Ulcerative colitis

2. Tuberculosis

Discussion:

Crohn’s disease (CD) is a chronic relapsing inflammatory bowel disease (IBD). It is
characterized by a transmural granulomatous inflammation which can affect any part of the
gastrointestinal tract, most commonly the ileum and colon. Despite biological treatment being
associated with an improved health-related quality of life, patients still report significant
impediment on lifestyle and daily activities during both flares and remissions.

The most common presenting symptom of CD is chronic diarrhea, defined as a decrease in
fecal consistency for more than 4 weeks. Abdominal pain, weight loss, and blood, mucus or both in
stools are also common symptoms/signs. Extraintestinal manifestations affect approximately a third
of patients with IBD. The most commonly observed extraintestinal manifestation is primary
peripheral arthritis; aphthous stomatitis, uveitis, erythema nodosum, and ankylosing spondylitis.

The most widely used diagnostic investigation of CD is full ileocolonoscopy with biopsies.
This can demonstrate noncaseating granulomas, though may only be detected in up to 60% of
resected specimens and even less so in biopsy samples. Ultrasonography (US), computed
tomography (CT), and magnetic resonance imaging (MRI) have been increasingly involved in the
diagnostic evaluation of CD. Atypical perinuclear anti-neutrophil cytoplasmic antibodies (pANCA)
and anti Saccharomyces cerevisiae antibodies (ASCA) are the two most intensively studied
serological markers for the diagnosis of CD.

The characteristic morphologic changes of CD include longitudinal ulcers, which are more
focal than diffuse. Epithelium has straight colonic crypts with cytoplasmic mucin and lymphoid
aggregates but no crypt abscesses and minimal mucosal atrophy. Besides, inflammation primarily
involves submucosa with marked edema, as well as submucosal nonnecrotizing granulomas in 60%,
which are often adjacent to vessels. Fistula, a complication of CD, occurs in up to 35% of patients

with CD, with perianal fistula occurring in 20%.
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The differential diagnoses of CD are ulcerative colitis and tuberculosis. The active changes of
ulcerative colitis include diffuse mononuclear inflammatory infiltrate in lamina propria, crypt
abscesses (neutrophils in glandular lumen), and cryptitis but usually no neutrophils in lamina
propria. Plasma cells are common at base of crypts (basal plasmacytosis). Muscularis mucosa may
be exposed by ulceration or be covered by granulation tissue and reepithelialization. However, no
granulomas, fissures, transmural inflammation, nor submucosal edema is noted in ulcerative colitis.
The pathologic features of tuberculosis are caseous necrosis, presence of ulcers lined by bands of
epithelioid histiocytes, and disproportionate submucosal inflammation.

The treatment for CD includes pharmacological management and surgical management.
Usually medications such as corticosteroids, budesonide, or mesalazine are prescribed initially for
induction of remission. Anti-tumour necrosis factor (TNF) immunosuppressive therapies are also
used in patients who are refractory to conventional therapy. Surgical treatment is required for failed
medical therapy, recurrent intestinal obstruction, malnutrition, and for septic complications such as
perforations and abscesses. However, the underlying pathology still persists resulting in high

recurrence of disease, ranging from 28 to 45% at 5 years and 36 to 61% at 10 years.
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How-To Access Comparative Pathology Virtual Slides
Hosted at the Web Library in NTU Vet Med Digital Pathology Lab
(7 # RE tbum B2 @ Bifn X &) R B TRE)

Comparative Pathology glass slides are now digitalized and accessible to all participants

through the internet and a web browser (see below for detail instruction).
1. Please make sure that your web browser (e.g. Internet Explorer, Firefox or Safari) is equipped
with "flash player." If not, it can be added from http://www.adobe.com/products/flashplayer/ for

free.

2. Please go to the Chinese Society of Comparative Pathology web site at

http://www.ivp.nchu.edu.tw/cscp/
3.Choose the slide images (e.g. 63 CSCP)

4. Pick any case you'd like to read (e.g. case 435-440)
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LR EMTERFISBE—E X

#%&@mﬁ%ﬁﬁ@
F—REFXNTARUBAEZA N RSB —FX
o T 4| B3k N .
B K % ! T O FE
sl o | mx Y fi 7 491 7 w OB B
gl L 1 Myxoma Dog (R EE T
] A 1 Chordoma Ferret |£ B4 ?77 45] L2 PG
3. 1 Ependymoblastoma Human |kE&ZSES
8. 2 Synovial sarcoma Pigeon |£B4# ?7745] R
18. 3 Malignant lymphoma Human |kE&ZSER
. Wistar |B & 5 840 K 78 A
19. 3 Malignant lymphoma rat 2 b
24, 3 Metastatic thyroid carcinoma Human |4 L3747 B 1%
25. 3 Chordoma Human [#kE KB BER
34, 4 Interstitial cell tumor Dog P HL K 2 “’k B2 A
35. 4 Carcinoid tumor Human |[RELZSET
36. 4 Hepatic carcinoid S;?mese (R ER T
38. 6 Pheochromocytoma Ferret |A2R@HHELF O
39. 6 Extra adrenal pheochromocytoma Human |# k&KL BER
ESW s
40. 6 Mammary gland fibroadenoma Rat %.?ZZ ;iji] .
41. 6 Fibroadenoma Human |% L9 % %%
4. 6 Canine benign mixed type mammary  |Pointer b K AR B A 2
gland tumor bitch
43. 6 Phyllodes tumor Human |6 ¥ % RAER
44, 6 Canine oral papilloma Dog LEERZHEZ A
45. 6 Squamous cell papilloma Human |+ Bl % % 2%
1. Lung: metastatic carcinoma
associated with cryptococcal
47. 7 infection, : . Human |=F4 5%
2. Liver: metastatic carcinoma.
3. Adrenal gland, right: carcinoma
(primary)
56. 8 Gastrointestinal stromal tumor Human |§ %% R4ER
59. 8 Colonic adenocarcinoma Dog (R4 ?7745] L%i‘ LN
62. 8 Submucosal leiomyoma of stomach ~ |Human [S8#7 &A% & BT
64. 2 1. Adenocgrcmorng qf sigmoid colon Human | 303644 5
2. Old schistosomiasis of rectum
71. 9 Myelolipoma Human |&3t#¥ 2z
. B R R RE KR
72. 9 Reticulum cell sarcoma Mouse :, * % Sk &
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73. 9 Hepatocellular carcinoma Human |# k&KL BER
74 9 Hepatocellular carcinoma induced by |Wistar |& 75 & & ¥ &4 # 4R
' aflatoxin B1 rats B FRr
10 |Angiomyolipoma Human |#&R#HE % BR
10 Inverted papilloma of prostatic Human | % 3.3 4% B
urethra
10 Nephrogenic adenoma Human RER
10 Multlple myeloma with systemic Human | #h%k 2 5542 & B
amyloidosis
Squamous cell carcinoma of renal
10 pelvis and calyces with extension to  [Human |4 Jb/@3E <
the ureter
10 Fibroepithelial polyp of the ureter Human |&3t# ¥ BiR
90. 10 Clear cell sarcoma of kidney Human |&3tE 2%
Mammary gland adenocarcinoma,
93. 11 complex type , with Dog LEERZHREZ A
chondromucinous differentiation
1. Breast, left, modified radical
mastectomy, showing papillary
carcinoma, invasive
2. Nipple, left, modified radical
94, 11 mastectomy, papillary carcinoma, |Human |#& R EH &%
invasive
3. Lymph node, axillary, left,
lymphadenectomy, palillary
carcinoma, metaststic
95. 11 Transmissible venereal tumor Dog R PERE A
96. 1 Mahgnant lymphoma, large cell type, Human |#4b 548 2 % s
diffuse, B-cell phenotype
97. 11 Carcinosarcomas Tiger LB RBAER AT
08, 1 Muqmous carcinoma with intraductal Human |7 3% & %
carcinoma
Mammary gland adenocarcmomq, B R TR
99. 11 type B, with pulmonary metastasis, Mouse o R
BALB/cBYJ mouse " LTS
100. 1 Malignant fibrous histiocytoma and Human | B 5 3 & 5
paraffinoma
102 1 Pleomorphic adenoma (benign mixed Human |42k 2 i A B
tumor)
103. 13 |Atypical central neurocytoma Human |#rE XS ER
: ES ¥ sl
13 Cardiac schwannoma SD rat ;Z 2 m% 2 b s
13 Desmoplastic infantile ganglioglioma |Human |& % % 2%
1.Primary cerebral malignant
13 lymphoma Human |&3binf=% &F

2.Acquired immune deficiency
syndrome
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13 Schwannoma Human |=E4 %%
13 Osteosarcoma Dog R Bl
R T
M.ixed germTcell stromal tumor, LR @Y
14 mixed sertoli cell and seminoma-like |Dog 4 B b
cell tumor
14 Krukenberg’s Tumor Human |& bR .o
Primary insular carcinoid tumor
14 |arising from cystic teratoma of Human |fEi#& &5 46 B
ovary.
14 [Polypoid adenomyoma Human |KF % *?’—’ HEBIR
14 Gonadal stromal tumor Human |#¥ BI%
14 Gestational choriocarcinoma Human |#1t %E" HER
14 Ovarian granulosa cell tumor Horse |T#KRZEEL A
15 Kaposi’s sarcoma Human |#7% & Fm
15 Basal cell carcinoma (BCC) Human ﬁ’é RE
15 Transmissible venereal tumor Dog =4 i‘\ 2 “’k 2%
17 Canine Glioblastoma Multiforme in Dog K28k B R IEA R
Cerebellopontine Angle Pt
143 18 Osteosar.coma associated with Dog 4p 2y By by B R b
metallic implants
144 13 Radiation-induced osteogenic Human |7636 2 a2 A B s
sarcoma
145 18  |Osteosarcoma, osteogenic Dog EEREFREZE A
146 18  |Pleomorphic rhabdomyosarcoma Human [T A Z 44 BT
147 13 Papillary Mesothelioma of Leopard B R K £ 8k 8 5 %
pericardium
148 18 Cystic ameloblastoma Human |&3t& 2%
149 18  |Giant cell tumor of bone Canine |FEKRFERE LT
150 18 ?Sgrllzlg%l;stlc small round cell tumor Human |2 7 5 1
152 18  [Hepatocellular carcinoma Human |BREHER
158 20 Hemangiopericytoma Human |BREHER
160 20 Cardiac fibroma Human | & #k B £ K2k 32 24
166 21 Nephroblastoma Rabbit |42#EHHELE T
168 21 Nephroblastoma Pig & S B A R P
ith
169 21 Elzrl))l(llr:rlr)};sltﬁ;z;:v differentiation Human %4 8 5 A 5 244
172 21 Spindle cell sarcoma Human |B&REHER
174 21 Juxtaglomerular cell tumor Human |#7% & 2% 35 #t
190 27  |Angiosarcoma Human |& 4k B £ K2k 32 24t
192 27  |Cardiac myxoma Human |#4bA B2 B w24+
194 27 Kasabach-Merrit syndrome Human |27 % 2k 224}
195 27 Metasta‘Fic hepatocellular carcinoma, Human |3 5% 5 [52.55 22 £}
right atrium
197 27  |Papillary fibroelastoma of aortic Human | #7 % & % 2 #
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valve

198 27  |Extraplacental chorioangioma Human |#3 B Rm 22 4+
208 30 Grapulocytig sarcoma (Chloroma) of Human |75 4 5 £ X £ 5 78 5 4
uterine cervix
Primary non-Hodgkin’s lymphoma
210 30 of bone, diffuse large B cell, right Human |#4b 2B 20 % ek 22 4+
humerus
213 30 Lymphoma, multi-centric type Dog bERZERE &
CD30 (Ki-1)-postitive anaplastic TR
214 30 | C(eu lyr)nghoma (AL ch) Human |#f % %l 3224}
215 30  |Lymphoma, mixed type Koala |68 AKZHESEA
Mucosal associated lymphoid tissue 5w ) e BRSO 77 oo
217 30 (MALT) lymphoma,};mzll intestine Cat ERAFREZALA
31 Nasal type NK/T cell lymphoma Human |% &k 8 £ K2 %324t
Acquired immunodeficiency
syndrome 5 R BE 2
3 (XIDS)With disseminated Kaposi’s Human | &7 & FE/% 2 #1
sarcoma
32 Epithelioid sarcoma Human |#4bA B2 B w224}
32 C‘utaneous B cell lymphoma, eyelid , Human | & % 5 5% [ 5 32 4
bilateral
Extramammary Paget’s disease ar ; ;
32 | EMPD) of the scrofum Human | % % 3t & 2§ #1782 #4
Skin, back, excision, CD30+diffuse
large B cell lymphoma, Soft tissue, SEREREMRER
32 . .. Human
leg , side not stated, excision, JR T A
vascular leilomyoma
14 Malignant melanoma, metastasis to Human PEEAREHMFEER
intra-abdominal cavity % % B2 A4
34 Vaccine-associated Cat 2 K S 5 4
rhabdomyosarcoma
1. Pleura: fibrous p!aque P ey
34 2. Lung: adenocarcinoma Human b o B2 1 78 A
3. Brain: metastatic adenocarcinoma e
1. Neurofibromatosis, type |
34 2. Malignant peripheral nerve sheath |Human |7t & % 7 % [ 7% 22 #+
tumor (MPNST)
35 Glioblastoma multiforme Human |BREHER
35 Pineoblastoma Xlstar o mE
35 Chordoid meningioma Human |% %% 2 #
Infiltrating lobular carcinoma of left
35 breast with meningeal carcinomatosis |Human |fti& % 7% & [t 5% 22 4
and brain metastasis
35 Microcystic Meningioma. Human |#3 B IRm 32 4+
Well-differentiated fetal
36 |adenocarcinoma without lymph node |Human |#7£% K% S B Ix

metastasis
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36 Adenocarcinoma of lung. Human |®&REH
liL“/ “‘i‘\g‘“’k B2 4
36 Renal cell carcinoma Canine
Ll
Clear cell variant of squamous cell = 4 7L i & FRE MR T Ao
36 . Human
carcinoma, lung B e % 32 #t
37 Metastatic adrenal cortical carcinoma |Human |#3 % 2% 22 4+
Hashimoto’s thyroiditis with diffuse B B R K B2 o o
37 large B cell lymphoma and papillary [Human o 59 £}
carcinoma B
38  |Medullar thyroid carcinoma Canine |%7/% K% “’k B2 A
39 Merkel cell carcinoma Human | £ % 21
39 Cholangiocarcinoma Human |# ¥ BI%5 ii #t
39 IS)(e;lrsiosrnat01d carcinoma of renal Human |76 3 2 i 5% 152 5 72 44
39 Mammary Carcinoma Canine |FERFEKEZ A
39  |Metastatic prostatic adenocarcinoma |Human |# 3 B %% 32 4%
39 Malignant canine peripheral nerve Canine | & % X £k 5 & 2
sheath tumors
39 Sarcomatoid carcinoma, lung Human |#&REHER
40 Vertebrg,Tl2,larp1nectqmy, ' Human |46 &4 2 B
metastatic adenoid cystic carcinoma
40 rhabdomyosarcoma Canine |£% RZHREL A
40 Fetal rhabdomyosarcoma SDRat |F#ERPZEKEL A
40 Adenocarcinoma, metastatic, iris, eye |Human | &4 % £ K £
40 Axillary lymph node metastasis from Human |5 & 4% %
an occult breast cancer
40 Hepatocellular carcinoma Human |B EHLE 488 R
40 Feline diffuse iris melanoma Faline |T#KZEHEZ A
40 Metastgtlc mghgngnt melanoma in Human |76 36 2 i 5% 12 5 72 44
the brain and inguinal lymph node
41 Tonsil Angiosarcoma Human |& R & ER
41 Malignant mixed mullerian tumor Human |# ¥ & I%R ii #
41 Renal cell tumor Rat g LR e B2 A
41 Multiple Myeloma Human |{€3& 2 7 % o 22 44
41 Myopericytoma Human |#kE XS ER
41 Extramedqllary plasmacytoma with Canine |78 A £k 5 2 £
amyloidosis
42 Metastatic follicular carcinoma Human |%& R 28 B k2t
Primitive neuroectodermal tumor o B .
JR IEF
42 (PNET), T-spine. Human | R85 % % o 22 4+
42 Hemangioendothelioma of bone Human |7t & 2 7% B Boom 2244
Malignant tumor with perivascular
42 epithelioid differentiation, favored Human |#tABHER
malignant PEComa
43 Mucin-producing Human [RE&REER
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cholangiocarcinoma

43 Cutaneous epitheliotropic lymphoma |Canine |%/% KZEHBEF X2 1%
43 Cholangiocarcinoma Ei/lrlli EERZPRBEEZR
43 Lymphoma Canine |28 KRZEHE é?} ¥ 2%
43 Solitary fibrous tumor Human |#/bAE#HE
43 Multiple sarcoma Canine |Z2# KRZHE R L 2%
. . gx Iw‘{f\ ‘Q:"’ {:’\ EX g E% 2%
44 Malignant solitary fibrous tumor of Human ﬁ% * L 5t
pleura 5K R
E-% "“‘ d ‘ga /\ EX F iﬁ
44 Ectopic thymic carcinoma Human Z A7 e
44 Medullary carcinoma of the right Human |86 2 4 2% % 12 5 72 4
lobe of thyroid
44 Thy'r01d carcinosarcoma w1th Canine | &% X Sk 5 & % &
cartilage and osteoid formation
44 |Lymphocytic leukemia/lymphoma Koala |£2#KZHERELZR
BT EBERE B
45 Neuroendocrine carcinoma of liver Human o -, e
PN =
45 Parachordoma Human |#E R 15 % B Fom B At
45 Carcmoma expleomorphic adenoma, Human | & & 24 3 5 [ B A
submandibular gland
T B ek j—-\ £ aa}r\
45 Melanoma, tongue Canine :_i = *E
27
. . . . TEERE
45 Renal cell carcinoma, papillary type  |Canine
papTany byp IR
Metastatic  papillary serous @ B |
323 46 ) Human |Bl E Bk E 4
cystadenocarcinoma, abdomen
324 46 g{;lzﬁnant gastrointestinal stromal Human | & & 233 81
329 47  |Sclerosing stromal tumor Human |#XEBE#HE R
330 47  |Pheochromocytoma Human |R E##¥F B
334 48 Metgstatlc 1gﬁltrat1ng ductal Human |45 2k 2 7 4 A B 1
carcinoma, liver
335 48 Adenoid cystic carcinoma, grade Human | X E#5% %5
II, Rt breast
Malignant lymphoma, diffuse, large L e
336 48 B-cell, right neck Human |#R#7 &Iz
. . . . TEERE
337 48 Pulmonary carcinoma, multicentric Do
v 8 KB EEER
338 48 Mahgnar}t melanoma, multiple organs Rabbit | B 17 b 5k £k 5
metastasis
340 49 Mucmousjproducmg urothelial-type Human | & & 33 %1
adenocarcinoma of prostate
342 49  [Plexiform fibromyxoma Human |#XBE#HER
343 49 Malignant epithelioid trophoblastic Human |42 2% i 42 A B 1

tumor
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344 49  |Epithelioid sarcoma Human |[FR#7E %
17 2 £
346 49  |Transmissible venereal tumor Dog . TERAFRERR
2%
347 50  |Ewing's sarcoma (PNET/ES tumor)  [Human |X X33 B Fem Bt
Malignant peripheral nerve sheath
348 50 tumor, epithelioid type Human |FR#7 % Beom A
: o i B RS
349 50  |Low grade fibromyxoid sarcoma Human :; fa %E 5 }; £
: Gifu University, Japan
351 50  |Orbital embryonal rhabdomyosarcoma |[Dog (M B K 7F)
T
354 50  |Granular cell tumor Dog H1L i;}; o
Malignant neoplasm of unknown . EERE
356 >0 origin, cerebrum Pog KBS ERR
357 51  |Small cell Carcinoma, Urinary bladder Human |X ¥ ##t3¥ 2%
Perivascular epithelioid cell tumor, in S BEREWMERT o
364 51 . . Human
favor of lymphangiomyomatosi #2538 I m B At
365 52 |Angiosarcoma, skin (mastectomy) Human | R E#08F3F B R B A
366 52 |Rhabdomyoma (Purkinjeoma), heart [Swine |5# R KB &% 574 A
o B REZE MR e
368 52 |Langerhans cell sarcoma, lung Human ;; 2B i
o . : IR RMERERE
369 52  |Biliary cystadenocarcinoma, liver Camel ;i 5. g Ff;+i;§ 4 =
371 52 |Malignant melanoma, nasal cavity Human |%& R1% % B Fom 2244
373 53 ls\;llzillglnant giant cell tumor of tendon Human | & & %43 5 [ B A
376 53 [Malignant mesothelioma of tunica Golden |YTHERXZEHEBERIEAY
vaginalis hamster |25} % P
Perivascular Epithelioid Cell Tumor 2
IF ¥
377 >3 (PEComa) of the uterus Human |\ @AEEA $H PRR 2
378 53  [Medullary carcinoma Human | & 7 B £ K 2% 32 31
Mantle cell lymphoma involving
ascending colon, cecum, ileum,
389 55  |appendix and regional lymph nodes  |Human |3 % B /% 32 3
with hemorrhagic necrosis
in the colon and leukemic change.
390 55 [Pulmonary Squamous Cells Do B 3L RAH KRS
Carcinoma of a Canine 8 Bk B2 B R At
391 55 IS quamous cell. carcinoma, Human | & 3% B IR m 2 F+
ymphoepithelioma-like type
Malignant peripheral nerve sheath P K £ gg B A 7
393 5 Jumor (MPNST), subcutis, canine. Dog FRAFHRES A
Desmoplastic malignant melanoma PLEREREREAR
394 55  |(mimic malignant peripheral nerve Human |32 £ F# % ik B 2 om 2
sheath tumor) #}

61




397 56  |Atypical meningioma Human = B Ik 2 A}
401 57 Lymph nodes,. excision - Hodgkm S |Human |& E#EE &L
lymphoma, mixed cellularity
1. Leukemia, nonlymphoid,
granulocytic, involving bone
marrow, spleen, liver, heart, lungs,
402 57 lymph nodes, kidney, hardian Mouse |B 5 &8sy & o
gland, duodenum and pancreas.
2. Pinworm infestation, moderate,
large intestines.
3. Fibrosis, focal, myocardium.
i i BRGOBRE A
403 57 Non—sepretory mult{ple myeloma with Human 491’3 H AT T
systemic amyloidosis K2 TR B2 F+
1. Hepatocellular adenocarcinoma,
multifocal, severe, liver
2. Hemorrhage, moderate, acute,
body cavity I K 2 Bk B R 3
404 57 . . |Goose
3. Bumble foot, focal, mild, chronic, A Wy LR PR
food pad
4. cyst and atherosclerosis, chronic,
testis
406 57  |Castleman’s disease Human |# R % Bk
407 53 H§pat01d gdengcarcmoma of colon Human | &4 5 52
with multiple liver metastases
S oK 2R gk B o 3
408 58  |Cardiac and pulmonary melanoma Pig ;_ i ;: R PR @
Double Tumors:
(1) small cell carcinoma of lung P R e A B B A
409 58  |(2) Hodgkin’s lymphoma, mixed Human j:i g_;‘ ﬁ; 4 |reEs
cellularity type. BN P
Acrokeratosis paraneoplastica
410 58  |Von Hippel-Lindau disease Human 3 AR
. . . B LR R AR SR E
411 58  |Multiple neoplasia Tiger 45 0 78 4
u ul - d multiol FLEZREEZAR
412 53 epatocellular carcinoma and multiple Human | F2 £ £ BE [t 2% 5 2 95 52
myeloma .
#t
13 s9 |DEN plus AAF carcinogens induced Rat T K2 RREAY
hepatic tumor in male rats L R
& e B2 R R
417 59  |Alveolar soft part sarcoma Human b o de, 2 B o FHL A}
418 60 Seminoma assomatgd with Human |5 & 44 %
supernumerary testicles
422 61  [Retinoblastoma in a baby girl Human |#XEBE#HE R
Colloid goiter in a female Radiated ”’%Kﬁm}‘ BoRERE
423 61 ofloid goiter in a fema © Radiate Tortoise |7 F % tb &k 32 A #h £
tortoise (Astrochelys radiata) 5
g
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Lymphoepithelial carcinoma in a

424 61 | men Human |%& 1% 21
425 61  |Histiocytic sarcoma in a SJL/J mouse |[mouse ZEBRE D F o
Maligant lymphoma, diffuse large . ﬁ P E 48 B om AR
428 62 B-cell (DLBCL) in a women Human B3
Immune reconstitution inflammatory
429 62  |syndrome (IRIS)-associated Kaposi’s [Human |{ti& & 7% 2%
sarcoma in a man
430 ¢ [Mammary adenocarcinoma, tubular Cat TEARZRBERE ALY
form in a female feline S T
433 62 Rhgbdgmyosarcoma, retroperitoneal Mouse SR P
cavity in a female mouse
434 ¢ [Malignant pheochromocytoma with ., REHEHERTERR
pleural metastasis in a man ¥ #
436 ¢3 |Primary non-Hodgkins lymphoma of |, Bl bk B 48 B s AR
terminal ileum B 3R
LEBREHREREER
438 63  |Ectopic thyroid gland tumor Beagle |4 F % tb&miE A4S
Gkl
Hepatocellular cell carcinoma REHEHEHRZ
440 63 Squamous cell carcinoma Human k28 & S 7’H
442 64  |Large B cell lymphoma in a man Human |2 R4 % BT
R 2 fﬂk LR E 2R
Olfactory neuroblastoma in a female ‘i s B, ;_D
444 64 cat Cat A FELRBRRELANS
Gkl
6 ) 48 5 g 72
445 64  |Oligodendroglioma in a man Human ;\i B R IR
RE
447 64 |Ameloblastoma of mandible in a man [Human e 25 é o1 ;j Az
448 65 EBYV associated extranodal NK / T-cell Human |5 & 44 %
lymphoma, nasal type
Mouse, subcutaneously mass —
451 65 |exocrine pancreatic adegoparcmoma, Mouse  |B % 5 8y o o
AsPC-1 cells, human origin,
heterotopical model
1. Extranodal NK/T-cell lymphoma,
nasal type 2s o BE 1
452 65 2. Regional lymph nodes and Human | & ¥ &%
omentum are involved.
Metastati 1 carc: EERERERLZR
457 66 (Sé és) atic squamous cell carcinoma |, = I 2 me g e gw g gy
Gkl
) ot . MEBRZRIEHREBR
459 66  |Squamous intraepithelial lesion (SIL) |[Human 5 7 27
460 66 Subcutaneous liposarcoma and uterine |African |F # KX ZEH B RE A Y
endometrial stromal sarcoma hedgehog| 2 5t 72 Py
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Splenic undifferentiated pleomorphic

EiRvA -

463 67 |sarcomaina Djungarian hamster Hamster BIx B & MBI A B A
By 68 RKREFRER¥
465 67  |Plasmacytoid urothelial carcinoma  |[Dog 2Ry TR REA
S R P
l.Poorl){ dlfferentlgted ‘ E A eBA A WA
467 67  |hemangiosarcoma in face Civet + b
2.Squamous cell carcinoma in ear RO
473 68 Simple mammary gland Guineca |THEARZEHBREAY
adenocarcinoma pig R PR
476 69 Medlastmum dedifferentiated Human |2 & 4% %1
liposarcoma
TEARZRBERE ALY
477 69  |Uterus adenosarcoma Ig—Iedgeho SRR ﬁ; =
i icardi i i HHEBEESBRE R
478 69 Primary pericardial mesothelioma in a Human i*% * % L ‘ o 17T
woman pES X ,E%i. S 1R %‘l‘
By 68 RKREFRER¥
479 69  |[Pulmonary solid adenocarcinoma Dog 2Ry FRERBEA
S5 KA
é\'ﬂ . x w2 52 uw 3 4
1 Tuberculosis Monkey |25 KZE8KE 2 %
7. 1 Tuberculosis Human |4 L3747 B IR
12. 2 H. pylori-induced gastritis Human |&3bmEF©
13. 2 Pseudomembranous colitis Human |4 32847 B2
26. 3 Swine salmonellosis Pig bERZERESZ A
27. 3 Vegetative valvular endocarditis Pig & 78RR A E B R AT
28. 4 Nocardiosis Human |&7% 4 ¥4 %z
. Largemo |5 X% % & % 7
29. 4 Nocardiosis uth bass |34 pr
32. 4 Actinomycosis Human |&% 439 R ElR
, W Sk SR
33. 4 Tuberculosis Human B A R
53, 7 Intrgcawtary aspergllloma and Human |5 & % 8 %1
cavitary tuberculosis, lung.
Fibrocalcified pulmonary TB, left
Apex.
54. 7 Mixed actinomycosis and Human |[HRo kE&LZLSER
aspergillosis lung infection with
abscess DM, NIDDM.
53 7 Tubercqlous enteritis with Human |42 2% i 42 A B
perforation
61. 8 Spirochetosis Goose I REFREH
Proliferative enteritis (Lawsonia . B RMBFEE ER
63. 8 . . . Porcine .
intracellularis infection) By 76 PT
68. 9 Liver abscess (Klebsillae Human |&3tB 2%
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pneumoniae)

Xanthogranulomatous inflammation

10 with nephrolithiasis, kidney, right. Human | R EH %%
Ureteral stone, right.
10 Emphysematous pyelonephritis Human |#LABHER
Severe visceral gout due to kidney
89. 10  |damaged Goose |FHERZEHKE L A
Infectious serositis
B RBEE
13 Listeric encephalitis Lamb ;ii}i wE R
13 Tuberculous meningitis Human |BREHER
16 Swine salmonellosis with meningitis [Swine |¥ 8 K28 %2 4
Meningoencephalitis, fibrinopurulent
and lymphocytic, diffuse, subacute, . R T B By B gh B
16 moderate, cerebrum, cerebellum and [Swine |, b
brain stem, caused by Streptococcus T
spp. infection
17 |Coliform septicemia of newborn calf |Calf B R F B TR G T
Porcine polyserositis and arthritis . - s
YR £ ) EX B, e
20 |(Glassers discase) Pig TRATRELR
20 [Mycotic ancurysm of jejunal artery Iy e g e g0 1
secondary to infective endocarditis
71 Chromc‘nephrltls caused by Pig d LK K B
Leptospira spp
21 Ureteropyelitis and cystitis Pig iRt g A
36 [Pulmonary actinomycosis. Human |#F 3 % 2% 22 4t
37  |Tuberculous peritonitis Human |#4bA B2 B w224}
38  |Septicemic salmonellosis Piglet |#F RABKRLEKE A
38  |Leptospirosis Human | %& 7% & 2% 32 #t
39  |Mycobacteriosis Soft turtle / R FHH R 28K E %
: : Formosa |7 # K 2 8k B 7% 32 £ 5
42 Staphylococcus spp. infection Macaqud % 7
42 |Leptospirosis Dog LEERZHEZ A
43 |Leptospirosis Human |{Ei#& 2475 B g
43 Cryptococcus and Tuberculosis Human |HEAFR&LLER
319 46  |Placentitis, Coxiella burnetii Goat & B B FH B AT
391 46 Pneumonia, . Buirkholderia Goat R RS E T IR P
pseudomallei
339 48  |Mycoplasmosis Rat ZEBRE D F o
350 50 Chrqmobgcterlum violaceum Gibbon Bogor Agrlcultural ‘
Septicemia University, Indonesia
. : VAR P
353 50  |Salmonellosis Pig Eggk;g; S -
367 57 Melioidosis (Burkholderia Human  |7636 % 7 512

pseudomallei), lung
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Suppurative bronchopneumonia
(Bordetellae trematum) with

370 52 : : ; Rat TP RRFREZIR
Trichosomoides crassicauda
infestation
374 53  [Pulmonary coccidiodomycosis Human |#tABHER
. . IHRFABEKRZEKE
375 53  |Paratuberculosis in Macaca cyclopis Macacg . . FRARAERE
cyclopis | %
379 53 Bovine Johne’s disease (BJD) or Dairy B R T B IR B il
paratuberculosis of cattle COW
: HHEBGREERE R
380 53 |NTB, Mycobact b H o
ycobacterium abscessus uman e
o : IHRFABEKRZEKE
382 54  |Leptospirosis Pig :_ . FRARASRE
+ %
384 54  |Neisseria Infected Pneumonitis Cat P RPERE S A
385 54  [Mycobacteria avian complex Human |fE##HEELEEEIR
dacryocyctitis
387 54  |Swine Erysipelas Pig Bt RIG R & =k 06 P
396 s [Suppurative meningitis caused by Pi Ib PR B R R E
Streptococcus spp in pigs & & Ay SRR ST PR
399 56  |Listeric encephalitis in dairy goats Goat Bt RIG R 8 =k 06 P
435 63  |Tuberculosis Human |[{E#BHAFKLEES B
. : : . : BRALE SN
438 63  |Porcine proliferative enteritis (PPE)  |Pig Ay AR ﬁﬁ% =
i i i i i BY ST H K 28K B m 3E
446 64 Actinomycosis (lumpy jaw) in a dairy Cattle Y “F’ T8 % R
cattle EXVE 2N
450 65  |Mycobacterium avium infection Human [fE2HHEATEEEER
Ulcerative actinomycotic squamous
laque with focal (basal) severe o
464 | 67 |PEY (basal) Human |# %% &8 % %%
dysplasia, mucosa, gingivobuccal
junction, right lower gingiva in a man
HHEBEGERERE R
469 68  [Scrub typhus Human j:i &, AR e
BN
21. 3 Newcastle disease Chicken |64 KRZEEE 4
| 22. 3 Herpesvirus infection Goldfish | % K2 E 2 A4
1 30 4 Demyehpgtmg canine distemper Dog N T
encephalitis
31. 4 Adenovirus infection ls\gil%zzlrls LEERZHEZ A
. . o |emEREmE
50. 7 Porcine cytomegalovirus infection Piglet o
Infectious laryngo-tracheitis . IR RBAMFREKE
55. 7 . . Broilers |,
(Herpesvirus infection) =
69. 9 Pseudorabies (Herpesvirus infection) |Pig & B R RALE R R AT
78. 10 Marek’s disease in native chicken Chicken |5 RF& K% %R B G FT
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92. 11 Foot- and- mouth disease (FMD) Pig B R F B TR R 5 G P
101. | 11  |Swine pox Pig BRAMBAREREL A
13 |Pseduorabies Piglet |B @ A KRS
13 Avian encephalomyelitis Chicken |BI 3L ¥ £ K £*
.. B RB&E RBEE K
15 Contagious pustular dermatitis Goat e :;: b ® o
15  |Fowl pox and Marek’s disease Chicken |¥ 8 K28 &2 %
16  |Japanese encephalitis Human |[{E#BHAFKLEE B
17 Y1ral §ncephalltls, polymavirus Lory ER SRR
infection
1. Aspergillus spp. encephalitis and
myocarditis 2 #h g ghowp BR g 2
17 2. Demyelinating canine distemper Dog SRRERE T
encephalitis
19 Enterovirus 71 infection Human |#tABHER
o Affican |y m R HEEE €
19 Ebola virus infection Green | S By 4y o
monkey |7 ™" =
19 |Rabies Longhorn », s x gk g 4 2
Steer
20  [Parvoviral myocarditis Goose | RMBRFLEHEL A
28 SARS Human |& K% k32 Ft
28  |TGE virus swine  |& /S B FH B R AT
28 Feline infectious peritonitis(FIP) Feline |&% KRZHEZ %
30 Chicken Infectious Anemia (CIA) Layer R B5 6 A
1. Lymph node:Lymphdenitis, with
lymphocytic depletion and
intrahistiocytic basophilic
cytoplasmic inclusion bodies.
219 31 Etiology consistent with Porcine  |Pig & 1 By AR F P
Circovirus (PCV)infection.
2. Lung: Bronchointerstitial
pneumonia, moderate,
lymphoplasmacytic, subacute.
220 31 Cytomegalovirus colitis Human |#4b 2B 20 % ek 22 4+
Can@ne distemper virus . Z B B M BB
221 31 Canine adenovirus type 1 Canine |, , ..
. . }-LA q:' no
co-infection
1. Skin, mucocutaneous junction
(lip): Cheilitis, subacute, diffuse,
sever, with epidermal pustules,
ballooning degeneration,
293 17 proliferation, and eosinophilic Goat 2 B B4y £ HF P

intracytoplasmic inclusion
bodies, Saanen goat.

2. Haired skin: Dermatitis,
proliferative,
lymphoplasmacytic, subacute,

67




e i

diffuse, sever, with marked
epidermal pustules, ballooning
degeneration, acanthosis,
hyperkeratosis, and eosinophilic
intracytoplasmic inclusion
bodies.

238

35

Hydranencephaly

Cattle

. . 'f—i - EX
248 36  [Porcine Cytomegalovirus (PCMV) |¢ . . ; BRFAZREZRE
infection £ %
Porcine respiratory disease complex
(PRDC) and polyserositis, caused by
co-infection with pseudorabies (PR)
250 36 virus, porcine circovirus type 2 (PCV |Swine |5 RE K & % 7% B A
2), porcine reproductive and
respiratory syndrome (PRRS) virus
and Salmonella typhimurium.
255 37  |Vaccine-induced canine distemper gi}e/s IEERPFEREE R
Bronchointerstitial pneumonia . 2ok kg8 mp BR £ 2
265 39 (PCV 11 infection) Swine |88 AFEET A
295 42 Feline infectious peritonitis (FIP) Cat b R 28K B 3 A
362 51 Camn@ distemper Vlrus.mfectl.on' Dog R BB 2
combined pulmonary dirofilariasis
381 54  |Polyomavirus infection of urinary tract Human |%& R 1§ & &%
Porcine circovirus-associated : l IR R KR E
405 57 . Swine 5 B -
lymphadenitis B 2 B e B A
D ) HHETLELGERE A
414 59  |Rabies virus infection Human 91? j_\ -, };ﬂT #
‘:v/-%mj—\’éim}\ -;;j“?’éipm
415 59  |Canine distemper virus infection Dog STERLEEREALAYNS
5P
) C : HHETLEASERE A
420 60  |Respiratory syncytial virus infection |Human izziii ;;;ET;H &
. . . : I R 2Bk B on e
421 60  |Porcine epidemic diarrhea (PED) Piglet ;_ i ;: R P @
455 66 Goose Haemorrhagic Polyomaviruses |Goose |2 & & R B 141 £ R
(GHPV)
HPYV associated small cell
456 66  |neuroendocrine carcinoma of uterine |[Human |#& £1% % % ek ¥ 4+
Cervix
- BMEEET ST L 1
458 66  |Roventricular dilatation disease (PDD) |Cacatuini ;_ e j; R P @
I RSBk B on e
468 68  |Avian poxvirus Eagle A B B ﬁ
472 68  [Suspected viral infection with Parrot ; Iy i_’ R ﬁ b
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secondary aspergillosis

23. 3 Chromomycosis Human |&3bmE ¢S
Lung: metastatic carcinoma
i associated with cryptococcal
47. 7 1nfect10n. . . Human |=E4 %R
Liver: metastatic carcinoma.
Adrenal gland, right: carcinoma
(primary)
. . . Wild A“ié‘ ’g_iuu_&’;-ﬁi/
48. 7 Adiaspiromycosis EEREZHRET A
rodents
52. 7 Aspergillosis Goslings |5 5% K& 7 7 5 76 P
53, 7 Intrgcawtary aspergllloma and Human |5 % % & %1
cavitary tuberculosis, lung.
Fibrocalcified pulmonary TB, left
Apex.
54. 7 Mixed actinomycosis and Human [#hOo k&L ER
aspergillosis lung infection with
abscess DM, NIDDM.
105. | 13  |[Mucormycosis Human |itiEth# B0 B 1%
Diabetes mellitus
15 Eumycotic mycetoma Human [fE2HHEATEEEER
1. Aspergillus spp. encephalitis and
myocarditis 2 #h g ghowp BR g4 2
17 2. Demyelinating canine distemper Dog BRRAFREF A
encephalitis
” 43 Systemic Candidiasis Tortoise |F £ RFEKE ZIx
" _y NEEEET
45 Alfatoxicosis in dogs Canine Eggk;g; ;; @ ;E,
322 46  |Allergic fungal sinusitis Human |3 R &% BI%
126 46 Meningoencephalitis, Aspergillus Cat . = s j‘\ <=
flavus REZELER
331 47  |Histoplasmosis Human | {635 2 7 5 Foom B At
332 47  [Pulmonary Blastomycosis Rat ¥R 2B B 2R
355 50  |Encephalitozoonosis Rabbit TFERZRELER
Eosinophilic granuloma with fungal UEERFHRERE
356 50 | . . Cat ]
infection, Skin =3ied
386 54  |Dermatophytic pseudomycetoma Cat &S B A K P
305 56 Systemic Cryptococcus neoformans Do TEBRESTFEIL
infection in a Golden Retriever & B B A& W R R PR
: BETREMEAR
441 63  |Protothecosis Dog o * i " ¥ &
%P
A o EreAxELRTEL
449 65 Porcine epidemic diarrhea (PED) Piglet .- i; ; i g 1;;: % i
x| 14, 2 Dirofilariasis Dog ER XY EXV G0
A1 15. 2 Pulmonary dirofilariasis Human |§tEXKRAER
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20. 3 Sparganosis Human |§tEXRAER
46. 7 Feline dirofilariasis Cat (R4 HE ’?‘ s
49. 7 Echinococcosis Human |§3tERAET
60. 8 Intestinal capillariasis Human |&3t&MBEET
64. 2 Adenocgrcmorng qf sigmoid colon Human | % 32845 %12
Old schistosomiasis of rectum
) ) Chapman o
66. 8 Echinococcosis ERPREZ A
’s zebra
67. 9 Hepatic ascariasis and cholelithiasis ~ |Human |#/t&E#HEx
Parasitic meningoencephalitis,
13 |caused by Toxocara canis larvae |Dog 8RR AT
migration
17 Disseminated strongyloidiasis Human |fERHHEATLEESER
Eosinophilic meningitis caused by GRS R*Eﬁ %
17 . : Human
Angiostrongylus cantonensis o 32 A B B8
Formosan,
156 19 |Parastrongylus cantonensis infection |gem-face | ¥ #L K 5 8k B £ %
d civet
Capillaria hepatica, THRIRE¥(ZR &
19 . . Norway Ry e 2o 10 = 40 s
Angiostongylus cantonensis B ¥ BB AT
29 Colnorchiasis Human |%# B 22 G‘y’t —E‘é 2
29  [Trichuriasis Human |#LABHET
29 Elsi(ség)ptes cuniculi infection (Ear Rabbit | % 3 4y & 4y 3k s o
29 Pulmonary dirofilariasis Human |[Fof376% <&k
29 Capillaries philippinesis Human |[Fof376%% <&k
29 Ade‘:nocarm'no.ma with Human |76 342k 2 ik A B
schistosomiasis
A1 Etiology- consistent with | o B % F &K AR
Spironucleus (Hexamita) muris % LN
327 46  |Dermatitis, mange infestation Serow |THERZHRBE LR
3178 46 Trichosomoides crassicauda, urinary Rat FERE M b o
bladder
362 51 Camn@ distemper virus }nfectlon Dog F RIS
combined pulmonary dirofilariasis
Suppurative bronchopneumonia
370 57 (Bgrdetellae' trematum) with Rat T b Lk g B
Trichosomoides crassicauda
infestation
. . Finless BRFAZREZRE
416 59  |Toxoplasmosis in a finless porpoise porpoise %i 882 1 e 70 4
TEARZRBERE ALY
63  |Liver milk spots in pi Pi
P Pig 8 A
TERZRBERE ALY
453 66  |Liver fluke infection Buffalo
Nl
471 68  [Haemosporidian parasite infection pigeon IEBRESTFHLL

70




B A M R RPR

ii 4. 1 Cryptosporidiosis Goat &8 BRI A E A R AT
15. 2 Amoebiasis Lemur | 4. o % 584 2200 5
fulvus
16. 2 Toxoplasmosis Squirrel | & & & %5 #2517
. : 5 5 IR
17. 2 Toxoplasmosis Pig ;;Z;zt :; i
51. 7 Pneumocystis carinii pneumonia Human |& bR <
57. 8 Cecal coccidiosis Chicken |¥ #L K28 & £ %
65. 8 Cryptosporidiosis Carprine |G /5 & % #+ £ 51 R AT
11 30 AV1an‘ malaria, African black-footed Avian |8 84 B 455 5 A
penguin
. B 3L B R AR KRS
242 35 Neosporosis Cow ; 5 ;?Z?’F‘Hi -
263 38  |Intestinal amebiasis Human |#AbAEH B R A
320 46  |Cutaneous leishmaniasis Human |##EAFEHEEER
.. .. —'—;_,:,%%&j.\,&i%gkl%% /:
375 46 Myoqgrdltls/encephalltls, Toxoplasma Wallaby . VEERFHRERE
gondii 2%
R R R
443 65  |Brain toxoplasmosis in a man Human ;: # Bin e e
R R R
462 67  |Toxoplasmosis Human ;: # Bin e e
TEARZRBERE ALY
470 68 |L t i hick ,
eucocytozoonosis chickens 5%
BvA 229 32 Necrotizing inflammation due to Human 4%k 2 i 5 12 5 72 4
%, scrub typhus
N . .
K| 551 36 Scrub typhl}s with diffuse alveolar Human |42k % i 5 525 72 £
B damage in bilateral lungs.
Cytophagic histiocytic panniculitis 2 42 A B i e 3
216 30 with  terminal = hemophagocytic [Human ﬁ AR L
syndrome
4 359 5 |Bosinophilic granuloma with fungal| - VEERFHRERE
& infection, Skin 2z
TP : BRI B
360 51 Septa . panmcuhtls with lymphocytic Human | BHREEERE AR K
vasculitis e
‘;E\ . . A 4 2 2
- 9. 2 Perinephric pseudocyst Cat EHERERELE A
10. 2 Choledochocyst Human |KELSER
11. 2 Bile duct ligation Rat FHERPERE S A
37. 4 Myositis ossificans Human |&3tB 2%
75. 9 Acu‘@ : yellow phosphorus Rabbits |+ #L K28 B £ %
1ntoxication
76, 10 Polycystic kidney bilateral and renal Cat E Ry GRS b

failure
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Glomerular sclerosis and hyalinosis,

B2 & BEE

80. 10 segmental, focal, chronic, moderate SHR rat
Benign hypertension S R
_ % % X
23 1o |Phagolysosome-overload SD rats BEERHHEAER
nephropathy NN
85. 10 |Renal amyloidosis Dog & 78RR FE B R AT
29, 10 Severe V1§ceral gout due to kidney Goose |t 5 K £ gk 5 £ 2
damaged infectious serositis
Orange-
91. 10 Hypervitaminosis D rumped |64 KFHREZE A
agoutis
14 Cystic endometrical hyperplasia Dog R R EA il
14 (ngg)o subsurface epithelial structure Dog e TERE b
15 Superficial necrolytic dermatitis Dog (RN ER T
15 S'oh‘tary ‘congemtal self-healing Human |5 & 4% %1
histiocytosis
ES 3 REAR
15 Alopecia areata Mouse :, - % ) R RR A
A NS
Avian encephalomalacia (Vitamin E : IR RAERFEEKRE
17 . Chicken |,,
deficiency) 2 A
EREBMERARL&
151 | 18  |Osteodystrophia fib Goat |, 2
steodystrophia fibrosa oa Aﬁ%g@%‘ﬁﬁ By 6
20 Hypertrophic cardiomyopathy Pig LEERZHREZ A
- FHEBIRREIAE
21 Chinese herb nephropathy Human |, ﬁ R IR
Fid P
1 Acute pancreatltls with Human | 2 i 5 52,55 22 £}
rhabdomyolysis
21 Malakoplakia Human |#bABHEKR
25  |Darier’s disease Human |&#E&E S X #t
1. Polyarteritis nodosa . sk ) g v R g 2
191 27 2. Hypertrophic Cardiomyopathy Feline S RAFRE T 3
193 27  |Norepinephrin cardiotoxicity Cat & R4
196 27  |Cardiomyopathy (Experimental) Mice ewmE
212 30 Klkucl'n‘dlsease (hlSthC}./t‘lC Lyrpphan B B g 7 A
necrotizing lymphandenitis) denitis
Calcinosis circumscripta, soft tissue 2ok x i
225 1 32| F the right thigh, dog Dog | &AXFEREA
230 34 Hemochromatosis, liver, bird Bird LEHERPERER A
234 34 Congenital hyperplastic goiter i(l)‘l/s;:m B R KB TR G T
el . RSB E SRS
236 34 Hepatic lipid fatty 1 Rat
epatic lipidosis (fatty liver) ats R
237 35 Arteriovenous malformation (AVM) Human |33 5 [ 5 32 4
of cerebrum
- BOK ek By g
244 35 Organophosphate induced ~ delayed |, THERZEHREER

neurotoxicity in hens

B 3¢ P
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Severe lung fibrosis after
257 37 chemotherapy in a child with Ataxia- |[Human |2 % 2 % 22 £}
Telangiectasia
Arteriovenous malformation of the 2o b ) £ w BR g0 2
294 42 left hindlimb Dog EERFHRET A
299 43 Polioencephalomalacia Goat kid |5 RE & &7 Py 16 A
310 44 Hyperplastic goiter Piglet |# RE & M GAT
Melamine and cyanuric  acid B K £ gy B £ 3y g
311 44 |contaminated pet food induced [Rat :;;e - FRE RIS
nephrotoxicity u
VEBERPFRERE
318 45  |Alfatoxicosis Canine :_% ERATRERR
=%
VB RKFERERE
333 47  |Lordosis, C6 to C11 Penguin :_% ERAEREEX
=%
341 49  |Pulmonary placental\yy on  |mE R 2%
transmogrification
345 49  |Acute carbofuran intoxication Jacana TP ERPFEREZR
BEHGLBIRE LR
350 50  |[Malakoplakia, liver Human | e .
_?—
351 50 Eosmnphﬂw ' granuloma, Right Human |5 & 5 5% [ 5 32 4
suboccipital epidural mass
Eosinophilic granuloma with fungal UEERFHERE
359 51 . ) . Cat ;
infection, Skin 2
iculiti ' ' BB AS RS AT
360 51 Septa . panmcuhtls with lymphocytic Human | &5 & & P PN
vasculitis 2
. Bl i b RS8R B R
361 51  |Hepatotoxicity of SMA-AgNPs Mouse AR ﬁﬁ% =
VEBERPFRERE
363 51  |Hypertrophy osteopathy Cat :_% ERATRERR
2%
Monkey | g - 2 x g i & %
372 52 |Snake bite suspected, skin and spleen |(red s
guenon) | °
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Visceral gout in a Green iguana

Iguana
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432 62 Congemtal‘ pulmqnary MWAYS\Human  |B B2 X LHRER
malformation, type 2 in a women
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