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Case 260 ° jt i & 7% B 't % 2R R A A198-02

A 41 year-old man got up and felt low back pain before his farming work on May 9, 2003.
He got discomfort after his farming work and he had fever at that night. He did not go to
visit doctor that night and slept poorly with sweating. The next day (05/10), he visited LMD,
fever (39 ) was noted and unspecific injection for fever was performed. On the morning
(05/12), he felt low back pain again and went to tranditional therapy center for massage
and symptom was much relieved. However, he went to our ER on 15:41. Vital signs
showed T: 38.9 , PR: 120/min, RR: 20/min, BP:114/61 mmHg. Laboratory revealed
showed mild anemia (Hb: 12.2/12.4), thrombocytopnea (PL: 116/87), hyperglycemia
(194/264) & nonspecific change (LDH: 499/393, CK: 295/735). CXR showed multiple
bronchial infiltration. Under impression of acute bronchitis, he was admitted to medical
ward for further evaluation and management. After admission, ABX (Minocin) was given
to control the infection. In the evening, sudden onset breathlessness (RR 30 times/min,
Room air<60%) was noted and he most be used accessory muscle to breath. Followed
ABG which showed PH 7.387, pCO2 42.9, pO2 73, O2 sat. 94.1% and NRM full run.
However, his respiration exacerbated at 5/13 AM 01:30. Chiliness was also concomitantly,
then he was transferred to SICU for further care due to unstable condition. Finally he was
sent to isolation ward under the impression of SARS at PM 17:50. His general condition
had collapsed without respiratory effort and the carotid or femrol pulses were absent when
he arrived in isolation ward. He expired at May 13, 2003 PM 18:28. Autopsy was
performed. This section was taken from hung.

Case261: i 6B XL E&BELH %A NTU2006-672A or B

An adult mixed intact female dog was referred for further evaluation of the neck mass.
Physical examination revealed a subcutaneous mass in the right ventral cervical area
which had been noticed for two weeks. During the operation, the veterinarian was
impressed by marked vascularization of the mass. The mass was 5x5x4 cm in size and
had white and reddish color.

Case262: H i Rt HE X LeBE 42 DI4-17134B,C

VIl



A 70-day-old weanling piglet was from a pig farm with 400 sows. Chronic diarrhea and
DIC appeared in the infected weanling piglets, result in retarded growth, tant ecnomic loss
in the pig farm.

The pigs with DIC and sudden death without effective treatment were submitted for
pathological diagnosis. Grossly, there were cyanosis of ear, feet ’ tail and ventral
abdominal skin; splenomegaly, hepatomegaly, and swollen mesenteric lymph nodes,
petechial hemorrhages were present in the cortex of kidney. A total loss in one month was
150, mainly weanling piglets.

Case 263 : LA B H B iHmEF 10312885

This 40 y/o patient is a case of schizophrenia with regular control at ##»7 % 2. This

time, he had suffered from watery diarrhea without tarry stool, fever or chillness for 7~8
days. He was then brought to our OPD for help and anemia (Hb:7.23) was noted.
Admission was suggested for further evaluation.
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BAl > REAZECHERER » T5& 2003 & K EFE 4 SARS—E £
RUEFPBREERHF  AREABRERE > TRERNERERRT -

HSN1 A 8RR R EEHEA 1997 FHRAEFT BN RERFREREY
B RBRRIBABRLEAETOART WA BEHRRETABNRERS
BERABEIREN 124 2003 FXAEEATHBELE LR IABRLE
AF2ART EAF B =FOHBMNEHRIATR " BRHNEZIRI B
BABRKEEHEN ARPMIRALEENSERA T EEHAFHL
B TRENMALHBE T AREIE I 258 AL+ 153 AT
(2006/11/20WHO % #) &< % % iE 59% - #: K& sk H5N1 B & A B R F
BRAFTHORBEM AL FR > 2HEZLRT T HE - B A H5N1 SRR
FEUERERBERARGTCENRTEIBEATRAGABRAZRZ
S BRFSALBESIMBERAB LI GTAARR EhBEATTHE
AREBRAEABHABATHRRBEE RS 21 HENFHFRRABRRATEFE
TR -

FATHRE (HFAR) BABRYKHG  AEARRIEFE > £l 412

S0 Aok tdi & (Hippocrates) BE4X > BPA BT=g T RBRAT ) #9303k - 22 3
1933 4 > F &y 224& & #7 (Christopher Andrews ) % 2 % #7 (Wilson Smith)
L RAR » 2 # IS ARARNRREE Bk TS AR RgRA -
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FATHR B mE(RARRE)TH S AB A C =ZA - ek K imsim(#
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1mm > ZRBRARANT > LKA o3k BE E (hemaglutinin * HA) &b
@fEE.  (nuraminase > NA) WAz R4 (B — ) FEAHHK HA Z NA TR 1L
WARF > 58 THh 164 (H1~16) & 94 (N1~9) 7 -

A RE G iy

B1-8ARREIETHEMRRAE (£) ABAR (£) Likazge
A hIERET (HA) REEH S SivEIRE  (NA)-

ABRFLAAHEL (2082 ) ZVERZARKRAIT - PFEB " RATBE
HRAABEREEGAIT SRARLEEBRSEOA > REMHBTF 2R
0 B BN /\&Hﬂmtﬁﬂii%&é@#m %o BTVA 0 R AMRA WA
R R RAT © B — KRR KB RE (1914~1918) > 1918 F oy HIL F A ik
%ﬁ%’?ﬁ%é%’m&&m;+ﬁk%t(?%”¥£+A’§ﬁé$
AT % 400 BA) > BIET AR BEFWNEE > TRARRE —RERX
BRAE R ERREA - F R KAAT (1957) 0 & 150 ¥~450 ¥ A%
<o BZRKIFAAT (1968) 4B iF B EA LD o 47> K 40 FH > 3
AERKAB AT > BEABRERI LR TEBHARBE?

BER ARG oW 1997 S FHEABRER 18 ARZE 6 AT -2003
Fo4ARBRE2ART 128 2004 SFAL o BrikR iy AR A R BIERE T B
K PR BRABEEFRL S 24 (11 A 20 8,2006) i % 258 AR
163 Azt » shT A M #H A RBE A » EFFER T - fBLARA G & RBRA
F H5NT 2k o e RR F o B3R - AL — KRER > B ARB L3085
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AR RIMABAN > AF —2RENREAGL - —LHMERE REHL
FmAEAERZ M T RBEBIMENRKRFERN BRI 8RR - R
W RBREFEFLRE G A el RETHRERBRSE > LREASM?
BARSE AR BALETEMANAM RGBT » B EER o BAE
R TR FA RO H LSRR A L o R E A MR 0 KA
Hsm FEAER B ReERREBRE S ERXARBE X IMAEL
FEE RIRATHIR B > AV AEE AL T IR4T ) (epidemic) ©

ARG T KiAAT  (pandemic) X & defT S m ed%R 2 LB > BF3Eas T KiAAT |
A AT AR AR LRI HA BAUABR & 0 AW R F e dH R o
W B — R X E D TIRAE A BB E AR R d 8 AP B AR
SAE R F A RAAF AR ENEIEREA -

RBm AL RNA B FH > REXRLEHAIREGRE > THs A B
BAC=ZA - A+ ARBRARRBAELNE 2 8HARMMKR > 25 B AT
Lk REBRAARARREE > TEAARASHEERRAT EARLEHELR
Fliz ey ARVARRAF  FIRNBERE By SRNMeiR > 84
Zik o mAEARBARRGHTRARREFZIR - LA D ERTHE - FF
BEA B 2 A 6 IR AR 0 A TR E AT R YRR F

A JEsfisEey = A M1

BAT » AASRRATYRBIR & © RA H1 A H3 ®Ak - {2 %7 4 oy K &40
AlA 16 42 (H1~H16) > Lk AR A MFH A AR R EHRE KGR (G»
78 48 ) o AFAWARR FMEANARBE  FINRE—HEHMmiF &4
A #e) HA AR & © TowoE 1957 SFag s i AUA R 0 R 1968 F o H B AR
B LARSERA B -

W BT 4 D ABROYARIR A LA BRENARR S FINBRE A — 4
B T EAAFBUARRE BAEAANARREE > FELRBEAKS
RN IEIE o EET AR AREZA WL - FlAke) » REROARBR
Fo LR AEARERIEE - Hb > ZEAFHVABRKE  RA TAL T K
Yo RIEHREBT > BAERARME > + EHAMARZRGEG T
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R AR FX L EETEEREAR 21997 F > B4 A HHHS A
RBRF > ARRBRAMBRY T mAZAREMMEE LR LR - EERLDH
BFEmIG 28 AP RAE S FyREA R e BmARA

1o 1957 45 ¥ A KA AT 08 T AL A B R A0 & 1968 2 A AL B A
B RAMAIR LR o Bk TRABEN > dARA S FIARERKIAAT ©
Hth o AERRATE 0 BEARRBRFOA LRREESABRE kA TH
AEAHR R

1997 > AR BBREAZAN HONT & - RHNABRE M AL RGHEY
MBSR A MRV R R AR RR A AR ARG AMB T L
AL ZRGE - WRERLEKRGHRE  TRABREZG > EHRBNEH
RN e A B RANABRE R T HEIN ) LT RT IR
FmAEREANMES N —  BEURAEFIEFTERY RABHELH Y HE A
RBRE - AT ARBRFERRATHS REK > FE L &yt (2006 F7TH )
BALETTFAYGHS AARREZITHA —HOBEEARERESTBREAN - R F
TREREARS B (RRREEEH R 7TH I Nov.15 > 2006) > Bt
BHRBREAGES -

BERBRFHRGER

B RKRATORBIAEF > RTMZR - RAEAC RGN WA B GE M - il -
BAERBNFHAGARRKEHINT dXERTROARERER AR
BOUMH S ) kAR 0 MA IS A AR - AR AR L A RPTRERGERME
5855 > AL ¥LgE B aYgm INA B MG o BITEURMEEH AR B ERER R
Fu9% 4 (polymerase) PB2 & & > R A —ERx KB A % & - 2003 F  #
AL ABRFEHINT B F/HL— o wZ g Eodslaimd 4
BEA A PB2 AR 2 A EmENHERNRE > L PB2 &8 -
ETHE AR S PB2 P oy — B ABREA YL  REARRFIAREN LAY
BY 3L T 0 MR R GR AR AR o sbih 0 AR AL E AL NST gk H
AR GETERERE AT ERREAZ — 1997 4 B ASE 58] 69 HEN1
JmAE o HEHm SER B L% T4 % (IFN-a IFN-y) & TNF-a
A Bt 2 M o 2B R RS NS &4 A B> AL 2 5 92 188 35 B (glutamic
acid © AER ) o ok > HON1 B R Evi fmfin & £ K& 69 TNF-a 2 K Mt
MELENST ZGA M T Ak B
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KM BA R SBRBEEABRRFREHESHERGTH T RAAR ABLSE
IREEAE B g L HEIE iR EA AL 4h > do K R R PL R A R 00 R L ER i
A% B AT 3B 4R PR A e R IR T AR B & AL B A LR RARA 2R R ARA
BN o EARERIEBERAMGABATINEZ M -

1~ 94 REHF AR BHAZIMRBERRA LY > ik - XHFEGHEX
MRS RRE S 2 A G ERTERRB R AL It - L EAH - B
RAFOMIE AR R IERA BRI NG B > w1997 FHEBEARRZA
HRPTARER PR RUEFAERSTEOGABL A - FF L
BRABEANEIRZRAZ —TRBERET A o R E PR R BURE &
(Bp > H2#s—HFNZ B AMAAERE) RIEAGERITFRETRRERK

Jr—AE &) -

2-FREDREEARBEVERELALIEAMRAGHEREAYRATHR
30 42 1977 ' HIN1 B ARBR EBREATATREFCERTER, BAELES
BB B K R B3 Ae bk 69 SARS Bt ABY & SN E 4L T A b o

3CANER  —EREETRER - BRREALEINLBY  ATRERE
P L RRGEAZRE RS - A ARRAELY 8 HARMA > A
AR 5y F) R AT A AT A A SR A B AT R B 8y 0 e B A A 2B A
A B E A

4~ A RE A EEARREOER Y Ak RE G RIHHEE 4 PBI
W RACT RS B R A B 12 BT R &I B A BB A BB RATF
o L PB1 R R A S - PB2 THEM T A M > W RMMEARE a2 0 &
BRI B 5 OB A AL NS it A Bl LB B s A 21k



AT ERH ARG ERERE?
—~EARMATH

WRAGABRBRFEN—BER BT ARATRAEEERK AT B
REMERHER > A BERAANRARREFEY (AR ) 2 RHR R
WERABRR ARG AR R R ARREFN AL LI FREZ—BEAMA B
BATOY RIS » AER T XN E R FRE - AR E > BREEFEF T —F
G ARABRE (HI~H3) she@ e BB ET > TMALB/RER
FH A GARBER ? B ARBERAITHMRETFE 2 AIum 5%
oo EREFHRBIUARREFEY  RTHERSHEART -

TR RIFA ALY 16 A HA o O A8 NA 4050975 » A nfEmd o &
v H 256 FE o %ikﬁ%ﬁ*ﬂmA%ﬁ*’ﬁﬁfmfﬁa%%$ KA
RAAAFER $ 0 4 & 256 71 B 40509 7 B » FAZ SR AR KR A By

Wb FR RGO BMELRER > BA > KMPRANARIEY AR
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T RIS AZR - HARG BB RERE AR LRBR AR E
MARRFEY > FREBEBRELEN () REbsE EREZANENT
R EABELR > B A TRIIEFHHARREWRT - T AR
B AR H  FERE NS A LHAY B RBY SABAFLEA L B
R B BB A SO TR R M 0 R R AR ¥ 12 B4 T A
HOABY BN A FMEAFAIRE S MR — RIARN KT
o 2O RABRR EARA
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RATEAM » B3R A& K &M Ak F  RETHRIKARR &
MAERE EBARELETF  TTRARE RTIARY B R RAEGHEE

(2) Bk @ BAERE LT H BRERERELS 0 R E KT » AT B
TREME AT B EEER@GYKRE S AFIERERE > BALAR TR
B R EAGRE BRI H  AMBER R E O TR S ERBRE -
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(3) #u ¥ B ERETHRERFEAENOE ~ REDIERE®H AT I
O RE S 0 B ST AR R A

(4) "B2him BABEGNREG  THRES  MBATHERENTHE -

(5) REFTNBE - ABKFELHZE > Hib - 75T NBETHERRH
BT ERE R 0 LT R Y B R
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BYRBFE o BRI s ootk & -
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BEEWE SRR A 10KASLIT S B (555 8) X 747 (Pandemic
influenza) & 2.k 7T &8 84 K AAT (5 31 21799 21802 F A 1847 1848 F ka7 2 3k
(Potter, 1998) - A#AA MM K RATHRTHR T RBEBEAANE HiE1E LR
(Zoonosis) » it AFRIRATIE R B 4 51T G BURATILR B R A B A A HUR M
F R %A M (BrAntigenic shift) » BT A8 E R i@ MG AT FRE A
(Claas, 2000) » #7747 § (Swine influenza) & —#& 5 & & M s A MR 8 5%
F 0 BIEFdL R —FEAE i E 4% (Heinen, 2002) © 32K 72 & &y R ik 38 4 & A
AT R B 98 7 & BB A& & 3k 40 (Reassortment) 8y 24 4 #% 52 (Mixing Vessels)%
— e FRERATEBRE RFCHEDTHER LA BB ERAFT LA
1% 414 7L B (Zoonotic influenza)x Bl 7 AT A2 Bl 1% > A B3 B A R R AR 2D
HREMRBRAATETRIGVEHERNAE > TAKRETH KB  BUHREZR
NEB AR F TAEAAMAR RS H o ERRA -

RAT MBS F 89 3R R B A B 7% g% & #H(Orthomyxoviridae) » T 2 4A ~ B
BARC=A - AR A 09 & B 82 (Genome) iy 84 & ) B 1% & & (Negative sense)
RNAFF 4%, > £ 7T 2B 51058 3L B & 4 > ko348 % &8 % (Polymerase; PA, PB1,
PB2) ~ 24 3L '§ %& & (Matrix protein; M1, M2) ~ 24& 3k 4 4% %& & (Non-structural
protein; NS1, NS2) ~ # % & (Nucleoprotein; NP) ~ £z 3k %% £ % & (Hemagglutinin;
HA) B b 4 & & B % (Neuraminidase; NA)% (Hay, 1998) - AR i dm & T34 %
HEME A FITERERE > QA BB - REREBREF S HAHHT
e, B ke =T B Fe R 558k (dm 2R )~ B B~ 1~ 56 R R B 4 (e T 48) % (Alexander and
Brown, 2000) * & 2003 4 j&. Bl 46 £ & % 3B X HBERAT 8 52 s HENT & 770 B A
BLARBEETARBRERM ZRAHF AL LT A H



1% 4% (Thanawongnuwech et al., 2005)  #ATIHE R § & F 12 IL AR BB L B4

VAPFR A B A G B £ 0 T & #8318 % 1Km R M (Low pathogenic) R & A AT & B
% 7 (Avian influenza virus; AIV)#2 3 » B & S5 K 2 2 R 22 40 09 1 38 B I K2
% 12 & 5% R M (High pathogenic)s kT A S WAL 51 R ER TR
F 30y e & 0 E A & #95 (Fowl plague) (Alexander and Brown, 2000) - £#B
AFAT IR B 9% 5T B ¢ A %8 A% 79 (Seal)= 4h(Osterhaus et al., 2000) @ £p &
19834 % 31 4 5% & B e 04 b 7525 4% (Yoon and Janke, 2002) > ¥ Bl B % 4 3k iE
XYM EIE B EHBARTHR T R F LA B AT £ # % 2 M1%4&(Yoon
and Janke, 2002) © CRURATHER B /A FRI T34 s iogal > £ B TRk E
BAAANFZ B %% (Kimura et al., 1997) - —fx w3 3AATHE R B 09 300% R 1445
IS R P ST LE

AR R B R F % T R L3 £ (Envelope) L 89 HAZNA® # %k @ 4R 445
R ZERBRE SRS F R 245 TER16EHARR 2 (H1-H16) A9
FNA R 322 (N1-N9)(Fouchier et al., 2005) - A4 B AT C4u /£ 2 1034 32 A
4 AT B A B T A K B B R (Kaleta et al., 2005) © L& F R » &
K& & RATHE R F J% 5 09 & % (Reservoir) 2 3 B & (Gene pool) - Z#AA%E
AT RATER E B E 0 BH AR ATHEA C HINT » H2N2&H3N2% -
BAT £ B RATHAHINIAH3INZ > ARV FRTHAR EARMHIN2E R % &
(Chen et al., 2006; Nishikawa and Sugiyama, 1983) ¢ st4t > 75 % 9 5| £ 1977 (%7
B) - 1980(£Bl) ~ 1996(3% B ) & 20035 (# i) 2 A BIH7N7 » 1997 % % & &
A HH5N1 (K8 7% £ 2000 F % 2003 A Z 45 8L > £542003F EAL £ 4 £ T2 ~ R
BREZFEMS AR RTREHEBTAR—E $AFL ) AE1998 F & 5 df &
HIN2% & i & © LR B B R A3 22 % & w2004 F 3% 2
H10N7 (Luke and Subbarao, 2006)#Z/m £ X 49H7N3 (Tweed et al., 2004)% - A
MARRFLEFEN EZRATAEMNAAHINTG s H3N2AHIN2S =4 A » BT
Ry F R B ERR T F @ a o k& 3k A (Classical  swine) ~ & & &
(Avian-like) ¥2 1 A 7 (Human-like) % (Brown, 2000) - 1% # 7 %] B F HIN7 -
H3N1 ~ HON2 ~ H4N6 ~ H3N3 & H5N1% -

A s EAR MR

BT B P 0 BIRATHER F RTFAMII8F KR A E B AFFISEIN &
M FREE P A B4R E(Yoon and Janke, 2002) © E{E19184F £1919F K A
FAE A K M FATI R F KRAT(XFE B IEF KRR 5 Spanish flu)ia M » AL

10



% — ik AFAJ% 5 B4 7 4T(Reid and Taubenberger, 2003) © #h1% » #8747 F
FE e £ B P Bk AL AT 0 A F119304F 4 W Richard Shope¥ A B £ B % 47

0 FEEE P G OR N BRAT R R IRAT M R B 99 50% R (A/Swine/lowa/30) ¢ BAREE
BARHINT 2 A7 Bk & (% A Hsw1N1) » X A% & & 17 (Classical) #% i B 7%

0 W 7219334ty 3% B Wilson Smith 5 A % b 2 8 ] 6 A7 B % A (AIWS/33) %
*(Claas, 2000; Reid and Taubenberger, 2003) - it H > £ £ & » B A+
0,38 5k B 1918 £ 1919 F 04 Ak A B Bp 347 o1 38 &k & 09 )R B Ak 7z 1 (Reid
and Taubenberger 2003) ° A RFF R LG E > 1918 F 2R KA
ITBAE R Y A b 5 6 B 1930 F K34 A B s A4 MY » 2 3 R iF A
i Ed é’JAmum%&%%'rﬁm‘&j“l?'}& Yo BTHEY EARBERTERE XA
TrHRHEA G - AmBELH R EER198FRBABRFLAR > B®
AﬁAiﬁ%%%ﬁf#%%&Aﬁﬁkmﬁ?@mﬁﬁ@é%&kﬁﬁ%
Ml ARG LR FOREBRE AR ENBRARBEPRAEAETR? £
mm#ﬁ%%mﬁﬁmm%ﬁﬁﬁiﬁﬁﬁx W oksmey b BB £ 7 )R B
Ml1% 46 2 AR A - 2 A AR P HEIRATOREELRZRR > MAERPFRAITH
A RELD 0 ABARGRE P 1930 F KB AR R F LR AAH MK S
R X R ? 415 2 # 4 oY 3k B (Reid and Taubenberger, 2003) !

BEh— 1938 F At RIRE T A5 B 2 N A L H 1936 21937 F X
ANRBHINTG 245 B R TARR A OARG LR ENRASETRE
(Dowdle and Hattwick, 1977) - #1957 5 > f& sz i AV H2N2 52 B AR A FRME K
RATH M > A BT AR BRH2N2RE & T 48 % 1% 45 4 5% & (Dowdle and
Hattwick, 1977) > £4 £ 1968 £1969F F A A HIN2 AR A 2 M X AT HEAZ
o 2EREEEHBERTER T REETAL  AM9695F6 A #HHAE B £
N R #E R AR R R A R IER R B BAR A B OR B 2L E AT
MEBCE IRATIR T T R 5 # B A-2HKHR RAT B B % & » 4 R348 1 21,2891 7%
B HARA T A 14T EA RATHRF % EiuiE > L% 2 #A-2/Hong Kong/68
Ak LA A R T B R R g 09 9%  F EE 4 A-2/Hong Kong 2 5% 3k
(A/Swine/Taiwan/7310/70) > Bp & AFAHIN2 R AT M B B 95 35 B 22 $87E 2 & 1)
(Kundin, 1970) * Juf% > 1 R & £ % % # B 505 M 4 9 i n] 5] A JA68 4 &34
AR A B FRAHIN2 A URATHE R B R4 0 HAR R G AN RAE P IR S RBAAR
(Human-like) A /71 & B % 3 > £S5 BHIN SR R Beos 7 1 88 7 2L B R AT
(Yoon and Janke, 2002) -

EABAITHRE R EREARYRBPIET % A (Dowdle and Hattwick,
1977) {2 1974 F B AR Y Ly iR AT HRE REE > CHRAB SR
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2 (L AEHINT AH3N2) » £ E E R E VBMA R T(Hnk—FiF) Bt

5] % 55 & 3 % 9% T R AR T 249 #] (Immunocompromised) # 1% £ 5% % (Hodgkin
diseasefZAcute lymphocytic leukemia)Z 2% > A K 4 ¥ R B E A @R T

BB 047 5 (Wells etal.,, 1991) o 3t &% 4 w45 4] 5197651 A £2 0 B M £ B

427 7 ) 3 4 0748 (Fort Dix)E 9] sk A M5 & 4k 38705 5 A A2 B4R 3%
B Je 0 7 P& 15 (Gaydos et al., 2006) > 138 #m 09  E F H 54 AL F 5 dk

#8587 (Swine-like) AT B § 5 #A/New Jersey/76 (Hsw1N1) - # BT 2
WRATHA R BB P AT B A L2845 Al & BL ¥t £ 7 (Paired serum)
¥ #A/New Jersey/76 (Hsw1N1) Z 3L44% A L4054 55 2% (Serological conversion)
MEERE AP - A ERERAT R L& FZFRAEEIZRAITHERT

Fdh P #2304 R ZRIBRE - AR ERRTA » LA ROITEIL &0
BraEREEMOITLERET  BULERBURS T HIE1918F AR RMEX
RATHY R 2 FE 0 AR B sk Bk #8 7 A (Swine-like) i 47 1 B F 9% 5 A/New
Jersey/76 (Hsw1N1)% mk 09 9% ¥ B 564 B M4 &R % 44231 £ (Sencer and Millar,

2006) - AR A1976F7T AR Z10A L H W T 2EH % ¥ 4 LR FEITR Y

(Krause, 2006) > 12 A % B % #e J& ¥ 42 48 & 3% 7 R %] 4F A (4= Guillain-Barre
syndrome® ey B8y ) 0 BAF L@ MR ATHRFRELRELERE R

#1216 B & %1%k (Sencer and Millar, 2006) * 5% & 2 k4 4 15 7% & £ — 1844

T B xR MBI R ey 8 B -

EA O RFEFRER NG FTRBEEMEBN ARG TEARBITH
AR AR E - TR RR EEARE T O RATHNE R | L P 1996
£ 1997 F /& £ B R A7 B N #4769 & (Olsen et al., 2002) > # 5Kk BF M A5
AR E M A P BB R R & (23%; 17/74)#@%&%
(p<0.001) 57 — % B R (0.87%; 1/114) » 3t F 3% 48 B vb 3 48 0 M) RO kA3
Z o ¥ 2000 FHREBEBTHIEAKEY 115 HhiF Eﬁn.uﬁééz’wﬁ}%}é‘
(Ayora-Talavera et al., 2005)#% » 1F%4=2 ¥ A/Swine/Wisconsin/238/97 (Classical
swine HIN1)&y4 R e % 1.7% » %’a‘ A/Swine/Minnesota/593/99 (Reassortant
swine H3N2) 8| %1% 79.1%  #AT & k2 W@ M B R 4 55 & H3 Alm &
e 2002 £ 2004 SFH M # £ H &iﬁ%‘é)llé’y MR X7 AR AR -
65 158k B AR & 79 4 —fx ROR AT 09 BB 38 & (Myers et al., 2006)45 & > Af
ZHRABEAEMBETHOABAHEA - RERREARESZNHEAR HINT &
HIN2 y& A3 88 718 - BA8 3 8 Bebd S5 B b (Odds ratio) s R A 2 B & ~ 8B
AR GRIEAR A THEEALATHR)EBE AT > 2BRABRRKRFERSE
ey ER AL R o 224038 2004 S 11 A £ 2005 F 3 A #A R £ B & #r3E1 69 49 4

?4'
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BHIAR T 4 —HRFAEHABRREILE S %% (Ramirez et al.,
2006) * BRI EBRTFETERA IR TG EHTALA Hi AR HINT
A AL e AR # A R M R Bk (Odds ratio)& s 0 B & 1 R IAEE 18 A B
ARV B E AR s B R R BR A0 A [ i FEAR AR R 1 AR e MR
B E |

HEBNDHEMEABRKRAITREE L ¥ = H % %K R F %k (van Reeth,
2006)

— & R B R & B 2 M (Susceptibility to avian flu viruses)

ABARZHTEEFAYTIA 38 Hh R A 0 KHm RSB/ F T RIS
ERE S BRRAA29HEAHI EHI3 AN G ARRETRABRE LA e
YA BH B RE(Kida et al., 1994) - w2 A8 L FRIEFE 5 W & B R &
BERF B ZRBMBAZLE - Bi ELLABLARSOEARBER T
TP TR BN B ABRFREATAY P HE £ - il AR EEE KRR PIT 2
BV BARRG GBI S MR E] > PR T 1979 FAR BB E A
BHIN1 R E T B RXEARITZAN K % H AR H(ELFE HIN2 H7N7 ~HANG
H5N1 & H3N3 %)t Kb A AR PR 2 AL BT 85 A A B MR -

= 4o B % 35 472 F= 4§ M (Cellular receptor preference)

TR A B Fe b e 0 5 — B 5 BT R R ofn 2R B 42 & (Hemagglutinin; HA)F#
% (attachment)4m is & & 84 3 % 25 (Receptor) % » & % i& (Penetration)# A 4m iy
WA EEHE - mipdE s B2 —#F B A (Transmembrane) & & &
(Glycopreotein) » £ %& & 5T K % i & =& BR SR 85 5% (Sialyloligosaccharide) * &
vk % B (Sialic acid; SA) & - 3L#E(Galactose; Gal)Ff 4 pk, o ki BR 32 F FL4E 09
s AR A ¢ (1) SAa2,3Gal linkage % (2) SAa2,6Gal linkage ° &84 13
TR BT BAER T EHAE LR oy ass TRALRT K —
Fe o AFAfoRiE bk sk ta ek vk SA02,6Gal linkage & £ 0 K& FamgiE bk
418k 4 i & & B A SA02,3Gal linkage & % o 48 # 3b AR Bk A 3 SAa2,6Gal
linkage #9# it 3 > &7 BmF B #H SAa2,3Gal linkage A# & A #AAM » R
Z Bl Aot 1K (Ito, 2000) ° B b > HARBIRF L B G HABRERBE » NRR
IR HEABGH - Tk 2 BT L R B E 08 2R R
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3 éﬁé%dbﬁl%z (Suzuki, 2005) - & rFoRiE bk a4k O EE B BF
£ % 1 SA02,3Gal linkage & SAa2,6Gal linkage W& R X 84 4m i & dy 45 %
ammm 1998) B R BV AR R EREBES > QB GLHME AR
FARZRHERE > w2 BRAPMETEH Z4F SAa2,3Gal linkage #% 4 &,
SA02,6Gal linkage (Matrosovich et al., 2000) » F .58 % T ik & 12 4¢ & 7 &k &
i# J& (Adaptation) A8 7 fm ity 2 B 42 AF MGG P B 18 £ 0 BAE A IRITHR T RA
K B4 4 F #F 4 (Reassortment) 8y 4 49 &k 8% (Mixing Vessels)z — » it f 837
AR FEERBER AR RTERET KIATEWRM - RAf > RTHEZ
sho MFRCA SR RMEL L > RERGERBB)MARAY THRERLA
B k@ L AA SAa2,3Gal linkage % SA02,6Gal linkage A4t 4 A X 44
% % (Gambaryan et al., 2002; Matrosovich et al., 2004; Wan and Perez,
2006) o Ak 3R T 4 & Mixing Vessels @ e AFRIBRE AT R X RATE
e M4 A & o b R RALHR TR SMmp AN AN > miEEd &
f%f?l °© FTVA » dm it R W 3 B HAN G IR B R R AR BHAL G M e R EAZ L Al
13 # it — F R FRF mBF RO

= X B # @24 &2 (Mixing vessels for genetic reassortment)

LAY EHEREBATABRRFNAREHARFARFFEFTEL LT H
F 5 EAFTH A B TR E G G505 F (Brown et al., 1998; Castrucci
et al., 1993; Peiris et al., 2001; Shu et al., 1994; Wright et al., 1992; Zhou et al.,
1999) - i 1957 #F 2 K A B (Asian flu) & 1968 44 # X i# & (Hong Kong flu)
84 598 R (H2N2 & H3N2 & 7 /ﬁ)ﬁ%&) e rb KA RIEETELA-GRRA
FTH R A LHARRAA S GAKE FRELR TR EGE A2
MIRTHETHRBREGRIEY A & éﬂ&&"ﬁ« M X ORAT IR B R A B R
Zho Rl RIFBLBRBAT 25 L RAEATRARZR TR T EERER IHE
Heag st (van Reeth, 2006) - ST LB ER A VRO EHREBA-GRARAEA
R RB IR R AR AR 0 18w 1993 F B 2 &R ENMIA-GA
REmA HIN2 ABmAE > AR 1999 8 Fk— & LHuiEilameA-g4k
B E AR R FF BRG] RS E ASLAZ REIEa ) - B
R R A0 R B £ HE 0 (Reassortment) # 48 8 Huds 5 B 4 B Bt JEREM
Bk mAMEGEE A ZRTEGEDIFE > 208 H P REMEILR 8660957
FR P BT R 0 AR AR 30 7 #1835 (van Reeth, 2006)
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BEDHMEABRRATLEYTRAE

B ER A MR EBEBHEYRITHABRR FHEREAR—HAHINT -
H3N2ZHIN2% =A% A - H4naT it > E Lo A RATHBRERENERE
E R ARF B (Reservoir)Z — > B2 A 3 AT R I ARG R B W
HFEAARTHBRE R AR LB ELARBEPREES  (EAREZ YR
F o P ey R BRIK B AR E AR ] o B ABRIAAT 84 9% A AR BN FEEE AR 60
RAFCUEARKNE R BHF 5 ANARBR RS Z R E L b BB
FEAAR EHAMEERANIFERARATE S 2R EERE BT A L
1&3& 74T -

R > BEGRBERLEIREATHBRERFALARE
(Reassortment) 8y & #7 # 52 (Mixing Vessels)x — » B M T &g & 12 3& & #8704
R B Ja 7 A8 B EAASRRATIE B B 95 5 0080 AR RAT IR F
WAt 0 REAMANZAN  BRIBAITHERTREBR LT
FRERBARBRBOARG S FTEABARB LT B EARAY
AARML GG 0 B RGBT 7 B RBPF 3 HAFE R IR K AATH AR IR A
T A% A (Ito et al., 1998) : (1)4& 3% 47 3k B & 3k 41 (Reassortment in pigs) » (2)
4 7% 47 %7 % 1 JE (Adaptation in pigs) ’ (3)& A i 47 & H £ 3k 41 (Reassortment
in humans) » (4)%& A& 1737 % i J& (Adaptation in humans) -

-
I
- e
T Mmoo W G

EE At AR TR EREALANBAER 5L L ABEAER
EBABRMBESRER I ENRRIAL  REFH Y ML BATHERE R
FRA AIAEAFEZ T M BT AR T E I R EAN B RAET
TS ERATHRRE L ARBERNBRATHBR T RFEEARNAE
R AT LT 5 W2 B F S FGA B A0 1 2R R MBS RS AR
R AR A 3T 091830 (Hypothesis) (van Reeth, 2006) !

A 1997 5 ARFE 12 ARFBEAES LmET AR HONT 2R &R
TR T RAER R R B > 1999 F 4 A FB AL G R EA R E g R Y
the & Eorded AR HIN2 A & ABRFZE > FOERSRITHRT KA
T HBEBREAR RAH G FHE LR AR KGRV AITERT RET
Ha#m B s G5 T R B 2B A AR - m A 2003 FE G b d dhEiE R
8k R HONT 2R GRAT MR B R AR RS RAEFRERIIFHE 8 A
TMFSBERERLENFORERE 2T EEE REL - T RAIEMN
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(Joannis et al., 2006) * FEEKBEELERXERLT > FTOLERTARLRA ETBAR
<= (Enserink, 2006; Webster et al., 2006) - 12 % H5N1 & A &7 s AR L 2 &
oy Z151% 4 ¥ B (Li et al., 2004) & ¢ E.(Cyranoski, 2005)% 2 # 3, > Ba R & it
RS 1RE LA EEATIEAMER - REIZETRRETER R LRER
Ben FHE T8 R & 281535 45 A8 8 F M 75 £ (van Reeth, 2006)

o R4t RBLE 09 B L 8B do 3k o Jm R & B (45 51 AH5N1)E IR R A
B~ Rz s RERBRIEMFREBEBR RAE#HE  £EZHGFIF/RALERE F 58T
MRS IR F AR AEAR IR FRERREHRMERAITRER Tk
73 T BEBR € 12 35 %% F i1 3l (van Reeth, 2006) -

&

B 20 #2F & AR A B = R 2 MR B XA 4T (Pandemic
influenza) > T % 43 & K R 7T 48 B 45 4 o9 & 45 B2 X (Alexander and Brown,
2000) : (1)J% 7 B 4%1% 4% (Direct transfer) : 1918 % Ik F K 7R (Spanish flu)
AR R (HINT AR BR &) MR A& T i d § A 3 EABKITIEKR
AAT BRI 7 Bk e HENT A S A RRF I TRARS T —EEAEKX
RATEY R F | 12 HON2 & H7N7 5 H 4 32 7 &R B 7 IR R HEFR T A - (2)
J& 7 7% B HE 41 (Reassortment) : k7 1957 < 52 i XA B (Asian flu) & 1968 “F
7% K7 (Hong Kong flu)ay 2% & (H2N2 & H3N2 37l ok &) BT 4 A
SRR EHAARAYEN DA S S EEIR R B ETRDEEANAE - P
ARRBEREABRREEG TR B IO RABARY BTERN THMKT]E
AHMEABRRKATRAASRETRHEN T - Q)% HFH £ ER
(Reemergence) : RiEm#EFF E LA RER > £ 19 ML ARC Y EEBEAMT
) o i 38 ) R R A KURAT 0 6L3% 1889 F 1892 X 4 H2N2 2 AR B & A&
1898 £ 1901 4F4X 49 H3N8 = A 7 B 7% & % (Dowdle, 2006) * g7 1977 14 £
A fe AFRRATHIE HINT & H3N2 B AU SR & A 1968 14 h A 0y R R L
BAREA H2 B 3Rk E38 0 HIbEsh 1957 £ 3 1968 4 MlifsTidey
H2N2 R AR R FEREL R ELB EanFA LR NA AERES EHK
(H2NXx) » 18 T 46 k& T — B84 £ F R o) KiRATHRF

A HEN1 SHATHRE R ELEREARRETEE m » BERBATH
BT ERBESHBEE IHESRATHRTRETAEAR N R E P HARRL
TR RABRARAR FTAME LR 8 M ARG EAEZ BH 212450
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Bedete ) BmA TRAEATIRABRATHHIA R FE E4h o RE4E ARy
ETO A Rﬂl%m$iﬁ&A$&mﬁﬁmEIT*%?%.%ﬁ%% A
AN BRBAATHERTREIN LAZTEDMATHERETRER BB EE
S AR AR RATHERE EIF -

EHARFTARE SHFAEAERE XZBEBRBHNEAFRELFZ
ZEHFEFHTEANLRZM > Biw b2 BERTE XA R BYWIERA
o RZIEEMBASMARGEY B BERE  RA T2 B SAEHR SRR
FHEMEE e Bk @EEE A5 E A BN HENT SR BRIE R B 2 B 0 £
TUARRE M ARRETETEL SR EARAKE ST 4 E £ LHARMEEY
BEEBAE LREMGRANETAEZED ERER I RERA
S HZE R TRBILEEESMARBRA T ALBEEREFEAR &
$ iRk A AF R A IRAT BRI TR AL B F R AE AR
By > AR L RIRIEH B F IR A B AR T A R e B
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Comparative Pathology Case 260

ntri Is:

Tsung-Chou Chang(ik#&#) > DVM ° Ms ; Chia-Yu Hsieh(#t%4) > DVM >
Ms ; Ching-Dong Chang(7ki##k) * DVM > Ms > PhD ; Shing-Shyong Tsai(#%1z
#t) » DVM » Ms » PhD. Department of Veterinary Medicine * National Pingtung
University of Science and Technology

linical hi

A 70-day-old piglet was submitted from a pig farm with 400 sows. This
piglet showed clinical signs of fever, poor appetite, skin cyanosis, chronic
watery diarrhea, dehydration, emaciation, rough hair and retarded growth
resulted in large economic loss in the pig farm. A total loss of 150 piglets
mainly piglets in one month.

Diagnosis: Septicemic salmonellosis.

Gross findings:

Skin cyanosis was observed on the ear, feet, tail and ventral abdomen.
Spleen, liver and mesenteric lymph nodes were also mildly to moderately
swollen. Multiple, pinpoint, yellow foci were randomly scattered in the hepatic
parenchyma. Petechial hemorrhages were randomly scattered on the cortices
of left and right kidney.

Histopathology findings:

Multifocal, variably-sized, tiny, necrotic foci were randomly scattered in the
hepatic parenchyma. The necrotic foci were composed of cell debris and
surrounded by macrophages (paratyphoid nodules). Multiple, small,
hemorrhages were randomly scattered in the renal cortex and medulla. The
glomeruli were swollen and hemorrhagic. The capillary spaces in the glomeruli
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of the kidney contained hyaline thrombi (disseminated intravascular
coagulation, DIC). The renal tubular epithelial cells of the proximal and distal
renal tubules were acutely swollen and necrotic.

Discussion:

Swine salmonellosis commonly occurs in pig farm worldwide. It is caused
by Sal. cholerasuis > Sal. typhimurium > and Sal. typhisuis. Sal.cholerasuis was
though to be the most important pathogen for swine salmonellosis. Less
important pathogen causes swine enteritis being Sal.typhimurium.
Sal.cholerasuis infection was very common and nationwide and caused large
economic loss since 1980. Prevalence of swine salmonellosis was never
declined and was the highest among bacterial diseases based on the
diagnostic cases submitted to Lab of Comparative Pathology, Department of
Veterinary Medicine, National Pingtung University of Science and Technology.

Sal.cholerasuis causes a zoonotic disease with clinical signs of
septicemia and acute enteritis. It is mainly transmitted via mouth and
penetrates intestinal epithelial cells and M cell, then, invades Peyer’s patch in
the submucosa. Bacteria spread via lymph circulation to blood circulation,
then invade reticuloendothelial cells and multiply within macrophages in the
spleen and liver, finally, cause septicemia resulted in host death.
Sal.cholerasuis has an unique ability which could resist cytotoxic activity of
macrophages. Therefore, it could survive and multiply within macrophages,
and caused enteric inflammation resulted in diarrhea. Sal.cholerasuis
produces endotoxin, cytotoxin and enterotoxin and causes diarrhea, DIC,
necrotizing hepatitis, granulomatous encephalitis, interstitial pneumonia,
necrotizing lymphadenitis, necrotizing and/or ulcerative enteritis clinically.

Four aspects must be considered the salmonellosis in the pig farms. (1)
The influence of salmonellosis on pig farms. (2)The big challenge of surplus of
the pig farms by PRDC caused by salmonella, Hog cholera virus, circovirus,
PRRS virus and other complicated bacteria. (3) The impact of drug resistant
salmonella strain on public health was greatly. Salmonella infected pigs may
persistently shed bacteria and contained the environment. Human being may
infect and show enteritis and septicemia. (4) How to effectively enhance the
protective mechanism of the swine herd and excellent pig farm management to
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effectively prevent the damage from swine salmonellosis.

Diagnosis criteria:

1. Demonstration of characteristic lesions of DIC, focal necrosis, paratyphoid
nodules of liver.

2. Bacterial isolation.
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Comparative Pathology Case 261

Contributors: Yan-Zhong Chen(& Z 1), MD; Yun-Hsiang Hsu(# 7k #f), MD
Department of Pathology, Tzu-Chi General Hospital

Clinical history:

A 41 year-old man got up and felt low back pain before his farming work on
May 9, 2003. He got discomfort after his farming work and he had fever at that
night. He did not go to visit doctor that night and slept poorly with sweating.
The next day (05/10), he visited LMD, fever (39 ) was noted and unspecific
injection for fever was performed. On the morning (05/12), he felt low back
pain again and went to tranditional therapy center for massage and symptom
was much relieved. However, he went to our ER on 15:41. Vital signs showed
T:38.9 , PR: 120/min, RR: 20/min, BP:114/61mmHg. Laboratory revealed
showed mild anemia (Hb:12.2/12.4), thrombocytopnea (PL:116/87),
hyperglycemia(194/264) & nonspecific change (LDH: 499/393, CK:295/735).
CXR showed multiple bronchial infiltration. Under impression of acute
bronchitis, he was admitted to medical ward for further evaluation and
management. After admission, ABX (Minocin) was given to control the
infection. In the evening, sudden onset breathlessness (RR 30 times/min,
Room air < 60%) was noted and he most be used accessory muscle to breath.
Followed ABG which showed PH 7.387, pC0O2 42.9, pO2 73, O2 sat. 94.1%
and NRM full run. However, his respiration exacerbated at 5/13 AM 01:30.
Chillness was also concomitantly, then he was transferred to SICU for further
care due to unstable condition. Finally he was sent to isolation ward under the
impression of SARS at PM 17:50. His general condition had collapsed without
respiratory effort and the carotid or femrol pulses were absent when he arrived
in isolation ward. He expired at May 13, 2003 PM 18:28. Autopsy was
performed. This section was taken from lung.

Diagnosis: Leptospirosis

Gross finding:
Bilateral lungs were marked heavier (980, 950gm) than normal lung and
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hemorrhagic edema on cut surface. The heart weighted 310gm. The liver
showed mild hepatomegaly (1750gm) yellowish discoloration. Other organs
were not remarkable grossly.

Histopathological findings:
The lungs showed diffuse alveolar hemorrhage with marked diffuse alveolar

damage with epithelial denudation, prominent hyaline membrane formation,
macrophage containing hemosiderine, aggregation in the alveolar space and
interstitial mononuclear cell infiltration. No syncytial giant cells formation in all
sections. EM study failed to show corona virus particles in NTU. Interstitial
nephritis and myocarditis with mild lymphocyte infiltration in myocardium and
interstitial space of kidney were also found. Hepatitis with lymphocyte admixed
neutrophil infiltration in the portal area was also noted.

Histochemistry Findings: Warthin-Starry stain: a few leptospiral bacteria in the
alveolar space.

Discussion:

Leptospirosis produces numerous clinical findings, the generally nonfetal form
illness commonly begins abruptly and includes headache, myalgias,
conjunctival suffusion and other abnormalities, fever, nausea, vomiting, rash,
and meningismus. Epistaxis or other minor bleeding can also occur, as can
myocarditis. The more severe form of leptospirosis called icteric leptospirosis
or Weil disease, cause jaundice, renal impairment, and major hemorrhagic
complications. Several laboratory methods established the diagnosis: culture
of blood, urine, and CSF. IgM classantibodies or a fourfolds rise in IgG titers
between acute and convalescent sera by EIA is diagnostic. Penicillin is the
usual therapy.

Pulmonary symptoms occur in both the nonicteric and icteric forms including
chest pain secondary to the myositis or with a pluritic character. Cough
develops in up to 57 to 63 percent of cases of cases. Many cases reports
frequent occurrence of hemoptysis and diffuse pulmonary hemorrhage.
Radiographic findings commonly accompany pulmonary symptoms but may
occur without them. In one series, 82 percent of patients with hemoptysis had
abnormal chest radiographic findings. These changes appears as early as 24H
after symptoms begin, although more commonly to days later. The
radiographic patterns occur:1. small “snowflakelike” nodular densities
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corresponding to areas of alveolar hemorrhage, 2. large confluent
consolidations, and 3. a diffuse, illdefined groundglass pattern that may
represent resolving hemorrhage.

Leptospira cause disease through a toxin mediated process by inducing
vascular injury, particularly a smallvessel vasculitis. The specific toxin
responsible remains unidentified, but possibilities including outer membrane
proteins, membrane glycoprotein, hemolysins, and lipopolysaccharide. The
vasculitis producing pulmonary hemorrhage primarily affects capillaries.
Microscopic examination usually demonstrates areas of intra alveolar and
interstitial hemorrhage, but other findings including pulmonary edema, fibrin
deposition, hyaline membrane formation, and proliferative fibroblastic
reactions are frequent. Leptospira are uncommon in the lung tissue although
leptospiral antigen is present at sites of tissue injury. Inflammatory infiltrates
are generally not prominent.

Although vasculitis is the primary mechanism of pulmonary hemorrhage in
leptospirosis, the disease is generally absent from differential diagnosis in
reviews on diffuse alveolar hemorrhage. In the proper setting, clinicians should
consider this infection in patients with that syndrome, especially since the
clinical features of leptospirosis are nonspecific and the histopathologic
findings similar to the other cause of pulmonary capillaries that produce diffuse
alveolar hemorrhage.
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Comparative Pathology Case 262

Contributors:
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#¥), DVM, PhD'

1. Division of Pathobiology, Graduate Institute of Veterinary Medicine,
National Taiwan University, Taipei (B == & % K 28 B 257 RPTmIL A 4 4)

2. Department of Pathology, National Taiwan University Hospital, Taipei (B ==
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3. Department of Pathology and Laboratory Medicine, Shin Kong Wu-Ho-Su
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4. Department of Surgery, National Taiwan Veterinary University, Taipei (B ==
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Clinical history:

An adult mixed intact female dog was referred for further evaluation of the
neck mass. Physical examination revealed a subcutaneous mass in the right
ventral cervical area which had been noticed for two weeks. During the
operation, the veterinarian was impressed by marked vascularization of the
mass. The mass was 5x5x4 cm in size and had white and reddish color.

Diagnosis: Medullar thyroid carcinoma, pigmented variant, thyroid gland

Gross findings:

The submitted mass showed egg-shaped and its size was 5x5%x4 cm. The
mass appeared relatively well-encapsulated on the cut section. The cut section
of the mass varies in color from tan to yellow to white and pink with areas of
necrosis and hemorrhages on longitudinal section.

Histopathological findings:

24



Microscopic examination discloses that the normal architecture of the
thyroid and parathyroid gland has been replaced by a large indistinctly nested
mass with the presence of the remaining thyroid and parathyroid gland tissue
as a thin zone beneath the capsule. The mass has thin capsule and is poorly
circumscribed. The mass is mainly composed of the solid and sheets of
neoplastic cells which are uniform and round-shaped. These neoplastic cells
are separated by fine fibrovascular stroma and formed small nests. The cells
have indistinct cell border, variant size and round to oval-shaped nuclei with
inapparent nucleoli. The cytoplasm is vesiculated and hypochromatic with
finely granular appearance. Numerous mitotic figures are found. A few cells
containing melanin pigment are scattered among the tumor cells. Additional
lesions include hemorrhages and necrosis in some areas.

Immunohistochemistry:

Both synaptophysin and calcitonin ABC immunohistochemistry show
strongly positive in the cytoplasm of the tumor cells. Chromogranin A and
thyroglobulin fail to demonstrate any positive signal in the tumor cells.

Discussion:

Medullary thyroid carcinoma (MTC) (parafollicular cell tumors; C-cell
tumor) derived from C cells (parafollicular cells) is frequent in bulls and some
strains of laboratory rat, but has a low incidence in human. A few cases of this
carcinoma have been noted in domestic carnivores, but MTC is reported very
rarely in zoo and wild carnivores. Thyroid tumors represent approximately
1-2% of all canine neoplasms. The medullary thyroid carcinoma is rare and
account for lees than 5% of all canine thyroid neoplasms.

Medullary thyroid carcinoma in bull may result in a considerable extensive
enlargement along the ventral aspect of the neck because of the primary tumor
in the thyroid gland as the same as this case. The C cell hyperplasia or
neoplasia result in the excess calcitonin secretion which may leads to some
bone lesions including of ankylosing spondylosis deformans, osteophytes,
vertebral fractures and degenerative osteoarthrosis, nevertheless, these
lesions are not observed in this case. It is speculated that this case may a
non-functional medullary thyroid carcinoma.

Grossly, medullary thyroid carcinoma is encapsulated and firm, grey-white
to white and tan, lobulated with areas of necrosis on cross section. None have
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grossly visible intravascular growth. The size varies from 1 cm® to 1732cm? in
dogs. However, in this case, the tumor mass shows highly vascularization that
is matched with the histopathologic findings which exhibit ample vascular and
fibrovascular stroma. The characteristic histopathologic findings show solid
sheets or nests of cells separated by stroma, which is predominantly thin and
fibrovascular. The neoplastic cells have fairly uniform, oval to polygonal
neoplastic cells with ample eosinophilic granular cytoplasm enclosed in a
typical fibrovascular stroma. The nuclei are vesiculated and have small
nucleoli. Mitotic figures are rarely noted. Histopathologic findings of this case
are tallied with the typical histologic findings.

Sixty-nine to 100% of the tumors were positive for neuron-specific enolase,
synaptophysin, and calcitonin, which also are the most common
immunocytochemical reactions observed in human medullary thyroid
carcinoma. Some present study also proved that both neuron-specific enolase
and synaptophysin can convincingly used as good markers for medullary
thyroid carcinoma in dogs, along with calcitonin. The immunohistochemical
stain results of this case show calcitonin and synaptophysin are diffuse and
intracytoplasmic, however the thyroglobulin and chromogranin A present
negative that are tallied with the immunohistochemical stain criteria.

Diagnostic criteria:

1. Histopathologic findings: eosinophilic granular cytoplasm, ample
fibrovascular stroma

2. immunohistochemical stain: calcitonin ( + ), synaptophysin ( + ),
thyroglobulin (—)
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Comparative Pathology Case 263

Contributors: Bey-Leei Ling (## %), MD; Hui-Chun Tai (¥ % %), MD;
Kun-Tu Yeh (33 +), MD

Clinical history:

This 40 y/o patient is a case of schizophrenia with regular control at ##Fe %
#%. This time, he had suffered from watery diarrhea without tarry stool, fever

or chillness for 7~8 days. He was then brought to our OPD for help and anemia
(Hb:7.23) was noted. Admission was suggested for further evaluation.

Diagnosis: Intestinal amebiasis

Gross findings:

The specimen submitted consists of a segment of cecum, ascending and
transverse colon measuring 27.5 cm in length and up to 10.5 cm in
circumference. The serosal surface is coated with large amount of
fibrinopurulent exudate. On the mucosal surface, there are two big ulcers with
several perforations. The colonic mucosa between the ulcers are edematous.

Histopathological findings:

The ascending colon and transverse colon show transmural necrotizing
inflammation with perforations and abundant fibrinopurulent exudates.
Scattered aggregates of Entamoeba trophozoites are discovered.

Discussion:

Entamoeba histolytica is a non-flagellated amoeboid protozoan parasite.
The genus Entamoeba comprises six species (E. histolytica, Entamoeba
dispar, Entamoeba moshkovskii, Entamoeba poleki, Entamoeba coli and
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Entamoeba hartmanni), that colonise the intestinal lumen. Humans are the
primary reservoir. Amebiasis is defined as invasive intestinal or extraintestinal
infection with the protozoan parasite Entamoeba histolytica. This primitive
pseudopod-forming organism, whose life cycle consists of an infective cyst
and an invasive trophozoite form, was named by Schaudinn in 1903 for the
ability of its trophozoites to lyse host tissues and cause amebiasis with
approximately 50 million cases annually, usually acquired in the developing
world. However, most humans infected with E. histolytica are asymptomatic.
When clinical symptoms develop they are usually limited to the gastrointestinal
tract. The incubation period of invasive disease can vary greatly, ranging from
days to years. The symptoms of abdominal pain, tenderness and diarrhea with
>10 bowel movements/day correspond with colitis and ulcerative disease on
histopathological examination. Bowel complications occur in 1-4% of patients.
Invasive or extraintestinal disease in uncommon and may be present in 0.1-1%
of symptomatic patients, with the liver being the most common site involved
(>50%). The factors that control the pathogenesis of E. histolytica are not
completely understood. However, key features are the ability of the organism
to lyse host cells and cause tissue destruction. Furthermore, E. histolytica has
also been shown to induce both cellular and humoral immune responses in
extra-intestinal disease.

In 1925, Emil Brumpt proposed the existence of a morphologically
indistinguishable nonpathogenic species to explain the fact that only a minority
of individuals infected with what was then called E. histolytica developed
invasive disease. Brump named this species Entamoeba dispar, but his
contemporaries rejected his hypothesis. In 1993, based on cumulative
epidemiologic, immunologic, biochemical, and genetic data, E. Histolytica was
reclassified to include two morphologically identical but genetically distinct
specied: E. histolytica (Schaudinn, 1903), which causes amebiasis, and E.
dispar (Brumpt, 1925), a nonpathogenic intestinal commensal that causes only
asymptomatic infection.

Although they are indistinguishable by light microscopy, immunologic,
genomic, and antigenic differences enable accurate differentiation of E.
histolytica. Unfortunately serum antiamebic IgG antibodies can persist for
years, making serum antibody titers difficult to interpret in patients who come
from an endemic region and who present with dysentery of liver abscess.
Polymerase chain reaction assays to detect amebic DNA in stool samples
have been developed. These tests are useful for epidemiologic studies
because they can distinguish between different E. histolytica strains, but they
remain impractical for clinical use. Because most of the existing epidemiologic
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data on amebiasis were collected using methods that fail to distinguish E.
histolytica from E. dispar, the true world-wide burden of amebiasis remains
unclear. The need to diagnose these emerging and reemerging intestinal
protozoa accurately and rapidly to avoid misdiagnosis of other causes of
dysentery as amebiasis has stimulated development of the new diagnostic
tests and treatment.

Diagnostic criteria:

Pathologic diagnosis: presence of amebic trophozoites

Laboratory diagnosis: ELISA or PCR

References:

1. Christopher D. Huston, MD, and William A. Petri, Jr., MD. PhD., Emerging
and reemerging intestinal protozoa. Curr Opin Gastroenterol 2001;
17:17-23.

2. Stark, D. et al., Irritable bowel syndrome: A review on the role of intestinal
protozoa and the importance of their detection and diagnosis. Int. J.
Parasitol. (2006), doi:10.1016/j.ijpara.2006.09.009

3. Amha Kebede, Jaco J. Verweij, Beyene Petros and Anton M. Polderman,
Short communication: Misleading microscopy in amoebiasis. Tropical
Medicine and International Health, Vol.9 No.5 pp. 651-652 May 2004.

4. Ricardo Frank Coelho da Rocha, MD, FAAP, and Paulo Chapchap, MD,
Amebic Toxic Colitis. Problems in General Surgery, Vol.18, No.4, pp.
103-105

5. Das, Ananya MD, Variyam, Easwaran P. MD, Intestinal parasitic infections.
Curr Opin Gastroenterol , Vol.15, January 1999, p59

6. Ryan C. MacFarlane and Upinder Singh, Identification of Differentially
Expressed Genes in Virulent and Nonvirulent Entamoeba Species: Potential
Implications for Pathogenesis. Infect Immun. 2006 January; 74(1): 340-351

30



TEHERBELERESE

—REF=ZTHLARUBREEHFCRPIA—F X
o # |9m Pl B B4 7 "B R &
%
B s 1. [Myxoma Dog ER OB EE P
N
2. |Chordoma Ferret 2B EET
N
3. |Ependymoblastoma Human kRESER
8. |Synovial sarcoma Pigeon AR/ BELZF
NN
18. [Malignant lymphoma Human kR bLER
19. |Malignant lymphoma Wistar rat Bl REBRE 4T A
B 5% ‘1’ N
24. |Metastatic thyroid carcinoma Human B AT B
25. |Chordoma Human %)Ty’c,;%)\ﬁﬁ KRR
34. |Interstitial cell tumor Dog v gL k BL 22 2
35. |Carcinoid tumor Human fz};% éa/\’Z* T
36. |Hepatic carcinoid Siamese cat AR/ BELZF
N
38. |Pheochromocytoma Ferret EREHEMBEZP
N
39. |Extra adrenal pheochromocytoma Human R KR LSER
40. |Mammary gland fibroadenoma Rat BREREEIHR
B 5% ‘1’ N
41. |Fibroadenoma Human 3 iﬂ‘i*’)? Bt
42. |Canine  benign mixed  type [Pointer bitch o gk gk BL 2 2
mammary gland tumor
43. |Phyllodes tumor Human SR ERAERR
44. |Canine oral papilloma Dog 4 j—\*ﬁ‘ &L FA
45. |Squamous cell papilloma Human o B EE R
47. |Lung: metastatic carcinoma Human ;$é@%%
associated with cryptococcal
infection.
Liver: metastatic carcinoma.
Adrenal gland, right: carcinoma
(primary)
56. |Gastrointestinal stromal tumor Human SR MEE
59. |Colonic adenocarcinoma Dog 2B EET
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NN

62. |Submucosal leiomyoma of stomach |Human é’é{ﬁ}%ﬁéa/\’z* 5
64. |1.Adenocarcinoma of sigmoid colon |Human B AT B
2.0ld schistosomiasis of rectum
71. |Myelolipoma Human & b ¥ BT
72. |Reticulum cell sarcoma Mouse RE SRR
BE R
73. |Hepatocellular carcinoma Human AR KL ER
74. |Hepatocellular carcinoma induced |Wistar strain LERRBEEMEY
by aflatoxin B1 rats XER T
81. |Angiomyolipoma Human gﬁj{ﬁwﬂ% z
82. |Inverted papilloma of prostatic |Human B AT B
urethra
84. |Nephrogenic adenoma Human B &EBr
86. |Multiple myeloma with systemic Human iR R e
amyloidosis
87. |Squamous cell carcinoma of renal |Human & bR B P
pelvis and calyces with extension to
the ureter
88. |Fibroepithelial polyp of the ureter Human GIHFRR
90. |Clear cell sarcoma of kidney Human &b B2t
93. |Mammary gland adenocarcinoma, Dog S RPEHEELER
complex type , with
chondromucinous differentiation
94. |1.Breast, left, modified radical Human R BB
mastectomy, showing papillary
carcinoma, invasive
2.Nipple, left, modified radical
mastectomy, papillary carcinoma,
invasive
3.Lymph node, axillary, left,
lymphadenectomy, palillary
carcinoma, metaststic
95. |Transmissible venereal tumor Dog ‘12 k BL 22 %
96. |Malignant lymphoma, large cell Human 4’bf—€*"%’( Bz
type, diffuse, B-cell
phenotype
97. |Carcinosarcomas Tiger 4 ,%?»%ﬁ%ﬁ%ﬁ EN
98. |Mucinous carcinoma with intraductal |Human Ba¥RER
carcinoma
99. |Mammary gland adenocarcinoma, |Mouse TR 5 Byt 5 B
type B, with pulmonary metastasis, &
BALB/cBYJ mouse
100. [Malignant fibrous histiocytoma and  [Human o B B g 2
paraffinoma
102. |Pleomorphic adenoma (benign Human 1 2 iR b2 S B
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mixed tumor)

103. |Atypical central neurocytoma Human FHohR KL S ET
104. |Cardiac schwannoma SD rat B RERE LR
R ‘1’ "
109. |Desmoplastic infantile ganglioglioma |Human SR S
107. [1.Primary cerebral malignant |Human &b =% Bt
lymphoma
2.Acquired immune deficiency
syndrome
111. |Schwannoma Human —HEmE R
114. |Osteosarcoma Dog 2R&H M EL P
NN
115. |Mixed germ-cell stromal tumor, Dog AR/ BELZF
mixed sertoli cell and seminoma-like o
cell tumor
116. |Krukenberg’s Tumor Human & dbym B Py
117. |Primary insular carcinoid tumor Human AR ESER
arising from cystic teratoma of
ovary.
119. |Polypoid adenomyoma Human PR UES R
120. |Gonadal stromal tumor Human HERR
122. |Gestational choriocarcinoma Human 3,4’[3%*“%’( Bre
123. |Ovarian granulosa cell tumor Horse o g k B2 A
129. |Kaposi’s sarcoma Human %/,fi‘%l‘m
131. |Basal cell carcinoma (BCC) Human BREFERR
132. |Transmissible venereal tumor Dog 2 j;*ﬂ B2 2
137 |Canine Glioblastoma Multiforme in Dog o L BE g 1 AT
Cerebellopontine Angle hpﬁ
143 |Osteosarcoma  associated with |Dog ey B LS
metallic
implants
144 |Radiation-induced osteogenic [Human ik AT RS ER
sarcoma
145 |Osteosarcoma, osteogenic Dog EE KRG B2
146 |Pleomorphic rhabdomyosarcoma Human FEid Fr”a%?i%%ﬁ/r{r 5
I
147 |Papillary Mesothelioma of |Leopard B RAF K B8R BEE2 Z
pericardium
148 |Cystic ameloblastoma Human &b & *ﬁ‘Fm
149 |Giant cell tumor of bone Canine o k Bx 2Rt
150 |Desmoplastic small round cell tumor |Human %uﬁ‘%l‘m
(DSRCT)
152 |Hepatocellular carcinoma Human R BB
158 |Hemangiopericytoma Human R BB
160 |Cardiac fibroma Human (A =P 3
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#

166 |Nephroblastoma Rabbit B B E S
168 |Nephroblastoma Pig 4 BBy A A 3L B 5 BT
169 |Nephroblastoma with Human A T
rhabdomyoblastic differentiation
172 |Spindle cell sarcoma Human BREFER
174 |Juxtaglomerular cell tumor Human O B RR Jm P AR B oA
190 |Angiosarcoma Human (A =P 3
#F
192 |Cardiac myxoma Human FBAL R B E R R R
#F
194 |Kasabach-Merrit syndrome Human 7 7 BE I g% B2 A}
195 |Metastatic hepatocellular {Human % B e gm 2 A
carcinoma,
right atrium
197 |Papillary fibroelastoma of aortic Human 8B e w22 A
valve
198 |Extraplacental chorioangioma Human HE 3 B PR R PR AL
208 |Granulocytic sarcoma (Chloroma) of |Human 2 A BE R K ER 7R AR
uterine cervix #
210 |Primary non-Hodgkin’s lymphoma of |Lymphoma AL B E R
bone, diffuse large B cell, right #F
humerus
213 |Lymphoma, multi-centric type Dog o ik ERgk B 2
214 |CD30 (Ki-1)-postitive anaplastic Human B e m 22 A
large cell lymphoma (ALCL)
215 |Lymphoma, mixed type Koala LEREBREEEZZ
217 |Mucosal associated lymphoid tissue |Cat 2 RKRPEERME
(MALT) lymphoma, small intestine P
218 |Nasal type NK/T cell lymphoma Human o e B 2 K R ym P A
222 |Acquired immunodeficiency |Human 2R BRI o B2 A
syndrome
(AIDS)with disseminated Kaposi’s
sarcoma
224 |Epithelioid sarcoma Human HAL A B HKER R
#F
226 |Cutaneous B cell lymphoma , |Human M R B AR B R % P2 AL
eyelid ,
bilateral
227 |Extramammary Paget's disease |Human ¥IrILE R EA, B
(EMPD) 52 4}
of the scrotum
228 |Skin, back, excision, CD30+diffuse |Human 2 A BE R K SRk B

large B cell lymphoma, Soft tissue,
leg , side not stated, excision,
vascular leiomyoma

%% 7% T2 A}
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231 |Malignant melanoma, metastasis to |Human B EAR EHHFE
intra-abdominal cavity BE = g 19 A

232 |Vaccine-associated Cat 4K g B 2
rhabdomyosarcoma

233 |1. Pleura: fibrous plaque, 2. Lung: |Human SRS KRR P
adenocarcinoma, 3. Brain: o BE = g 29 A}
metastatic adenocarcinoma

235 |1. Neurofibromatosis, type | Human it ik 2 BE I gm B A
2. Malignant peripheral nerve
sheath tumor (MPNST)

239 |Glioblastoma multiforme Human BREFERR

240 |Pineoblastoma Wistar rat fj‘% A ES

241 |Chordoid meningioma Human = B 9m 32 A

243 |Infiltrating lobular carcinoma of left Human it ik 2 BE I gm B A
breast with meningeal
carcinomatosis and brain metastasis

245 |Microcystic Meningioma. Human B3 B e w22 A

247 |Well-differentiated fetal Human R KRS ER
adenocarcinoma without lymph
node metastasis

249 |Adenocarcinoma of lung. Human R BB

252 |Renal cell carcinoma Canine HaigB R ES

# Bk B2 T

253 |Clear cell variant of squamous cell |Human SRS KRR P
carcinoma, lung o BE = g 22 A}

256 |Metastatic adrenal cortical |Human HE¥E Bt A
carcinoma

258 |Hashimoto’s thyroiditis with diffuse |Human SR KRR P
large B cell lymphoma and papillary o BE 12 g 72 AL
carcinoma

a1y |6. |Tuberculosis Monkey 2R e B 2

7. |Tuberculosis Human B LA B

12. |H. pylori-induced gastritis Human 4 dbJym ijﬂ‘#:u

13. |Pseudomembranous colitis Human ‘B J_%)T/r BT

26. |Swine salmonellosis Pig o L k BL 2L 2

27. |Vegetative valvular endocarditis Pig 4 ﬁ{ﬂ?%ﬂﬁ%ﬁ ﬂ,ﬁﬁ

28. |Nocardiosis Human LR J_%)T/r{r BT

29. |Nocardiosis Largemouth R RBRE KA

bass i
32. |Actinomycosis Human 4 “4% S ¥R ERE
33. |Tuberculosis Human Sy e b
F:%

53. |Intracavitary  aspergiloma and |Human R BB
cavitary tuberculosis, lung.

54. |Fibrocalcified pulmonary TB, left [Human e kELSER
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Apex.

Mixed actinomycosis and
aspergillosis lung infection with
abscess DM, NIDDM.

58. |[Tuberculous enteritis with [Human R E RIS BIR
perforation
61. |Spirochetosis Goose EAE - & F
63. |Proliferative enteritis (Lawsonia Porcine FRBRE R Fﬁ 5
intracellularis infection) B
68. |Liver abscess (Klebsillae |Human &b B2t
pneumoniae)
77. 1. Xanthogranulomatous Human R BB
inflammation with
nephrolithiasis, kidney, right.
2. Ureteral stone, right.
79. |[Emphysematous pyelonephritis Human 3,4%}&**%’( EE %
89. |1. Severe visceral gout due to Goose o k B2 2
kidney damaged
2. Infectious serositis
108. |Listeric encephalitis Lamb B R K E Bk b ik
P
113. |Tuberculous meningitis Human aﬁj{ FF B
134. |Swine salmonellosis with meningitis |Swine o k B2 22 2
135. [Meningoencephalitis, fibrinopurulent |Swine 33 B R »~-"§/J %???ﬁii
and lymphocytic, diffuse, subacute, HE R d s
moderate, cerebrum, cerebellum
and brain stem, caused by
Streptococcus spp. infection
140 |Coliform septicemia of newborn calf |Calf B RBRE KA
P
161 |Porcine polyserositis and arthritis Pig o i &=
( Glasser’s disease )
162 |Mycotic aneurysm of jejunal artery Human 7, i BE o2 g P2 A}
secondary to infective endocarditis
170 |Chronic  nephritis caused by |Pig W LR Bk BRI
Leptospira spp
173 |Ureteropyelitis and cystitis Pig o B AL SR A B\ 3]
254 |Pulmonary actinomycosis. Human #Fffrz BE [z % 39 R}
259 |Tuberculous peritonitis Human A K BB I 9m 22
ﬂ
sm7 |21. |Newcastle disease Chickens TR N2 & A
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22. |Herpesvirus infection Goldfish TR N2 & A
30. |Demyelinating canine distemper Dog & ,%%»%ﬁﬁﬁ%ﬁ %P7
encephalitis
31. |Adenovirus infection Malayan sun|& ¥ K Zhgk B2 2
bears
50. |Porcine cytomegalovirus infection Piglet LB B RE A RE
P
55. |Infectious laryngo-tracheitis Broilers BN E T3
(Herpesvirus infection) BE B 2
69. |Pseudorabies (Herpesvirus |Pig 4 B KA AT R P
infection)
78. |Marek’s disease in native chicken Chicken B RBRE RmGs
P
92. |Foot- and- mouth disease (FMD) Pig B R K E Ik by ik
P
101. [Swine pox Pig B RAF R K P e B2
A
110. |Pseduorabies Piglet 2R RFFH KRS
112. |Avian encephalomyelitis Chicken DAL PN
128. |Contagious pustular dermatitis Goat B RB&ERBEE
& A Fii‘) Fﬁ
130. |Fowl pox and Marek’s disease Chicken o gk gk BL 2
133. |Japanese encephalitis Human itk %/( Bt B
%
136 (Viral  encephalitis, polymavirus |Lory 2B EET
infection N
138 [1.Aspergillus spp. encephalitis and  |Dog TR N2 & A
myocarditis
2.Demyelinating canine distemper
encephalitis
153 |Enterovirus 71 infection Human BARBEHER
154 |Ebola virus infection African Green |17#Efz Bl A4 % §
monkey SR s /LUA N
155 |Rabies Longhorn 4k oK gk B 2
Steer
163 |Parvoviral myocarditis Goose B RAHZKRFRES
A
199 |[SARS Human & KB Ieym At
200 |TGE virus swine = 1 By My R RPT
201 |Feline infectious peritonitis(FIP) Feline LM KEBREEEZZ
209 |Chicken Infectious Anemia (CIA) Layer B RGP
219 |[1.Lymph node:Lymphdenitis, with Pig = 1 By MR T

lymphocytic depletion and
intrahistiocytic basophilic
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cytoplasmic inclusion bodies.
Etiology consistent with Porcine
Circovirus(PCV)infection.
2.Lung: Bronchointerstitial
pneumonia,moderate,
lymphoplasmacytic, subacute.

220

Cytomegalovirus colitis

Human

BACKEHE
#

e & X2

221

Canine distemper virus
Canine adenovirus
co-infection

type Il

Canine

BRXE e AR

TR

223

1. Skin, mucocutaneous junction
(lip): Cheilitis, subacute, diffuse,
sever, with epidermal pustules,
ballooning degeneration,
proliferation, and eosinophilic
intracytoplasmic inclusion bodies,
Saanen goat.

2. Haired skin: Dermatitis,
proliferative, lymphoplasmacytic,
subacute, diffuse, sever, with
marked epidermal pustules,
ballooning degeneration,
acanthosis, hyperkeratosis, and
eosinophilic intracytoplasmic
inclusion bodies.

Goat

& % Ey AT R

238

Hydranencephaly

Cattle

B s RAH K F R

BB 2

248

Porcine Cytomegalovirus (PCMV)
infection

Swine

B s RAH KR

BB 2

250

Porcine respiratory disease complex
(PRDC) and polyserositis, caused
by co-infection with pseudorabies
(PR) virus, porcine circovirus type 2
(PCV 2), porcine reproductive and
respiratory syndrome (PRRS) virus
and Salmonella typhimurium.

B R % R E IR 5 PT

255

Vaccine-induced canine distemper

gray foxes

3 A /% j_\%igék%%i

P2AR

PN

N

%

L
By

23.

Chromomycosis

Human

SibmE PO

47.

Lung: metastatic carcinoma
associated with cryptococcal
infection.

Liver: metastatic carcinoma.
Adrenal gland, right: carcinoma

(primary)

Human

ZFE B

48.

Adiaspiromycosis

Wild rodents

n/%j'\'fﬁ' Ex&i?

52.

Aspergillosis

Goslings

};Pﬁgﬁﬁﬁmﬁ{%%—m
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53. |Intracavitary  aspergiloma and |Human R BB
cavitary tuberculosis, lung.
54. |Fibrocalcified pulmonary TB, left [Human we kLSBT
Apex.
Mixed actinomycosis and
aspergillosis lung infection with
abscess DM, NIDDM.
105. [Mucormycosis Human 6 B AR 2 bRk o B
Diabetes mellitus 5
127. [Eumycotic mycetoma Human At 3 K b R b A B
7
138 |1.Aspergillus spp. encephalitis and  |Dog EHREHRELEZ
myocarditis
2.Demyelinating canine distemper
encephalitis
4 |14. |Dirofilariasis Dog & B REHAERR
P
o5 15. |Pulmonary dirofilariasis Human SIb ¥ R AR
20. |Sparganosis Human SR RAEER
46. |Feline dirofilariasis Cat EREHEMBEZP
NN
49. |Echinococcosis Human &b R A ERE
60. |Intestinal capillariasis Human &L BB B
64. |1.Adenocarcinoma of sigmoid colon |Human B SLETAL B
2.0ld schistosomiasis of rectum
66. |Echinococcosis Chapman’s LEREBREEEZZ
zebra
67. |Hepatic ascariasis and cholelithiasis |Human AL B R
106. [Parasitic meningoencephalitis, Dog z ,%ﬁﬁﬂﬁ%ﬁ ENzil
caused by Toxocara canis larvae
migration
139 |Disseminated strongyloidiasis Human TS 2 kb A B
Fm
141 |Eosinophilic meningitis caused by Human &R R A EITmE
Angiostrongylus cantonensis ;},WR 30
156 |Parastrongylus cantonensis |Formosan o k Bx 2Rt
infection gem-faced civet
157 |Capillaria hepatica, Norway Rat THEREEZBETR
Angiostongylus cantonensis WU My MK B P
202 |Colnorchiasis Human mﬂi BE2IT Fﬁ:&% T
203 |Trichuriasis Human ALK FEHRER
204 |Psoroptes cuniculi infection (Ear |Rabbit &%;?;%&% R P
mite)
205 |Pulmonary dirofilariasis Human FofZiaf P oo Bt
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206 |Capillaries philippinesis Human %a{a B PO ERE
207 |Adenocarcinoma with |Human AT S
schistosomiasis F}T;
R |4. |Cryptosporidiosis Goat & W A AL ER A 5 B
15. |Amoebiasis Lemur fulvus | & # & 388 251 %P7
16. (Toxoplasmosis Squirrel 4 B R s AT ;‘gﬁﬁ
17. |Toxoplasmosis Pig F R I AR ek B
%
51. |Pneumocystis carinii pneumonia Human & ;1[;9;‘;‘, ij‘g ‘1? "
57. |Cecal coccidiosis Chicken o gL k BL 2 2
65. |Cryptosporidiosis Carprine 4 ,‘i{%»%ﬂ—*ﬁ%ﬁ % B
211 |Avian malaria, African black-footed |Avian 2 B By My R B R P
penguin
242 |Neosporosis Cow B = RAFE K28k
sz ,fﬁ. %
s #%]70. |Acute Q fever hepatitis Human i Ry
X8 1229 |Necrotizing inflammation due to [Human 6 20 24 TR B I 9 22 AL
scrub typhus
251 |Scrub typhus with diffuse alveolar |Human 1 2 78 7 B I % P2 A
damage in bilateral lungs.
% J§ |216 |Cytophagic histiocytic panniculitis [Human KA B IR
with  terminal  hemophagocytic 22 A}
syndrome
e [9. |Perinephric pseudocyst Cat 4k oK gk B 2
10. |Choledochocyst Human & B éfa,/\ B [z
11. |Bile duct ligation Rat o g k B2 A
37. |Myositis ossificans Human 4LJLE ﬁﬁ‘[&m
75. |Acute yellow phosphorus |Rabbits v gL k BL 2 2
intoxication
76. |Polycystic kidney bilateral and renal |Cat EFREHHMBEE T
failure N
151 |Osteodystrophia fibrosa Goat & & A SR R T
&E RMREKRRG
:L\ }Eﬁ-
80. |1.Glomerular sclerosis and [SHR rat l rE2Zr & AR
hyalinosis, segmental, focal, BB B My B 5h B R
chronic, moderate I
2.Benign hypertension
83. |Phagolysosome-overload SD rats T OB B o4 %
nephropathy b
85. |Renal amyloidosis Dog 4 ,ﬁa:;é»%ﬂﬁ%ﬁ % B
89. |1.Severe visceral gout due to kidney |Goose v gL k BL 2 2

damaged
2.Infectious serositis
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91. |Hypervitaminosis D Orange-rumped | & ¥ K %:8k B2 22 2
agoutis
118. |Cystic endometrical hyperplasia Dog B B R AR AR R BT
121. |Cystic subsurface epithelial Dog B A R o
structure (SES)
124. |Superficial necrolytic dermatitis Dog EZREHHHHEE P
N
125. |Solitary congenital self-healing Human R E B
histiocytosis
126. |Alopecia areata Mouse BB B4 5 R R
LN
142 |Avian encephalomalacia (Vitamin E |Chicken B LR R A K28k
deficiency) BB 2
159 |Hypertrophic cardiomyopathy Pig 4ok gk B 2
165 |Chinese herb nephropathy Human = FE BRI A
IR
167 |Acute pancreatitis with [Human 7 7 BE IR g% B2 A}
rhabdomyolysis
171 |Malakoplakia Human AL B R
183 |Darier’s disease Human = A B R K s 1 R
191 |1. Polyarteritis nodosa Feline LB K LB Z
2. Hypertrophic Cardiomyopathy
193 |Norepinephrin cardiotoxicity Cat 4 p A
196 |Cardiomyopathy (Experimental) Mice B RS
212 |Kikuchi disease (histiocytic Lymphandenitis |## 3£ 5 [z J5 22 4}
necrotizing lymphandenitis)
225 |Calcinosis circumscripta, soft tissue |Dog 4k K 2Rk BLEr
of the right thigh, dog
230 |Hemochromatosis, liver, bird Bird LW K g B 2
234 |Congenital hyperplastic goiter Holstein calves |5 R ¥ K& s 5% Fr 4
P
236 |Hepatic lipidosis (fatty liver) Rats o Lk R Ep L UL g 1
S5 R
237 |Arteriovenous malformation (AVM) of|[Human 3 B e s A
cerebrum
244 |Organophosphate induced delayed |Hens o Lk £ gp L UL g 1
neurotoxicity in hens 555 52 B
257 |Severe lung fibrosis after Human i BE [ o B A

chemotherapy in a child with Ataxia-
Telangiectasia
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Tel: (037) 585872

Fax: (037) 585850
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