Korean J. Vet. Res., Vol. 16, No. 1 (1976)

H4-e] BEREGC o3 FREHEE

FFEETE Aol 3o

EEi AEIE EFE
LUTHRERIT

L ]

whe] BERA 7 R FRALE oFF o
FARA FEgn BAEESY BERES )93t
B WEERS st X g @sielH

BEaEREs 194234 R AR
HA WA Fads HEEERS A 4o Ag ¥
o) vk HWAS FEMEN AR B AABES
A“ o 53] FREfEe] BEEMYe 2 IR FFE

ML B AE 9ol A RsiAc)s A ol
£ oA AAAA 225 debia gleh B
#Ee] AiEsvh WElAl F2 o] Hpel A welg W
FHIF Aot 29 HRREAAL FREELY
‘94_ ﬁﬁ%ﬁ$%7}l,6,8,9,15,26,27) _ﬁ:,]a]oij_ Ralkom’%
&9 HRBEAANA hRRGel 1BiEREgEd A
HREZNTES RWAERY BEE 2844 Lasg
o o FERREY, 27,0 43,29 33, ® 5
A, W e, &6 8l Ao ol A WERAYFFEE S
deoA T REBHFET o] Foid ek

EARNAY FEY AR TE ARPL Agorn
WA FFERRES A% F2 —600: 849 F
BRG] RETFLE B o] 23 SEHE SURHFX
+ B3 oA EHRESAAY FERRES die
"% & T ALsk 109 kFREANA, F WP
< EAREA 43 BaEEddd BEdA, & 9
L EEdbE A8 BERENA, & T Bl
Y BEREdA F 2 B9 KEHY BERENA

F oW ERLENAY RARES BERANA
77 FFERREE 2oyl

PlEe] 4 FEiEdd AT A hihE BA
KiE v REARS S Zeld 43 BRARBES

AG-2 Bk FFEFECR T FEe] BAKHE ¥
oetgleh. HEEL BEREMNA B4 FFERY

=3
b B #H
BEKE BERH
2 e 3 BRI AS) B M RS e

B whet T8 RAabste] FFEE oldY HmEts
obed ZE FFREERE THsg

HE H K&

HERAE 1 19759 69 e 99N AR BILEHEB
A B 244 1047219 #4: 300859 FFEE-S
A A sl =t

PEREIMEE  IFRE & AR WHEST RWE
ol A Bl wlet ZlErslel JRES Fimsl FRiEspee]
FEHEE SI9g L FEERELS mRe Kl
Sehe] JRES IREEES RERE B FES ik
2] #fkd] aie} 4ciAl 2 TR

RERARRE  ARPo e BT EESL 93
A e A3 FEERRY HRBORTES shb
shaA BFAE3ES] aEss A sty FA4 &=t
EEetn slebs YIF-€& A)3sla hematoxylin-eosin.
gedtd AuARAe ddch =2E $AL 209
FRBES 4] Moz sl Fsmemes =5 A4
Thed 9o} zH-e wbyiol ate vl oz Ay

® £

W1 BEFFERES] PIREOPTR | SHRRIES FFEY R
ool FRE 8oz of/ld Aow 335 Jo)d
FREBEe] BREEMR =+ SURY MMMt Ak #
Eimdl A= BRG] BRes] BRRKES MR =
E AL Zife] A=Ykt

Bl a2 FFAZE FFMmEAA A W= 249 M
B BB dv AL F1EFEERSes Fig
on #pe dglch WEEL oFt BE #EEsde
v o AES FEEST Bl vl 4E ¢ E AR
B i



Table 1. Grades of Fascioliasis Lesion

Age (Years) 2 3 4 5 6 7 8 9 10 Total
Percentage
No. of Cattle 23 17 10 20 106 74 30 19 1 300
No Lesion 6 4 7 2 1 1
1st Grade 11 7 9 46 M 10 4 125 46
2nd Grade 6 4 4 36 27 10 9 1 99 36
3rd Grade 1 3 16 9 8 4 41 15
4th Grade 1 1 1 2 1 1 7 2.7
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Fig. 13. Age distribution of the Fascioliasis

Table 2. Summary of Lesions in Liver of 300
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Legends for Figures

The changes in acute stage caused by inveding immature flukes

Migrating immature flukes(arrows) producing hemorrha;gic foci infiltrated with massive eosin-

iliaCh) and cellular reaction in hepatic parenchyma. Hematoxylin and eosin (HE) stain, x28,

Migratory tracks with hemorrhagic fociCh) and fatty deposition(arrow) in hepatic lobule. HE

stain, x70,

The changes of the fir:t.-degree fascioliasis of the liver in chronic stage of infection

It was represented mild proliferation of bile ducts(arrow) and surrounding connective tissue

(¢) in each portal triad with consequent extension of portal area moderately. HE stain X70.

Expansion of central vein(v) and interlobular vein(i) with fatty infiltration of adjoining par-

enchyma of the liver. HE stain, X70

The changes of the second degree fascioliasis of the liver in chronic stage of infection

The more extended portal triad with proliferative bile duct is caused by exceeding prolifera

tion of eosinophilic granulation tissue(c). HE stain, X70

Prominent proliferation of granulation tissue infiltrated with many eosinophils(e) around
thickened bile duct(b), HE stain, X280

The changes of the third degree fascioliasis of the liver in chronic stage of infection

Focal scarred areais formed by fusing of the lesion of each portal triad showing mature fib-

rosisand lymphoid hyperplasia (b) of the lesion, HE stain, x28

Definite scarred area consiated of dense connective tissue remaining of few eosinophils, HE

stain, X28
The changes of the fourth degree fascioliasis of the liver in chronic stage of infection

Diffuse interlobular cirrhosis(c) with lobular atrophy or collapse is characteristic findings of

the fourth degree of fascioliasis. HE stain, X29

Higher magnification of the scarred area of Fig. 9 showing prominent proliferation of pseu-

dobile ducts. HE stain, X280

Eosinophilic granulation tissue is essential feature of fascioliasis lesion, through acute and chr-

onic stage of infection, HE stain, X280

Telangiectasis showing carvernous ectasia of groups of hepatic sinusoids with considerable
hemosiderosisCh), HE stain, X100
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A Pathological Survey on Liver Lesion of Slaughtered Native Cattle
with Special Reference te Fascioliasis

Tae-Sun Joh, D.V.M., M.S,, Bong-Joh Park, D.V.M., Su-Wha Kang, D.V.M.
Veterinary Diagnostic Laboratory of Busan City
Ung-Bok Bak, D.V.M., Ph.D.

Department of Veterinary Medicine, Gyeongsang National College

Abstract

The livers of 300 cases of Korean native cattle which were collected at slaughted house in
Pusan were examined by gross and histopathological means to study patterns of pathological
changes of the organ.

1. The most dominated lesion of the liver was those of fascioliasis showing incidence rate
as 907 per cent of inspected cattle.

2. On age distribution of the fascioliasis lesion in the liver, higher incidence was seen in
animals that were from 6 to 9 years of age.

3. Significant changes of the hepaticparenchyma caused by immature flukes included throm-
bosis, migrational tracks such as hemorrhagic foci with massive eosinophilia and hepatic nec-
rosis. The changes of chronically infected livers of cattle were recognized as proliferation of
periductal eosinophilic granuloma of various degrees in each portal triad. And this easential
cholangiohepatitis might develop into multiple focal cirrhosis or diffuse perilobular cirrhosis.

4. Most cases with gross lesion of swelled bile ducts on visceral surface of the liver showed

histological evidences of fascioliasis lesion throughout hepatic lobes



