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Abstract: Ecchymotic haemorrhage in enlarged livers always serve as an important diagnostic marker for duck viral
hepatitis. Recently, a novel duck hepatitis, characterized by yellowed or hemorrhagic pancreatitis, has emerged in
some duck farms and the causative agent, named as pancreatitis-type DHAV-1 has been isolated. To elucidate the
pathological characteristics of the novel duck hepatitis in mule ducks, ten-day-old mule ducks were infected with
pancreatitis-type DHAV-1 and the pathologic characteristics of disease were observed. The results showed that
gross lesion of yellowed or hemorrhagic pancreatitis, without overt change in liver, was observed in infected ducks.
Microscopy showed large areas of necrosis in the epithelium, granular degeneration and necrosis in pancreatic cells
with no vascular structure were found in necrotic pancreatic areas. In liver, a regular glandular structure around the
hepatic venules was formed with lymphocytes and hepatocytes along with focal degeneration, with increase of

basophils and infiltration of inflammatory cells found in livers. Focal necrosis was presented in spleen where the
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white pulp lymphocytes number decreased significantly, and the heterophil infiltration contributed the blurred

splenic corpuscle. Based on the above, the results suggested that the gross lesions of pancreatic-type

DHAV-1 infection in ducklings were characterized by yellowed or hemorrhagic pancreatitis, and the

histopathological leisons by large areas of necrosis of the pancreatic epithelium along with granular degeneration and

necrosis in pancreatic cells.

Key words: Duck Hepatitis A Virus type 1; pancreatitis-type; histopathology

S 55 2 P I 58 — i 2 0 B e K o
2005 4F 75 2 #F Gueérin 58 [ 2 PR 48 14 75 15 h
SrEs MG 1R H R RE . ARG A I A R ARG
B S st A AT 55 X DHAV-1 8
PERYSGIE . B 2011 4F 9 LIk, FREREE. L.
R TR HARAR B 10~30 HRAERTS . 2k
MG LUBRAR K B . i (R FRIBEAR 28D D AL A 22
s R 10 ~30%, WAL R IE 2500 ~
400 o ASRATZE Xk 8200 F) 4 7 1 0 49 O R T Jit
FETE . I X o B RE BEAT MBSl AL L I P AR
B\ FERZHIN R 5 0 A . £L A0 BE AR 6 A0 3 ) 3L
P PR 25— RS HTIT » 45 2R SR /s 3200 7 X 3G
CLANML . WSZLANMI . 20 2040 M B0 T M BE TS k. W]
B 17 S S AR A A B R T
550G 1 R R R R . S 1 R
T T A5G L TR 5 B Al 2 T e B A R IR A B
M WRBE. FRERS B OR. R W R Emt s xS
RSN 1 Y H R R AT Y A A A i SRS 3R B
i SR IR b A ot A b R i A
BT STz EES R PR AL . F B R
B 44 ARG 1 A R R

N T A g A A O S e R TR 1 Y R
T TE Ja B U0 B A AR AR AE . AR PRAEZH 70
S5 FRAT 1Y J IR L0 1 78 R 7 MIPZJ1206 #k
Y10 HO /MG, B SETS . BORE . [ E
DI L6 G PR HR L 72 A Bl BE AR Ak . DA
SR o e B2 I B SR A A

1 #HE57%

1.1 FHtk

i A RS 1 AR FE A MPZT1206 #k i A i
HAYE . e, ELD., K 4. 68Log,  ELD;, -
mL™",
1.2 iRmigit

Wit 7 H WS R A RS 31 KL gkl
DHAV-1 iR B A M, W% 10 d. HEHL R 2
4, xR 10 H, R50dl 21 H . 00 4 1 A
TS 1 R AR AR MPZJ1206, R 38 UL A 32 o 75

N 10°ELDs, « 7", X B2 4 2 2 0 R 355 UL P
FEST G PBS 28 op . WAL sh i i AT B R AR 3R .
T R W28 425 20 i 6 S ) i R AR, 9 R:  SE  L 4¢
25 A B AR A b R S oS B Ak, O R AR Y I
JUE JBEAR L LA R R S AT 0 T Y T

1.3 A&

VO I K9 BOE s 7 B A, S I AR FIR R
A5 [ B ERORT REZH RS PR Ab BB 5 5 e B —
FERAE O BF. M. M. B, B, MR, LR
W.ONE. BRE. DM EL L, LL10%
R OR S MR [ 2 . & SR K. ZHORIEW] . E AL

A, RISV 5 pm. H.E Jea, WgH 4]
215 Tl AR A .

2 ZRE55H

2.1 fRIEHK

SR B S B R L TR LU R A 45 2H 41
2 RT-PCR % 7%y DHAV-1 B, X B2 08 jF
E . JE R OMBNE F0OE E 4 & RT-PCR % & b
DHAV-1 B,
2.2 WEHEBHIEKEIR

WG 2 d e 20 08 I 46 0 BUORE PR DUAR . Ak
TR WEE 4 dFFRBBFET, TR R
LB AL A 5 RS G R AE IR, KRR RN 71.4%
(15/21), BET-% N 38.1% (8/21), 6 d it J5 &
R I
2.3 WEREBIRKFE

FET SR S B AR A L I A D B
WA, B R R ROK .
2.4 WEMHALBRBREZTH
2.4.1  FRABR 5 SE NG BRI 2 IR M R R . R
R K FIRE A0 R URCR AR M L IRAE ., A8
SEREAS, RN ZRNMLE S, Hwiid.
WBCXIRE A BN MG Z5 0, A gl iR e (&
D,
2.4.2 AFRE O JHAR MR AR VEASPE B BRI 20 A 2
Z . /N R AR E . FRATE . i
SERAE L W [E] /I K O AR AT AR EEL 0 R 4



512 1

B B RRAEL I ATHREAIREEFFBHOALREFAR 1135

TE B IN] f Jl AR A5 A . e BRAT A T Al M 0 1
WCREJG 5 d FETS Y SE TS FFJIE A R 6 1T 240 g 5 21 4
RYERSE . SRBLLA M BRI 2 . P RN
R (K2,

2.4.3  RRRE O JEERT WLIRAEE . G A0 AR
ben el RN A STBE R AN RN Y 0N S e ST
I 4 R R B AT A A TR A S A 1 N R T
AMARZERBORIAN T IR SRR T (B 3D

1 BRERREEZL
Fig. 1 The histopathologic changes in pancreas
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Fig. 2 The histopathologic changes in liver
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Fig. 3 The histopathologic changes in spleen
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Fig. 4 The histopathologic changes in Kidney
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