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Abstract ; This experiment was conducted to explore the dynamic distribution of type 3 duck hepa-
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titis A virus (DHAV-3) and the relationship between the induction of histopathological, antiviral
cytokines and pro-inflammatory cytokines in 7-day-old ducklings. One week old ducklings were
infected with DHAV-3. At1, 3, 6,9, 12, 24, 48, 72 and 96 h after infection, 11 tissue samples
of blood, liver, spleen, pancreas, kidney, lung, brain, thymus, bursa of Fabricius, Harderian
glands and duodenum were collected randomly from three ducklings, and then detected. The
virus load was detected by TaqMan real-time one-step RT-PCR and the pathological damage chan-
ges of liver was observed by optical microscope, the transcription of anti-viral cytokines (IFN-q,
IFN-B and IFN-y) and pro-inflammatory cytokines (IL-18, IL-2 and IL-6) in liver were detected
by real-time RT-PCR at different time points. The links between these changes were analyzed.
The results showed that the virus can be detected in all tissues of 1-week-old ducklings in 1 h af-
ter infection. The highest load of virus in tissues was at 24-48 h after infection, except that the
highest of blood and pancreas were at 12 h and 96 h after infection respectively. The three organs with
the highest viral load were liver, spleen and kidney (10'-'", 10" *"and 10'"* copies * g '). Liver main
histopathological changes were vacuoles at 3-12 h, and 24-48 h for the necrotic changes. The
transcription of 6 cytokines in the liver reached the highest level at 24-48 h (except for IL-1p at 12
h) after infection. After 48 h of infection, the transcription level of the cytokines decreased with
the decrease of the virus content in the liver and was positively correlated with the severity of liver
disease. DHAV-3 has extensive tissue tropism in ducklings. Liver, spleen and kidney are the
main target organ of virus attack. The cytokines in the liver are highly likely to play an important
role in inhibiting viral proliferation and repairing tissue damage.
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Fig. 5 Transcription level of cytokine mRNAs in liver of infected ducklings
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F W DHAV-1 3855 876 AE 1 F 3 Reg 5 & T4k
REFIEWE FLIHA 000 5L ), ERKEFAH
T A 1% W 200 e ™ A 38 T 40 B Fn BB 4 i 444
finh 2 P 0 RN N I Ak I A P R A0 A L £ 2 4
JNE B T 9 B 5 RLB B2 2 0 AL 810 . AR BIE ST
HIL-2/6 FEEYe 12 h BB 1R, OF 5 R AR
FBERIEL., 728 24 h ik 8 0EH, 1L-2 |
1 448f% 1L-6 129 132 fi5, Bo i JIF 240 40 & 2 3K 30 1%
A A E RPN R S SR LR INCRE PN

T Lz ¥ JH B P Kk ) v e R A MR . A
FEr TL-13 W (B B M) ZEAE SR UL J5 12 h, 5 o Ath 20
MaR ¥ X $E 7R TL-18 AT g 76 4 0E B 0 &k 4 8
AR

4 & it

PL DHAV-3 5 3 B g 7 H i 4y, & 8
DHAV-3 FE4ERS /R ) B A )12 9 4 210 1 L I B
B R 7 T 1 R AR R v A MR T e AE
Tl 7 G A e E A R R R
EH .
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