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Changes of Inflammatory Reactions of Porcine Skin Dendritic Cells Infected with

Porcine Circovirus Type 2 in vivo

WANG Zhen-sheng', NIE Xiao-hua', LI Huan-rong'* , SUN Ying-jian', SUI Li-hua’, CUI De-feng'
(1. Department o f Animal Science and Veterinary Medicine , Beijing University of Agriculture,
Beijing 102206, China;2. Laboratory Animal Center , Academy of Military Medical Sciences,
Beijing 100071, China)

Abstract; Porcine dendritic cells(DCs) from forty-day-old SPF piglets inoculated oral-nasally with
porcine circovirus type 2 (PCV2) Bl strain were collected at different days post inoculation
(DPD. Real-time FQ-PCR was used to detect the kinetics of mRNAs of IL.-10, TNF-a, IFN-q,
1L-8, chemokine C-C motif receptorl (CCR1) and CCR5 from skin DCs. The results showed that
the transcriptions of proinflammatory cytokines mRNA decreased with significant levels of IFN-q
at 3DPI, TNF-q and IL-10 mRNA were increased significantly at 7DPI(P<C0. 05). The transcrip-
tions of chemokine 11.-8 mRNA decreased with almost significant levels, MCP-1 mRNAs were
down at 3DPI and 14DPI, up at 7DPI, while the transcriptions of MIP-13 mRNA were up at 3DPI
and 7DPI, and back to the normal levels at 14DPI. The transcriptions of CCR1 and CCR5 were
up at 3DPI, 7DPI and 14DPI, with significant increase at 7DPI (P <C0. 05). Taken together,
PCV?2 could significantly weaken the inflammatory reactions of porcine skin DC, and make its im-
mune response out of control. These will affect the humoral immunity and cellular immunity of

the animals.
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Table 1 Primers to amplify partial genes of porcine cytokines and chemokine C-C motif receptor and conditions of PCR
S CRIE T 515 S (5-3D) Bk C P KB/ bp
Gene (Source/ accession No. ) Primer sequence (5'-3") Annealing temperature Product
Forward: GCATCCACTTCCAGGCCA
11.-10 (1.20001) 60 446
Reverse; CTTCCTCATCTTCATCGTCA
Forward: GGCACAAATGAGGAGAATC
IFN-(EU364896. 1) ) - o 56 307
Reverse; CACAGCCAGGATGGAGTC
Forward: CGTTGTAGCCAATGTCAAAGCC
TNF-o (X54859) 62 402
Reverse;: TGCCCAGATTCAGCAAAGTCCA
Forward; ACTGGCTGTTGCCTTCTT
1L-8 (M99367) 52 278
Reverse: CAGTTCTCTTCAAAAATATCTG
Forward: CTCCTCCAGCAAGACCAT
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Reverse;: GCTCAGTTCAGTTCCAAGT
Forward: CAGCCCTCCTGTGCCT
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Reverse; TTCAAGGCTTCGGAGTTT
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Reverse; GTTGTCTTTGGGTAGTGGGATTA
Forward: ATTCACCAACCTCCGTGTT
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Forward: CTGGCATTGTCATGGACTCT
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Reverse: GCGATGATCTTGATCTTCAT
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Fig. 1 The Real-time PCR standard curve graphs of partial genes of IL-10, IFN-a, TNF-a, IL-8, MIP-18, MCP-1, CCR1, CCR5
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Fig. 2 Dynamics of the transcription of TNF-a, IFN-o, IL-10 partial gene in skin DC from the piglets infected with PCV2
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Fig. 3 Dynamics of the transcription of IL-8, MIP-1p and MCP-1 partial gene in skin DC from the piglets infected with PCV2
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