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Transcriptional profiles of inflammatory related cytokines in PK-15
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Abstract: [Objective] The study was to investigate the host inflammatory responses and the host-
PCV-2 interaction in particular antiviral cytokines responses when the Porcine Kidney-15 cells (PK-15)
were infected with Porcine Parvovirus (PCV-2). [Method] After the Porcine Kidney-15 cells (PK-15) were
infected with PCV-2,the viral DNA was measured and analyzed by real-time PCR,so were the transcript
level of cytokines (IFN-8, IFN-y, IFNAR-1,IFNAR-2, MHC- [ , MHC-|| , MX1, NOS, RNasel. and IRF-
3). [Result] We found that the transcript levels of IFN-8,IRF-3 were significantly increased at 12 h postin-
oculation(p. i. ), but decreased at other time. The transcript levels of IFN-y, MHC-]I were slightly in-
creased at 12 h p. i. and decreased at other time. The transcript levels of IFNAR-2,MHC- I ,MX1 were de-
creased. The transcript levels of RNasel. were significantly decreased at 12 h p. i. but increased at other

time. The transcript levels of IFNAR-1 were significantly increased at 72 h p. i. but decreased at other time.
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[Conclusion) With the increase of the content of the PCV-2,the expression quantities of the above several

main antiviral factors were not obvious or declined which showed PCV-2 infection can evade the antiviral

mechanism of PK-15 cells.
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