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Abstract: [Objective] The study was done to survey the transcriptional profiles of cytokines, particu-
larly antivirus cytokines mRNA transcriptional profiles of Porcine parvovirus infection,and the host-PPV
interaction. [Method) We used PPV to infect the Porcine Kidney-15 cells,observed the PK-15 cells of inoc-
ulation PPV by microscope, measured and analyzed the viral DNA using real-time PCR. We also detected
the transcript levels of cytokines MIP-1a, TGF-81,PGK1 and MURRI by real-time PCR. [Result] PPV can
induce cytopathic effect in PK-15 cells. The cells can be detected with PPV on 1 h postinoculation(p. i. ),
and the relative content of PPV DNA achieved 1 800 on 48 h p.i.. We found that the transcript levels of
MIP-1a and PGKI1 increased obviously on 2 h p. i. ,then decreased,the transcript level of TGF-B1 increased
obviously on 72 h p. i. ,the transcript level of MURRI increased obviously on 24 h p.i. ,then decreased af-
ter 48 h p.i..[Conclusion) The levels of antiviral cytokines increased when PPV infected PK-15 cell.
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Table 1 Primers and conditions used for Real-time PCR assays
AT —— M,
1% GenBank %38 WS IEAIG 5 TS IEAG 30 IR/ C TR by
Primer Accession number Forward primer Reverse primer & .
in GenBank temperature amplicon
PPV NC001560 AGTTCAATGATTTCAATG TTAACCAACATTCCCAT 56 203
Bractin AF508792 GGACTTCGAGCAGGAGATGG GCACCGTGTTGGCGTAGAGG 55 254
MIP-1a AY643423 GGCCTGCTGCTTCTCCTA GCATTCAGCTCCAGGTCAG 60 183
TGF-p1 NM214015 CCTTCCTGCTCCTCATG TCGGGTTGTGCTGGTTG 58 279
PGK1 AY677198 TAAGGTGCTCAACAACATG TAAATACGCCCACAGGTC 55 296
MURRI1 CV873378 TTCAGATTCCTGCCCACTT TTGGAAGACCCATAAGACA 58 182
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WML R (K 1D BoR, PPV ] DL i 5

Bl 1 PPV g PK-15 4089 & O ER (1000
AL IEH 1Y PK-15 40 ; B. &3 PPV 48 h 1) PK-15 41y
Microexamination of PK-15 cells of inoculation PPV (100 X)
A. Normal PK-15 cells;B. 48 h of PK-15 cells of inoculation PPV

Fig. 1
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Fig. 3 Effect of PPV on transcriptional profiles of MIP-1a, TGF-81 ,PGK1 and MURRI1
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1 AR F CC % DT » 76 00 BRL A 40 i 42 44
VORI A8 A T G 0 S 175 ao AR Ak A K B A
BRI R LM E Y Cocchi #EM 5 K
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Ji MIP-1a mRNA {940 X5 2 3k & 5 0 i 25 41 i G
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