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Abstract  Since 2012, many pig farms immunized with gF gene deleted live vaccines have been extensive-

ly infected with PRV (pseudorabies virus), and the positive rate of gE antibody has been increasing, and the typical

cases of pseudorabies have been increasing. In March 2018, suspected pseudorabies occurred in several breeding

pig farms in Lunan region of Shandong province. Pregnant sows miscarried, stillborn and mummified fetuses, and
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piglets showed neurological symptoms and high mortality rate. A preliminary diagnosis was carried out on the dead
pigs and dead embryos, and the histopathological diagnosis,virus isolation and identification were further carried
out. The results showed that pathological changes such as viral encephalitis, degeneration and necrosis of hepato-
cytes and lymphoid tissue necrosis were all observed in the dead pigs. Red stained inclusion bodies were found in
the nucleus of the neurons, hepatocytes and tonsil crypt epithelial cells. The sequence analysis and genetic variation
analysis of the g and TK genes of the four strains of PRV isolated showed that the homology of the gF and TK nu-
cleotide sequences of the four strains of PRV were 98.8%-99.3% and 98.9%-99.6%, respectively. The identity with
the nucleotide sequences of the domestic strains were 99.1%-99.7% and 98.6%-99.8%, and the similarity with the
nucleotide sequence of Hungarian and American strains were 97.3%-97.8% and 98.8%-99.5% respectively, which
indicated that the four isolated strains are highly homologous, and they are in the same branch with the domestic
PRV mutants, while they are far away from the Hungarian and American strains in the distance of inheritance. The

traditional vaccine cannot provide effective protection for the mutant strains of PRV, which brings new challenges

to the prevention and purification of eradication in pig farms.
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Table 1 Primer sequences used for different viruses
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A: cerebral hyperemia and hemorrhage; B: the spleen was covered with white necrotic foci; C: the tonsils were covered with white necrotic foci; D:

the liver was scattered with gray and white necrotic foci; E: the neurons were degenerative and swollen, and there were red stained inclusion bodies in
the nucleus; F: hepatocyte degeneration and necrosis and nuclear inclusion bodies; G: tonsil lymphoid tissue necrosis, crypt epithelial cell necrosis and

nuclear inclusion body; H: hemorrhagic necrotizing inflammation of spleen, large number of red stained inclusion bodies in inflammatory cells. The

arrows represent pathological changes.
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Fig.1 Gross lesions and histopathological changes
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M: DL2000 DNA marker; +: positive control; —: negative control; 1,2: partial test sample.
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Fig.2 Agarose gel electrophoresis results of partial samples
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A: HERIBHK-21 411224 hJe B LA 7% A0 15 H 0 B: SRR BHK-21401/324 hJ5 B4 4.
A: BHK-21 cells exfoliated 24 hours after inoculation, syncytial; B: BHK-21 cells shrunk and gathered 24 hours after inoculation.
B3 S EFRSEBHK-21 L5 EMERRKE
Fig.3 CPE caused by the isolated PRV on BHK-21 cells
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Fig.4 Phylogenetic trees of gE and TK genes
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