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ULTRASTRUCTURAL CHANGES IN THE CENTRAL
NERVOUS SYSTEM OF PIGS AFTER INFECTION
WITH PSEUDORABIES VIRUS

S.Y. Yang', N. J. Li'", M. H. Jong!, S. S. Lai!, Y. H. Yang!,
T. H. Fuh? and Redman M. Chu?

The ultrastructural changes in the central nervous system of pigs were studied
after intranasal infection with 1086 TCIDs, TNL strain of pseudorabies virus. Only
mild swelling of mitochondria was found at 1 day postinoculation (DPI). Many
unenveloped virus particles with oval or icosahedral capsids were found in the
axoplasm from 2 to 7 DPI. The diameters of unenveloped virus particles and core
were 90-110 and 70-80 nm, respectively. The cytopathologic changes found in
affected neurons were described as decrease or disappearance of endoplasmic
reticulum, formation of various sized vacuoles and polymerization of neurofilaments
in the cytoplasm, and dilatation of nuclear envelope and its pores. Degeneration
of axon and demyelination were also found at the same time. From 3 to § DPI,
proliferation of microglias, phagocytosis by the macrophages, lymphocytic perivas-
cular cuffing and other cytopathologic changes of neurons were more prominent.
These lesions became most severe at 6 and 7 DPI, but could not be found after 14
DPI. No vasculitis was seen in the central nervous system. It was strongly suggested
that the spread of pseudorabies virus in the central nervous system might not
through hematogenous route.
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