HISTOLOGICAL FEATURES OF NONPURULENT ENSEPHALITIS

* Viral infections of the CNS typically induce nonsuppurative
O inflammation
Vacsular changes

\\o VIRAL INFECTIONS OF THE NERVOUS SYSTEM ”/‘

v’ Perivascular cuffing (Infiltrating cells are predominantly lymphocytes)
v’ Hyalinizing or fibrinoid change of the vessel wall

v’ Endothelial swelling and proliferation in small blood vessels

v’ Pressure created by cell infiltration

v" Glial reactions: Diffuse or focal gliosis
v Neuronal degeneration and necrosis
v Demyelination

¥/ Meningitis

v’ Inclusion bodies
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biotype, i
does not produce Neg

v’ Street RABV is the feral biotype, it is

tropic for salivary glands and

/3 produces Negri bodies




Pathogenesis of Rabies

After a bite wound,

1, the rabies virus initially replicates in muscle (can enter peripheral nerves directly),

2, enters, 3, and ascends (retrograde axonal transport) the peripheral nerve,

4, to the dorsal root ganglion,

5, enters the spinal cord,

6, and ascends, 7, to the brain via ascending and descending nerve fiber tracts, infects
brain cells, spreads to salivary glands,

8, and the eye and is excreted in saliva.






* The clinical course of rabies is usually acute, from 1-2
days, but can be as long as 10 days.

* The clinical disease in the dog has been divided into
three phases: prodromal, excitatory, and paralytic.

Furious rabies = the excitatory phase is predominant,

Dumb rabies =excitatory phase is short or absent and the

disease progresses quickly to the paralytic phase.



Specific gross lesions are not present at
autopsy,
but self-inflicted wounds and foreign bodies in the

: : stom qch af a carnivore should raise suspicion.
Histologic lesions o

v' Perivascular cuffing (composed solely of
lymphocytes)

Neuronal degeneration
Babeés’ nodules
Focal and diffuse gliosis

NN

Negri bodies (intracytoplasmic inclusion
bodies present in the hippocampus of
carnivores and in the Purkinje cells of
herbivores.



" Electron micro

= PCR-based testing
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* Causes encef disease is sporadic in cattle,

dogs, cats, sheep rats and minkes.

* Young, suckling piglets—can die from infection,

/ Mature pigs — remain persistently infected and act as latent carriers.
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= Fetal resorption, mt dirths, and abortions are reported

frequently.
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quela to infection.




» In cattle, sheep, dc ,
pathogenesis and lesions are comparable to
that of pigs.
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disease.
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* Infection___regional lymph nodes viremia CNS via the

hematogenous route.
Alternatively, the virus may localize indirectly from the blood in nasal

/3 structures and enter the brain via the olfactory nerves.




* Histopatholog nlomyelitis

7\

Mild leptomeningitis, neuronal degeneration specially in Purkinje cells, cuffing

and focal gliosis in the white matter, poliomyelitis affecting particularly the

//e>n’rrq| horns, neutrophils very severe cases.



®)
us (CAEV)

In botl are recognized:

v Mastitis

v' Arthritis

v' Interstitial pneumonia (maedi, or ovine progressive pneumonia)

ﬁ Encephalomyelitis (visna of sheep).



* Main clinical signs: caudal ataxia

and fine trembling of the lips.
VISNA

* Chronic multifocal demyelinating
leucoencephalomyelitis.

O Arthritis and encephalitis in
kids/ synovitis and periarthritis

in adults.
qurine arthritis- o Hindlimb lameness and ataxia
encephqliﬁs with paresis that progresses to
(CAE) paralysis.

O Leucoencephalomyelitis,
mastitis, interstitial pneumonia.
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hyperkeratoti

defects, and abortion are other

j manifestations
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ourth ventricle,
and virus through the

cerebrospinc
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\/As'rrocy’ric hypertrophy,

‘/Microgliql proliferation

v Endothelial proliferation, Perivascular cuffing,

vasculitis



e Granulomoe

* Postinfectious encephalomyelitis (perivenous mononuclear cell

%

infiltration, demyelination)




