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Table 1. Summary of Findings of the Vascular Cuffing in the Brains Affected by Hog Cholera Virus

No. of inoculated pigs

Findings No. of pig in natural cases(%)
ALD strain Isolated virus

Intramural 7(21.2) 1 2
Intramural with perivascular cuffing 1 (3.0)
Intramural and perivascular cuffing 7(21.2) 1
Intramural and intramural with
perivascular cuffing 8(24.3) z 2
Intramural, perivascular and intramural 9(27.3)
with perivascular cuffing .
Non-cuffing 1 (3.0)

Total 33 3 5
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Table 2. Findings of Vascular Cuffings in 496 Blood Vessels c

No. of cuffed vessels

Pig No. - Degree of vasculitis
g Intramural Perivascular In;’;?:};gi}ﬂgth Total g
1 18 2 2 20 ++
2- 20 — -— 21 .+
3 14 4 4 20 + -+
4 8 1 1 9 +
5 3 1 1 4 ++
6 12 2 2 15 ++
7 9 5 5 15 + 4
8 17 1 1 20 +++
9 10 3 3 14 ++
10 12 5 5 18 +++
11 8 9 9 20 ++++
12 20 — —_ 20 -+
13 8 — - 9 +
14 10 2 2 13 + -+
15 12 9 9 21 + ++
16 17 1 1 20 + -+
17 18 1 1 19 + 4+
18 15 —_ —_ 15 + +
19 10 — — 10 ++
20 — 4 4 4 ++++
21 20 —_ —_ 20 ++
22 14 — — 13 ++ +
23 9 — — 9 +
24 12 — — 12 + -+
25 19 — —_ 21 + +
26 17 - — 19 + 4
27 15 — — 17 + +
28 —_ — — 0 —
29 7 —_ — 10 + 4+
30 9 3 3 12 + +
31 19 1 1 20 +++
32 11 5 5 16 +++4 -
33 19 — 1 20 ++
Total 411 26 59 496
% 82.9 5.2 1.9 100
— :none, + :no more than 10 cells. +4+ :11~20 cells-
+4+ 1 21~30 cells. + <4+ 4+ : more than 31 cells.

Table 3. Numbers of Vascular Cuffing Cells in Brain of Pigs

Mean value per blood vessel in a pig

Degree Total
None Less than 10 cells 11~12 cells 21~30 cells More than 31 cells

No. of pig 1 5 18 5 4 33
% 3.0 15.2 54.5 15.2 12.1 100
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Fig. 1. Body temperature of rabbit inoculated with lapinized virus.
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Fig. 3. Body temperature of rabbit inoculated with tissue suspension of heg chelera.
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Legends for Figures

Fig. 4.

Lymphocytic cuffing of the brain vesseles affected by HCV in a natural case showing intra-

mural infiltration of the cells. Hematoxylin and eosin (H-E) stain. x 132.

Fig. 5.
vessel is shown, H-E, x 132,

Fig. 6.

The brain lesion of experimental case inoculated with isolated HCV,

Brain of experimental case inoculated with ALD virus. Intramural cell infiltration of blood

Intramural cell infil-

tration of blood vessel is shown. H-E. X 132.

Fig. 7.
shown, H-E, x 132,

Fig. 8.
is shown. H-E. x 132.

The brain lesion of experimental case inoculated with ALD virus. Perivascular cuffing is

The brain lesion of experimental case inoculated with isolated HCV. Perivascular cuffing

Fig. 9.
Fig.10.

Fig.11.

Fig.12.

Fig.13.
Fig. 14,
Fig. 15,
Fig. 18,

Fig.17.

The brain lesion of natural case. Intramural and perivascular cuffing is shown. H-E. x 132.
The brain lesion of experimental case inoculated with ALD and HCV, Intramural and perivas-
cular cuffing is shown. H-E. x 132,

The brain lesion of experimental case inoculated with isolated HCV. Intramural and periv-
ascular cuffing is shown, H-E. x 132.

Electron microphotograph of blood vessel in the brain lesion of experimental case inocula-
ted with isolated HCV. Endothelial cells are dense and intramural vacuolations with
lymphoid cells are seen. X 5, 000.

Electron microphotograph of blood vessel in brain of experimental case inoculated with
isolated HCV. Perivascular vacuolation and degenerated pericyte are seen, X 5,000,
Electron microphotograph of bload vessel in the brain of experimental case inoculated with
isolated HCV. Perivascular vacuolation and polymorphic lymphoid cells are seen. x 5, 000,
The brain lesion of rabbit inoculated with isolated HCV. Vascular cuffings are shown. H-E,
X 132,

The brain lesion of rabbit inoculated with isolated HCV after indian ink injection, Vascu-
lar cuffings are noticeable, H-E. x 132.

The brain lesion of rabbit inoculated with tissue suspension of naturally infected pig by
HCV after indian ink injection. Massive vascular cuffing is seen. X 132.
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Abstract

This study was undertaken to clarify the histopathological changes of pigs naturally infected with-
hog cholera. Microscopic observations of the brain as well as clinical observations were carried out for-
the naturally and experimentally infected pigs with hog cholera viruses. Electron microscopically the
vascular cuffings of the brain were also observed in the experiment. In addition, clinical and patholo-
gical studies were carried out in the rabbits inoculated with ALD, lapinized and isolated strain of hog-
cholera virus, respectively.

The results obtained are as follows;
Vascular cuffing of the brain was observed in about 97% of the natural cases and all of the experimen-

tal cases. Among the 496 cuffed blood vessels of natural cases, intramural cuffing (82.9%), intramural
and perivascular cuffing (11.9%) and perivascular cuffing (5.2%) were seen, respectively. Electron
microscopic findings on cuffed blood vessels of the brain were endothelial cellular degeneration, intra-
mural separation and vacuolation, perivascular vacuolation and infiltration of pleomorphic lymphoid
cells,

In the rabbits dosed with tissue suspension of the lymphoid organs and isolated hog cholera virus,
high boby temperature and vascular cuffing of the brain were observed, meanwhile these changes were-

more significant in pre-injected cases with indian ink.
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