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Abstract: In order to observe the pathological changes of kidney in rabbits infected with
the viral haemorrhagic disease, the kidney tissues from the 91 rabbits infected with the viral
haemorrhagic disease were examined by light and electron microscopy.

The results observed were as follows:

1. On light microscopic observation, the kidney lesions were identified as haemorrhagic
glomerular necrosis(33.0%), membranous glomerulonephritis(20.9%), thrombotic glomerulop-
athy(19.8%), membranoproliferative glomerulonephritis(8.8%), mesangial proliferative glome-
rulonephritis(8.8%) ischemic acute tubular necrosis(7.7%), and acute serous glomerulitis
(6.6%).

2. On electron microscopic observation, cytoplasmic degeneration of mesangial cells, and
irregular thickening of basement membranes with electron dense granular materials were obs-
erved. In podocytes swelling of mitochondria, dilatation of endoplasmic reticulum and extensive
fusion of foot processes were also observed. Nonenveloped round icosahedral picornaviral part-
icles with a diameter of 28~33nm were detected in the cytoplasm of degenerative endothelial
cells, polymorphonuclear leucocytes, and monocytes.
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FMMMEEL TR |8 BAEE ol Table 13 2
Table 1. Histopathological findings of the kidney

in 91 rabbits infected with viral haemo-
rhagic disease

No of (g

Histopathological findings cases

Haemorrhagic glomerular necrosis 30 (33.0)
Thrombotic glomerulopathy 18 (19.8)
Acute serous glomerulitis 6 ( 6.6)
Membranous glomerulonephritis 19 (20.9)
Membranoproliferative

glomerulonephritis 8 ( 8.8)
Mesangial proliferative

glomerulonephritis 8 ( 8.8)
Ischemic acute tubular necrosis 7 (7.7
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Fig 1.

Fig 2.

Fig 3.

Fig 4.

Fig 5.

Fig 6.

Fig 7.

Fig 8.

Fig 9.

Fig 10.

Fig 11.

Fig 12.

Fig 13.

Fig 14.

Fig 15.

Fig 16.

Fig 17.

Fig 18.

Legends of figures

A dark-red colored, enlarged kidney with congestion and haemorrhage. Note characteristic petechial
haemorrhage on the subcapsular surface.

Cut surface of kidney in a acute case. Petechial haemorrhage in cortex and congestion in medulla
are noted.

Haemorrhagic glomerular necrosis. Note severe necrosis of all glomerular cells, destruction of
basement membrane, and severe haemorrhage into the Bowman’s space. H&E. x400.

Fibrin thrombi(arrow heads) in a glomerular tuft. The remaining capillaries are engorged with
erythrocytes, but no inflammatory cell infiltration is observed. H&E. x400.

Fibrin thrombi are stained clear red by Lendrum acid picro-Mallory method. Note the fibrin thrombi
in afferent arteriole(arrow). x400.

Acute serous glomerulitis showing the retention of eosinophilic proteinaceous material (long
arrow) in the space of Bowman. The renal casts(short arrows) are observed within the lumen of
degenerating tubules. H&E. x200.

Membranous glomerulonephritis. Note the diffuse thickening of capillary wall without increase in
number of mesangial cells. PAS. x400.

Tubular lesions showing haemorrhage(h), degeneration(d), and necrosis(n) of tubules. Globular
hyaline casts(arrow) are observed in the lumen of degenerating tubule. H&E. x400.

Eosinophilic renal casts(arrow heads) occluding the lumen of dilatated Henle’s loopes and distal
tubules. H&E. x100.

Ischemic acute tubular necrosis. Necrosis of distal tubules(d) is severe. Note that some part of
proximal tubules(p) considerably intact. H&E. x200.

Electron micrograph of granular juxtaglomerular cell(JC) in afferent arteriole. The disappearance
of granules and the dilatation(d) of r-ER are obseved. Ed; Endothelial cell, TC: Tubular cell.
Bar=2pm,

The lamellated structure(LS) found in the cytoplasm of degenerating mesangial cell. This structure
contains considerably altered but recognizable organelles such as mitochondria(mt), polysomes(ps),
endoplasmic reticulum(er), in addition to membranous structures(ms). But viral particles are not
found here. Bar=0.5pm.

Basement membrane showing thickening of lamina densa(ld) and deposit of granular materials
(arrow heads). Wrinkling change(w) due to transformation of mesangial matrix(mx) is also seen.
Note fusion of foot process(fs). Bar=1ym.

Epithelial cells(EP) showing extensive fusion(fs) of foot process. Mitochondria are swollen and
ergastoplasmic cisternae are dilated. Bar=1um.

Viral particles(v) in the cytoplasm of monocyte. They are densely arranged or scattered throughout
the cytoplasm. Bar=1gm.

Densely arranged viral particles(v) between azurophilic granules(az) in the cytoplasm of a pol-
ymorphonuclear leukocyte. Bar=0.5um.

Viral particles(v) in the cytoplasm of a degenerated endothelial cell(Ed). The cytoplasmic organ-
elles(arrow) are severely degenerative and necrotic. bm: basement membrane. Ep: Epithelial cell.
Bar=1pm.

A high magnification of the virus particles in Fig 17. virions(v) are nonenveloped, round, and
jcosahedral in shape with a diameter of 28~33nm. Bar=50nm.
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