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Abstract

To elucidate the pathogenic relations between retinopathy and choroidopathy in severe hyperten-
sion, eyes obtained from experimental renovascular hypertensive rats were studied by light and
electron microscopy. The retina of the animals with severe hypertension for more than 6 months
showed marked tissue damage, i.e. disappearance of outer nuclear and photoreceptor layers, degenera-
tion of nerve fibers and inner plexiform layer, and proliferative tissues composed of pigment epithelial
cells and many small vessels. The endothelial cells of the vessels had a small number of fenestrations.
However, there was no vessel developing from the choroid and penetrating through Bruch’s mem-
brane. There were three types of capillary in the retina of these rats. The first was the occluded type
capillary or so-called ghost vessel, which was most frequently seen. The second was the presumably
immature type capillary, which had large endothelial cells, a narrow and irregular lumen, and was
located in the area of degenerated retina surrounding proliferated tissues. The last one was the
common type capillary, which lacked morphological abnormalities and was rarely observed. In the
choroid, the capillaries facing Bruch’s membrane were decreased in number, and intervascular spaces
were occupied by a large number of small cell fragments or debris and pale degenerated cells. These
results suggest that atrophic alteration of the outer retina and proliferative changes of the pigment
epithelia is probably caused by a decrease of choroidal capillaries and that small vessels observed in the
proliferative tissue probably originated from the retinal vessels. It can be concluded that hypertensive
vascular damage in the retina and choroid play an important role not only in the pathogenesis of
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retinochoroidopathy but in dysfunction of the retina in cases of incontrollable hypertension. (Acta

Soc Ophthalmol Jpn 91 : 756—770, 1987)
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