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Abstract

Choroidal blood flow (CBF) was measured by the hydrogen clearance method in rats with
experimental autoimmune uveoretinitis (EAU) induced by interphotoreceptor retinoid-binding pro-
tein (IRBP). CBF in several stages of EAU correlated with light microscopy histopathologic finding
as follows: 1) CBF decreased significantly 0—3 days after onset, correlating with mechanical com-
pression of vessels by massive infiltration of inflammatory cells in the choroid, 2) CBF decreased 1—2
weeks after onset, correlating with moderate proliferation of the fibroblasts in the choroid, 3) CBF
returned to a normal level 3—4 weeks after onset, correlating with a reduction in proliferation of the
fibroblasts in the choroid. In a preceding paper, CBF in EAU induced by retinal S-antigen did not
return to a normal level 1—4 weeks after the onset. The difference between these findings may have
been caused by differences in the degree of damage to the choroidal vessels. (Acta Soc Ophthalmol Jpn
92 : 1904—1911, 1988)
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Table 1 Choroidal blood flow in each group on
days after onset of experimental autoimmune
uveoretinitis (EAU) induced by IRBP.

Choroidal blood flow

Group | of it eves | (m/min,/100g
Control 6 305.6+ 7.8

oD 6 2T1.2£79 5%
1—3D 7 244.6+21.0***

1w 7 254.3+40.5**

A 6 269.2+11.8*

W 12 262 .53:31.7

AW 12 306.4123.6

0D : immediately after onset of EAU,

1—3D : 1—3 days, 1W : 1 week, 2W : 2 weeks,
3W : 3 weeks, 4W : 4 weeks.

Statistically significant difference : *** : p<0.05,
e 002, *up<0.001.
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Fig. 1 Changes of choroidal blood flow in time
course of experimental autoimmune uveoretinitis
(EAU) induced by IRBP. 0D : immediately after
onset of EAU, 1—3D: 1—3 days, 1W: 1 week,
2W : 2 weeks, 3W : 3 weeks, 4W : 4 weeks. Statis-
tically significant difference: ***: p<0.05, **:
p<0.02, *: p<0.00L.
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Fig. 3 Immediately after the onset of experimental autoimmune uveoretinitis
(EAU) induced by IRBP : The focal and mild infiltration with polymorphonu-
clear leukocytes and mononuclear cells are observed. The choroidal vessels are
partially dilated and partially reduce by focal infiltration. (Masson stain,
original magnification X50)
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Fig. 4 One-three days after the onset of EAU : The choroidal vessels reduce by
massive infiltration with polymorphonuclear leukocytes and mononuclear cells.
The choroid is thickened. (Masson stain, original magnification *50)

Fig. 5 One-two weeks after the onset of EAU: The choroidal vessels reopen.
The extent of the choroidal infiltration becomes markedly decreased and
disappears almost completely. The increase of fibroblasts are seen in the
choroid. A part or all of photoreceptor cells disappear. (Masson stain, original
magnification > 50)

11%
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Fig. 6 Three-four weeks after the onset of EAU : As compared with control eye
(Fig. 2), there are no apparent changes in most of the choroidal vessels. Nearly
all photoreceptor cells disappear. Most of retinal pigment epithelial cells are
intact. (Masson stain, original magnification x50)
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Fig. 7 Changes of choroidal blood flow in time
course of experimental autoimmune uveoretinitis
(EAU) induced by retinal Santigen. 0D : immedi-
ately after onset of EAU, 1—3D: 1—3 days, IW :
1lweek, 2W: 2w weeks, 3W: 3 weeks, 4W: 4
weeks. Statistically significant difference: ***:
p<0.05, **p<0.02, *: p<0.002.
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