










Mullifocal posterior uveitis: clinical and pathologicalfindings

Figure 8 Electron micrographs to illustrate the preservation of the outer segments of the photoreceptors, which in this example
are phagocytosed by macrophages (m). SomeRPEcells contain vacuoles (v). (a, x 6000. b, x 2480.)

is further evidence of the non-specific nature of
the glial cell activity. Similarly migration of RPE
cells into the choroid is now regarded as non-
specific,'6 as is neovascularisation in a glial scar.'I

Recent work has highlighted the importance
of high endothelial venule (HEV) like vessels in
the recruitment of lymphocytes into inflamed
tissues.' 89 The term 'high endothelial venule' is
applied to the post-capillary venules of lymph
nodes and to vessels in inflamed tissue which
morphologically have an increase in the height of
their endothelial cells. These endothelial cells
have histochemical alterations relating to
lymphocyte-endothelial interactions and are
believed to play a role in the uptake of lympho-
cytes to lymphatic and inflamed tissues. We
frequently found this response to dense focal
accumulations of lymphocytes, and we also
demonstrated the presence of lymphocytes with-
in the vessel wall. Endothelial cell swelling was
demonstrated in both the choroidal venules and
the choriocapillaris. The presence of such
changes is of added significance in view of the
recently reported association of class II major
histocompatibility complex (MHC) antigen
expression on endothelial cells with lymphocyte
recruitment in experimental ocular inflam-
mation."'

In conclusion, we have demonstrated that
active, ongoing focal inflammation can occur in a
case of clinically quiescent posterior uveitis.
Despite detailed study we were unable to cor-
relate the macroscopic appearance of the lesions
with specific patterns of pathological change. No
ischaemic or infective cause of the disorder was
found.

There was migration of glial and RPE cells
within the inflammatory foci and neovascularisa-
tion of the glial scars; these changes are seen in
other forms of posterior uveitis. Webelieve that
this is the first study to demonstrate the presence

of high endothelial venule-like vessels at the sites
of inflammation in human ocular tissue.
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