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Abstract

We investigated the shift to latency and protec-
tive reaction in mice trigeminal ganglia after inocu-
lation of herpes simplex virus type 1 (HSV-1) onto
the cornea. BALB/c¢ mice were inoculated and the
trigeminal ganglia were removed periodically.
Lymphocytes in the ganglia were observed using
immunocytochemical techniques. The results
obtained were as follows: () HSV-1 positive neur-
onal cells were recognized at 3 days after inocula-
tion but not at 14 days. (2 The relative proportion of
T cells in lymphocytes was greater than that of B
cells at 3 days, but B cells were more numerous at 5
days. Then T cells become more numerous again at 7
days. @) Among the subsets in T cells, the ratio of

CD4+ and CD8+ cells was almost equal at 3 days,
but then CD4+ cells increased and CDS8+ cells had
disappeared at 14 days after inoculation. These
results show that HSV-1 that reached the
trigeminal ganglion from the cornea by axonal
transport infected neuronal cells, multiplied there
and then disappeared resulting in latency. Cellular
immunity, especially the function of CD4+ cells,
played a main role in this protective reaction by
suppressing the viral growth. (J Jpn Ophthalmol
Soc 100 : 496—500, 1996)
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PI-3 PI-5 PI-7 PI-10 PI-14
CD3 77:8+£11.3 52.0+5.9% 60.4+12.8% 91.5£5.6% 96.6+2.9%
(Pan T) n=2 n=4 n=4 n=2 n=4
CD45R 22.2+11.3 48.0+5.9% 39.6x12.8% 8.5+5.6% 3.4+2.9%
(Pan B) n=2 n=4 n=4 n=2 n=4
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n=2 n=4 n=>5 n=2 n=4
CDh8 52.9+30.5% 13.6+7.2% 3.5+1.8% 0.94+0.9% 0.0£0.0%
n=2 n=4 n=5 n=2 n=4¢4
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