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Abstract

Immune preauricular and submandibular lymph node cells were obtained from BALB/c mice,
which had been sensitized with herpes simplex virus type 1 (HSV-1) subconjunctivally. These immune
cells were treated with anti-Lyt 2.3 antibody plus complement, anti-L3T4 antibody plus complement or
complement alone and were transferred to syngeneic BALB/c nude mice by an intravenous route. Two
hours later, HSV-1 was inoculated in the scratched corneas of the nude mice. On the 7th day
post-inoculation, eye balls and trigeminal ganglia were removed from the nude mice, and assayed for
the virus. Adoptive transfer of the immune local lymph node cells inhibited the virus proliferation in
the eye balls and prevented viral spread to the trigeminal ganglia. The inhibitory effects against viral
replication was reduced by the depletion of Lyt 2.3 bearing cells or L3T4 bearing cells. These findings
demonstrate that both Lyt 2.3 bearing cells and L3T4 bearing cells play a role in preventing viral
propagation in murine HSV-1 keratitis. (Acta Soc Ophthalmol Jpn 92 : 1461—1465, 1988)
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