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Fig. 1 A. HSV infection in the skin and mucosa results in the
local replication of HSV and the retrograde axonal trans-

port of the virus from the nerve terminal to the sensory
ganglia followed by the spread of infection in the ganglia.
Then the HSV in the ganglia causes lesions in the region in-
nervated by them and the virus in ganglia becomes latent
as the source for the reactivation in future.
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Expression of viral antigen in the sensory ganglion
(L4) of rat 10 days after cutaneous HSV infection

Fig. 1 B. Distribution of HSV antigen in the sensory ganglia 10
days after footpad infection with HSV®. HSV infection
spread about 70% of neurons in the ganglia as stained
brown thus HSV becomes latent thereafter. The latent HSV
in the ganglia becomes reactivated and cause recurrent le-
sions in the skin/mucosa innervated by the ganglia. Thus
HSV replicated in the ganglia becomes the source of HSV
reactivation after primary infection.
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Suppressive therapy for genital herpes is not a standard therapy in Japan
Kimiyasu Shiraki

Department of Virology, University of Toyama

2630 Sugitani, Toyama, Japan

It is important to learn the pathogenesis herpes simplex virus (HSV) and the difference between bacterial
and viral infection in order to understand the biology of HSV and the need of suppressive therapy. HSV in-
fection in the skin and mucosa results in the retrograde axonal transport of the virus to the sensory ganglia
and spread of infection in the ganglia. Then the HSV causes lesions in the region innervated by the ganglia
and the virus in ganglia becomes latent and supplier for the reactivation in future. Recent study shows the
possibility of reduction of reaction frequency by the reduction of the number of latent HSV genomes by the
acyclovir treatment of the primary HSV infection. Reactivation of HSV from the ganglia is inevitable and the
suppressive therapy alone is the standard way to suppress reactivation in patients with frequent reactiva-
tion. Suppressive therapy does not cause acyclovir-resistant HSV as suspected from the apprearence of drug-
resistant microbes in infection with bacterial and human immunodeficiency virus. The mode of HSV infec-
tion and the fidelity of HSV DNA polymerase render HSV infection exceptional to generate acyclovir-
resistance during suppressive therapy. Thus the suppressive therapy should be included as the standard
therapy for frequent genital herpes in the repertoire of the chemotherapy in Japan.



