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[ Abstract] Objective To investigate the effects of the extracellular polysaccharides (EPS) isolated
from mangrove forest Paecilomyces lilacinus on the expression of NF-kB in HSV-1 intracranial infection mice
brain tissue. Methods Except for the negative control group, the other groups were intracranially injected
with virus for constructing the HSV-1 intracranial infection model. The experiment group was given the low
dose, middle dose and high dose EPS intervention, the medication control group used the acyclovir interven-
tion, the viral control group and negative control group used the normal saline intervention. The injection con-
secutively lasted for 7 d. Then the mice lesions and death were observed in each group. The expression level of
brain tissue NF-kB was detected by the immunohistochemical technique and the expression level of NF-«B
mRNA was detected by RT-qPCR. Results Except the death rate in the viral control group was significantly
higher than that in the negative control group, there was no significant difference among the other groups
(P>>0.05). The immunohistochemistry and RT-qPCR found that compared with the viral control group,the
expression of brain tissue NF-«kB in the experiment group had some degrees of down-regulation,in which the
down regulation in the high dose EPS group was most significant (P<Z0. 05) ,and the down regulation in the

low dose and middle dose EPS groups was unobvious (P >>0. 05). The NF-«kB expression level had significant
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differences in the low dose and middle dose EPS groups compared with the negative control group (P<C0. 05),while

no significant the difference was found between the high dose EPS group and negative control group (P >

0. 05). Conclusion EPS from mangrove forest Paecilomyces lilacinus may be a potential candidate for inhibi-

ting NF-«kB expression in mice brain tissue with HSV-1 infection with a dose-dependent manner.
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