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Abstract: [ Objective] To investigate the role of host immune system in the pathogenesis of encephalitis induced by
Angiostrongylus cantonesis (A.C.) infection.[Methods] The definitive hosts of A.C. are rats and the intermediate hosts are
mice. SD rats and BALB/c mice infected with A.C. were used to observe the changes of central immune organ thymus and
peripheral immune organ spleen after 21 days of infection. Flow cytometry was used to detect the changes of cell subtypes
in the thymus and spleen of rats and mice [Results] After 21 days of infection with A. C. in rats, there was no obvious

change in the appearance of spleen and thymus gland, and no obvious change in the thymus cell total count and in the
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proportion and number of thymocyte subtype cell (CD4'T, CD8'T, CD4'CD8'T and CD4 CD8T cells) between control
groups and infected groups were found (P>0.05) ; The proportion and number of CD4'T cells in spleen was increased (P=
0.016; P=0.023) , while the change of CD8'T cells was not obvious (P>0.05). After 21 days of infection, the spleen and

thymus of mice were severely atrophied, the total number of thymus cell was decreased sharply (P<0.000 1) ; The propor-
tion and number of CD4'CD8'T cells were decreased obviously (P<0.000 1;P<0.000 1) ; Infection resulted in a decrease in
the total number of mononuclear cells in the spleen of mice (P<0.000 1) ; The number of CD4'T cells and CD8'T cells in

spleen was increased (P<0.000 1; P=0.003 8).[Conclusions] A. C. infection severely suppressed the immune system of

mice, but had little effect on rats. A.C. infection induced immunosuppression in the host, in turn reduced the ability of the

host to clear and resist parasites, which may be an important mechanism of immune escape of parasites. This study re-

vealed that the immune system plays an important role in the pathogenesis of encephalitis caused by A.C. infection, which

provides a new idea for the prevention and treatment of encephalitis caused by A.C. infection.
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A: Thymus images of rats; B: Spleen images of rats; C: Statistical data of thymus index [(mg/g, thymus weight (mg)/rat weight (g)] and spleen index

[(mg/g, spleen weight (mg)/rat weight (g)] of rats. n = 5/group, dpi: day post infection, NS: P >0.05.
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Fig.1 Effects of A.C. infection on the morphology of thymus and spleen in rats
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A : The subtypes of rat thymocytes subsets (CD4*T, CD8*T, DN and DP) were detected by flow cytometry; B: Statistical data of the percentage and

number of thymocyte subtypes (n = 5); C: Changes of spleen cell subtypes were detected by flow cytometry ; D : Statistical data of the percentage and num-

ber of splenocyte subtypes (n = 5). DP: CD4*CD8* double positive T cells; DN: CD4 CD8~ double negative T cells; dpi: day post infection. 1)t=3.052, P=

0.016; 2)1=2.795, P=0.023;NS: P >0.05.
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Fig. 2 Effects of A.C. infection on cell subtypes of thymus and spleen in rats
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A: Thymus images of mice; B:Spleen images of mice; C: Statistical data of thymus index [(mg/g, thymus weight (mg)/mice weight (g)] and spleen in-
dex [(mg/g, spleen weight (mg)/mice weight (g)] ,» = 5; D : Changes in the number of total thymus cell count (n = 5). dpi: day post infection. 1)
1=10.08, P<0.000 1; 2) 1=2.795, P<0.000 1; 3) 1=22.04, P<0.000 1; 4) 1=22.34, P<0.000 1.
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Fig.4 Effects of A.C. infection on cell subtypes of thymus and spleen in mice
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A : Brain mononuclear cells were detected by flow cytometry ; B: Statistical data on the number of brain mononuclear cells, n = 5. dpi: day post infec-

tion. 1)¢=21.55, P<0.000 1; NS: P >0.05.
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Fig. 5 Effects of A.C. infection on brain mononuclear cells in rats and mice
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