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To investigate the effect of host GPl, we observed the infection of 7. gond// to the GPl-anchor
deficient mutant mammalian cell. Wild or mutant cells were infected with 7. gond// and compared the
infectious rate. Surprisingly, 7. gondii infected to the mutant cells 2-3 times more than wild-type
cells. This result suggests that GPI-anchor (or anchored proteins) plays a role to inhibit the infection
by 7. gondii. To identify the inhibition mechanism, we investigated the invasion, proliferation, and
egress by 7. gondii/ to the GPl negative mutant cells. We could not find any differences in the invasion
and egress step between wild-type and GPl mutant cells. On the other hand, the proliferation inside
the GPI-deficient mutants increased significantly. This increase was observed only at the late stage
in the infection (from 24h after infection). Further, because it is known that 7. gondi// can bring the
host mitochondria to its PV, we compared this activity between the mutant and complemented host cells.
I. gondiiclearly recruited the host mitochondriamore in GPl-deficient mutant cell than wild-type cell.
We next focused on the rhoptry proteins which might cause the recruitment of mitochondria and ER. These
proteins are injected from the parasite into the host cell as a special vesicle, called evacuole. So,
our result might cause by the difference for the formation of evacuole. We compared the evacuole formation
by the staining with ROP1 or ROP16 as the marker. As a result, GPl-deficient mutant was clear |y enhanced
the injection of evauoles compared with complemented clone. Now, we are analyzing the mechanism of the
inhibition of this mutant cell in detail.




