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Ve, SHER K S A E LB E A R E, 5k this study. Macrophages were isolated and infected with T.
MELBEERFBE LAEAERERER TR E gondii tachyzoites (type I, RH strain) expressing green {luo-
(ZHERKF), & 230032
2HMBEERARANFRTE CBRER LA EEXR
Sy E, B 2330303 group (macrophages infected with RH-GFP without treat-
3. i#i—ﬂ%:fl’vuiﬁﬂﬂﬂ”/\iL E.HE 2330305

4R MR R BB BT R BT, A B 2300615 ) o )
SABEAKLEBESE AT A b AT, b= fected with RH-GFP treated with different concentrations of

tachyzoites in mouse peritoneal macrophages was explored in

rescent protein (GFP). There were four groups: the control

ment, group A) and the other three groups (macrophages in-

100069 hypericin: group B, with 100 pg/mL; group C, with 200 pg/
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mL; and group D with 400 pg/mL). Tachyzoites were collected after 1 hour, 2 hours, and 3 hours of treatment. The infected
macrophages and the free parasites were observed under different concentrations of hypericin in various time intervals by fluo-
rescence microscopy and flow cytometry. The ultrastucture of tachyzoites was also observed by transmission electron microsco-
py. Compared with the control group, the number and fluorescence intensity of tachyzoites were gradually decreased in a con-
centration and time dependent manner under the experimental condition. The ratio of free parasites to those within macrophages
increased and reached the peak at the dosage of 400 png/mL on 3 hours after treatment. With the extension of treatment dura-
tion, it was found that tachyzoites showed swelling and deformed; apparent gap appeared between cell membrane and matrix;
more and bigger vacuoles were formed; the cell membrane became dissolved and disrupt, the inner structure overflowed. It’s
suggested that the inhibition of hypericin on intracellular proliferation of T'. gondii tachyzoites in macrophages is presented in a
concentration and time dependent manner in vitro,» meanwhile, a remarkable killing effect on free tachyzoites is also found.
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A: Mo X HE4L; B: 100 pg/mL Hy 41; C: 200 pg/mL Hy 41; D: 400 pg/mL Hy 4
Bl1 Hy/EA3hE&EA Mo HHEFERE(X1000)
Fig.1 Groups of macrophages with Giemsa staining 3 hours after the treatment of Hy ( X1 000)

2.2 RH-GFP R B WEgs R et
T 43 B AR 4l ) A e AT T RS T 2O R RS
EH OB T a6 - 2).,

E 2 RH-GFP KX EHIEEF (X400)
Fig.2 RH-GFP under the fluorescent microscope ( X 400)
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SIEHAE Mo RIS S (K 3) .

AT A] L

B3 RH-GFP B3 Mo(E—#MEF)EEERET(A),
FERAEFXET(B)(X400)
Fig.3  Macrophages infected with RH-GFP (the same
view) under normal light (A), under fluorescent
light (B) (X400)
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A: Mo+ T.gondii ¥ H4;B: 100 pg/mL Hy 41;C: 200 pg/mlL Hy 4;D: 400 pg/mlL Hy 41
WA E A _E R R R Y RH-GFP # Me; £ F L RACE T2 A RH-GFP
4 EFXWHAEHyER12M3IhEHBHEAFMELARLATURARKE (L) REITE(H)

Fig.4 Change of the ratio of the free RH-GFP and infected macrophages in different concentrations groups after

1, 2 and 3 hours shown in the flow chart(left) and the statistical chart(right)
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A APEER KT BRZ ; B: 400 pg/mL Hy YERH 1 h; C: 400 peg/mL Hy fEH 2 h; D: 400 pg/mL Hy fEH 3 h
5 HyEFARKMEEFEREHTL(ESHBE, X12000)

Fig.5 Ultrastructural alterations of T. gondii tachyzoites incubated with Hy (transmission electron microscopy,

12 000 X))
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