" Apoptosis of mouse hippocampal cells Induced by Taenia crassiceps metacestode factor
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Human chused by oral ingmation of Toenia solium egge. Among the most [requently
neuroCysticeToais inlection ol the central nervous system (CH5)
ymptoms I'mlll-nlr.llu::ﬂﬂtmu ..:I saiures, headaches and neurclogical deficits. However, the neurological deficits caused by T. solium in humlnt:.:ll:' -E
been fully examined prestion . morsover, cognitive kmpairments may b much more prevalent than previously thought In pa
b . 08 it s ' low molecular woight fraction (metacestode factor (MF]) olated from

: da
PeuroCyticesTotis. ed that both T, crasskups infection an N
T ological damage, mainly extensive apoptosis, in mouse testis, ovary and spleen cells (Zepeda et 3

wecrelions crassirps metaces seviere histopath

2001a, b, ;:1:, Salano et al. mﬁmm that Buman neurocyilicercosis appears to be anodated with cognitive deficits, including memory Impa o

m'm irvetigate the i'ﬂﬁmn!nt of memory-ralated areas in neurocysticercosis are needed. The purposs of the pretemt research was to study the effects lﬂ'
infection of mice with T crossiceps metacestodes and of the subcutaneous inoculation of mice with T crassiceps MF an hippocampal colly, 2 a m:fﬂ

human cysticercosis. We hypothesized that the cellular death [apoptosis) induced by the T, crassioeps MF would oecur in regions involved In some forms of learning

memory, and othar hippocampal hunctions, which would provide new insight Inta the neurclogical deficits ohisrved In human nedrocysticeroogls,
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[ Einiats CONCLUSION
T These redults suggest that the intraperitoneally injected metacestodes may have secreted ME Inta the peritoneal
E cavity, then MF migrated via the bloodstream and induced the sbeereed unspecific, genaralized apoptosls of
o 251 hippocampal cells and cells in other neighbouring areas. Almast all of the cells in the three layers of the dentate
o gyrus appeared to be alfected, as were many of the cells in the CAL, CA2 and CA3 reglons of the hippocampus fram
4 both experimental groups. More studies are needed to establish fully the molecular structure of the T crodsiceps
0 4—c=2 MF and to determine how It induces apoptosis of several cellular linsages, Future studies should also confirm
c i MF whether the apoptosis of hippocampal cells that was observed here lpads Lo neurological deficits in learning,
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mgmory and hﬁ%_wlnu. among others. Additional regions to those observed here (thalamle nuchel] must be stuehiid
to determing whether other neurological Tunctions are altered. Also, it will be necessary 1o cariy out studes in
male mice lo determine whether T crasticeps MF |3 produced In them and whether this fraction induces thqm

pathology as ﬂﬁm in female mice.
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i the confocal microscopy



