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The cryopreservation of embryos has been
shown to induce an increase of aneuploidy and
malformed fetuses. This study was undertaken
to investigate the effect of vitrification on
embryonic development using the sister chromatid
exchange (SCE) frequency after exposure to
cryoprotectant and vitrification of mouse zygotes.
Mouse IVF zygotes were vitrified by EFS40
(40% ethylene glycol, 30% Ficoll and 03 M
sucrose in phosphate buffered saline containing
10% FBS). After mouse zygotes were exposed
to EFS40 for 30 sec. at 25C, they were
immediately plunged into LN; or cultured for
test of cryoprotectant toxicity without freezing.
After thawing, survival rates to the 2-cell stage
of zygotes exposed to or vitrified in EFS40
(98.5%, 952%) were not significantly different
compared with that of control (100%). However,
the developmental rates upto blastocyst and
hatching blastocyst in vitrified groups (66.7,
50.0%) were lower than those of control (93.9,
(940, 788%). The
vitrification and exposure to
cryoprotectant on the in vitro development of
mouse zygotes was assessed by the SCE
frequency. The SCE frequency in exposed (20.2
* 2.1) or vitrified embryos (214 = 32) was
higher than that in control embryos (168 * 15).
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These results suggest that the frequency of
SCE was increased after cryoprotectant exposure
or vitrification although levelopmental rates of
zygotes  upto and/or  hatching
blastocysts were not affected by cryoprotectant.
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