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Analysis of sequencing of chorionic chromosome in 111 cases

of early embryo damage"
BAI Xiaoging sBAI Wei ,ZHOU Linshuang sCAI Wenpin®
(A f filiated Wenzhou Hospital of Traditional Chinese Medicine , Zhejiang University of
Traditional Chinese Medicine ,Wenzhou Zhejiang 325000,China)

[Abstract] Objective To investigate the distribution situation of chromosomal copy number variation in
the chorionic tissue of the patients with embryo damage and its possible influencing factors. Methods One
hundred and eleven cases of abortion chorionic tissue in the patients with embryo damage in this hospital from
April 2018 to October 2019 were selected to conduct the high throughput sequencing and statistics on the total
abnormality rate,chromosome number abnormality rate and copy number mutation anomaly rate, meanwhile
the differences of chromosome abnormality detection rate were compared between different age groups (=35,
<35 years old) and analyzed. Results Among 111 cases of embryo damage,33 cases(29. 73%) were normal
villi chromosome and 78 cases (70. 27 %) were chromosomal abnormalities,in which, 64 cases (82.05%) were
chromosome number anomaly,including 39 cases (60. 94 %) of trisomy,9 cases (14. 06 %) of mosaicism,8 ca-
ses (12.50%) of triploidy,1 case (1.56%) of tetraploid,6 cases (9.38%) of X chromosome deletion,and 1
case(1.56 %) of triploid with trisomy;among 14 cases (17.95%) of abnormal chromosome structures,inclu-
ding 8 cases (57.14%) of chromosome deletion, 1 case (7. 14 %) of chromosome duplication,and 5 cases (35.
71%) of chromosome deletion with duplication. Among 79 cases in the <35 years old group,there were 51 ca-
ses (64.56%) of chromosomal abnormalities and 27 cases (81. 82%) of chromosomal abnormalities among 33
cases in the =35 years old group,and the difference between the two groups was statistically significant(X* =
4,282,P<C0.05). Conclusion The chromosome number abnormality of pregnant women is the main cause of
early embyo damage,and the advanced age is a high risk factor for the embryo chromosomal abnormality.

[Key words] high throughput sequencing; embryonic cessation of development;villus;chromosome aber-

rations; copy number variations(CNVs)
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