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[Abstract] Objective To study the clinical value of G banding karyotype analysis and CMA in prenatal
diagnosis of congenital abnormalities of the urinary system. Method A retrospective study of 134 cases of
fetal urinary tract abnormalities by prenatal ultrasonography and performed by G banding karyotype analy-
sis. Results (D134 cases of urinary system abnormalities, 128 cases of normal fetal chromosome; 2 cases
were abnormal, were 46, XY, del (21) (qter-pl1), 46, XY, der (22) t (Y, 22) (Ql1; ql3.3), 4 cases

of chromosome polymorphism and abnormal rate of chromosome is 1. 50% (2/134). @Results of 30 cases
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of CMA were successfully analyzed. In 19 cases, the results were normal. 11 cases of CNVs were detec-
ted, and the detection rate of CNVs was 36. 7% (11/30). @Of 11 patients with CNVs, 20% (6/30) con-
sidered benign CNVs, and 16. 7% (5/30) were pathological CNVs. @ According to the prenatal ultrasonic
results, 30 cases of urinary abnormalities were divided into solitary urinary abnormalities (24 cases) and u-
rinary abnormalities associated with other abnormalities (6 cases). ® This study detected 1 cases of newly
diagnosed 17q12 deletion syndrome, which overlapped with RCAD, and contained HNF1pggene closely re-
lated to renal development. Conclusions The incidence of chromosomal abnormalities in the abnormal fetus
of urinary system was 1. 50%. The urinary system abnormalities were detected by CMA, but the normal

karyotype of fetal CNVs was 34.5%, 16. 7% of which were pathological CNVs, and CMA could signifi-

s
7

i

cantly improve the diagnostic rate of hereditary diseases.
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