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Prenatal diagnosis and clinical analysis of 13 cases of fetal megabladder Y/ Feng-mei, FENG Zong-hui, CHEN
Yan, et al. Antenatal Diagnostic Centre, Huaihua Maternal and Child Health Care Hospital, Hunan 418000, China
[ Abstract |

From March 2016 to June 2019, 13 cases of pregnant women with fetal megabladder were collected for clinical data e-

Objective To explore the prenatal diagnosis and clinical evaluation of fetal megabladder. Methods

valuation, including ultrasonic diagnosis of fetal megabladder, genetic consultation, prenatal diagnosis and so on. Ul-
trasound was reexamined every 3 ~4 weeks until delivery. Results Ten cases were diagnosed at 11 ~ 14 weeks of
gestation and three cases at 15 ~39 weeks of gestation. Eight cases were performed prenatal diagnosis among whom 2
cases had chromosome karyotype abnormalities, including 1 case of trisomy 18 and 1 case of trisomy 13. The gene
microarrays of 2 cases were found with unknown pathogenicity in some gene fragments. In 1 case with normal karyo-
type and gene microarray, the missense mutation of ACTG2 gene, c.769C >T, was found to be pathogenic variation
by whole exome gene sequencing. Among the 13 cases, 7 cases were diagnosed with double hydronephrosis and ure-
teral dilatation by ultrasound, while the remaining 6 cases were associated with other abnormalities, such as cervical
hydrocystic tumor, midgut hernia, systemic skin edema, hydrocephalus, evagination of viscera, single ventricle, and
absence of radius on one side. Among the 13 fetuses with large bladders, labor was induced in 11 cases among whom
5 cases were followed up until receiving directly induced labor in the middle pregnancy, and pathological diagnosis
was performed on 3 cases, including 1 case with prune-belly syndrome,1 case with urethral atresia and 1 case with
posterior urethral valve. Two fetuses were retained in pregnancy by their mothers until they were born. After the birth
of the 2 fetuses, ultrasound and cystoscopy confirmed that they had posterior urethral valves. After the posterior ure-
thral valve ablation, they could urinate normally. Conclusion The prognosis of fetal megabladder is poor. Prenatal
ultrasound and prenatal diagnosis are helpful to clarify the causes of fetal megabladder, which is of great significance
for clinical case analysis and reproductive guidance.

[ Key words] Megabladder; Prenatal ultrasound;

Prenatal diagnosis; Clinical analysis
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