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[Abstract]  Objective Based on the prenatal diagnosis of ultrasound and placental pathology, the
similarities and differences between hydatidiform mole triploid and non-hydatidiform mole triploid were
compared, so as to provide a basis for the diagnosis and treatment of this kind of disease. Methods A
retrospective analysis was conducted on 27 cases of triploid syndrome that were confirmed by histological
and chromosome karyotype or chromosome microarray analysis at the Third Affiliated Hospital of
Guangzhou Medical University from January 2014 to June 2023. Cases were categorized into two groups:
11 cases with hydatidiform mole triploid and 16 cases with non-hydatidiform mole triploid. Their clinical
features. serological markers, ultrasonography features, and genetic test results are all compared and
thoroughly analyzed. Results (1) Clinical characteristics and complications: Maternal basic characteristics
including age, gravidity. parity, gestational age at diagnosis, gestational age at termination, vaginal
hemorrhage, and the prevalence of hypertensive disease affecting pregnancy were not significantly different
between the two groups. The median peak value of serum hCG in non-hydatidiform mole triploid was
lower than that inhydatidiform mole triploid [ 225000mIU/ml vs 23039mIU/ml (P = 0. 000)], with
statistically significant difference (P<C0.05). (2) Imaging features: Compared with the hydatidiform mole
triploid, the fetal ultrasound of the non-hydatidiform mole triploid often presented with asymmetric growth
restriction, and the placenta was mostly normal and small, while the former placenta was mostly
associated with cystic lesions, and the fetal growth restriction was mostly symmetrical, but both of them
would have similar structural malformations and soft markers (such as single umbilical artery, echogenic
cardiac focus, NT thickening, etc. ), chromosome karyotypes were mostly 69, XXX or 69, XXY, and the
difference was not statistically significant. (3) Triploid structural abnormalities: Non-hydatidiform mole
triploidy was mainly characterized by skull deformities, facial and limb structural deformities, including
the entire forebrain, syndactyly, clubfoot, cleft lip and palate, spina bifida, etc. While, hydatidiform
mole triploidy was mainly characterized by skull deformities and abdominal wall deformities. Considering
the limited sample data, only a proportional description is given. Conclusion Triploid syndrome is often
associated with multiple fetal structural malformations. However, there was no significant specificity
between different types of triploid in the early ultrasound findings and placenta pathologies. Compared
with non-hydatidiform mole triploid, the serum hCG peak value of hydatidiform mole triploid is
significantly higher, and with relatively severe prenatal complications. Prenatal ultrasound assessment,
genetic tests, combined with maternal serological results are helpful in distinguishing two type of triploid.
[Key words] Hydatidiform mole triploid; No-hydatidiform mole triploid; Prenatal diagnosis; Placental

pathology
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