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[Abstract] Objective To investigate the etiology ,pathogenesis, clinical manifestations and prognosis of
fetal persistent bradycardia. Method A retrospective analysis fetuses with persistent bradycardia identi-
fied by M-modeand pulsed Doppler echocardiography in genetic medical center between January 2014 and
May 2019. Results A total of 17 fetuses were found bradycardia. 7 fetuses were found to have cardiac
malformation combined with bradycardia(41% ), of whom 6 fetuses were terminated, only one fetal have
birth, now 2 years old without abnormalities. Sinus bradycardia without cardiac structural abnormalities
was noted in 4 fetuses(24 %), Among them, 2 fetuses whose mother showed anti-SmD1, 1 fetal of whose
mother had a history of hypothyroidism, 3 cases were normal after birth, and 1 case was terminated.. 6
cases was atrioventricular block (35%),of which 3 cases were positive for maternal anti-ANA spectrum
(50%); 2 fetuses (one of which was monochorionic double amniotic sac twins) after birth pacing. There
was no abnormality in the case, and 1 case was not treated. During the observation, the heart rate of the
child was more than 60 times/min, now 4 years old; 2 cases were lost to follow-up. Conclusions The
prognosis of patients with severe cardiac malformation with bradycardia is poor. The fetuses without cardi-
ac malformation and other abnormal bradycardia are better after birth and may be related to maternal anti-
SmD1 positive; fetus with atrioventricular block Part of the body needs to be treated with pacemaker after
birth. The fetal atrioventricular block is not only related to the maternal autoantibodies, but also to the
susceptibility of the fetus itself.
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