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Application value of plasma D-dimer level change in neonatal secondary pulmonary hypertension”
CHEN Bo,LI Guanghong s BAI Bo” ,LUO Huiling , HUANG Xueliang sLI Fei
Department of Neonatology , Huadu Hospital Affiliated to Southern Medical University/
Huadu District People's Hospital of Guangzhou sGuangzhou sGuangdong 510800 ,China

Abstract: Objective To study the value of plasma D-dimer level in neonates with secondary pulmonary
hypertension (PH). Methods A total of 106 children with PH admitted to the Department of Neonatology,
Huadu Hospital Affiliated to Southern Medical University/Huadu District People’s Hospital of Guangzhou
from June 2020 to May 2023 were selected as the research objects in observation group. They were divided into
mild PH subgroup (46 cases),moderate to severe PH subgroup (22 cases) ,and newborn with persistent pul-
monary hypertension (PPHN) and PH with pulmonary hemorrhage subgroup (38 cases). During the same pe-
riod,50 neonates without PH requiring assisted mechanical ventilation matched with the observation group in
gestational age.age in days at enrollment, gender, birth weight,delivery mode,underlying diseases and oxygen
therapy were selected as the control group. The plasma D-dimer level was detected by enzyme-linked immuno-
fluorescence method. The plasma D-dimer level and positive rate of each group were compared, the relation-
ship between plasma D-dimer level and pulmonary artery systolic pressure (PASP) was analyzed.
Results The levels of D-dimer in the control group, mild PH subgroup, moderate to severe PH subgroup,
PPHN and PH with pulmonary hemorrhage subgroup were (780. 91 + 362. 10), (1 839. 67 £ 863. 30),
(4 203.26+2 889.06) and (6 229, 383 061. 87)ng/mL respectively, the difference of plasma D-dimer level
in each group was statistically significant (F=66.172,P<0. 01), further pairwise comparison, the difference
of any 2 groups comparison was statistically significant (P<C0. 01). The plasma D-dimer level correlated posi-
tively with PASP (»=0.584,P<C0.01). The positive rates of D-dimer in the mild PH subgroup,the moderate
to severe PH subgroup,the PPHN and PH with pulmonary hemorrhage subgroup were higher than that in the
control group,the differences were statistically significant (P<C0. 01),but there was no statistically significant

difference on the positive rate between the subgroups in observation (P >>0. 05). Conclusion Plasma D-dimer
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can be used as a biochemical marker to determine whether neonatal secondary PH relates to intravascular ob-

struction.
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