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Significance of miR-29a-3p and ELN expression in premature
infants with bronchopulmonary dysplasia”
XU Huafen ,FENG Qiong .1 Chunlei
(Department of Neonatology , Hainan Genernal Hospital s Hainan Affiliated Hospital of Hainan
Medical University , Haikou , Hainan 570311,China)

[Abstract] Objective To investigate the expression significance of microRNA (miR)-29a-3p and elastin
(ELN) in premature infants with bronchopulmonary dysplasia (BPD). Methods A total of 131 premature in-
fants in our hospital were divided into 34 cases in BPD group and 97 cases in non-BPD group. Real-time fluo-
rescent quantitative PCR (qRT-PCR) and enzyme-linked immunosorbent assay (ELISA) method was used to
detect miR-29a-3p and ELN on the 1st,7th,and 14th day of premature infants,and correlation,receiver operat-
ing characteristic (ROC) curve and multi factor analysis were carried out. Results Compared with the non-
BPD group,the mechanical ventilation time and oxygen inhalation time of BPD group were longer,the highest
oxygen concentration and nosocomial infection rate were higher,and the difference was statistically significant
(P<C0.05). On the 7th and 14th day after birth,the relative expression level of miR-29a-3p in BPD group was
higher than that in non-BPD group,and ELN level was lower than that in non-BPD group.,the difference was
statistically significant (P<C0. 05). With the passage of time,the serum miR-29a-3p level in BPD group gradu-
ally increased,and ELN level gradually decreased,and the difference was statistically significant at different
time points (P<C0. 05). Serum miR-29a-3p and ELN levels of premature infants in BPD group were negatively
correlated on the 7th day after birth (r=—0.571,P<C0. 05). The area under the curve (AUC) of serum miR-
29a-3p,ELN and their combination predicting the occurrence of BPD in preterm infants on the 7th day after
birth was 0. 863 and 0. 878,0. 949, respectively. MiR-29a-3p (OR =2.379,95%CI :1.582—3.576) and ELN
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(OR=0.837,95%CI:0.765—0. 916) were independent factors influencing the occurrence of BPD in prema-
ture infants (P<Z0. 05). Conclusion The detection of serum miR-29a-3p and ELN levels has early predictive

value for BPD.

[Key words] bronchopulmonary dysplasia; premature infants; microRNA-29a-3p;elastin; predictive val-

ue; prognosis
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