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Keywords

(APN) in bronchopulmonary dysplasia (BPD) by detecting the expression level of PBEF and APN in the plasma
of children with BPD. Methods: A prospective cohort study was used to select 86 premature infants with a
birth weight of less than 1 500 g for 28 to 32 weeks in the Neonatal Intensive Care Unit from March 2018 to
October 2019. Blood samples were collected at 1st, 7th and 14th d after birth, and the plasma PBEF and APN
concentration were measured by ELISA. According to the diagnostic criteria of BPD, the infants were divided
into a BPD group and a non-BPD group, including 32 cases in BPD group and 54 cases in non-BPD group.
Results: At 1st, 7th and 14th d after birth, the expression level of PBEF in both groups increased gradually. The
expression level of PBEF in the BPD group (96.72+15.54, 108.29+16.16, 119.40£16.23, respectively) was higher
than that in the non-BPD group (85.71£15.47, 93.91+12.00, 101.53+13.76, respectively) at each time point, and
the difference was statistically significant (P<0.05). At 1st, 7th and 14th after birth, the expression level of APN in
both groups increased gradually. However, the expression level of APN in the BPD group (60.99£9.86, 66.77+9.29,
83.05+10.96, respectively) were lower than that in the non-BPD group (67.13£7.37, 81.7048.25, 92.82+9.72,
respectively) at each time point, and the difference was statistically significant (P<0.05). The ROC curve analysis showed
that at 1st, 7th and 14th after birth, the area under the curve of APN respectively was 0.686, 0.867, and 0.744; the area
under the curve of PBEF respectively was 0.687, 0.751, and 0.774; when combing APN and PBEEF, the area under the
curve respectively was 0.777, 0.938, and 0.859. The predictive value of APN, PBEF, and APN combined with PBEF at
different time points for BPD was statistically significant (all P<0.05). Conclusion: The changes of plasma PBEF and
APN in the early stage of prematurity can provide an early prediction basis for the occurrence of BPD.

premature infants; bronchopulmonary dysplasia; pre-B cell colony-enhancing factor; adiponectin
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F1 HABEIGKREFELLE

Table 1 Comparison of clinical characteristics between the 2 groups

2051 n WIS/ BRI/ RIEE/ (%)) Ak /g 1 min ApgarPf-53* S min Apgarif-53*
BPDZH 32 18/14 29.78 + 1.01 23 (71.9) 1279.00 + 173.24 5.0 (5.0, 6.0) 6.0 (5.0, 7.0)
EBPDY 54 33/21 30.03 + 1.30 38 (70.4) 123450 + 157.87 5.0 (4.0, 6.0) 6.0 (4.75, 7.0)
t/Z/y 0.197 0.973 0.022 1.218 -0.468 -0.404

P 0.657 0.334 0.882 0.226 0.640 0.686

ARIEZS MR SORNY 2 Rl B G455

*The quartile range statistical results of non-normal distribution measurement data.

2 WARILEH APBEFLLE
Table 2 Comparison of PBEF at each time point between the 2 groups

2051 n H1R HTR 14K F p
BPD#H 32 96.72 + 15.54 108.29 + 16.16* 119.40 + 16.23* 29.924 <0.001
4EBPDZH 54 85.71 + 15.47 93.91 + 12.00* 101.53 + 13.76* 25.53 <0.001
t 3.184 471 5.441

P 0.002 <0.001 <0.001

HHIRILE, *P<0.05; SH7RILE, P<0.05,
Compared with day 1, *P<0.05; Compared with day 7, “P<0.05.

F3WHEEB LS RAPNLLE

Table 3 Comparison of APN at each time point between the 2 groups

20 51 n EADN EPN 14K F P
BPDZH 32 60.99 +9.86 66.77 + 9.29* 83.05 = 10.96* 60.041 <0.001
EBPDZH 54 67.13 +7.37 81.70 + 8.25* 92.82 +9.72% 193.651 <0.001
t 3.291 7.742 4293

P 0.001 <0.001 <0.001

SHIRHAL, *P<0.05; HH7RILEL, "P<0.05.
Compared with day 1, *P<0.05; Compared with day 7, “P<0.05.

%4 ZBTABPD5APN, PBEFHlogistic[E] 1= E!
Table 4 Logistic regression model of BPD, APN and PBEF at each time point

ity B Wald i P OR (95% CI)

1R
APN -0.106 10.514 0.001 0.899 (0.843~0.959)
PBEF 0.058 10.234 0.001 1.060 (1.023~1.099)
i 0.975 0.198 0.657 —

%7K
APN -0.275 16.273 <0.001 0.760 (0.665~0.868)
PBEF 0.111 11.711 0.001 1.118 (1.049~1.191)
i 8.587 4.703 0.030 —

W14 K
APN -0.097 10.640 0.001 0.908 (0.857~0.962)
PBEF 0.082 15.089 <0.001 1.086 (1.042~1.132)

8} -1.081 0.119 0.730 —
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35 APN. PBEFFUll E2#& % £ BPDHIROCH &1

Table 5§ ROC curve analysis of APN and PBEF predicting the occurrence of BPD in patients

=y AUC 95% CI SE P 15 {1 REUEE /% RS RE /%
APN
’%13& 0.686 0.567~0.805 0.061 0.005 65.5000 68.7 63.0
%79{ 0.867 0.786~0.949 0.042 <0.001 70.5600 71.9 94.4
EAVSN 0.744 0.640~0.849 0.053 <0.001 84.4800 53.1 85.2
PBEF
,Erﬁ 1K 0.687 0.573~0.800 0.058 0.004 88.9300 75.0 61.1
%73& 0.751 0.642~0.861 0.056 <0.001 103.9100 65.6 83.3
14K 0.774 0.673~0.876 0.052 <0.001 123.8500 46.9 98.1
APN + PBEF
%13& 0.777 0.671~0.883 0.054 <0.001 0.4722 62.5 88.9
%7% 0.938 0.889~0.988 0.025 <0.001 0.3566 90.6 85.2
H14K 0.859 0.776~0.942 0.042 <0.001 0.5399 68.8 92.6
100 ===~ APN+DPBEF - -+ APN+PBEF
90 + ettt ol -—.APN ---APN
80 : — PBEF — PBEE
§ 70 - Pl o — Identity § = Identity
B 60} ~=-' B
Z sof o g 2
ERET S Z
P30 e 3
20F|"
10
0 1 1 1 1 1 1 1 1 1

0 10 20 30 40 50 60 70 80 90 100
100-Specificity/%

El1 $1XKAPN, PBEFFill & X £BPDHIROCH] £k
Figure 1 ROC curve of APN and PBEF predicting the
occurrence of BPD in patients at the 1st day
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Figure 2 ROC curve of APN and PBEF predicting the

occurrence of BPD in patients at the 7th day
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Figure 3 ROC curve of APN and PBEF predicting the

occurrence of BPD in patients at the 14th day
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