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ABSTRACT Objective: To compare the difference of plasma vascular endothelial growth factor (VEGF) and transforming growth
factor 1 (TGF-B1) in in newborns with persistent pulmonary hypertension(PPHN) and healthy newborns, and to explore the application
val- ue of VEGF and TGF-B1 in the early diagnosis of PPHN. Methods: 30 cases of normal term newborns (control group) and 30 cases
of PPHN (observation group) were selected in our hospital from May 2014 to February 2016, the observation group was divided into mild
(n=11), moderate (n=11) and severe (n=8) according to the PPHN severity. The observation group was treated with routine treatment
(NO+high frequency oscillatory ventilation), enzyme linked immunosorbent assay (ELISA method) was used to detect the plasma VEGF
and TGF-B1 levels in control group and observation group before and after treatment, in the same time, tested the mean pulmonary artery
pressure (PAMP) levels in two groups, then analyzed the correlation of each indexes. Results: The levels of plasma VEGF, TGF-g1 and
PAMP in observation group before treatment were higher than the control group, the differences were statistically significant(P<0.05),
and those indexes in the observation group after treatment decreased significantly, compared with before treatment, the differences were
statistically significant (P<0.05). Linear correlation analysis showed that the levels of plasma VEGF, TGF-B1 were positively correlated
with PAMP respectively (1=0.744, r=0.765, all P<0.05). Conclusion: The levels of plasma VEGF, TGF-B1 are significantly increased,
which are correlated to the occurrence and development of the disease, and could be used for clinical disease diagnosis and evaluation of
curative effect.
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Table 1 Comparison of various indexes in the two groups

Groups VEGF(pg/mL) TGF-B1(pg/mL) PAMP(mmHg)
Control group (n=30) 394.55+ 22.36 730.56+ 31.34 17.23+ 2.12
Before treatment 623.90+ 41.37* 910.31% 67.21* 40.24% 4.12*
Observation group (n=30)
After treatment 405.53+ 24.81* 74522+ 34.11* 21.43% 2.56

Note: compared with the control group,*P<0.05; compared with the before treatment, * P<0.05.
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Table 2 Comparison of different degrees of PPHN patients in the observation group

Classification VEGF(pg/mL) TGF-g1(pg/mL) PAMP(mmHg)
Mild 450.11% 27.76 800.23+ 40.12 26.43+ 2.71
Moderate 580.76+ 32.18* 895.12+ 57.12* 51.12+ 3.45%
Severe 711.22+ 50.24* 972.11% 78.12% 67.12% 6.76*
F 120.441 20.724 185.062
P 0.000 0.000 0.000

Note: compared with mild patients,*P<0.05; compared with moderate patients, * P<0.05.
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