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Expression of serum type B natriuretic peptide, vascular endothelial growth factor and transforming growth
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significance. YE Ju-heng ', XIE Ying ®, LI Jun ', TONG Ling ', ZHANG Chuan-shou . 1. Department of Cardiology,
Shenzhen People’s Hospital, Shenzhen 518020, Guangdong, CHINA; 2. Department of Cardiovascular Pediatrics, Shenzhen
Children’s Hospital, Shenzhen 518038, Guangdong, CHINA

[Abstract] Objective To investigate the expression serum type B natriuretic peptide (BNP), vascular endotheli-
al growth factor (VEGF) and transforming growth factor-3, (TGF-8,) levels in patients with congenital heart disease
complicated with pulmonary hypertension and its clinical significance. Methods A total of 86 patients with left to right
shunt congenital heart disease, who were treated in Shenzhen People's Hospital from January 2014 to June 2017, were se-
lected as the study group and according to the pulmonary artery systolic pressure (PASP) divided into the group A (PASP<
30 mmHg, n=20), group B (30 mmHg<PASP<50 mmHg, n=42), group C (PASP =50 mmHg, n=24). Another 80 healthy
people in the same period were selected as the control group. The levels of serum BNP, VEGF and TGF-, between the
study group and the control group and different PASP groups were compared, and the correlation between them and PASP
was analyzed. Results The serum levels of BNP, VEGF and TGF-3, in the study group were (236.76+75.43) pg/mL,
(403.32 + 89.87) pg/mL, (837.53 £102.25) pg/mL, respectively, which were significantly higher than corresponding
(88.36+26.73) pg/mL, (86.73+£22.45) pg/mL, (128.814+32.13) pg/mL in the control group (P<0.05). With the increase of
PASP, the serum levels of BNP, VEGF and TGF-8, increased, and the levels of serum BNP, VEGF and TGF-8, in pa-
tients with different PASP groups were statistically different (P<0.05). Pearson correlation analysis showed that the lev-
els of serum BNP, VEGF and TGF-f3, were positively correlated with PASP in patients with congenital heart disease
complicated with pulmonary hypertension (=0.684, 0.572, 0.521, all P<0.05), and the serum BNP, VEGF were positive-
ly correlated with TGF-, in patients with congenital heart disease complicated with pulmonary hypertension (r=0.512,
0.554, all P<0.05). Conclusion The serum levels of BNP, VEGF and TGF-f, are increased in left to right shunt con-
genital heart disease, and the three of them are positively correlated with PASP.
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(VEGF); Transforming growth factor-3, (TGF-))
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