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[Abstract] Objective
endothelial growth factor (VEGF) protein and mRNA in lung tissue of premature rat model of the new type bronchopulmonary
dysplasia (BPD). Methods
premature rats by cesarean delivery on the 21th day of gestation were divided into 5 groups: PBS+ air group, PBS + hyperoxia

To investigate the effects of recombinant human erythropoietin (rhEPO) on the expression of vascular

Lipopolysaccharide (LPS) or PBS was injected into 60 pregnant rats on the 15th day of gestation. The

group, LPS+ hyperoxia group,PBS+ hyperoxia+rhEPO group, LPS-+ hyperoxia-+rhEPO group. In rhEPO intervention groups,af-
ter 6 h exposure to hyperoxia,rthEPO (1 200 IU/kg) was administrated subcutaneously,once every other day for 7 times. The sur-
vival rate,body weight,lung weight and lung weight/body weight ratio and pathological changes of lung tissue were observed, the
expression levels of VEGF protein and mRNA in the lung tissue were determined by Western blot and RT-PCR at the 1st,7th and
14th day after hyperoxia exposure. Results Compared with the PBS+air group, the survival rate and body weight were decreased,
the lung weight was increased, the lung pathological damages were more serious, the expression levels of VEGF protein and mRNA
in lung tissue were decreased after hyperoxia exposure. These changes were more notable in the LPS+hyperoxia group (P<C0. 05).
The lung weight/body weight ratio showed an increasing tendency (P>>0. 05). The above indexes were improved after rhEPO in-
tervention (P<C0. 05). Conclusion rhEPO could increase the survival rate and produce certain intervention and treatment effects by
regulating the VEGF relative pathway in BPD model rats.
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514 (£ E Invitrogen 22 A,
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6 h J5FFIR5E 1 A T d 4 rhEPOL A& 1 200 1U/kg, b
KIW.FH7&,

1.2.4 AL AMLEE % LR ARTRBFERE 1.
TO14 d Ay A B 8 HL LA 5% sk A A I BT OB 5
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4390 B2 B 4 28 8 B . v kiR (BCAD 3 HEAT 8 A R 8
i, R Western blot £l fili 4127 VEGF & [ 35 K F . 78
52 R T2 ROt I L B R AT as . IEMEA
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K 1d K 7d 414 d
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ANEER JULEL fp‘i‘%(%) AREER JULHL Eﬁ;ﬁ(%) JUL L JULHL ﬁi(%)
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LPS+ % +rhEPO 41 0.6240.23” 1.0040.16*4  1.0440.16" 4
F 2.583 15. 630 21.731

P 0.054 0.000 0.000
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BPD B & WF5E B9 2 — 210 EPO ] 5 38 I A% P9 B 4 Jif 434
FEAN AT AL . EPO il i 4 T8 s/ A5 A ot B e
J2 Hi R 41 it Cendothelial progenitor cells, EPCs) # 3l . ) 5 % 5l
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