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Effects of Ucf-101 on expression of Omi/HtrA2 in kidneys of postasphyxial neonatal
rats

HUA Bing, DONG Wen-Bin, LI Qing-Ping, FENG Zhi-Qiang, YU Hong, ZHAI Xue-Song, LEI Xiao-Ping. Department of
Neonatology, Affiliated Hospital, Luzhou Medical College, Luzhou, Sichuan 646000, China ( Dong W-B, Email : dongwen-
bin2000@ 163. com)

Abstract: Objective To investigate the expression of serine protease Omi/HirA2 in kidneys of postasphyxial
neonatal rats, and to study the effects of Ucf-101 on apoptosis and the expression of Omi/HtrA2 in these rats. Methods
Seventy-two neonatal Wistar rats of 7-10 days old were randomly divided into 3 groups: control, postasphyxial model, Ucf-
101-treated postasphyxial. The postasphyxial model was established by normobaric asphyxia. Expression of Omi/HirA2 was
determined with streptavidin-peroxidase immunohistochemistry 2, 24 and 48 hrs after asphyxia. Terminal deoxynuleotidyl-
mediated nick end labeling ( TUNEL) was used to ascertain the apoptosis of renal cells. Results Compared with the
control group, Omi/HirA2 expression in renal cells began to increase 2 hrs after asphyxia and peaked at 24 hrs. The
expression of Omi/HtrA2 in the Ucf-101-treated postasphyxial group was significantly lower than that in the postasphyxial
model group (P <0.01). TUNEL-positive cells began to increase 2 hrs after asphyxia and peaked at 24 hrs in the
postasphyxial model group when compared with the control group. The number of TUNEL-positive cells in the Ucf-101-
treated postasphyxial group was significantly lower than that in the postasphyxial model group at all time points (P <0.01).
Conclusions  The expression of Omi/HtrA2 in kidneys is increased in postasphyxial neonatal rats. The increased
Omi/HtrA2 expression may play an important role in the development of postasphyxial renal injury. Treatment with Ucf-101
can reduce the expression of Omi/HtrA2 in kidneys of postasphyxial neonatal rats and thus reduce renal tububar epithelial
cell apoptosis. [ Chin J Contemp Pediatr, 2010, 12 (8) :658 —661 |
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a: AL P <0.015 by 55 BATILEE, P <0.01; ¢; 55 EUF 2 h
M4, P <0.01; d: 5% HJ5 24 h [L#,P <0.01

2 B RAE A EAH TUNEL &
U8 T 290 M 2 R P A A5 A I ) A 8 A O
fii, AR RAEN B IX, DIl /IVE S e o 2R

2.3

+ 659 -



12 558 ) PR 5K IUF R E Vol. 12 No.8
2010 4£ 8 H Chin J Contemp Pediatr Aug. 2010

SEE 2 h B R FOTIR IR T 400,24 h BRALHCE N (P <0.05) o Ucf-101 £ 25 I [] i
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