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Protective Effects of Nerve Growth Factor
on Hypoxic - ischemic Brain Damage in Neonatal Rats
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Abdtract : Objective To explore the protective effectsof nerve growth factor (N GF) on hypoxic - ischemic brain
damage (HIBD) in neonata rats. Methods Forty 7-day postnata rats were randomly divided into N GFtreated (n =
16) , control (n=16) and sham surgery groups (n=8) . Immediately after hypoxic-ischemic (HI) injury, 100 U N GF or
normd saline lution was inected intrgperitonedly ; the sham surgery group was not injected. The efects on body
weights, macro- and microsoopica changes were then assessed. The efect on goptoss of neurons was observed by
terminal deoxynucleotidyl tranferase mediated dU TPbiotin nick end labeling (TUNEL) saning. Results  The
increased body weight in the N GF treated-group was sgnificantly higher than that in the control group [ (4.16 £0.24) g
and (2.86+0.17) g, repectivdy ( P <0.01)]. The average number of podtive cdls in the left hippocampus and
cortex in the N GFtreated group at 24 h after HIBD were much lower than thosein the control group (199. 75+ 19. 61 vs
285.50+32.67, 182.75 + 19.12 vs 271.00 + 28. 36, repectivdly, P <0.01). At 48 h ater HIBD, they were d
much lower than those in the control group (77.75 + 15.76 vs 106.50 + 16.96; 82.50 + 19.15 vs 122.75 + 16. 56,
repectivdy, P <0.01). Conclusions It is suggested that intrgperitoneal administration on N GF hasprotective efects
on neurona gpoptoss asociated with hypoxic-ischemic injury.
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Table 2 Average number of podtive cdls by
TUNE. ganingintheleft brain at 24 h &ter HI irjury

(x %s)

(

/3000 )

- 8 285.50 +32.67 271.00 +28.36
- 8 199.75+19.61°% 182.75+19.12%
a P <0.01
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Table 3 Average number of postive cdls by
TUNEL ganingin the left brain at 48 h ater HI irjury

(x %s)
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- 8 106.50 + 16. 96 122.75+16.56
- 8 77.75+15.762 82.50 +19.15%
a P <0.01
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