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Abstract: Hypoxic-ischemic encephalopathy (HIE) in neonates is caused by perinatal asphyxia; severe HIE is one of
the important reasons which can result in death during the newborn period and permanent neuropsychological handi-
caps. In recent years, with the deepening of the pathogenesis research on neonatal HIE, the treatment research is also in
constant development and progress, and brings new opportunity for the treatment of neonatal HIE. Now, we will review
the progress in treatment of neonatal hypoxic-ischemic encephalopathy.
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PR E FRIEK B F XA TT A K b S A7
RIFEH LA DIER . HI J5 & Fh &8 721K A
T AL T SIIG N, AT R AR b 22 O VR
BL92 [RI, AMJEIE A E SR A KN 7, AT

2L ML SRR, HmEEes RGThEE.

o, WAL (0 B AT 4 40 i A= A PR 7 (basic
fibroblast growth factor, bFGF). Jif & &AL E KK T
(insulin like growth factor, IGF). A4 -8 1
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VL AT Y, Rk, 0 U S DR kAT R il

NI ES A I T R B ERR, W] BLIA B TT ROR -

A, ZIW T AL TS SRt FE b B, J IR
AT HTAE L HIE 3R 4t 78 B K .
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system, CNS)A &40 NZR i, — B 23
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RITIER, AT R RS ELT. Ma S ks T
41l il (embryonic stem cell, ESCs)tE A #74: ki HIBD
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o AR, BEFEXDETE )L HIE SR LT ASET AR
SWAWIT, G T RS 7B, JTi
& T4 L RS FELATE 7C 10 BEOK SR BN A 42 R SR R
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