ERTECE TR ] P E S RILFEE Vol.16 No.9
2014 4F9 A Chin J Contemp Pediatr Sep. 2014
doi: 10.7499/;.issn.1008-8830.2014.09.022
ZEIR
» I _./:A / A /:. 3. LI§ ,_.
U5 S — Ak S IR R A e I 458 405
X R H13E"7 FR
(1w K mE —ERIUAE, Wil mE  610041;
2. FILERS B ARBEFTRETELEET, Wl KA 610041)
[HE] SRS SEH WML R g wm, kAT Bk LskE suntEies . 17558 —8E s

Fiff AR A B R A S RA AT A, S EON S RGN SR RN TR, I R .

P A — S A R A B R IA AR VR N RS SE 56 B PRI FH v R T — s IR e R AP . iR TS —

AL B AE TP AT 28 R G0 33K T S i AUl i i B 405 A A DG, R ER T 175 3 10— S Ak L5 T o 70 1 A e

SR MR AT 195357 SR (Y T 5 [ FEYARILRIZRE, 2014, 16 (9) : 962-967 ]
[KER ] B EAGE; —%2IbA; Ssmn iR

Inducible nitric oxide synthase and brain hypoxic-ischemic brain damage

LIU Hai-Ting, MU De-Zhi. Department of Pediatrics, West China Second University Hospital, Sichuan University,
Chengdu 610041, China (Email: liuhaiting9@163.com)

Abstract: Brain hypoxia-ischemia has been considered as critical factors in many human central nervous system
diseases, including stroke and neonatal hypoxic-ischemic encephalopathy. In brain hypoxia-ischemia processes, inducible
NO synthase (iNOS) is induced to produce excessive nitric oxide (NO) which leads to cascade reactions of inflammation
and neuronal death, deteriorating primary brain injury. Inhibiting iNOS expression has opened new perspectives in the
treatment of brain hypoxia-ischemia because iNOS inhibitor has been shown as a potent therapeutic agent. This reviews
focus on recent research achievements regarding the relationship between iNOS and ischemic-hypoxic brain damage and

the perspective of using iNOS inhibitors as therapeutic strategies for brain ischemic-hypoxic brain damage.
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