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ABSTRACT: Cerebral ischemia is one of the important causes of disability and death among adults. The lack of effective treatment
and drugs are the predominant cause of disability in Cerebral ischemia. L-arginine is not only a nutrient, but also has many unique
physiological and pharmacological effects. It is an essential amino acid in preterm infants and under severe stress. It can maintain
nitrogen balance and normal physiological function. Arginine is the precursor of polyamine synthesis. Arginine metabolism also produces
highly reactive nitric oxide (NO). The changes of arginine metabolism and its metabolites have a variety effects in Cerebral ischemia,
such as mitochondrial damage, calcium imbalance, blood brain barrier damage, etc. This review summarized the role of arginine and its
metabolites in the pathological process of Cerebral ischemia. Further research and discussion of its dual functions of injury and protection
will provide a new strategy for the prevention and treatment of Cerebral ischemia.
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{5t Ifi. F5-7 ( Cerebral ischemia-reperfusion, CI/RP ) 153 i it R hE
ARIE—IEBALH, K IRTT 23T 5 FITE & R 288 hE SRR
it i > i AR ) e w03 J5 Ak 2 B b RS E R AR R 2
A HEZEMIRES SRS TR iR . KGR Z
PLZC TN M2 (L-Arginine, L-Arg)JERAFTE . BRAUAZ TG
PEPI T CHNILRR 22 B — A RSE ) B G BURITAAR o R 2R il ik
LRIt R A E T, Wi 45 8 S Ak i B e 1 A
Tl ARG FBAR BN, &SRS % TR R
F0 7R P 3 2 A S AR D s DR 2 (A s i o O T e
JRE REAE )5 Y PN R T e SRS, DA T e 35 20 K A8 Ak Al i P
TEBET, W aBR ™) 2 1 B — A Ak & (Nitric oxide, NO)
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7oA NO ) RRIEY . — B ILE S B (Nitric oxide synthase,
NOS) 7 i JR Y5 1T (Nicotinamide adenosine denucleotide hy-
dro-phosphoric acid, NADPH ) , US4 4 A 45 2 558 Al D
1k L-Arg 2 5 5 TR 1Y NO ik, 510 i 248 55 RUvE
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SRS DK S B Dk B R A, 2377 A e Wi L 52403 9 B AR
i MR 2 3 B LS A Ak e MR AR ™ D3 A, TR T M
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42 NO HH1EH
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