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SUMMARY. The object was to investigate the effects of quercetin on hypoxic-ischemic injury (HI) in
neonatal mice and the mechanisms of action. Forty male C57BL/6J neonatal mice aging seven days were
randomly divided into 4 groups: a sham with normal saline group (SOS), a sham with quercetin group
(SOQ), a hypoxia/ischemia with normal saline group (IHS), and a hypoxia/ischemia with quercetin group
(IHQ). Then, 72 h after HI, mice were sacrificed to collect the brain tissues. The IL-1o and IL-6 concen-
trations were measured by ELISA assay in brain. The nerve cell apoptosis of mice brain were measured
by TUNEL assay. The IKK-p and NF-kB proteins expressions were measured by Immunohistochemistry
(IHC) assay. Area of infarction and cerebral damage were measured by Nissl staining. HIE induced neu-
ronal death and tissue necrosis. Compared with IHS group, neuronal death and infarction area were sig-
nificantly reduced in the IHQ group (P < 0.05, respectively). Compared with THS group, the IL-1a and IL-
6 were significantly depressed, and IKK-f/NF-kB pathway were significantly suppressed in IHQ group (P
< 0.05, respectively). In conclusion, quercetin improved HIE induced brain injury via IKK-g/NF-kB path-
way.

RESUMEN. El objetivo fue investigar los efectos de la quercetina en la lesion hipdxico-isquémica (HI) en rato-
nes neonatales y los mecanismos de accién. Cuarenta ratones neonatos C57BL/6J de 7 dias de edad se dividieron
aleatoriamente en 4 grupos: un grupo simulado con solucién salina normal (SOS), un grupo simulado de querce-
tina (SOQ), un grupo salino normal con hipoxia/isquemia (IHS) y grupo de quercetina con hipoxia/isquemia
(IHQ). Luego, 72 h después de HI, los ratones se sacrificaron para recoger los tejidos cerebrales. Las concentra-
ciones de IL-1a e IL-6 se midieron mediante el ensayo ELISA en el cerebro. La apoptosis de células nerviosas
del cerebro de ratones se midié mediante el ensayo TUNEL. Las expresiones de las proteinas IKK-f y NF-kB se
midieron mediante un ensayo de inmunohistoquimica (IHC). El 4rea del infarto y el dafio cerebral se midieron
mediante tincién de Nissl. HIE induce muerte neuronal y necrosis tisular. En comparacién con el grupo IHS, la
muerte neuronal y el drea de infarto se redujeron significativamente en el grupo IHQ (P < 0.05, respectivamente).
En comparacién con el grupo IHS, la IL-1a y la IL-6 estaban significativamente deprimidas, y la via IKK-f/NF-
kB se suprimi6 significativamente en el grupo IHQ (P < 0.05, respectivamente). En conclusién, la quercetina me-
jord la lesion cerebral inducida por HIE a través de la via IKK-B/NF-«xB.
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