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[ Abstract] Objective To investigate the effect of TLLR4 on the volume and expression levels of Nrf2 and
HO-1 in acute cerebral infarction rats. Methods The changes of behavior, infarct volume, Nrf2 and HO-1 ex-
pression levels between model group and TAK-242 group were compared after acute cerebral ischemia. The
Morris water maze test was used to compare the recovery of learning function after injury among different
groups, and the changes of infarct volume among different groups were compared with TTC staining, and the
changes of Nrf2 and HO-1 expression levels among different groups were compared by immunohistochemistry
and Western Blot. Results Compared with the sham group, the latency of the model group and the TAK-242
group was prolonged and the number of crossing platform decreased, while the latency of the TAK-242 group
was significantly shorter than that of the model group (P<C0.05), and the number of the TAK-242 group
crossing the platform was significantly more than that of the model group (P<C0. 05). The volume of cerebral
infarction in TAK-242 group was significantly smaller than that in model group (P<C0.05). Nrf2 and HO-1
were mainly expressed in neuronal cells and astrocytes, and the expression levels of Nrf2 and HO-1 in the
sham operation group were significantly lower than those in the model group and the TAK-242 group. At the
same time, the expression levels of Nrf2 and HO-1 in the TAK-242 group were significantly higher than that in
the model group. There was significant difference in the expression levels of Nrf2 and HO-1 among the three
groups (P<C0.05), and the expression levels of Nrf2 and HO-1 in group TAK-242 were significantly higher
than those in the model group (P<C0. 05). Conclusion The intervention of TLR4 specific inhibitor - TAK-242
could significantly improve the neural function of acute cerebral ischemia injury in rats, reduce the infarct vol-
ume, and promote the expression levels of Nrf2 and HO-1 in neurons and astrocytes.
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