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Neuroprotective effect of cerebral tissues after ischemia through downregulation of CKLF1 and its mechanism in SD Rats
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[Abstract] Objective To investigate the neuroprotective effect of inhibition of chemokine—like factor 1 (CKLF1) on the cerebral
tissues after focal ischemia and its mechanisms in rats. Methods One hundred and ten rats were randomly divided into 5 groups of 22
animals each, i.e. sham operation group, model group, low, middle and high dose of CKLF1 antibody— treated groups (they were
experimental groups 1, 2 and 3 respectively). The focal cerebral ischemia model was made in all the groups except sham operation group.
Longa scale was used to assess the neurological defect in the rats. The survival rates of hippocampus neurons were detected by Nissl
staining technique. The levels of LC3— Il and caspase3 mRNA and protein expressions in the hippocampus tissues were determined
respectively by immunohitochemical technique, real-time quantitative PCR and Western blotting. Results Longa scale scores were
significantly higher in the model group than those in experimental group 1 (P<0.05), which were significantly higher than those in
experimental group 2 (P<0.05), which were significantly higher than those in experimental group 3 (P<0.05), which were significantly
higher than those in sham operation group (P<0.01). The survival rate of hippocampus neurons was significantly higher in the sham
operation group than that in the experimental group 3 (P<0.05), which was significantly higher than that in the experimental group 2 (P<
0.05), which was significantly higher than that in the experimental group 1 (P<0.05), which was significantly higher than that in the
model group (P<0.05). The level of LC3— Il expression in the hippocampus tissues in the model group was highest and in the sham
operation group was lowest. CKLF1 antibody inhibited the LC3 expression in the hippocampus tissues in a dose—dependent manner. The
levels of caspase3 mRNA and protein expression in the hippocampus tissues were highest in the model group (P<0.05) and were lowest
in the sham operation group (P<0.05), and CKLF1 antibody inhibited their expressions in a dose—dependent manner. Conclusions It is
suggested that the inhibition of CKLF1 expression has a neuroprotective effect on the cerebral tissues in rats with focal ischemia and this
neuroprotective effect may be fulfilled through the inhibition of caspase3 signaling pathway.
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