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Short term high-fat diet feeding alleviates the cognitive
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Abstract: This study was designed to test the effect of short-term high-fat diet feeding on the cognitive
impairment in a rat model of Alzheimer's disease. After establishment of Alzheimer's disease model, the rats
were fed on a high-fat diet, and subjected to water maze (Morris water maze, MWM) behavioral test for learning
and memory ability. Western blot was used to detect the expression of caspase-1 pathway. The results showed

that short-term high-fat diet could alleviate the damage of okada acid in Morris water maze. The mechanism
may be mediated by the regulation of the NLRP3/caspase-1 signaling pathway, which alleviates neuronal damage,

resulting in a protective effect.
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Figurel Designof theexperiment. HFD: High-fat diet; MWM: Morris water maze
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Figure4 HFD reduced the high phosphorylation of Tau (S396).
Western blot results of Tau protein, p-Tau (S396) and p-actin.
n=3, X+s. 'P<0.05vscontrol; "P<0.05 vs OKA
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Figure 2 HFD attenuated memory deficits induced by okada acid (OKA) injection in the lateral ventricle of rats. (A) Escape latency
to platform in the four days of navigate test. (B) First crossing latency of the target quadrant in spatial probe test. (C) Numbers of

platform crossing in spatial probetest. (D) The swimming speed.
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n=8, x+s. P<0.05vscontrol; “P<0.05vs OKA

Figure 3 High fat diet attenuated neuron damage in hippocampus caused by OKA. Nisdl's staining of hippocampus CA1 of control
group (A), OKA group (B) and OKA+HFD group (C). Black arrows indicated the cell damage. Scale bar =20 pm. Nissl's staining
of dentate gyrus of control group (D), OKA group (E), and OKA+HFD group (F). Scale bar =50 pm
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Figure 5 HFD alleviated the activation of NLRP3/caspase-1 inflammation pathway. Western blot results of NLRP3, cleaved
caspase-1, caspase-1 and p-actin. n=3, X+s. ~P<0.01 vscontrol; “P<0.05 vs OKA
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