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Protective effect of fibroin peptides on AR, s-induced injury in SH-SY5Y cells

and its mechanism
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Abstract This study aimed at exploring the molecular mechanism of fibroin peptide in preventing the A ,s;;-
induced neuronal damages in SH-SYSY cells. MTT was used to detect the effect of fibroin peptide on the changes
of the AB,5;5-induced injuries in SH-SY5Y cells; Western blot was employed to detect the effect of fibroin peptide
on the changes of the AR, ;5-induced hyperphosphorylation of Tau in SH-SYSY cells; DCFH-DA probe method
was used to detect the effect of fibroin peptide on the AB-induced production of intracellular reactive oxygen
species ( ROS) in SH-SY5Y cells. The results indicated that fibroin peptide could improve the activity of the
PP2A and inhibit the activity of GSK-33 to decrease the hyperphosphorylation of Tau induced by AR, 5. Fibroin
peptide could significantly prevent the AR,s;s-induced neuronal damages and multisite Tau hyperphosphoryla-
tion. In addition, fibroin peptide could also reduce oxidative damage to protect neurons by significantly decreasing

the AB,s;5s-induced production of intracellular ROS.
Key words fibroin peptide; Alzheimer’s disease; neuroprotective effect; Tau phosphorylation; reactive oxy

gen species
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Figure 1 Establishment of SH-SY5Y cell damage model induced by
ABys35(x £s,n=6)

** P <0.01 vs control group
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Figure 2 Neuroprotective effect of fibroin peptide (SFH) against AB,s.35-
induced toxicity. Exposure to SFH (0. 1 mg/mL) for 6 h and exposure to
AB,s35 (0.5 pmol/L) for 48 h, cell viability was increased compared
with SFH untreated group(x +s,n=6)

#p <0.01 vs control group; * * P <0.01 vs AB,s3s group
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Figure 3 Effects of SFH on AB,s3s-induced phosphorylated Tau estimated by Western blot. The p-Tau (Thr181) ,p-Tau (Thi205) and p-Tau (Ser
396) were elevated by AB,s;5,and were lowered by SFH -treatment(x +s,n=3)
#P <0.05,%P <0.01 vs control group; * P <0.05, * * P <0.01 vs AB,s,5 group
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Figure 4 Effects of SFH on the activity of GSK-38 and PP2A(x +s,n=3)
#P <0.05,%P <0.01 vs control group; * P <0.05 vs ABys45 group
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Figure 5 SFH prevents AB,s35-induced ROS damage in SH-SYSY cells. SH-SY5Y cells were exposed to DCFH-DA analyzing ROS generation by
FACS method(x +s,n=3)
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