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Abstract To investigate the effects and mechanism of fibroblast growth factor 21 (FGF21) on astrocytes in AD-
like lesions, AB,s55 was used to induce astrocyte model damaged. Cell model was established by inducing C6
astrocyte cell line and primary astrocyte damage with AR, Different concentrations of FGF21 were used to
intervene cell injury model induced by AB,s 5, and cell viabilities were detected by MTT assay. Effects of FGF21
and AB,s on reactive oxygen species ( ROS) levels in C6 cells were tested using DCFH-DA probe and flow
cytometry. Western blot was used to assess the effects of FGF21 and AB,s ;5 on the activities of mitogen-activated
protein kinases (MAPKs) in C6 cells. The results showed that FGF21 could reduce the damage of C6 cells and
primary astrocytes induced by AR5, down-regulate the abnormal ROS level in C6 cells, and alleviate the abnor-
mal phosphorylation levels of MEK1/2, ERK1/2 and p38 in C6 cells induced by AR5, suggesting that FGF21
may attenuate A[,s;s-induced astrocyte damage by regulating ROS pathway and MAPKs signaling pathway.
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Figure 1 Effects of different concentrations of AB,s35 on C6 cell viability for 24 h (A)/48 h (B) were estimated by MTT assay (x +s,n=6)

***P<0.001 vs control group
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Figure 2 Protective effect of FGF21 against AB,s 35-induced toxicity on C6 cells. C6 cells were treated with ABys55(0.062 5 wmol/L) and different
concentrations of FGF21 ,and cell viabilities for 24 h (A)/48 h (B) were estimated by MTT assay (x +s,n=6)

##p <0.001 s control group; * P <0.05,* * P <0.01 vs ABys45 group
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Figure 3  Protective effect of FGF21 against AB,535-induced toxicity
on primary astrocytes. Primary astrocytes were treated with ABys3s
(5 pmol/L) and FGF21 (8 wmol/L),and cell viabilities were esti-
mated by MTT assay (x +s,n=6)

##p <0.001 s control group; * * * P <0. 001 vs ABys5 group
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Figure 4 FGI21 prevents AB,s35-induced abnormal ROS production. C6 cells were exposed to DCFH-DA analyzing ROS generation (x £5,n=6)
A : Analysis of ROS levels in C6 cells by flow cytometry; B Quantification of ROS levels

#p <0.001 vs control group; * * * P <0.001 vs AB,s35 group
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Figure 5 Effects of FGF21/AB,535 on the phosphorylation levels of MEK1/2 and ERK1/2. In C6 cells, the abnormal phosphorylation levels of
MEK1/2 and ERK1/2 were induced by AB,ss,and were regulated by FGF21-treatment (x +s,n=3)

A ;Detection of phosphorylation levels of MEK1/2 and ERK1/2 by Western blot; B/C;Quantitative anlaysis of phosphorylation levels of MEK1/2 and
ERK1/2

#p <0.001,"P <0.01 vs control group; * * * P <0. 001 vs AB,s35 group
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Figure 6 Effects of FGF21/AB,535 on the phosphorylation level of p38. The abnormal phosphorylation level of p38 was induced by AB,s 35 ,and was

regulated by FGF21-treatment in C6 cells (x +s,n=3)

A ; Detection of phosphorylation levels of p38 by Western blot; B : Quantitative analysis of phosphorylation levels of p38

#P <0.05 vs control group; * P <0.05 vs AB,s545 group
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