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A B 25-35 Induced Autophagy in HT22 Cells and Relationship with V-ATPase
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Abstract; [Objective ]To explore ABys_ss -induced autophagy in HT22 cells and relationship with V-ATPase. [Methods] HT22
cell was divided into control group, serum free group, A B treatment group, and A B + Bafilomycin A1 group. CCKS8 assay was used
to determine the cell vitality in different concentration of A, 35 for 24 hours. LC3 puncta dots were observed by immune cell
fluorescence. The expression of LC3 and V-ATPase were detected by Western blot analysis. [ Results] AB,s_ss in HT22 cells effected
cell vitality in a time- and concentration-dependent manner. The amount of V-ATPase was correlated with the extent of autophagosome
formation. Bafilomycin Al could further induce V-ATPase and intracellular autophagosome accumulation (P < 0.05). [Conclusion]
AB25-35 can induce the autophagy of HT22 cells and is relative with V-ATPase expression.
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HT22 ik A S 56 = R AT ABos a5, HIFE
WAL (DMSO) ., JiFZEAM 7] Bafilomycin A1(Baf
A1) B Sigma 23 F); CCK-8 W [ H AR\ A
2.5 ¢/L A 1 DMEM fm B85 72 58 40 13
Neurobasal 35 75 3 A1 N, i M55 W B Gibeo 2y
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AN NATAR 255 () SRR 58 45 97 3k, AR Ab 3
A ABosas, ABosss AT 1 RHCGE 2 37 CHy
H,7 d 5 B R R B 2 TAEWE 10,20,
40 .80 160 wmol/L, AR+ Baf A1 ZbJHA . [A]HHmA
ABas.ss Fl Baf A1 100 nmol/L, FAPEXTHRZH . TC I I
NI SRR R 2
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JERIE 2 96 FLARMIEE TR b, Wi BE b 5 AR
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ABssss Hl Baf A1 100 nmol/L FL0F 7 . 24 h J5 &1L
JIA 10 wL 19 CCK=8 X5, F 37 C (R FBUE 4344
N 5% CO, F5FEFANILE 1~ 2 h, AT 450 nm
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B, PR IEREE 1 h, DAPI 444 5 min 5
R, FIEE 5O B TR,
1.5 FEABHFEKRNEE 3(LC3)EEZEARIE

B4 [ e BE ABos_ss (10 wmol /L, 40 wmol/L)
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Fig.1 The cell viability of HT22 cells in different
concentration of A, ;s for 24 h

Each data is representive of the result of five independent

experiments. 1)P < 0.05
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Fig.2 The cell viability of HT22 cells in different time of

AP
ABas_35 concentration; 40 wmol/L. Each data is representive of the

result of five independent experiments. 1)P < 0.05
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Fig.3 The cell viability with Bafilomycin A1

Bafilomycin Al: 100 nmol/L. Each data is representive of the

result of five independent experiments. 1)P < 0.05
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Fig.4 The fluorescent puncta of different groups of HT22
cells
Arrowheads indicate the autophagic vacuoles in HT22 cells
(x 1 000). Each data is representive of the result of five independent

experiments. 1)P < 0.05
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Fig.5 The expression of LC3 and V-ATPase in A3
treatment or with Baf A1l
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3 4 ik

I A — e 226 300 o RS I St 430 0 A L
S A R . A RIS A A T I
AN, FEERR S R E A K A
N AR AN AR 5 HA s B RS A0l AR
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R AR, e BRI DL 19 W 7 T 7 it A
G fil 2R PR i R AR TR AT LU IR I 1 3% 228
S P BT B W A B B e AT B
FERIN,TE AD SRl | F IR 5 B RS &
RO RS B B, A W & AR R, S BOR A8 A
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