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Supplementary Data

Figure S1. Zeta potential distribution of graphene oxide. Zeta potential distribution of 

large size GO (A) and small size GO (B) were measured by dynamic light scattering. 



Figure S2. AFM of GO-M. The morphology and thickness of graphene oxide with 

multilayer were measured by AFM.



 



Figure S3. XPS spectra of graphene oxide. The oxidation extent of GO with different 

C/O ratios were measured by XPS spectra.



Figure S4. FTIR spectra of graphene. The surface state of graphene was characterized by 

FTIR spectra.



Figure S5. 20s proteasomal activity assay. The proteasome activity was detected by 

Fluorimetric Proteasome 20S Activity Assay Kit in GFP-Htt(Q74)/PC12 cells treated 

with PBS (control) or 60 μg/mL GO for 24 h in the presence or absence of MG132 (1 

μM).



Figure S6. Wortmannin reduced the LC3 conversion induced by GO in HeLa cells. 

Western blotting of LC3 in HeLa cells treated with PBS (control) or 60 μg/mL GO for 24 

h in the presence or absence of 3-MA (2.5 mM).



Figure S7. 3-MA reduced the LC3 conversion induced by GO in HeLa cells. Western 

blotting of LC3 in HeLa cells treated with PBS (control) or 60 μg/mL GO for 24 h in the 

presence or absence of 3-MA (2.5 mM).



Figure S8. GO induced LC3 conversion in a dose-dependent way in HeLa cells. HeLa 

cells were treated with various doses of GO for 24 h and then subjected to western 

blotting with anti-LC3 antibody or with GAPDH as a loading control.



Figure S9. GO induced normal autophagic flux in HeLa cells. HeLa cells were treated 

with 60 μg/mL GO for 24 h in the presence or absence of Bafilomycin A1 (Baf A1, 400 

nM). Endogenous LC3-II was detected by western blotting with anti-LC3 antibodies.



Figure S10. GO induced normal autophagic flux in HeLa cells. HeLa cells were treated 

with 60 μg/mL GO for 24 h in the presence or absence of chloroquine (CQ, 50 μM). 

Endogenous LC3-II was detected by western blotting with anti-LC3 antibodies and 

quantified by densitometric analysis relative to GAPDH (right panels). Mean ± SEM, n=5. 

**P < 0.01 ***P < 0.001 comparing to control group.


