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Supplementary Figure S1. PABP is colocalized with Tau-SGs in HT22 cells. (a-f) HT22 cells were
treated with 5 uM MG-132 for 4 h and stained with anti-Tau (TAU-5) plus anti-PABP (a, b), anti-ataxin-
2 (¢, d) or anti-elF4E (e, f). Nuclei were stained with Hoechst. Staining was visualized using a
fluorescence microscope. Arrowheads indicate the colocalization of Tau with PABP (a). The populations
(%) of cells with Tau/PABP-SGs, with Tau/ataxin-2-SGs, Tau/elF4E-SGs are presented as the mean and
SD from three independent experiments in (b, d, f). ***P <0.001. NS indicates that a result is not
statistically significant. Scale bars: 10 pm.
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Supplementary Figure S2. Tau is localized in aggresomes in HT22 neuronal cells. (a, b)
HT?22 cells were treated with 5 uM MG-132 for 12 h and stained with anti-Tau (TAU-5)
plus anti-USP10 or anti-Tau (TAU-5) plus anti-TIA1 antibodies. Nuclei were stained with
Hoechst. SGs were visualized using a fluorescent microscope. Arrows indicate the

colocalization of Tau with TIA1 or USP10. Scale bars: 10 pm.
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Supplementary Figure S3. The expression of SG-associated proteins in HT22 cells
treated with MG-132. HT22 cells were treated with 5 uM MG-132 for 4 h. NP-40-soluble
fractions (SF) and NP-40-insoluble fractions (ISF) were prepared from these cells and

characterized by Western blotting using the indicated antibodies.
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Supplementary Figure S4. The colocalization of Tau with o—tubulin-positive fiber-like
structure in HT22 cells. (a, b) Representative immunostaining pictures of Tau and a-
tubulin in HT22 cells. The colocalization of Tau with a-tubulin was analyzed by a line
profile analysis. The relative staining levels of Tau and a-tubulin on the indicated line

were presented in (b). Scale bars: 10 pm.
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Supplementary Figure SS. The levels of elF2 phosphorylation (p-eIF2a) in SG-positive
HT22 cells. HT22 cells were transfected with FLAG-G3BP1, GFP-TIA1 or their control
plasmids by lipofection using Lipofectamine 2000. At 48 h after transfection, cells were
treated with MG-132 for 4 h. Whole cell lysates were prepared and characterized by

Western blotting using indicated antibodies.



Supplementary Figure S6. The colocalization of USP10 with pTau aggregates in AD

brain regions. Representative immunohistochemical findings of USP10 and pTau in
temporal cortex of AD patients (n=3) are shown. Higher magnification pictures of the

areas located in the squares are presented in Fig. 8a.
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Supplementary Figure S7. Full length blots shown in Figure 2a.
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Supplementary Figure S8. Full length blots shown in Figure 4c.
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Supplementary Figure S9. Full length blots shown in Figure 7a-c.
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Supplementary Figure S10. Full length blots shown in Figure 7d, e.
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Supplementary Figure S11. Full length blots shown in Supplementary Figure S3.
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Supplementary Figure S12. Full length blots shown in Supplementary Figure S5.



