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[Abstract] Objective To investigate the effect of tau aggregates on microglial activation. Methods
BV2 cells were exposed to recombinant tau aggregates. The levels of galectin-9 (Gal-9) were detected using
Western blot analysis. The levels of Gal-9 in the culture medium were detected by ELISA. Purified Gal-9 was
used to treat BV2 cells. The levels of CD68 and IBA1 were analyzed by Western blots. Immunofluorescence
was used to detect the expression of CD68. The level of tumor necrosis factor-a (TNF-¢) was determined by
ELISA. Reverse transcription-Polymerase chain reaction (RT-PCR) was used to assess the mRNA levels of
TNF-q. The role of Gal-9 in the activation of microglia was observed by treating BV2 cells with Tau aggre-
gates and ShRNA-Gal-9. Results Compared with the PBS control, Tau PFFs elevated Gal-9 levels in BV2
cells. The levels of Gal-9 in the medium were also increased after treatment with Tau PFFs, Compared with
control BV2 cells, the levels of CD68 and IBA1 in BV2 cells were increased in cells exposed to Gal-9, indica-
ting that Gal-9 induces microglial activation. The protein and mRNA levels of the pro-inflammatory factor
TNF-o were increased after Gal-9 treatment. Blocking the expression of Gal-9 attenuated the activation of mi-
croglia induced by Tau aggregates. Conclusion Tau aggregates promote Gal-9 expression in BV2 cells, which
in turn induces microglial activation.
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