Supplemental Figure 1. Immunocytochemical identification of primary microglia, astrocytes and neurons. (a-c) Primary microglia, astrocytes and neurons were identified by anti-F480 (red), GFAP (green) and MAP2 (green), respectively. The nuclei of all cells were identified by DAPI (blue). Scale bar, 100μm.
Supplemental Figure 2. Effect of DAPT on proliferation and viability of primary astrocytes and neurons. A CCK8 assay detected proliferation of primary astrocytes  (a) and viability of neurons (b) when pretreated with different concentrations of DAPT (0 μM, 1 μM, 5 μM, 10 μM, and 20 μM) at 1, 2 and 3 day (astrocytes) or 24h (neurons). *p < 0.05 compared to 0 μM group.
Supplemental Figure 3. LPS-induced microglia activation and proinflammatory factor secretion. (a) Schematic diagram showing treatment of astrocytes with LPS-induced microglial conditioned medium (MCM) with or without DAPT or neurons with astrocytes conditional medium (ACM). (b-d) C1q, TNF-α and IL-1α were detected by ELISA in microglial conditional medium (MCM) induced by LPS (1 μg/ml) after 24 h. #p < 0.05 compared to control group. (e-i) RT-qPCR analysis of C1q, TNF-α, IL-1α, IL-1β and IL-6 in LPS-induced (1 μg/ml) microglia. GAPDH was used as the internal control. There were significant increases in proinflammatory factors mRNA expression after LPS treatment for 12 and 24 h. *p < 0.05 or #p < 0.05 compared to 0 h group. 

Supplemental Figure 4. Pan-reactive transcripts of astrocytes. RT-qPCR measurements of pan-reactive transcripts in astrocytes treated in MCM for 24 h with or without DAPT (10 ) compared to untreated controls. GAPDH was used as the internal control. *p < 0.05.
Supplemental Figure 5. The Stat3 phosphorylation inhibitor JSI-124 blocks MCM-induced upregulation of A1 astrocytes markers. RT-qPCR measurements of A1 markers Serping1, Ligp1, C3 and Amigo2 in astrocytes treated in MCM or MCM+JSI-124 (0.5 ) for 24 h compared to untreated controls. GAPDH was used as the internal control.*p < 0.05.

