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1 The knocking down of TSG101 increased the calcium signalling of NMDARs and Kainate receptors and alleviated the blocking actions
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Figure 3: Cytosolic calcium measurements for NMDARs. (A) action of NMDA on | Figure 4: Cytosolic calcium measurements for KARs. (A) action of Kainate on KARs,
NMDARs, (B) action of PCP/NMDA on NMDARs, © action of NMDA on NMDARs | (B) action of CBQX/kainate on KARs, (C) action of Kainate on KARs +shRNA tsg101,
+shRNA tsg101, (D) action of PCP/NMDA on NMDARs + shRNA tsg101 (D) action of CBQX/kainate on KARs + shRNA tsg101

2 The knocking down of TSG101 increased the surface expression of NMDARs subunits (NR1/2a)and KARs subunit (GLUR6)
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