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In the originally published version of this manuscript, there was an error in Figure 2. In panel D of the figure, one of the asterisks
that shows significance was placed in the wrong spot. Figure 2 has been updated as follows online:
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Previous version

Figure 2. Chemical inhibition or genetic ablation of MMP-9 results in a dramatic increase of the frequency of AMPAR mEPSCs induced by Cch at hippocampal CA1

excitatory synapses. (A) A DIC image of rat hippocampal organotypic slice culture displaying a patched pyramidal cell in the CA1 region. (B) Representative traces of
mEPSCs from different experimental groups. (C) Cumulative distributions of event amplitudes and mean event amplitudes (inset) display no effect of Cch (10 μM)
on mEPSCs amplitude. (D) Cumulative distributions of interevent intervals and mean event frequencies (inset) show an increase of mEPSCs frequency after Cch and
further increase by inhibition of MMP-9 activity. (E) Representative traces of mEPSCs. (F) Cumulative distributions of event amplitudes and mean event amplitudes

(inset) show no difference of AMPAR mEPSCs amplitude between WT or MMP-9 KO slices, control and Cch treated (mouse hippocampal organotypic slice cultures). (G)
Cumulative distributions of interevent intervals and mean event frequencies (inset) of MMP-9 KO slices reveal a dramatic increase of AMPAR mEPSCs frequency after
Cch stimulation compared to KO and WT controls. Statistical comparisons on cumulative distributions were performed with Kolmogorov-Smirnov test and nested

one-way ANOVA followed by Sidak’s test for bar graph inserts (mEPSCs frequency: F3,34 = 12.70, Inh I+Cch vs. Ctrl P<0.001, Inh I+Cch vs. Cch P = 0.007, Inh I+Cch vs.
Inh I P = 0.0002; mEPSCs frequency in MMP-9 KO: F3,29 = 17.04,MMP-9 KO+Cch vs. WT+Cch P = 0.0003,MMP-9 KO+Cch vs.MMP-9 KO P<0.0001). Numbers inside each
bar represent the numbers of neurons/slices/cultures. The number of slices was used for statistical analysis (P value: ∗P<0.05, ∗∗P<0.01, ∗∗∗P<0.001).
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