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Supplemental Information 

 

 

Supplemental Figure S1. A, In voltage clamp, KA induces an inward current in 

pyramidal cells from GluK2+/+ (92.4±4.7 pA, n=10) but not in pyramidal cells from 

GluK2−/− (11±2.7 pA, n=10; t-test, t=14.87, p˂0.0001). B, Bar graph of ΔeIPSCs 

from GluK1+/+ (black bar, n=11) and GluK1−/− mice (white bars, n=11) (both 

conditions with CGP55845) (GluK1+/+, -65.05±5.0 %; n=11; GluK1−/−, -71.5±3.4 



%; n=11; t-test, t=1.0, p=0.33). C, Bar graph of ΔeIPSCs in CTR (black bar, 

n=11), in the presence of the GluK1 receptor antagonist UBP302 (15 µM) (white 

bar, n=10) (both conditions with CGP55845) (CTR, -64.85±2.9 %; n=11; 

UBP302, -57.05±5.3 %; n=10; t-test, t=1.3, p=0.2). 

 

 

Supplemental Figure S2. CB1 positive connections and the effect of KA. A, 

Correlation between the DSI and the effect of KA application in pyramidal cells 

in CTR conditions (linear regression). B, Time-course analysis of KA effect on 

eIPSC amplitudes in CTR and ω-agatoxin IVA (100nM)-treated slices (both 

conditions with CGP55845). We did not observe any difference in the KA-

induced depression of eIPSCs (Maximal effect, CTR, -53.4±8.2 %; n=8; ω-

agatoxin IVA, -42.4±12.4 %; n=8; t-test, t=0.74, p=0.47). 

 



 

Supplemental Figure S3. Effect of bath application of 1mM L-Glu (100s). A, 

Bar graph of maximal effect of KA in CTR (black bar) and in SR141716A-

treated slices (white bar) (CTR, -48.4±3.9 %; n=14; SR141716A, -31.4±5.4 %; 

n=11; t-test, t=2.6, p=0.016) (both conditions with CGP55845). B, Bath 

application of L-Glu to hippocampal slices did not alter the levels of 2-AG (CTR, 

2358±285.2 pmol/mg lipids; L-Glu, 1912±366.2 pmol/mg lipids, n=5; t-test, 

t=0.96, p=0.18), whereas the levels of AEA were significantly increased after 

application of L-Glu (CTR, 0.36±0.02 pmol/mg lipids; L-Glu, 0.46±0.031 

pmol/mg lipids, n=5; t-test, t=2.32, p=0.024). 

 


