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Supplementary Figure S1. CRS suppresses the GABAergic transmission of LHb neurons. (A)
Representative traces of mIPSC recorded from the LHb neurons of control, ARS and CRS mice.

(B) Summary data for mIPSC frequency recorded from the LHb neurons of control, ARS and CRS
mice. (C) Summary data for mIPSC amplitude recorded from the LHb neurons of control, ARS

and CRS mice. n = 33 neurons, from 4 mice for Con; n = 29 neurons, from 3 mice for ARS; n =

25 neurons, from 4 mice for CRS. Data are presented as the mean =SEM. n.s., no significant
difference; *p < 0.05, one-way ANOVA with Tukey's multiple comparisons test.
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Supplementary Figure S2. MDGA1 expressed predominantly in LHb pyramidal neurons.
(A) Double immunostaining of f-gal with neuron marker-NeuN, B-gal with pyramidal neuron
marker-CaMKII, B-gal with interneuron marker-PV. (B) Percentage of B-gal co-localized with
NeuN immunofluorescence from Mdgal™ mice. (E) Percentage of B-gal co-localized with
CaMKII immunofluorescence from Mdgal~" mice. Arrowheads point to colabeled neurons
whereas arrows represent singly neurons.
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Supplementary Figure S3. Spontaneous firing rate of hM3Dq neurons in LH significantly
increased upon CNO bath application. (A) Patching of viral infected LH neuron under
transmitted (left) and fluorescent light microscopy (right). (B) Sample current-clamp traces from
a LH::hM3Dq brain slice before (baseline) and during 5 mM CNO demonstrating DREADD-
mediated action potentials. (C) CNO significantly increased spontaneous firing of LH::hM3Dq

neurons (n = 4 cells from 3 mice; p = 0.0011); ***p < 0.001, unpaired t test.



