A novel slow y-aminobutyric acid type-A receptor anesthetic KSEB 01-1 preserves
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3. To model metabolic injury, astrocytes underwent 24 h glucose deprivation, followed by resuscitation 2. This divergence aligns with KSEB 01-1's preferential engagement of slow/tonic GABA A receptors, shifting mitochondrial dynamics toward fusion.

with KSEB 01-1 or propofol during the recovery phase. 3. Overall, KSEB 01-1 shows a fusion-preserving advantage after metabolic injury.

4. After 24 h of recovery, cells were analyzed by MFN2 immunofluorescence imaging or immunoblotting
for protein quantification. FUNDING: United States Department of Defense Grant #W911NF-24-2-0108 to FD, EB and CS.



