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Novel therapy targeting autophagy/LAP balance in SLE skin eruption
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The activation kinetics of the AHR, NRF2, and EGFR pathways were examined in
NHEK when autophagy was induced, inhibited, or LAP inhibited. It was determined that CYP1Al tended

to increase regardless of autophagy/LAP, which may be due to reagent characteristics, and that
autophagy/LAP balance and activation of the AHR could not be evaluated with autophagy

inducers/inhibitors or LAP inhibitors. Stimulation of keratinocytes with synthetic nucleic acid and
IFNa resulted in the appearance of SLE skin rash-like signals. Further treatment with AHR ligand

showed suppression of some of the above SLE-like skin rash signals.
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