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elimination, potentially leading to curative therapies for
AML. Differential expression of or mutations in genes
associated with PERK/NRF2 activation may serve as
prognostic markers in AML. However, future studies
are needed to determine how these cellular processes
are differentially regulated in LSCs. Additionally,
in vivo studies are needed to confirm the effects of the
combination of PERK/NRF2 pathway or autophagy in-
hibition with that of G9a in LSCs. Our findings may
provide valuable information on the underlying mo-
lecular mechanism of resistance of LSCs to G9a inhib-
ition, along with potential therapeutic targets to
overcome AML resistance to G9a inhibitors and to
eradicate LSCs.
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in the Materials and Methods and then treated with 10 μM BIX-01294 for
48 h. Figure S3. Effects of treatment for 48 h with the NRF2 inhibitor bru-
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Figure S4. Effects of PERK inhibition in the absence or presence of 2 nM
bafilomycin A1 on autophagy induction.
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