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STK-002 reduces OPA1 NMD exon and increases total mRNA

Generation of OPA1 mutant and isogenic WT iPSCs
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OPA1 mutant iPSC-derived RGCs

TANGO ASO promotes NMD exon exclusion, resulting in increased
functional mRNA and protein; mutation independent mechanism

To generate an induced pluripotent stem cell (iPSCs) model
of ADOA to test TANGO ASOs on OPA1 expression in

Figure 2 Generatlo Figure 3. RGCs in OPA1 mutant and WT retinal neurospheres Figure 4. OPA1 mutant and WT RGCs exhibit high viability
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