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Figure S5



Figure S5. OMA1 mutants form higher molecular weight complexes. (A)
Mitochondria were isolated from hOma1”" cells expressing OMA1-myc, OMA 153244,
myc, OMA14"**%_myc, OMA1AC-myc and OMA1®-myc. Mitochondria were
solubilized and subjected to density gradient centrifugation. Fractions were collected,
TCA precipitated and subjected to SDS-PAGE and immunoblotting. (B) Assembly of
proteolytically inactive OMA15#*%myc and OMA12"*'®.flag. hOma1” cells
expressing OMA15%*%myc were either transfected with empty vector control or
OMA121#4+183 fl5g as indicated. Mitochondria were isolated, solubilized with digitonin
and, after a clarifying spin, extracts were subjected to immunoprecipitation using
flag- or myc-specific antibodies. Samples were analysed by SDS-PAGE and

immunoblotting.
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