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HEK293 Expression Enables Purification of all Human ADAR Isoforms S A e Human ADAR isoforms ADAR2, ADARL (p110), and ADAR1 (p150) can be expressed in HEK293 cells and
. . g 1 A +1 purified in milligram quantities. Longer ADAR isoforms show a greater impurity profile and lower yield.
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Figure 2: SDS-PAGE analysis of hADAR isoforms purified from HEK293 cells. A final protein _ ‘ )ﬁm | IS observed to have a hydrogen bonding
yield of 3-5 mg was observed for all hADARs following 3L purifications. Longer ADAR isoforms e By s ! contact with S486 of human ADAR2. p110 U>A>C>G G>U>C>A
contained a higher impurity profile and lower yields. ADAR2 U>A>G>C G
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