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Figure S1. ICP47 fragments used for ICP47-TAP fusion. The active domain of ICP47 (residues 1-34) is
depicted in black, the C-terminal region of ICP47 in orange and the TEV cleavage site in grey. The
truncated regions serve as natural linkers between the active domain and the TAP subunits.
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Figure S2. ICP47-TAP complexes arrest a conformation excluding viral proteins from binding. (a) In-

gel fluorescence analysis of the viral proteins US6 and ICP47 co-expressed with ICP47-TAP1/TAP2

complexes in HEK293T cells after co-immunoprecipitation via SPB- and C8-tags. Samples of

solubilized complexes from whole cell extracts (S) and co-immunoprecipitated complexes (IP) are

shown. (b) The co-precipitated viral factor was quantified in relation to the corresponding TAP

complex lacking ICP47. Error bars represent standard deviations from three independent

experiments.
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Figure S3. Free ICP47 fragments arrest TAP and block MHC I surface expression. Free ICP47
fragments 1-35, 1-55, 1-73, and 1-88 were co-expressed with TAP in the TAP-deficient cells BRE-169
(TAPl’/'). MHC | surface expression was monitored by flow cytometry using a PE-labeled MHC |-
specific antibody. The mean PE fluorescence was calculated for transfected cells (mVenus positive).
The mean fluorescence of MHC | presented on the cell surface of TAP1-deficient cells transfected
with TAP1 was normalized to 100%.



