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S2 Fig. Spreading infection phenotypes of Vif-null Env variant molecular
clones. (A) Representative spreading infection assays in CEM-SS stably expressing a
vector control or A3G (2 independent clones). (B) Immunoblots of ASG and TUB in the
indicated cell lines. (C) Representative spreading infection assays in CEM-SS stably
expressing a vector control or A3F (2 independent clones). (D) Immunoblots of ASF and
TUB in the indicated cell lines.



