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Figure 4.
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Figure 6.
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Table S1. Bcl—xL C-terminal deletions diminish Bax retrotranslocation and inhibition

Bcl-x Bax retro- inhibition of Bax  cell survival after mitochondrial
: translocation activation STS treatment localization

wt ++++ ++++ ++++ ++++

A2 +++ ++++ ++ ++

A + - - ++

A5 + - ND -

A6 + - - ND

A9 - - - ND

AC - - ND ND
AAARK +++ ND ND ++
AAARA + ND ND ++
AAARA - ND ND ++

1 =see Jeong et al.”?



Supplementary Figure 1
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Supplementary Figure 2
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Supplementary Figure 3
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Supplementary Figure 4
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