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Figure S1. Dose-response for the inhibition of autocatalytic processing of wild-type TFR-PR and
TFR-PR20 precursors in E. coli by GRL-4410A and GRL-5010A provided in the culture
medium as described previously 2. Final concentrations (uM) of inhibitor added to the medium
are indicated above the lanes. Maximum accumulation of TFR-PR precursor is observed with 4
uM PI with an IC50 value of 1-2 uM similar to earlier studies with DRV under identical
conditions. In contrast, no inhibition of the autoprocessing of TFR-PR20 is observed with GRL-
4410A (C) or GRL-5010A (D) indicated by the absence of any accumulation of precursor. Bands
indicated by arrows denote full length TFR-PR precursor (a) and mature PR or PR20 (b). Lane
M denotes molecular weight standards in kDa. Proteins were subjected to 20% homogeneous

PhastGel SDS-PAGE and visualized by PhastGel blue R staining.
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