High Sonic Hedgehog (HH) signalling activity, low androgen receptor activity and clonal evolution are
GUSTAVE/ assoclated with resistance to androgen receptor axis inhibitors in patients with metastatic prostate cancer
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. Functional signal transduction pathway activity (ER, AR,
MAPK, HH, NOTCH, TGF, PI3K, and Wnt) was determined from
RNA-Seq data by OncoSIGNal pathway activity profiling
(InnoSIGN, The Netherlands).
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