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Supplementary Figure 1: Lysyl oxidase mRNA levels are increased in hypoxia via HIF-1.
(A-C) LOX RT-PCR of normoxic (N), hypoxic (H
cells. Expression was compared with cells expressing stable HIF-1 mutants or HIF-1 shRNA(+), and with cells
treated with DFO or CoCl,.
(D) LOX promoter studies (see methods for details).

(E) QRT-PCR assessed LOX mRNA levels after actinomycin addition. Data plotted as intra-experimental mean +
standard error for triplicate readings. Expression levels were compared to those of cells transfected with HIF-1a
targeting shRNA (hypoxia no HIF, “+”IB). Results representative of at least three independent experimental

repeats.
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