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Patatin-related phospholipase A are coded by ten genes (AtPLAs) in Arabdipsis thaliana and are involved in auxin and pathogen signaling (e.g. Rietz et al., 2010, Mol. Plant). Here
we used the T-DNA insertion mutants of the AtPLAIIIA, AtPLAIVB, AtPLAIVC, AtPLAIVD and AtPLAV to test the regulation of early auxin genes. Test genes were 1AA2, IAA11, IAA13,
IAA20, SAUR9, SAUR15, SAUR23, GH3.5 and genes involved in lateral root formation (IAA1, IAA4, IAA9, PIN3). 30 to 60% of the genes tested failed to respond to auxin (1 uM/10
uM) at t=30 min in the different knockouts. In most mutants the genes IAA11, IAA13 and IAA20 showed no change in gene expression in comparison to the WT, except IAA2 in
AtPLAVB and AtPLAVD. Many of the genes involved in lateral root formation and the SAUR genes showed s atrong defect in gene expression in the mutants after auxin application.
The mutants did not show any phenotypes under normal growth conditions. Only AtPLAIVA showed 50% lateral root formation on low nutrient medium. AtPLAIVC reacted less
sensitive to ABA and to Phosphate deficiency (Riets et al, 2010). Because the abp1/ABP1 mutant regulated none of early auxin-induced genes properly at 30 min (see poster
Effendi et al) we hypothesize that ABP1 and PLAs act in the same auxin signaling pathway influencing TIR1 activity in an unknown way (FEBS Lett 581: 4205-4211)
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e (H) Lateral root density quantified from (C) and (D).
(1) Hypocoty! length quantified from (A) and (C) (n = 15-28; P < 0.001
for each relevant pair).
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