














Figure 10. Vascular pattern of 10 DAG wild type (a, b, ¢) and urh (d, e, f) first leaves
exposed to 0 M (a, d), 1x10” M (b, e) and 1x10® M (c, f) of 2,4-D. Viewed by
translumination on a dissecting scope (a,d) and dark field on a compound microscope
(b,c,e.f). Scale bar: 1 mm.

Figure 11. Vascular pattern and DR5::GUS expression of 10 DAG wild type (a-c) and
unh (d-f) first leaves exposed to 0 M (a,d) and 30 uM NPA (b.c,e,f). DR5::GUS
expression pattern (c, f) demonstrates auxin accumulation predominantly at the margin.
Viewed by translumination on a dissecting scope (a, c, d, f) and dark field optics on a
compound microscope (b,e). Scale bar = 500 um.
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Figure 12. Four models for UNH activity. In wildtype cells (a) auxin (green) enters the cell through an influx carrier (red circle) such
as AUXI1, a transcription-based auxin response occurs (black arrow) and auxin is then removed from the cell through auxin efflux
carriers (blue circle) such as PINT1.

1. UNH 1s a positive regulator of auxin response and directly associated with the TIR1 auxin response pathway, such that in the unh
mutant (b), auxin response is directly repressed.

2. UNH is a positive regulator of auxin production, such that in the un# mutant (c) less auxin is produced.

3. UNH is a negative regulator of auxin transport, such that in the #nh mutant (d) auxin is depleted from a larger number of
neighbouring cells (not shown).

4. UNH is a positive regulator of auxin response and acts through the brassinosteroid pathway (e), such that in the u»h mutant,
brassinosteroid response is repressed and this leads to a decreased auxin response.
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