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How do different RAS variants impact tissue mechanics and does this lead to different tumorigenic outcomes?
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Key results

1. Different RAS variants produce subtly different

. 2. Different RAS proteins have different cellular localisation
tumours in terms of shape and cell content
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Dot plot showing the mean
length/width ratios of ITLS
between all RAS mutant
groups were not
significantly different from
each other. *p < 0.05, **p <
0.01, ***p < 0.001

Nras-mutant ITLS had a
significantly higher
percentage of within-tumour
GFP signals relative to
tumour area, when compared
to KrasD12.
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Do melanoma cells with different RAS mutations respond differently in collagen matrices with varying stiffness?
Experiments in melanoma cell lines
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