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Figure S1. A model of the effects of the TRPC1/5 heteromer increase in retinas with progressive
degeneration of photoreceptors. The results of studies on neurodegenerative diseases such as
glaucoma, Parkinson's disease, or Huntington's disease, both in patients and in experimental
models, provide support for the approach presented here after analyzing our results in the retinas
of P23H rats with retinitis pigmentosa (RP). The TRPC1 channels are involved in the flow of
calcium in the retina through different mechanisms, depending on the cell type. The loss of
photoreceptors due to RP results in an increase in TRPC1 channel expression and increase of
TRPC1 and TRPCS5 interaction to form TRPC1/5 heteromers (A—>C). The maintenance of elevated
intracellular calcium concentrations without toxicity is essential for the continued activity of the
inner retina, which is responsible for the circadian cycles and the maintenance of visual cortex
activity, among other functions. It is therefore plausible to suggest that TRPC1, when interacting
with TRPC5, influences the flow of calcium inside the cells of the inner retina. This may result in
calcium levels that are less toxic than those that could be found if TRPC5 were to remain
functioning as homomers.



