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Ill. Astrocytes
« RHO-P23H ROs had significantly lower area of expression of the astrocyte marker GFAP, at d180
and d240 compared to NCB WT. There was a similar trend at d210 (Figures 7&8).
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Figure 4. IF quantification of cone photoreceptors. ROs were stained, quantified for
percentage positivity and analysed for differences between RHO-P23H and NCB WT
ROs within each timepoint by t-test. n=6 ROs per condition. Data bars represent
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PSCs Il. Connecting cilia
« Expression of the cilia marker, ARL13B, was significantly lower in RHO-P23H ROs compared to NCB
WT at d180 and d210 (Figure 5).

._/:WL « ARL13B expression was also lower at d240 although not statistically significant (Figure 6).
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