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Supplemental Figures 1-8, in brief:

Figure S1. Number of the resistant and sensitive samples in each condition.

Figure S2. The OELs in resistant and sensitive cell lines.

Figure S3. Transcribed region distribution of DESs in cell lines.

Figure S4. Comparisons of DESs, genes harboring DESs and GO terms enriched with the genes
between any two conditions.

Figure S5. The function of RBPs that potentially regulate the editing level of DESs.

Figure S6. The associations between site editing level and gene expression in each condition.
Figure S7. The comparison between genes harboring DESs and DEGs in resistant samples relative
to sensitive samples in each condition.

Figure S8. The enriched functions and pathways of genes enriched with the DESs.
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Figure S1. Number of the resistant and sensitive samples in each condition.
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Figure S2. The OELs in resistant and sensitive cell lines. A, The number of resistant and
sensitive cell lines used in this study. B-D, Correlations between expression levels (log2TPM)
of ADARI1(B), ADAR2(C), and ADAR3(D) and OELs in cell lines were shown, respectively. E,
The comparison of the OELs between compared groups was shown, respectively. F, The
comparison of OELs in different transcribed regions between compared groups.



Supplemental Fig. S3

A B Bl CA BRCA ====HNSC LUAD ====STAD
08 s 4 QO e mer en xwe ns e e ww er o e ns
DESs
Background
0.6 c 0.75 Region
' S 5UTR
= € | exonic
o 8_0.50 intronic
hwd o | ] 1 3UTR
Q04 a || — [JncRNA
9 0.25 | — ] intergenic
n_ e
0'2 *kk *kk *kk 000
— —
S o o o mm o
» @ @ o B8 8 X%
ns ns ° 3 c T g2 ©v &
0.0 — y o . ¥y ¢ g ©
. 5 8 3 5 2 g %
=2 5 o 5
5'UTR exonic intronic 3'UTR ncRNA intergenic 2 < >

Figure S3. Transcribed region distribution of DESs in cell lines. A, DESs significantly enriched in
3’-UTR, ncRNA and intergenic regions in cell lines through the hypergeometric test. B, The
transcribed region distribution of DESs in each condition from cell lines. The p-values were calculated
through the hypergeometric test to measure whether DESs significantly enriched in 3’-UTR in each
condition. Particularly, “*” represents p < 0.05, “**” represents p < 0.01, “***” represents p < 0.001,

and “ns” represents “not significant”.
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Figure S4. Comparisons of DESs, genes harboring DESs and GO terms enriched with the
genes between any two conditions. The Simpson indexes were calculated between any two
conditions. A-C, Comparisons between any two conditions from samples were based on
DESs(A), genes harboring DESs(B), and GO terms(C) enriched with these genes. D-F,
Comparisons between any two conditions from cell lines based on DESs(D), genes harboring
DESs(E), and GO terms(F) enriched with these genes.
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Figure S5. The function of RBPs that potentially regulate the editing level of DESs. A,
Comparison of identified RBPs between any two conditions through Simpson index. B, The
significantly enriched functions of all 132 RBPs through Metascape analysis.
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Figure S6. The associations between site editing level and gene expression in each condition.
The Pearson correlation was calculated between editing level of each site and expression of the
gene harboring this site. Particularly, ‘cor. coeff.” represents ‘correlation coefficient’. Green
represents Pearson correlation coefficients for DESs, and purple represents Pearson correlation
coefficients for all informative editing sites.
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Figure S7. The comparison between genes harboring DESs and DEGs in resistant samples
relative to sensitive samples in each condition. The p-values were calculated based on the
hypergeometric test.
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Figure S8. The enriched functions and pathways of genes enriched with the DESs. A, The
significantly enriched GO terms in each condition (p < 0.05). B, The significantly enriched KEGG
pathways in each condition (p < 0.05). C, The significant GO terms exist in at least five condition.

D, The significant KEGG pathways exist in at least three conditions.





