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Table S1. Genes demonstrating at least 2-fold difference in the transcription activity between
lung cancer patients and healthy controls
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Figure S1. ATM Signaling pathway. Canonical pathways related to DNA damage response and repair
from IPA® presenting statistically significant (P<0.05) enrichment: ATM Signaling (P=3.03E-18).

Color and shape legends are presented in Figure S9.
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Figure S2. Role of BRCA1 in DNA Damage Response. Canonical pathways related to DNA damage
response and repair from IPA® presenting statistically significant (P<0.05) enrichment: Role of

BRCAI1 in DNA Damage Response (P=1.18E-14). Color and shape legends are presented in Figure S9.
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Figure S3. Base Excision Repair Pathway. Canonical pathways related to DNA damage response and
repair from IPA® presenting statistically significant (P<0.05) enrichment: BER pathway (P=4.84E-12).

Color and shape legends are presented in Figure S9.



lonizing radiation, UV imadiation
& chemotherapeutics

Nucleus o
/7 «4 .
e
Resected double strand breaks/ssDNA
—
y " A\ } @r’
Q)<‘D50M|4I> i/ Ku%/ &
S
B
= ATMI &l i
HEK? CHEK] el clile

RADSMIRE c BRCA

COKIYA
= y CA Grsd) Tl N cDG25C
2 __ T
Chfdiatin i
as: ly
v
d /S phase
Honidiog \ sPhase el

rest infihitotic
eira?nﬂaglg,pl;g::kp?):\:]:\
Figure S4. Role of CHK proteins in Cell Cycle Checkpoint Control. Canonical pathways related to
DNA damage response and repair from IPA® presenting statistically significant (P<0.05) enrichment:
Role of CHK Proteins in Cell Cycle Checkpoint Control (P=2.46E-11). Color and shape legends are

presented in Figure S9.
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Figure SS. Cell Cycle: G2/M DNA Damage Checkpoint Regulation. Canonical pathways related to

DNA damage response and repair from IPA® presenting statistically significant (P<0.05) enrichment:
Cell Cycle: G2/M DNA Damage Checkpoint Regulation (P=1.72E-09). Color and shape legends are

presented in Figure S9.
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Figure S6. DNA Double-Strand Break Repair by Non-Homologous End Joining. Canonical pathways
related to DNA damage response and repair from IPA® presenting statistically significant (P<0.05)
enrichment: DNA Double-Strand Break Repair by Non-Homologous End Joining (P=3.7E-07). Color

and shape legends are presented in Figure S9.
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Figure S7. Cyclins and Cell Cycle Regulation. Canonical pathways related to DNA damage response
and repair from IPA® presenting statistically significant (P<0.05) enrichment: Cyclins and Cell Cycle
Regulation (P=1.73E-06). Color and shape legends are presented in Figure S9.
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Figure S8. p53 Signaling. Canonical pathways related to DNA damage response and repair from IPA®

presenting statistically significant (P<0.05) enrichment: p53 Signaling (P=3.2E-06). Color and shape
legends are presented in Figure S9.
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Figure S9. Color and shape legends useful for IPA® pathway/network representation.



