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CONCLUSION

Clinical context: Definitive Characteristic scc Non-SCC P HISTOLOGY x DDR DDR alterations were associated with
chemoradiotherapy (CRT) followed by e Median OS by histology: SCC 20.4 months (95% CI. 19.1 to NA) SCC 53.9 month worse OS in SCC patients,

. . . = = = = edlian ISTOIOQY. A4 mMontns , .1 10 versus non- < Monitns . . .
consolidation durvalumab improves Age (years) 0.02 (95% Cl, 34 3yto NA): |§3’.rank p =0.022 0 but not in those with non-SCC, with a
survival in unresectable stage lll non-small Median (IQR) 68.6 (62.4, | 71.5(67.7, | 71.9 (66.0, | 65.7 (60.6, 3-year OS: SCC/DDR altered 13.3%; SCC/DDR wildtype 56.2%: non-SCC/DDR altered 59.4%: significant interaction between DDR

76.0) 78.2) 76.8) 70.1) -SCC/DDR wildt 55.99 :
cell lung cancer (NSCLC) [1-3]. non wildtype 99.9%. status and histology.
Gender 0.32 = . : : :
Unmet need: Outcomes remain ol 8 (60.0%) | 7 (50.0%) | 15 (@4.1%) | 32 (64.0%) DDR alteratlop. SCC ad'Justed HR 3.04, 95% CI1 1.18-7.83; non-SCC adjusted HR 0.67, 95% ClI
heterogeneous, with poorer survival Male 8 (50.0%) | 7 (50.0%) | 19 (55.9%) | 18 (36 0%) 0-9971:28. Adjusted OS Interaction p = 0.013 Implication: DDR alterations identified a
’ Race 0.01 | | : ey
reported in squamous cell carcinoma American indian or Alska |1 g 500 | 0(0%) | 0% | 0(0%) 0. ; 5 _ poor-prognosis subgroup within SCC,
ative ' TS while SCC/DDR-wildtype outcomes were
(S(?C)' _ White 15 (93.8%) | 11 (78.6%) | 30 (88.2%) | 48 (96.0%) . 7 Non-SCC : yP
Objective: Assess whether pretreatment Asian 0(0%) | 1(71%) | 0(0%) | 2(4.0%) | | 5 numerically comparable to non-SCC.
DNA damage response (DDR) status Black /African American 0(0%) | 2(14.3%) | 4(11.8%) | 0 (0%) _ 075 ; | | Interpretation: Because all patients
_ _ _ Smoking Status 0.06 © ! | : ived d | b. DDR status i
refines prognosis by histology. Current/Former 11 (68.8%) | 13 (92.9%) | 21 (61.8%) | 42 (84.0%) 2 : 5 received durvaiuman, Status 1s
Never 2(125%) | 0(0%) | 3(8.8%) | 5(10.0%) - . 5 prognostic rather than predictive.
Unknown 3(18.8%) | 1(7.1%) | 10(29.4%)| 3 (6.0%) — 050 | | | Limitati . - :
= ' ' | imitations: Retrospective design
Stage (AJCC 8th ed) 0.41 9 : 5 ; _ _ _ ’
Stage I 3(18.8%) | 0(0%) | 3(8.8%) | 6(12.0%) g : ; | baseline sequencing selection, and small
Stage |l 13 (81.3%) | 14 (100%) | 31 (91.2%) | 44 (88.0%) ' ; : : : :
PD-L1 Expression Level 575 0.95. : | SCC. subgroups. Prospective validation is
21% 8 (50.0%) | 3(21.4%) | 14 (41.2%) | 17 (34.0%) | | requwed.
<1% 4 (25.0%) | 6(42.9%) | 6(17.6%) | 16 (32.0%) E i
Unknown 4 (25.0%) | 5(35.7%) | 14 (41.2%) | 17 (34.0%) 0001 ; , , ;
Ghemo Regimen LU | 0 6 12 18 24 30 35 42 4:3 54 au 66 72
Platinum, etoposide 1(6.3%) 0 (0%) 1(2.9%) | 5(10.0%) T Ol et e ]
Platinum, PACLitaxel 15 (93.8%) | 13 (92.9%) | 26 (76.5%) | 31 (62.0%) ——— Time from treatment plan start, months e A s
M ETH O DS Platinum, PEMEtrexed 0 (0%) 1(7.1%) 7 (20.6%) | 14 (28.0%) to NA) in SCC and 53.9 months (95% ClI,
Radiation Dose (Gy) 0.72 —_— o 0 % 18 1 11 s : . : ) ) . 34.3 to NA) in non-SCC; log-rank p = 0.022.
Median (Range) 60 (60, 70) | 60 (60, 70) | 60 (60, 70) | 60 (60, 70) GO SO B EIeEL S By HES
Number of durvalumab 0.40 —— 84 80 75 59 48 3 27 26 18 9 8 5 4 Abbreviations: Cl, confidence interval; OS,
] _ _ ] ] _ infusions | . ) " o e " " o . " 0 . ” overall survival; SCC, squamous cell
Design: Retrospective single-institution | 12.0(5.8, | 3.0(22, | 7.0(.2, | 7.0(4.0, carcinoma.
cohort of stage lI-1ll NSCLC treated from Median (GR) 14.8) 14.2) 13.0) 12.0) | . _
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