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RESULTS

INTRODUCTION DISCUSSION AND CONCLUSION

. SMARCA4-mutant (SM) NSCLC is a rare * 19% of patients died before systemic therapy with a Characteristic T —————
| | bt iated with : median OS of 1.1 months, underscoring the aggressive Age at diagnosis, median (range), y 67 (46—87) Variable Univariable HR (95% Cl) Multivariable HR (95% CI)
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disease biology and poor clinical outcomes. Female 20 (44.6%)
 53% of the patients who died before receiving systemic Race, nGo P ECOG PS (per unif 2.36 (1.68-3.30) <0.001  3.10 (2.01-4.79) <0.001
° COntempora ry data describing OUtCOmeS in therapy were BIaCk’ despite BIaCk patients making Up a Black 14 (21.5%) Brain metastases (yes vs no) 1.75 (0.95-3.21) 0.072 2.05 (1.03-4.10) 0.041
. . . . . Other/Unknown 4 (6.2%) ' ' ' ' ] ' ' ]
patients treated with immune checkpoint much smaller proportion of the overall cohort. Ever smoker, n (96) 63 (96.996) ( | ( | - ( | -
. _ . . . : % STK11 co-mutation (yes vs no 1.48 (0.83-2.63 : 1.08 (0.58-2.03 :
inhibitor-based therapy remain limited. _ _ ristology, n ) 26 (40,05
* Medlan OS was 12'2 months and medlan PFS was 7'9 Poorly differentiated NSCLC 31 (47.7%) TP53 co-mutation (yes vs no) 0.45 (0.25-0.81) 0.008 0.38 (0.19-0.78) 0.008
. , months among treated patients receiving contemporary Squamous cell carcinoma 2 (3.1%)
* The prognostic impact of common genomic co- systemic therapy. Other 6 (9.290) Male sex (vs female) 0.85 (0.50-1.44) 0539  1.04 (0.55-1.97) 0.900
mutations (e.g., TP53, STK11, KRAS) has not ECOE PS at treatment start, n (%0)
_ _ 0 21 (32.3%) Black race (vs non-Black) 0.70 (0.36-1.36) 0.287  0.54 (0.24-1.24) 0.148
been well characterized. « Median OS by treatment group was 10.7 months for 1 28 (43.1%)
_ >2 16 (24.6%6) : _ =
ChemOImmunotherapy, 18_3 months for ICI monotherapy, g e ST Chemoimmunotherapy (vs chemo alone) 0.93 (0.52-1.65) 0.807 2.32 (0.88-6.08) 0.087
 We evaluated clinical outcomes and prognostic and 3.8 months for chemotherapy alone. f;Kn SR 1) el ) ICI monotherapy (vs chemo alone) 0.66 (0.31-1.40) 0281  0.96 (0.35-2.62) 0.929
] _ 53 co-mutation, n (20) 43 (66.2%0)
factors in a contemporary cohort of patients — ath s iod with 4 First-line treatment, n (%) | T | T | — - -
. ¢ cCOo-Mutations were associated wi iImprove Chemoimmunotherapy 45 (69.2%0)
Wlth Stage IV SMARCA4-m Utant NSCLC. - . - p . ICI monotherapy 11 (16.9%0) . .
overall survival, while STK11 co-mutations and baseline e e o o (13.5%) O S ated ontionte ) o ous
brain metastases were associated with poorer outcomes. Lol | P55 co mutated (nedd
Overall Survival by PD-L1 TPS = TP53 wild-type (n=22)
] _ (Chemoimmunotherapy + ICI monotherapy, nh = 54; 2 with unknown PD-L1 excluded)

METHODS « Poor ECOG performance status was associated with 1o — TPS 35006 (n=10) Log-ankcp = 0.00677
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= O e el e s AL - Early mortality remains a major challenge in stage IV g TPS <1% (n=30): 12.2 mo E
ingle-center retrospective cohort study conducted at the £ 0 S
University of Pennsylvania. Clinical data were abstracted from the SMARCA4'mUtant NSCLC S E 0.4 -
electronic medical record. Survival analyses were performed using § w
Kaplan—Meier methods with log-rank testing and Cox proportional .- . . . . = %: 0.4 g
hazards regression. Statistical significance was defined as two-sided * Future multi-institutional studies should evaluate clinical, 5
PROGS, molecular, and health equity—-related factors that ° 0.2- |
contribute to early mortality in SMARCA4-mutant NSCLC. %21 g | E
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