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INTRODUCTION DISCUSSION AND CONCLUSION RESULTS

« Third-generation EGFR TKis, as well as Actionable Take Away Message A. Patient disposition. After inclusion and exclusion criteria application, a total of

combination with chemotherapy or » Consolidative ablation plus third- 294 advanced patients with ORD after first-line third-generation TKils treatment
amivantamab, have become the generation EGFR-TKIs improves were finally enrolled.

standard of care for advanced non-small survival in patients of advanced EGFR B.TKIs plus consolidative ablation significantly improved progression-free

Eeélll;niﬁfaq;er:s(NSCLC) harboring g;:;aar;teNg glétfmgiwitzliggé;epstfslzl survival (PFS) compared to TKls monotherapy (median 31.6 vs. 17.9 months;
| | HR 0.35, 95% CI1 0.25-0.48; p <0.001).

safety profile. | s | |
. This real-world study aimed to evaluate C.The ablation group exhibited lower rates of systemic progression than TKis

the efficacy and safety of consolidative  Ablation reshapes the pattern of tumor monotherapy group (17% vs. 31%).
ablation plus third-generation EGFR-TKIs progression and alters the evolving D.Among 76 patients undergoing post-progression biopsy (18 vs. 58), no on-

In patients with oligo-residual disease molecular landscape of tumors, this target EGFR mutations (0% vs 8.5%) were detected in ablation group, whereas

(ORD). combination strategy representing a MET amplification was the predominant resistance mechanism (16.7% vs 6.9%).
promising consolidative therapy option

I n th IS p O p u I atl O n . A 3239 EGFR-mutant advanced NSCLC cases received first-line EGFR-TKIs B

treatment from January 2019 to September 2024

Group (n) Events Median (95%CI)
) ——= TKls+Ablation (102) 49 (48%) 31.6 (25.0-NR)
2200 patients excluded:
5| 1851 received the first generation EGFR-TKIs —— TKIls (192) 159 (83%) 17.9 (16.7-21.3)

100

"l 309 received the second generation EGFR-TKIs
40 combined with chemotherapy

HR(95% Cl), 0.35 (0.25-0.48) p <0.001
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1039 patients received first-line third
generation EGFR-TKIs treatment
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676 patients excluded:
78 assessed as PD within 3 month

> 84 with residual metastases in >3 organs
312 with >5 residual lesions at best response
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disease were enrolled -= TKls+Ablation
References T — —— TKls
1. Zhou F, Guo H, Xia Y, et al. The changing treatment landscape of EGFR-mutant > 22‘1,'.?; reesidC)JaT:]e:?:: :geisg m 0 ; ! ! ! ! . . : . ! ! ! T !
non-small-cell lung cancer. Nat Rev Clin Oncol 2025;22:95-116. 23 with >3 pulmonary residual lesions 0 8 8 2 L Tirlg sinc;E';l'Kls eﬂministzrition éﬁonth;’;o 23 56 39 42
2. Planchard D, Janne PA, Cheng Y, et al. Osimertinib with or without \L \L Number at risk (number censored)
Chemotherapy in EGFR-Mutated Advanced NSCLC. N Engl J Med 2023;389:1935-
¢ We CO n d u Cted a rea I -WO rI d Stu dy 1948 Py y Y J TKils group (N = 192) TKiIs + Ablation group (N =1 02) &
- 33 (17%) on follow-u 53 (52%) on follow-u 102 (0) 102(0) 102(0) 100(0) 93 (1) 87(3) 73(7) 58(12) 50(18) 43(22) 29(31) 20(37) 16(41) 8(47) 3(52)
en rOl ||ng advanced NSCLC patlents 3. Janne PA, Planchard D, Kobayashi K, et al. Survival with Osimertinib plus 159 (83%) with PD i 49 (48%) with PD i
Chemotherapy in EGFR-Mutated Advanced NSCLC. N Engl J Med 2026;394:27-38. 89 (#et) dicd lz(l2mydied &
. . _ _ It Y _ (0) 192 (0) 185 (1) 170(1) 152(2) 121(3) 90(7) 75(10) 51(17) 29(22) 19 (25) 12(28) 5(30) 3(31) 1(33)
W|th OSt'TKIS ORD at Shan ha| 4. ChoBC, Lu S, Felip E, et al. Amivantamab plus Lazertinib in Previously
p g Untreated EGFR_MUtated Advanced NSCLC N Engl ‘J Med 2024’391 1486-1498 i ::::::thr::zzicln;:);z:sThe impact of ablative lesion size, a?arai;':wd:nr:rgc?:c:;i:;;yc,):r,lgjsr:tion i
Pulmonary Hospital, Tongji University. PR M ated Advor NSGLC. N Bnal ) Mod 2025365168 1 1605, oo e e o
6. Zhou F, Wang Q, Wang H, et al. OA10.04 Phase Il Study of Iza-Bren (BL-B0O1D1) C D e Kis + Abjation
Combo With Osimertinib in EGFR Mutated Locally Advanced or Metastatic NSCLC 10del [|L8ser [Lossof Lessr  Treatment [N T s s, Tics + Avation
" " " " " Patients. Journal of Thoracic Oncology 2025;20:S32. Baseline mutations sensitzing I T ICE T TTTINT T T TTT 0N T I0T ro0% vs. 100%
o ! . : : 5 s
Patients received either consolidative 7. LiA Feng WN, Li J, et al. Osimertinib with or without savolitinib as first-line (U Progression pattern by sites (D Progression pattern by number b il | e
' ' ' treatment for MET-aberrant, EGFR-mutant NSCLC: randomized phase 2 trial . y 5 o Acquired EGFR mutations E708V 1 1.7%vs. 0%
' ' 8. Gomez DR, Blumenschein GR, Jr., Lee JJ, et al. Local consolidative therapy '8 I . °, ° " Y | 3 EGFR amn e 5o
Contl n Ued TKI Sa or Contl N Ued TKIS alone " versus maintenance therapy or observation for patients with oligometastatic non- @ ® ®° Acquired amplifications ERBB2 amp 3.4% ve. 5.6%
small-cell lung cancer without progression after first-line systemic therapy: a ORD after s rypet s e oligo yetomic oot oy e
multicentre, randomised, controlled, phase 2 study. Lancet Oncol 2016;17:1672-1682. Coednglestre.  pewsone; Tmgmsbncines | Umiwbime  Nolerhes o o RET fusion I 7% ve. 0%
" " " 9. Palma DA, Olson R, Harrow S, et al. Stereotactic ablative radiotherapy versus CATITET oneogeme e NTRK fusion [ 1.7% vs. 0%
o - H ) )
The prl mary end pOI nt was prOg ression standard of care palliative treatment in patients with oligometastatic cancers (SABR- K C ﬁjﬁjgﬁ E::gi :ij - Zfo/"
" COMET): a randomised, phase 2, open-label trial. Lancet 2019;393:2051-2058. 166 . - KRAS G125 1.7% vs. 0%
free Su vaal (P FS) 10. Yang S, Liu X, Yu J, et al. Ablation plus immunotherapy versus immunotherapy ‘> Lelcnd o -Séyngto Acquired MAPK/PI3K ',Z’;iiiﬁlg:ii :Zfz g;
alone in patients of advanced NSCLC who develop oligo-residual disease after anti- o . B alterations = vsca Esa2k 1. 7% s, 0%
PD-1/L1 therapy (BOOSTER): a randomized phase 2 trial. Signal Transduct Target S 5o- FURECH HIBATR 1.7%vs. 0%
AN, g 10 (69% o PIK3CA H1047L 1.7% vs. 0%
Ther 2025;10:365. g o0 RO _ CDK4 amp m 55 ve. 0%
o Regquired sell °3|'t° e ?_ene CDKN2A hmodel [ I 3.4% vs. 0%
atterations - pki28 hmodel i 1 3.4% vs. 0%
p<0.001 0 , b . . _ SCLC [ Ml 10.3% vs. 11.1%
TKls TKIs + Ablation Histological transformation LUSC 1.7% vs. 0%




