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Tab.1 Clinical trial of advanced non-small cell lung cancer with EGFR mutation received immunotherapy after
EGFR-TKI resistance

Study Drugs n ORR

PFS(month) PFS-HR (95%CI)

OS(month)  OS-HR (95%CI)

Atezolizumab +
bevacizumab +
platinum-based
chemotherapy vs.
chemotherapy +
bevacizumab

Sintilimab +
bevacizumab
biosimilar +
chemotherapy vs.
sintilimab +
chemotherapy vs.
chemotherapy

IMpowerl150 124 70.6% vs. 41.9%

ORIENT-31 476 48% vs. 35% vs. 29%

Nivolumab +
chemotherapy vs. 294
chemotherapy

Pembrolizumab +
chemotherapy vs. 492
chemotherapy

Atezolizumab +
bevacizumab +
platinum-based
chemotherapy vs.
platinum-based
chemotherapy

CheckMate
7 31% vs. 27%
KEYNOTE-

789 29.0% vs.27.1%

ATTLAS 215  69.5% vs. 41.9%

10.2vs. 6.9 0.61 (0.36~1.03)

5.6vs. 5.4

5.6vs5.5

26.1vs.20.3 091 (0.53~1.59)

0.98 (0.72~1.34)°

72vs.  0.51(039~0.67) )
0.97 (0.71~1.32)

5vs.43  0.72(0.55~0.94)"

21.1 vs.
20.5vs. 19.2

0.75 (0.56~1.00) 19.4vs. 159 0.82(0.61~1.10)

0.8 (0.65~0.97) 159 vs. 14.7  0.84 (0.69~1.02)

8.48 vs. 5.62 0.62 (0.45~0.86) 20.63 vs. 20.27 1.01 (0.69~1.46)

e R A BT+ DR ST T vs AUST s #(E A AT+ T vs AT

Note: * Sintilimab + bevacizumab biosimilar+ chemotherapy vs. chemotherapy; # Sintilimab + chemotherapy vs. chemotherapy.
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