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Fig. 1 The role of CTLA-4/PD-1 in T cell immune response
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Table 1 FDA approved immune checkpoint inhibitors
%1 FDA #HUERZINE S HNHIF

ELVAN % - Tig e i & RLAE g
GLED)
CTLA-4  Ipilimumab 2011.05 NN R g A C R e ) mOS: 10.1 ~H: mPFS: 2.86 ™H:
(Yervoy) 1 4E 0S: 40.9%, 24F 0S: 17.5%
PD-1  Pembrolizumab  2014.09 NN R g A C R e ) ORR: 19%, mPFS: 2.8 P f;
(Keytruda) mOS: 11.3 4N H#
2015.10 L2 Ak | AN N ORR: 19.4%, mPFS: 3.7 M ;
mOS: 12 4~ 1)
2016.12 R B R P SR BB e ORR: 18%, 6~ PFS: 23%;
6N H 0S: 59%
2017.03 SR B (12 J B B bk R ORR: 69%; 6 1N 0S: 100%""
2017.05 S W A B B M R B b R mOS: 103 H: mPFS: 2.1 ™H
14E 0S: 322%; 18 1 H OS: 4.8%
2017.05  AAIYIRRELEFSPE MSI-H 80 AMMR, SEAAMYE ORR: 53%; 2 4F FPS: 53%: 24F OS: 64%
2017.09 Je B B A P B R B A R RS LI ORR: 11.6%
PD-1 Nivolumab 2014.12 ANV D) B B T 1 B R B ORR: 45%; mPFS: 6.9 MH;
(Opdivo) 44E OS: 31%!
2015.30 R VEE /N2 i il e mOS: 1221, 14EPFS: 19%;
1 4E 0S: 51%%
2015.11 W30 5 9 ORR: 25%; mPFS: 4.6 MH;
mOS: 25 >
2016.05 2R EHEVR 2 i R 7R 5 bk B ORR: 94.7%; 14E PFS: 58.2%;
1 4E 0S: 78.7%
2016.11 53R SR T M Sk SR 5 DR 4 g 6 A H PFS: 19.7%; mOS: 7.5 ™H;
1 4E 0S: 36%
2017.02 JR M S B R R B b ORR: 19.6%"
2017.07 M 45 B E (MSI-H 5% dMMR) ORR: 31.1%; 14E OS: 73%
2017.09 JFF440 it JFE ORR: 19%; 14 OS: 55%
PD-L1  Atezolizumab  2016.05 S W SR B B M IR e b R ORR: 23%; mOS: 11.1 /MH®
(Tecentriq)
2016.10 L2 Ak | AN N mOS: 13.8 4 H: 14E 0S: 40%©
PD-L1 Avelumab 2017.03 L2 At N ] ok ORR: 31.8%: 61"H PFS: 38.2%"
(Bavencio)
2017.05 JR M SR Bl B R B b ORR: 17%; 14F OS: 21%%
PD-L1 Durvalumab 2017.05 Ja M SR B B A R B b ORR: 17.8%; mPFS: 1.54f;

(Imfinzi)

mOS: 182 1MH; 14 0S: 55%

ORR: EMZMRZE, mPFS: WFALLHEEAGEN: mOS: A MAEY: OS: BAEW: PFS: TitRAEN.
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