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[ Abstract ] In recent years, squamous non-small cell lung cancer (NSCLC) didn’t progress much in chemotherapy
or target therapy. However, immunotherapy has made breakthroughs in treating squamous NSCLC. Immunotherapy includes
two main broad classes of immune checkpoint inhibitors and therapeutic vaccines. Immune checkpoint inhibitors, including
anti cytotoxic T-lymphocyte associated antigen 4 (CTLA-4) and anti programmed death receptor 1 (PD-1) antibodies, have

been tested in the phase II/III clinical trials and have demonstrated promising outcomes. Immunotherapy will become an im-

portant treatment for squamous NSCLC.
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J{gffi%E (non-small cell lung cancer, NSCLC) , 1fii LA ZJ30%
(R T ). R 2 MU EAE GRS iR I A T R 30
(IIIbY/ TV | S HAR P 25 BRG0PI A B INS CLC
M FETIOTT I %8 WA, xR e A 752 14 (epidermal
growth factor receptor, EGFR ) 3K 58 A% Kz A48 M bkt 34
fif} (anaplastic lymphoma kinase, ALK) FEH B HER B, X
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1.1 PraiMEErET IR 40404 (cytotoxic T-lymphocyte
associated antigen 4, CTLA-4) CTLA-4XFRHCD152, J&—
iR CTLA- 43 PR 4 55 (1 55 JBE 2 11 o G AT AR IR TE TS Ak iy
HUWCD4*, CD8* TANMILA S5 THIMI |, S5CD28%a 4
PEHL 25 S P B S A0 M R Ay LR s> 7B 7-1 4 B7-2, H
CTLA-45B75; FHEA ST T CD28s), CD28 5B7
NFEEE)E, A AL -2 AP0 T ok A ET A
JsrE e, 5CD28M S, CTLA-4 R FtEE 158 F. CTLA-4
BB, 23k T IRER B T AN A7 (R 5 CD2. 8175 T 1 g
&%, AHPI3K/AKTIM %, MTIHIHITAE 0, i TB7-1,
B7-2 R BTEPU R AN R I, CTLA-44M 4T iz
AVEFARIOA 2 7E T AN AL A R Gk 2 B b2, T
AL IR R B i,
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N AE A (overall survival, OS) FFR 2%, fKVEAR BHT
B B — AR E R R IR YT Tk TR Bl 19 2 65 2R 1Y
BB RG Ar SR 28], FE— IR VE AR BB S AT IR YT
M HINS CLCIY T PRI g Rt 20409 BE1TE: AR 432 104k
SP R IR L LR FU I BEAL 0 S 34, I3 e s SEAZ e+ R
B+ [FPAR VE AR BT (T4 B AR VC AR BT, J5 2 8 022 Jet
)RR+ R SR VE A BRHT (R 525, 5
4JEIAMRVE AR BT ) LA R SRS+ R A+ L2 SR o TR i
Ji& FLREITN 32 i — BRI T RS S AR S 2 12— IR0
MVC A AT B2 R I AERHRY T SXT R, 7 TR
VEAR BB IR B 1 el S Al 5C Jo ik e 247 ] (immune-
related progression-free survival, irPFS) IMFFE 2405 (5.7
H vs 4.6, HR=0.72, P=0.05) . J¥ BRI A BAHT T4
FEE TETT U A T A 4120 (World Health Organization,
WHO) #r#EfIPES (mWHO-PFS) (HR=0.69, P=0.02) . Ji
HOR SRR R, B2 7 BUKIE R FBTIRY TS iYirPFS 5
mWHO-PFSHCHE o I . 95 5 A E s 83 S e AH O
P TP A7 (immune-related PES, irPES) IIHRT 7N
0.55 (95%CI: 0.27-1.12) }20.82 (95%CI: 0.52-1.28) , mWHO-
PESIHRS140.40 (95%CI: 0.18-0.87) }20.81 (95%CI:
0.53-1.26) . TEMf S B E A, J7 TR VC AR B 2 5 ) i
ZHOSHYHR=0.48 (95%CI: 0.22-1.03) , T 75 £l i I 20
HU SR 1.17 (95%CI: 0.74-1.86) .
1.2 PREF T Z k- 1k BIFERL T2k
(programmed death receptor 1, PD-1) , NFKHCD279, /&
— e A E A 2 R T A T TR R A AR, Rk
F-CD4*FICDS kLA, BibkELANAATE 4R 5345 (natural
killer, NK) #il i 5540 i F2 101, PD-140 35 G238 32 ARG S R 1)
IR A R s 98 32 A s 2 TR e A AR 3 2ok 3k P B
PD-10] LS AP0 RR S HP2 . I Ah, PD-138 2 53005
PP2A, FE AT 40 ML 52 AR 09800 D BE, 3T 4
MIAELHZAN B9, AT R 1T 20 4% SR B TR 4
Jif 2 1T R ) 22 K- 32 BELH UM 2 2 5 W B[] . T 4 e
ATREIR I 2 — S R RO Z K- R H G E A
YIrFE A fp os]

PD-1E 245 B FPfiC{&: PD-LIFIPD-L2, PD-L1F: %3
IRTESEAA IR, PD-L 20 55 35 T B Ubk L2 4 i 174 it S i
AU, T — 20 R NS S, asE HR Rk
PD-1, H AT R IFESFZ A AL PD-L1YFK K, PD-1
5 HBCAR LS55 30T 400G 2 o R, 7R R S
T, PD-1/PD-L 1 P& o) Gk 3 55 6 g5 1 2 BH 1E 3 B it
PRIl BER, 4EREXT H SRR R S et 52070 R,

PD-LI7E[fif rh 480 ek ik, 3O E iR B8 iy i
PEN S BERF08, PD-1/PD-LIAYA HAE R 23 Tk B A0 i
S5 B IR R e AN A, S B R R S T A0
R ST, WIBLETPD-1/PD-L1 R H AR AT LA 4%
TR TR, IF b b 2 H R R
1.2.1 R HHE (Nivolumab) Wi FAHTE—Fh 4 AL
IgG4HFLFEPD-1HUAR, SPD-1A & A7), A] LA i BH
WPD-L1IFIPD-L2 5 PD-1454 20, J& 55—t i+
A7 I 63 S i 6 98 6 2 1 B B A A AR R o FE TG IR
R I, Frg R4S K W 22 fi# % (objective response
rate, ORR) “N16.7%, {3 it Al A A 2 (FEH: 3.74>
H-36.811) , FHi0SH9.21 ] (95%CI: 7.3-12.5) , 14F. 2
4 AEROSAT I M419% . 24% . 19%.,
FE— TN B BBTIARTT M T L MR M i i R 1 2
FE T BRI A (CheckMate 063) 23Ff1, ORR M 14.5%,
L SN IS TRL R 3.3 (U3 7 EAIEE : 2.2-4.8) , i 2%
I ) LE GE T M AR TR 2 25.6% F R 1K 5] T kA E
(stable disease, SD) , A SDHF LR E]H6.01H (95%CI:
4.7-10.9) . HHIPFS KX OSHr5IH1.941H (95%CT: 1.8-3.2) 55
8.21H (95%Cl: 6.1-10.9) o 61H I 14F-PES/I 51 4125.9% 5
20.0%, 14F-08°440.8%
TE—TREHNLAE Z -0 B TTHH G AR5 (CheckMate
017) R4, 27251 WEAE B2 52 235 5 40 07 224k 7 1) i 100 f i
T B F RN AL, 43 )42 32 AN R T B 2 P At 3§
TRIT. N BT Z VG b FE LAY SN K453 R 20% 55 9%
(P=0.008) , F20S43 51 49.21H (95%CI: 7.3-13.3) 56.0
M (95%CI: 5.1-7.3) , 14E0S43 71 42% 524% , F1{ PES
3R 3.5 A 2.8 H (BET- 8k ik R HR=0.62,
95%CI: 0.47-0.81, P<0.001) . A B IFE TR Ky
41%, B MK F 2 Pifh #8240 (HR=0.59, 95%CI: 0.44-0.79,
P<0.001) -
1.2.2 JRUIB B3 (Pembrolizumab) YRR AP 1 J2—Ffr
NWEA I 1gG4HL e fEPD- 1A . 78 — T I IR L 36
( KEYNOTE-001 ) P, 495 I WINSCLC £ & i bl 2%
2 453)52 mg/kgili 10 mg/kgIR AT B # A2 10 mg/kg
TRUBPAT . A B ORRN19.4%, AL ZMEATIRI N 12.5
A (GERE: 1.0-23.3) , HiPFSH3.71H (95%CI:
2.9-4.1) , HIOSH12.00H (95%CI: 9.3-14.7) . H
W, B R IORR N 23.5%, B 3 4 T ) s i
(18.7% ) D28 o F—TjifE 244 E Z IR A Z Hui il /1
W R 5 (KEYNOTE-010) 27rf, 1,034 BE AL 4252 3
1697 HZ2 K PD-L1AY I INSCLCH 5 321: 1: 119 He 1 B ML B
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SR, S22 mg/kgIR I AT | 10 mg/kgR R} BALHT
sH Z P FEEYY, 3L A0S oh10.41H (95%CIL:
9.4-11.9) | 12.71H (95%CI: 10.0-17.3) 8.5 (95%CI:
7.5-9.8) . HZVUMFRAAA L, IR 5t 5 = 500 S IR 4 BT
HAYOSIA B, HRHM0.71 (95%CI: 0.58-0.88,
P=0.000,8) 550.61 (95%CI: 0.49-0.75, P<0.000,1) , X T fiifisk
FERFEWAL, 52V FRAAM L, Ui #2IR I R TIEYY
HE % 0S (HR=0.74; 95%CI: 0.50-1.09) S5 PFS (HR=0.86,
95%CI: 0.62-1.20) ¥JREFR £5 . L5 A AN B 10 s R ] R
FEAC DA (222/1,034) o BEAN, A — 05X IR IR
PUH T —Z3A97 NSCLC LU IR M 5t #2535 97 U4 1)
NSCLCHIf PRI EE IEAETF e,

1.2.3 Atezolizumab Atezolizumab g —FI £ 15 1119 AR AL
IgGLH T FEHIPD-L1HTIK . AtezolizumabP i I Z:
SR ARG A, DT B IBTE RN DI RE o X — & i ER 14T
A SE 20 A 1 A B, T3 4 P REAETE () 3R 5K
PD-L 1AL T 20 A A 4 2k S Lt e e i s 55 o — I
Z IR T BEHL XS BG5S (POPLAR ) P, 28744
REAE 32 1 S BT SRIG YT IS R INSCLC R 4#1:1
BEBEALAY R 241, 43 545 5% Atezolizumabal £ PU ML FRIRY T,
Atezolizumab] 5 Z P FELHOS /3 ) M12.6 1~ (95%CI:
9.7-16.4) 59.71H (95%CI: 8.6-12.0) , HR50.73 (95%ClI:
0.53-0.99, P=0.04) . 7EMIE B, AtezolizumabZI )5
HEAE AL T 2 PR 4H, 0S4r 4 1014 H 58.6 1 H

(HR=0.80,95%CI: 0.49-1.30) .

2 R

IRIT IR T R R iR A e R, MR AN EEVET
2P L XT3 0 L R A e IR AR B I B A A
[F) (A 228 Ve XA SR, AT LA AN [RISR IS A g B i
VA A Y0 R 4 6L 9 88 I 27, 48 4 i e 448
DNAZ RSN MR E TR 3, QAR BT el ik e, — LT
Pl A AR AP 1 i A B INS CLCRYIR AR5
2.1 Tecemotide A& [11 (mucin 1, MUC1) W 21
NSCLCHH A F 113 B 3% 1k I S Ml Ak ot S AH G
MUC15 52 R i 2 R A i s LAt 200 e R TS24 S iV
X SRR A SN AN R PN {5538 B A TE S0, (R kT
TR AR K | B 5 A7 03236 | Tecemotide (L-BLP2S)
JE—FIMUCHIL S R 1, RESS S T X MUC1H
I DRI 18 i3 /)N FRABS AR BTVRI R B B0 [ MU C LW

— I FEHLACH TIOAIG PR (START) 4N AT1,513

IR AE 42 52 3 A 7 IR B R A€ (stable disease, SD)
B O IIYINSCLCE #, FILAAFFE Tecemotide N 4k
FRBIT TR . & TecemotideZH M 2RI 4H 4y S 829
) 5410088 2N A Giit. Tecemotide2H 522w 7 24H iR p Ay
OS791425.6 1 (95%CI: 22.5-29.2) 522.31 (95%CI:
19.6-25.5) , HR40.88 (95%CI: 0.75-1.03, P=0.123) . %5
FRAE g A TS 72450 il i 9 £ 35, Tecemotide2H40141], 2 /a5
2H1711 7EBEAE 2 R LT (28, Tecemotide4
2B T 2 it 5 9 £8P 820 S 431 24 28,04 15 19.64~
A (HR=0.80, 95%CI: 0.59-1.09, P=0.155) , JCHH 0501124
25, [FRE, 7EF BLHEZ U7 I RS, Tecemotide 41F
TR TR 2 Bl 2R 2 B TR A2 08 435l o 19.8 1 H 517.940 H
(HR=0.88,95%ClI: 0.61-1.26, P=0.480) , JNJCHH . 150 12#
ZE5H,
2.2 A EEA PR3 (melanoma-associated antigen 3,
MAGE-A3) J% 1] MAGE-A3&—FJLF A M40 i
FIRME M, FENSCLC LA SE AR h 3 4 Rk (),
MAGE-A3JE I & —F 2 E %W, WiimEAm G HEA
(MAGE-A3FILEIE AT D) LA B 5 5002
PEIASO2B., FE—TRRENL , WU | 220 BE A TTUY I PR
R, 2,3126INSCLCE A B/ NMAGE-A34] 5 % gt
4L, BLLAIPES /M H60.5 1 H (95%Cl: 52.7- Ak F]) 5
57.91H (95%CI: 55.7-AKi5%]) (HR=1.02,95%CI: 0.89-1.18,
P=0.74) , it 2P MAGE-A34H 5 2R 4 PESFUHR
410.98 (95%CI: 0.79-1.21) o PIZIAEE ARAFFIMAGE-A3TEN
HERAITILT R ZE R, BRTC ZEMAGE-A3IRYT
NSCLCHINFFE .
2.3 Belagenpumatucel-L Belagenpumatucel-Lj&—Ff [F] ff
S I 4 bR A L L R N AR AR R p2 S LK
L L4 FINSCLC AL & (H460. H520. SKLU-1LA K
RH2) o TGF B SE7E M Je Tl R 55 v 42 22 b 8 40 11
PEFT o T AT GEB A2 35 AT LI 5 28 i 119 6 338 DUk DA
XT 18 3 NS CL C 2l i 5 928 1 2 o FE—TRBENL . BUH | %
RO B TT LI R Gl g e rhr, S35 e INSCLCi
BeBEPL ST Belagenpumatucel-L 55041, HILIESE
Belagenpumatucel—L’f’EﬁﬂNSCLCﬁ%ﬂ’f{ﬁ}agﬁif%?ﬁffE"J
J7 % Belagenpumatucel-LZ1 5 251 2H 1y Hh 208730
20.3H (95%Cl: 16.8-23.7) 517.81~H (95%CI: 13.7-22.0)
(HR=0.94, 95%CI: 0.73-1.20, P=0.594) ., FZH f{H {3 PES/)
HA4.3 1 (95%CI: 3.4-5.2) 54.01J] (95%CI: 3.0-5.0)
(HR=0.99, 95%CI: 0.82-1.20, P=0.947) . 1E Jitififf i i 50
piEaay Belagenpumatucel—Léﬂ5%Fﬁﬁuﬁﬂﬂ/ﬂ H1 v OS5 51)17.7
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