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Research progress in precision treatment of pulmonary sarcomatoid carcinoma
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Abstract: Pulmonary sarcomatoid carcinoma (PSC) is a kind of rare non-small cell lung cancer (NSCLC) with insidious symptoms,
strong invasiveness, Insensitiveness to traditional treatments and poor prognosis. With the development of molecular typing and liquid
biopsy techniques in recent years, the molecular biological characteristics of PSC have been understanded deeply. Furthermore, the
clinical efficacy has been significantly improved owing to novel molecular targeting therapeutic and immunotherapeutic agents. Based on
the recent advances in the management of PSC, this article especially focuses on the progress on molecular targeted therapy and
immunotherapy in order to provide some reference for clinical practice.
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{19 %955 2 FBE T SR I (07 J & 2 o il P98 B 9 ( pulmonary
sarcomatoid carcinom, PSC) J& 3JF /)N 41 J# fiifi % ( non-small cell
lung cancer, NSCLC) HP 5= WL BT A 0.1%~0.4%"*"
IR RS W G A T U 25 . R
TR, A A7 AW T H Al 2 AU 1) NSCLC, $E 2= 9 FR oy
“HEZE

1 STFRIBHFE

1864 4 Virchow fic FL i PR AR " IORE . PSC 2 —
ol UG A 4 P JRE (IR D2 80) 143, SRR i (R A 1 e
1) R IR A BLUGAPE MR . 2015 4R WHO Hf PSC 43 2y Tl
WH: 2 I P 9% ( pleomorphic carcinoma, PC) | #4 T 41 il
(spindle cell carcinoma, SCC) E 4 ffiJ# ( giant cell carcinoma,
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GCC) JE A ( carcinosarcoma, CS) F1 i &5 41 fifd 58 ( pulmonary
blastoma, PB) " . PC A0 HH2 & 40 L9 . GCC L WK 40 o
P DUAR A3, b g S NSCLC Hr AR IR 48 M /35 240 i A

N 10% . — A5 AR T H R (next gener-
ation sequencing, NGS) ¥l 49 {5 & Z i 74 ASARAS 5L 8 21
S, T1%(35/49) () PC 35 & 30 TPS3 2878 ,27% (13/49) 1y
PC B AAAE KRAS 375, (ARG, LBl 1 17 4
PC SB35 1 I B IR 988 R B 4y 1) 3k R Al 28 AR 1R 0, Hevp 65%
CL1/17) 4 585 AE P 8 4 v 485 A ) 1 € AR B TR o 1 PR e
FEBLAN AR I 3] ARID2 . ASPM  NF1 1 PIK3CG %845, |
AN A AE EPHBL 28745 5 105 200 89.6% ( 112/
125) ¥ PC #8235 1 A8 77 4 40 Mo 28 7= fic 44 1 ( programmed cell
death-ligand 1, PD-L1) ik A1, H.80.0% (100/125) & PD-L1
FAGA, BORAEIRYT FTRERE PC B E AR . SCC R XUk

PPt A AR AT R BT (2021JM-582)
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HA G 2 b RTE A M. A 4B AR S5 2 Ak P AL -
MET JER PSR BPE' o fHG el b & 3L T PD-L1 3 (@
P KRAS %78 | TPS3 5875 % TP53 KRAS WA AE &5 150 7
GCC & SRy HAs s Aol 4= LA A , 9o A M A 22 5 K
RIS B, A AT FE R T A GCC /s 9 4 £F 78 TPS3 %8
A%, G KRAS 282810 CS 40 35 0k 40 M0 3 L IR 088 L 53 1A 1A 9
(AR PR s PR B ) g3, T DL TPS3 5878 |
KRAS 2875 K¢ PD-L1 ik, iR & Sy AT G719 vl 150E &
AHRAE L PB IR —Fh g ARG b B B R LIRS (R4
S O] 5E A a3 k) FTRD S 5 5t R 1 2 UL R, ) NGS
ARG L b 98E 28 78 17 £ (tumor mutation burden, TMB) & 3
i RIS (THC) B7R CK-5/6,CK-7,CD56 , 45 2K [
(Desmin) I 8 (4 ( Vimentin) S50 BHAE Y o 33 F R I A v
S8 VA 30 5 00 R ) P MG B A X LS

PSC AL TR 5 28 B R4 BAR A, J5 R T4 2L A
SRR SIS R HEAT IS0 b Bz 40 e T 240 L 1 %
JERRICA B T HENS W . AR SChr A b e 2 i
fiZpt Ji (epithelial membrane antigen, EMA) | 20 i £ Jii 25
(cytokeratin, CK) . FF R i #% 5% [Al 7 1 ( thyroid transcription
factor 1, TTF-1) . %t 40 Ml /A & 1 5 3¢ F& $1 4K (anti-pan
cytokeratin antibody, AE1/AE3) p40 FEHRI A A 4, [ %
BB AR A A R E S . S Ah, NGS
FREBR R 2 PSC I FE R A B , 5 VS AR B R IR, DTG M43
TR WHEITS PSC, RO Pt ™, Hyy TR THC,
TMB 983 bt 5] 3F- 43 ( tumor proportion score, TPS) 45 7 i 4T
Pl

2 B T

21 HF¥edgyy  PEFEWMIESER DS P, AR 3 A
YL i) AR B PR Ry 3 Bz Az A R 32 4K ( epidermal growth factor
receptor, EGFR) KIT ,CDKN2A'") | [ py AR PSC i H WL %728
P K KRAS(24% ) MET(12% ) F1 EGFR ( 10% ) , 55 UL ()30
SRR R PS3(74%) Y o B bR WL S A RE R AL, B iR
PSC ABEA T, PIK3CA .CDKN2A \PTEN 228 A8 £L[H | % pm]
RE SRS A T o B IR IR R S AR A, S T F
43 PSC BB FH1EAE LN TPS3 HE 4 KRAS ALK 1§ 4 KRAS ALK
4 MET EGFR B4 KRAS EGFR B4 MET 5875 2 3t
FASIIE O, AT B S A AE 5 % Sl B SR B B G, BT
XTZZE B 2 B s R B

2.1.1 TP53 5878 P53 KL AR IR W WL 8 2 [N, pS3
HEAEHET Mdm2 (94 809 7] B, Mdm2 £ 52 i 42 i#F p53 B
fitt 145 p53 Jr T WiJE AT L R g, pS3 R (I E IE Al i h
TR Ko RZ % pS3 JLPI 587, B pS3 H 113
P SRIRIERE ST, E T p53 JE R BE S 5 Mdm2 (155 5% J 7
PTG, T LA 3 938 e €0, J vk Ao 0 381 3206 JBd I8 ik 1) p53
. Terra ZeM™ WE5E % 30, 72% (24/33) 1) PSC % /04 —
Fh3t B S, TP53 28748 %y 58% (19/33) , KRAS 2245 3K 2l
30% (10/33) ,TP53 245 1 32% (6/19) Rt % 4= KRAS 2845,

7E 3 (5] TP53 275 By e NSCLC Jpg 49l v, £ 35 R F L il 8
He B R I BT I 37 (tyrosine kinase inhibitor, TKI) % %5 %
J& (anlotinib) BJ #3433k 25 , Jo ik J&& A 73 ( progression-free sur-
vival, PFS) 7351 8 A~ H 6.5 A RIS A AL %2 IR
SR PSC AN ARG BLAFTTRL Y . —WiWFSE M TPS3 %8
A5 % B S AEH (overall survival, OS) JC W W 5% i,
17.2% (10/58) ) PSC A Bf[r] B 4 TP53 | KRAS RAF, H
50%(5/10) (G AE i TMB > 10 A48/ Mb, #2781 A #f
ATREM SRS s o ARk, FRIE A T R R A
R (tislelizumab ) B G4 B 85 JB iR YT TP53 28748 PSC B
WS ZE ], S5 3 il 3 kAL 58 4 22 iR, PFS 2458 24 4>
APV B A s M e R 5T R T PSC B 25
TEFRRDHI ORI, 38 SO R T PR B B (] B 3 ik S22, HOYT sk
AHEAH B, BRI LLE o AF E g EE N AT X A9 TPS3 5848 1) 43
TH ) 25415 T R € W B, TC 259 ARtk i
2.1.2 EGFR %248 EGFR-TKI 7E1f: EGFR 52748 [y #H NSCLC
BRI W PIRTTACR  (H7E PSC 55 EGFR 2748
T, BN AMRE AR — RIS &R i — 2B 5E . — TSR
16 15 867 £l NSCLC H % Bi 125 5] PSC 3%, {1V 8.8% (11/
125) 727E EGFR 2245 | 3 —10it 32 45 p [/ PSC g% NGS
ST, EGFR 28758 3y 28%, H K £ WL 748 (45
D1014G V845M , G485S K757R . G724S #1 1.861Q) , H 2 4
L858R 7848, 1 f4i] 19 4} &g FH 2k (19del) , [FIBF £ T 3 f
PSC #i#% EGFR \KRAS % %74% 1 ffi] PSC 3% EGFR MET X
[22]
EGFR-TKI &7 PSC BYSCRRZ AR 4RIE, 1 #1 AST
BT R AL A ) PSC B, F Rl Y EGFR L[ 21 4
F L858R %748, IR FIJE % & Jé (erlotinib ) J547 5 PFS 2 6.0 4>
AP 51 BIFEEGFR 19405 T2k 28748 HAR J5 5 & 19 PSC
B T AR JE (gefitinib) JF B 52 MY o A4 1 Bl
PSC 3, [AIBTE4 EGFR K 21 4+ L858R 248 Fl MET
PO, WA R A OBCHE 1) 4 R SR S AR R e R aE ke B e
(crizotinib) , [ihgs W 5. 4 /1N , AR B R

W55 B I, 6% ~ 12%(1% NSCLC % 3 EGFR 20 #h & T4 A
275 (EGFR exon 20 insertion mutation, EGFR ex20ins) , L 245
%} EGFR-TKIs & J7 AU, 1 5 {8 %5 J& ( mobocertinib ) [if
T EGFR ex20ins NSCLC F8 3, AN AT 0 i) 00 il i A= G, &R
FHZ R, HATA X PSC 45 EGFR ex20ins F I IR
W/, 35 IR NSCLC Y37 48 R 44 T AH i 1) 43T It 1) 245
WAIT
2.1.3 KRASZE7ZF  RAS JL[R4E X 745 it KRAS(85%) fix
LT, KRAS B0 12/13 2875 7E 3 PSC BAFI Hh 143.4% ,
TEAT BRIRE A3 ) PSC v 446.69% % 2018 4F 1 YR A a8 4
IS N B2 A2 K 132 44 2 (vascular endothelial growth factor 2,
VEGFR-2) ff) TKI B[ if1#5 J2 ( apatinib) K BJi5 97 PSC A %
Bl BB JEVRYT 5 d J5 , 1238 s RE AR 2%, I el e AR 92
i, 10 d JEPRAE R IFME, 14.0 D H ML . e A
UL R WIBTIE 2 JE iR 7 KRAS 5875 (14 I 301 Jf it 98 18 8007 3 R
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U AESZ I BB IAL R R T . e R Y R
AL HERFEHL PG A (sotorasib) T, T KRAS G12C %78
) NSCLC 3 I3RYT . G12C J& PSC KRAS 875 i f & LI
TR (43%) , Fk & KRAS G13 #il Q61 7F 124 {5 NSCLC
BB KB 5E o, R AL VE A 16 9T 5 BB 10 % 2% i R
(objective response rate, ORR) H37.1% (46/124) , B+ il R
(disease control rate, DCR) & 80.6% (100/124) , Hi{s; PFS %y
6.8 AV, B H T LR ILHPIAT 3677 KRAS G12C %78
PSC IR IRIISY , At — R R A e ek, BT, 1
HB T 1 4] KRAS 2828 F1 EMLA-ALK g4 L 77 i me i PSC &
B, S5 L AR T RN v e BR Je IR T 9T S AN A, T RE S
KRAS ¢ 45 %6F v 5 J2 i it 25 P 6 . Lococo 2517 3iF B
T 43 BIARJG PSC &Y PD-L1 ik 5 TMB & F A K, R 51
JE5 KRAS SR RARA K, (0 LRAZE PR PD-L1 (19 3%
5, LI PSC ey itk J iRl | ik £ o 88 G A o A~ 14 ik
Y8YT PSC %,

2.1.4 ALK %845 ALK B4 278 7 NSCLC 1 % 15 R Hy
5% ~7% , 5 NSCLC Z5 544, o [ PSC ABFAY ALK kR L
Ny 3.5% 5 M BLIEAE R ORI 5 p Y L T ALK
il A 2878 FR 6T ALK-TKIs 1) RATITRL, — B PSC B3 & B
ALK il 28748, — WA i ALK S35, F R ALK #0415
IRYT PSC MBS E/D , FENAREMIE . 2021 4F Lung Cancer
ZeAE B T o BIEE T # GPC1-ALK B4 ) PSC H 3%, RNA-
NGS Hi AR G5 96 AN 24 538 H AR $E 7 12 8 4 7T g 23 DL ALK-
TKI Hak 5, 1% ml A 3k R R % Bt ok 30 34 97 42 108 458 A
BED S NEEAR I BRIFSEXT 84 ] PSC B HEAT ALK Fil £ 5 [
K, 9 5] ALK FH: 8 25  FH ALK-TKT sems s Je i 97 s, 1 6
SELLRA,6 BT AR, 2 BB E . 5 ALK A 3 B
PR A L, X2 AT I8 JE K FH A B YOS, ALK fil & A
PR PE R S 1.3 4F AR A7 3R 100% (9/9) 0 35 ¢
25T 11 ) EGFR 61N 55 0 B 501 08 AR AR 2R 11 4- il 28
P bk B 983 148 ( echinoderm microtubule associated protein like 4-
anaplastic lymphoma kinase, EML4-ALK) fif & 35 P X %€ 25 (Y
NSCLC (3 1, PSC /i 2 f4i], 50% L) I () ¥ [ i 25 55 EGFR
T790M 454 5, W58 48 £ 3 %) EGFR-TKI J¢ ALK i il 71 2
N PEANTR] , P A R 28 AR 1 £ i i EGFR F1 ALK 75 [ B 1R
KA 2, BI XS EGFR 3 BRAR X UK 1) 52 3%, EGFR 28 1 8%
TR Ab KT 25 1 T ALK, ASSRARGE b, si B Je TR YT EMLA-
ALK SENFEHER 1 () PSC 9 0S 2 7.0 A H M 55 1 4
f}: EMLA-ALK \PD-L1 {5323k PSC (3, #2532 AR 2k st
( pembrolizumab ) SLEEIATT 21 4G US KL .

2.1.5 MET %75 JFUs3E [ MET 28256045 14 4h i T BRIk %
Ax LY LGRS o-MET & [ 5 EAZS & )5 , MET @
SO AR R B % BT DNA-RNA-NGS 6l 3iF 52
£ MET14 4h i B BR 58 28 BHPE (1 PSC R 50 & & B (7]
TRIME R E . AR BR, 9% (4/46) 9 v [E PSC fE
MET14 4§ BRER IS , 5B P 8% P 08 fi 25 4E K (35.0
ANH s 2.0 M) L AR MET 14 S0 87 BhER 58 48 w4

B O RCR I R 58 345

2015 4F Paik 25 ¥ B £ MET14 457 45 5828 1Y
IV 93 i g8 R [0 37 1 S i o (R4, Jenkins 281 F 5
SUMERE SR XS 24 )2 # e £ MET14 51 b F Bk EK 58 48 1Y
it B B 2 7= A R A I R I NG o UK AR, T e 8 JE I A i
7 Schrock 5 BIFF A 3] T EPIE, N 11 205 451 i 98 v i ik
i 298 £ MET14 4p i FBRER 225 A9 NSCLC #3%, HoA 8 £l
7 PSC,3 fif: MET 4738 2 flifi PRIFAGA S T 58 &% M. I
A, Gu 1 LB 1 Ik MET14 S0 8 T-BRER R A5 9 PSC (B3
P22 MR Je I, PES i FLARR ™ 25 1t 24, ok S e i B Ak y7
J& PFS ik 15.0 A~ H ,PFS (4K A §E 5 PD-L1 § == 4
Ko F3—IFSE LI 1 FifE: MET14 S Bk k5848  PIK3CA
RN AR PSC R, HIRYT IR T 2 M B i) MET 1
PIK3CA i@ %, H:AliBT5T 7 /h T4t RNA (siRNA) Xt MET 1
TUERAN SR JE X MET (440 i 5% 0 7 208 B 75, 0 /b 7 i
il H596 4l & ( [RlBF A MET14 4b & F Bk BRFl PIK3CA %€
AR ) VIR 22/ T S I B 1 I R 2 S D b 2R 1 SR Y
TN AL, 16.3% (16/98) [ PSC H % B MET , ALK Sty 1
AL, — & DA RNEOE T W5 51 5, R ALHI A B IR AR
FE, i R 2545 SR A

R JE (capmatinib ) £ AR Z VA7 (19  MET14 51 i F Bk
SRR R PR DL 1 01 NSCILC J8 5 b TR Y77 8 i 3
HEPERBAR . —i 48k T 18755 (GEOMETRY mono-1)
HrBIXF MET ZER AT 7 il T 0 )2 R R OB e A
BRI A, 7F MET14 43 7B R 5848 1) NSCLC R,
—EIRITA | B, 0T 1 BRI RS . /= Ekdlh
PFS 37 4.70 M H . 7E MET £ # D1 %% = 10 1 H 4« NSCLC #
Hh, —LIBIT AN T/ =437 41 ORR 4341k 100% (2/
2) A45.5%(5/11) , & figFreit ] ( duration of responsem, DOR)
S35k 8.2 4~ A A 8.3 AN A AEBHIZHE [ 25 ] F B AT A AL
FLR 32 BLAEDY . o, £ 152 i) MET14 Sh 5 Bk 2K 5 25 Y
NSCLC 3 ,PSC 5K 1.1% , (1% JE (tepotinib ) JE 97 5
& ORR 2} 44.7% ,DCR H72.5% , 54 WLEIAS BN Ry 41 7k
i LRI, Hee A e T 0 0 HRT, R DR RN
JeTEFR B i & L1, = o AR I PREAIE

2019 “F4R3E T 1 1 v H B8 IR B JE (savolitinib ) 38 97 19
MET 14 4 7 BEBR 28 48 PSC |, BfiJR7E—TiZ .o
BT 4 I BRI E R, 70 ) MET 14 4h & 7 Bk ER 22 25 1Y
NSCLC H1 PSC 51t H37.5% , AN R FH1E 20— LRIGIF TR Ik
I 10 R AN 52 1 15 D0 R B A2 BB JE VR YT, 61 4] DCR Oy
93.4% ,PSC % NBEiIA PFS=6.0 4~ A Y, 2021 48 [H K 25
BB R LSRR, IR YT AT e i R e
L 3Z 1 MET 14 40 7Bk R 5248 i 56 F# NSCLC,
22 RAEGYT RPERE SO TSR R A TR A 1
(programmed cell death protein 1, PD-1) . PD-L1 K 40 &4 T
R 40 B BT )R 4 (cytotoxic T lymphocyte-associated antigen 4,
CTLA-4) , PD-L1 Fl PD-1 254 Al 4 T SR e k5 , B Sy i A5
AU (immune checkpoint inhibitor, ICI) £ 2 5% 7 9K 2
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B BP0 NSCLC 1Y ZLRYT F B 2 — , AL BE4T (niv-
olumab) | MATEAER BT | BT 1| Bk S BT ( atezolizumab ) S 3 [
2P ARG ) BT {5 3 R AT R B R BR SR R R R B
FAHT SRR Y ARAR BT A R TR PSC IIRYT .

AWFFT R, PSC AFEH Y PD-L1 F1k7K V-4 NSCLC 7,
2575% (36/48) Ky PSC & & vl 46 3 7 /K £ 5 49 PD-
L1 SRR AR L, PSC i AR A 43 P i) TMB. 8 35 7 i
H PD-L1 Fih = (TPS=50%) , A 7T IR A 88 A P 19 o
B FTE T AL ST, BRI LA 5 TMB 28 248 3k [N AR 2
Z S GE2EE X (BN PSC 3 N B IFA T A HE A
W ABE—EFERE U6 ICI 3 F F PSC 4% NSCLC [ 1lfi IR 3k
AR R,

Domblides 255 434 37 ] PSC 5 2%, W K0 (4 v 2 48 58
i 22, Hovh 36 4] PD-L1 26 3k f M HL b 3 38Rl 70% , #5:47]
P2 A P RO A, ORR Hy 29.7% . 7 JH ICT (/3 452
AL JF ORR 2 40.5% ,08 9 12.7 N H o ZHFHRIE
BH , TMB 5 4= 17 RAFAE AR e, 87.5% 1) PSC Hi & B s i TMB
(45 Mb f74% 10 ~LL R 248) | 15 TMB 4 AHEHAIL TMB A ¥
B OS W EIEK (18.0 N H vs 1.8 ) o A sl Al Ju s
POGIT PSC A —E BB IR BAE I 2 M 1 8 o
Riffi PD-L1 3508, % 25 th R 15 31 RAF B WS RCR , 1T 58 -5 b
TR B MO  TMB A5k A % . KEYNOTE-010 #5545 i,
K4 PD-L1 BHHE PSC B % ££ KRAS 5848 PD-L1 ik 1H
BLSHRHLR 2P R H 1Y OS PFS 5 &, 7EHE ] NSCLC #
28% (633/2 222) ABEAY PD-L1 353K Jy 50% , i 1) 2k 2t
HBEVAYT LA T 2 T OS LB AT i Tl ) B Bt 114
HRHAE 1) T a #9 (TANIMO) () PSC iR 35 A3 3 THIESE, 5
ABITIRIA (21 d g 1A ) S5 s CT 45 b 96 /N s 2>
80% A b, ABEJE 14 A~ A # % I AR KRR . Schrock
SLT A7 125 5] PSC /s 432 TMB S 8.1 4~52745/Mb, 77% I
S 91 22 v B B R BE TMB, v 1 {34 58 1 £B 5 il T AG; TMB
[Hik 31 4~9€748/Mb, PD-L1 TPS 2y 80% , i FH WA TG Bk SR 4074
JERIE 10 A JFRGKH S Gt (E7E R [ 2 R e
HIZE RS T, ORI BR BLHTIR YT PSC S BV B AR 30 e, 25 1
MDM2 #£ K43 | EGFR 2845 A7 A o R 41/ 94 B4 400 i
{H il S 015 F8 80 (lung immune prognostic index, LIPT) 343
LG ZHZMEH NS R, SR GRS TR YT PSC
KA RIS, SCHR 22 DA 4 00E R

WG GLRENR ST PSC AT /NEEAS YT S8 41238 . Kim %
BFgeH , 18 il K sk Re M i) PSC H 4252 PD-LI i3
AL B BT ( durvalumab ) B¢ 4 CTLA-4 417 i 551 £ 74 K B g
(tremelimumab ) {877, H 1, 64% 3% PD-L1 2 5%k, 15
BITEAR ¥ ORR 3k 26.7% ,mPFS 5.9 ™~ 7,08 Jy 15.4 &~ H .
14 AT A Ik B 40 M 3 34T, K B0 0 2 i 36 1 A
FE 6.0 M~ H LAY PSC gz CD8™T 21l o A5l o5 o L30T iy s
PR BURIRYT PSC A AL, (BRI, T 2t — 4
FERERTHETE HEAS BEHL HEBFST .

ICL BRGRYT X PSC BHA —EI7 3, AFFER W, 7E PD-L1

Fk%K N 60% TMB H 13.29 4~2875/Mb ) PSC g5, /Nl
B (HE A S5585100 mg, dl, d8) & 15 i A A hT
(200 mg,d1) 35 (21 d R 1 A4 JE W), PFS i 10.5 4~
A IFRON L B SE 2B . W H ZE IR A PSC 4,
R B AL PR S 2 16 9T IO R B /N FY A . 1
£ KRAS G12C 5275 H PD-L1 #3553 50%[#) PSC %P, 4
TR YR E S P it R, R I A BT A MR, CT $2
AR 45N BT RN S o . MR A — 1] PSC AR
R R B A A AR 25 SR ), B B E RS R
U SR ATOT  PSC R T — R r &1 . BB e
A AL B PT — 2R IR T M ] PSC, 8 JRYF AT 35 3 7 28
i, TMpowerl SO BIFFEIF 52, DA ER ST ALIT (40 2
Fi) BT R ER AT = 56 FH 24 ) 3 el 2 4R 19 NSCLC 4 Y
PFS 1 08", BETT , ] 25 R BR 4T 40 EAZ I L DL Ak B
FOBIPUZGIEE ) AT IR M PSC A RO T e — T,

3w E

Il PRI 2 FIPEAY PSC 3 BT & FH AR SRR A A= i I3 2
W 2 & # EORTC QLQ-C30, T J5 & % $i8 %% ( prognostic
nutritional index, PNI) V1 TNM 4># & PSC f3 OS 3% 7
IR, PNI=49.4 (1 85 Al 32 25 T ARG ALI7 R Ia697 . Wl
A AT R I R A R 7 A0 B RS DNA 7P W I k7
57 UL BT R Y BR AR, 57— T 45 & S 4L (systemic
inflammation-immune index, SII) 2 AR Fif bk B 40 J | rf 47 40
JRURT L/ MR BGRB8 B IS TR IR S B R R K
410, Yang 457 AT TTF-1 H1 P40 G s 41 1k Y ¢ 4% 56 45
PSC 43 =/~ RL . TTF-1 FH:4H , P40 BHYEZL, SR PE4 . T
HFOTTE-1 FHPEZE AT PAO BH 44 41 A4 43 ) 01 1) =T B it 9 7 A
o RS RTARGIN B TPS3 5848, # WU 2L K EGFR,
KRAS #il BRAF {HH #L7E TTF-1 BHEEA FDWBH 4, MET 14
SHNE FBRER AR B K A TERUAYELL %55l PSC 1Y
AT IR R . N0 R A i T & I 2 £ 5 \PNITNM 43
W, 3 R AEFA P DNA (SIL K TTF-1 F1 P40 455 4 Ak e €57
Ay RVEEFE R SRR, IR EUR E AR R A, 10T DOR TR
JERFFE PSC R I TS 7 50, W00 ) N 8 R 3R 7 3R L B
FHREMWENERE,

4 & iF

PSC J& NSCLC Hh = UL i B AL , FUl RS A3 70 74290
SEFAEANR] T H Al NSCLC, 3298 Ml P B2 i, T AE 97 A
G TS 220 JFARBTA Y PSC AR5 15 1 FHAE 1] Sz S e T,
{HIE A 2 S U B2 45 5 0 1 B2 R O 125, TR T 3
PSC {973 TR ERAFAE , 35 T R AL 25, A7 24 i PSC /R
TR, MG BE R TR, 5 S KR R AT T3 3
FlamR L

S 30k
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