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[ Abstract] Pulmonary sarcomatoid carcinoma (PSC)is a rare type of non-small cell lung cancer, characterized by high invasiveness
and heterogeneity. It is insensitive to traditional radiotherapy and chemotherapy, resulting in an extremely poor prognosis.
Immunotherapy, as a landmark advancement in lung cancer treatment, provides a new direction for the treatment of PSC patients with

driver gene negativity, offering hope for improving clinical outcomes. Based on this, this article provides a comprehensive review of the

latest research progress on immunotherapy for PSC, encompassing both domestic and international studies.
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H AT, PR R AR T B s b L B2 4, &
it b 5z - 18] 78 51 % Ak Cepithelial - mesenchymal transi-
tion, EMT JF 152 A BT 250/ PRI 234, R B R ZH 20
A T) - 20 24 B Jip R R AL, B A e PR PN S o Ak RS
[) S O 1A o R P S O A R e A R TR T T 24
ME R EZEIRSEER . A= PSC RA
IHRRFE P AT 2 AR-BCAA 1 (programmed cell death 1
ligand 1,PD-L1) &3I4 5 e 5848 4147 (tumor muta-
tional burden, TMB) 1 T 4H fd % JiE [ I8 o 4 55 1) 4
s PR 2 16 9T #E PSCH B BRI 1™ AUk
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1.1 EMT#E&

EMT & — Fhk b Or <3 1 R B i 1, 22 IR iR T2
B E R B HGNE B AR % 7 Ok P AR
H 5 5 g6 o7 T 245 1 1) 7 AR B DA OGN EMT
e b B A Ok 2% b B R Y IR R A ) 78 o 3 A A i
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R 4 P 2 2 4 P ) 2R B 2 A g T 78 o 4 L, 3R A5
BN N KPR, BB EA A EOSE
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FMLFE S B4 E 78 R R MR EYERE L, 5%
Z2 MR A AH S 5 0T < J8 B 8% (matrix metallopro-
teinase, MMP) -2, MMP-3 I MMP-9 7% #3331,
Z T TR Y], E-855E I RIB WK, PO A B
72T 1L K& EMT #3057 Twist M1 Snail (1RE 5
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H AT EMT A 3 F 28R 1 A EMT 5 AR fifi 1
AN RHETE BN B R B AR AH O, B B A
B FEAR 2 B EMT 5105 & VHAUE S B 4
YEAL ARG, ik P2 v S SE A0 = A2 EMT 5 318 7, A
FE A A2 K B (transforming growth factor, TGF)-B+
M ANBUR A AR A TR 1 38 R AR R TR R T 4 4
AR A, XSS A TR b 4 5 5 EMT
IR, FEES T2 4041k ; 3 B EMT S E it e
LR BV OC, EMT i FR0E #\ Jua b R i
AF AL R T OB

JERME EMT & 2B J5 5 1) 78 /57 40 i 34 7 38 1 1) 7
Ji - b B¢ % A6 (mesenchymal - epithelial transition,
MET) i #2100 % 0] b pz =7, MET 5 [} 40 g izt b
R AUE B DA 2. EMT AT MET i 72 4 [ It
T T MR A AR 2 M L I RS M VR T I 24 M B e

T4 Ccancer stem cell, CSCYFE Y,
1.2 EMT 5 PSC * PD-L1 % A & %95 it i&

AR A R S [ 25 7 4 i o 3 S A P9 A i AR
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30~120 nm. AMA P 20 it ) 25 2 (98 TR A
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ML A T % R I A A A DA S B 92 b i 2 %2 A
IR, S i R T I A e
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TAK 1l B 15 55 5 M K BOE R+ 3 F
1% 5 -F-kB (nuclear factor kappa-B, NF-kB) [] p65 . &
#32, AT PD-L1 ik @QEMT 755 F F TGF-B1 5
S PD-L1JE 8 2 F 54k, 8 YR8 K - (tumor
necrosis factor-a, TNF-o) i 5 NF-k B I+ /£ i PD-L1
J& 37 % AL, FE R AT PD-L1 R AP QEMT
I EMT/B -3 ¥ 8 B/ 5T W AH 58 (1) N- B 5 4%
F& I STT3/PD-L1 15 5 % 3 4l i 47 PD-L1 K&,
@miR-200/ZEB1 i #% i 4% PD-L1 31X, /£ PD-L1 |
{71 miR-200 45607 55, B8 E & 45 & YR 1 11E
N EMT B35 77 A miR-200 % s 301751, 7T LAR 59
miR-200 % PD-L1 () # i /E A 25 E Rk, EMT
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UF AT AR AL, B B IR T 2 [ A7
CRA JERE WM 25 48 B 221, 7E PD-L1 R1A=50%, H.
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T LT, HE 7 I 1R 2R B BT AE DN B # 1% NSCLC
1 —2R367 TR . 544 NSCLC AH L, PSC A
PD-L1 {53 1A | 51 TMB 5 e 2 4 M2 (1)
X PSC P ¥6 7 TR AL SR J1 B AR
1, o T Bt 3k R B P R e BA PSC R 3, 2 R i
SR G B IR R TS, 7 R AEAFIR A (R D

TCT 383k 1875 T 40 B 7% 14, LI s &40 i G 28 ik
W, SCHLBUMOE AR . © BT 12 R X NSCLC
PD-1/PD-L1 #i 7], [ 7= 259076 5 1 R FL Pt L - Fi
FIER T B BRI BR B e R R B

TS ET W R BT 5 BE 11 24510 i 1R B B o]
HIBR BT FEARAIC 558 9 OR) JC BT il S A HR.
P PERE A HL A
2.1 RAEFHIEST

B LR W1, 4£ PD-L1 BH 1% () NSCLC &3+, 4
FEIRIT R IG IR IR, H PD-L1 =R E R
J797 RCEAEDY . — U H PD- 1 40 57 — &R T
PSC I e« I R A B6 1, 22 45 PSC A8 35 4%
SR BR B BT B 20T, 45 R ROR B R
(objective response rate, ORR) 4 68.2%, #1437 TG i3t Ji&
A A7 3 (progress free survival, PFS) N 152 4~ A5,
— WU 5 B2 VR T T 22 TR A e 1) BA S I A SRR
ORR 4 49.0%, T4 PFS N 7.2 4, s A 47 1
2224, PD-LI1 1R IE 1 B 5 6 A A7 1] Coverall
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Table 1 Summary of various immunotherapy patterns for PSC

Median PFS

(months) or

Therapy Immunotherapy treatment pattern the efficacy Reference
evaluation
ICI monotherapy Pembrolizumab 15.2 [35]
Pembrolizumab/Nivolumab/Atezolizumab 4.6-7.2 [36-38]

Camrelizumab Underway (ChiCTR2000031478)

Case reports PR or CR [40-41]
Dual immunotherapy Durvalumab and Tremelimumab 5.9 [47]
Combined immunotherapy with ~ Pembrolizumab/Camrelizumab/Sintilimab/ 10.3 [32]
chemotherapy Penpulimab combined with platinum-containing chemotherapy

Case reports PR or CR [49-53]
Combined immunotherapy with ~ Pembrolizumab/Tislelizumab/Camrelizumab/Sintilimab+Anlo- 9.4 [33]
anti-angiogenesis tinib

Camrelizumab+Famitinib Underway (NCT04838429)

Case reports PR [55-56]
Combined immunotherapy with ~ Case reports PR [59-60]
radiotherapy
Combined immunotherapy with ~ Toripalimab+Bevacizumab+Carboplatin+Nab-paclitaxel Underway (NCT04725448)
anti-angiogenesis+chemotherapy

A case report PR [64]
Combined immunotherapy with A case report PR [65]
anti-angiogenesis+radiotherapy
Combined immunotherapy with A case report PR [66]

transbronchial cryoablation

ICI: immune checkpoint inhibitor; PFS: progress free survival; PR: partial response; CR: complete response.
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survival, 0S) 2 IEAHIEPY . 5 —T0 £ vfocs [a] i 4 i
FiH, 374 PSC 18 35 5252 T 2R T AE N = 2 &
PL L3697, ORR N 40.5%, 467 PFS 4.9 H , AL
0S A 1274 AP, — Dk H] PSC #5252 9% HL 2578
T 1) 2 F 5T R 78, ORR N 38.5%, W A2 PFS A
4.6 H, A0S H20.040 HE, Babacan 2™ 5
I3 BT 2015—2019 45 & K PSC B8 35 %2 i 16 )7
(RAH GBI 9 S S SR RRAE A O 1R L 995 17, 3 90 41l
PSC 835 $: 2 Z L2596 97 , ORR N 54.5%, T Air
PFS N 7.0, PSC #3% PD-L1 Ris s 5 A
ST RCE I % . LA EWFFC R BT, PD-1/PD-L1
il 7E PSC 8 & R R 4F PR v 1, 5
BT AL R I B IR 3R 55 . H R PSC
G P& L2 IR T AT B KB PR A 5, SCHR 2 A
FARaES N, H N O )E 3 — TURE I R
(ChiCTR2000031478) , & TEHF 7 K i F Xk S PLIRTT
— LR ALY S kR R ) PSC I AT AL
22 MEILAEETT

H A, XU A ¥R 7 (PD-1/PD-L1 40 571 B A
CTLA-4 47141 751)) 78 B 39 NSCLC Y5 97 h B HY B2
() e b 3 A A B ), B 5T S o, PD-1 40 571 S
CTLA-4 $IHIFAIC A A, Hbh [RE AL T =3 o
7 FH B 250 2 RS — T of B 1 NSCLC XU 4 BBk
IR IT 1) Meta 73 M 45 S on, AHEC T B 2GR
7, RS 18IT HA — @ L%, g s PD-L1 &
1K <25% 5 11 PFS, {H 3 9% Je L EAN RO R AR
R ERES . — R T ICHIR YT il i 22 41 &
AR 2 O (Bl B ATE AR, S A AR )
S ) R A T g 5 I ) 9 T 4 ) 28 R0 G g AR
FEHIAR IR Kim 87 7E — IR BEAL T IR PR 72
Hh A R AROR I SR R L SE AR SR BT B VR T K
RS HI PSC 3, 45 BB R 5 alifbyr A b, X5
B G R IT SE K B OS K PFS, HAS B B mf # , i
2 B M K PSC WU BB 1R YT FF 3RS BH I AL 45
FHIATREM IR IREE . X F PD-L1 BPERIE M &
&, BEE CTLA-4 $ 1770 A BB R A0 28 2 R e i fe 7%
JE BRI RE , A7 R AE AT SRS, WA B A 69T 1E PD-L1 BH
PE PSC B35 R BAA T 0 S AT 5% o
23 RERIKASTT

HATIAN, 18 PD-L1 3Rk 55 5L Wi, F e iq 97
A DARA S R Bt (9 10 77 2 3K 30y 25 8] 428 1 e 44
NSCLC —ZIBYT 7 5« HHK Meta 73 Hr 45 SR [FIH 3
FFHE I NSCLC — 28 9% B & A 9797 R T g% J
ZHRIT . TR Z B PSC BE N PD-LI mRIA,

DA e S B B A AT 5 PSC R SCAE ML fE— TR
[l J 1 9F 9 H , 34491 PSC )6 B B 52 — 4R S B Tk
BT IRIT, 45 R B7R ORR N 70.6%, H {7 PFS Ky
1034 H, 2 A A7 RN 57.8%, 1 B S BE A 1097
VR R J s s A Bl e B 1k PSC BB I — £ 3R 77 AU
GFPH . 1T MET AR T 14 RAF RS 14 PSC &
HTERG aeS JBIN 24 )5, B2 R G S i & 1k
TR YT I SLBLEE 43 22 R (partial response, PRO™ . )
11V A PSC B35 12 H 2 h A G B B S AT T VA
I7 J5 SE B 5E 4 2% fiff (complete response, CR)™,
WA S g% IR 7 SRR = AT A R PSC A
FIRIE, B ERe BB A 2 AR, 21697 5
R IUA TN SZ A RS BRIz oh, 38 4
AN PSC 252 16T B AT A o, 45 R [H)
FE R R IR 2
24 RFRIXA I E A RETT

PSC H A m LR 21, W5 R ILMLE , 45.2%~
61.9% 1) EETEMLH O @A EE . & IR
SO il TR0, IR e B B AN
ESY, SIE G P A BB YT AT I PD-L1 &RIA
T A0 B EE 1 T 40 B A2, i feboig AR G . 7R — I
2 H0y [EL AT 5T R, 14491 B PSC 252 — 2k F %
PGP A BRI, AL PFS N 9.4 H , 47 0S
22,84 A, 14 PD-L1 & & (1) PSC B H A S5
AT 1] LR B, TR $ 52 g CR G S e
A2 B 8 R B IT 8 J Ja VAL T 80N PR . 141
W3 PSCA'E b i 4% i 3 B DR R Wl 2 7R KRAS Al
TP53 RAZ, B Z A5 R PN 2 B B e iR 9T J5 VT
7 R PR . LR AR 2 PSC TG AN B fE
DRI 25, T3 391N 20 3 R 4 20 2 30 780y 5 4 i s FAR
TE 20 M 38 A& PSC R AR 37t Ab 55 7% 1) fs 16 TR R 7
I, 8278 43 ) B % ¥ 97 B B ML A AR IR T I T
[FAF 800 F 0038 PSC IR IR Tl s , A 9 e ¥6 7 Bk
A P A BB IT B — B IR 58 1 7R AT
(NCT04888429)
25 RRIKGHTT

JET AT T A FARKINSCLC B3, Bl {E N
TR TT AR R ARG RS R AR . TR,
AR AR AT, BT AT e T~ AR F
AR PSC 5 0S™™. 14 PD-L1 i ik £ KRAS R
I PSC B, T2 B 1B IT 5 5 ik
(progressive disease, PD), 782 52 R i 1 FR TR &
A3 0T G 2B PR, 1 Bl sk B 2 R A 5
i (1) e 1 PSC A3, TEH 2 IR BREL LR 257597 4
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AN 5 e B80T, A R4 H A R SR
AL BT AR S 134 A BEV AR W MR i e G
VBT BE G T A AN CD4 T 40 g A1 CD8* T 41 g
R BT IR S %8, AS [R50 & 1 TBUH VA 7 RIS g
W7 T 2%, B8 S >58 Gy EQD2 5 8L 1) PFS
FHOGY S SLARTE AU VR IT (stereotactic body radio-
therapy, SBRTOAE A —Ff it B J5URGTT 75 2, AT A1 4
/INFRY B A 9 A B A B R ORI 9T AT
WRBIT . SBRT A LAMG N PD-L1 (1) 323k, fd 58 2%}
PD-1/PD-L1 #1771 5 #8086, 2 A= A7 1, S IR
Rai s GIEBETIUT N R A R PSC A
RV TT Bk B, BARIT 8RR itt— P IE
2.6 HMKIZIEEETT

G L A AT AT I A A YA 9T 1 = BRIR T
J7 RAEJEGEIR NSCLC F EL U U 45 3, &F
PSC 5835 #2532 S e B & A TT KL 8 AR iR T -
PR A PN AR R IT JOR0T = BRIR YT 7 R A
FARIE, BB RIERIR 2R, 1491166 1 PSC A PH %
PRI AN 5K IR 58 25, 76 & BT BRSPS A2 ORI
Ja AR WG, TR 5 A BRSBTS S Ve R T Rl
TBIT A 3 VLT RON PR, g s in T B A ik
7 KU A R 9T B I PR R B IE AR 2 AT
(NCT04725448) . M4, fe it 7 B & Prik Hu i bk
25 ) 75 W 1 5 A% P NSCLC v 57 B8 47 FR A R0 N
AV, A PSC ARG T P A 3 2 1 07 1) .
2.7 RIZETTE BRI L B,

G BEVE 9T I 1)t B G ik e 2 %, A TE BK Bh 2k
PR 5% A% ) I A NSCILC J8 35 5 SR IR I Hi A B . (HAE
PD-L1 &3k (1) PSC B35 H, (A # 7r EBH B
REVRTT FARAR K AR A7 s Ab, 2 BB TE R
J7 PR N — B A e s R AR ak R PR 25 . B T
WA, FEALHEEEE A 1 K07 FREEUR
215 FA L TCF-BIE 55 Tl B IR a7
i 96 4 T - T4 2 AR R e O DA Rt A
G E R A A IR P 1 R0 5 G B VR T Ak R VT 25 1)
RAFEYIR R o G BRI G% 16 97 B 25 7 A
R A AR I R 75 3K, AR B 70 75 22 DL ia
I7 T 25 AL A% o, TR G-I TE A0 245 )
Ty 4 By 1 G e T 2 XU VPAik 4 3R, HEBh AN AR AL
IR T IR R o

3R OE

PSC #2& NSCLC Hp — 88 1 752 P A v T A 22
MIZE DAY R L v B S o e, A e TR T YR T A

RBAE, FEORHEEERE G, 7 FHRAEIT R
PEIRIT FIPLILE A BUR IT 55— RVNEN KR 4 7
I R AH A5 B LR 9T T BOUAS Rm EE E
PSC " PD-L1 i3 3A « 75 TMB Al TME [#) 45 508 5 %
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A RIS (AW R, 2 P U sz ey A
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