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BT A1 (PD-L1)EIE/ MM (non-small cell lung cancer, NSCLC) " )R A B BN T 4
BRESMFIFIT R EEEYIREY. R, EALKFHENSCLCGX —#5k0F A+, PD-L1 (pro-
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Abstract

Programmed death ligand 1 (PD-L1) expression in non-small cell lung cancer (NSCLC) has become
an important biomarker for predicting the efficacy of immune checkpoint inhibitors. However, the
expression characteristics of PD-L1 (programmed death ligand 1, PD-L1) and its clinical significance
in ALK-positive NSCLC, a specific molecular subtype, are still controversial. Existing studies have
shown that PD-L1 expression in ALK-positive NSCLC is characterized by significant heterogeneity
and may show a different expression pattern compared with EGFR-mutant NSCLC. In addition, the
level of PD-L1 expression may affect the combined efficacy of ALK inhibitors and immunotherapy,
but relevant clinical evidence remains limited. In-depth elucidation of the biological characteristics
of PD-L1 in ALK-positive NSCLC will help to advance precision therapy in this patient population. The
aim of this article is to review the research progress of PD-L1 expression in ALK-positive NSCLC, fo-
cusing on its expression level, detection methods, correlation with clinicopathologic features, and
guidance value for therapeutic strategies.

Keywords

Non-Small Cell Lung Cancer, ALK, PD-L1 Expression, Molecular Detection, Research Progress

Copyright © 2026 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|8

it 2 de i LR IR 2 —, L R B AR T R R R (1] AE /N i (non-small-cell lung
cancer, NSCLC) (5 fili 895 1 (1) 85% LA, [R) A% 14 bk CL 087 A (AL K) 22 [H] 4l & NSCLC A 8 B 9K 5 B[R]
B, 29 3%~7% R BI[2]. BEE 2R ALK B BREEGEDH]FI(TKIs) I &, ALK PH%: NSCLC H#
MG R E. SR, Gk s mHlI(CIs)fE NSCLC 1577 h thBfS 7 -ttt g, Bk
FETRCAR 1 (PD-L1)BERS S T A0 L AOFE F S8 T2 524K 1 (programmed death receptor 1, PD-1)454, #If] T
AR ARV VEAIAR HE TR T AR 2048, 0] S SR 3]. 24T, PD-L1 [{2RE /K A il ICTs J7
R E B ERR E W[4

SR, 7E ALK FAYE NSCLC X 45k A, PD-L1 H & IEHRE M H PR 2 U AS B . T %
B, ALK BHPE I8 ] BE B A R R A B RRAE , X T BERZIA PD-L1 3 I A 2RI G Y697 1 S BE
[5]. BbAk, BEAE ALK #1555 %07 B SRS AR R, 1 /i PD-L1 /£ ALK PP NSCLC H iR IA T
AN EE 6], (ERZEIEN T, MUMIRAII PD-L1 Rk ACTR RS, X G2 2 s 40 50 i i6
JT RN AL, —S6AfF 7RI, EGFR-TKI (Wi 245 7] LA 3 PD-L1 i, #fifiidid B PD-L1 RiEk
A8 R TR B (TME) [7]. 45 B E R 414538 ALK P NSCLC w PD-L1 (&L 0, 1T ALK B
P £ R R 85 e ARk . ALK K848 5 PD-L1 15 545 SIE B 2 (A IR, NIRRT AR BT 7T
’t5%.

2. PD-L1 £ ALK PHE NSCLC HpyFRIEKFE
2.1. BIERILER
LIS ALK FHYE NSCLC i PD-L1 (A ST T 1P, 4558 SR BB T RS .
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— AL E 441 1] NSCLC B35 HIWF 7 K3, ALK RlA FHTEZE N 1.9%, 1 PD-L1 KIA BLEAERFE 2N 57.8%
[2]. 53— TR 5248 ] 22C3 pharmDx iR 7 &G PD-L1 &3k, # #E 0 NI RIE(<1%) [KEIE(1%~49%)
MRRIE(>50%) =4, SRR, £ ALK FHHEEE T, 33%AFKIE PD-L1, 38%KINILKIE, 29%%K
PN E#IA[8]. ATLANTIC WF9T 5 R[9], # EGFR+/ALK+IE/NHufitim B3, Mgt i PD-L1
Tk 5B EMINAT K, XRWPL PD-1/PD-L1 J734 1l G AR NSCLC () =24 (80 /)67 )7
o AL, BRI K) PD-L1 RIA/KFH AT §E 2 5 EGFR+/ALK+E/NH o fiii £ R4 A s v, sdd
G e kiR e ALK-TKI SRAFPEM 24( 7] X EH RN, 7E ALK FHVE R AE /N0 i il 5% o, PD-L1 1
Tk BIUES S ATIVRE S, AR EIRR “PHMEE” 50 “BItE” 1 =ik, I H %R EYT7E EGFR+/ALK+
kNN fitigess 58 2 HR TR E A R — 2D R

22. 5ERSFIRELE

PD-L1 [RIEIKF7E NSCLC ARl 431 WA i A7 AR i 2 22 7 o T TR 385 15l NSCLC & #k4T
O PHRHER, 255388, EGFR 58748 (5 i mr, 15 53.2%; EML4-ALK #HE. KRAS 48, HER2 A%
B &7 EE I 433000 4.7% 4.2%801 2.3% [10]. REZIETE R B b3 F WA (A PD-L1 RIEHI R, H
O Ja ST ARG AT BE 5 T IR SL 4> F-IRAT R S il o o — TSR A/ LR DR 58 (A G As) [V AFF 72 A B
£ METex 14 BkERFEAE 1) NSCLC B 7, 44.4%[199151 PD-L1 8 ELBIF 73 (TPS) > 50%; ik — 5 #r il
JEREULA UL, PD-L1 RIEKT <1%- 1%~49%K>50%1 53, H 24 N H BAEFRS AN 45.4%. 56.3%
1 81.5%[11]. FR&ERIER, A AFRIKSHERF SR NSCLC, " He A PD-L1 KIAFHE, H
IXFPRIAZ TS B TS I G

3. PD-L1 & 753%%
3.1. ERKNSE

PD-L1 FKI&BHERRVEAL A 8 T An AL PR IR AR 5 Hlbn il . BT, PD-L1 B E AN 77 v 3 EA
FEEE TG AR M R U 50 BAA R H R R RNAscope JEA A8 HAR . ToOIMERI % =
S RAGRE AR, DLECH SR PD-L1 A5 . bbb, Fofth— 2 5 bR e oA S AH G Bl B A Tl
DA 10 TT T RO W AR EARSZ B CE, Blansl TEAREE . R o8 figg . SEEB R B 2
R R R S 12] 0 X EehR B AR PD-L1 KB Ab 2515 8, SLE T AP0 B (S R A .

3.1.1. BRALAUFREARAHC)

% 41 4% 2 (Immunohistochemistry, THC)/& 4 B I /K 8¢ V2 A8 F 1f) PD-L1 Kl 77 vk o %07 vk il
FEMEPAR IR A S PD-L1 SR EH RS KF, BABREREM . 2 REMI A, Be% B e
S % iR AR S5 R PD-L1 RIATE O, AT T 28 25 %6 PD-1/PD-L1 #FRI B Ri% 28 [13]. SR1T, ANIF]
T FKIF KK PD-L1 HUAk(ln 22C3. 28-8. SP142. SP263)f# A (KGN & Al brvt, S84 Rt
PR ZE, ShZGi— “EAndE” [14]. NPEmaEmnte, Hoys 20 A0 8 Ge R AR S T M i i £ /g
Pt A, AT X 20 R 40 A S At A S 4R B R Y PD-L1 3R, $R A — B[ 15].

3.1.2. RNAscope FiR

RNAscope #&—Fli 3 Tl € HAMIC KT FRBE Y RNA JEAL 828 1A, HF# PD-L1 mRNA [f3RiA/K
o HARALEFEFRBBUA, RAMEFHN “Z27 FRERITRE SRR RS, A mf RS 8y 7
A, & TR R AR E A RS B TR R, (EFLIE T, RNAscope £ ill PD-L1 mRNA (145
B5 HC K E A REEG 8, NI EYREWREI16].

DOI: 10.12677/acm.2026.162427 588 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.162427

RIET

3.1.3. BEFRHERHEAR

B % AR RE FR [ 172 — Pl R AN M AE TSR AR ] AN PD-L1 RIEAKPIIE T, BARH
PD-L1 frll btk (R 77 o ZHAR F B N =K B RR 5T Rri ik n) R4 HwE, W Mn, ¥Zr
UM MERZ R0 PD-L1.1.3.C4 B 6E11 Fitfd, P K 4 FDA #tiE F 7697 ) atezolizumab Al avelumab
BT R D, XL ARG UG MR 2 R A 5 PD-L1 MIERIE/KF, HEREEIRITIN . G
BERAAF IS AR EM G A, BT REERAS TEK. RERE. MEEEk5E, H
TR, SRR NER S, RS T IR Z N 5 =30 AE A PR ER g,
ALAE U PERRIC PR B B Z BRI WL12). Adnectin ZR25) M IS B4R (I Nb109), XEE4EH 0T &
BN, MRPNTEBRER, ATH %Ga. BF. “Cu ZREEIIFEE TR, DERNE. BGgTE . &
SERIERAR, JE I AR A B AR P RE R R SR AT 5% o 55 = JSRVBTER) PD-L1 [ A ML/ THR4EE, bl BMS-
202 NP FRIBORATAEY), BA S TR/ ARG REER ., FEREmER A, wEd SR EE
A7y, BRI R NG REIRE . BT S, % RARRE HORLE MR R 12 . 7 Rk )
AR e va 7 s BRI SN, AR 55 33— 00t 78 DAHES) FC G PRI A bR AL R

3.1.4. M3 PD-L1 mRNA &
12 ER I R ANE FEAS, FIH qQRT-PCR A MG HHiE 25 1) PD-L1 mRNA /K~F, AL,
AEE KA. EEEhAS RIS JoHEH TR E SR S A R B .

3.1.5. HAEXEMIREMEIET PD-L1 KT

U EEAFEEMSD) MR RAE i (TMB) A ELEAG I PD-L1 Rk, (HEHAREHUIMR, HIEN
BB AR B ) T S B0 T I T RN . MST-H U fRirh PD-L1 Rk R & Th i, JCHAEL BHie 1
AR, AR IRE SRR T AR A AR ERAE[18]; = TMB 5 KEFEHRAMG, Al {EdtFt
JEI A, B R e SR, AT AT e ikt PD-1/PD-L1 IR N 28, 7E /)N o fili e <598 b o
HA—EBIANE[19]; Bk R AX L EYbn SV IR TE PD-L1 RSP ERPE,  JorsHEfl G
T SR AT SR AT -

3.2. EMRATHERR

PD-L1 ol 28 JE /)N St ot S5 Va7 v 1A 2 FH T i 22 B 9k i 5, AN IR A40 i) & (n 28-8.22C3
SP142. SP263 1 73-10)FIAG IV & B 2 7 S EEE Rl etk 2, Hob SP142 REEMAL, 111 73-10 fi s
A 22C3. 28-8 Fll SP263 B A %M —EUE[14]; X, PD-L1 RISFAAEWE BN 2 it GIEMIE N
AR ) I [20] [21], BAKIRIT IS AR R BN Ak, SO I v P A B B M s A, REARRTY(A
21 UM [22] KA JT (I EBUS-TBNA) [23]. {RAENHAIGE I 3 4E 7] B S BRI T ) 2445 &
MRS R . [FIB, PEREI2 IS A 7012 Wi R 22 Sk — 2538 n 7 IR R A ) B e k. Rk, R
& PD-L1 & H Al 5 W G 27 A AR B4, H A AT 52 BR T BAR AR HE A AS BRI AE ) 2R P 5T A 25 1)
R, ARG I R B 1545 22 DR 3R S B SRS HE R VR 97 VT A

4. PD-L1 RiE5IGARBREFHERN X R
4.1. SlIsRFHEREX M

PD-L1 &iE 5 ALK FHTE NSCLC &3 I AR BERFAE R % 28 AT B0 W SUAR I . —TEFE 704 1 RET
AE 5 AR VRIS TR S BRI A3k, REEISAL )L PD-L1 RIAMISCR[25], BARKLTIEXT
ALK [HYESEE , (HOURENEA A5 PD-L1 RIB AR T3t VB2 S % 53— Wit Fuid id sein
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PCR #&ll EGFR 78745, IHC ¥ ALK A1 PD-L1 &3k, F5# = 5560 Fisher A& Rie 36 L 0 2848 &,
TR E ANREF AT P)EE NSCLC B35 14> T U8 FFE(EGFR 848 . ALK filié . PD-L1 Ri5) &K H 515K
JaHI %, BRR AT P KX G R AL 4], X8t 7350 H T20 8 PD-L1 %35 5l ARAE
FHME

4.2. MEERX

— T K, PD-L1 PHVEAE ALK BH P B rh i 4248, H S5 TS A RAHSE, PD-L1AEAMAL
(AN BT 000 R -, LA DAk it 77 B R BE A TS () A W0 638 71(26]. 5 — U FR 4N 1255 451
EGFR B4 NSCLC 3%, 81T THC f&ill ALK RZE, 7E ALK BHEEE it — 00 drfa th ALK FHE
NSCLC & B AR N PD-L1 RIEZ(L 50%), IFHIBERZEBITIREME, 456 ALK &R PD-
LIRS HEI T EEHATIES)E, 18 MEIEIT HIE(27]. 1AL, ALK-TKI fif 25 5 ¥ 5 5 24 15
THUR, B3 ALK MR 245 28728 (5 4 53 28) A1 ALK ARRA M I8 B I05 28], X SeHLiH] T gt —5
il R G A B, IR e kiR, XF PD-L1 (A IREA Bh TONIG IR 27 SR b4, fERZHUIEML T,
LR 40 AR PD-L1 Rk ARSI, S e 2 s MR e o7 OB AR . K ALK 75 5“5k
BURE RS Z TR GG, AT ReIE I v A S 0 G B S B R R O

5. PD-L1 FRiAxGTEEFERESENX
5.1. RIEBELATT

XF 76 EGFR 8 ALK B3R5 HE K 2048 H. PD-L1 & 3RIA(TPS > 50%) I HEEHIR NSCLC &%, ASCO 4
FERR M R BRRGTIR YT, DA TR @I E ZEE A T 0 EGFR B ALK IX 34 R o028 (1) A3 [29], Rt
TE D% 25 525 DR PH 1 25 3 P B8 YR 97 UE B8 00 R PR o — TR PR AT 52 20 i 1 AE/ N P it S8 % v EGFR R7%
8¢ ALK #HHAXS PD-1/PD-L1 #7578 sgm . 458 78, EGFR RAFEL ALK AP 8 R W 2 ik %
(ORR) % Z KT EGFR %7 4= /ALK B 83 (3.6% vs 23.3%, P = 0.053), H.IC#k A7 A% 4 (PFS: 2.07
MNH vs2.58 N H, HR=0.515, P=0.018). #t— 0 0#r kI, XEEEHMREMIAET T PD-L1 Rk /KFE
i, HARD [FIBS A7 1E R /K F 6 CD8+R IR itk R4 (TILs), JCIHRAEVRYT IR 2 JaRe A, $oREh
Z R B PUMR e5 PR B FT RS 3 B G e e 2 S RS R I R . A, Eor B AR TKLIRIT /R
PD-L1 RIERAZ, (HEAPR L EGFR R4FHF ALK FHPE NSCLC X} PD-1/PD-L1 #Ifill 5l ;e b %A%, 7T HE
SRR TEAL A A WROHRZD DA R S8 RAME A e k07 ML 9% . 750 T EGFR RAZEL ALK BHE 116 1
NSCLC &3, AR PD-L1 FREPHMERUHERE a7, @4 & 2153 ORI e oA 856 1) AV
TILs), AIHR5EH RER— AR 299 s AR 7 77 % [30].

5.2. BEEBTTRIGHVIRE

ALK FHME NSCLC 3538 % % ALK-TKIs A 259780, (A & st sl e A s 26 y7 i 20R G
PR, X AT A5 MR R B (TME) I S RS A ¢, flin&#ik PD-L1 A1 CTLA4 58 ZERI TG FHK
[31]o NWMRIX—/FIR, ZHFRER T ICIs S57 RPUIME A 2 can DURER Pt MG 5in, Horh
DUARER A B e o BT I A B AR KR A S e, AT RENG SR ICTs BU9T Ak, ln, fE ALK PATE
NSCLC ##h, ICIs kA4 y7 A DR ER B0 s H VB FE () 22 A PEAIAT RPE[32] [33], M HtIiE A= iRy T
55 G g5 dar 25 A LI 9 1 B3 R (AN ifiL 8 AR i 97 78 S B IR 9T IS ) AT REAL T [FB R TT, AT CEB R 97 8UR
[34]o BEAL, —3 I W), 2. BEFLIRARREE “IMpowerl50” @it/ 170 B (11 EGFR/ALK H5 £ )56
WE T ABCP J7 Z(BT BBk AP S R SASEE L DURBR b0 fE R e AR A A7 %, bt PD-L1 Bk
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A P1 VEGF + b7 i — 2 iayr iU At 1 Se b PE[35]. Ml st TKI fif 25 5554, #2450 deulorlatinib (—
P V2 & M 1) ALK/ROST I FI)AE I AR 6 P SR I R G (¥ 22 4 PE AN 24030 J) 245 % [36], 1T ALK
0177 5 ERBB B8 AKT 3 #4100 10| v S om A s T, i 259 R L B ASkmg . 4k, —I0mE 7 i
N, P e A g R L BT AT PUMRT VS 1, % 2R M % (ORR)YLLT- 5 3628 PD-L1 KIAH K. 7£ ALK
FHIFIRTIE B, 450 mg 7 ELLAT 300 mg FIE 4L ORR 4370 83%F1 60%; 1E ALK #IHIFIZ A &
. P4 ORR 25108 50%A81 25%. FE&, PD-L1 BHMEEE ) ORR e M TR EE, R
PD-L1 FIAWRETIMIK AT RN 2R10, BRARIT AR EMHEE. TR R, BEEERAERN
64%, 450 mg Z1F1 300 mg 41 3 LB KA 29%F1 14% . HARE WA R RN ARENEE . Tl
ALT FH%%, $/R1E ALK PHYE B RIS iy 7 IE AU T 3k 2 6]

5.3. #mEhaTT PN A

PD-L1 FRIEFEHHENGEIT F R AN RE. —6) 1A 7% Tl EML4-ALK @& &%
P2 By B e Wi Bhie T e AS TR o G2 f, MR A 25 B2 i . RATIEYD B e B Bhig T Won %
BEM, WRFEERITHGFEART AT | 2 E R0 e ta /i, W% CD8+ T 4. Bk i 55 AH ¢
o R IR ARG [37] . IXFNIRYT HEE AT BE RN R IR Rl & BH % NSCLC B 1) B ARk, AR E 8 20t
FUIGHIE PD-L1 FIK 7L Tl Ba 7 8CR s A

6. KKK E
6.1. EMENNHIRE

PD-L1 7E ALK PFHPE NSCLC H iR HLHIA RRR AN B 8. A7 T PD-L1 5 XRCC1. ERCC1
R EAEMR AL ()3 RIE[38], #2278 DNA BEIEE T RE S PD-L1 RIEAIEMC. thah, F=& MR
I8 P AN R — M E RS T PR A AR E[39]. FL AT BEAE T BT A A BREL 15136 T H09T
R, B R 12 28 P S S B MR BRIRAS s NI TR YT SRS IR ALK I, AR FLRAR R ALK {5 518
5 PD-L1 RiLZ [0 {153 F o8k, LI ALK-TKIs X 88 G2 R B I S 2S5 0

6.2. ¥ EM

PD-L1 Al 7 i ks et AR AL A R SR BB 7 o 950, BRI AR & Al A8 R e ik
PD-L1 S A4 A M AR AELL, RIS 2568 U PRE 5 PET 8L SPECT HiAR LMRTHI @A RE )] . TERIA
JETH, B B AFEPUAR@ 22C3. E1IL3N Z5)AHGIF- & (W1 Dako A1 Leica) M AE £ 57, R IHK
S — SR . BEERAARTERL . FLAS S ST SRR N R DL IR e A R BRYE,  FEHEshzh &4
VIR B W A J8 . X e B% Fy L AR 3R TE PD-L1 K I Ak e 12k R G 82 ) I mT 5k, b, £ 84
REPIEH mRNA JF AT F 28 S 4 AR AT RERAR 58 41 1 ol S 2R AE(S 2., (E197E ALK B NSCLC it
— BRI,

6.3. XA IATTRER

ALK 705 Ge IR 7 OB & SRS 7 28 2 ImPRIESE . T8 o, tuFn 8 JE B S gulADC 47t
(R 5 PD-L1 RIEAH G, (H R o] U5 A0 6] o AR FE RAR R A W] ALK-TKIs 5 521077 (44,
ICIs 54057 Rt s A B W) SE Bk 5 7 SRS R R, € S R AN S 29, PR EEDIAK ALK ik
7Rl 24 Ja ARG S BT AL, IF ST T RN S M ) E AR S . PD-L1 R E HAR e e bn S0
(UR i JRE SR A S AT o BE 2R IR A58 ) W] RE S iy T EBA PR (51 BEAh, WriiBhiar B U E 3 00 . Sk
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18 s BB e BT W SR G, TR TS S RS I AR A T RETIN K IS5 R (3 7] Beit
LA R BT BE PRI S0 A BT A PD-L1 RIATEHr i Bhia 7 Hh i SN

7. BESRE

PD-L1 £ ALK PHPE NSCLC {31k LR I AFAE, 29 29% 85 RIA ERIE(>50%) [8]. DA
UEHE R, PD-L1 FRIA AT BEFEMN ALK HIHI B & G i I7 FIRUR[6], (HAE ALK BHPE 82 vp Bl A F
PERS A AT AR A UEHE AR . ZEASINJZH, PD-L1 R A 1S AR I 5 mRNA PRI 45 AT — 2
— B, ORI T B R B AN AR R A AR SR, ENG RSB, /NS B A bR AR AR
PG R A AT PR SR EARRA R PR . AR NE HIRZR ALK FHIEMR H PD-L1 4% 14EY)
SR, ARSI ik, R R BRI AR RIS VAL e SR T SRS . BEAE X ALK BHP%E NSCLC %% i
HEAWRIIERN, PD-L1 Rk 5 H AR E Y bR £ 3L R g Fx — B R RS VR 7 Dok
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