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Abstract

Non-small cell lung cancer (NSCLC) accounts for the majority of lung cancer cases, and its initiation
and progression are tightly regulated by multiple driver gene alterations. With the advancement of
molecular pathological detection and next-generation sequencing (NGS), driver genes including ep-
idermal growth factor receptor (EGFR), anaplastic lymphoma kinase (ALK), KRAS, ROS1, BRAF,
HER2, MET and RET have become pivotal targets for precision diagnosis and treatment of NSCLC.
The incidence, distribution pattern and clinical significance of distinct driver gene variants vary
among NSCLC patients, and these variants are significantly correlated with clinicopathological fac-
tors such as gender, age, smoking history, histological subtype, clinical stage and metastatic status.
EGFR mutations are predominant in female, never-smoking patients with lung adenocarcinoma;
ALK rearrangements are more prevalent in younger patients; while KRAS mutations mainly occur
in male and heavy-smoking populations. The popularization of multigene panel testing has at-
tracted increasing attention to driver gene co-mutations, metachronous genetic alterations and re-
sistance-related variants. Nevertheless, systematic reviews integrating driver gene profiles and
matched clinicopathological data based on Chinese multi-regional cohorts (including ethnic minor-
ity populations) remain scarce. This review summarizes the mutational landscape of common
driver genes in NSCLC, elaborates their correlations with clinicopathological features, characterizes
co-mutation patterns and tumor heterogeneity, updates targeted therapeutic regimens and under-
lying drug resistance mechanisms, and proposes hierarchical molecular testing strategies adapted
to domestic medical conditions, so as to provide evidence-based references for molecular subtyping
and individualized management of NSCLC.
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1. 51§

FliJiE FE A BR A 26 . FE T 28 B v (A SE It RE, NSCLC (5 il 551 80% LA b A TFA. U7 1k
TR M3 NSCLC B3 AR Tl 5 A A5 B IR h 35 (R S 7 Bl & A R I A% O LR D 15 BIRE S, 4y
o BRI 2% A BE I NSCLC MUVE Ak 1297 AT BLAERE[ 1] [2]. ¥EMZ590 %8 T NSCLC 67, LA
EGFR-TKI. ALK-TKI AR /N 73— F0H 77 AT 3 25 K X 250y Jo K] B e 301 R0 28 A A7 B 1[50 AN R BIR BN
BN B A NBE A, RADIRE S BREMER . ER . BREREE . R Rk RS U
K[6]-[16]. AV H AHE NSCLC SRBNFHEH RAZWEAFAE RIRZE T BREAHE KRAS RAZZE AL 25%~30%,
EGFR RN 10%~15%; 1 -H [E AH#F EGFR R74F 4% £ 5, KRAS S8 Ho i 535 A% . B H P £rik
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ZRIRT X, R e R A [ 25 2, S BE a2 XKL ADBIRIRBA A, (RIS B AR
L. JERAR. I E RIS RGeSk . L, ASCeE R E N 2 oSt AR, R4t
ST IR B3 R RASRFAE S LIRS, DAL IR PR o TAS RS . 8 S MALEE 06T -

2. NSCLC # D3R zhEEE 3e 35
2.1. EGFR EFHZ335

EGFR /& NSCLC " W Hi Um0 IR B K 2 — . EGFR RAF FZEF T 18~21 S4HME T,
Horp 19 SN F R TER 21 S HME T L858R i RATHLH W, 72 EGFR-TKI A7 1) H U R ALK
RA1][6][7][8]o HEAHLIX AN FT 7R, EGFR RALZE LA T4 40% /4, FB53 PAFIEEE 50% [6]-[15].

EGFR A 1y R AE Z A0 H il NSCLC 43 F Al o A% 08 5. 0TI RS NSCLC &3, JuH
SR AR R R, R EGFR A, EGFR SRADRES AU MG YT /7 Sk, 545
FYRITIT R0 T 25450 B Ja SRiR Y7 Sems B DA 5[ 1] [2] [17].

2.2. ALK 54

ALK fili& 2 NSCLC H s Z I AT §E [m) 40 7 i 2 —, 0 WRlE TR AN EML4-ALK . ALK fifi& fH 7
NSCLC KA ZF{LT EGFR RAZ, {HEAGWMHIGTT & X[3]-[5]. EHNHXAFIBFFEE R, ALK @G 55 1
TR JEMRE AW R B, I RS S S e AR AR 5 [6] [7] [10].

ALK PFH NSCLC X} ALK #ilFIECARUR, MRS T EBF BT )R3]-[5]. BT ALK B
NSCLC A B X #H 2 RGUHERe, 10T IR PRI IC 5 B AL 259010 3 45l e

2.3. KRAS EFZED

KRAS /& NSCLC H4H WRzh IRz —. FREZANHX A F KRAS RAZEL)g 10% /041 [10]-
[13]. KRAS Z848 T 3 0L 53 sUOAH ¢ A B, 5 EGFR RABTEIGRFAE - AFAE 22 5 [10] [12] [13].

B4 KRAS $E[H 250 kR, KRAS 5457E NSCLC 7 7 B i 3 SUZ R 7. % KRAS 28738
BFH DT WAL T, A BT ORI VR T IR AR 1] [2].

2.4.ROS1 fi&

ROSI fili&7E NSCLC H KA RBAL, Z2HI RN 1%~2% (6] [7][14]. ROS1 @A FHVE B3
Z ORI, PR PR AL S ALK R4 PH I B 7 AE AR oL

HIR ROS1 filvE KA 3 ANy, AH L BA B v T 7 A E - R, o T 16 B A s 265, G2 EGFR
ALK MR, 04l ROST fil GRS B T4 &l 88 ) 5B A HE 6 1] [2]

25. Hitt D MIRBIER

% EGFR. ALK. KRAS #1ROS1 4}, BRAF. HER2. MET. RET. PIK3CA. NRAS %5/ I 3KX )3
K25 NSCLC KR, HESRFER R0 R A RAG AR, (H B & AR ) 250 ANt &, Ll R L
B[ 11]-[15].

AR, Z RO ARE R, B E NSCLC 3 R s Rl 2848 3 B A B S ARRMF : EGFR S8 R SR =,
Z T FUARTE LN 36%~54%, .35 =T 70 77 N3 KRAS SRAFFL) N 10%~13%, ALK @A 218 3%~7%,
ROS1 flE LI 1%~2%. A, NGS HARKIM KN, ZEFILTRBEMGIFAFN, Mot sih LR
RAEFRAL 10%LL E[11].
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SATT S, NSCLC MRENFER RAZ LB “ ik k) 1 G IR A 787 B ARy, ELAN R R AR
AR NG RRFAIE SRy T 5 LRI R 225, ROURHED B R MR T IR B 1 BRI .

3. IREHEFART S5 IGKRKBIBIFIERN X R
3.1. 1451

ZH TR, EGFR RARTE LM BH PR T B, S AR RO v i s B 3 e
WL[6]-[8] [10] [14]. ALK fl&tr] 85 W T L8, EAERE LS RAE—EZR[6] [7]. HHEZT,
KRAS A B O T 55 1 J 3% [10] [12] [13].

P 22 T 4278 NSCLC SR K 988 BAT — 5@ NTHEARR 14 AELIG R b AS ISR 8 2 31 4 W AR o
B 2 B MR R, R REAEAE EGFR. ALK. ROS1 25 mJ 8 [ 5L S, DRI 43 TR DTS AR 9 v
I PR SR 11 LA HE

3.2. fFiR

SEUE 5 NSCLC BRIk K RAFAFAE — AR« ALK @A BB 0 H B4R R, i 7t s ALK PEME
BHEZ /DT EEER 60 2[6][7][10]. 4% NSCLC B4, JUH IR ENG I £, NEMY ALK, ROSI
J EGFR 50Kz 35k R A o

EGFR %7458 5414 2 Al (156 RER FBT A IR 58 4 —5[7]-[10]. KRAS FAMLER B HEH
WFER R B H[12] [13]. AR BT 2 F T Gk T NSCLC & AN 1 2 Btk .

3.3. MRS

R 58 NSCLC ) JE 1 2% 7 1 3 BRI 3. EGFR J481 ALK e o3 I F AU %,
15 KRAS JE3 5 B R 5 8 DI[61-(10] [12]-{14] AEWARGAE 4 55 5 1B EGFR % . ALK it
J2 ROS il 45 mJ 48 ) BX ) 5 TR 5 #18] o

R A S T S B O 5 e TR S A AR B, (RN BB AR TR . 6T R A R 4% A 6 e 30
NSCLC ##, JudLikibis i, BIpTIEm s 7.

3.4. FRIBAA

i BRSO L D R A A K B L I AR B A 3R . EGFR R7AZ. ALK &A1 ROST B &34 £ 8K
A il e R B [6]-[8] [10] [14]o Filviee op AXh B DR R AR A AR, (HIFARE A AEAE

fif e PR AN RN AL A 22 S 7 5 SR A R AR AP AE 22 5 . A TESE DT FE SR, EGFR R 5y A
TUGEE. PRl Lok BRSO ERUEE, ALK @G SR LT SEON ERIRE 7] RIS Sy
AERCA > TRENSE LR R, (EANEE R AL A I -

35. IERD SRR

URBIE A 5 AE S R 7 ] R e RS IR RN R 2% B8 FURoR, EGFR RAZ SR 7 W1 TE W]
AR, AW IR A7 mi R AR B ik R S AR SR R oy LI 0 0 R S R A A e 72
[91 [13]-[15]

ALK fi & FHE NSCLC BA7 — @ e 16 U, i AR AE B v W SRE A A 22 R S0Pt B — X ALK 1
| FRUE P A A A ) 5 T A ¥R T L [3 1[5

RS, MR AR WROME S B R A S IR S R R AR 2 [ SR R IR IR K &, T
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EZ RIS AR AR FCFASRIEST R A e — 3, WRESFEACORIE. WERA . ATy i
WX NBEZ A K. B, PRS2 B AN BE SR I RAF AL HE T R AR, ITE 7 T AT R ¥ 9T HR SR K
Hehitio

4. MXBABHER

FREA A HLX NSCLC &35 Wk B HE K AR WEAFAE— € 2 57 . b, 4edb. VURg. ER S HhIX B i3
7~ EGFR Ay WAKEN L, (HEAARBRG AR 6] [11]-[15]. XM ZERATRe HEL 5. RIiEW
B PR RR . WA . FEACSRIE A T E R A K. W& 1.

HRR N R IR B ik R B B AR TN B . R AN S B AL X B Fi 4 s, AR A EGFR
RAS LA T AL K F[6] [8]. MAKAE, FRIE NSCLC UXENHEH T A8 1 BAT — g Hudel S N BRES Se vk, 3R
INARNIF JE 2 e KFEARRRTL, LA 5 BARRAE M 70 14T 5 280

1L, BN SHIX EGFR RAFF e 44 38%~46%, KRAS 10%~13%, ALK 3%~7%, {X/NiE
W, AR R RER, ARFL— NGS Kl TF6. I K2 REEA, M aEirdEibs
TIAT IR =R P

Table 1. Comparative analysis of NSCLC driver gene mutation profiles and clinicopathological features across various regions
in China

= 1. FETEMX NSCLC JRz)E FE 5 & K lIn R RIEFHEELER

HB X/ NFE EFN =y EERWERF FERDR/PHMER HH SR PR B AR AE

EGFR B% W2t i

L AR RO &

R EGFR 42.4%; ALK  #; ALK B LT bk,
SN L X 922 15 EGFR. ALK. ROSI1 7.0%: ROSI 1.2% <61 % AT e
% ROSI BRI 2 N BRse

[6].

EGFR ¥ LTt JEH

JIRBH I R BH M. R ALK B

N EGFR. ALK. ROSI. 53.5%; EGFR 45.5%:; DT 2otk R

LB 607 MET ALK 5.1%; ROSI Ko sz o 3 A e 2R
1.3%; MET #"# 2.8%  MET § #5808 L T 245

(7]
EGFR RAF 4 1t 5
e a0 - EGFR 40.5%: 19-del ,r; %};}éié%ﬂai
. 69 G 2 55‘0;’9‘ 45/858R i FIZH 5 B R EGFR /4%
e RS ESEI

EGFR B WT 2. i

EGFR. ALK. ROSI1. EGFR 41.9%; KRAS JE <60 . AWIHE. I~11

e X 279 1 KRAS. NRAS. HER2.  10.8%; ALK 5.4%; H  #HE#E. KRAS BH LT
PIK3CA. RET A2l WL GRAFIL A B%; ALK B H WLT<60

% B#E[10].
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. ot B S AS FL
EGFR. KRAS. ALK,  FGFR46.03%: KRAS  EGFR jjmm“fgi;
MET. HER2. ROSI 10.46%; ALK 3.77%;  KRAS I ALK K2, #2758
T EFH X 239 4 BR‘AF PII\(3C A ' MET/HER2/ROS1 JTFFHLIX NSCLC H3% B
RE% NRAS i 1.67%; BRAF 1.26%; 5 v AT ) DR 2 3k PRI AGE H
> PIK3CA 0.42% #[12].
N N EGFR # 5 2845 L) L858R
BRIA 74.70%; . il 19de1%j§%%%+£
EGFR. ALK, KRAS. BTN EGRR & o0 T e s
FALHEEHX 842 TPS3 % 50 BRATEAEGE:  67.52%. KRAS <65 °'ﬁﬁ T
M . . . .
17'03?‘76$LK i e i3, EGFR + TP53
R S WILRAE[13].
EGFR. ALK. ROS! #&
EGFR 38.30%; ALK WO Aotk B AR
] P AL R 5.96%; ROSI 1.38%: JHEE, EGFR B KET
X 4580 4 EGFR. ALK. ROSI D703 o0
NHE i EGFR W i 845 HiHE, ALK/ROSI F
3.14% G RETHMEGERE K
M R [14].
B — {7 15 545 89 il A GRAR R R g
EGFR. KRAS. BRAF. o |
ROSI. ALK. MET 2 5557 31 4 . IR, I
WL & X 120 1 HER? ’ TP53‘ PIKzéA EGFR. KRAS. CEA. CAI125 /KA,
A %‘ BRAF. ROSI K% R0 ER 3 2 A U R AR
) FHI i Fm[15]

7E: NSCLC MIAE/Mdiufilifg; BGFR AR AKRE 7524 ALK AR AR P R T ROS1 A c-ros IR HREH 1;
ARMS AP PR KA 248 NGS A ACIMIFE; FISH N7 GEALAAT: RT-PCR A 5 B Al bk [ o

5. #3F, REMRTSHERRYE

BEE AN FHEAR)Z R, NSCLC H 2 3 KL R 558 2 B 0. AR R, EGFR Al 5
KRAS. BRAF. PIK3CA. HER2 &3[R R AR LR, E53FAFIH EGFR XUR AR R A 2L R 3%~4% [11].
Ik4h, BGFR 5 ALK 3 ROS1 & A7 LIRS, (HR A RBAK[7].

EAERRE, LRI 57 5t EnTgesgmiayT R LS. i, EGFR 5
TP53 JLRARBNE W, HAl e SEEMRTTIT 2R B &G A RAESC[13]. [FI, 247 S RAZ Sk E g%
. W B R bR S A R R E A G, SRR H AT e S MRk e[ 15].

BeAh, BRTEIR YT IR AT R AR o IR AL B I R AR . N, ALK Rl i B 76 $E R VR YT R TR
AN it AL, XA R SRAS PR 24 () B LA 2 —[19]0 BRIk, R ik JE HEAT PR AR B
MTERST, X T BRI 250U e de 5 e g T B B . IR AT HRR NSCLC FFE B — IR 3 F 4
WRSE o 573 L TAL AT RE R (M) VR 9797 A5ORN R 24520, 10 H 5T VR 2 510 075k B [ B E Tt 78 B MR AR A
RS IR o AR — 2 IR LS L RAR AT FLIE AT RSB, 38 Gk T S R AR &5 SR P 5%
FTHEARFEE.

DOI: 10.12677/acm.2026.1672657 1393 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1672657

B, S

6. IEEhEE PR NSCLC BYETTiHR
6.1. EGFR 383 NSCLC ;&8%7

EGFR-TKI /& EGFR #U 721 4] NSCLC & %077 7770 EGFR 19del A1 L858R J¥4¢ 3 i
%) BGFR-TKI BUSK, RIIRAFETF g il F A 73R 55 1] [2]. FE#E 28 —4X EGFR-TKI ¥ ¥z N H,
EGFR €45 NSCLC ff—£Ri6y7 CAFIAM —MR. AR TKI B85 a7 OB A 9 A 2 il g 70 58 5% L Tif
VR 12 =R

FIBT, B9 # B2 4% =/ EGFR-TKI TN EGFR SUR A5 ] NSCLC B — a7k .
TE M A SR A B AR A R G R XS R, 5 =48 EGFR-TKI PR HLAE 5 ) i N v 14 i LA
B AR fEP EIE RSB, BN LR H 3%, BEIRYT AT R RIS, EGFR B[ H
BB WA IT B AR T AL .

EGFR-TKI 597 & {5/ n] ik G tth tH I SRAF PR 24 85 WL 25 WL 065 EGFR iR RAE. MET #1.
HER2 414, S5HOEMBEGE . TS 5008 LA A SE17]. Horh, C797S %748, MET 438 J /N4 i
i 2 A A I PR B T R 2 AL o T 24 J R T BB IEAT B Ok 23 A I, AR i 24 ML 1) e 6 S BV 7
T, WERRECARIT . SRR . PUEAE SR YT SRR SE . REEENZ, EGFR SR B
o G B A A A B2V T R AR IR B G IR . Rk, 7 —2RIAIT AN E R PD-L1 R IAH: w1 2L IR 5l 56
DS 45 o %FF EGFR-TKI i 24 J& F e BEAR 07, H AT Ae 4 A g oA 2R 8, BEfEYRYT PD-L1 &
i R G B 2 A LR I

6.2. ALK R4 NSCLC i&J7

ALK flABHPE NSCLC X ALK $i57 s BE AU . 55 —4% ALK 77 o e Je o 55 25 2403% ALK FH
PEEE UG, HE AR, =48 ALK #0570 B, ALK PH%E NSCLC j677 2 N 2R 2547 BT MA
I FERY B [3]-[5]-

BIRE . Mtk B e iSH B R —18 ALK 0 7I7E 4 B 4 il A0 441 07 T 38 o HE B U7
R, TG T AR R BRI 4 R G RS R B3 R EIRRSE R, B0 i — 1% ALK 1
il 77 Sk N 2= ORESG PR B FYE I,k — 2D s 7 vRy7 al Atk

ALK S0 AT 25 WL 3 B HE ALK 4k R A8 L ALK 4719 | 520802 5 0E R4 U360 5%, 364> ALK
L T e S5 2 A RE AT S TR AE /N R AL, ORI 2 ML LA A ME(19]. Rk, ALK PH
PSR 2 2 5 N B AN B SR AN A AR, AR B S SR AR R SR TT T T .

6.3. KRAS 3835 NSCLC 877

KRAS RAK ALK B Z A B 311677 T Bl I 4K, KRAS G12C |51 A Al RS HI 1 KRAS
RAF NSCLC HIEITHENBI B X T KRAS G12C RAZ B, B[ 254 A BRI TT RIS I B #1441
BB IR .

SRIMT, KRAS RABWAIG A, AENEA 2 A1 AV AT AR TT BUSIEAEAE % 7. Bk KRAS G12C 4t
FHoAth KRAS SN2 (1A RO R IT I B BR . IR 75456 KRAS RAZ AL, PD-L1 RiA. HLRA
RS J BB BARTE ISR B B V6 IT 0% . T30 KRAS R, itT BT T Re A — e 3k
g, AR — AR I PRUE AR AT AR %

6.4. ROS1. BRAF, MET. RET. HER2 %D 5053877

ROS1. BRAF. MET. RET. HER2 %5/ LUKZ)FE R AR KA R, 1B EA P aBE R RaTT
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BrfE[1][2]. ROSI il BHE B W] A ROST #0156 ST H1 3k 75 ; BRAF V60OE FR4% (% 1] % [& BRAF 1]
HI5BEA MEK #l575); MET 14 #ME TBEER AR . RET fil & M HER2 287546t U AT AH N B8 7] 25 M sl Pk
AR 24 4 10 NI PR . FH BRF 2 I B

D WLFE SRIT R R0 B T 2R E AR E R 5 TrAESE NSCLC B, Juilg
EGFR. ALK. ROSI M3, KA NGS #HAT AT T8, AT RIMERSHEA 7 5 k) 5
B, NI I HETR T A 25 AR . SVARTT S, /D WOKBI R RNE YT RIS A e e T “IA 47, i
FET “REAATII R e N B2, Re S dnsgie” o EREEE T, Ry = ER S & H A 53k
3 NGS FM A 259697 Wl e, L2 85 RO IEH X B3 T REs B 7E EGFR. ALK. ROSI 254 [R
R JETH o XM FIAR YT AT S P22 57, FTRERE— D9 KR TS 2206

6.5. IRZHEFEPAMY NSCLC BSR4 34T ERE

WRAp P B NSCLC [ Y7 NI “AISEAT . BRI sha M. mi2h)s 3 M. 4
I B NS OVE 2 A, B2 A7 AR T SE R IRED SR R . N T A AR IR EE R, BERIRT
RS T ARG T B 2GR T

FEIRIT IR, A S ARVl . IR AR SRR S A N A5 R AT B A M . R S
X SR RO AP RGUHERE, I ARYE E A SGE R R IR T AR,
F i LR EL R 29I 5 4 IR TT - XTI 2L A EE, FI5 B RGNS R B RS i, DR E
BHRIT

7. RERITTERSIEEFY NSCLC R A

o RS A 7 O o G ISR L R B M NSCLC B 9697 7. SR1M, EGFR 5281 ALK f
A BE I BB 3 i BA 2 1R T AR 25 A IR (201 [21]. IR K AT g 5 R R A8 S LAl . S i 58 .
TR R B & PD-L1 EiL R R IEA 5.

X T IRANEE R BH M NSCLC &35, ¥EIRaTT o B IR Ia T 77 % R RNAIT RIS, 72 H ik
oo TR, SBEIRTT AT BT A AR BRI AR AR R R TR E B IE R 2 A
s —BHE e [21].

8. KRR S s K SRR
8.1. ERSFRMEARRIGKNAZR

NSCLC Xz 3 R A& 77 2 - B A0 4% ARMS-PCR. RT-PCR. FISH. %y 0434k 37 PCR & NGS
S AFER I ARTER TG . REUE et AR BRG] JOE % 5 07 S A R A, GRS AR
SRFIE . FEASRAE RN H ) BT SR T R A L

ARMS-PCR 1 RT-PCR F 23 F T O AN # A2k, 4 EGFR 19del. L858R 4522 MUK RAS . Il
REAREAERNT e, RN, RABAS, EE7ERZER KT Rk ITRE, RHEH Ty
HI NSCLC B Pl A . R0, 12K E sV I, MDA WA TR R mla 2R A
AR, FTRE BG4 T A OB A .

FISH # -7 ALK. ROS1. RET &t &2 RAG I, FERD-& H RHE Dy R A B E . I HAE T
A SR P R B HEIE B, (O ST KRR i I BER R m, BRE R, AR R, HOGiAR
LA AR B AU AR IS T ALK R ARIATHE, RABRERE, RARK. #FmRE
BT RS, LR Z PR &, PO F SRR AR, LI 454 FISH 50 NGS #HTHiA .
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7 PCR BARm RIS, &AM TACF AR AR S Gy i R s i ah s . &4,
£ EGFR-TKI JJ7idfEd, 7 PCR W] T4l EGFR T790M 2572528748, tha] Fl T ik B M- Al
SRR . SR, $07 PCROEE W BERT I TR AL &1, iR, MR B Al .

NGS A [RIB A A 5848 . ARG SRR ARG . 3% DU S e 2 LR R R AR, & 25T NSCLC 4 1H
DRI EER AR G6] [7] [12]-[15]0 XFTF R HIdESE NSCLC. ek MR i 3 . 5 AR FH
PEAELIG PR 5 FE PR SR DX B S R B PE IR B 2, NGS BAT S = IR AR B . NGS A B TR BTS2 . i ff
AR AT 2L, I RIS N AR R o )= PR 32 B HEAG I sl A e i« AR ) ST A
XFEEA o SRR A O SR e A L 7 R R R, DA R A AR T B R

8.2. HEAREIEFESHNFREES

NSCLC 73 FRlFE A L EAFEFARYIRALR, FRIER AN, CRERIERHL AN
Jes RO A P e B A AN S o ZH SRR AR AT A2 R ) DR A I ) e S R AR S Y, B R Al & =
DER PR SR A . AR, X TRIREE TS, ASWEAKIT e Z 2 AL B . B3 SR 5
I RIS 5 TR 2 PR

UM EAEAS, WIS AR SCRUE RS I A0 2F IR A, FE TR ISR S b LS o A FEAR AL 3R
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