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Comprehensive analysis of the clinicopathological features, targetable profile,
and prognosis of mucinous adenocarcinoma of the lung
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it (X EL ORI 2 & e s, PR e b A 2 R T h D, IRIEICIES D
IZZEEIED & D subtype 23FR® H L, 1% D non-mucinous adenocarcinoma @
fli. WHO 43¥H CiE mucinous adenocarcinoma & W9 8Bl 2517 T\ 5,
mucinous adenocarcinoma ¥ . & K 7 % & £ 72 > Adenocarcinoma in
situ(AIS), mucinous . & ## ik 47 2% 5mm UL F @ minimally invasive
adenocarcinoma(MIA), mucinous. Smm XK ¥ K& WS %2 & T¢ invasive
mucinous adenocarcinoma(IMA) (2431 L5, JREL LRI ITMBNIC BE 72
mucin A L., fESMNZ S mucin & 533 5 R & F5o, Mi@ANIE mucin Tiifi 72
SH, mucin (2 XV EGHEARSKERMA SN Z EnH D, HEZH TlX, @
WO & RIS, B E LTS5 solitary type O, Mgtk ol
TN AR 7225 4 73 Pneumonic type 3% 0 . NS LY PHEABRIZARD
VDT ENMBITWS, BIn T FMICIX Kirsten rat sarcoma viral oncogene
(KRASZE BN 2\ i, Neuregulin-1 (NRGDfusion 2385 L CTWAIEF OHE D
D, LU b, BT ROEE 2R EOREIC OV TOfE 4 OfEHT e
SNTWNDHEHDD, o OBEMEZBREF LI2FtiERn., BRELIZ, ZAb0
Fro % & ORMR 2 afERIZEH< 5 Z & T mucinous adenocarcinoma D &A%
ZHOLNNITAHZEEANE LT EITo T2,

IR RFIRBEZ T, 1997 A XL 0 2018 F i %t L C R %17 - 7= mucinous
adenocarcinoma DHBE T, CT FTAB L OF L~ VEENRT 7 4 e (FFPE)
M2 AFTEDHLOEMEE L, FFPE kL v DNA Z#iH L, KRAS Z R\
> U T |X direct sequencing PCR £ T . Epidermal growth factor
receptol EGFR) %% L B-Raf proto-oncogene( BRAF) 72 %25 Tl real-time
PCR ETHiFIL7=, NRGI fusion (Z2>WTlX nCounter TAZ U —=27 L
fluorescence in situ hybridization(FISH) % % 7213 @ et TRaT L7z, 72,
nCounter |ZFFEERE N0 /3 — a2 — REFFORBIRRMN R Y e—T2H\W5 2 &
T, WG PCR R ED X5 LN EFERHETICH —7 > NSO % T
VENVBRHT DU AT ATHY, ®BEETH D720 FFPE fHik» o L%k
LCWBAREED H D RNA IZTHRHMAARETH 5, 7B, NRGI Oz H 8%k
DOiE L L ST HMEDOH 5 fusion(ALK, RET. ROSI. NTRKt & TH
F L7-, Programmed cell Death 1 (PD-L1)& Thyroid Transcription Factor-1
(TTF-1)DFBUZ DWW T Y Tt L7z,

60 JE%1? mucinous adenocarcinoma % i8® 7, FMEHIAEIL 71 5. 53% 0 Bk
Thol=, HEBEMIZIX, 15 #1(25%)75% Pneumonic type ToH -7, JHEFZAITIT
10 7% AIS. 3 #i7% MIA, 47 #28 IMA Tho71-, VU o EilnldEt 2 41(3.4%)
T 0. DT TH o7, pStage 1T VIV 724, 1 #1(16.7%)/33 fil
(565.0%)/14 151(23.3%)/3 151(5.0%) Td> - 7=, EGFR mutation I% 4 #1(6.7%), BRAF
X1 H(1.7%)TH o7, KRAS mutation I 31 #i(51.7%) & fix © % < . variant @
WER & L Tid G12D:24(40%)/G12V:5 #(8.3%)/G12C:2 #(3.3%) T o7, NRGI




fusion | 3 BlZROHTN, MOMEER FIZR DR o7, TTF-1 (FHiE O
R~ —H—Th D50, A TITEMEL 14 F1(24%)DH»TH >72, PD-L1 ®
FRHNH D H DI 2 H1(3.5%) LR TULETH -7,

Solitary type & Pneumonic type THEFRIFEFH), BERFHREFICHENH D
ME D IERRET LTz, BUEERIZ S TIE Solitary type T 18 $41(40%). Pneumonic
type T 10 f51(66.7%) Td V) /AN /g o> Tz, AIS B LT MIA IX @134
T Solitary type T& ¥ . Pneumonic type (Z/RELFAYICIT4ET IMA Tho Tz,
Pneumonic type IZJEBEREN K E W78, pStage W REL RDMHM N H - 7=,
TTF-1 B5ME1X, Solitary type T 26.7%. Pneumonic type T 13.3% CToh >7-, PD-
L1 ORBLNH -7 2 FEHIIL solitary type T&H ¥, Pneumonic type (ZI1F7BD 7%
Mo lz, KRAS mutation [51%1% Solitary T 49%, pneumonic T 60% C&H > 7=,
EGFR mutation @ 4 JEffl, BRAF mutation @ 1 Effl. NRGI fusion @ 3 i34
T solitary type Tholz, F7z, WEFHREERICAS &, AIS, MIA, IMA
DAETIZEWT KRAS ZRIFFD bz, 60 EFOELD H HIREFEENELE 1
1Z. KRAS G12C EGFRIBRAFINRG1 D&t 10 JEHI(16.7%) TdH - 7=, AIS/MIA I
Recurrence-free survival(RFS) D A X MIETHIFILETH VD | (KEMEE L5 2
bifclo® IMA O TTPRICET 2T 21T > 7o, BHGET R EES < T# O g
TlX. 54 RFS rate I%86.2% & 16.7% C& ¥ ., 4 EI|Z pneumonic type TT#% A~
KT > 72(p<0.001), Pneumonic type (Iffitk 1 HFLINIZTIEZ 78D DRERFIN %
<, 2P CRZERMIC L 22 BMiEE 2707, KRAS mutation [ % 2>T
T AR L728A . 54 RFS rate 13 80.2% & 54.3% C&H Y KRAS mutation [
PERTED FH%AROMM %772 (p=0.078), RFS (ZF ¥ % £ % & 4T (Cox
proportional hazards model, stepwise selection method) T (% . Pneumonic

type. KRAS mutation [51E2S RFS IZBT MY L2 TFHRARRKF & L CHES

7 FH 51X, Mucinous adenocarcinoma (Zxf L @GR RENT 21T 72, ZIZ
LV, mucin ZEATHEVIWEFHFETER SN TWVD —DOMEA T
HDHHLOO, BRFEFEN, BB TFERICEHEEOR N E AL LT, itk
e 2 #8223 5 B2121X Non-invasive mucinous adenocarcinoma O 172 B4f T
Z &, Hif% E pneumonic type B LN KRAS B+ ERN PR ARRNTFTH
EERDIHICESMLERND D, Fo, EWIFRIEEZZ Z DI, 5 FER3EORE
JRIZ R DIERBRF RV THDL &, BETF =y 7 WA MNEFIEO RN RE
HTHHZ EEMBR LT ETIHRERIRA L COMNERDH D,

AAFZEIE mucinous adenocarcinoma (29 % clinical question (Z%F L. EEERHH
HEN LB AL L OEEFFNE AN T e —F 952 & CTEROREEN LM
\Z L7z, Z#iE mucinous adenocarcinoma (2% L £ ¥ X\ clinical management
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