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WE.a ¢ KT F A &I (gastric mucinous adenocarcinoma, GMA) 897 A 4F4E 16 R R P45 & A B & &
B e RTEG | F Bl AL iR RS 69 RIS T RAER B . F ok @B 5472 I8 H 3E 46 7% B2 % (invasive non-mucin-
ous lung adenocarcinoma, INMA )48 4 iZ i 4 4 7% B /% (invasive mucinous adenocarcinoma, IMA) 40 4 &5 34,
H b IMA .35 % 5P 25 % A% J% (simple invasive mucinous adenocarcinoma, SIMA )30 %] & £k —4F 46 & & R A
% (mucinous and non-mucinous mixed adenocarcinoma, MNMA ) 10 %] | SIMA A& 3% % A #t — 3 54 GMA A3k 4o i
7 £53% A% 5% ( colunmar cell mucinous adenocarcinoma, CMA ) & %478 3 4614 56 7% B2 /% ( mixed simple invasive mu-
cinous adenocarcinoma, MSIMA) . K& & % 69 W6 KB 22 ok, 3 AT A & #4E K AT % 9% 48 22 4L 5 (immunohisto-
chemistry, IHC) # A %6% & Sac(mucin Sac, MUC5ac) \A%5% & 6(mucin 6, MUC6) , W ki 4% & B -1 ( thy-
roid transcription factor-1, TTF-1) .8 46 # %& & 7( cytokeratin 7, CK7) . 48 J&L /i % & 5/6( cytokeratin 5/6, CK5/6) 4
AR, I3 BT A AR AT B BB 4% X R R (polymerase chain reaction, PCR) 3 =X, 5> ( next-generation sequencing,
NGS) ¥ i A £ IR A E , 4% GCMA 9B -F¥H AZEEHF )T CMA MSIMA MNMA % INMA F &9 it &
B HE R RS T AR AR, B4R T T, MUC6 £ GMA Fayfak % 92.93%, 245 T &
CMA(8.33%) .MNMA (20.00% ) % INMA (0% ) ¥ # A b & 2 F A %t 5 & L (P<0.001) ; % TTF-1 #= CK7 &
GMA 89 & i & 2 K T /£ MNMA & INMA 85 & ik £ (P 3<0.001) , 14 ¥ GMA 10 #14¢ A KRAS % K
EEE L 2% % T CMA.MNMA Z INMA, B MUC6 # % ik 5 KRAS & H % % 2 % % £ 48 % (Pearson 48 %
A#=0.590), ##& GMA A2E D FATH e, & &kE MUC6, L KRAS A % % 5 &, LA A6 Rz
e KRBT a5, BAEA IR EAR

KR R BRI AR R G 6; TARIEA K E F-1;KRAS A H
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Gastric mucinous adenocarcinoma of lung

has unique clinical and pathological characteristics
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Abstract; Objective To investigate the morphological characteristics, clinicopathological features, genetic alterations,
and clinical outcomes of gastric mucinous adenocarcinoma (GMA) , so as to supply personalized treatment for lung mu-
cinous adenocarcinoma. Methods A total of 48 cases of invasive non-mucinous lung adenocarcinoma (INMA) and 40
cases of invasive mucinous adenocarcinoma (IMA) were retrospectively analyzed. The IMA cases included 30 cases of
simple invasive mucinous adenocarcinoma ( SIMA) and 10 cases of mucinous and non-mucinous mixed adenocarcinoma
(MNMA). SIMA was further categorized into GMA, columnar cell mucinous adenocarcinoma ( CMA), and mixed

simple invasive mucinous adenocarcinoma ( MSIMA ). The clinicopathological data from the patients were collected. Im-
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munohistochemical analysis was performed on all paraffin-embedded samples to detect the expressions of mucin Sac
(MUC5ac) , mucin 6 (MUC6) , thyroid transcription factor-1 ( TTF-1), cytokeratin 7 (CK7), and cytokeratin 5/6
(CK5/6). Additionally, polymerase chain reaction (PCR) or next-generation sequencing ( NGS) was conducted to
Compared with CMA , MSIMA , MNMA and INMA, the mean diameter of
GMA was significantly smaller and the age of onset was slightly higher. Most of GMA occured in the lower lobes of the
lungs. The positive rate of MUC6 in GMA was 92.93% , which was significantly higher than those in CMA (8.33%) ,
MNMA (20.00% ), and INMA (0% ), with a statistically significant difference ( P<0.001). The expression rates of
TTF-1 and CK7 in GMA were significantly lower than those in MNMA and INMA (P<0.001). KRAS gene mutation
rate in GMA was higher than that in CMA, MNMA , and INMA. Additionally, MUCG6 expression was positively corre-
GMA is characterized by

small tumor size, high occurrence rate in the lower lobe of the lung, high MUCG6 expression, and high KRAS gene mu-

detect lung cancer-related genes. Results

lated with KRAS gene mutations ( Pearson correlation coefficient = 0.590). Conclusion

tation rate. These unique pathological, clinical, and molecular features suggest that GMA should be considered a distinct
subtype.

Key words: Lung; Invasive mucinous adenocarcinoma; Human mucin 6; Thyroid transcription factor-1; KRAS gene

UTAEA i C o 3 ) & 0 0 M SBT3 5 2
— L R Hv R e 5 R 2 o
IS il 28 e e g 8 o DL B R P e AR O
(invasive mucinous adenocarcinoma, IMA ) J& fifi i 62
(12 DL AL Ji IR 114 39% ~ 10% >4 H LI IR
RINZHE, A R Ry B 0 e B e P g 24t
AR B 2515 B AR R I i 46 ) S | BE 28 A 4T
TN LENREB I . IMA X3 ksl
427 IR 95 ( simple invasive mucinous adenocarcino-
ma, SIMA) K it — 35 2 W 5 24 I ( mucinous
and non-mucinous mixed adenocarcinoma, MNMA) ,
T O RE 5 20 N B R, TR S L /N |
B CEAMURANAE ) BHIR F R HLE S R0 20 i
L 10%, IMA 7] %3k £ FF 36 & (1 ( mucin,
MUC), 41 MUCI, MUC4, MUC5ac, MUC2 #l
MUC6'" s 1] 45 Z F B [H i 7%, 41 KRAS | EGFR |
NRAS .BRAF %, Hir[t KRAS #5275 O % 35 B (1 ik
P, 24915 60% %,

BEAEAIF 7T 230 Al IMA F5 822  (HSR 4R 5T
SRARTF B 510 5 5 P i R R A L
IMA BLAT B A0 bk L2 45 5 % 3 A sy A il 9 52
R RVE 5 12 1 M E B W R 98 (invasive non-mu-
cinous lung adenocarcinoma, INMA) 4Lt , H B A A7
T 225 HAE N & B B3 T IMA 1Y
s BELT INMAT

2020 fil Tt 5t T A= 41 Sl iR 245 ) SIMA
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AP S AR, M 20 3 ) A0 M W A T 4 i vh
e RN R (HIR SIMA KA, A
PAHLURX P FIE AR SIMA TEIm KR I st 1%

SEPRR TG A T AT IR AR DY, SCERA Y,
S BRI A AR (R SRS A 22 i B e Gk
MUCG6, i] £/ KRAS STK11 253 [z g1 | B
T ili 1 7Y %6 W R 98 ( gastric mucinous adenocarci-
noma, GMA ) 93515 27 2R K lif R 3 B F 55 45
ANJSAANR], F 5327 S A 5 — i 0 i i 90%
FF M GMA, Kishikawa 27 9 #F 5% 7%, MUC6
PR R PH ) GMA B S B A, B R
KRAS Bf/ERY Rpps HBmoy2  (HARA OFE s,
Pl WA S 1% S i B TS e A e 22 1
H i AR R 2 E N X GMA 5T, A58 LR
WP AT AR A RO Sl R TS, LA R 3%
] i 280V s ) AR T AR IR S

1 AREFE

ARG 0 B 23 B 1 LU AR KA 5 R B 2017
A1 H 2 2022 4 12 HATFARIGST B9l iz 18 14 B g
PRAS I R GERE B i B BT RE, T AR OF
ARIFEFEYI G ; @43 F K I 45 5 B ( 2= /05 4 il i
+ B A5, BN EGFR . KRAS . BRAF ALK ,ROSI |
NRAS , RET ., PIK3CA . HER2 , Met ) , FE K& br .
AL ORI M s @ R AT TR BGyT . B
I BRAS A 28 7 i P I U A 4l A T4 2 U
Ppga o2y 5 5 R AT R IR 2, SR A IN-
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— P AR A 5 AR MOAZ AL T RN %K LA
AN ACLAT TR b B2 5 55— Fh 4 i 22 s Atk iR 21 g
i)l O A A it 0 R A [V = A N Y o L s
1t 90%#EF A GMA, J5 # it 90% # Fr k11K 4
T 24 2 0 R 98 ( colunmar cell mucinous adenocarci-
noma, CMA ), H 4 18 & AU 50 4 P 26 W M I8
( mixed simple invasive mucinous adenocarcinoma,
MSIMA) ,
1.2.2 Hdiic s Kbty

WAL HTRR R T T 52 5 F1 = B 5 B AR 42 (hospital
information system, HIS)2rifi] F & I R 15 2., 4R i
FRE S N A5 Bl e B R A I R
PR PRAE B, AL HEARIE PR WO s TNM 330k
R AR WA AN KA S O N R
A, BEUTOR & Nl BEBE HIS RSl #H 4
HIE RS  AEAREIRITE O R E R B A
KNGO AL E] SRR IET AT B[] 45
1.2.3 DNA #H

JIT A 0 1 28] kg 4 IR A [ 22 A7 B AL 3R ( forma-
lin-fixed paraffin embedded, FFPE) ¥/ {#i F{ FFPE
DNA/RNA i #| & ( AmoyDx Diagnostics, H [& J&
I'T) , % DNA 1 RNA #4782 B, fif 20 g- k.
TIHL 3~8 A5 wm J& FFPE 4 BT 1.5 mL 8.0
B ARUOIA ZFK JEK O RS AT B b B
iz B AR O B A5 484 , 51T DNA I RNA R,
FEf AN BRI DNA AT RNA 1,
PN,
1.2.4 PCR )i

88 {3l fii = I PR e hrAS v, 76 15 1 FH it 22 5
PRSI 37 8 (1T 3 A8 A oy s 2 BB e A FR 2
), 575 8.01 0193) 7£ SLAN-96S Real Time PCR %
i #E AT K, 40 % EGFR , KRAS . BRAF ALK |
ROS1 NRAS .RET .PIK3CA .HER2 Met, H:F'EGFR
fu$E EGFR L858R ,Exon19-del , Exon20-ins . Exon20
T790M/S7681, Exon2l L861Q. Exonl8 G719X,
KRAS 4 4% Exon2 G12D/S.G12A/V/R/C G13C,
BRAF {u3% Exonl5 V600E/K/R/D,NRAS fU % Ex-
on3 Q61R/K/R/D,, i id 7¢ fill G o7 s Wl % 114 57
PES ) MG IR R, R RT-PCR — 25 35 X A AR
RNA 17 ROS1 RET K ALK & [H fl & 460,
it ADx-ARMS AR XJFEAS DNA H PR 28 28 i 47
K, AL BRAN A AF AR 4 DNA 42.3 pL il
RNA 45 uL 7051 A% H B LMG R4 B, 13 e TR
A)JE, 23 HIBCS pL DNA JRAA 10 pL RNA R4
WO AT R ) LMG12 % PCR J 1 4% %) Ep & 1,

BRAFINREAS 1 | 5206 3515 A BH 1 X6 e RIS 4 o) i
SEEF e PCR R 45 1 43 o« 5 — B BB, 9045 1
42 C 5min,95 C 5 min, I MEH; 26 KB, 95 C
255,60 C 205,72 C 20 s, 10 MEIF; 5 =B EX,
93 °C 255,60 C 355,72 C 20 5,36 MEH ; 45 U Hr
Bt ,60 CHH%E FAM #1 HEX 55,
1.2.5 NGS ¥l

88 {3l it e PR B A AR v, 12 BIREAS SR FH R o
B 7 78 A PR 2 7] EGFR/ALK/ROS1/BRAF/
KRAS/HER?2 F K 58 A5 ki I 7] & (7T 3 A g 2¢ 1k
MR 922 ) 47 — AR ¥ ( next-generation sequencing,
NGS) A, 7] B2 5 B8 4n T . $2 B9 A% R 18 i DNA
FTWr Rui &2 A 4% Sk (PCR 47 3§ 44 & il 3¢
J 4 AR G U P 15 iE A T 4458 A WEBRAR AR A T
L, H bR & 4 SCETE NextSeq 550DX il 4%
(Tlumina K 3E94 ) #E47 X 2x 150bp P, 745
SRR /N A4t e i 2 PR 5 728 43 B 200 (i e T
T A FRA ) ) AT 534, T BD RN Iy B
HEIRER bel H bel2fastq (v2.19) ¥743 4 fastq %
3, il i Trimmomatic 25 & 11 it 1= A0 88 (i & (H
<15) A1 NBgiFE , SR 538 12 BWA B8040 L Xt %] hg19
ANESHZENH , fefaiid b — P 3R EUS
AR A AR GEAR BRI P8 DU AL Rl & S 4 T
SO PN BRI Y SIS
1.2.6 R REdl SUk2E A A 5 28 1

ST 970 91135 228 A 3 21 AR 2 T A R R R S
[ -F--1( thyroid transcription factor-1, TTF-1) . 4l Y
1% 1 ( cytokeratin 7, CK7) .40 f & 1 5/6
(cytokeratin 5/6, CK5/6) , MUCS5ac, MUC6 % 1
H, A ik —Pi4 i H 2 E Roche 2 K7~ fh /A A,
ZhuEN & A AL A2 S A Y EOR A RS
(il =20 A T 50 & PV9000 ) i B 20 B A
24 um BT RTERERE (55 T~60 C)H¥E 1 2 h
Ja s =K R Bt A pH=8.0 EDTA Hi 5%
S AN G R %, PBS ik, 3 min/ik,3 IK;
PR 2k 420 ) T BEL BT 741) 25 3R 3RE DG F 10 min,
PBS ¥, 3 min/ WK, 3 W LI % iR 3P 10 min
J& AR, —T ,4 T E LK ;37 C & & 30 min,
PBS it ,3 min/¥K,3 UK ik I R W 345, 37 C I
# 20 min, PBS ¥t , 3 min/ ¥k, 3 UK ; % b o i by
WEP/ N/ 1eG KA1 ,37 CTHEF 20 min, PBS
ik, 3 min/¥K,3 K ; DAB (i E IR F 5 min,
IIAKEZ G 2 min, K B B R, 45 R AERR I
W . TTF-1= 10% 4 2 20 A 4 A% P9 18 04 0 £
R U A B, CK7 .\ MUC5ac \ MUC6 ¥4 = 10%



110 TR N N S

i (E % W 62 % 8 11

0 4 PN B 9 € 80K BRI, CK5/6 > 1%
I 2 A 40 A P ) R B G B
1.3 GitzahiE

%] IBM SPSS Statistics 22.0 /#4758 7>
B s PR R 7 R 3 51 Fisher A5 6 1650, 2
BRI K T7 22700 (ANOVA) A7)
Bk JH Pearson #H C R B (R) . A7 50 R H]
Kaplan-Meier/ M7, 742 %l A 17 1 4 . P<0.05 2%
SHEGIE X

2 # R
21 MAEEHEFEER

40 il IMA 1,30 i 4 SIMA ( % 7 i 9 1% 53 >
90%) , 10 15l 2y MNMA ( % ¥ i 988 il 73 i 10% ~
90% ), 30 1] SIMA ", 14 5] (46.67% ) & GMA , 12
141 (40.00% )}y CMA ,4 11 (13.33% ) MSIMA ,

88 itz i M s v, 5 40 i, < 48 151],36 ~
80 %, AR IE 57.5 % Mg 4% 200.30~8.00 cm,
SRR (2.78+1.59) em, RS T ~ 111 58
i, M~ IV 30 1, GMA 5 Hifth 4% 41 B 9 78 K
AR PR R R I DR A I M AR AT KA N R
T WG GRS S T T 25 R TG R
X, {H 50% ) GMA H 24 65 & i HAh 2%

TR IR AR I AT 65 % 35 43 51 h 16.67% 0% |
10.00% F11 31.25% , GMA. % ¥ 4F s % JFL il 2 784 it o
W 2 R TG L, 14 4] GMA T 9 )
BT T (64.29%) ,12 1] CMA A 8 145 T i
T (66.67%) , INMA % fii T fifi b (58.33%) ,
MNMA H 6 I Tl F M (60.00%) , )& SR TE
it X0 GMA . CMA 55 Ho A 2 70 i g AH L
ZERAGHE X (P=0.020) ., 4, GMA .CMA .
MSIMA MNMA F1 INMA f flfsgd > 2 B 4253 91 N
(1.61£0.53) . (3.45+2.16) . (3.9822.90) . (3.50+
2.81) F1(2.70+1.26) cm, GMA 4 i 8 - 34 1 7%
FART HABSE IS (P=0.005) o [ b5 s 1] S
14~72 4 H SF44 4 (33.24+12.88) N H . Hd ok
JEH A7 ( progression-free-survival, PFS) fix 5 4 6
M B ZERRIE PES MU A 473 (overall survival,
OS) ZF ¥ G 2% 3 S, HARIG K B4R A5 W
1,

14 5] GMA 7 51 (50.00% ) & 2 4t Bk R AR
;4 il MSIMA 1,1 1] (25.00% ) h 22 k- Bk R XA
K512 i CMA H, T2 5B R K GMA 2k
BRERAAE K R &, ZERASITEE X (P=
0.016) . 18 ffil GMA 2 MSIMA R 25 W ik 4 7 9
¥, 12 5l CMA HF 3 il LKA N e, 22 57
B2 (P=0.025)

1 ARG PR BERE
Table 1 Clinicopathological features of adenocarcinoma with different types
e IMA(n=49) INMA
R RS £ (n=88) GMA CMA MSIMA MNMA (n=48) P
(n=14) (n=12) (n=4) (n=10)
AR/ % 0.156
<65 64 7 10 4 9 33
>65 24 7 2 0 1 15
5 0.327
% 40 4 5 7 22
i 48 10 7 3 3 26
2 0.363
T 66 11 10 3 5 38
H 22 3 2 5 10
TNM 4338 0.152
I-T3 58 13 8 3 6 28
Il ~ IV 3 30 1 4 1 4 20
MR 0.282
i 20 1 2 0 4 13
w 68 13 10 4 6 35
g FH L ] 245 0.165
= 25 1 3 0 2 19
= 57 13 9 4 7 24
=¥ 0.866
i 20 2 2 0 2 14
g 60 12 8 4 7 29
Y] 8 0 2 0 1 5
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I IMA (n=40) NMA
e RS B 153 ( P 88) GMA CMA MSIMA MNMA (n=48) p
(n=14) (n=12) (n=4) (n=10)

T 0.288
i 5 0 0 0 0 5
w 75 14 10 4 9 38
Pt 8 0 2 0 1 5

i REARAL 0.337
ENE 63 13 7 3 9 31
120 20 1 5 1 1 12
Bif 5 0 0 0 0 5

IOk A8 PR A 0.198
i 13 0 3 0 3 8
& 75 14 9 4 7 40

SIE R 0.059
P 27 2 4 1 7 13
w 61 12 8 3 3 35

YA 0.515
P 16 1 1 0 2 12
w 67 13 9 4 8 33

i A 0.378
i 44 5 4 0 6 28
T 40 9 8 4 4 16
- 4 0 0 0 0 4
Ep I ES ST

22 GMA HESEHRARERAENLTIE Mtz EO7 A REFW M (K 1) ;CMA i

GMA H#id 0% A ML AL B - T TR B R 90% M4 i AR, M3 vE IR | A A A% w] 43 T v e s
CEAPOIRANND) | A HES 52 = A0k, A, BRI B L 5 i 2 R, MG A, wl L /N A
I e AN R, 57 T 200 MR RS, AR LU R AR, 20 (1 2) o MISIMA W5 W o 240 0 1 o

- s Dy y g v

K1 GMA [ P 522 i S e L2k
A:GMA JELE i (H&E He 4,40 ) ; B: GMA Jii BLI&] i (H&E Je1,200%) ;C: GMA R Rk R CK5/6 Btk
(100x) ;D: GMA Gl 43ME2 /s MUC6 FHE (100x) .
Figure 1 Pathologic features and immunohistochemical expression of GMA
A Pathological image of GMA ( H&E staining, x40) ; B Pathological image of GMA (H&E staining, x200) ; C; Im-
munohistochemistry of GMA showed negative CK5/6 expression (x100) ; D: Immunohistochemistry of GMA showed
positive MUC6 expression ( xX100).
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K2 CMA B A4 8 S e UL 2 3R 0K

ACMA BYJREEE F (H&E He {0, x40) ;B CMA AR EEE F (H&E {4, x200) ;C:CMA i 4k /R CK5/6 [

(x100) ;D:CMA Hie AL iR MUC6 P (x100)

Figure 2 Pathologic features and immunohistochemical expression of CMA
A'; Pathological image of CMA (H&E staining, x40) ; B: Pathological image of CMA ( H&E staining, x200) ; C: Im-
munohistochemistry of CMA showed negative CK5/6 expression ( x100) ; D Immunohistochemistry of CMA showed

positive MUC6 expression (x100).

GMA .CMA 2 MSIMA 1 CK5/6 4} B (&
1.2) ,MNMA FIl INMA H14-F 1 ] CK5/6 255 FH
P R REA Y R M i . 1 MUCSac ¢
GMA (92.93%) ,CMA (75.00%) .MSIMA ( 100% )
K MNMA (90.00%) H FH ¥ % & % & F INMA
(41.67%) , 255 A Giit* 5 X (P<0.001) ;1fif MUC6
£ GMA K MSIMA 1 FH % 2 43 51 °h 92.93% K
100% , B3 & T CMA(8.33% ) MNMA (20.00%) X
INMA(0%) , =5 A4 5 2 X (P<0.001) , WKl 1,
23,

0 B e EE
[JcMA EJGMA [ MSIMA

30

75 1511 4

10F

TTF-1 CK7 MUCS5ac  MUC6 KRAS
K3 KA SIMA 1 MUC6 % 11515 0 & KRAS 3k
Figure 3 Expression of MUC6 protein and KRAS gene muta-

tion in different SIMA subtypes

ifi TTF-1 5 CK7 £ GMA (57.14% .71.43%) .

CMA (66.67% .75.00% ) .MSIMA ( 50.00% . 50.00% )
o 3k R Y B K T MNMA (90.00% , 100%)
INMA (97.92% .100% ) , 2= 5+ A it 22 B L (P YI<
0.001) , WLl 3, #E—2atrios, H RS A A H AR
SRR IR S MUC6 Y315 % VI HH 5% (Pearson 1
K Z K =0.861). [H MUC6 Y21k A 5 i Jih 98 1)
PFS #i1 OS, WL 4,
23 EHERBNER

30 5] SIMA 1,4 4 (13.33% ) 14 EGFR Jt A
516 19 (53.33% ) FE A KRAS K& [H %8745, 2 f4i]
(6.67% ) Kl 2] ALK JEH LA, 1 BIf:4A NRAS £
A8 1 Wk TP53, FGFR3 3t [K % 75, 6 1
(20.00% ) AAG M 2] 38 H R BCAE . KRAS K %
AR B I, 8 1911 (26.67% ) 1A KRAS G12D/S %
A5 8 1] (26.67%) 4 KRAS HAA 55 (9 5245, T
&5, 10 ) MNMA 1,3 fi] (30.00% ) 4 EGFR
RZEAE 2 ] (20.00%) 1 F KRAS 55748, 3 fi
(30.00% ) A ALK 5 [HI il A, 2 iRk I 1 R 2
Rk s . 48 1] INMA 28 14 (58.33% ) 147 EGFR
FE AT 4 151 (8.33% )t KRAS 5K 545, 3 i
(6.25%) Fr il ALK JEF LA, 2 FIfEA ROST H K
AlA 1 Bt MET 2K 5 %748, 1 6fE 4 BRAF
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AL 9 ] (18.75% ) AAer il BH it 56 PRI e 2%, ULIAT 5,
SIMA H1 KRAS %45 % f 17 (53.33%) , 1] INMA H
EGFR %575 % £ 25 (58.33%) , X R A it 5 X
(P<0.05) . #E—253 1 KRAS 28748 5 £ 1Ifi PR Js B
FERRAYE 5, s KRAS 28748 B B 4% 5% 5% R Oy
4.50% , . Z KT KRAS HF A4 #1 (28.80%) , 2 %A
Giil2#E L (P=0.037) ; KRAS 2878 Bl 570 4b 5 7% %
& F KRAS B7/E: 1 (4.55% vs 24.59% ) {82 %58

A I
HEAFRREL
1.0F MUC6
0
_ml%}(')b’i
o 4 —+ 0-fil|
0.8F — 1.00-H%&
sé
& 0.6
kY
& 04t
Bk
02}
ol r-o1s
0 20 40 60 80
PFS/H

SRHEAT B

2575 L (P=0.057) . KRAS 5 HAth 4 Ifs PR i 45
VS EIIEP e

X SIMA £ AV i —25 3 Hr & 31, 14 5] GMA
Ry 10 9 (71.43%) £ KRAS KR 52742 4
MSIMA 114 3 i (75.00% ) 4 KRAS 5 [H 5875 |
MM 12 1] CMA H{Y 3 ] (25.00% ) £ KRAS A
AR RIPIH BE R TIRE , ERAGI R (P=
0.046) ,

HEAFRREL

10k MUC6
0
o
—+ 0-MIl5

0.8 —+ 1.00-MIH %%

0.6 |

0.4

0.2}

0ok P=0370
0 20 40 60 80
0S//]

4 HiliE v T MUC6 $ik5 PES(A) K OS(B) i £

Figure 4 Relationship between MUC6 expression and PFS (A) and OS (B) in invasive adenocarcinoma

SIMA

:

B EGFR

B ALK

W KRAS G12D/S
W KRAS HAth 5375

W AR B
W JEHR R R

INMA

e

V

2.08%

K5 SIMA J INMA 9K 3l 3t Rl i 2R 1 00
Figure 5 Driver gene changes in SIMA and INMA

HE—243 0 MUC6 5 KRAS ZRAF MK R, 453
WoR T B IE AH 5%, Pearson AH ¢ & %0 H 0.590,
MUC6 5 KRAS X FH 4 55 H Ath 245 79 78 45 1l R g 2

BhR (AN & A1 IR ELAR LI DR 43 39 | ok 2L 25
B KA AR B0 RIE N SR ) D, 22
SITG I E L, MUC6 5 KRAS XU PES
J 0SS H5HAhZA 22 R HRGH2HE X, RE 14 4
MUC6 5 KRAS MUHMRG A 6 fil 2 2 A K,
M HABSE AL B AL 2 B 2 2 H 4K B2 5 X%
TR X (P=0.061)

3 3 i

SR WHO Jig 3R g 43 25 f 3 i i
PRI S A7 B0, B IMA | TR A Ji 932 0 g 250 R 8
SR IMA S22 1 P B 1) — b i 7 28 78 {RECAT
HA MR AR50 SIMA ARETE S
HE—2543 K 3 25 1l GMA .CMA il MSIMA , I M IIfi
IRFEIL HTEA 155 254 MR R S5 T T 45
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