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0 e HE 32 6855 5 40 B s S ke il g 2 3 E /) 28 Ae Aifi 92 Bl = 7R
BAPREEREFZHEERARE

(RO EBFEERE, Jb5T 100049)

[(ZE] Br: AR REIHAE /NS (non-small cell lung cancer, NSCLC)IRZF TR EFRILE, &
Bz K K 152 {K (epithelial growth factor receptor, EGFR) % % 2 84 fitH 11 ] 75 (tyrosine kinase inhibitors, TKIs)J& EGFR
HURSE AR IR NSCLC B H 1 —Z 124 . (H EGFR-TKIs VA7 B alyfy 7 30 B i J L K 25 i TR iR AR A I PR
BIGH TR, RS 4 g i BOR AR MO RE A 4T EGFR A al LU X IIFSE . ASHFSE R 40 HE Y (004 A 5 40
U B A 1 7 26 NSCLC H i BURFEAS 1Y) EGFR 2878 JE P HEA TR, A BT PRI ORAF =X . BRAFIS TRD X Bl e B 4
Jifl DNA Ji 2 (5200,  DUBIFRER th— 2 DA F Al 7 BORE N 58 00 R A A A SR BRI AT S ik A2 . ik EI20144F
10 732021 4F 4 F i K s B2 B s BERHEZ IS0 B s FRORREAR 57491, A REAR [R] B o £ 40 L HE Y 0 5 20 M ey B
B 57 15 L XS A 210 L HE S 6800 1 55 240 I 0 R oR FH A7 3 BHLAS: 28 7% R 46 - R 45 il 5% S ) (amiplification refractory mutation
system-polymerase chain reaction, ARMS-PCR)H; R 1T EGFR LK 2875 #6:0 . DNA K3k &4 2 ng/pL, #i HE iR
J S BCRT 20 i 5 e DNA BEASTFHESEAT 3G o 45 Rl e ] B 20K, FRrllREA R 8 5 FL /M 218 24 1 {H (cycle
threshold, Ct{E)fF 13~21 Z IR HFEA G, EGFRIELHZAE CHE<26 B, FIW A M 26<Ct{H<29 Ml FBHM:, Ct
=29 FBAYE. ACHH A ZEAE CHE 5AMEES CHER 2. HWHANME HE JL .05 5 20 i 5 B > BE 14 1 ACHEL
[ PR 57 9 i Pt Be sy A 4 40 2014—20154F(n=10), 2016—2017 4E(n=20), 2018—20194E(n=17), 2020—2021
En=10) WA FIS A BRI S5 SR . 5 5R . 57 (9160 NSCLC 835 H LU Jrs B & AT R A BE & 42 4], o
73.7%; 57017 37 4 & AE EGFR 2875, 28755 64.9%; 19del S35 F1 L85SR 5578 Ny F LM 28454 | 4333l 1y 37.8%(14/
3T)HI148.6%(18/37); 37 BIFAS B h Lotk i 56.7%(21/37); AN v S X A 40 IR ER 2 A8 —BCR  100%; - i HE
YL 34 Fe (8 ACHE /N T HE X 40 L I B 1) ACHH (1=4.526, P<0.001). 37 {51 Tt Xof 41 s B 15 400 g HE % (8,94 1 19 5275 Ct
{H¥<26. 4-IFRIBEH, 2014—20154F, 2016—2017 4, 2018—2019 4F- 1 21 fifg df B 58 A8 JL A Ce {1 55 F 2020—
2021 4F(P<0.05); 4~ B 40 i HE e a7k B 28748 CHI(E 22 5 0112438 L (P>0.05) 57 9 B % 441 L b e 15 240 i
HE YLtk A 1M CHEIITE 13~21 Z 8], 2014—20154F, 2016—2017 4 ({4 i B 5 40 i HE Y ik A 19 /M CHA
YR 2018—20194F | 2020—2021 4 (¥ P<0.05). £5it: 40A HE YL ik A5 40 M i He A8 I NSCLC i i BURRE A
EGFR 575 AT —30rt, HA0M HE JL (34 F i DNA i T4 b, (04010 HE YL (004 A B R BRAE T A AT
S, TR B R AT E AT 200, DA 2 A I A A5 oK

[RER] REAERKF 20 AR/ N s 400 HE Qe ik fr; At
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Cell HE staining smears and paired cell paraffin sections
in detection of epithelial growth factor receptor gene

of pleural fluid specimens

HOU Fang, QI Changhai, LU Yiyan, LI Fang, HAO Zhihong

(Department of Pathology, Aerospace Center Hospital, Beijing 100049, China)

ABSTRACT

Objective: The advanced non-small cell lung cancer (NSCLC) patients with pleural
effusion have no opportunity for surgery treatment. Epidermal growth factor receptor
(EGFR) tyrosine kinase inhibitors (TKIs) are the first-line drugs for these patients with
EGFR-sensitive mutation. However, the disease progression and drug update during or
after treatment of EGFR-TKIs bring more challenges and puzzles to clinical diagnosis and
treatment, which inevitably requires archived pleural cell samples for EGFR re-
examination or comparative study. Understanding the DNA quality of archived pleural fluid
samples and effectively using archival data of pleural fluid cells are of great significance
for tracing the origin of cases and basic medical research. This study aims to evaluate the
consistency of EGFR mutant gene expression between the 2 methods, and to explore a
reliable way for preserving cytological data and making full use of cytological archival data
via cell HE staining smear and cell paraffin section.

Methods: A total of 57 pleural fluid cytology cases in the Department of Pathology of
China Aerospace Center Hospital from October 2014 to April 2021 were selected. Tumor
cells were detected by cell HE staining smears and immunohistochemical staining for TTF-1
and Napsin A in the paired cell paraffin sections. There were more than 200 tumor cells in
cell HE staining smear and the proportion of tumor cells were =70% in matched cell
paraffin sections. Patients with 2 cell smears (one for cell data retention and the other for
DNA extraction) were selected as the research subjects, and 57 pleural fluid samples were
enrolled. EGFR gene mutation was detected by amplification refractory mutation system-
polymerase chain reaction in 57 paired cell HE staining smears and cell paraffin sections.
DNA concentration was 2 ng/uL. Cell HE smear was amplified side-by-side with DNA
samples from paired cell paraffin sections. Result determination was according to the
requirements of the reagent instructions. The external control cycle threshold (Ct) value of
the No. 8 well of the samples to be tested was between 13 and 21, which was considered as
successful and reliable samples. When the Ct value of EGFR gene mutation was <26, it
was considered as positive; when the Ct value was between 26 and 29, it was critical
positive; when the Ct value was equal or more than 29, it was negative. ACt value was the
difference between mutant Ct value and externally controlled Ct value. The smaller the ACt
value was, the better the quality of DNA of the detected sample was.

Results: Among the 57 pleural effusion samples, 42 patients were hospitalized with pleural
effusion as the first symptom, accounting for 73.7% (42/57). EGFR mutation was detected
in 37 samples [64.9% (37/57)]. The mutation rate for /9del was 37.8% (14/37) while for
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L858R was 48.6% (18/37). Females were 56.7% (21/37) of mutation cases. The mutation
consistency rate of cell HE staining smear and matched cell paraffin sections was 100%.
The ACt values of cell HE staining smears were less than those of matched cell paraffin
sections. The mutation Ct values of 37 cytological samples were statistically analyzed
according to the preservation periods of the years of 2014—2015, 2016—2017, 2018—
2019, and 2020—2021. There were significant differences in cell paraffin section in the
years of 2014—2015 and 2016—2017 compared with the years of 2018—2019 and 2020—
2021, while no significant differences were found in cell HE staining smear. Statistical
analysis of externally controlled Ct values of 57 cytological samples showed that there
were significant differences between cell HE staining smears and cell paraffin section in the
years of 2014—2015 and 2016—2017, compared with the years of 2018—2019 and
2020—2021. The mutational Ct values of 37 paired cell blocks and smears were all <26,
and the externally controlled Ct values of 57 paired cell paraffin sections and HE staining
smears were all between 13 and 21.

Conclusion: The DNA quality of cell HE smears and matched cell paraffin section met the
qualified requirements. Two methods possess show an excellent consistency in detecting
EGFR mutation in NSCLC pleural fluid samples. The DNA quality of cell HE staining
smear is better than that of cell paraffin sections, so cell HE staining smear can be used as
important supplement of the gene test source. It should be noted that the limitation of cell
HE staining smears is non-reproducibility, so multiple smears of pleural fluid are

recommended to be prepared for multiple tests.

epithelial growth factor receptor; non-small cell lung cancer; pleural fluid; cell HE staining

smear; cell paraffin section

it S A BRI . R AL e e 0 e gt
fili 98 H 24 85% 14 SR AE /)N 4 S Jili 483 (non-small cell lung
cancer, NSCLC)?, Tfif 10%~50% i) NSCLC & # &2
IO IR, Rk T FARPLSY . XFREA
K A F 32 K (epithelial growth factor receptor, EGFR)
SR U HAAT i s AR NSCLC /4, — 43R
7 77 1 J2 fif H EGFR [ 22 %2 0 8 410 1 %1 (tyrosine
kinase inhibitors, TKIs)", {H EGFR-TKIs ¥y Helif
ST B e, A K 2 ) 1 B sk A RIA T A
KR LG RIZTR KPR, 75 ZEX AR Y
Ji s FRHR 240 B ARE AR R A T AR S e g . PR, T
TR AEAS ) s FRIRCAERH) DNA i, A ROR] FH i fias 5
TR ML~k o 191 0 0 T B = A AT oY B

i fi RECR A A 200 B 1 P A 2 32 2 Sy A4 s B
S Y0H HE JL 0% R o M s R 20 B e ke 8 B A i
NSCLC ) EGFR B[R 52 E I BBk AR17, il 5 45

WEFE R IR SR FH a8 A M s FROR T v 1 4 10 4 e s e
i BGFR D, S840 Y 3 5 G AR L bR AR e 22
il ARZESERR TAES, AU HAEAE W R I8 1)40
L 3 S ) B ST RN 88.8%, A< RE I Eh il Vi B
(14 i DL A2 ) s AR H A I S 2k 5 2) g A A S
AR A0 s B () BT SR, S M e B AR AR
RETIEA s S PL 4Ly ; 3)EGFRIEFKM AT, 40
LS BT 28 00 220Ul Fr, T NSCLC (9 e e 2 414k
(AT AR e 44 S 5B T, 18 4 s He b i
TAAMARBCE IR L 5 4) 2 G I 4 it B e it 2 6 £
PR RE A, 2t IR 5 28 11 I i A 2k 8 B Ak
ML, A7 345 i 40 I i B DNA FRfi ™ &, 5200
DNA ¥R B K s (R ® . R ol 38 vl S 80l K 1
X NSCLC & 7F EGFR 58 M CAE1L2YTY | w199 U5
PEWFFE 5 1H B 2 RIXE . 20 M HE Y 500 R 2 i s B
Y AR A A Y B TR B AR T i, B —10
i BRI 200 M AR AR 0 2 0k o) 4 D HE Y €0 R R4
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o PR S A IR AT, E AP OO T A B R AR
HXAFR A0 IR i DNA B PPAG B 4 . A
FER N BT R R R G- B R
(amplification refractory mutation system-polymerase
chain reaction, ARMS-PCR) 5 i XHT K H0 EEBEIT 8
AR M RV A B AR SR BORLIER T EGFR LRGN, Xf
R~ HE He (T A5 AR B AR 22 6] 4 A2 AT
R RALE IR [® {H (cycle threshold, Ct{H). #MZE Ct
(ECHEAT HOXT A4, S0 bk v e fas B i 2 L £ A7 =X
PRAF IR )X g fs OB AT L DNA i (5200, AR
R — ZR R A A~ BORE B S 23 A0 2 R 5 e

BHA AT RE R
1 ARETE

1.1 —fE&ER

VR 2014 4F 10 H—2021 4F 4 JJ it K o BE B i
FRABF Y o I B AN B AR AR 5T, IR B LA
FrifE . Z0HE HE G 0 R 25 UL ibs 200 A L 7 X 4 it s
B o FOBR R 5% 55 R F--1(thyroid transcription factor-1,
TTF-1). Napsin A fJ5 41 Las R A BHME; 400 HE
Yu e 14 A UL bR 40 >200 A4 FELTC % 200 i i e 1 e
JEANME 7 HE=>70%; A 2 SR IG A (—5KAE 41
PORHEARY, I —ikFH THLHUDNABEA) . $E 2 FEAR
I 43 4 20 . 2014—2015 4E(n=10). 2016—2017
4 (n=20). 2018—2019 4FE (n=17). 2020—2021 4F
(n=10),

1.2 MER AR B &
1.2.1 B4R AR % 2m BLd S 0 ) &
Bt M B AR S0 mL B TR N, L
2 500 t/min#.0> 10 min, 7+ B, WPLHE &A1,
Al A B W (AN AT IR UTTE , I 30% £
20 mL, ¥R HA], LL2 500 t/min B0 10 min, 2R
LA A ) s ) DO 10% A P22 i FF S 1 mL,
#rE 10 min, IIA95%ZEE13 mL, JRAISLL2 500 r/min
B0 10min, 7 BVEW, REIERITIE R EERERAC L,
BETA UUE Y B E T 10% P e sh s b, &40
MK R AR AR A D)
1.2.2 Za )@ HE % &% R 94 &
Bt Ml B A1 S LS50 mL B TR, L
2 500 r/min# > 10 min, FF VWA PEDIE, 46
A 30% ZWE20 mL, $3%349%4), LL2 500 r/min 2.0
10 min, ZBRIMAIMTE), H40rG DIVEW HEAT %
Wh, IR 95% LB [E 52 10 min A [, 17

2R I B2 TR = DR B R A

1.3 DNAREUF %

B — Oy REAS BT AT 40 M HE G 200% F -5 40 i 1
He. 400 HE YL@ i s 40 5 >200 14, B A58
I HTCIRAE . RBREB R, s, H—
UM T ) B SE XA g 4 M A EP A rh . BEHEC
X B AR e, e B B o 70% DA ) AT i
P, H—wTI R Uil R, B S um, JEZES A
FERCT EP4 . SR DNA B BUR ) & (] 3 A
Yy = 25 BHH B0 A7 RN W)™ A e a0 & U B B gk A T
BedE o (I 52 Ao e G BE T AG I DNA 4l i
1 260 nm I K4k 5 280 nm I K4k 195655 B (OD)E 4
FE {E (OD,,/OD,). 4 Jifl HE Y {0 3% A 5 40 it il e
DNA R EE—5, 82 ng/uL; [a]—J5 51 (1) 20 ifd
HE e a0 i 5 4 i s He (W] 617 DNA Y 1

1.4 EGFREREZRZHMN

H 4R L) DNA 7 B 2 2 ng/ul J5, $&MAK
EGFR K& PR 9 788 6 i i3] 6 (B2 11 3C 4 A W B 2 4
JRe oy A7 BN R UEBH il 48 LRI R, KRR A
T ABI 7500 SZ 5 6 22 1 PCRAY, [R]85 B X
PR PHAE X ], e B G i R P A TR . 3
&R 8B PCRAE KT, H—> 81k PCRAF AN 1
AREAS IR R — 15 55 35 % M s BB A ) 4t
W 5 A A I HE T PCRAY.

1.5 &R¥E

R REAS 11 8 S FLAME CHEAE 13~21 Z ] JyREAS
B, EGFRIERZE7E CtAE<26 I, W A BHE
26<Ct{H<29 Milm FBAM:, Ct{E=>29 MM, ACtH A
AR CHH SAMEE 5 CEM 2Z1E, ACH{E /N Y]
KL A< DNA (14 57 Gt -

1.6 GitFAbiE

K SPSS 19.0 Gt it2# 8 (- db A T 5 ds 4 #r, X4
JtL HE B 0% i R 5 U0 R R 0359 S A M 461 73 Ao
ACHEATECXT (K5, P<0.05 2= 5H GiitraE X,

24 B

2.1 IERIRERSHIE

TESTHIEE T, AN BN B &SR A BE
42 141(73.7%), EGFRIER 275 37 6i(64.9%), Hh4r
P 21 41(56.7%, 21/37). XF 57 15 Jia s 8 40 it 27 04
RATIRBIZ W, ] LB 40 i S 7tk . AR el iore
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HED, MR RS . AR, MR, AT
WRT AW, oGl WA T LA, B
PRBLAFIE S . A0 0BT T 40 LSS e vl A P 4 it 22

B RN R HE R e . SR AR

TELHER LR T R RIERE . R FLICIR AR 4 i
A, ST IR 1),

AT L A, VR R R i,

Pl o) S e “%“‘%"
o R e & oL By L

: g Lot

% ‘:ﬁp*‘f&“’ ahe - A3
s W - R AR
= e T
60 i g

b3ed
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Figure 1 Pleural fluid cell smears and cell paraffin sections were stained by HE and immunohistochemistry

A: Tumor cells in pleural smear are scattered, with rough chromatin, clear nucleoli and significant cell heterotropy. B: Pleural fluid

cells from paraffin section stained by HE show adenoid tissue structure surrounded by cellulose. C: Immunohistochemical staining

of TTF-1 cell nuclei in waxy pleural fluid cells are positive. D: Immunohistochemical staining of Napsin A tumor cytoplasm shows

the positive expression in the pleural fluid cell paraffin section.

22 fIMHE L BRF 5 HMEERKQN EGFR 1
—EiE

FE 57 BT A0 HE YL ik i Fnan i i e e
LESRI N EGFR 5872519 37 411(64.9%), Hih 19del 587%
14 1] (37.8%, 14/37); L858 575 Hit 18 4] (48.6%,
18/37), f4E L858R 575 17 I F1 L85SR 5 T790M W5
A1 G7I9X 57 1 (2.7%, 1/37), L861Q 7% 2
#1(5.4%, 2/37), 20ins 2275 161(2.7%, 1/37), S768I
RAZ(2.7%, 1/37) 4 HE e ol -5 4 i bk
X EGFR 5875 IR 1 23— SR 8] 100% (K2, 1),

23 MR HE @R K SHMREHRKEN EGFR RETH
ACt{ELL %

37 {51l Fes BB AR AN 2] EGFR JE R 2878, HoAl
Jiil HE 4 200k 19 ACE 5 E /N T e X 0 200 Jfd 8 B )

ACt¥{H(2.49 vs 3.73, =4.526, P<0.001).,

2.4 7 B iE] B 40 R R B 5 4 B HE S &0k i
EGFRRETH) Ct{ELLER

37 {5 C XoF 4 L B 55 4 i HE Y2 (24 Fr 19 2872 Ct
fH <26, 2014—2015 4F . 2016—2017 4F . 2018—
2019 4F 1) 20 Jfd i He 58 A% 36 5] Ce 45 2 5 T 2020—
2021 4F (3 P<0.05); 4~ [a] B (%) 4 il HE 4 .0k A
RAF CtBH2E 7 R Ge i L (P>0.05, #%2).

2.5 7[E) B 18] B 40 B it B 5 40 B HE S 3% R 4 )
EGFR 5Mz Ct{E b5

57 151 P % 240 L B 5 240 i HE Y2 €5 0% i A% Ce
EH47E 13~21 Z [, 2014—2015 4 . 2016—2017 4F
F1%) 240 Jif0 s e 5 40 HE 4 (0% R (9 4% CofE 38 & 1
2018—20194F . 2020—2021 4E(H) P<0.05, #2).
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Figure 2 In the same case, the cell HE staining smear and the paired cell paraffin section were arranged side-by-side for
PCR amplification
A: Mutation at site /9del; B: Mutation at site L858R.

®1 RAMHE &R SHEBERICT EGFRERRETHER

Table 1 EGFR gene mutation detection results of cell HE staining smears and cell paraffin sections

o AN HE Y ek A )i IEEReN
RARCUH  SMECHE ACtfH AR FAFCHH  SMECHEH  ACHHE 5345

1 18.15 17.53 0.62 = 20.37 16.36 4.01 =
2 17.43 15.68 1.75 2 20.98 16.08 4.90 2
3 19.99 17.07 2.92 2 22.98 18.12 4.86 2
4 18.97 16.25 2.72 2 20.71 17.89 2.82 2
5 22.18 21.66 0.52 &= 21.78 19.31 2.47 =
6 — 16.15 — = — 17.31 — %
7 — 18.84 — & — 17.90 — =
8 — 15.34 — 5 — 18.05 — i
9 — 17.95 — i — 21.47 — 17
10 19.08 19.78 -0.70 P 18.12 17.10 1.02 P
11 19.95 17.10 2.85 £ 19.76 16.57 3.19 P
12 17.73 16.41 1.32 2 20.69 18.45 2.24 2
13 21.48 16.47 5.01 &= 21.97 16.53 5.44 =
14 22.72 15.25 7.45 £ 19.85 15.42 4.43 =
15 18.26 17.22 1.04 2 21.93 17.10 4.83 2
16 20.76 18.23 2.53 ps 21.60 16.17 5.43 2
17 16.61 15.90 0.70 = 20.81 20.08 0.73 =
18 22.24 23.28 -1.04 = 21.11 18.55 2.56 P
19 18.14 15.01 3.13 2 23.09 16.03 7.06 2
20 — 19.20 — = — 17.44 — w
21 — 19.20 — & — 17.44 — wH
22 — 15.86 — & — 16.19 — 5
23 — 14.52 — & — 17.76 — =
24 — 15.23 — w5 — 18.83 — %
25 — 15.15 — 5 — 17.15 — 5
26 — 15.79 — o — 16.32 — =
27 — 16.05 — o — 18.05 — w5
28 — 17.66 — = — 18.20 — w
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R1(E)
e Yl HE Jeta i i 2 B
FASCHH  AMECHH ACt{H AR RAECUH  HMECHH ACt{H RN

29 — 15.65 — & — 21.61 — &
30 15.17 13.88 1.29 £ 18.46 15.47 2.99 =
31 17.01 14.65 2.36 P 19.60 15.81 3.79 =
32 16.86 14.07 2.79 = 19.41 14.89 4.52 £
33 16.54 15.24 1.30 2 15.34 12.58 2.76 &
34 18.28 14.42 3.86 2 23.19 14.78 8.41 &
35 18.64 16.11 2.53 2 21.28 18.61 2.67 2
36 17.41 16.28 1.13 2= 18.43 16.72 1.71 =
37 16.51 13.18 3.32 2 18.57 12.97 5.60 =
38 15.88 12.23 3.65 £ 17.65 13.63 4.02 =
39 23.40 15.69 7.71 = 24.57 17.55 7.02 =
40 19.33 15.24 4.09 = 19.64 15.89 3.75 £
41 20.24 16.64 3.60 £ 22.74 17.37 537 &
42 18.31 14.52 3.79 2 23.32 18.07 5.25 e,
43 — 15.51 — & — 15.48 — i
44 — 15.23 — w5 — 16.98 — &
45 — 11.88 — % — 14.43 — e
46 — 16.02 — 5 — 17.78 — &
47 — 16.05 — i — 16.47 — i
48 16.34 16.06 0.28 = 15.74 15.23 0.51 £
49 14.24 15.19 -0.95 £ 16.14 14.24 1.90 £
50 15.42 14.68 0.74 2 18.82 15.09 3.73 f
51 21.08 15.15 5.93 2 20.95 14.26 6.69 2
52 14.15 15.96 -1.81 2 14.70 17.00 -2.30 2
53 18.86 14.45 4.41 = 18.28 14.73 3.55 =
54 18.05 13.81 4.24 2 17.30 14.89 2.41 2
55 19.12 16.80 232 = 18.43 15.78 2.65 b
56 23.90 19.28 4.62 = 20.82 15.74 5.08 =
57 — 15.40 — 7 — 16.19 — 17

—: AR CHETAS 5 8{=29, EGFREFAAI,

2 2014—2021 F L S4B HE S &% F# i EGFR 32351 Ct{E L

Table 2 Expression of Ct values of samples prepared by the cell HE staining smears and the paired cell paraffin sections
from 2014 to 2021

Mg NAEEEERAME ISR ACT AU ASEAE MR AAME AIIR A ACT

R
HFIEL EECOYI LR Cof il R COYI LR Cof il
2014—20154 21.36* 18.05+ 3.81 19.34* 17.39% 1.71
2016—20174F 20.89%* 17.55% 3.69 19.69* 16.95+ 2.23
2018—2019 4 20.17* 15.86 4.45 17.97* 14.82 3.19
2020—2021 4 17.91 15.32 2.69 17.91 15.68 2.20

52020—2021 4, *P<0.05; +52020—202182018—2019 [b4%, 1P<0.05.
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3T iR

il 958 2 51 & M fis AR ) BB N 22—, B
NSCLC F 3 9728 5 e 7% 28 M S, s o Bl & ) 6 4
AR LA DR AZ BEL, 7 AR K R M B,
1 40% I 60T R 2 H B R Jes AR 1 AR 9
YN 57 118 NSCLC B3, Hov 42 i) LI i fiss Bk
K BAER, A T73.7%, 8 s TR RGE
A R85 A BIF 7 18 B B e RO AR A o i 98 40 L 5 o
B m A K. NSCLC 4 % EGFR %878 R 35%~
50%", P& B i BUR U NSCLC #8# () EGFR 5878
R ARBFFEEE R IR EGFR 3N 2875 % 5
ik 64.9%, HREERTENSCLC B33 A W & i EGFR
RAFA . 5k [14]1 1B — 5. 19del 5 L858R N
EGFR W) EBAR A, 5" IR 19del 1 L858R
RAF Y EGFR 3L 275 1) 88.9%., AHF77 45 F WK -
19del 5875 15 37.8%, L8SSR AL 4 48.6%, &2 Al
M7 86.4%. M 55" 3 4 1 A 1Y EGFR 2878 R
o, ASBIESE 45 R W OR &M B EGFR 5878 %
56.7%, 5 FRBFRAERIEA—FL,

WFFEU I R A ks R ) S PRSI 5 40
L s A 11— B R AP ARBEGR R BRIF Y B
i RV AN HE Y 2 0% F 45 20 i 8 A EGFR 2875
REA M0 —B0ME . AW 286 o6 40 HE Y Ak
F 5 20 it s R AS I ) 37 491] EGFR 28728 ACH{E #E AT Xif
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