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[ Abstract] Objective To explore and analyze the actual use of different detection methods and sam-
ples in detection of epidermal growth factor receptor (EGFR) mutation in patients with advanced lung adenocar-
cinoma. Methods The clinical data of 170 patients with advanced lung adenocarcinoma receiving EGFR gene
detection in Department of Respiratory Medicine of Nanjing Chest Hospital were collected and an analysis of ini-
tial result and continuous detection conditions was made. Results The EGFR sensitive mutation rate of the
first detection in 170 patients was 49.4% (84/170). The detection rate of EGFR sensitive mutation in female
patients was higher than that in male patients [61.4% (43/70) vs. 41.0% (41/100); x* =6.875, P =
0.009]. The detection rate of EGFR sensitive mutation in patients aged 65 or older was lower than that in
patients younger than 65 years old [41.6% (47/113) vs. 64.9% (37/57); x* =8.242, P =0.004]. The
detection rate of EGFR sensitive mutation in smokers was lower than that in non-smokers [ 34.3% (24/70) uvs.
60.0% (60/100); x* =10.892, P=0.001]. A total of 60 patients were retested afier disease progression,
and the detection rate of T790M was 48.3% (29/60). The detection rate of EGFR sensitive mutation in the

initial examination in 170 patients: tumor tissue ( biopsy and pleural effusion cell wax block) for 50. 8%
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(64/126) , c¢tDNA (pleural effusion and peripheral blood) for 45.5% (20/44) , with no significant difference
(x* =0.372, P =0.542) ; PCR method for 51.0% (77/151), nexi-generatio sequencing (NGS) method for
36.8% (7/19), with no significant difference (3 =1.352, P =0.245). The detection rate of T790M in 60
patients receiving drug resistance: PCR method for 51.9% (14/27), NGS method for 45.5% (15/33), with
no significant difference (y* =0.243, P=0.622). The use of tumor tissue was 74. 1% (126/170) in the ini-
tial examination, and ctDNA accounted for 25.9% (44/170). The use of tumor tissue was 11.7% (7/60) in
the second examination, and ctDNA accounted for 88.3% (53/60).
(3/13) in the third examination, and c¢tDNA accounted for 76.9% (10/13). The proportions of detection
methods used for the 3 tests were as follows, the first test; PCR accounted for 88.8% (151/170), and NGS
accounted for 11.2% (19/170) ; the second test: PCR accounted for 45.0% (27/60), and NGS accounted
for 55.0% (33/60) ; NGS accounted for 100% (13/13). For patients with

advanced lung adenocarcinoma, making full use of different tumor specimens and ctDNA helps improving the

The use of tumor tissue was 23. 1%

the third test; Conclusion

detection rate of EGFR mutation, and reasonable use of PCR technology and NGS method can bring maximum

benefits to patients.
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AT ERERARNRXES T RARIC
T3 2 (interferon, IFN) I /IR IR A= K R F (platelet-derived growth factor, PDGF)

H 40 i/ 2% (interleukin, IL)

IR SR AL Rl F (tumor necrosis factor, TNF)

NF 3 I8 9% 7% (human papillomavirus , HPV)

Ak A= K A F-B (transforming growth factor-g, TGF-)

148 N A=K R F (vascular endothelial growth factor, VEGF)

2 7 4 K AT (epidermal growth factor, EGF)

e K N 1321 (epidermal growth factor receptor, EGFR)

RNA T3 (RNA interference , RNAi)

/]y RNA (microRNA , miRNA )

/NT3E RNA (small interference RNA , siRNA)

H %) DNA ( complementary DNA ,cDNA )

G 5% 2 % ( polymerase chain reaction, PCR)

S S B A Tl BE S N (reverse transcriptase-polymerase
chain reaction, RT-PCR)

it 5% G 2E W B 32 58 ( enzyme-linked immunosorbent assay,
ELISA)

PO FH 13 (e 1 (methyl thiazolyl tetrazolium ,MTT)

2R 2 it ( dendritic cell,DC)

TEHUARIZE 15 (computed tomography , CT)

15 L HR 1% ( magnetic resonance imaging , MRI)

Z JZ 1€ CT( multiple-slice spiral CT,MSCT)

24 3 F G AL 1 14 ( mitogen-activated protein, MAPK)

I A B ( cyclooxygenase , COX)

B i 4 J@ 45 [ B ( matrix metalloproteinase , MMP)

JETAEAN A K AT (fibroblast growth factor, FGF)
1 11575 H (alpha-fetal protein, AFP)

J&2 B )i ( carcino-embryonic antigen, CEA)
ZINGH B ifi i ( small cell lung cancer, SCLC)

B /N i fii98% ( non-small cell lung cancer,NSCLC)
FT-41 1955 ( hepatocellular carcinoma, HCC)

%5 55 [ -k B ( nuclear factor-kB,NF-kB)

WE 1 2% 37 44K (estrogen receptor, ER)

Zf1 38 % 37 [ ( progesterone receptor, PR)

H SR 5475 40 il (natural killer, NK)

A HEEETE T K E 40 ( eytotoxic T lymphocyte,, CTL)
SV AEHE] (overall survival , 0S)

SE 422 ( complete remission, CR)

41 2% f# ( partial remission, PR)

Btk JiE (progressive disease, PD)

R IETaE (stable disease,SD)

TGk R A £ 3 ( progression-free survival , PFS)

95% R {ZX.[A] (95% confidence interval ,95% CI)
FHXT GRS BE (relative risk , RR)

FAE 1 (odds ratio, OR)

5 A 4024 (World Health Organization, WHO)
WERR Eh 2% s ( phosphate buffered saline , PBS)

W e ILEE 3-18 /8 ( phosphoinoinositide 3-kinase , PI3K)
T F ¥ B( protein kinase B, Akt)





