3454

E - AR

FTHRESF 2021 % 10 A% 50 55 20 4

doi:10. 3969/j. issn. 1671-8348. 2021. 20. 008

WM& E % https://kns. cnki. net/kems/detail/50. 1097, R. 20210713, 1317, 009. htm1(2021-07-14)

NGS 3| S TR AS RIS | §IifiE

4%, L 204+ WO
(PEAARMAEGEFECEF TSRS £ E&EFH, /R 4100042)

[(BE] BH HIATFT-—RKRUFINGN FTRAFHEMAGEHMIREEEGL B, EBRIFEPIRE
NERARERFTE, Ak SORMHELSN 1 H 2T 5 kS5 NGSAEMNGRARRERLHIEESEEZNHERAL
o B AA RO MIRBEM AL RERAITLRET, ER 235 xFA5LBHN, £E LN MET &

3 EGEFR C797S ® %, Arsh b ik A A8 R e @ 2506 77 )6 IRAF BT 77 &, &5ig

ol AT F T —F BT
[k ]
[REESES] R734.2

S )b & AN R BATH A AR

BB i 2 T — AR B BRSNS 5T
[X@FRiIRE] A

[XEHS] 1671-8348(2021)20-3454-03

Diagnosis and treatment of a case of osimertinib resistant lung

adenocarcinoma guided by NGS”~
HE Tingting sYWANG Yubo ,FU Ming”
(Department of Respiratory and Critical Care Medicine ,Army Characteristic Medical
Center of PLA ,Chongqing 400042,China)

[Abstract] Objective

To explore the diagnosis and treatment of osimertinib-resistant lung adenocarci-

noma patients guided by next-generation sequencing (NGS) ,and to explore individualized whole-process man-

agement programs in clinical work. Methods

The clinical data of a patient with osimertinib-resistant lung ad-

enocarcinoma who had undergone multiple dynamic NGS tests were retrospectively analyzed,and the current

research progress of osimertinib-resistant lung adenocarcinoma was reviewed. Results

After several times of

dynamic gene tests, MET amplification and EGFR C797S mutation were successively found, and the corre-

sponding targeted drugs were selected for treatment and achieved a good curative effect. Conclusion Dynamic

genetic testing should be undergo before targeted therapy for the next step of treatment.
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