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[ Abstract] Objective To evaluate the e k a ety of continuous use of epidermal growth factor receptor tyrosine kinase
inhibitors (EGFR-TKI) plus anlotig 'ents\(

gressed after treatment with EG

FR-TKI treatment in our hospital from January 2018 to December 2022 were retro-
R-TKI plus anlotinib. Factors affecting the therapeutic effect of EGFR-TKI plus
FS1) was defined as the time from the first line initiation of EGFR-TKI until
PFS) was defined as the time from treatment with EGFR-TKI to progression
GFR-TKI treatment, median PFS1 (mPFS1) was 21 months (95% CI; 16 ~27)
an PFS (mPFS) was 30 months (95% CI; 24 ~46). Univariate analysis of the influ-
GFR mutation site at the first diagnosis and different EGFR-TKT treatment methods (P <
0.1). When the three factors were included in multivariate COX regression analysis, different EGFR-TKI treatment methods were im-
portant influencing factors of PFS (P<0.05). Conclusions The combination of antiangiogenic drug anlotinib and EGFR-TKI has good

ncer with resistance to epider-

dviiné®d lung adenocarcinoma with EGFR sensitive mutations that have pro-
al information of 52 patients with advanced lung adenocarcinoma with EGFR
sensitive mutation and drug-
spectively analyzed. The
anlotinib were explored.

disease progression (PD) .
(PD) after treatment with ai
. After EGFR-TKI combined w1

encing factors of PFS were smokin

therapeutic effect in patients with advanced lung adenocarcinoma with sensitive mutations resistant to EGFR-TKI. It has very high ap-
plication value in clinical practice.
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R1 AFE EGFR-TKI BT BEHIIGKRERLE [n(%) ]

I PRAE —{{% EGFR-TKI =48 EGFR-TKI —X EGFR-TKI J5* 5t ={{ EGFR-TKI
) L 4(26.67) 3(50.00) 13(41.94)
% 11(73.33) 3(50.00) 18(58.06)
4 =60 % 10(66. 66) 4(66.66) 13(41.94)
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F*2 MEEZECGFR-TKIRITHEREMNAZTERMNE PFS MEREES

B SE Wald x? HR 95% Cl P

WA s (J2) 0. 690 0.374 3.395 1.993 0.957 ~4. 151 0. 065
EGFR 22783 15 (19del ) 3. 660 0. 160
EGF 2875 {3 45, (211858 R) 0. 598 0.312 3. 660 1.818 0.985 ~3.353 0. 056
EGFR 2450 55 (EGFR-) 0.281 1.028 0.074 1.324 0.176 ~9.935 0.785
T790M 2845 (/&) 0. 000 0.395 0. 000 1. 000 0.461 ~2.167 1. 000
YT (F) -0. 294 0.304 0.935 0.746

R () -0.019 0.315 0. 004 0.981
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