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Effect of osimertinib combined with aspirin on survival period in advanced

lung adenocarcinoma patients with EGFR mutation”
LUO Yan',YAO Lan'” ,BAO Zhonghui' , JIANG Yi' NI Yanxia',
HUANG Qin',LI Shaolin® \REN Hongbo', HUANG Biyou'
(1. Department of Oncology ,Banan District Second People’s Hospital ,Chongqging
400054 ,China ;2. Teaching and Researching Section of Oncology ,Chongqing
Medical University ,Chongqging 400016 ,China)

[Abstract] Objective To investigate the effect of osimertinib combined with aspirin on the survival pe-
riod of the advanced lung adenocarcinoma patients with epidermal growth factor receptor (EGFR) mutation.
Methods Sixty lung adenocarcinoma patients with EGFR mutation in advanced non-small cell lung cancer
(NSCLC) first diagnosed in Banan District Second People’s Hospital of from August 2020 to October 2021
were selected as the study subjects and divided into the observation group and control group by the random
number table method, 30 cases in each group. The observation group adopted osimertinib combined with aspi-
rin,and the control used osimertinib merely. The overall response rate (ORR) , disease control rate (DCR),
progression-free survival (PFS), overall survival (OS) and the adverse reactions occurrence were compared
between the two groups. Results ORR and DCR after 3,6,12 months medication in the observation group
were higher than those in the control group,but the differences were not statistically significant (P >0, 05).
Compared with the control group,PFS and OS in the observation group were longer,and the differences were
statistically significant [ 14, 9(11.8,17.2)m wvs. 10.5(8.9,12.5)m;24,. 1(19.5,27.4)m vs. 18.1(16.1,21.1)
m, P <C0.05]. In addition, PFS and OS in male and female patients with brain metastasis, EGER19 and 21 ex-
on mutation in the observation group were longer than those in the control group.and the differences were
statistically significant (P<C0.05). There was no statistically significant difference in overall and =[ll degree
adverse reactions between the two groups (P >>0. 05). Conclusion Osimertinib combined with aspirin could

prolong PFS and OS of the advanced lung adenocarcinoma patients with EGFR mutation without increasing
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the risk of adverse reactions.
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0.1 g/ 0.1 g/ 1 W/ds 35 82 1R = i g 2f
JE . XA T DLW R R B A B JE 80 mg/k. 1 K/d
FZh, RREE IR B F 9K 1 & (progression disease,
PD).

*1 FA—BEBEER [2(%)]

5iH Mg X R4 P
(n=30) (n=30)

PER 0.606  0.436

5 18(60. 0) 15(50. 0

Z 12(40. 0) 15(50. 0)

AR 0.077  0.781

=65 % 9(30. 0) 10(33.3)

<65 % 21(70.0) 20(66. 7)

773 0.287  0.592

B 18(60. 0) 20(66.7)

Vi 12(40.0) 10(33.3)

KPS 14 0.278  0.598

70~80 4% 17(56.7) 19(63. 3)

>80 43 13(43.3) 11(36.7)

W s 0.071  0.791

el 11(60. 0) 12(70. 0

J 19(40. 0) 18(30. 0)

EGFR £:[H 9852457 0.067  0.795

19 4MEF 16(53.3) 17(56.7)

ARRTAS 14(46.7) 13(43.3)

R
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