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Efficacy of furmonertinib in the treatment of EGFR-TKI-resistant
patients with EGFR mutation-positive non-small cell lung cancer*

Qiang Zuo', Guo-giang Jiang', Fang Fang', Qiao-ke Li', Qi Zhou®
(1. Department of Respiratory and Critical Care Medicine, Sichuan Armed Police Corps Hospital, Leshan,
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Abstract: Objective To observe the efficacy of furmonertinib in the treatment of epidermal growth factor
receptor (EGFR) mutation-positive non-small cell lung cancer patients with EGFR-tyrosine kinase inhibitor (EGFR-
TKI) resistance. Methods A total of 76 patients with EGFR mutation-positive non-small cell lung cancer and
EGFR-TKI resistance who were admitted to our hospital from March 2021 to September 2021 were selected and
divided into the control group (treated with pemetrexed, 37 cases) and the test group (treated with furmonertinib, 39
cases) by random number table method. The short-term clinical efficacy, and serum levels of tumor markers, matrix
metalloproteinase-9 (MMP-9) and TIMP metallopeptidase inhibitor 1 (TIMP-1) were compared between the two
groups. The safety and prognosis of patients in the two groups were also compared. Results The objective response
rate was higher in the test group than that in the control group (P < 0.05). The differences in the levels of CEA,
CA19-9, CYFRA21-1, MMP-9 and TIMP-1 before and after the treatment in the test group were greater than those
in the control group (P < 0.05). There was no significant difference in the incidence of adverse reactions between the

two groups (P > 0.05). The survival rate of the test group was higher than that of the control group (P < 0.05).
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Conclusions Furmonertinib may improve the clinical efficacy in the treatment of EGFR mutation-positive non-

small cell lung cancer patients with EGFR-TKI resistance. It reduces the levels of tumor markers and serum levels of

MMP-9 and TIMP-1, and prolongs the survival time of patients with no safety concerns.

Keywords: non-small cell lung cancer; furmonertinib; epidermal growth factor receptor; tyrosine kinase in-

hibitor; clinical efficacy; safety
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