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Effect of EGFR-TKI Targeting Therapy on Patients with Stage IV
Non-small Cell Lung Cancer and Its Effect on Lung Function
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Abstract: Objective To explore the therapeutic effect of Epidermal Growth Factor Receptor -tyrosine Kinase Inhibitors (EGFR-TKI) in the treatment of patients

with stage IV non-small cell lung cancer and its influence on lung function. How: Ninety-two patients with stage IV non-small cell lung cancer
admitted to our hospital from October 2018 to October 2020 received first-line EGFR-TKI targeted therapy combined with chemotherapy, that
is, EGFR-TKI targeted therapy combined with pemetrexed (pemetrexed disodium) and platinum-containing (cisplatin, carboplatin or nedaplatin)
regimen. The efficacy, lung function, quality of life and adverse reactions of 92 patients with stage IV non-small cell lung cancer were analyzed.
Results 92 patients with stage IV non-small cell lung cancer (NSCLC), including 38 males and 54 females, aged 25-74 years, median age 53 years;
There were 0 CR cases, 64 PR cases, 18 SD cases, 10 PD cases, 69.57% ORR (64/92), 89.13% DCR (82/92) cases. The median PFS of 92 patients
with stage IV NSCLC was 20.32 months (95%Cl: 18.1-22.3 months). After treatment, FEV1/FVC, MVV and FEV1% pred were all increased
(P<0.05). The quality of life in 66 cases was improved, the improvement rate was 71.74% (66/92), the stability rate was 17.39% (16/92) in 16
cases, and the reduction rate was 10.87% (10/92) in 10 cases. After treatment, the adverse reactions of 92 patients mainly concentrated in
I, II and III degrees, liver function was impaired in [ degree 45.65%, skin reaction was 26.09%, followed by bone marrow suppression,
gastrointestinal reaction and fatigue. Second degree myelosuppression 20.65%, followed by liver function impairment, gastrointestinal reaction;
Myelosuppression was 7.61% of grade Il adverse reactions, followed by liver function impairment and gastrointestinal reactions. Conclusion EGFR-
TKI targeted therapy in patients with stage IV non-small cell lung cancer has ideal efficacy, and can significantly promote the recovery of lung

function in patients with good safety.
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