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Introduction Results

Lung adenocarcinoma represents the predominant pathological
subtype within non-small cell lung cancer (NSCLC), and its incidence

Table 2. Objective response rate (ORR) and disease control
rate (DCR) according to the time interval (AT) from first- line
therapy to sustained CEA elevation in 225 patients with lung

Patient demography and clinical characteristics:
The median age of the 225 enrolled patients was

In univariate analysis, we included clinical characteristics and the time
interval to sustained CEA elevation (AT, stratified by median = 242 days or

remains persistently high worldwide. Although genomics-guided
precision medicine and immunotherapy have markedly improved

67years.Using the two AT thresholds (242 days and 134 days),
we compared baseline characteristics between

adenocarcinoma.

Pvalue

Hazard Ratio

optimal cutoff = 134 days). Variables with P < 0.2 were entered into
multivariate analysis, which identified gender, liver metastasis status, and AT
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its relatively high positivity rate, particularly among patients with
advanced disease.

varying durations since first-line treatment and sustained CEA
elevation (AT median value(243days) or AT cut-off value
(134days)).

>242d

113(50.22) 68(66.02)

112(56.85)

Table 2 presents patients were divided by AT cutoff values of 134

days and 242 days. The ORR and DCR were compared using the

chi-square test. AT > 134 days and AT > 242 days were associated
with significantly higher ORR and DCR (all P <0.001).

Hazard Ratio

Figure 2. Forest plot of univariate/multivariate Cox regression

Multivariate analysis identified liver metastasis and time to sustained CEA
elevation (using 134- day and 242- day cutoffs) as independent prognostic
factors for OS. Other variables (gender, smoking, gene mutation, bone/brain
metastases, treatment modality) were not significant. Patients with liver
metastasis had a 39% higher mortality risk. Time to sustained CEA elevation
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