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Late Recurrence of Stomach Cancer
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Background: Physicians encounter recurred stomach cancer with recurrence-free survival (RFS) over 5 years, which generaly called late recurrence.
The RFS criteria for late recurrence have not been established and they are different in previous studies to make it difficult to compare the results. We
used 6 criteria to analyze association and risk factors for late recurrence of stomach cancer. Methods: In Yonsei cancer center, we found 425 gastric
adenocarcinoma patients who underwent curative surgery and analyzed association and risk factors for late recurrence retrospectively. Six criteriawere
used to define late recurrence (RFS >5, 6, 7, 8, 9, or 10 years). Results: Among the 425 patients (n=82, 95, 237, stage |~111; 11, unknown), 293 re-
lapsed (69%, median RFS= 31.3 months). The median RFS of each stage were 69.5, 36.3, and 12.7 months (stage |~111). The late-recurred case number
was 72 (24.6%, RFS>5years), 50 (17.1%, RFS>6 years), 39 (13.3%, RFS>7years), 25 (8.5%, RFS>8 years), 14 (4.8%, RFS>9years), and 10
(3.4%, RFS> 10 years). Macroscopic appearance (EGC and Borrmann type), tumor size, histology, stage were associated with late recurrence, but it
differed with RFS. With prolonged RFS, EGC and lower stage (0TNM, pT& pN) increased and poorly differentiated histology decreased, and tumor
size was smaller. Histology was no longer associated with late recurrence once RFS was over 8 years. Earlier stage was arisk factor regardless of RFS.
EGC or well-differentiated histology increased the risk only for recurrence >8 years or earlier. Conclusion: Late recurrence of stomach cancer was
not rare, and its association and risk factors changed with RFS. Genomic and molecular characteristics underlying this should be pursued, and longer
follow-up than current practice could be necessary. Key words: late recurrence, stomach cancer, genomic and molecular characteristics
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