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The translational research of somatic mutations related to immune responsiveness
in radiation therapy
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Tumor mutation profiles associated with clinical outcome were analysed in 98
patients with radical radiotherapy cervical cancer. Recurrent mutations were observed in PIK3CA
(35.7%), ARIDI1A (25.5%), NOTCH1 (19.4%), FGFR3 (16.3%), FBXW7 (19.4%), TP53 (13.3%), EP300 (12.2%)
and FGFR4 (10.2%) FGFR family genes The prevalence of mutations in the FGFR family genes was similar
to the prevalence of PIK3CA and ARID1A in cervical cancer; 5-year progression-free survival in
patients positive for FGFR mutations was significantly worse than in patients negative for FGFR
mutations (43.9% vs 68.5%; P = 0.010).
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Characteristic Total FGFR FGFR
patients wild-type mutant
(n = 98) (n = 74) (n = 24)
Follow-up period, months 60.7 60.9 55.5
(5-115) (7-103) (5-115)
Median age at diagnosis, years 59 (29-88) 61 (29-88) 56 (35-80)
Clinical stage (FIGO stage)
IB 11 (11.2%) 8 (10.8%) 3 (12.5%)
11 45 (45.9%) 34 (46.0%) 11 (45.8)%
111 35 (35.7%) 26 (35.1%) 9 (37.5%)
IVA 7 (7.1%) 6 (8.1%) 1 (4.2%)
Tumor size at diagnosis (mm)
<40 17 (17.3%) 14 (18.9%) 3 (12.5%)
40-60 51 (52.0%) 39 (52.7%) 12 (50.0%)
>60 30 (30.7%) 21 (28.4%) 9 (37.5%)
Pelvic lymph node metastasis (PeLN)
Negative 47 (48.0%) 40 (54.1%) 7 (29.2%)
Positive 51 (52.0%) 34 (45.9%) 17 (70.8%)
Para aortic lymph node metastasis
(PALN)
Negative 85 (86.7%) 63 (85.1%) 22 (91.7%)
Positive 13 (13.3%) 11 (14.9%) 2 (8.3%)
Histological type
Squamous cell carcinoma 82 (83.7%) 59 (79.7%) 23 (95.8%)
Adenocarcinoma 12 (12.2%) 11 (14.9%) 1 (4.2%)
Adenosquamous carcinoma 4 (4.1%) 4 (5.4%) 0 (0%)
Concurrent chemotherapy
Yes 63 (64.3%) 47 (63.5%) 16 (66.7%)
No 35 (35.7%) 27 (36.5%) 8 (33.3%)
HPV type®
Clade 9 49 (50.0%) 36 (48.6%) 13 (54.2%)
Clade 7 13 (13.3%) 11 (14.9%) 2 (8.3%)
Others 7 (7.1%) 5 (6.7%) 2 (8.3%)
Multiple® 4 (4.1%) 3 (4.1%) 1 (4.2%)
Undetermined 25 (25.5%) 19 (25.7%) 6 (25.0%)
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