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The correlation of the related signaling pathways and prognosis in patients with
advanced cholangiocarcinoma

TAO Chenjie, YANG Guang, YUAN Zhengang, ZENG Tianmei (Department of Oncology, Eastern Hepatobiliary Surgery Hospital,
Shanghai, China)

[Abstract] Objective: To detect the gene mutation in cholangiocarcinoma patients using the next generation sequencing (NGS) tech-
nology, and to analyze its correlation to the prognosis of the patients. Methods: From June 2016 to June 2018, 40 patients diagnosed
with cholangiocarcinoma received NGS examination to screen the possible mutations (single base mutation, structural variation, copy
number variation and gene fusion, etc.). The disease control rates (DCR), progression-free survival (PFS) and overall survival (OS) of
the patients, who received the first line therapy, were retrospectively reviewed to analyze the relationship between signaling pathway as
well as its genetic variation and the prognosis of cholangiocarcinoma patients. Results: The median PFS of patients with and without
TP53 mutation was 11.0 and 8.3 months, respectively (P=0.332), while OS was 14.3 and 32.9 months, respectively (P=0.041). The me-
dian PFS of patients with and without PI3K mutations was 8.3 and 11.0 months, respectively (P=0.285), while OS was 14.3 and 37.0
months, respectively (P=0.020). The median PFS of patients with and without mTOR pathway mutations was 6.3 and 10.3 months, re-
spectively (P=0.020), while OS was 15.6 and 19.6 months, respectively (P=0.892). There was no significant effect of pathway-related
gene mutations on patients’ survival. Conclusion: The prognosis of cholangiocarcinoma patients with TP53 and PI3K pathway activa-
tion had obviously poor prognosis than those without. No significant difference was observed between the patients with and without
mTOR pathway activation and IDH mutation.
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Tab.1 Clinical characteristics of 40 patients with advanced

cholangiocarcinoma
Clinical characteristics n
Case 40
Male/female 15/25
Median age(#/a) 56.5
Type of tumor
Intrahepatic cholangiocarcinoma 29

Hilar cholangiocarcinoma

Extrahepatic cholangiocarcinoma 8
Tumor metastasis

Wihout metastasis

Only lymph node metastasis

Only distal organ metastasis 10
Simultaneous metastasis 12
Differentiation
Low 12
Median 25
High 0
Undefined
The first-line chemotherapy
Gemcitabine combined with platinum 21
Gemcitabine combined with fluorouracil 11
Fluorouracil combined with platinum 8

The median course of chemotherapy treatment
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Fig.1 Analysis of PFS (A) and OS (B) in patients with advanced cholangiocarcinoma after treatment
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