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Expression of AK4 in pancreatic ductal carcinoma and its clinical significance

LI Chen—yun, SUN Tong, ZHUO Na, TTAN Jing

(Department of Ultrasound, The Second Hospital, Tianjin Medical University, Tianjin 300211, China)
Abstract Objective: To explore the expression of AK4 in pancreatic ductal carcinoma and its clinical significance. Methods: The
clinical and follow—up data of 76 patients with pancreatic ductal carcinoma who underwent radical surgery were retrospectively analyzed.
Immunohistochemistry was used to detect the expression of AK4 in 76 cases of pancreatic cancer and its adjacent tissues, and the
relationship of AK4 with clinicopathological features and prognosis was analyzed. Results: The positive expression of AK4 mainly was in
the cytoplasm, presenting brownish yellow granules. AK4 in pancreatic ductal adenocarcinoma tissues or paracancerous tissue were 78.9%
(60/76) and 38.2% (29/76), and the positive rate in pancreatic ductal adenocarcinoma tissues was significantly higher than that in
paracancerous tissue. The difference was statistically significant (P<0.05). The abnormal expression of AK4 was correlated with the tumor
stage, lymph node metastasis, neural invasion, and the vascular tumor embolus (P<0.05). Survival analysis suggested that the survival time of
patients with AK4 high expression in pancreatic duct adenocarcinoma was significantly shorter than those with low expression (P<0.05).
Conclusion: Up-regulation of AK4 expression in pancreatic ductal carcinoma tissues, is associated with the tumor stage, lymph node
metastasis, nerve invasion, and the vascular tumor thrombus, which might indicate the late stage and poor prognosis for the patients with
pancreatic ductal carcinoma.
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Fig 1 Expression of AK4 in pancreatic ductal carcinoma tissues
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Fig 2 Expression of AK4 in pancreatic tissues adjacent to ductal

carcinoma
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Tab 1 The relationships between AK4 expression and clinicopatho—

logic features in pancreatic ductal carcinoma
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Fig 3 Analysis of correlation between AK4 expression and postop—

erative prognosis of patients with pancreatic ductal carcinoma
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