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Expression of SUMO-activating enzyme subunit 2 in
cholangiocarcinoma and its clinical significance

SUN Yong', SUN Xiaozhi*, ZHANG Bingyuan’

(1. Department of Hepatobiliary Surgery, Affiliated Hospital of Guizhou Medical University, Guiyang 550001 China; 2. Department of Vascular
Surgery 3. Department of Hepatobiliary Surgery, Affiliated Hospital of Qingdao University, Qingdao, Shandong 266000, China)

Abstract Objective: To investigate the expression of SUMO-activating enzyme subunit 2 (SAE2) in cholangiocarcinoma
tissue and its clinical significance.
Methods: The expressions of SAE2 in 60 specimens of cholangiocarcinoma tissue and 20 specimens of normal
bile duct tissue were detected by immunohistochemical staining. The relations of SAE2 expression with the
clinicopathologic factors and prognosis of the patients were analyzed.
Results: The positive SAE2 expression rate in cholangiocarcinoma tissue was significantly higher than that
in normal bile duct tissue (71.67% vs. 30.00%, x°=10.972, P<0.001). The SAE2 expression was significantly
associated with the degree of pathological differentiation of the tumor and TNM stage of the patients (both
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P<0.0S). The median survival time of patients with positive SAE2 expression was significantly shorter than

that of patients with negative SAE2 expression (13.0 months vs. 30.7 months, ¥°=13.805, P<0.001). Results of

univariate analysis showed that the SAE2 expression and TNM stage were significantly relevant to the prognosis

of the patients (both P<0.001), and the results of Cox multivariate regression analysis identified that the SAE2

expression and TNM stage were independent factors for the prognostic of patients (all P<0.01).

Conclusion: The expression of SAE2 is increased in cholangiocarcinoma tissue, and it is related to the poor

prognosis of cholangiocarcinoma patients, suggesting SAE2 expression may be involved in the occurrence and

development of cholangiocarcinoma.
Key words
CLC number: R735.8

Bile Duct Neoplasms; Small Ubiquitin-Related Modifier Proteins; Prognosis
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Figure 1 Immunohistochemical staining for SAE2 protein expression (x400)
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A: Positive expression of SAE2 protein in

cholangiocarcinoma tissue; B: Negative expression of SAE2 protein in cholangiocarcinoma tissue

®1 SAE2 HIBEERIEFBEARAAHHEMEREELL
Bn(%)]
Table 1 Comparison of the positive expression rates of SAE2

in cholangiocarcinoma and normal bile duct tissue

[n(%)]
B PR [l
R (n=60 ) 43 (71.67) 17 (28.33)
IE#IEEHL (n=20) 6 (30.00) 14 (70.00)
X’ 10.972
P <0.001
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R2 SAR2ZMRZEEREEZEFRAFREEZRHXR
[n(%)]
Table 2 Relations of SAE2 expression with the clinicopathologic

factors of the patients with cholangiocarcinoma [n (%)]

R n PEPE B X P

P53
3 41 29 (70.73) 12 (2927) 0.056 0.813
5’8 19 14 (73.68) 5 (26.32)

iy (%)
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I AR 31
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i 42 32(76.19) 10 (23.81) 1.411 0.235
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MiEE LA (em)
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Figure 2 Survival curves of the cholangiocarcinoma patients

with positive and negative SAE2 expressions
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Table 3 Univariate analysis of the factors for the prognosis of

cholangiocarcinoma patients
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Table 4 Multivariate Cox analysis of the factors affecting the prognosis of cholangiocarcinoma patients
AR i B FRUER Wald x* P Exp (B) 95% CI
TNM 434 1.469 0.254 33.487 <0.001 4.345 2.642~7.146
SAE2 %Kik 0.975 0.357 0.006 2.652 1.318~5.338
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