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Expression and clinical significance of SIRT6 in colorectal cancer
Qi Jia Cui Chunhui Chen Rihong et al
(Dept of General Surgery Zhu Jiang Hospital of Southern Medical University Guangzhou 510280)

Abstract  Objective  To explore the expression and the clinical significance of SIRT6 in colorectal cancer
(CRC). Methods The expression levels of SIRT6 protein and mRNA in 29 samples of CRC and paired adjacent
normal tissues were tested by Western blot and RT-qPCR. 113 paraffin samples (including the former 29 samples)
of CRC and adjacent tissues were detected by immunohistochemistry. The associated of expression levels of SIRT6
protein and clinical parameters were analyzed. Results The expression level of SIRT6 was significantly lower in
CRC than in adjacent normal tissues(P < 0. 05). The expression level of SIRT6 was associated with differentiated
degree depth of invasive lymphatic metastasis and TNM stage (P <0.05) whereas was not with other clinical pa-
rameters. Conclusion The low expression of SIRT6 is involved in the tumorigenesis and progression of CRC.
SIRT6 might play a role as tumor suppressor and can be regarded as a promising diagnostic and therapeutic target
for CRC.
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Expression and clinical significance of TGF-1 Smad-3

and Smad-7 in the serum of colorectal cancer patients
Zheng Xiaoxiang Wu Wenyong Yu Changjun
(Dept of Gastrointestinal Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To provide clinical evidence for the relationship between epithelial-mesenchymal transition
(EMT) and colorectal cancer(CRC) by detecting the expression of TGF-8 Smad-3 and Smad-7 in serum from
CRC patients. Methods We detected the expression levels of TGF81  Smad-3 and Smad-7 by ELISA method.

Results  The expression levels of TGF-81 Smad-3 were significantly higher and the Smad-7 was significantly lower
in CRC patients than those in control group(P <0.01). The expression levels of TGF1 and Smad-3 were signifi—
cantly higher in Dukes D than those in Dukes B C. The Smad-7 was significantly lower in Dukes D than that in
Dukes B C(P <0.01). Conclusion TGF-1 and Smad-3 and Smad-7 may play an important role in the develop—
ment of CRC.
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