APEERBEER 2013 TE55 40 B35 4 H e 349 .

doi: 10. 3971/j. issn. 1000-8578. 2013. 04. 008

LD TTP30 3 3 7 HY I At o
NSO AL

F/i]"\)rl)rl’/ﬂ-?"ﬁ‘\yﬁiﬁd“x‘i‘aﬁ,~g9g%%9$ CJ?

Methylation of Tumor Suppressor Gene TIP30 in Promoter Region for Colorectal Cancer
Diagnosis and Prognosis

CHEN Beibei, MA Yijie, CHEN Xiaobing, LUO Suxia, LV Huifang, I Ning

Department of Medical Oncology, He’ nan Cancer Hospital, The Af filiated Cancer Hospital of
Zhengzhou University , Zhengzhou 450008, China

Corresponding Author : CHEN Xiaobing , E-mail : chenxiaobing@medmail. com. cn

Abstract: Objective  To investigate the difference of promoter methylation of TIP30 gene between color-
ectal cancer (CRC) and the normal colorectal samples. To analyze the relationship between TIP30 gene
methylation and the clinicopathological features of patients. Methods The difference of methylation sta-
tus of TIP30 between 50 cases of patients with CRC and the paired normal colorectal samples from 2009
to 2010 in the hospital was detected using methylation-specific PCR. Results There was a significant cor-
relation between hypermethylation of TIP30 and unfavorable variables, including lymph nodes metastasis
(P=0.003),CEA levels (P=0.005),and advanced colorectal cancer (P = (. 048). There was no obvious
difference between colon and rectal tissues in carcinoma samples (P =0, 309). Interestingly, hypermethyl-
ation of TTP30 was more frequently founded(P = 0. 005) in the tumors from patients with higher serum
level of CEA (>>15 ng/ml) than that from the patients with lower serum level of CEA (<15 ng/ml).
Conclusion This study showed a significant positive correlation between hypermethylation of TIP30 pro-
moter and nodal metastasis, CEA levels,and advanced CRC. There was no obvious difference between co-
lon and rectal tissues in carcinoma samples. Our research suggested that hypermethylation of TIP30 might
be used as a new tumor marker for CRC molecular diagnosis and prognosis.
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T.colorectal cancer tissue cells; N: normal colorectal tissue
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Figure 1 The methylation status of TIP30 in the CRC tissues
and normal tissues detected using MSP
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Table 1

sion in CRC samples

TIP30 hypermethylation status and protein expres-

TIP30) protein Non-

expression viihyiliiton methylation X 3

Positive 6(33.3%)  24(75.0%)

Negative 12(66.7%) 8(25.0%) 8. 333 0.006
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Table 2  Clinicopathologic characteristics and methylation sta-
tus of TIP30 in CRC

o Methylation status g
Characteristics = = X P
Non-methylation Methylation

Age(years)

<60 17 7

=60 15 11 0.935 0.333
Cancer site

Colon 13 10

Rectal 19 8 1. 034 0.309
CEA level(ng/ml)

<15 22 5

=15 10 13 7.975 0.005
Lymph node metastasis

Negative 19 3

Positive 13 15 8.528 (. 003
Clinical stage

Early 20 6

Advanced 12 12 3.926  0.048
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