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FAr M HS B I PR AR AE A DG o R B S S i B A W 3R % ( RT-gPCR) 346 TRAF6 mRNA
1 OTUD5 mRNA 78 A IF 451 1 j ANk NCM460 F1 CRC 4 fifi Ak HT29 () 3Rik /KT, 8L Fik TRAF6
i1 HT29 20l 2 , 43 #7 TRAFG 15 OTUDS fAEXKME, 558 CRC 414 TRAF6 FITEFis % 0% 5 T 54141
(84.00% vs 28.00% ; * =31.818,P =0.000) ,0TUD5 PHE: % ik % B 2% Fo 55 41 41 (32. 00% vs 54. 00% ;
X =4.937,P=0.026), TRAF6 (14 ut kb 555 & 1E % 3 7 T TRAF6 BHPEZL (P <0.05) ., OTUDS [ 140
TNM 43338 T ~ IV 3B ABCEL il F OTUDS FHYEZH , Htk B A5 B Rm Ab % 8 & 4 2 T OTUDS FHE4H,
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[ Abstract] Objective To explore the expressions of tumor necrosis factor receptor-associated factor 6 ( TRAF6)
and deubiquitinating enzyme ovarian tumor domain-containing protein 5( OTUDS5) in colorectal cancer(CRC) , and their
roles in the development and progression of colorectal cancer. Methods The clinicopathological data of 50 CRC patients
who underwent surgical treatment in the First Affiliated Hospital of Guangxi Medical University from March 2017 to March
2018 were selected. The CRC tissues and their matched paracancerous tissues( > 10 ¢m from the tumor edge) were col-
lected, and the expressions of TRAF6 and OTUDS were detected by immunohistochemical staining, and their correla-
tions with the clinicopathological characteristics of the patients were analyzed. The expression levels of TRAF6 mRNA
and OTUDS mRNA in human normal colon epithelial cell line NCM460 and CRC cell line HT29 were detected by real-
time fluorescence quantitative polymerase chain reaction( RT-qPCR) method. The HT29 cell line overexpressing TRAF6
was constructed, and the correlation between TRAF6 and OTUDS was analyzed. Results The positive expression rate

of TRAF6 in the CRC tissues was significantly higher than that in the matched paracancerous tissues(84. 00% vs 28.00% ;
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X =31.818, P=0.000), and the positive expression rate of OTUDS in the CRC tissues was significantly lower than
that in the matched paracancerous tissues(32.00% vs 54.00% ;X2 =4.937, P=0.026). The incidence of distant
metastasis in the TRAF6-negative group was significantly higher than that in the TRAF6-positive group(P <0.05). The
OTUDS-negative group had a greater proportion of the patients with TNM stage Il ~ IV than the OTUDS5-positive group,
and the incidence rates of lymph node metastasis and distant metastasis in the OTUD5-negative group were higher than
those in the OTUDS-positive group, and the differences were statistically significant( P <0. 05). The expression level
of TRAF6 mRNA in HT29 cells was significantly higher than that in NCM460 cells(z =6.960, P =0.000), and the
expression level of OTUDS mRNA in HT29 cells was significantly lower than that in NCM460 cells(z =13. 840, P =
0.000). In the HT29 cells overexpressing TRAF6, the expression level of OTUD5S mRNA was significantly lower than
that in the normal HT29 cells(¢ =32.555, P =0.000). Conclusion TRAF6 may be involved in the occurrence, devel-

opment and metastasis of CRC by inhibiting the expression of OTUDS gene.
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9% ", HAEI,E CRC B2 ARG TBUS Tt H
CRC B EMAFEFIFARGH B E UGS, H 50% LA
-/ CRC BETERIZHT C A XM sl b 5 45 .
i SR PE R 122 A4 AH )G R 1 6 (tumor necrosis factor
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2 R RN S NS T E a0 B N A 5 58 1
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AL PR BORSTE  (2) 17 CRC HUAAR, HARJS
PRI A2 R CRC, HERARIE : (1) 57 HoAb Mg
5 (2) GIHEMEEONE ; (3) AMEEL . LLEIA
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1.6 RT-qPCR Al J5i%: SR ALEL RNA $2 00 &
(Takara 23] BRI AL RNA -0 B 5 sl &
(Takara /3] ) W E 550 ¢DNA, i Power SYBR
Green Master Mix ( Genstar, P E L) ##47 RT-gPCR, flf
5B AR TA R BRA 75 8 51 7 51 I
42 1, LI GAPDH o2 Mg 2 13157 TRAFG mRNA
OTUDS5 mRNA FytHXf ik, R 3 ML S5,
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TRAF6  5'-GAGACAGGTTTCTTGTGACAAC-3'  5'-TGGCAACCAAAAGTACTGAATG-3'

OTUD5  5'-TCAGTGGTGAATCCTAACAAGG-3"  5'-CCTCCGATG 'ATGGCATT-3'

GAPDH 5'-GCACCGCAAGGCTGAGAAC-3' 5'-TGGTGAAGACGCCAGTGGA-3’
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P22 Y (P <0.05), W32, OTUDS BHM:41 TNM
ST ~ VIR A B HL K F OTUDS BH:4H, H.
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TRAF6 FI#ELH 42 25(59.52) 17(40.48)  8(19.05) 34(80.95) 33(78.57) 9(21.43) 34(80.95) 8(19.05) 38(90.48) 4(9.52)

P - 0. 706 0.653

0.379 0. 653 0.016

V2P {2 Fisher B U)K 2 AR

%3 CRC & OTUDS K& W5 i KA E R AERBRES M ER[0(%) ]

el RN

TNM 73 AR AR

) .
aE % BBRSIZ MUEUTF

I ~1 -~V x il x f

OTUDS B4R 34 20(58.82) 14(41.18) 4(11.76) 30(88.24) 22(64.71) 12(35.29) 24(70.59) 10(29.41) 26(76.47) 8(23.53)

OTUDS BHIELH 16

9(56.25) 7(43.75) 6(37.50) 10(62.50)

16(100.00) 0(0.00) 16(100.00) 0(0.00) 16(100.00) 0(0.00)

% - 0.030 -
P - 0.863 0. 056 *

0.005 ~ 0.020" 0.043 "

T " O Fisher B UIAER % T 13E

2.4 TRAF6 mRNA 5 OTUD5 mRNA 7 CRC 4y
K NIE T 51 b K AR ) ik kP Lh s HT29 41
J{er¥) TRAF6 mRNA ik /K- I 2 5 F NCM460 i ifd
(1=6.960,P =0.000) ,0TUD5 mRNA 33k /K i3 2%
KT NCM460 4fifi (¢ =13.840,P =0.000) ., VLK 3.
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#oke #oke

1% 30 A i 1.5 | E—

B £

Hé 20 Wé 1.0

: $'

z g

% 10 £ 05

5 NC-HT29  TRAF6(+)-HT29 © NC-HT29  TRAF6(+)-HT29
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