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LA mwdi2h RREBI fil ANKRDI1 ik Y
I AC 3 BILRE A i s 083 RH G PEWF 5

EMA), Shek, FFA, Faist (EHRFEMETILEREEGRER, fmEE] 361000 )

W E: B K4 AW (colorectal cancer, CRC) #1 4% ras B M ;LAF 45 4% & 1 (ras-responsive element binding
protein 1, RREB1), ankyrin ¥ & 45 #j3% 1 (ankyrin repeat domain 1, ANKRDI1 ) # & 3A & 5 s K% P4 AL F= TG R B 69
X F. Bk #2135 1 A ~ 20164 12 A Z L RFWE T L EREITERKS 1054 CRC &4, &A LA
LA SP ik CRC & % J% 2042 40 5 7 4040 RREB1 #» ANKRD1 % & £ 1A, 4 #7 RREBI #» ANKRD1 & & &k is 5 &
Fls ORI X 2, B A 54, WERF RREBI A= ANKRDI &k B8589 FU6H 0L, 44 CRC BT
AR H R B &, R A Spearman #8% % # H 4 RREB1 55 ANKRDI1 &R iA#4a %M, 458 CRC J%414% RREBI & ¢4
HEE (59.05% ) B%& TR FAR (27.61%), £5+H %5 EL (=21.120, P=0.000) ., CRC /L4 ANKRDI & &
FEE (31.43%) R FAK T B 4042 (60.95%), Z7FH 4%t 5 &L (=18.410, P=0.000) . TNM 4B H. #hesb4t
Nl ~N2 %% RREBl ZEaMmEES T INMaH [ ~ TH., HELEB N0 EE, £2FF%TFEL (F=4263,
8.199, 33 P <005) ., TNM 5211 H1, #he 444 N1 ~ N2 4 ANKRD1 &G MaERI&T INM o481 1 ~ T8, #%
TS NO &4, £F A% FEL (F=5515, 7411, B P<005) . RREBl S AR 45F % 5% (54.84%) 1%
F RREBI fk kA (74.42% ) , 2FA %t 355 (/=5.459, P=0.020) ; ANKRDI &k iL2069 5 F 42 4% (78.79% )
% F ANKRDI 1K & 528 (55.56% ) , £2FA%it3F &L (=5.130, P=0.024) ., RREBI & &k (HR=2.437, 95%CI:
1.113 ~ 4.684 ) . ANKRDI 4%k i& (HR=0.573, 95%CI: 0.185 ~ 1.952), TNM %41 Il #1 (HR=2.202, 95%CI: 1.357 ~ 4.215)
Foitk B2 2645 NI ~ N2(HR=1.247, 95%CI: 1.532 ~ 4.368) & CRC £ &) R~ R #9 & H % (35 P < 0.05). Spearman
A8 £ A4 R, CRC #4142 7 RREB1 5 ANKRDI1 % ik 2 fi #8% (=-0.389, P=0.036) . 45 CRC 4 F
RREBI1 %57, % ANKRD1 kiAfk, —F*X R AL CRC MR ARE, AZRAFE CRC BF TG 6L LM AT
KR 45 ras OWGIES G 15 ankyrin B4 Z5 K4 1
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Abstract: Objective To investigate the expression of ras response element-binding protein 1 (RREB1) and ankyrin repeat
domain 1 (ANKRDI1) in colorectal cancer (CRC) tissues and their relationship with clinicopathological features and poor
prognosis. Methods A total of 105 CRC patients admitted to Xiamen Branch, Zhongshan Hospital Affiliated of Fudan
University from January 2013 to December 2016 were selected and immunohistochemical SP method was used to detect the
protein expression of RREB1 and ANKRD1 in CRC cancer tissue and paracancerous tissue. The relationship between RREB1
and ANKRD1 protein expression and clinicopathological characteristics of patients was analyzed. All patients were followed up
for 5 years,the prognosis of patients with different RREB1 and ANKRD1 expressions was compared, and the influencing factors
of poor prognosis of CRC patients were analyzed.Spearman correlation coefficient was used to analyze the correlation between
RREBI and ANKRDI1 expression. Results The positive rate of RREB1 protein in CRC cancer tissues ( 59.05% ) which was
significantly higher than in adjacent tissues ( 27.61% ) , and the difference was statistically significant (x*=21.120, P=0.000).The
positive rate of ANKRDI1 protein in CRC cancer tissues (31.43% ) which was significantly lower than in adjacent
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tissues (60.95% ) , and the difference was statistically significant (y’=18.410, P=0.000). The positive rate of RREBI protein in
patients with TNM stage III and lymph node metastasis N1 ~ N2 was higher than that in patients with TNM stage I ~ II and
lymph node metastasis NO, and the differences were statistically significant (x’=4.263, 8.199, all P<0.05).The positive rate of
ANKRDI1 protein in patients with TNM stage III and lymph node metastasis N1 ~ N2 was lower than that in patients with TNM
stage I ~ II and lymph node metastasis NO, and the differences were statistically significant (x’=5.515, 7.411, all P<0.05).The
5-year survival rate of RREB1 high expression group was 54.84%, which was lower than 74.42% of RREBI low expression
group, and the difference was statistically significant (y’=5.459, P=0.020). The 5-year survival rate of ANKRD1 high expression
group was 78.79%, which was higher than 55.56% of ANKRD1 low expression group, and the difference was statistically
significant (y’=5.130, P=0.024).High expression of RREBI (HR=2.437, 95%CI: 1.113 ~ 4.684), low expression of ANKRDI
(HR=0.573, 95%CI: 0.185 ~ 1.952), TNM stage III (HR=2.202, 95%CI: 1.357 ~ 4.215) ) and lymph node metastasis N1 ~ N2
(HR=1.247, 95%CI: 1.532 ~ 4.368) were risk factors for poor prognosis of CRC patients (all P < 0.05).The results of Spearman
rank correlation analysis showed that the expression of RREB1 and ANKRD1 in CRC cancer tissues was negatively correlated
(r=-0.389, P=0.036). Conclusion The expression of RREB1 was increased in CRC cancer tissue, while the expression of
ANKRD1 was decreased. Both of them were involved in the occurrence and development of CRC, and are expected to become

tissue tumor markers for evaluating the prognosis of CRC patients.
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