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Abstract Rab8a is one of the members of Ras small GTPase superfamily and studies have shown it is the
contributing element in the development of endometrial cancer and hepatocellular carcinoma. However, the expres-
sion and biological function of Rab8a in CRC (colorectal cancer) remain unclear. The expression of Rab8a was
firstly analyzed in some malignant tumors including colon and rectal adenocarcinoma by GEPIA (gene expression

profiling interactive analysis) in this study and it was found that the expression of Rab8a in the malignant tumors
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including colon and rectal adenocarcinoma were significantly higher than those in normal tissues; the results of
qPCR (quantitative real-time PCR), Western blot and IHC (immunohistochemistry) showed that Rab8a expression
was up-regulated in CRC cells and tissues; in vitro functional assays verified that ectopic overexpression of Rab8a
promoted the proliferation and migration of CRC cells, while the inhibition of Rab8a repressed the proliferation
and migration of CRC cells; fluorescence microscope, Western blot and TOP/FOP-Flash reporter assays demon-
strated that the overexpression of Rab8a could induce the EMT (epithelial-mesenchymal transition) of CRC cells
by activating Wnt/B-catenin signaling pathway. Thus, this study revealed that Rab8a was up-regulated in CRC and

promoted the proliferation and migration by activating Wnt/p-catenin signaling pathway and, furthermore, inducing

the EMT of CRC cells.
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A: expression of Rab8a in some malignant tumors (BRCA: breast invasive carcinoma; CESC: cervical squamous cell carcinoma and endocervical ad-

enocarcinoma; COAD: colon adenocarcinoma; READ: rectum adenocarcinoma; ESCA: esophageal carcinoma; LIHC: liver hepatocellular carcinoma;

>

LUAD: lung adenocarcinoma; OV: ovarian serous cystadenocarcinoma; PAAD: pancreatic adenocarcinoma; PRAD: prostate adenocarcinoma; STAD:

stomach adenocarcinoma; THCA: thyroid carcinoma; UCEC: uterine corpus endometrial carcinoma); B: expression of Rab8a in colon and rectum ad-

enocarcinoma (boxplots, **P<0.01). C: relationship between Rab8a expression and the overall survival of CRC patients.

E1 GEPIAZ#TRab8atFRIL SR
Fig.1 Rab8a expression in GEPIA
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FILNH L. E: Western blotH AR MIRab8a it (1 71 614 45 FLIV 128 41 il 1% 1 AR 1E 5 45 M b B A i v (R 2k i e o
A: qPCR of Rab8a in 36 cases of fresh human CRC and normal tissues (2**“, T/N, dotted line represents two-fold difference). B,C: IHC of Rab8a in
CRC and normal tissues. D: qPCR of Rab8a in FHC and CRC cells. E: Western blot of Rab8a in NCM460 and CRC cells.

E2 Z5EEETRab8afyFRIX

Fig.2 Expression of Rab8a in colorectal cancer
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F1 Rab8aZEHMRIAKFEEEMESIBAFESHIENXR

Table 1 Relationship between Rab8a expression and CRC clinicopathological parameters

BB Rab8affk &4 Rab8ar K1k
Characteristics Low expression of Rab8a ~ High expression of Rab8a X value P value
Age
<60 34 35
1.609 0.205
=60 44 67
Gender
Male 45 53
0.585 0.444
Female 33 49
Differentiation
Well 50 43
moderate 19 39 8.548 0.014
Poor 9 20
T classification
Tl 8 3
T2 24 18
T3 21 39 9.854 0.020
T4 25 42
N classification
No 65 77
1.633 0.201
Yes 13 25
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*P<0.05, **P<0.01.

A,B: confirmation of construction of CRC cells with Rab8a overexpression. C,D: proliferative ability of the indicated cells detected by CCK-8 assays.

E-G: proliferative ability of the indicated cells detected by colony formation assays. E,G: migrated ability of the indicated cells detected by Transwell
assays. J,K: migrated ability of the indicated cells detected by wound healing assays. *P<0.05, **P<0.01.
E3 d3RikRab8alR HL5 E =AY ASMETEFIT

Fig.3 Overexpression of Rab8a promoted the in vitro proliferation and migration of CRC cells
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Fig.4 Downregulation of Rab8a repressed the proliferation and migration of CRC cells
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