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Correlation analysis and expression parameters of miR-141-3p and its target genes
in the plasma of colorectal cancer patients”
ZHANG Tong ,SHI Chengmin , XU Yu,SHU Ruo ,ZENG Yujian ,SUN Liang , TIAN Yan,
XIAO Bokai ,LI Qing sWWANG Kunhua ,LUO Huayou”

(Department o f Gastrointestinal and Hernia Surgery ,the First A f filiated Hospital of Kunming
Medical University/Yunnan Institute of Digestive Diseases/Yunnan Engineering Technology Center of
Digestive Disease , Kunming s Yunnan 650032 ,China)

[Abstract] Objective To investigate the expressions of miR-141-3p and its target genes in the plasma of
patients with colorectal cancer, and the relationship with clinicopathological characteristics and prognosis.
Methods Plasma of 150 colorectal cancer patients (the experimental group) before and after surgery and 150
healthy volunteers (the control group) were collected. The expression of miR-141-3p, phosphatase and tensin
homolog deleted on chromosome 10 (PTEN), transforming gromth faetor-32 (TGF-82) and p53 in plasma
were detected by real-time quantitative polymerase chain reaction (RT-qPCR). Its correlation with the clinico-
pathological characteristics and surgical efficacy of colorectal cancer was statistically analyzed. Results Com-
pared with the control group,the expression of miR-141-3p and p53 in the experimental group significantly in-
creased (P<C0.01) ,while the expression of PTEN and TGF-f2 significantly decreased (P<C0.01). After oper-
ation,the expression of miR-141-3p and p53 was significantly down-regulated (P<C0. 05) , while the expression
of PTEN and TGF-B2 was significantly up-regulated (P<C0. 05). The expression of miR-141-3p was signifi-
cantly correlated with the tumor differentiation and invasion, TNM stages and metastasis (P<C0. 05). Patients
with miR-141-3p high expression showed a higher recurrence rate (P<C0.05) and a worse survival rate (P<C
0.05). Conclusion Plasma miR-141-3p showed potential value in clinical diagnosis and prognosis of colorectal
cancer,
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A8 9, £ 62 5. X HEAL felt B G R 0 OF AR
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Us T 5'-CTCGCTTCGGCAGCACA-3'
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2.1 IfiL 3 miR-141-3p K HHE B RIAE F A i J5 19 &
KA A S TR AT i 5 4 P miR-141-
3p MY B KOF 3 T X B BRI pS3 iRk K
-l g % EFFL i PTEN Ml TGF-R2 1y 2 14 7K - U &
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x2 HEPERKBRE RS miR-141-3p PTENTGF-2 #1 p53 BJ1E X Rz K F
7 H n miR-141-3p P PTEN P TGF-p2 P p53 P
51 0. 283 0.203 0.514 0.185
5 66 1.57740.537 0.5254-0. 269 0.56940. 289 1.708=0. 626
5'q 84 1.71540.559 0.45340. 234 0.53340. 217 1.648=+0. 615
MR () 0. 565 0.782 0.189 0.143
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KA AL 0. 764 0. 691 0. 204 0.112
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IAL R 0.041 0.047 0.034 1.168
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M+ 79 1.41940.514 0.429+0.193 0.584-+0. 221 1.81640. 647
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4L(P<C0.01), X 5 EA15r 57 B 9 A 45 o 55 6 i
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Ja &K B, miR-141-3p fl pS3 ILREHAM ARG R kK F
%, A A7 2% 5 s PTEN F1 TGF-B2 m Rk ARG H K
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