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expression of LINCO1224, and to explore the effect of down-regulating the expression of LINCO1224 on cell apopto-
sis. Methods
sues; qPCR method was used to detect the expression of LINCO1224 in 10 human colorectal cancer cells. Three

The GEPIA2 database was used to analyze the expression of LINCO1224 in colorectal cancer tis-

different LINCO1224 siRNAs were respectively transfected into human colorectal cancer LoVo cells, and the
LINCO1224 shRNA lentiviral vector was constructed with the siRNA sequence with the most obvious inhibitory effect
of LINCO1224 expression. Recombinant lentiviral particles were packaged in HEK293T cells and then infected with
LoVo and SW620 cells. After selection by puromycin, the monoclonal cells that stably interfere with LINCO1224
were obtained by limiting dilution method. MTS method detects cell proliferation ability, and flow cytometry detects
cell apoptosis rate. Results The expression of LINC01224 in colorectal cancer tissues was higher than that in nor-
mal colorectal tissues, and its expression in 10 types of colorectal cancer cells was also higher than that in normal
colorectal epithelial cells HCOEPic. The inhibition rate of siRNA-3 on the expression of LINC01224 in LoVo cells
was higher than that of siRNA-1 and siRNA-2. Therefore, siRNA-3 was chosen to design LINC01224 shRNA.
Compared with the control group (sh-NC group) , the expression level of LINCO1224 in the LoVo and SW620 cells
of the stable interference LINC01224 group (sh-LINC01224 group) was reduced (P <0.01), and the cell growth
The shRNA
lentiviral interference vector of LINC01224 is successfully constructed, which can stably infect LoVo and SW620

rate was slowed down (P <0.01), the rate of apoptosis also increased (P <0.01). Conclusion

cells, down-regulate the expression of LINC01224 and induce cell apoptosis.
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miR-409-3p F:CGGAATGTTGCTCGGTGA
R:AGTGCAGGGTCCGAGGTATT

U6 F.CTCGCTTCGGCAGCACA
R:AACGCTTCACGAATTTGCGT

Rabl10 F.:GCGTTCCTCACGTTAGCTGAAG
R:CGCCTCCTCCACTGCTGATAT

GAPDH F.:AGATCATCAGCAATGCCTCCT
R:TGAGTCCTTCCACGATACCAA
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{H, M2 MR (% ) = (BIPEX HRAL - 505
2H) /BAEXT R4
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El1 miR-409-3p HFLMERIT Rabl0 KI5
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0.001), WK 3,

2.4 Rabl0 Z DLBCL #1 RHL B2&AAhHRE
#£5%  RablO 78 45 Fp B 45 ¥4 | 9% 36 F0 20 B 5 42
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3 miR-409-3p ¥ DLBDL 4B -8 1B S50
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El4 Rabl0 7£ DLBCL #1 RHL AL HERIL
A .C:Rab10 7€ RHL 21 )33k ;B D Rab10 7£ DLBCL 414!
K ;A B:SP x100;C D ;SP x200

%3 Rabl0 5 DLBCL E2&EIGKRFMEMEXR[n(%) ]

Rab10

T "= Ekes) mEkas XMW PH
P 3.223 0.073
L 35(42.2)  12(34.3) 23(65.7)

48(57.8)  26(54.2) 22(45.8)
EE (%) 2.299 0.129
<60 32(38.6)  18(56.3) 14(43.8
>60 51(61.4)  20(39.2) 31(60.8)
N =K ] 3.795 0.051
[+1 28(33.7)  17(60.7) 11(39.3)
I+ 55(66.3)  21(38.2) 34(61.8
LDH(U/L) 7.748  0.005
EH 43(51.8)  26(60.5) 17(39.5)
T 40(48.2)  12(30.0) 28(70.0
Gl 0.184 0.668
GCB 26(31.3)  11(42.3) 15(57.7)
nonGCB 57(68.7)  27(47.4) 30(52.6)
IPL P43 (43) 4.794  0.029
0-~2 46(55.4)  26(56.5) 20(43.5)
3~5 37(44.6)  12(32.4) 25(67.6)
B2-MG(mg/L) 4.034  0.045
E# 36(43.4)  21(58.3) 15(41.7)
T 47(56.6)  17(36.2) 30(63.8)
B 4R 0.184 0.668
pe) 26(31.3)  11(42.3) 15(57.7)
% 57(68.7)  27(47.4) 30(52.6)
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REFUSHE, A Rabl0 755 S h 80 5
S O R A SRR AN g 0 H A ) B0 FE R G 1
JH,{H Rab10 7£ DLBCL H & 3K I IR ¢ & i AN T
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RGA 5 S T A 2 T IR B R SR AL R
TRYT RS b VB A U 2 S 2 AL
I %Gt —2 4341 T Rab10 5 DLBCL M 2%

ST e e A ML KOF [ A ADTER miR-
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Expression and clinical significance of miR-409-3p and Rab10

in diffuse large B cell lymphoma
Cai Qingzhao, Ai Limei

( Dept of Hematology, First Affiliated Hospital of Jinzhou Medical University,Jinzhou 121001)

Abstract Objective To investigate the effects of Rabl0 and miR-409-3p in diffuse large B-cell lymphoma( DL-
BCL). Methods

ic, mimic NC, miR-409-3p inhibitor, inhibitor NC and blank control group ( control group). Targetscan 7.2 and

qRT-PCR was used to determine miR-409-3p levels following transfection with miR-409-3p mim-

miRNA target prediction Database (miRDB) software were used to predict the target gene of miR-409-3p. Western
blot assay was performed to investigate the expression levels of Rab GTPasel0( Rab10). Cell counting Kit-8 ( CCK-
8) and flow cytometry assays were performed to determine the levels of cell viability and apoptosis. Finally, the ex-
pression of Rabl0 in paraffin-embedded tissues was detected by immunohistochemical (THC) method, and then the
miR-409-
3p could promote the apoptosis and inhibit proliferation of tumor cells . Overexpression of miR-409-3p increased the
Rab10 mRNA and protein levels in DLBCL cells. The expression of Rab10 in DLBCL was higher than that in reac-
tive hyperplasia of lymph nodes, and the level of it was positively correlated with lactate dehydrogenase (LDH) ,

relationship between Rab10 and clinical characteristics in patients with DLBCL was compared. Results

B2-microglobulin( B2-MG) and international prognostic score for lymphoma( IPI) of DLBCL patients. Conclusion
miR-409-3p can promote the apoptosis of tumor cells and the expression of Rabl10, Rab10 is associated with the
adverse prognosis in DLBCL.

Key words DLBCL; miR-409-3p; Rabl0; proliferation; apoptosis; poor prognosis



