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Abstract; [ Purpose | To investigate the effect of miR-885 on chemotherapy sensitivity of colorectal
cancer cells. [Methods ] The relative expression of miR-885 was detected with qRT-PCR in drug
sensitive and resistant colorectal cancer tissues. The human colon cancer HCT116 cells were
transfected with miR-885 inhibitor(miR-885 inhibitor) or blank plasmid(miR-NC). Then the cells
were divided into four groups:negative control group(NC),negative control group plus oxaliplatin(L-
OHP), miR-NC plus oxaliplatin group (L-OHP/miR-NC) and miR-885 inhibitor plus oxaliplatin
group (L-OHP/miR-885). CCK-8 method was used to detect the viability of HCT116 cells;Tran-
swell method was used to detect the cell invasiveness;flow cytometry was used to detect the cell
cycle. [Results] The expression of miR-885 in drug-resistant tissues (2.75+0.82) was higher than
that in sensitive tissues(0.31+0.14). The expression level of miR-885 in miR-885 group(0.02+0.01)
was significantly lower than that in miR-NC group (0.80+0.19)(P<0.05). The results of CCK-8
showed that compared with L-OHP / miR-NC group (0.77+0.14),the cell viability of L-OHP / miR-
885 inhibitor group(0.48+0.23) decreased (P<0.05). Compared with L-OHP / miR-NC group(169+
25),the number of migrant cells in L-OHP / miR-885 inhibitor group (28+9) decreased (P<0.05).
Compared with NC group (42.27+3.33) in G¢/G, phase,the cell proportion of L-OHP group (3.33+
0.41) decreased(P<0.001),compared with NC group(32.19+2.29) in S phase,the cell proportion of
L-OHP group(53.29+3.04) increased (P<0.05),compared with NC group(16.32+2.29) G,/M phase,
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the cell proportion of L-OHP group(4.83+0.76) decreased(P<0.05). Compared with L-OHP/miR-NC
group (5.07+0.31) in Gy/G, phase,the cell proportion of L-OHP/miR-885 inhibitor group (45.59+
1.95) increased(P<0.001),compared with L-OHP / miR-NC group(42.71+2.58) in S phase,the cell
proportion of L-OHP/miR-885 inhibitor group(12.72+1.60) decreased(P<0.001), compared with the
Go/M phase of L-OHP/miR-NC group(18.19+1.30), the cell proportion of L-OHP/miR-885 inhibitor
group(2.55+0.51) decreased(P<0.01). [ Conclusion ] MiR-885 silencing can enhance the chemosen-
sitivity of colon cancer HCT116 cells to oxaliplatin, indicating that miR-885 might be a novel tar-

get for colorectal cancer treatment.
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Figure 2 Knockdown of miR-885 inhibited the cell viability
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Figure 3 Knockdown of miR-885 inhibited the invasion ability of HCT116 cells
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Figure 4 Knockdown of miR-885 can induce G(/G, phase arrest in HCT116 cells
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