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Abstract ;[ Objective ] To investigate the expression of DCL2 in colorectal carcinoma and its effect on the
apoptosis of colorectal cancer cells. [ Methods |Colorectal cancer tissues and corresponding adjacent tissues
were collected. Then human colorectal cancer cells HCT116,HT29,Caco2 and human normal intestinal epi-
thelial cell line FHC were cultured. After that,the expression of DLC2 in tissues and cells will be detected
by Western blot. Colorectal cancer cells were transfected with DCL2 overexpression vector(over expression
group)and empty vector(negative group). The cells transfected with transfection reagent were used as con-

trol group. Western blot was used to detect the expressions of DCL2,p38,p-p38 and Cleaved Caspase-3 in
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transfected cells. And flow cytometry will be used to detect cell apoptosis. [ Results ] The expression level of
DLC2 in cancer tissues was significantly lower than that in the adjacent tissues,and the difference was sta-
tistically significant(z=12. 363, P =0. 000). The expression of DLC2 in HT29,HCT116,Caco2 was signifi-
cantly lower than that of FHC cells,and the difference was statistically significant(¢z, =8. 624 ,¢,=09. 385,¢,
=10.322,P =0.000). The expression level of DLC2 in Caco2 cells was significantly lower than that of
HT29 and HCT116, and the difference was statistically significant (¢, = 8. 676,¢, = 7. 645, P = 0. 000)
. Follow-up experiments were performed by using Caco2 cells. There is no statistically significant difference
between the expression level of DLC2 in negative group and that in control group. (¢, =2. 325,P >0.05)
. The expression level of DLLC2 in the over expression group was significantly higher than that in the con-
trol group,and the difference was statistically significant(z, =13. 545, P =0. 000). There is no statistically
significant difference between the apoptosis rate of the negative group and that of control group (¢, =
1. 646 ,P>0. 05). The apoptosis rate of over expression group was significantly higher than that of the con-
trol group,and the difference was statistically significant(z, =36. 256, P =0. 000). Compared with the con-
trol group, the expression of p38 in the negative group and over expression group had no significant
changes(z, =2.335,1,=1.464,P >>0.05). Compared with the control group,the expression of p-p38 in the
negative group(0. 24 == 0. 04) had no significant change(#, =4. 587, P >>0. 05). And there is no significant
difference between the expression of Cleaved Caspase-3 in the negative group and the control group(s, =
2.673,P>>0.05). The expression level of p-p38 in the over expression group was significantly higher than
that in the control group, and the difference was statistically significant(z;, =9. 617, P =0. 000). The ex-
pression level of Cleaved Caspase-3 in the over expression group was significantly higher than that in the
control group.and the difference was statistically significant(z, =2. 673, P >>0. 05). [ Conclusion ] There is
downregulation of DLLC2 expression in colorectal cancer cells. DLLC2 may promote apoptosis of human colo-

rectal cancer cells by acting on p38 signaling pathway.
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