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Abstract Objective To investigate the effects of the fulldength adiponectin ( {-APN) on the proliferation and ap—
optosis of colon cancer SW480 cells in high glucose environment and its possible mechanism. Methods Different
concentrations of fulldength adiponectin ( f-APN) was interfered with colon cancer cell line SW480 for 24 h and 48
h in vitro. The experimental groups were set to high glucose control group (0 wg/ml f-APN + high glucose DEME
medium with 4.5 g/L glucose) APNI group ( 10 wg/ml f-APN + high glucose) APN2 group (20 pg/ml f-APN
+ high glucose) APN3 group (30 pg/ml f-APN + high glucose) APN + SB group (30 wg/ml {-APN + high glu-
cose + 10 pmol/L p38MAPK blocker SB203580 ) low glucose control group ( low glucose glucose 1.0 g/L
DEME Medium) . MTT was used to detect the cell proliferation. Flow cytometer was used to detect the apoptosis.
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Western blot was used to detect the expression of phosphor-p38 mitogen-activated protein kinase ( pp38MAPK)
and cysteinyl aspartate specific proteinase-3( Caspase-3) protein. Results Compared with the low glucose control
group the absorbance ( OD) values of the high glucose control group increased significantly after 24 and 48 h ( P
<0.05) and the apoptotic rate was not statistically different; After 24 h of intervention compared with the high
glucose control group the OD value of APN3 group was significantly decreased ( P <0.05) and the apoptosis rate
was significantly increased ( P <0.05) ; after 48 h of intervention compared with the high glucose control group
the OD values of APNI group APN2 and APN3 group were significantly decreased ( P <0.05) and the apoptosis
rate was significantly increased ( P <0. 05) . Compared with APN1 group the OD values of APN2 and APN3 groups
were lower ( P <0.05) and the apoptosis rate was higher ( P <0.05) . Compared with the high glucose control
group the expression of p-p38MAPK protein and Caspase-3 protein in APN2 group and APN3 group were signifi—
cantly increased ( P <0.05) and the expression of p-p38MAPK protein and Caspase-3 protein in APN3 group was
higher than that of APN2 group ( P <0.05) . The expression of pp38 MAPK protein and Caspase-3 protein in APN
+ SB group were significantly lower than those in APN3 group ( P <0.05) . Conclusion {-APN can inhibit the
proliferation and promotes the apoptosis of colon cancer SW480 cells in the high glucose environment. Its mecha-
nism may be related to the activation of p38MAPK pathway and Caspase-3.

Key words adipokine; colon caner; adiponectin; p38MAPK; Caspase-3



