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Abstract

AIM: To observe the influences of CDK11p58
gene on the proliferation and cell cycle of rat
insulinoma cell line INS-1.

METHODS: Rat insulinoma INS-1 cells were di-
vided into three groups: the experimental group
transfected with plasmid pcDNA3.0-CDK11p58;
empty vector group transfected with pcDNA3.0;
blank control group without any interference.
After 48 hours, the expression of CDK11p58 was
detected by Western blot. The proliferation ac-
tivities of the INS-1 cells cells were assessed by
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the MTT assay. Cell cycle was analyzed by flow
cytometry.

RESULTS: In comparison with that in the empty
vector group, the expression of CDK11p58 gene
were significantly up-regulated in the experi-
mental group after 48-h transfection (P < 0.01).
Over-expression of CDK11p58 gene suppressed
the growth of INS-1 cells (P < 0.05), and in-
creased the G;-phase cell proportion significant-
ly (69.87% + 1.77% vs 63.03% * 2.66%, P < 0.01).
INS-1 cells were partly blocked at G, phase.

CONCLUSION: CDK11p58 gene is involved in
the proliferation activity of INS-1 cells. Over-ex-
pression of CDK11p58 gene may suppress INS-1
cell growth and the mechanisms may be due to
the G, phase arrest.
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