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Effect of CCK on proliferation of cholangiocarcinoma cells and expression of P21

and P27 genes
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Abstract: Objective

To study the effect of cholecystokinin (CCK) on the growth of cholangiocarcinoma cell line QBC939 and explore the

relationship between P21™" and P27%"" gene expressions and QBC939 cell poliferation. Methods Cell counting and flow cytometry (FLC) were
used to investigate cell growth, proliferation and cell cycle of the QBC939 cells after co-cultured with CCK. The expressions of P21 and P27""

were determined with immunohistochemical staining. Results

The poliferation of QBCI39 cells with CCK treatment showed an increase in the per-

centage of cells at S phase and a concomitant reduction of cells at G, phase, which could be inhibited by L60. The expression levels of P21*! and

P27%"" genes were mark edly down-regulated in response to CCK treatment. Conclusion

rlated to the down-regulation of P21™" and P27%"" genes.
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The promotion of CCK to QBC939 cell pwliferation may be

QBC939  CCKB/Gastin
. QBC939 10%
( HEPES 100 g /ml 100 U/ml )
DEME . 37 C 5% €O, )
. 3~4d  025% lo. 02% EDTA
. 133~1%5 1. .
. 10% DMEM (12
h), ( Miyagiwa
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P27*", P, 5-GAG GGC AAG TAC GAG TGG CAA3'; P, 5~

CTG CGC ATT GCT CCG CTA ACG-3'; 238 bp
60 C.

P21%\P, P, 5-AAG ACC ATG TGC ACC TGT CA-3'; P, 5-GGC
TTC CTC TTG GAG AAG AT-3; 170 bp
60 C.

GAPDH: P, 5-CCA CCC ATG GCA AAT TCC ATG GCA-3; P,
5'“TCT AGA CGG CAC GIC AGG TCCAG 3'; 598 bp
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