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[ Abstract] Objective: The aim of this study was to investigate the drug effects of the gemcitabine
(GEM) combined with erlotinib (ERL) on the proliferation of pancreatic cancer cells. Methods ; All
the experiments were conducted with logarithmic growth phase cells of the PANC-1. The cytotoxicity
test of GEM and ERL on PANC-1 cells was detected by CCK-8 method , and the inhibition concentra-
tion of half (IC,,) was calculated. According to the different proportion of 1Cy, values of the two drugs
on panc-1 cells,the inhibition of the two drugs combination on panc-1 cells was observed and the effect
of it was analyzed by Chou-Talalay method. PANC-1 cells were set as non-intervention group ( control
group) and GEM group , ERL group, GEM combined with ERL group ( combined group) ,and the for-
mation of PANC-1 cell clones was observed. Results : The IC;, of GEM to panc-1 cells was 80 nmol/L,
and the IC,; of ERL to panc-1 cells was 12 nmol/L. When the concentration ratio of ERL: GEM was
5:1,the inhibition rate on panc-1 cells by drug combination was nearly 50% , which was higher than
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the concentration ratio 1;1 and 10:1,and the difference was statistically significant (P <0.05). GEM

combined ERL chou-talalay index (CI) was 0.4, and the combined effect was synergistic. Compared

with the control group,the number of cell clones of PANC-1 cells in GEM group, ERL group and com-

bination group was significantly decreased (P <0.05) ,and the number of clone formation in the com-

bined group was significantly lower than that in the GEM group and the ERL group (P <0.05).

Conclusion ; The combination of GEM and ERL has a synergistic effect,and can reduce the dosage of

the drug to achieve and enhance the inhibition effect of panc-1 cell proliferation in pancreatic cancer.

[ Key words | gemcitabine; erlotinib; pancreatic neoplasms; synergistic effect; cell proliferation;

combination therapy
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Fig.2 Cellular plate cloning results of drugs intervention in PANC-1 cells
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