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Abstract:Objective To explore the relationship between chemoresistance to gemcitabine and ABCG2
expression in pancreatic carcinoma cell line SW1990. Methods
was cultured by DMEM and treated with 0.82 mg/ml gemcitabine for 24, 48 and 72 h. Then apoptosis rate

The pancreatic carcinoma cell line SW1990

was measured by flow cytometry, ABCG2 expression was examined by Western blot and ABCG2 mRNA
expression was detected by RT-PCR. The relationship between ABCG2 expression and chemoresistance to
gemeitabine was analyzed. Results After treated with 0.82 mg/ml gemeitabine for 24, 48 and 72 h, the
apoptosis rates were(21.1+0.61)%, (13.4+2.17)%, (6.4+1.34)%, respectively (comparison between different time
points, P<0.05); moreover, compared with control group, ABCG2 mRNA expression were increased by(2.21
+0.11), (3.30+0.08) and (4.72+0.12) times and the protein expression were increased by(2.17+0.14), (3.61+
0.09) and (4.98+0.13) times respectively (comparison between groups, P<0.05). Conclusion Gemcitabine
could inhibit cell proliferation of pancreatic carcinoma cell line SW1990, but the chemoresistance would be
enhanced gradually with time, which may be related with increased ABCG2 expression.
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Tablel Effect of gemcitabine on cell proliferation of
pancreatic carcinoma cell line SW1990 (x+s)

Groups Inhibition rates (%)

(mg/ml) 24 h 48 h 72h
0.03 20.04+3.73 14.03+2.70 9.14+3.59
0.125 32.67£3.27  26.48+4.98 20.19+5.29
0.5 47.58+£3.72  38.85+3.66 31.75+4.45
2 62.33+3.58 54.41+5.41 47.93+4.17
8 78.88+2.11  74.80+2.55 70.21£3.17
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A:control group; B: 24h; C: 48h; D:72h

ABCG2

A B 3 D
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Figure2 ABCG?2 protein expression in pancreatic cancer
cell line SW1990 treated with 0.82mg/ml GEM at different

time points
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M: marker;A:control group; B: 24h; C: 48h; D:72h
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Figure3 ABCG2 mRNA transcription in pancreatic
cancer cell line SW1990 treated with 0.82mg/ml GEM at
different time points

3 g

Doyle EAfF 5 2 H A K G712 % L A s s B 255 2%
FR(MCF-7/AdrVP)R} & Bl —BicDNA%L JeMCF-741
IOV )0k 7 SULEE=L S TS [ P RARE & Yag
T2y, HERAENRAFTERNER ., mE, 1%
Y B PSR, R H G 5 ) 5 R 2 8 AR
L RIEE TR 2475 [ (breast cancer resistance protein,

€ Specimen-001-48h D gpecimen-001-72h

13.4% 6.4%

E1  0.82mg/ml GEM{E F BEBR 5= SW1990 40 B % 7~ [=] Bt (] &5 s 40 B T= 45 4

Figurel

Apoptosis of pancreatic cancer cell line SW1990 treated with 0.82mg/ml GEM at different time points
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