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Effects of Repeated Treatment by Anticancer Drugs on Expression of erbB-2,
pS3 and MDRI1 in Human Lung Cancer Cell Line
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[ Abstract ] Objective: To explore the variation of the proteins of erbB-2, p53 and MDR1 in repeated treatment by anti-
cancer drugs and the effects on biotherapy. Methods: The human lung cancer cell line ( LPET-a-1 ) was repeatedly trea-
ted by anticancer drugs—doxorubicin, etoposide, cisplatin and combination of the three drugs, and every drug was given
in two concentrations. erhB-2, p53 and MDRI1 were tested by flow cytometry. The percentage of cells expressing these
proteins and the mean quantity of them were acquired. We could calculate the number of cells expressing each protein, the
mean quantity of each protein and the total one after each treatment by different drugs in different concentration. Results:
The levels of every protein decreased along with the time of cell culture. In high-dose groups, almost every item of erbB-
2 and MDR1 was downregulated along with the times of treatment. In low-dose groups, there was not a rule of the item$
variation and some of them increased. There was not a rule of p53 variation, and the expression of it in drug groups was
higher than that in control at the third drug treatment. Conclusion: After treated by anticancer drugs, especially in low-
dose, the expressions of erhB-2, p53 and MDRI increased at different level. These data suggested that the patients suffer-
ing from cancer should be given adequate biotherapy after chemotherapy in clinical practice.
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Tab. 1 The Expression of erbB-2 in LTEP-a-2 cell line
ADM DDP VP-16 Comninrf
Treating times Control
IC,, IC,, IC;,  IC,, 1C,, IC,, IC,, IC,,
1 Positive cell numberl % )  99.0 99.9 59.9 60.8 89.7 98.6 45.2 93.7 100
Mean quantity 5.8 17.1 1.8 1.6 3.3 16.1 1.6 3.0 7.2
Total quantity 570.2 1708.3 108.4 94.8  296.9 1587.5 71.9 277.4 720
2 Positive cell numbert % )  43.1 92.0 57.2 59.2 57.2 12.5 12.0 3.6 77.0
Mean quantity 1.6 2.8 1.5 1.5 1.7 1.4 1.7 1.4 1.6
Total quantity 70.7 253.0 83.7 88.7 97.7 17.5 20.3 5.3 122.0
3 Positive cell number % ) 9.2 55.3 88.4 6.8 93.2 51.6
Mean quantity 1.4 1.5 1.8 1.6 2.1 1.4
Total quantity 13.2 81.3 162.2 10.9 199.4 72.0
&2 LTEP-a-2 REZFESNTTHYRIE 3 A ps3 HIRIE
Tab. 2 The expression of p53 in LTEP-a-2 cell line
ADM DDP VP-16 Comninrf
Treating times Control
IC,, IC,, | [OF (OF IC,, IG,, IC,, IG,,
1 Positive cell numbe % ) 46.9 78.5 44.3 0.5 93.2 96.8 29.7 77.6 93.6
Mean quantity 1.6 2.0 1.8 2.0 3.8 3.2 2.1 2.4 2.9
Total quantity 76.0 157.0 78.0 1.0 352.3 311.7  63.0 183.9 273.2
2 Positive cell number( % )  99.3 93.3 2.6 85.3 9.4 99.9 91.8 2.0 96.7
Mean quantity 11.0 3.1 1.8 7.3 1.6 1.7.0 2.4 1.4 1.6
Total quantity 1092.3 287.2 4.7 622.8 14.9 1698.3 216.6 2.8 521.9
3 Positive cell numbe % ) 5.4 9.6 2.5 1.9 4.9 0.4
Mean quantity 1.9 1.6 1.8 1.4 1.5 1.8
Total quantity 10.3 15.4 4.3 2.8 7.4 0.7
&3 LTEP-a-2 FAZLNTEYRIM 3 A EH MDRI ByRX
Tab. 3 The expression of MDR1 in LTEP-a-2 cell line
ADM DDP VP-16 Comninrf
Treating times Control
IC,, IC,, | [OFR (OGP IC,, IG,, IC,, IG,
1 Positive cell numbe % ) 84.4 96.3 12.8 28.8 15.3 93.8 7.8 42.1 67.4
Mean quantity 6.0 9.8 2.0 2.4 2.4 13.5 2.0 2.1 2.7
Total quantity 508.1 943.7  25.0 69.0 37.3 1266.3 15.3 89.7 182.7
2 Positive cell numbel % ) 7.6 47.1 19.0 12.8 68.5 7.7 10.8 1.5 44.9
Mean quantity 2.4 20 2.3 1.6 2.1 2.2 1.4 2.5 1.7
Total quantity 17.9 93.5 43.2 20.9 144.1 17.1 15.1 3.7 77.2
3 Positive cell number! % ) 53.0 2.7 1.1 1.7 48.2 5.9
Mean quantity 1.5 1.6 1.4 2.2 3.7 1.8
Total quantity 79.4 4.3 16.0 3.7 177.6 10.4
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