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The new findings of multi—drug resistant (MDR) genes’s effect
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[Abstract] Objective: To observe the change of the total RNA and MDR1 gene, the chemosensitivity and the radio—sensi-
tivity of NCI-H 446 small cell lung cancer cell line, and to explore the other effect of multidrug resistant (MDR) genes.
Methods: NCI-H 446 small cell lung cancer cell line which was exponential phase of growth was explored to “Co treat-
ment machine (GWGP80 type). The total RNA of the cells that were unirradiated (S—cell, Sc) and irradiated (R—cell, Re)
were isolated from homogenate samples by the acid guanidine thiocyanate —phenol chloroform method. The expression of
MDR1 mRNA was assessed by qualitative RT-PCR assays. The survival rates of NCI-H446 cell line were respectively ob -
served by the interference of different concentration of Mitomycin C and the reversal agent of verapamil before and after
fractioned radiation treatment. The two kinds of cells were administered different doses of radiation treatment again. And
then the plating efficiency (PE) and the survival rate (S) respectively one week after that treatment were calculated. Re-
sults: For the unirradiated cells, the concentration of the total RNA was 25.9 mg/L. and the ratio of the average value of
electrophoresis trip from MDR1 ¢DNA/B-actin ¢cDNA was 1.078; but for the irradiated cells, this two numerical values
were 16.6 mg/L. and 1.338 respectively. The survival rate of the radiated cells was higher than that of the unradiated cells
under the same concentration of Mitomycin C  (P<0.01); after adding the reversal agent of Verapamil to the two cell lines,
the change of the survival rates of the two cell lines became almost the same level (P>0.05). After 2 Gy and 4 Gy radiation
treatment, the survival rates of irradiated cells were (79.67+34.48)% and (23.73+8.62)% respectively and that of unirradiat-
ed cells were (51.24+11.88)% and (19.40+5.59)% respectively, there were significant differences (P<0.05). Conclusion:
Besides chemotherapy, the other scathing factors can also enhance the expression of its MDR1 gene. The high expression of
the MDR1 gene by the scathing factors can bring cells to produce endurance toward other subsequent scathing factors. So,
it is more appropriate to calling MDR1 gene the multifold scathing factors—fast gene.
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