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Chemoresistance of CXCR4 positive cells in Lewis lung carcinoma cell line
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Abstract: Objective
(LLC). Methods
CXCR4-positive and CXCR4-negative LLC were planted in 96-well plates, and cisplatin was added in a concentration gradient. CCK-8 cell

To explore the chemoresistance mechanism of the CXCR4 positive cells in Lewis lung carcinoma cell line

CXCR4-positive LLC were observed by laser scanning confocal microscope (LSCM). Isolated by magnetic cell sorting,

viability assay was used to determine theirs chemotherapy sensitivity to cisplatin. RT-PCR was performed to analyze ABCG2 and IGFIR mR-
NA express in CXCR4-positive and CXCR4-negative populations. Results Red immunofluorescent staining cells scattered in LLC growing
tumor tissue. The chemotherapy sensttivity to cisplatin of CXCR4-positive LLC were lower than of CXCR4-negative LLC(P <0.05) . The ex-
pression of ABCG2 mRNA in CXCR4-positive LLC(0. 5240 +0.0078) was higher than that in CXCR4-negative LLC (0.3870 +0. 0066 ).
The expression of IGFIR mRNA in CXCR4-positive LLC (0. 4209 =+ 0. 0074 ) was higher than that in CXCR4-negative LLC (0.1848 +
0.0066). Conclusion CXCR4-positive LLC exhibite higher resistance to chemotherapeutic drugs than CXCR4-negative LLC. The drug-re-
sistance machanism may be relate to the over expression of ABCG2 and IGFIR.
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