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REWNCTT /v A2a SRR (A2aR) 3 gefitinib OIPHEEIFH IV TEETTH Y, KOR ORIH 5\ T
A2aR DFHFEN, gefitinib (M NSCLC HSFHIIZ7R L, 23 AR LA 238 < TREMED VIR ST,

MR OBEE (¥3L) : To determine the expression profile of GPCRs in gefitinib-sensitive
(HCCB827) and gefitinib-resistant NSCLC cells (H1975, HCC827GR), a GPCR-specific microarray
analysis was performed. A heat-map of the microarray revealed considerable differences in the
expression of GPCRs between these cells. From the GPCR expression list, we selected some GPCR
agonists/antagonist to investigate whether the respective ligands could affect the growth of either
H1975 or HCC827GR cells. The present results showed that either stimulation of kappa-opioid
receptor (KOR) or inhibition adenosine A2a receptor (A2aR) reduces the growth of
gefitinib-resistant NSCLC cells. These findings suggest that, although further in vivo studies are still
needed, the ability to stimulation of KOR or interfere with A2aR may provide unique opportunities

for the prevention of gefitinib-resistant NSCLC growth.
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