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Establishment of sunitinib—resistant renal carcinoma cell line ACSUR and its biological characteristics
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Abstract Objective: To produce sunitinib—resistant cell line ACSUR and explore its biological characteristics. Methods: ACHN renal
cancer cells as parental cells were incubated with stepwise increasing concentration of sunitinib to produce ACSUR cells. Morphology of
ACSUR cells was observed by an inverted microscope. Cell proliferation was measured by MTT assay and drug resistance index was
calculated. Apoptosis rate was detected by flow cytometry. The abilities of colony formation and migration were determined by colony
formation and wound healing assay respectively. Results: ACSUR resistance index was 6.21 and cells grew dispersely. Apoptosis rate
was reduced significantly, while abilities of colony formation and migration were enhanced obviously in ACSUR cells (P <0.05).
Conclusion: ACSUR cells possess the biological characteristics of resistant cells, which can provide a research model for exploring the
mechanism of resistance to sunitinib and reversal of drug resistance.
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Fig 2 Effects of sunitinib on the proliferation of ACHN and ACSUR

cells

2.3 ACSUR @bt I s ae A B385% 45
PP ZE R s, &R JEER T, ACSUR 72
BT WG RE 77 B S 5 TR AR AR (81 3)

2.4 ACSUR @A T % B E A% AU
MZERGoR, GFeRBEWwE R 1.2.4 K 8 pmol/L
i}, ACSUR T 2 AR T A4, 2% H
HET2EE XL (P<0.05)(E 4),



558 FHEHKRESK

525 &

0 pmol/L
L~ e o

0.5 pmol/L.
— o~

3 #FREB R ACHN & ACSUR 418 — 4 52 FE R AL A4 10

1 pmol/L

2 pmol/L 4 pmol/L 8 pmol/L

: | 'h 'f
| 4 B )
¢/ \\ ) N P
~, /

-

ST

s It l

5

—

Fig 3 Effects of sunitinib on the formation of two—dimensional clones of ACHN and ACSUR cells
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Fig 4 Effects of sunitinib on the apoptosis of ACHN and ACSUR cells
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Fig 5 Effects of sunitinib on the migration ability of ACHN and
ACSUR cells
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