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[ Abstract] Objective To establish the Imatinib-resistant model GIST882-R. Methods The in-
termittent concentration gradient doubling method was used to get Imatinib-resistant cell line GIST882-R.
Changes of cell morphology were observed and compared under the optical microscopy. Changes of cell cy-
cle were assayed and compared by using flow cytometer. The growth curvature, doubling time and ICy, were
calculated by using methylthiazol tetrazolium (MTT) assay. Gene sequencing was applied to detect DNA
mutation. Results (1) Significant changes occurred to the morphologic profiles, such as epithelioid
shaped, the increased ratio of nucleolus to cytoplasm, emerging multinucleate cell, increase of granule sub-
stances; (2) The cell cycle of GIST882-S and GIST882-R was respectively 20.23% and 17.38% in S
phase, 68.33% and 72.25% in G,/G, phase, 11.44% and 10.37% in G,/M phase respectively (P <
0.01); (3) The doubling time of GIST882-S and GIST882-R was (47.10 +2.01) h and (39.56 £1.18)
h respectively (P <0.01). ICy, for GIST882-S and GIST882-R was (1. 549 £0.366) pmol and (0. 136 +
0.025) pmol respectively (P < 0.01). The resistance of GIST882-R to Imatinib was 11.39 fold of
GIST882-S cells; (4) K642E mutation of exon 13 was found in both GIST882-S and GIST882-R. Conclu-
sion The sensitivity of GIST882-R to Imatinib treatment is decreased significantly.
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