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Establishment and Apotosis of an Imatinib Resistant Cell Line of Gastrointestinal Stromal Tumor.  Gu Binbin, Ye Liping, Fang Con-
gcheng et al. Department of Gastroenterology, Taizhou Hospital of Zhejiang Province , Zhejiang 317000 , China

Abstract Objective To establish the imatinib - resistant gastrointestinal stromal cell line ( GIST - 882 —IM) and explore its bio-
logical characteritics. Methods Imtinib — resistant cell line( GIST — 882 — IM) was established by the high concentration Imatinib. The
cell growth curve,doubling time and ICy, was calculated by CCK -8 assay. The apoptosis and the cell cycle of GIST —882 (GIST - 882 —
IM was tested by flow cytometry. Results The doubling time of GIST — 882 — IM and GIST - 882 was 58.95 +1.56h and 49.49 +0.69h
respectively (P <0.01). 1Cy, for GIST — 882 — IM and GIST - 882 was IC,, =1.869 +0. 103umol and 0. 054 +0. 001 pmol respectively
(P <0.01). The resistance of GIST — 882 — IM to Imatinib was 34. 62 fold of GIST —882. Compared with GIST - 882, apotosis of the
GIST - 882 — IM was inhibited. The apotosis rate of GIST — 882 - IM in 24,48 ,72h was 1.97% +0.38% ,2.87% +0.38% ,4.40% =+
0.36% while the GIST - 882 was 6.07% +0.96% ,11.17% +0.64% .16.97% +0.12% respectively (P <0.01). The cell numbers of
G,/ G, phase increased while decreased in S and G,/M phase in GIST — 882 — IM cell. Conclusion The Imatinib - resistant gastrointes-
tinal stromal cell line GIST — 882 — IM was successful established. The GIST — 882 and GIST - 882 — IM cells were different in biological
characteristics. The GIST — 882 — IMcell will be uesd to sutdy the mechanism of Imatinib resistance in GIST and search another targed drug
to eliminate the drug resistance.

Key words Drug — resistant cell line; Cell growth curve; Resistance; Apotosis
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