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Abstract

AIM: To investigate the implication in tumorigenesis of a
novel c-kit gene mutant, which was identified recently in
gastrointestinal stromal tumor (GIST), by examining its
effect on cell proliferation and cell cycle.

METHODS: Recombinant plasmids, which contained mu-
tant or wile-type c-kit gene, were stably transfected into
human embryonic kidney (HEK) cells. The expression of c-
kit protein was detected by Western blot. The proliferation
and cell cycle of the transfected cells were detected by
MTT colorimetic assay and flow cytometry, respectively.

RESULTS: In comparison with the cells transfected with
wild-type c-kit cDNA and empty pcDNA3 vector, the prolif-
eration of the cells transfected with mutant c-kit cDNA was
increased significantly. The percentages of cells in prolif-
eration phase (S+G2+M) were 48.34%, 48.24%, 42.03%
and 42.16% in test, positive control, negative control and
empty control group, respectively.

CONCLUSION: The mutant c-kit gene can promote hu-
man cell proliferation, which may play an important role in
the malignant transformation of GIST.
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PP TG, BRIk IR A bric s A 3K 5% (Dako 2 H)) ;
NBT/BCIP & 4 R 4% ( B3l {g 20 =) s MTT (R AL = B
e = 2R UM B AE T A ],

1.2 ik FH Qiagen ki EHFERF S PR 2E
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24 h; 2.5 g/LIEEAMHLSILAR, SO, 5
T E R, VL ILIEE L 5x10° AN, PBS ¥k
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il 2 b TR R FHSPSSET T4 X B 3T Ah EE.

2 BER

2.1 4K FBn %2 TR pcDNA3 £ BanH1 BV 5
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Marker, 1 pcDNAS3 vector disgested by Xhol, 2 pcDNA3-KIT-W
disgested by Xhol/BamH|, 3 pcDNA3-KIT-MW disgested by Xho |/
BamH 1, 4 pcDNA3- KIT-NW disgested by Xho |/BamH .
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B 2 Western blot G ENM4EER. 1-2: pcDNA3-KIT-W; 3 — 4: pcDNA3-
KIT-MW; 5 — 6: pcDNA3-KIT-NW; 7-8: pcDNA3.
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(/X0. 05) ; pcDNA3-KIT-W: ¥ = —18. 34+10. 44X(/XO0. 05) ;
pcDNA3-KIT-MW: ¥ = —17. 7+11. 73X(/X0. 05) ; pcDNA3-
KIT-NW: ¥ = —19. 0+12. 51.X(/X0. 05).
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(0. 05) . ¥4 pcDNA3-KIT-MW 5 peDNA3-KIT-NW 41
45 5 F peDNAS 5 peDNAS-KIT-WZA A B # 48 ik 522 X
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BEJS, Mg C-Kit RSN cDNA X HEK 3§
A SRR AR i R ) e, A5 SRR B4 peDNAS,
peDNA3-KIT-W. pcDNA3-KIT-NWAHTpcDNA3-KIT-MW i $i
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