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[Abstract] Objective
DNMTI1,DNMT2,DNMT3aa,DNMT3b and DNMT3L) and methyl-CpG-binding domain protein 2 (MBD2) in gas-

trointestinal stromal tumor(GIST). Methods

To investigate the protein expressions of DNA methyltransferase (DNMT, including

Immunohistochemistry and Western blotting were used to detect DN-
MT and MBD2 expressions in 28 pairs of adult GIST and matched non-tumor tissue. Results The protein expres-
sions of DNMT1, DNMT2, DNMT3b, DNMT3L and MBD2 were significantly stronger in adult GISTs than in
matched non-tumor tissues(P<C0. 05) ; the protein expression of DNMT3a, however, did not differ significantly be-
tween tumors and non-tumor tissues(P>>0. 05). Conclusion GISTs show protein expressions of DNMT (except DN-
MT3a) and MBD2 strongly.
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