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Inhibitory effects on human gastric cancer cell line by MUC2

antisense oligodeoxynucieotide
XIAO Chunwei , et al
(Department of Pathology, College of Basic Medicine , Chongging Medical University)

[ Abstract] Objective ; To investigate the inhibitory effect in vitro of mucin gene MUC?2 antisense oligodeoxynucleotide { ASODN) on
its gene expression and cell proliferation on gastric cancer cell line. Methods : Phosphorothicate MUC2 ASODN were synthesized and
transfected to SGC7901 cells mediated by lipofectin. Their inhibitory effects on cell proliferation were determined by MTT method,
light microscopy and immunohistochemical method. Resu/ts: The determination by MTT method demonstrated that MUC2 ASODN
of varied concentrations could significantly inhibit the growth of SGC7901 cell lines while the control lipofectin showed no such effect.
The result also suggested that the inhibitory effect was dose — dependent and time — dependent. The inhibition peaked at 48th hour af-
ter transfection,and the inhibition rate reached 55% when the concentration was 0. Spmol/L. After transfecting with MUC2 A-
SODN, SGC7901 cells showed decrease in number, volume and karyokinesis, increase in necroses under light microscopy. And the test
by immunohistochemical method indicated that ASODN could downregulate the expression levels of MUC2 protein, MMP — 2 protein
and CD44V6 protein, but upregulate the expression levels of pl6 protein. Conclusion : The data suggest that MUC2 ASODN transfec-
tion could effectively inhibit SGC7901 cells proliferation and invasion and metastasis potential of SGC7901 cells.
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cleotide, ASODN) 51 5 MUC2 %5 it SR BX T & IX 5 4%,
18 N E A K, HIE X & K% 5 GTGGTGGTGGT-
GATGGGT 3’ , R X8 F 7 8 5° ACCCATCACCACCACCAC
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A#], %l % B ¥ ADODN # B T 100p] Xl i& XHt L E W
RPMI — 1640 $5 58 N R 77 76 B 4 B ik, 1R 59,
FRHE 5~ 10min, B Al JE i AR Bk ~ ASODN E 5%, 3F
SLEPRIF 40 MuAb B, BR Bk 2 ASODN FIEZH i H,
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W EETRHBHEELE, BN BERE.
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