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Research on silencing HIF-1a gene reversing MDR in colon cancer”
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[Abstract] Objective To explore the effect of silencing HIF-1q gene for reversing MDR of colon canc-
er. Methods The slow virus of MDR1, HIF-1¢ and the multicellular spheroids system of the parental HT-29
cell were established. The drug resistance model was formed by the low-oxygen guide. They were divided into
five groups, including Neg-miR infection group (group A), parent N group (group B), MDR1-miR infection
group(group C),parent H group(group D) and HIF-1¢miR infection group (group E). Then the drug resist-
ance reversion and tumor cell death were detected. Results The interference system of two sets of miR recom-
binant lentivirus with MDR1 and HIF-1 could be passaged by following cells, could significantly produce the
inhibiting effect on the expression of the target gene protein (P<C0. 05) ;in the cell cycle:there was statistical-
ly significant difference between the group D and group E and between group C and group B (P<C0. 05). There
was statistically significant difference between the group E and group B (P<C0. 05). There was statistically
significant difference between the group C and group E (P<C0. 05). The sensitivity and apoptosis rate in each
group:there was statistically significant difference among group D (VCR, ADR,5-Fu),group C(5-Fu),group
E(5-Fu) and group B (P<C0. 05). There was statistically significant difference between group E (VCR, ADR,
5-Fu) and group CCADR, VCR) with group D (P<C0. 05). There was statistically significant difference be-
tween the group C (5-Fu) and group E (P<C0. 05). Conclusion Silencing HIF-1¢ can significantly reverse the
resistance of HT-29 MCS cells to 5-Fu, VCR and ADR.
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