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Abstract

AIM: To investigate the impact of RNA
interference-mediated downregulation of
hypoxia-inducible factor-1a (HIF-1a) on the
biological behavior of esophageal squamous cell
carcinoma TE13 cells.

METHODS: The plasmid harboring small inter-
fering RNA targeting HIF-1o was introduced
into TE13 cells by liposome-mediated transfec-
tion. The expression of HIF-1a protein was mea-
sured by Western blot. The proliferation of TE13
cells was determined by methyl thiazolyl tetra-
) zolium (MTT) colorimetric assay. The migration
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of TE13 cells was evaluated by Transwell migra-
tion assay. Cell cycle analysis was performed by
fluorescence-activated cell sorting (FACS).

RESULTS: HIF-1a expression was markedly
downregulated in TE13/12 cell clone (trans-
fected with the plasmid harboring small inter-
fering RNA targeting HIF-1a)). The expression
of HIF-1a protein in TE13/12 cells could not be
detected by Western blot. The proliferation of
TE13/12 cells decreased significantly compared
with untransfected TE13 cells (P < 0.05). Tran-
swell migration assay showed that less TE13/12
cells could move through the artificial basement
membrane when compared with untransfected
TE13 cells (18.2 £ 3.7 vs 103.8 £ 8.5, P < 0.05). The
cell cycle of TE13/12 cells was changed. Com-
pared with untransfected TE13 cells, the percent-
age of TE13/12 cells in G,/M phase decreased
significantly (5.99% +1.19% vs 20.47% + 4.30%, P
< 0.05), whereas the percentage of TE13/12 cells
in S phase increased remarkably (64.67% + 1.98%
vs 48.53% +3.89%, P < 0.05).

CONCLUSION: RNA interference-mediated
downregulation of HIF-1a can attenuate the
proliferation and migration of TE13 cells. Block-
ade of the HIF-1a pathway may provide a new
approach to the treatment of human esophagus
squamous cell carcinoma.
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; Transwell 2000(Invitrogen), %KM (Sigma), I AHIF-
; la. mAb(Chemicon), fPTL A Tubulin-a mAb
(Sigma).
&8 TE13/12 , Western 12
blot HIF-lo. . HIF-la ,la2a DGR dBONBUE K TELS
(P<0.05), ML 292.0 X 107 MR T35 mmBFFEIL, BT
) AEPAEZMIDMEME; 723, X H M 2241 o
(182£3.7vs 103.8% 2005900, 5 & FF 6 . MpGCsi-HIF-10U id
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2 Western blotfilEREHIF-10IRIL. 1:
2: TE13; 3: TE13/12.
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