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Figure 1. MTT assay for HCT — 8 and LOVO cell growth after

ATRA treatment. After treating with ATRA for 1 d 2
d 3 dand4 d the cell proliferation was significantly
inhibited and the inhibition effect was correlated with
ATRA concentration. ATRA ( 107> mol/L) ATRA
(107 mol/L) ATRA( 10" mol/L) : Cells were trea—
ted with 10 7" mol/L 10 ~° mol/L and 10 ~* mol /L AT-
RA respectively. No ATRA control: only culture me—
dium without ATRA. Medium: only solution without

cells.
1 HCT-8 LOVO MTT
[-actin HIF-1a
1 2 3 4 1 2 3 4

14 r
B HCT-8
1.2 OLovo

1.0
0.8
0.6
T 0.4
0.2

0

IF-10/B-actin

NoATRA 10'mol/L._ 10" mol/L._ 10" mol/L
control ATRA concentration
Figure 2. HIF — la transcription levels of HCT — 8 and LOVO
cells after treated with different concentrations of AT-
RA. x+s.n=5." P <0.05 vs control. HIF — 1o mR-
NA levels were determined by RT — PCR and gray
scale analysis. Cells were treated with 10~ mol /L
10 mol/L and 10 = mol/L ATRA then the mRNA
levels were compared with non — treated controls. Lane
1: non — treated control; Lane 2 — 4: cells treated
with 10 " mol/L 10 ~° mol /L and 10 ~* mol/L ATRA.
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Figure 3. HIF - la expression levels of HCT — 8 and LOVO
cells after treated with different concentrations of AT-
RA. x+s.n=5. " P <0.05 vs control. HIF - 1l
protein levels were determined by Western blotting
and gray scale analysis. Cells were treated with 107’
mol/L 10 7% mol/L and 10 > mol/L ATRA then the
protein levels were compared with non — treated con—
trols. Lane 1: non — treated control; Lane 2 —4: cells
treated with 10 7" mol/L 10~ mol/L and 10 > mol/L
ATRA respectively.
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