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Expression of carbohydrate response element binding protein in
hepatocellular carcinoma and its functions
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Abstract Objective: To investigate the expression of carbohydrate response element binding protein (ChREBP) and its
biological actions in hepatocellular carcinoma (HCC).
Methods: The mRNA and protein expressions of ChREBP in 73 specimens of HCC along with its adjacent tissue,
as well as different HCC cell lines and normal hepatic cell line were determined by g-PCR, immunohistochemical
staining and Western blot analysis, respectively. The changes in cell cycle, apoptosis and proliferation in HCC cells
were observed after the siRNA interference of ChREBP2 expression.
Results: Both mRNA and protein expressions of ChREBP were significantly increased in HCC tissue compared
with tumor-adjacent tissue, and significantly increased in all studied HCC cell lines compared with normal hepatic
cell line (all P<0.05). After interference of ChREBP2 expression, HCC cells presented significant G,/S phase
arrest and inhibition of proliferation (both P<0.05), but apoptosis showed no significant change (P>0.05).
Conclusion: ChREBP expression is elevated in HCC, which may probably promote proliferation of HCC cells
through cell cycle regulation, and thereby plays an important role in the progression of HCC.
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Figure 1 ChREBPmRNA expression levelsin HCC and tumor-

adjacent normal tissues
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Figure 2 Immunohistochemical staining forChREBPprotein expression A: ChREBP staining in HCC and tumor-adjacenttissues (x400);

B:Comparison of ChREBPexpression intensities between HCC tissues and their adjacent non-tumor tissues
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Figure 3 ChREBP expressions in normal liver cell line and different HCC cell lines
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2.3 TR

A B2 A F B ChREBPRYsiRNA
T H Bt (siChREBP #1 ., siChREBP #2) T4
SK-Hep- 1401, JFxF TR 4T T 4% .
R BN siChREBP #1 ( A Bl ) 4bHSK-Hep-1
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(Kl4) . B2t , H%EHsiChREBP #1F
A7 20 M Ak B
2.4 ChREBP i 4 A 1= 5 40 ke F HA 9 &2 fim
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FH I 2 A A A SRS I A B T S R e s L g5 SR
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Figure 4 Western blot analysisof efficiency of RNA interference
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Figure S  Effect of ChREBPinterference on apoptosis and cell cycle of HCC cells

cycle of HCC cells
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Figure 6 Effect of ChREBPinterfere on cell proliferation of HCC

cells
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A: Effect on apoptosis of HCC cells; B. Effect on cell
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FERD o FUBRIE T AT & B ChREB PR 2 7L B 98 b
[ ff % 8, ChREBPR L5 7L MR8 5% 8 M % il
Jo WA " ChREBPREAT FE 45 i 985 40 o b 5%
fE SRR G R, (RIS A BHCTI16/
s RS AR TR AF SIS, ChREBPAE i
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