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[ Abstract] Objective The purpose of this study was to investigate the effects of gossypol acetic acid (GAA)
on protein and mRNA expressions of hMLH1 gene in human tongue carcinoma cell line Tca8113 in vitro in order to
discuss the mechanism of tumor suppression of GAA. Methods (1) Western-blot was used to study the effects of
GAA on protein expressions of hMLH1 gene in Tca8113 cell line treated by different concentrations of GAA for 48 h.
(2) Real-time fluorescence quantitative PCR (RFQ-PCR) was used to investigate the effects on the mRNA
expressions of h(MLH1 gene in Tca8113 cell line treated by GAA for 48 h. Results (1) Compared with the control
group, the results of Western—blot showed that the protein expression of hMLH1 gene was increased after treatment
by GAA for 48 h (P<0.05) . (2) The results of RFQ-PCR indicated that the mRNA expression of hMLH1 gene
was increased after GAA treatment for 48 h (P < 0.05) . Conclusion GAA could up-regulate protein and mRNA
expression of hMLH1 in Tca8113 cell line, which indicated that it may be one of the mechanisms of tumor
suppression effect of GAA.
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B, 27589z ACtELKA - ACt XFHRA = (Cr 32
4 hMLHI - Ct 52504 GAPDH) - (Ct XfHEZH
hMLH1 - Ct % B840 GAPDH) . 222051 R HIW
FER IR B, 270« FoRAMIEEELT
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Fig. 1 The protein expression of hMLH1 gene treated
by different concentrations of GAA for 48 h
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Tab.1 The ratio of hMLH 1/ —actin protein expression
in Tca8113 cells treated by different
concentrations of GAA for 48 h (X +5s)

A5 n hMLH 1/ —actin
X HEZH 3 0.62+0.19
5 wmol/L 41 3 0.82+0.28%
10 wmol/L 4 3 0.86 £ 0.134
15 wmol/L 4 3 0.88 +0.10*
54, 4P<0.05.

Fz2 AREIRE GAAEMA 48 h FEAM hMLH1 EEHETRIE 24 F (xx5)
Tab. 2 2-22% value of hMLH1 mRNA expression in Tca8113 cells treated by different concentrations of GAA for

48h (x=x9)
Ao n hMLH1Ct {8 GAPDH Ct & 2-0haG

XFHEZH 3 23.27 £ 034 16.19 + 0.19 1

5 wmol/L 3 23.09 + 0.33 16.65 + 0.35 1.55+0.01%

10 wmol/L 3 22.62 +0.32 16.26 + 0.46 1.64 + 0.042

15 wmol/L 3 21.75+0.26 16.86 £ 0.20 456+ 0.0204
HXREAE, “P<0.05; 55 umol/LGAA 4, 4P<0.05.
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