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rmhTNF ¢ B (9 38 i, MKN45 5 98 41 f bk A133p53 1 mRNA 7K - (9 1 % 2 35 & i 2>, PTEN
HYAH X Rk R, 25 G E X (H=10.385,P=0.016), SGC7901 5 % 40 Mtk b J&
A133p53 ik ,PTEN 235 AR BE rmh TNF ¥ B A9 75 £k 11 45 1k . MKN4S 5 93 40 i bk 7 A133p53
5 PTEN M3k 27 M % (1=-0.958,P<0.01).  [£518 ] rmhTNF XJ & 9 40 it i4 9 0 75 5
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The Effect of Tumor Necrosis Factor (rmhTNF) on Proli-
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Abstract: [Purpose]| To investigate the effect of tumor necrosis factor on proliferation and
A133p53 expression in human poorly differentiated gastric carcinoma cell line MKN45 and middle
differentiated gastric carcinoma cell line SGC7901. [Methods]The different concentrations of
rmhTNF (0,50 1U/ml, 100 1U/ml,500 IU/ml) effected on the gastric carcinoma cell lines MKN45
and SGC7901. The growth inhibitory effect of rmhTNF on human gastric carcinoma cell lines was
observed by CCK8 assay. The expression of p53 isoform A133p53 and p53 downstream molecule
PTEN on the mRNA level was detected by nested reverse transcription polymerase chain reaction
(nRT-PCR). The relationship between A133p53 and PTEN mRNA was analyzed by Pearson linear
analysis. [Results] In CCK8 assay, it was shown that the MKN45 gastric carcinoma cell line were
significantly inhibited by rmhTNF,with significant difference (H=15.434,P=0.001);the growth in-
hibitory effect of experiment cell groups (50IU/ml,100IU/ml 500 IU/ml)was 26.2% ,33.62% and
48.49% respectively. The SGC7901 gastric carcinoma cell line was not inhibited by rmhTNF,and
the growth inhibitory effect of experiment cell group was 4.02% ,4.63% and 2.68% respectively.
nRT -PCR results showed that with the rmhTNF concentration increased,the expression of
A133p53 were gradually decreased and the expression of PTEN were gradually increased on mR-
NA levels in the MKN45 gastric carcinoma cell line (H=10.385,P=0.016). There was no A133p53
expression in SGC7901 gastric carcinoma cell line and the PTEN s relative expression was no sig-
nificant change. The A133p53 mRNA expression was negatively related to PTEN mRNA expres-
sion in MKN45 gastric carcinoma cell line (r=—0.958,P<0.01). [ Conclusion ] The inhibitory effect
of rmhTNF to gastric carcinoma was associated with the cross-talk between TNF-NF-kB and p53-
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PTEN pathway,in which A133p53 isoform plays a pivotal role. The result indicated that the
A133p53 isoform might be an important target molecular for the molecular diagnosis and biological

therapy of gastric carcinoma.

Key words : tumor necrosis factor;gastric carcinoma;p53 isoforms; A133p53;PTEN
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Table 1 The sequence and length of primer
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Primer Sequence(5'-3") Length (bp)
A133p53
1 _
Upstream CTGAGGTGTAGACGCCAACTCTCTCTAG
Downstream  AATGTCAGTCTGAGTCAGGCCCTTCTGTC
2m 750
Upstream GCTAGTGGGTTGCAGGAGGTGCTTACAC
Downstream  CTCACGCCCACGGATCTGA
PTEN
Upstream AGTTCCCTCAGCCGTTACCT 436
Downstream GGATCAGAGTCAGTGGTGTCAG
3-actin
Upstream GTGGGGCGCCCCAGGCACCA 539
Downstream CTCCTTAATGTCACGCACGATTTC
60
=& MKN45
_ —- SGC7901
S
3 40f
£
% 30
=
20
10
0 = : i —— :
50 100 500
rmhTNF concentrations(IU)
Figure 1 The inhibitory rate of rmhTNF on grastric cancer cell line

Table 2 Effect of rmhTNF on proliferation of MKN45 and SGC7901 cells

Cell line 0 501U 100IU 500IU H P

MKN45
SGC7901

0.827+0.053 0.611+0.049 0.549+0.091 0.426+0.085 15.434 0.001
0.971£0.163 0.932+0.176 0.926+0.146 0.945+0.105 0.291 0.962

Table 3 The expression of A133p53,PTEN mRNA in MKN45 cells

Index 0 501U 100IU 500IU H P

A133p53  0.654+0.035 0.461+0.043 0.290+0.019 0.230+0.040 10.385 0.016
PTEN 0.301+£0.029 0.465+0.045 0.817+0.044 0.979+0.045 10.385 0.016

Table 4 The expression of A133p53.PTEN mRNA in SGC7901 cells

Index 0 501U 1001U 5001U H P
A133p53 0 0 0 0 = =
PTEN 0.733+0.014 0.728+0.022 0.724+0.011 0.721+£0.006 1.119 0.772
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539 bp

750 bp

M 1 2 3 4

(A,DL:B-actin;B,E:PTEN,C,F:A133p53.A~C:MKN45 cell line;D~F:SGC7901 cell line;M:DNA marker;1~4:the

different concentrations of rmhTNF is 0,50 ,100 .5001IU. )

Figure 2 The expression of 3-actin, PETN and A133p53 mRNA in MKN45 and SGC7901 cells

539 bp

436 bp

h -

M 1 2 3 4

A133p53

rmhTNF
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Figure 4 The relationship of A133p53 and PTEN
mRNA expression in MKN45 cell line
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