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Abstract: [ Objective ] To investigate the biological effects and mechanisms of rmhTNF on gastric
cancer cell line MKN45.[ Methods ] The different concentrations(50,100,200IU/ml) of recombined
and modified human tumor necrosis factorrmhTNF) were used in gastric carcinoma cell line MKN45.
The growth inhibition rate of rmhTNF was observed by CCK8 assay. The mRNA expressions of
p53 is forms A133p53,STATI ,and STAT3 on MKN45 gastric cancer cells were detected by real-
time polymerase chain reaction(RT-PCR).[ Results ] CCK-8 assay showed that as rmhTNF concen-
trations (50,100,200IU/ml) increased ,the inhibitory rates of MKN45 cells increased accordingly
(17.133% ,24.800% ,and 31.733% ,respectively),and that the difference was statistically signifi-
cant (F=16.246,P<0.01). RT-PCR showed that as rmhTNF concentrations increased,the ex-
pression of STAT1 mRNA in MKN45 cells also increased(F=164.290, P<0.01)while the expression
of STAT3,delta 133p53 mRNA decreased (F=29.921,F=24.243 all P<0.01). Pearson correlation
analysis showed that the expression of delta 133p53 was negatively correlated with that of STATI
and positively correlated with that of STAT3 (r=-0.951,r=0.840,all P<0.01). [Conclusion] In
MKN45,A133p53 is the common target gene of both STAT1 and STAT3 in regulating tumor
cells,and STAT1,STAT3-A133p53-p53 pathway may be the mechanism of rmhTNF inhibiting
gastric cancer cell line MKN45.
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Table 1 Primer sequence of gene

Gene Primer sequences

Forward 5'-GATGAGATTGGCATGGCTTT-3’
Reverse 5'-GTCACCTTCACCGTTCCAGT-3’
Forward 5'-TGGGCTCAGCTTTCAGAAGT-3’
Reverse 5'-CTGGCGTTAGGACCAAGAAG-3’
Forward 5'-GGCCATCTTGAGCACTAAGC-3’
Reverse 5'-CGGACTGGATCTGGGTCTTA-3’
A133p53 Forward 5'-ACTCTGTCTCCTTCCTCTTCCTACAG-3’
Reverse 5'-GTGTGGAATCAACCCACAGCT-3’

B-actin

STAT1

STAT3

15 SitzEaE
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N, PRI 22 S R TR R Oy 2200 B, T FL AR H
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2.1 rmhTNF-o Xf MKN45 £ B 18 58 Y 22 1

CCK-8 253 /R , AR rmhTNF-a (50,100
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Ry W N 17.133% +2.458% ,24.800% +4.258%
31.733%=+2.318% ,rmhTNF-a X MKN45 £ fitg 4111 1 %
B i B 1 g T MG SR RO ME (F=16.246, P<
0.01),
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S STAT3 mRNA FyAHXF Rk i Ry 1,38 it NS5
A B-actin i #% 1E , rmhTNF-o 4b BE () MKN45 4 il
A133p53 mRNA (1 FH XF 223 1 f Bl o J32 1 5 i eI
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Table 2 Effects of rmhTNF on the mRNA expression of A133p53,STAT1
and STATS3 in gastric cancer cell MKN45 (x+s,n=3)

Pearson H Z&AH 520 145 R W |

MKN-45 40 H@ EF' A133053 ':j STATI Gene 0U/ml 50U/ml 100U/ml 200U/ml F P
R el AI33p53 1 0.842:0.083 0.6830.090 0.500£0.089 24.243 <0.001

mRNA fRIEEFAHE ¢=-0.951,P<  gpam 1 1.584£0.096 23190088 3.122+0.212 164290 <0.001
0.01),A133p53 5 STAT3 mRNA (9%  STAT3 1 1.163£0.084 08140092 0.5600.107 29.921 <0.001
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Figure 1 The expression of A133p53,STAT1 and STAT3 mRNA in MKN-45
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Figure 2 Correlation between the expression of A133p53 with STAT1 and STAT3 mRNA in MKN-45
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