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Growth Inhibition of Esophageal Cancer Cell in vitro by rhES
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ABSTRACT Objective: To investigate the growth inhibition of Recombinant Human Endostatin (thES) on human esophageal squa-

mous carcinoma cell line KYSE-150 and TE1. Methods: The effect of thES on the proliferation of human esophageal squamous carcinoma
cell line KYSE-150, TE1 cell and of normal cell line (L929) was studied by3-(4,5)-dimethylthiahiazo(-z-y1)-3,5-di-phenytetrazoliumro-
mide(MTT) assay, treating with various concentrations (0, 12.5, 25, 50, 100, 200, 400, 600 wg/ml) and at different time points (24h, 48h).

Results: After treating with various concentrations of rhES and at different time points, the absorbance of human esophageal squamous

carcinoma cell line KYSE-150, TE1 was significantly decreased (P <<0.05) while L929 was not(P>0.05). Conclusions: rthES can inhibits

the growth of human esophageal squamous carcinoma cell line KYSE-150, TE1 with time-dose dependent style.
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Table 1 Absorbance and survival rate of rat L929 cell after treated by

different concentrations of rhES for 24 hours

rhES(jpg/ml) Absorbance Cell survival rate(%)
0 0.984 + 0.055 100.0+ 5.6
12.5 0.938 + 0.023 953+ 23
25 0912+ 0.046 927+ 47
50 0910+ 0.021 925+ 22
100 0.899 + 0.088 913+ 9.0
200 0.882 + 0.040 89.7+ 4.1
400 0.868 + 0.075 882+ 7.6
600 0.838+ 0.037 85.1+ 3.8
1 MTT L929
thES 570/630 nm A
(P>0.05) rhES
L929 °
2.2 thES KYSE-150
KYSE-150  rhES 24h 48h
570/630 nm A

2 rhES KYSE-150 24h

Table 2 Absorbance and survival rate of KYSE-150 cell after treated by

different concentrations of thES for 24 hours

rhES (g/ml) Absorbance Cell survival rate %
0 1.071 £ 0.048 100.0+ 4.5
12.5 1.048 £ 0.024 979+ 22
25 1.023 £+ 0.034 955+ 3.1
50 0.970 £ 0.099 90.6+ 9.3
100 0.968 £ 0.018 904+ 1.6
200 0.933 + 0.0294 87.1+ 2.7*
400 0.780 £ 0.040~ 729+ 3.8%
600 0.768 £ 0.028* 71.7+ 2.6*

, AP<0.05, *P<0.05
Note:compared with the control group,/AP<0.05 *P<0.05.
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Fig.1 Survival rate of KYSE-150 cell after treated by different

concentrations of thES for 24 hours

3 rhES KYSE-150 48h

Table 3 Absorbance and survival rate of KYSE-150 cell after treated by

different concentrations of thES for 48 hours

RhES(pg/ml) Absorbance Cell survival rate %
0 0472+ 0.043 100.0+ 9.1
12.5 0.458 £ 0.064 97.1% 137
25 0422+ 0.014 89.4+ 3.0
50 0.397 £ 0.030 84.1+ 6.4
100 0.395+ 0.040 83.8+ 8.5
200 0.359+ 0.0294 762+ 2.7*
400 0320+ 0.026* 679+ 54*
600 0317+ 0.0114 672+ 2.2%

, AP<0.05, *P<0.05
Note: compared with the control group, AP<0.05, ¥*P<0.05
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Fig.2 Survival rate of KYSE-150 cell after treated by different
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Table 4 Absorbance and survival rate of TE1 cell after treated by different

concentrations of thES for 24 hours

rhES(pg/ml) Absorbance Cell survival rate %
0 1.010 £ 0.094 1000+ 94
12.5 0.946 = 0.028 944+ 2.8
25 0918+ 0.016 91.6% 1.6
s e 50 0.898 + 0.024 89.7+ 24
100 0.897 + 0.078 89.6+ 7.7
200 0.848 + 0.032% 84.6 £ 3.2%
400 0.842+ 0.034% 84.0+ 3.4*
600 0.840+ 0.032% 83.8+ 3.3%

100. ¢ - , AP<0.05, *P<0.05
o \‘\\ Note compared with the control group AP<0.05 *P<0.05
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P<0.05 thES Table 5 Absorbance and survival rate of TE1 cell after treated by different
thES concentrations of thES for 48 hours
- R rhES(ug/ml) Absorbance Cell survival rate %
2.3 RhES TEI 0 0.591 = 0.065 100.0+ 11.0
TE1 RRES 24h.48h 125 0540+ 0.024 913¢ 41
570/630 nm A
25 0.517+ 0.008 875+ 1.3
45 TE1 hES 50 0.510 £ 0.066 862+ 11.1
N 1l
thES ; 100 0.507 £ 0.054 85.8+ 9.1
0.12..5.50.100, wg/ml thES  TE1 200 0.488 + 0.010~ 82.6+ 1.8%
P>0.05 200,400 600ug/ml rhES 400 0.423 + 0.038~ 71.6 = 6.5%
P<0.05 600 0.402% 0.020° 68.0+ 3.5%
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, AP<0.05, *P<0.05
Note: compared with the control group, AP<0.05 *P<0.05
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Fig. 5 Survival rate of TE1 cell after treated by different concentrations of
thES for 48 hours
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Fig. 6 Survival rate of TE1 cell treated by rhES for different time
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