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Abstract: Objective  To study the effect of different concentration of estrogen(E,) on the growth of es-
trogen receptor negative of endometrial adenocarcinoma cell line JEC in vitro. Methods Endometrial ade-
nocarcinoma cell line JEC originated from human endometrial adenocarcinoma was cultured in vitro. Two
groups were set up: sample group (17-8 estradiol at different concentrations) and control group without
estrogen. The proliferative capacity of endometrial adenocarcinoma cell line JEC in the culture medium
with 17-8 estradiol was assessed by cell counting on a haemocytometer and evaluated by the means of 3-
(4,5-dimethylthiazol-z-yl)-2,5-dipheny tertrazolium blue (MTT)and cell cycle was analyzed by flow cy-
tometry (FCM). The expression of cyclin A of JEC was examined by immunocytochemical staining and
using automatic image analysis technology. Results (1) The cell numbers in the fourth day after dealing
with 1 X 10 7and 1 X 10~ ° mol/L concentrations of E, were more than that in control group. The optical
density of JEC cell in the 72th hour after dealing with 1 X 10™° mol/L concentration of E, was higher than
that in control group(P<Z0. 01). There was no statistics significant difference in the other experimental
groups compared with the control group(P>>0. 05). (2) FCM showed that 17-8 E, (1 X 10™°mol/L) in-
creased the cells percentage at the S and G,/M phases of cell cycle and decreased the cells percentage in
Gy /G, phases of cell cycle. (3) Analysis on expression of intracellular cyclin A protein showed that estra-
diol could obviously up-regulate cyclin A protein by the immunohistochemical method of SABC. Conclu-
sion It is suggested in the present study that estrogen can stimulate the proliferation of endometrial ade-
nocarcinoma cell line JEC in vitro. There is an accordant dose-response and time-response relationship. In
addition, its effect may be associated with the change in the expression of cyclin A,
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Table 1 Effects of estrogen at different concentrations
on the proliferation of JEC cells(1 X 10°,z +5)

Groups  Concentrations(mol/L) Quantity of cell

Control 0 3.12£0.29
a 1X10° 4,76 £0.54™
b 1X107 4,32%0.42™
¢ 1x10% 3.40£0. 647
d 1X107 3.35%£0.73"
e 1Xx101 3.30%0. 42"
f 1X1012 3.15%£0.29"

The experimental groups compared with the control
group in statistics, * ; P=>0. 05, ; P<0. 01
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Table 3 The cell cyclic distributions

after dealing with estrogen( %( ,z * s5)

T/h Cell cycle Control E,

48 Gy /Gy 66.98£0.59  65.20%1.32"
S+G,/M 32.99%0.55 34.80%1.33"

- Gy /Gy 68.35+0.41 55.64%+2.06"
S+G,/M 31.6510.40  44.36+2.06™

The experimental group compared with the control

group in statistics, * : P=>0. 05; ** . P<<0. 01
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Figure 1 Expression of cyclin A in JEC cells( SABC X 200)
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Table 2 The absorbency at different time after dealing with varies concentration of E,[OD, (z%5s) ]

T/h Control - - - £ — — -
1X10712 1X1071" 1Xx107° 1X1078 1x1077 1X10°°
24 0.413£0.014 0.429%£0.030 0.417£0.171 0.431£0.033 0.444£0.045 0.453%£0.011 0.472=x0. 041
48 0.6412£0.018 0.648%0.032 0.657£0.023 0.660=£0.040 0.670£0.050 0.673£0.030 0.679%0. 026
72 0.767£0.065 0.771£0.071 0.796x0.044 0.791x£0.062 0.825+0,042 0.835%0.139 0.954£0. 068
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