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Abstract Objectives: To study the expression of the wnt and sonic hedgehog homolog ( Shh ) proteins in the endometrial carcinoma
cell line HEC-1A; and to study the growth of HEC-1A cells treated with lithium chloride, an inhibitor of glycogen synthase kinase-3.
Methods: The HEC-1A cells were cultivated in vitro. Immunofluorescence was used to determine the expression of wnt and Shh in the cells.
3-( 4, 5 - Dimethylthiazol - 2 - yl ) -2, 5-diphenyltetrazolium bromide ( MTT ) was used to investigate the proliferation of HEC-1A cells
treated with different concentrations of lithium chloride. In addition, real-time polymerase chain reaction ( RT - PCR ) was used to determine
the expression level of the nuclear transcription factor Gli-1. Results: Wnt and Shh were expressed in the HEC-1A cells. The amount of Shh
initially increased, and then decreased. Lithium chloride inhibited the growth of HEC-1A cells in a concentration-dependent manner. The
RT-PCR results showed that the highest expression level of Gli-1 was in the 24 h group, which corresponded to a change in the Shh level.
Conclusion: The wnt signaling pathway can regulate the Shh expression. Moreover, lithium chloride can inhibit the proliferation of HEC-1A

cells in a concentration-time-dependent manner.
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Figure 1 The results of immunofluo-

rescence (x200)
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Table 1 The number of Shh positive cells after treatment with different concentrations of LiCl

LiCl/mmoL- L'

I [E]/h 25 A X A
1 10 40 100
6 45 +3.98 17 +£1.43%" 8+ 1.54%" 6+1.52%" 3+141%F
12 72 £2.51 42 £2.34%F 80 +4.39° 31+3.06"" 26 +3.16%"
24 90 £9.97 80 +10.11 110 +11.23 98 +10.98 90 +10.49
48 120 = 10.67 40 £3.37%" 39+5.32°" 85+9.01°" 40 £4.26%"

& 5o IR AL, P<0.05 5« 5 24 h 5280 4H HL#E, P<0.05

60+ 2 AN[EHEEE LiCl X Shh #k 1540
Figure 2 Shh expression in HEC-IA cells after treatment with different con-

centrations of LiCl

LiCl/mmoL- L™

T2 ARIRELICIAIRHODELLER  xxs

Table 2 Comparison of OD among the different treatment groups

Fif [ /h
LiCl/mmoL- L
6 12 24 48

25 IR 0.379 +0.103 0.407 +0.177 0.437 +0.039 0.513 £0.133
1 0.319 + 0.048" 0.285 + 0.039" 0.315 + 0.042° 0.297 + 0.144"
10 0.359 + 0.066" 0.247 + 0.068" 0.323 + 0.108" 0.250 + 0.082*
40 0.268 + 0.051° 0.272 + 0.065" 0.295 + 0.066" 0.291 +0.127%
100 0.337 + 0.046" 0.365 + 0.073" 0.424 +0.123° 0.132 +0.087*

&, 5oz (AL R, P<0.05
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Figure 3 Proliferation rates in different treatment groups
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Figure 4 The expression of Gli-1 after treatment with different concen-

trations of LiCl
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