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Abstract: [Purpose | To investigate the effects of epigallocatechin-3-gallate (EGCG) on biological
behaviour of human laryngeal cancer Hep-2 in vitro. [Methods] The growth and proliferation of
Hep-2 cell were detected by CCK-8 assay . Cell apoptosis and cell cycle were detected by the flow
cytometry. Cell invasive ability was measured with cell scratch assay and Transwell method. The
expression of vascular endothelial growth factor (VEGF) was detected by Western blot. [Results ]
After treatment with EGCG 5~160mg/L for 24~72h,the proliferation of Hep-2 cell could be inhib-
ited obviously. The ICs value in 24 48 72h was 139.6,38.7,24.3mg/L. respectively; After treat-
ment with EGCG 10,20 .40 mg/L for 48h,The apoptosis rate of Hep-2 cell was (3.1+0.2)% (9.9«
0.6)% . (11.7+1.2)% respectively; and the cell phase was arrested in G, period. After treatment
with 5.10.,20.40 mg/l. EGCG for 48h,the invasive inhibitory rate to Hep-2 cells was (19.6 %
2.2)% (37.2+3.8)% .(49.3£4.1)% and (62.6£3.4)% respectively. The down regulating rate of VEGF
protein was (15.8+2.2)% (51.4£2.1)% .(78.4+3.1)% and (89.6+2.4)% respectively. [ Conclusion ]
EGCG suppresses the proliferation,induces apoptosis and decreases invasion in Hep-2 cells by
down-regulating the expression of VEGF.
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Table 1 The proliferation inhibitory effect of EGCG
on Hep-2 cell (x+s,n=5)

Inhibitory rate(%)

ECCG(me/L) 24h 48h 72h

0 0 0
5 2.120.1 5.3+0.8 10.242.1°
10 T 13.7+1.4" 27.2+1.8"
20 12.3+1.3° 303+22° 42724
40 247+2.9%  48.6£2.4%  682+33"
80 372428  64.8+2.97  90.9+4.1%
160 49.5:32"  86.5:22%  98.63.5"

Compared with control ,* P<0.05,**P<0.01.

Table 2 Influence of EGCG on apoptosis rate and
cell phase in Hep-2 cell(x+s,n=5)

EGCG Gy S M Apoptosis rate
(mg/L) (%) (%) (%) (%)

0 47.1+2.8 44.2+1.1 8.7+1.1  0.8+0.1

10 49.5+2.1" 423+1.8  9.3x1.3  3.1+0.2"

20 53.8+1.7 40.6+2.1  5.620.5 9.9+0.6"

40 57.3+2.4" 35.8+2.7°  6.9+1.3  11.7+1.2"

Compared with control, * P<0.05,**P<0.01.

Table 3 Influence of EGCG on invasive ability
in Hep-2 cell (x+s,n=5)

EGCG(mg/L) Cell number(n) Inhibitory rate (%)
0 221+17 -

5 173£22° 19.6+2.2°

10 128+18™ 37.2+3.8"

20 97+13" 49.3+4.1"

40 7448 62.6+3.4™

Compared with control, * P<0.05,**P<0.01.
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Figure 1 The effect of EGCG on VEGF protein
expression in Hep-2 cell
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