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Abstract

AIM: To study the effect of (-)-epigallocatechin-3-
gallate (EGCG) in combination with radiotherapy
(different doses) on the expression of hTERT
in HepG2 cells and to explore the possibility of
using EGCG as a radiation sensitizer.

METHODS: To find an optimal EGCG dose used
in subsequent experiments, the effect of different
concentrations of EGCG on the proliferation and
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apoptosis of HepG2 cells was detected by MTT
assay and fluorescence microscopy. After HepG2
cells were treated with EGCG (25 pmol/L) in
combination with different doses of radiothera-
py (2, 4 and 6 Gy, respectively), the expression
of hTERT in HepG2 cells was detected by real-
time fluorescent quantitative PCR.

RESULTS: EGCG could inhibit proliferation
and induce apoptosis in HepG2 cells. Treat-
ment of HepG2 cells with EGCG in combination
with different doses of radiotherapy (2, 4 and 6
Gy, respectively) significantly down-regulated
hTERT expression when compared with those
treated with EGCG alone (0.477 £ 0.025 vs 0.973
+0.024,1.110 +£ 0.083 vs 1.382 £ 0.051, 1.174 £ 0.128
vs 1.452 £ 0.109; all P < 0.01 or 0.05), particularly
prominent in cells undergoing radiotherapy at a
dose of 2 GY.

CONCLUSION: EGCG can inhibit proliferation
and induce apoptosis in HepG2 cells. EGCG
in combination with different doses of radio-
therapy can down-regulate hTERT expression in
HepG2 cells and thus inhibit telomerase activity.
EGCG may be a potential radiation sensitizer.

Key Words: Epigallocatechin gallate; Human telom-
erase reverse transcriptase; HepG2 cell; Radiation
sensitizer
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1.1 A4t Hep G241 f bk i s B Al = Be /e ARk
P2t EGCG4LE>95%: FE[F SigmaZs & 7= i, P
TG ML 164035 F2 WA B O FE 245 0.01 mol/LIF
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DMSO: f{P A A B AR A A ] 7 i i 4 i
PO YR A4 TREA W 77 Annexin
V-FITCYH ML T2 IR 70 £ 4w st LR AR R}
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NP i ReverTra Ace-o- i 6 S5k 7l 6ok H A
ToYoBoj=#f; SYBR Green realtime PCR master
mix-plus-i7f & 4 H A ToYoBor™ .

12 7%

1.2.1 @3z Hep G4 ik #1100 mL/L
Ja 4= M RPMI 164015773, 37 C 50 mL/L
CO, A 597, £53-4 dfE ALK

1.2.2 MTTH & %4 MEGCGH HepG24m AL
FH 8GR ORI I EGCG41(10. 25,
50, 100, 200 umol/L EGCG), Bt ¥4 K b
A0 M0, 5 RUBREE A6 S FH 100 mL/LIG 2R LG
RPMI 164035 7% il i 540 Pk v, 280 T-96-4L
IR, FEFL200 pL(F 101074 H). 55974 h
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master mix-plus-i7fl& v W 5 HL25 pL s Ak
A, SN AAEH95 °C 1 min, 95 C 15 s, B K E
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o 1% N A KT EAIH R AP 2 (IR %)
= (1- 2540 P38 A (E/ 5 IR ZH P A ) X 100%.
ZiH G, M4l 10, 25, 50, 100, 200
umol/L EGCG/E M HepG241 124 hJi, HAmH
B 0% 17.2%+2.9%. 23.8%+3.8%.
36.2%+4.6%. 55.2%+4.5%. 85.7%+3.9%.
KHLHERIA 8T, THHEGCGH A HepG2
20 0 AR AR 2 AT TC G R, SRR,
X RBR® = 0.9558, P<0.05. P, EGCGHH
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