Int Eye Sci, Vol.16, No.6, Jun. 2016 http . //ies. ijo. cn
Tel :029-82245172 82210956 Email . 1JO. 2000 @163. com

- S -

KRB TREXSHEFSHA &R _E 5 = 1L MK

HY 52 I

G I S I S

T, 5k T4

BELWH : BXKH AR 4 (No. 30973275)

Y& B . (150001) Fp [ AR VT 48 M R TEETT |, Wy O Vi B2 A R 2 o
JR A — BB IR =%

YEB I . Rl 90 BRI . N

IR E &, K S, & F AT P OW, BF SR O . B B
zhanglijuan715@ 163. com
ks H 1. 2016-03-03 Bl H# . 2016-05-18

Effect of epigallocatechin - 3 - gallate
against oxidative stress induced by high
glucose in human lens epithelium cells

Ting Chen, Ping Liu, Jia—Xiang Wang, Duo Shan,
Wen Che, Li—Juan Zhang

Foundation item: National Natural Science Foundation of China
(No.30973275)

The Third Ward of Ophthalmology, First Affiliated Hospital of
Harbin Medical University, Harbin 150001, Heilongjiang Province,
China

Correspondence to: i — Juan Zhang. The Third Ward of
Ophthalmology, First Affiliated Hospital of Harbin Medical
University. zhanglijuan715@ 163. com

Received :2016-03-03 Accepted :2016-05-18

Abstract

¢ AIM. To investigate the effect of epigallocatechin-3 -
gallate (EGCG) against oxidative stress induced by high
glucose in human lens epithelium (HLE) cells.

¢ METHODS: The HLE cell oxidative damage model
induced by high concentration glucose was established,
and was intervented with different concentrations of
EGCG. Cell viability was determined by MTT assay, cell
morphology was investigated by convert microscope,
cells apoptosis was assayed by flow cytometry with
Hoechst-PI staining. Moreover, the levels of super oxide
dismutase (SOD), glutathione peroxidase (GSH-Px) and
malondialdehyde ( MDA) in supernatant were also tested
after different treatment either with high concentration
glucose or with different concentrations of EGCG.

¢ RESULTS: MTT results showed that HLE cells activity
increased to 50. 33% +3. 52% and 63. 33% +4. 63% after
treated with 10 pmol/L and 100 pmol/L EGCG
respectively, the difference was statistically significant
compared with oxidative injury group(32.67% +3.10% ) ( P<
0. 05); HLE cells maintained better morphology
intervented with EGCG under high glucose conditions, the
number of apoptotic cells reduced, SOD and GSH - Px
level within HLE cells increased and MDA levels

decreased.

* CONCLUSION: EGCG plays its strong antioxidant effect
by increasing SOD, GSH-Px content and decreasing MDA
content in cells, therefore provides a reliable experimental
basis for the search for effective prevention and treatment
of cataract drug.
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