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(-)-Epigallocatechin-3-gallate (EGCG), a green tea polyphenol, has been shown to have strong anti-
bacterial, antiviral, antioxidant, anti-inflammatory, and chemopreventive effects. However it is un-
known whether EGCG can recover alcohol-associated pancreatitis. The aim of this study was to inves-
tigate the effects of EGCG on pancreatic enzyme activities and the expressions of pancreatic regenerat-
ing related markers, such as adenosine monophosphate-activated protein kinase (AMPK), raf-1 kinase
inhibitor protein (RKIP), and Regenerating gene 1 (Regl), in mice pancreatic primary acinar cells. Our
results revealed that activities of a-amylase and chymotrypsin were significantly increased in the cells
treated with ethanol compared to the untreated control cells; however, the increased activities of both
enzymes were markedly reduced by pretreatment with EGCG. Phosphorylation of AMPK and total
expression of RKIP were decreased in the ethanol-treated primary acinar cells; however, these were
both significantly increased in the EGCG-pretreated cells. In addition, when EGCG was treated, ex-
pression of Regl was markedly increased compared with that of the control or the ethanol-treated pri-
mary acinar cells, demonstrating that EGCG can modulate pancreatic regenerating related genes.
Therefore, our findings suggest that EGCG may have therapeutic utility in the prevention or treatment

of alcohol-associated pancreatitis.
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Fig. 1. Effects of ethanol and EGCG on cell viability of primary acinar cells isolated from mice pancreas. Cells were seeded onto
96-well plates and treated with the indicated concentrations of ethanol (A) and EGCG (B). After 24 h, the cell viability was
assessed using MTT reduction assay. The values are expressed as the mean * SD of triplicate experiments (NS, not significant).
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Fig. 2. Effects of EGCG on activities of pancreaic enzymes in EtOH-injuried mice pancreas acinar cells. The cells were pretreated
with 1 uM EGCG for 1 h, followed by the addition of 100 mM ethanol (EtOH) and incubated for 10 min, and then the
activities of a-amylase (A) and chymotrypsin (B) were measured. Data represent the mean + SD from three independent

experiments. Statistical analysis was performed using GraphPad Prism 5 (* p<0.05, control vs EtOH;

+ EGCG).
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Fig. 3. Effects of EGCG on expressions of regenerating related proteins, AMPK, RKIP and Regl, in EtOH-injuried mice pancreas
acinar cells. The cells were pretreated with 1 uM EGCG for 1 h, followed by the addition of 100 mM ethanol (EtOH) and
incubated for 24 h. (A) Total proteins were isolated and subjected to SDS-polyacrylamide gels, followed by Western blotting
using the indicated antibodies and an ECL detection system. B-actin was used as an internal control. (B) Densitometry was
performed using L Process and Multi Gauge software (Version 2.01, Fujifilm), and represent the average densitometric analyses
as compared with AMPK or B-actin. Data represent the mean *+ SD from three independent experiments. Statistical analysis

was performed using GraphPad Prism 5 (*p<0.05, control vs EtOH;
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