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Fig. 1 Inhibitory effects of GTPs (a), EGCG (b) and ECG (c¢) on H,Oy induced PTP opening

M itochondria treated with 0. 1 mmol/ L of H205 was used as control ( curve . After preincubated with GTPs, EGCG or ECG in the concentration o
Mitochondria treated with 0.1 I/1. of H20, 1 trol I After | bated with GTPs, EGCG ECG in tl trat [

0.05 mmol/L { curve 2 ), 0. 1 mmol/L { curve 3 ) , 0.25 mmol/L { curve4 ) , 0.5 mmol/L { curve 5 ) and 1 mmol/ L. { curve 6 ) for 2 min ,

0. 1 mmol/ L of Hy07 induced mitochondrial swelling were detected on A s4p changes, respectively.
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Fig. 2 Acceleration effects of EC (a), (+)-C (b) and EGC (¢) on H,0y induced PTP opening
Mitochondria treated with 0. 1 mmol/ L of H202 was used as control ( curve 1), After preincubated with EC, (+) -C or EGC in the concentration of
0.05 mmol/ L, ( curve 2 ) , 0. 1 mmol/L ( curve 3 ), 0.25 mmol/L { curve4 ) , 0.5 mmol/L { curve 5 ) and 1 mmol/ L ( curve 6 ) for 2 min ,

0. 1 mmol/ L. of H20 7 induced mitochondrial swelling were detected on A sy changes, respectively.

WK A R I ECG K EC ZRRE, © W (P 4) . 2 A E AR FLIE IR T S o Lk £
D000 Y 0 0 A 5 s FLR A TE RO R S B, WA A7 R AL o A A
FH. B EC % (0302 B A 3% 5045 L3 T I (@) contrl
Ry, O S I A A3 5 L I 0

, Sty | e o e PRy, 300
WM EIE . X &, ECG % EC u] Pl 45 1, .
ss o FE A g . g 250
SRR R SRR T (1€ 3) :
£ 200
2.00F =
2 150
=
1.75 S 100
1.50 50
- 0 1 1 1 1 L
7 1.25 5 10 15 20 25
= t/min
1.00
0.25 mmol/L
0.75
g 0.5 mmol /L
0.50 1 1 n 1 i E
0 200 400 600 800 1000 g
t/s « I mmol/L
Fig. 3 Mixture effects of ECG and EC on H, Oy induced PTP .E
opening &
Mitochondria treated with 0. 1 mmol/ L. of H20; was used as control
(curve I'). After preincubated with 0.5 mmol/ L of EC ( curve 2), ) ) )
0.25 mmol/ L. of ECG mixed with 0.25 mmol/L. EC ( curve 3), 0 5 10 15 20 25
0.5 mmol/ L. of ECG mixed with 0.5 mmol/ 1. EC { curve 4) and t/min
0.5 mmol/ L. ECG (curve 5) for 2 min, 0. 1 mmol/ L of H205 induced Fig. 4 Inhibitory effects of GTPs on H;Oy induced PTP
mitochondrial swelling were detected on A sy changes, respectively. opening

M itochondria treated with 0. 1 mmol/ L. of H-05 was used as control.

After preincubated with GTPs in the concentration of 0.1 mmol/L,
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Effects of Green Tea Polyphenols and Catechins on H>O; induced
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Mitochondrial Permeability Transition Pore Opening
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Abstract Mitochondria are important intracellular organelles in which energy is generated. Mitochondrial

permeability transition pore ( PT P) opening will induce mitochondrial dysfunction, then result in cell death. The
study was caried out to investigate the influence of green tea polyphenols ( GT Ps) and five kinds of catechins on
mitochondrial PTP opening. The results showed that GTPs and catechins have obvious and different effects on
H;07 induced mitochondrial PTP opening. GTPs and its major components EGCG, ECG have inhibitory effects
on it, while other kinds of catechins, EGC, EC and (+ }C can accelerate the process. The data provide an

alternate interpretation of the potent protective function of GTPs, EGCG and ECG.

Key words green tea polyphenol, mitochondria, free radical
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