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Protective effect of EGCG on oxidative injury of Beas-2B cells induced by nickel sulfate
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HWE. AHEERERTILRFLRTHE (EGCG) A
¥ A E LK Beas-2B @ 69 4 B ALAE R, A B KA 500
wmol/L BLER 4% F 32 S m BB AR | 38 1 ) E 4m B A5
EHR CROSAMRE., S EHKRAKTFAR_BELSE, WiTRA
F¥ (2.5, 5, 10 pmol/L) EGCG % # Bt 48 i F AR 14
Beas-2B @@ feL ¢ R 7 4E A, &R AW, EGCG T A4 & Beas-
2B mfa ey 5% & B4R ROS AR E, #% GSH 4%, BiK
MDA & F (P<0.05), # 7 EGCG % Beas-2B #m it L A 1% 47
YER, HAH TR L ) i 8L A %
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RN, AN BB A ) 5 | E 4 R 41 15 AR T i
FEBGHFENER " ht, BN EE N AR B LT
W FRAZEEHE b 2RSS TR LB LA W /Y g i ik
AALRL, REETILARZEE TMES (EGCG) R&Ak|
THRESN—MIILEE, BAPAL, dug ., fiREZH
R RIS B IR EGCG X BREE (NiSO,)
P55 Beas-2B 4 M S0 AL 453 475 1 R 47 4 R Ko 285 AE R BL A
1 #MREFEE
1.1 EERAR SR

REBFILRREETRE (REXCEYAR), mR
B HEETART) ) . DMEM B3R5 BG4 M TH P B i
(Gibco AH]), CCK8, MEMEEMMIRF & (B RAEWHA
WEFERT) , ABEH K, 9 B & (gl TR
TR . A& e (FEERLREAF), CO, KM,
BLODHLL BRI (Thermo Fisher) , {81 @85 (Nikon) %,
1.2 i
1.2.1 IR R AR E LY Beas-2B 4 H
HASERL K578 A A O = R4, BT & 10%
A IMVE R DMEM 5558, B F 37°C, 5% CO, K5 3= 46 ik
BEAR, SCERArA (1) IEH B4, RN 58 4 5 5% 3,
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(2) NiSO, 4. fin A 500 wmol/L f4 NiSO,7EF 24 h;  (3)
EGCG+NiSO, 4. T/cTesfis P im ALEKE R 2.5, 5.0,
10. 0 pmol/L ) EGCG /EA 24 h, FHMA 500 pmol/L [ NiSO,
JEFE 24 h,
1.2.2 J8FRME  CCKS Y& A 20 B 3G I, BOR40E K A
Beas-2B 4l E2FP T 96 FLAR Y, B RIFHF &5 T A
FALTES , FIBEFRSUZEAS L 450 nm P K AN AW OERE(E . A
FHPEHRET DCFH-DA #EATIRPEA (ROS) ZK-FAGI . 5230
Wb PESE ), # BT & U 4325 BRI 2 ROS FLA e H ik
(GSH) &, R BCA B\ & BT AN B EH T
R, A, B E L8R (TBA %) i
(MDA) %4,
1.3 GiEath

JH SPSS 17. 0 B4 X Bl AT B DX 3Ry 22 4300 Fde /N 1 3
24 (LSD) HHTALIRIHAES, P<0.05 AZERAH G ITFE X,
2 #R
2.1 EGCG %t NiSO, 5% Beas-2B 4IHL1F1E 3 (1) #21

F 1AW, H5IEHXIRAAEL, NiSO, 4l Beas-2B 4 fl 77
WERP B MR (P<0.05), 5 NiSO, 4k, EGCG % | &
ZH M AF 5 2R 0 ) R 12.96% . 24.06% . 29.69% (P<
0.05) .

£ 1 EGCG Xf NiSO,1%5 Beas-2B 4 i)
AR (xxs, n=5)

WSEEE AR (%)

i) NiSO, #JE (pmol/L)

IR R4 0 0.22+0. 01 100. 00

NiSO, 41 500 0.15+0. 01 60. 67"

EGCG + NiSO, 2. 5+500 0. 170. 02 73.63%4
5. 0+500 0. 18+0. 03 84.73%4
10. 0+500 0.2120. 02 90. 36%

T SEFSEARE, =P<0.05; 5 NiSO,AHE, AP<0.05,
2.2 EGCG Xf NiSO, % % Beas-2B #i /il ROS, GSH, MDA %
5N

SIER A, NiSO, 41 ROS W& 5 (P<0.05),
EGCG XF ROS A= jili i B HI/E 5 EGCG WMk B 5 1F AH G O¢
Z, B EGCG FI & MM, ROS %t B #ikEMt (P<
0.05), NiSO, A5 IEH X AL, GSH SR W& P&, A
EH 4 60. 78% (P<0.05), KiZE EGCG FI= MM, P
b)) GSH 5 B Wi 5 (P<0.05) . NiSO,ZH MDA ¥ i}
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ETE, RIEF XA 1.97 f% (P<0.05), EGCG Tl kb ¥
24 h Y Beas-2B 4, MDA HI¥EREH EGCG # 7 Bz
WiREAR (P<0.05), W&k 2,
F 2 EGCC X HiREL ST Beas-2B 4iififl
AR (xxs, n=5)

NiSO,, W - GSH MDA
ikl ROS FOLHHE

(pmol/L) (pg/100 mg)  (nmol/mg prot)

IR XA 0 730.52+7. 19 36.71x1.21 0.72+0.06
NiSO, 41 500 882.30£12.81%  22.39+2.11%  1.4120.13*
EGCG + NiSO, 2.5+500 817.52¢6.502  27.33+1.19%  1.14+0.08%
5.0+500 767.707.62°  31.0420.95% 1,020,052
10. 0+500 741,588,352 33.61:1.41°  0.82:0.01%

. HIEWM A, * P<0.05; 5 NiSO,4ltE, AP<0.05,

3 i

EGCG B A A MM a2, BRAPEML. i
R, PURSHAER ., ABFSEIEAD, EGCG Xt THL41 k5
T (Ni NPs) iFSFMAMRG R A B MIHIER, FERE
Bz JB16 4RIt EGCG AT LI it AR 40K 3 T8 S 10
TR (ROS) RERP AN, H-38 i I8 MAPK {5538 i A
K I KT BE AN 32 Ni NPs IR (P<0.05)
Kucera ZE A& 19| 24 EGCG MM EER T 10 wmol/L Bf, X
AR EA PRI, MR, EGCC £&if S 40 = A ki
BIISTER (ROS), JEXTEANMAY TS K EA BE R (P
<0.05), B4, Ding ZWFFEIESLT, 500 pmol/L A& AL
(NiCl,) RE#5 T Beas-2B AUMLJA T2 B EH & (P<0.05),
FL, AR NiSO, M Z BRI 500 wmol/L, EGCG I#)
TR BE 43 00 B IR (2.5 pumol/L) , HRYEE (5.0
wmol/L) FIFEHE (10.0 wmol/L), MEAEARF & EGCG
THTF, X NiSO, Z& 8 B A SRS 1 Beas-2B il 7E 40 g 1%
1. ROS A i, AABEH K (GSH) /KEMAE i (MDA)
EEMR N H JE e KRR IR TR AR A T B0
AP R PR AR R

BB YL H WL Tl JFUR S N R0 8 8Os Y. A EoT
WS, BALE YA SN & AR, RAELVLIA N &1
TR, REAEAAS, SRS RMEREE, R
LB R ) A ARSI R4S SR R, NiSO, 235
AL Beas-2B Zffl ROS F=ifn, Xt iy ROS A AEY
JERIBEAG . BRI RAE S 0 L4y F, FEP=A R F AR i
i S AR 2R MDAl ROk AR Ok AR B R o 4A0 Tk
(LPO) s, DNA S WT 2L i fi, 53040 M )
FERFPESET:, ik, ARSZEG NiSO,4H Beas-2B 2 L () 7715 2R
WEREAL, AN ROS KV K MDA Z & U B (P<
0.05),

EGCG B A BRI PLEALTE M, vl 4 E A k- E b
RAERE R AR AE . AR R IR, EGCC X
$E75 Beas-2B JUMLTF NG AT W &5, W% EGCG ¥k E 7t

L, AN AE S R LB 2 3, 2 EGCG Y ¥R BE 3K F) 10,0

pwmol/L B, AHMIAFE 15 34 1E H 411 90. 36%, 1 H EGCG Xt

Beas-2B il 1 ROS 7K F- i 41 i) 2 v B AR i1, 10,0 pumol/L

EGCG fEH G, ROS /K VB & IEH /K, AHE IE % % R,

NiSO, 41Hy GSH 7 fik 1w 3% P& AIX, 1M MDA W& & 35 Th i (P<

0.05) . fHIEHIH EGCG MM, HiE k¥ GSH 1y & 4

BWiTH R, T MDA AL NiSO, 24 i E B IK (P<0.05), Lh L

SRR RF W EGCG T W] LA 2L il NiSO, 51 1Y Beas-

2B AT, PRI AR IR S
Zi I, EGCG XI i NiSO, 25215 F 1) Beas-2B 4il iy S AL 1]

Wit BAT R aF BBt E . AR 92860 o i — B AF 58 EGCG

XF NiSO, 45403 B AP/ T SR HIL B 43 T 2R R AN

SE 3k
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