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(L #FERHFH,5M 51051552 hy EFAXFHEFRHERFL, M 510515)

[#ZE] B P54 (cisplatin, CDDP) F R KR 2 EHi4 (acute kidney injury, AKT) Ji5 ¥ Ik 20 23 &0 A h7 JOK P
B N-Z B2 it 282 ( N-acetyleysteine ,NAC) T HifEM . Fi&k # Ik id 5 CDDP il & KB AKT 87, K RBENL S g 25 0 1
21 AKT BERLX SR AL NAC I b R A4 (50,100,200 mg-kg ™) (i3 C(Vit C) X HR4L (100 mg-kg ™) o Kk Bl 71 58 3 2%
Y5253 dJ5,4 T CODP, gkE 25 25 5 do W KO BRUMR 0 3t ' T o L\ D8 0 PR o He it 38 o 70 5 D0 i O 2 1 L e I
filf (LDH) .]N_F% (MDA) AW EALT (SOD) i AL A H (CAT) 8 JE B A B H Ak (GSH) (43 b H ik i 40 16 ¥ il
(GSH-Px) \15-F2t-532 i 51 g (15-F2t-Isop) /K. % BE 2 13k W 22 8-OHdAG PH 41 fd . Western blot Jil 72 Cu-Zn-SOD % 4 3
Ko RS5O IRAAE L, CDDP J55 AKT B 4 1A 5 & B b B D48 80T B, FREE T HEME R 1R (0. 43 £0.09) g W 353
JnA(2.24 £0.41) g, LDH,MDA,15-F2t-Isop,8-OHdG FH¥E 40 i & 25 34 i, CAT, SOD, GSH, GSH-Px I Cu-Zn-SOD ik g 3 T
Fe (P<0.01), 5 AKTBERIZHAH L1, NAC 20 JR 85 EHEME R BEAR S (0.56 +0.19) ¢, HA BFZ S . O, AKT R 24 ¥ k48
%, LDH MDA ,SOD,CAT,15-F2t-Isop, GSH,GSH-Px 7K F1 8-OHAG FH I 40 Mo 4 43 514 (2. 71 £0.55) x 107>, (6.92 £0.51)
KU-mg™",(68.6+9.2) nmol-mg ™', (61 £15) U-mg™",(5.12+1.04) U-mg™',(63.2+9.62) ng-mg™ ', (159 +18) nmol -
mg ™', (72 +15) U-mg ™', (12.25 £2.23) 4 ,NAC 4] 200 mg-kg "4 43K (2.96 £0.32) x 107>, (4.62 £0.26) KU-mg™",
(39.5%7.9) nmol-mg ™", (109 +20) U-mg™',(9.85+1.21) U-mg™',(41.8 £4.65) ng-mg ™', (225 +16) nmol-mg ™", (128 =
22)U-mg ™", (3.26 0.96) 4>, B4 4%, HA AR 4 1 3 25 5 (P <0.01) , Cu-Zn-SOD ik & Wil (P <0.01) . £5i:NAC
AR AT CDDP (1 B85 V8, T e 55 38 5 B J0E 20 R Bt S0 Ab 7 4 (B IK CDDP 355 AKT i B Ik 20 41 B A0 B IOK P A 56 .

[XER] N-CBEEMER; Wi, 2B, Sen

[hEHEE] R285.5 [ZEkkRiIRAD] A [XE=EHS] 1005-9903(2012)19-0170-06

[P H AR HE]  hitp://www. cnki. net/kems/detail /11. 3495, R. 20120727. 1037. 004. htm]

[M4&H AR E] 2012-0727 1037

Effect of N-acetylcysteine on Oxidative Stress
in Acute Kidney Injury Induced by Cisplatin
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2. Department of Pharmacology, School of Pharmaceutic Sciences,
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[ Abstract | Objective; To investigate the effect of N-acetylcysteine ( NAC) on acute injured kidney
(AKI) induced by cisplatin (CDDP). Method: The rats were injected CDDP intravenously to make AKI model.
The rats were randomly divided into 6 groups, including the normal control group, CDDP-induced AKI model
group, NAC groups (50, 100, 200 mg +kg ') and Vit C control group (100 mg -kg™'). NAC and Vit C were
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administered once a day three days before CDDP was given. And then NAC and Vit C were continuously given ip
for five days. The body weight, kidney weight, kidney index, urinary protein excretion rate of rats were
determined. The commercial kits were employed to test the concentrations of lactate dehydrogenase ( LDH),
malondialdehyde ( MDA ), superoxide dismutase ( SOD ), catalase ( CAT ), reduced glutathione ( GSH ),
glutathione peroxidase ( GSH-Px) , 15-F2t-isoprostane (15-F2t-Isop). Eight-OHdG positive cells were counted by
immunohistochemical staining. The expression of Cu-Zn-SOD was measured by Western blot. Result; Compared
with the normal control group, the weight of body and kidney, kidney index, the concentration of CAT, SOD,
GSH, GSH-Px and Cu-Zn-SOD expression were significantly decreased, while urinary protein excretion rate and the
concentration of LDH, MDA, 15-F2t-Isop, 8-OHdG positive cells were significantly increased (P <0.01) in the
CDDP-induced kidney injury group. NAC and Vit C significantly reduced urinary protein excretion rate and the
concentration of LDH, MDA, 15-F2t-Isop, 8-OHdG positive cells and increased kidney index, the concentration of
CAT, SOD, GSH, GSH-Px and Cu-Zn-SOD expression compared with the AKI model group (P < 0.01).

Conclusion; NAC protect kidney from CDDP injury by suppressing the oxidative stress.

[ Key words ]

JTE ( cisplatin, CDDP) Sy il AR HI 0 & 24 1%
o 25, RSk B, SR LT A5 A v 25 R G
2677 1 A, il T AT 5 Ak o A
i (acute kidney injury, AKI) ¥ & 0] ¥ 18 v 5 1)
RE % oy, R, 7 BRI T B B Im R B . A AR R
W1, CDDP 1] il 5 B Ik 28 23 40 1 Fl 3 A 0% o i IR
A WO B IR BT AR W K B T P A A
7R $E s CDDP (B 4 40 VR 55 4 e 5 E S Ak Pk
T KA

N-Z Bt e & R ( N-acetyleysteine, NAC) il
PRE AR 2] R AR T 3R B, JLAE s B it 4, B
AHCRAIER T8 B B A RS R 2B R H
SRS I w1 R R TR S € RTINS 2
gt AIDS 1 525 A R AFF 95 v ¥ T 32 I A
B R SCILBEAE NAC Xt CDDP 45 4 1 {5 3
YEF B ML, A TF % NAC 1EA AKT #5502 W $ {3t 5
1
L1 3hY  fEREEAEPE SD KEL, &5 200 ~250 g, i
IR B L
1.2 #5553t %  NAC (Sigma, St. Louis, MO,
USA ,#t 5 A0737), CDDP ( Nippon Kayaku, Tokyo,
Japan it 55 20090422) , JR it i 1 25 H A & (A
Py, bR R BH A 95 £ R 28 | L di 5 20100712)
e R C(Vit C) (CRHE S A= 25 By A7 FR A W
090810) , 7L W2 /it &l (LDH) (N % (MDA) JH 4
AL (SOD) (it AL &l (CAT) ik Ji AL 4%
BEHBE (GSH) (4% e H Bkt S Ak ¥y i ( GSH-Px) |
15-F2t-5 750 %¢ (15-F2t-Tsop) M & 1070 & (7 5t

N-acetylcysteine ; cisplatin; acute kidney injury; oxidative stress

ke TR S BT, S 4 B A 20100802,
20100513, 20100810, 20100828, 20100413, 20100205,
20100310) , 25 A # # 7 cocktail ( Sigma-Aldrich, St.
Louis , MO, USA ,#lt5 P8340) , i fig il 317 ] 7 cocktail
(Roche Indianapolis, USA) ,/NR$T 8-OHAG A i Cu-
7Zn-SOD (Santa Cruz,Santa Cruz,CA,USA,#t 5 sc-
66036 ) ,HRP-1eG —#ii ( Pierce, Rockford,IL, USA 4l
5 31448) , HAlIRGR 4 Ry 4 Hral

1.3 {¥4% Bio-rad Bk (3£ Bio-rad A7),
Olympus DP70 & fif 58 M2 B AR b 1 (H A
Olympus 2~ 7] ), 722 43 6O B i (L Ot 7 X A%
J7) , BS224S U 74 M K OF (L3R 2 M A

BR2FD .
2 FiE
2.1 YA SERITE KK 48 H Hibla ok
6 41,44 8 H A ff= [ IRl .CDDP i & AKI £

RIXTRZH N-Z T2 Bt @ R 240 (NAC, 50,100,200
mg-kg™'), Vit C XFf M40 (100 mg-kg '), NAC 5
Vit C & H ip 45251 Wk ,%%:3 d J5,CDDP K& X}
FR4] NAC 415 Vit C 41 ¥ ik 7 % CDDP (5 mg-
kg™') 1K BEISARSE ip 4525, %4k 5 H, 2 HXIR
Hip T HEH L BH1TIR,

2.2 HERBAESAE FTRE1RAHE, KR$
HARHH R IR SR 24 h IR TR, 10 sk PRI IR R, 850
JR W EYE, -80 CuKM AL B EAMMEREA
(mAlb) 5 . B KB, & Bk BRI, R, 4T P 1
Jis | kR I B, W B PR R, %% B8 R B ik, LL UK PBS
P 32 2 Bk O e, A IO B, 2 BRI, UK
PBS Uk 1 ¥, DL ug 40 oK 2 B, AU E
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(mg) SKE (g) ZWRRFIESRE, BIEHIUR
20 A N o L e 1 Y S U B e B
—-80 °C VK #i % 17 it M & LDH, MDA, SOD, CAT,
GSH,GSH-Px, 15-F2t-Tsop #ll Cu-Zn-SOD 5 H £ ik;
I3 —HBAr LA 5% WP [ S 1L A, A A8 U0 B, it
Rl 8-OHAG BH A4 41 i

2.3 B AEzH 2 LDH, MDA, SOD, CAT, GSH, GSH-
Px,15-F2t-Isop Byl &  HX 200 mg B Ak 41 21 il £ 19
YA, A 4 R & U B D E 44 LDH,,
MDA ,SOD,CAT, GSH , GSH-Px , 15-F2t-Isop 7K - .
2.4 g bk 8-OHAG [HYEANML A ks A3,
DR, 5 PG e i 7K, FH B i A ) 79 A FR 20 B0y 3%
H,0, &35, L 10% JE & 4 i v BEL B S 45 5 1k
N,PBS (pH 7.4) Ukik, SR )5 5% 5 Pk 5 s BE BT
/NPT 8-0hdG 2 mg- L™ FL[FIMEF ,4 Cid ., PBS
(pH 7.4) Wik, SR BB/ g6 2 i i
# 30 min, PBS UiJ5, 55k % 58 AR I A ALY
it 22 JE A 30 min, T A4 0. 05 mol-L ™' 3, 3'- 4%
BLICOR i 1Y Tris 22 pPO BC R 79 H,0, W (DAB)
A5 20 min, SRR G YL, oK, #E BT, B 2R
ML A A A UKL 8-OHAG BIPEAN L . 20
8 HORM AW skl v, &9k ) i R4k 8 M IEZEA
S MEF (400 x ), 5xF P 20 B i AT 114K

2.5 Western blot £l Cu-Zn-SOD & H £ ik /K E
BUB JIEZH 2L 100 mg 75 0K UK T WK AR, LA 1 mL 22
M [1 % (v/v) NP40,0.1 % [w/v) SDS,0.5 %
(w/v) B4 HBER 44,150 mmol-L ™ 'NaCl F120 mmol-
L™ Tris-HCL, pH 8.0 ] 2) 3%, . op & 2% H1 3§ Bk 96

(PMSF, 1 meol-Lf1 ) B E R cocktail FwE R
BN 157 cocktail , ) KWK AE 4 °C L)L 15 000 x g & .0
20 min, B I35 W ED 2 B HUHE, - 80 C IR A7 &
FH o B 1 48 B, Folin-y 1 17 28 111 BT i &= , HUAH
M5 pg R E SRR B RS %
W HL#EAT SDS-PAGE #E iKUK , L4 #8 2= PVDF JiE,
PLES % JBAE Wk (Y TBS 2 i N £ 641 2 h, 7Ef% Fm
AR Cu-Zn-SOD (1:500) ,4 CTWHF LK, F—
Bt, UL TBS ¥ 3 I, 8K 10 min, JIIA TBS 7 B 1)
HRP-IgG —#iH (1:5000) ,=@FE 2 h, F 0,
PLTBS Pk 3 W, &K 10 min, it A ECL KGR, %
T E S min f5H X SFHEBOGI RO, 85 FE
o FHEERUZR 73 1 RGEXT Cu-Zn-SOD H &4 5
FHRE 1) N 2 B8 B-actin 2547 #E4T K BE 4, LA 49
8 BE UARLAE S 25 A a6

2.6 FudEabEE AR x x5 Fox, R A SPSS
13.0 #F 47 2H (] B4 L %8, P < 0.05 i F b 35 1k
25

3 #£R

3.1 NAC Xf CDDP i3 AKT K B T & B 5
BHERE R E A HRM R W 52 [ AL A
It.,CDDP 55 AKI 581 28 4 i & | o ' 4
B T PR A HE A e (P <0.05,
P<0.01);% 7 NAC J5, 5 &40 M b, NAC 200
mg-kg ™" 41 AT i 3 1 B0 A SR R R, NAC 100,
200 mg-kg ™" 21 2 3 HE 0B S A, B A IR A 1 S
(P<0.05,P<0.01),5 Vit C ZHAHl, HEHF —&
A PE, WK 1,

#1 NACx CDDPFES AKIXRAERE.ERE.BHERAY. REEAHRENBM (2 £5,n=8)

21 5 F) 4/ mg-kg ™' R/ g B i/ g 5 U8 i/ x 10 72 PR HEM /g
25 X R - 336 £42 82 +1.57 3.06 +0. 38 0.43 +£0.09
I X R - 269 +25" 7.36 £1.22% 2.71 £0.55" 2.24 £0.41%
NAC 50 272 +31 7.48 2,18 2.78 £0.29 1.73 +0.35%
100 285 +24 8.35 +1.26 2.91 =0.24% 1.22 +0. 15%
200 304 £29° 8.67 +0.95% 2.96 +0.32% 0.56 0. 19%
Vit C 100 297 +55 8.73 £1. 16" 2.97 +0.26% 0.61 +0.21%

FESEAXMELY P<0.05,” P<0.01; SHRAMILY P<0.05,* P<0.01(F£2~5[),

3.2 NAC Xf CDDP %S AKI kK U5t LDH,MDA,
SOD,CAT [ysZm 525 (I X BR4L4H tb , CDDP i &
AKI BERIZH LDH, MDA 7K F-F 55, SOD 1 CAT & 3%
T (P<0.05,P<0.01) ;% ¥ NAC 1 Vit C J5,
5K 2 AH L, LDH, MDA 7K °F i 2 B 1%, SOD Al
CAT W ZF+E (P <0.05,P<0.01), 0,32,
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3.3 NAC %} CDDP ¥ 5 AKI K BUE JIE 15-F2t-Isop
K 525 X B4 H, CDDP i & AKI
BRI 15-F2t-Tsop B TH (P <0.01) ;45T NAC
Vit C J5, 5 R 41 H, 15-F2t-Tsop 7K F- 2 3 B
fik (P<0.01),1L33,
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%2 NAC %t CDDP %5 AKI % 'S g LDH,MDA,SOD,CAT {8 M (5 +s,n=8)

21 51 F 4 /mg-kg ™! LDH/KU-mg ™" MDA/nmol+mg ™" SOD/U-mg ™! CAT/U-mg ™'
25 - 4.24 £0.16 35.4+4.7 132 +21 12.5£2.11
50 5%t L - 6.92+0.51" 68.6 £9.2% 61 +15% 5.12 £1.04%
NAC 50 5.78 +0.29% 56.2 £8.6) 85 £22% 8.25 +1.52%
100 4.69 £0. 18 47.6 £8.4% 102 +17% 9.67 +1.62%
200 4.62 £0.26Y 39.5+£7.99 109 20 9.85+1.21%
Vit C 100 4.57 £0. 35 36.8 +7.2% 105 + 16% 9.10+ 1.78%
%3 NAC xf CDDP %5 AKI xR S8 % 4 NAC % CDDP %5 AKI X B 'S B GSH,
15-F2t-Isop BI85 (2 £5,n=8) GSH-Px {0 (2 +s,n=8)
21 51 FH/mg-kg ™! 15-F21-Isop/ng-mg ~" 21 51 H) 4 /mg-kg ™' GSH/nmol-mg™'  GSH-Px/U-mg ™'
75 A % R - 34.7 £6.23 1E % R - 262 £24 145 + 18
R % - 63.2 +£9. 627 [ EpoRi - 159 18" 72 £15%
NAC 50 52.2 +6.25% NAC 50 172 £19% 93 +14%
100 44.4 £6.82% 100 209 +23% 113 259
200 41.8 £4. 65 200 225 +16% 128 +22%
Vit C 100 42.2 +6.54% Vit C 100 232 +26% 136 £19%

3.4 NAC %} CDDP %5 AKI K& B fIf GSH, GSH-
Px M 525 (5 B4 4 L, CDDP i %
AKI #5740 GSH, GSH-Px 4 & i Zd /> (P <0. 05,
P <0.01);4; 7 NAC il Vit C J5, 58 A2 41 LL,
GSH,GSH-Px 7 & i Z 8 Jin (P <0.05,P <0.01),
W34,

3.5 NAC %} CDDP %S AKI & R 5 iF 8-OHAG [H

PEAIMLAY SN & T(A ~F) Al UL, 23 P10 AR 2 O
MY AR/ WL 8-OHdG FH Y4, CDDP i & AKI
R BURE 25 2 A DL R IR e 0 8 4 (4 8-OHdG P
ML, 5 FX AL, 22 5 AR BE ST
B (P<0.01),NAC 41l Vit C 41 8-OHdG FH 41
M kb, 5 CDDP AL A AT L, A %
Gil# 25t (P <0.01) WS,

A. 25 I IR ;B. CDDP %12 ;C. NAC 50 mg-kg ™' 41;D. NAC 100 mg-kg ' 41 ;E. NAC 200 mg-kg "4 ;F. Vit C 100 mg-kg ™' 41
Bl 1 NAC xf CDDP i 5 AKI Xk R % B 8-OHdAG A 14 48 B &9 22 M (400 x )

3.6 NAC X CDDP %% AKI K il '8 Ik Cu-Zn-SOD
HARIBHEW 5% [0 R4 A L, CDDP i &

AKI BEAI 4] Cu-Zn-SOD & [ F ik K Rt 35 P AIK
(P<0.01); SR H,NAC 4151 Vit C 41 Cu-
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%5 NAC % CDDP % & AKI X R 5
8-OHdG PRI M (X £5,n=8)

25 5 F 4t/ mg-kg ™! 8-OHAG FH 44 41 ffd /4~
I X 1] - 1.12 £0.58
R0 %o} 1 - 12.25 +2.32%
NAC 50 8.34 +£1.53%
100 3.42 +0.87%
200 3.26 +0. 96"
Vit C 100 2.03 = 0.28%

Zn-SOD PR XM, AR B ERITFE R
(P<0.01)& 2.

“*F1 CDDP a b c d

Cu-Zn-SOD/ S - actin

50 100 200

NAC / mgkg”

a. NAC 50 mg-kg ' ;b. NAC 100 mg-kg ™' ;c. NAC 200 mg-kg ™' ;
d. Vit € 100 mg-kg ™' ; 578 (3 M H " P <0.01;
SRR L P <0.05,Y P <0.01
B 2 NAC 3 CDDP % S AKI X R '%
Cu-Zn-SOD RiEHI B M (s £5,n=8)

4 it

AL R R, NAC 7] LU % CDDP 5| K
RGN T N N T S i
W, A 2800 i i JB ot A s g RN el Bt A e SR g
OR3P T e o

ARSI, CDDP {1 B 485 05 4 1T 5 H 25028 T
AP AL LR A5 56 B M R DY L AR g R
WFSZ, CDDP 7] )42 & MDA, 15-F2t-Isop 7K -, #4
8-OHdG BH 140 i %, $2 75 CDDP ffi {2 S 1k ¥y 184 ; [
A}, CDDP [&{% CAT, GSH, GSH-Px, SOD #I Cu-Zn-
SOD # /K, $271 B k20 2L b e A Ak P sk 22> s LDH
IKF- T8 3R WY R 40 e A2 0, S B B I RE L U
W] CDDP 755 AKI BRI

AR, NAC 1Bt B A0 1 T S AE 245 003 B
UA R R BB | AT e, NAC —
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J5 T AN FE 41 ML N GSH 7K F, #2855 GSH (i J5i Al ) /

GSSG (% ALAY) LA, 3 — Jr T4 3 41 Jfd P o 221

LBl B A ALY B BN E MR X T B A

Tl 2 M J5E B 0 B PN S 2R G 4 R R AR A R

Sy F RGN A B I RE S A EEAE . NAC

Xof 20 45 1 AL 455 JFF 4 43 04 0 LR R 9T SR B 45 BIHIE

S (A BB N G I, B B AR AR —

Bz hb, BEA W ST IE W] NAC 2 ELA VB 72 I BRI A

MRIHTE B 268 " ) It 77 8 A 9K A R

AR G, NAC 7E Bl Y UE S i DAY R A R

WAV AWFFEE5 R K W], NAC BE{K MDA, 15-

F2t- 5 1 1 o 5 S0 A0 B 38 R 7K F-, B IK 8-OHdG FH

PRI R, $#2 B CAT, GSH, GSH-Px, SOD Fil Cu-Zn-

SOD 2 H A Ht A AW KT, #2758 NAC 38 2o 31 i £ 4

14 7= A AR BT A AR KT, B35 BE (IR CDDP i

S0 AL L B K, X 0 PR A R S R Y

R R BA —E & L L kKB, NAC iy 4L

AACVENTS Vit C AR, 76 58 28 07 T J 25 4 I 5,

B EME2ES, % IEF NAC Fa et A B

D HED NAC 1 0F 5% 8 Ry i — 2B IR R 25 W vk 4

13 B 36 $& At AT 5E S 5 AR A

g L RTIR, CDDP 5 i B Wk 6t 475 5 48016 0 38 K

VTt E A B Y R O NAC B CDDP i S

I A8 AR B VEOK T U A I TR U 2H 2R Y 4k

PR A7, X B A O AR

(&% k]
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JERIARZXT Tso BUL JJUIE R K B HT A AL
LA 5 AE S A FHAE ST

R I R AL  Fak! A mEs g
(. F#mEFRAMESR,/LH FHM 341000
2. BHEFRSE —WEBER,LH FHMN 341000
3. B EFRGFR,ILE M 341000)

[(FEE] B :WEYRARE(Gen) X RHE LIRE (Iso) STECL WL JE K B BT & AL B 458 S i AE o 77 3% R
P9 se 45T Iso 1 mg-kg™'-d ™" #EZE 10 d, #H 37 K BLO WUAR EAE R, B4 2 K, IE 4 6k IR BRI 41 T35 3 sc 45T NS
2 mLekg ™' -d 7 RIS BB T AR 7% DMSO, Gen 2145 T4 (A B Gen 0.03, 0.1, 0.3 pwmol-kg ™', 4k 14 d. KR4 2
JEASE 12 h BROREE BRI, B KO0, 43 B 0T B0 IE BR 20 0 E T R, TR R S 0 5 T a5 B G DN Il T R Ak 0 I Ak Tl
B S AL W ( myeloperoxidase, MPO) 3 ¥4 & 7§ —. ¥ ( malondialdehyde, MDA ) & & ; U5 o 9% 27
FERNL.O AL B A AR 2 (interleukin-2, TIL-2) Fh, R 5EFMBAML, BHUARRLCERESHNBAS
(2.48 0. 11)mg-kg™", P <0.001, [fi. 7% SOD ¥ B B &A% (128.19 £11.20)U-mL "', P <0. 05, [f. 3 MDA & 1425 (15. 81 =
1.96) mmol-mL ™", P <0.05,Ifl{F MPO J&PE42 55 (12.22 £2.34)U-mL™" |, P<0.05, 0> JLZHZ TL-2 & R (11,41 1. 08) pg
~mgprot ', P <0.05, YRIARZAR L F I R s SOD IE 4k (160. 47 +16.01, 164.36 £9.39 |, 172.03 +8.42) U-
mL™", P<0.01,R&M%IM G MDA &4 (11.96 £2.17, 11.72 £0.73, 10.93 +0.52) mmol-mL ™", P < 0. 05, F&{i% Ifi. 3§ MPO 3% 1
(9.84+£2.03,8.91£2.03,7.51 £1.97)U-mL"", P<0.01,F&f%.0oJLAHZ IL-2 54 (9.70 £1.81, 5.95 £3.39, 6.33 1. 19)
pgemg prot ', P <0.05, 5 YA 2 T s HE BT R AL BE ) B A e BRI A Tso 55 (0 K BRLO LA R .

('superoxide dismutase, SOD) |
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