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The Effect of Olaquindox Poisioing on Free Radical
and Anti-oxidative System in Chicken Blood
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Abstract: The changes of free radical ( malondialdehyde, MDA ) and anti-oxidative system in chicken
blood during olaquindox poisoning were achieved. Aiweiyin chickens were divided randomly into 2
groups : the chickens of Control group (group I ) were only fed on basic diet, and those of olaquindox
- treated group (group Il ) were administrated by 15 micrograms olaquindox per kilogram body weight
besides being fed on basic diet, olaquindox was orally given once per day with total times, blood was
sampled 6 times with once per 7 days for detection of MDA and anti-oxidative indexes. At the 2nd to
6th detection, MDA of group Il was significantly higher than that of group I (P <0.05,P <0.01),
and all anti-oxidative indexes (T — AOC,GSH,T - SOD,CAT,GST,GSH - PX) of group I were re-
markably lower than those of group I (P <0.05,P <0.01, no differences existed in group I and
group Il at the 1st detection (P >0.05). Chicken olaquindox poisoning can results in remarkable in-
crease of blood MDA and significant decrease of anti-oxidation indexes.
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WRFEHLEL 6 84355 U ISR I, it P B
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2.1 MDA MZEZER(FEL)

*1 INiE MDA MELER

Tab.1 Detection results of serous MDA

mmol. x +s

25 TURISE times of mensuration/IM 5 H# mensuration age , days

1/12 2/19
TEH X A
control group(n =6)

W Z, Ak B ZH

treatment of olaquindox(n =6)

3.194 +1.288% 4.128 +0.510% 4.214 +0.766°% 4.531 +1.016% 4.904 +1.631°

3/26 4/33 5/40 6/47

3.119 +0.864* 3.164 £0.875* 3.059 +£0.820% 3.201 +0.933* 3.018 £1.263* 3.129 +0.458 *

5.040 £0.581"

T =R L KRS FRARE 2R ABE(P>0.05),

Note : The same majuscule of same line data, the difference was not significant (P >0.05).

Al —S%dEJE RS TR IR #2255 8% (P <0.05)

The different majuscule of same line data, the difference was significant (P <0.05).
[F—3EHEE F/NS FREARM R, 22 2R B3 (P <0.01)

The same lowercase of same line data, the difference was very significant (P <0.01).

R2ERTIRERE L,

The note of table 2 to table 7 is same as the table 1.



398 P | N = 2 225

2.2 MR RGIERIESS R (F2~7)
K2 MiET-AOCMELER

Tab.2 Detection results of serous T — AOC pe/ml, x s
25 TURISE times of mensuration/IMZE H# mensuration age , days
1/12 2/19 3/26 4/33 5/40 6/47
AEH X B2 A A A . .
9.784 £0.566% 9.600 +1.292% 9.291 +1.225% 9.888 +1.311a 9.641 +1.030* 9.538 +0.602"
control group(n =6)
W L WEAL B

9.374 +1.277% 7.770 £0.693%  7.667 +0.559> 7.606 £0.622"> 7.544 +0.537> 7.112 £0. 665"

treatment of olaquindox(n =6)

*£3 MiEGSHMELER

Tab.3  Detection results of serous GSH mg/L,x +s
25 TURISE times of mensuration/IM 5 H# mensuration age , days
1/12 2/19 3/26 4/33 5/40 6/47
AL
control 334.332 +28.545%  337.623 +69.998* 343.999 +30.23* 336.066 +38.037* 335.208 +50.632* 345.039 +30. 802"
group(n =6)
M 7, b PR

(n=6)Treatment 333.141 +57.121% 255.890 +39.818% 255.384 +5.033" 254.902 +14. 656> 245.204 +19.839" 240.777 +23.018"

of olaquindox

x4 MmMiET-SODMEER

Tab.4  Detection results of serous T —SOD peg/ml, x +s
25 1TIRIMSE times of mensuration/ M %E H ¥ mensuration age , days
/12 2/19 3/26 4/33 5/40 6/47
fipopittil
control group 136.966 +14.966% 135.098 +4.730* 137.429 £15.966* 132.384 +10.008* 138.379 +5.190* 138.964 +13.18 *
(n=6)
s 2, R A FLZH

treatment of 134.388 £22.855% 121.123 £10.632% 119.525 £40788" 115.522 +13.915% 115.433 £+7.251" 113.602 =3.434"
olaquindox(n =6)

*x5 IhiE CATNEER

Tab.5 Detection results of serous CAT U. x+s
25 TURISE times of mensuration/IM 5 H# mensuration age , days
1/12 2/19 3/26 4/33 5/40 6/47
1EH % Rl
control group 6.956 £0.408% 7.009 =0.107* 6.926 +0.098* 6.903 +0.285* 6.948 +0.338* 6.866 +0.176 *
(n=6)
1 7, T b PR 2
(n=6) 6.835+0.003* 5.006 +0.640" 4.938 +0.494> 4.743 £0.536" 4.727 +0.818> 4.675 +0.298"
treatment of olaquindox
*6 MmiEGSTNELER
Tab.6 Detection results of serous GST pg/ml, x +5s
25 TURISE times of mensuration/IM 5 H# mensuration age , days
1/12 2/19 3/26 4/33 5/40 6/47
1EH X RR 4
control group 25.017 £6. 1124 24.747 £4.104* 26.034 £3.445% 24.251 +3.664* 24.444 +3.880* 25.107 =1.436*
(n=6)
s 2 TEEAb TR 2
(n=6) 24.210 £9.798*  20.801 +1.382"% 20.775 £3.805% 19.796 +2.572% 19.140 +1.880%  19.133 +1.275"

treatment of olaquindox




#5334 5]

il

k5 G LR L P A KO TR R R 399

x7 & GSH-PX NIIEL R

Tab.7 Detection results of serous GSH — PX U,x +s
25 1IRIMSE times of mensuration/ M %E H ¥ mensuration age , days
1/12 2/19 3/26 4/33 5/40 6/47

IEF R R 2]
control group 8.065 £1.059* 8.761 £3.321* 8.219 £1.336* 8.704 £2.097* 8.611 £1.161* 8.629 +1.562*

(n=6)
W 2 Tt b P ZH

(n=6) 8.527 £2.928% 4.507 +1.787% 4.454 +1.705> 4.367 +1.505> 4.282 +1.064> 4.084 +1.401°

treatment of olaquindox

MR ~7 AT, W £ AR BRI ] 55 1 YR
i, MDA Kb RGEh 45 fabr K78 1 114 1H
TREEF(P>0.05),552,3,4,5,6 Wil &,
MDA KeHitE b R rh & fabnk P71, [ 4d )y
ER (W) BE(P<0.058 P<0.01),

3 itig

3.1 MEZEEHRFEXTILH MDA /KSR

FR 7EVR N B L™ ) 2T [ (MDA )
I, MDA & 5 VBN fir AR N FR /K 1 B 22 4R
PR

AT, 55 1 lE (12 Hig) e, T,
1T 411 MDA 7K 76 & 38 1 22 5, B BA R Y FR
KA B B AR (X R IR R R AW LB 2
Wo) WA 2,3,4,5,6 Y E (40 19,26,33,
40,47 Hi&) I, 4L 1% MDA Y83 @5+ 1 41,
ZER (W) BE(P<0.05,P<0.05,P<0.05,P <
0.05, P<0.01) (£ 1), #2755 L4138 KN FR /K
I AT 1AL, X0 T 4ksl M 2 Bah BT 8
200 g rsk, byl o 2 b # s, ap
SEG L MDA /KPR FR /K SF-0H 8 T &
3.2 W ZEEH RN I P E AL R SR R

MU N 32 BAE 2 P KRR PU A A R G LAV R i
% FR ARPHUASSZ FR B98I0, —28 023k
fiti 2 bt E Ak R G2, B FE A B H K (glutathione,
GSH) , #4428 A, E,C(vitamin A,E,C) fEICHR
55, o — AR MR P A R G, 46 A s
AL i ( superoxide dimutase, SOD) | i %8 1k & i
(Catalase, CAT) 45t H KB HSFL M ( glutathiong —
sulfidetransferase, GST, GSH - ST) . & Bt H ikid &
AW ( glutathione peroxidase, GSH — PX) , H:H1,
SOD 43 K48 SOD( Cu Zn - SOD) Fl%% SOD( Mn —
SOD) , —# Z FIFR & SOD (total - SOD, T —SOD) ,
AP R G T A T %) TG Rkl P AL e

73 (total anti-oxidation competition, T — AOC).

AR, 55 1 e (12 Hig) af, 1,
M4 1fiH T - AOC, GSH, T — SOD, CAT, GST,
GSH - PX /KRB 2R (P >0.05) , BHA
WHTSEAL R G5 Fa bR L JC I A8 1k, TSR 2,3,
4.5,6 (5510 19,26,33,40,47 H L) I E N,
I 0 i i AL R G e bRk B B BAR T 1
H(P<0.058 P<0.01)H i, TAHIL+ T -AOC
TE55 2,3 I, GSH 1255 2 ¥k, T - SOD 1E%( 2,3 ,4
W, GST 1E45 2,3 ,4,5 ¥, GSH - PX 7E46 2 Yl &
BT T4, HERBFE(P<0.05), T4
il T — AOC 7E%5 4,5,6 X, GSH 7£58 3,4,5,6
K, T -SOD 7E55 5,6 ¥, CAT 755 2,3,4,5,6 I,
GSH - PX 7E55 3,4,5,6 Wil & i 34 08 B A% T 1
H HEFWBE(P<0.01)(X2EXT),HIL
AN N e SR AT S S N E = W A v R
W FEMBEARALUATE B FR A6
3.3 HHHE(MDA) &KITE RS B LAENGE 2,
Pt b 3 A R AL EE P B

IEFABROUT RN = A Bt 2 FR TR
bR G0 R B, AT FR K S Ah T4 A0 A o i~ Ay
ARZS EE R FR AUTEF THUA, BOiiA F) T4l
1K B &2 52 (homeostasis ) [ 4E 55 A2 i s AL AA B 18]
Uitig ABFERHEDIRS T, B T4 i R R 330 FR K
SEFH AN FLEL RGN, 3 FR K 2R
Frim AT GRS g B B SO 2 75— &
Gl B AR v R R R AR 0

ARG, M Sl B2 (1L 4H) A A
JKF-(MDA) BRI & FIE R XL T 41) , L4t
ARG TERR AR R R, i — 2 S 8 2
FREEAG RPN FR 7= AR 2RI, S KB FR 1R
FH 200 R SR 200 i 25 15, 751 A2 B g ot S Ak 6240
REEEAEAAE 3 1 MR SR R T BE T, A
M0 AN B 512 e 5 3040 B P9 36 P 9 o
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