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Protective effects of extracts of maize plumue gel against lipid
peroxidation damage following rabbit skin burn

WAN GJun, OU YANG WU-gng,ZHANGLi ,WEI Yarming,
AN Hongli ,OU YANG Yang

(College of Animal Science and Technology, Northwest A & F University, Yangling, Shaanxi 712100, China)

Abgtract : In this experiment ,the extract of maize plumule (EMP) gel with the content of 1,1.5 and 2
mg/ g ,was used to deal with the skin burn replicated by 2 mol/L NaOH in rabbits continoudy for 14 days.
The rabbits were divided into EM P gel treatment group ,acesodyne ointment treatment group ,hydrochloric
acid solution of EM P treatment group and brine control group. On 1st ,7th,14th and 21st day after burn re-
spectively ,rabbits skin of each group was took and made 100 mg/ g tissue homogenate each time for detec-
ting the activities of superoxide dismutase (SOD) and catalase (CAT) ,the contents of (MDA) ,and then
observed for tissue histopathological changes and transmission microscopical electron ,in order to study the
effectsof EMP gel on lipid peroxidation damage and inflammation reaction at the early stage after rabbit
skin burn. The results showed that the activities of SOD and CA T improved obvioudy( P<0.01) ,the con-
tents of MDA decreased significantly ( P <0.05) or obvioudy (P < 0.01) , compared with control group
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except EM P gel treatment group (1 mg/ g) on 7th day ;the activitiesof SOD and CA T improved s gnificant-
ly (P < 0.05) or obvioudy (P < 0.01) ; the contents of MDA decreased significantly (P < 0.05) or obvi-
ousy (P < 0.01) , compared with negative group ,except EMP gel treatment group (1 mg/ g) on 7th day.
The effect is the same as postive group. The skin wound healed faster and the cells growed quickly with
less inflammatory reaction. The concluson can be drawn that EMP gel plays an important role in preven-

ting lipid peroxidation damage ,inhibiting inflammatory infiltration and promoting skin wound healing.
key words: extracts of maize plumule gel ;rabbit ;burn;lipid peroxidation
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) , 1.2 EMP
() (Extract 39, 10g 10g )
of maize plumule ,EM P) , , 4 mg/ mL
(kinetin,KT) , 93.33% KT EMP 25 37.5 50mL,
, , , , pH 6.0 7.0,
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r/ min 10 min , 6
SOD CAT MDA 2
2.1 SOD
1.6 1 , (D ) AL A2
1,7,14,21 , A3 SOD
, 10 % (P<0.01) B ) VAL
24 h, ( 6M M) , HE 14 21 (P<
, 0.05) ;A2 SOD
, 4% 24 h, (P<0.05) ;A3 7 14 SOD
( 70 nm) , (P<0.05), 21 SOD
1.7 (P<0.01) ,EMP
SPLM 3.0 , EMP SOD
X+ SD ,
1 SOD
Table 1 Activities of SOD of rabbit’ s skin at different time after burn (n = 6) U/ mg
/d The day ater burn
Group 7 14 21

Al Group Al 18.133+0.187 * *

27.140+0.092 *

33.377+£0.225 * *

A2  Group A2 18.320+0.165 * * 27.433+0.352 * * 33.770+0.191 * *
A3 Group A3 18.477+0.211 * * 27.437+0.070 * * 34.450+0.541 * *
B GrowpB 17.363+0.310 * 25.987 £0.021 * 31.393+0.292 *
C Group C 18.570£0.428 * * 27.810£0.229 * * 34.383+0.316 * *
D GroupD 15.117 £0.222 23.647+0.337 29.570+0.305
: (D ) ,* (P<0.05), * * (P<0.01); B ) ,
(P<0.05), (P<0.01)

Note:Compared with control group (D group) * and * * stand for dinstinctive difference at P < 0. 05 and significantly distinctive differ-

ence at P<0.01 level ,respectively ;compared with B group

and

ly distinctive difference at P<0.01 level ,regpectively. The same as following tables.

stand for distinctive difference at P<0. 05 level and sgnificant-

2.2 CAT A3 7,14 (P<0.05),

2 , (D ) AL A2 21 CAT (P<0.01)
A3 7,14 21 CAT EM P CAT
(P<0.01) ® ) VAL , C ,
14 21 CAT (P<0.05) ;A2 CAT

7,14 21 CAT (P<0.05);
2 CAT
Table 2 Activitiesof CAT of rabbits skin at different time after burn (n = 6) U/g
/ d The day ater burn
Group 7 14 21

Al  Group Al 17.220+£0.332 * *

A2  Group A2 17.660+0.105 * *
A3  Group A3 18.113+0.261 * *
B  Group B 17.030+0.131 *
C GrouwC 18.220+0.010 * *

D Group D 15.797 +£0.516

34.000+0.001 *
34.750+0.324 *
34.567 +£0.527 *
32.610+0.445 *
34.943+0.143 *
29.610+0.375

*

*

41.875+0.306 * *
42.043+0.095 * *
42.920+0.292 * *
40.240+0.588 *
43.027+0.176 * *
38.790+0.513




2.3 MDA 21 MDA , ; 14
3 ) (D ) , 14 A2 A3 MDA (P<0.01)
Al A2 MDA (P< EMP , MDA
0.01) ,A3 7,14 21 MDA ,
(P<0.01) B Al 7,14
3 MDA (n=6)
Table 3 Contentsof MDA of rabhit’ s skin at different time after burn (n = 6) nmol/ mg
/ d The day after burn
Group 7 14 21
Al Group Al 1.276 £0.415 0.542+0.056 * * 0.186 +0.007 *
A2  Group A2 1.137+0.315 * 0.489+0.003 * * 0.178+0.004 *
A3  Group A3 0.925+0.085 * * 0.458+0.055 * * 0.143+0.014 * =
B GroupB 1.366 0. 267 0.617+0.021 * 0.203+0.014 *
C Group C 0.917+0.051 * * 0.416+0.017 * * 0.136+0.008 * *
Group D 1.542+0.192 0.843+0.020 0.266 +0.011
2.4 , PMN ;14d ,
D 7d, , 21d
! PMN ( 1-A) ;14 PMN C 7d ,
d : : :
, PMN ( 1B);21d , ,
, , , ;14 d ,
PMN B 7d , ( 1r©);21d ,
) , PMN
~ “
o~
4N
g
%O;,:“‘ '
-
1
A.D 7d(HE,x100);B.D 14d (HE,x200);C.A2 14d (HE, x400)
Fig.1 Histopathologic dide of rabbits skin after burn
A. The seventh day in group D (HE, x 100) ;B. The fourteenth day in group D (HE, x 200) ;
C. Thefourteenth day in group A2 (HE, x 400)
2.5 14 d,D ; )
1d,D , , B ;
( 2A), , C 21.d,
7d,D , , ,
, : : ( 20; :
( 2B)B :
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A.D 1

(TEM, x 20 000) ;B.D 7
Fg.2 Rabbit’ s skin ater burn observed by TEM

A. Thefirst day in group D (TEM , x 20 000) ;B. The seventh day in group D (TEM , x 12 000) ;

C. The twenty-first day in group A2 (TEM , x 8 000)
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