BRE B2 5 BALBE VL33 No.2
- 108 - 2016 42 H Journal of Xinxiang Medical University Feb.2016

o ANSCE| P ARG I I, A S R 3 St R 451 /N BUBE R D7 sk B [0 ). 4 & B2 B
. #}#,2016,33(2) :108-112. DOI; 10. 7683/xxyxyxb. 2016. 02. 007. :

$00800800800800S00S00S00S00S00S00S00S00SI0S00SI0S00SI0S00S00S00S00S00S00S00S00S00S00S0I0S00S00S00S00S00S0O0S0O0S00

B 250 S £ R ) 5 1) & /N BB 7 Sk R

A &, fkww, RER, Tk, B=F, A F
(W & PR B2 05, T BT 453003)

[ EalwFse]

E. BM KO AR S W BN BB T . AR T30 SIS S T A BFAEBE (NIH)
L BEHLS W TE A 41 LRI AL, S0 10 FL. SCI0 LR FF 57 P 10 BV S V0 T B L DMSO)
e 0 ST 56 A/ TR A 0 88 036 X Y 524 I B 0 LU SR PR DMSO, TE A 4R (b 31, W3¢
3 AUNEIGTT WA R A G R BU BT R B A (TH) KT, 465 AEEERT .3 41/ BUA R it e
FRSEIA 4 BRHESEIR 5 KT AR £ F B 356 LB R S0 P B (P >0..05) . HEHEIS 3 41/ R L
FYR T AN (P <0.05) 5 3231/ INRUHA R ik 1 ARG Tt BEALAIA LT (P < 0. 03 ) 5 b B AL A I AL/ B M 1 e
PREGIER X (P>0.05) . HBLR , IFH SURIE AU BURFF S 15950 BHE 20078 41 UK BT 11 A thi 373
SRS o 2 4 R0 (P >0..05) s SN BURRHF S 00 15 5 BHE 920015 4 kP R 1 A1 th 3 38
SMEEERT I A AR AT HEBUR W1 B T W (P <0.05) , BEWIR  IE W 41RO 2L/ BUPT GG of TH BRI P i 2
TERC L B2 5 T 08 S (P >0..08 ) s S5 AN EUAT IR SRR b TH BR 4 28 SC R RHIL T 260 (P <0.05) , 3 411
N BE P 28 TE R L 5025 SR T8 2 25 3L (P > 0. 05 ) 5 52 o 2 A 0 ot 28 T8 MG 1 4 41U v ot
(P<0.05), SV i BEAEHE R PSR 22 L el b 287 AT e o A ) RIS 0 e AR

SERR. R SR 2 T s T4 A

HESES: R747 XEIRESE: A XEHS: 1004-7239(2016)02-0108-05

Establishment of Parkinson’s disease model induced by rotenone in mice
GU Zheng ,HOU Tian-tian,ZHOU Du-shuang, DONG Gao-pan,ZHAO Er-qi,ZHAO Ying
(Pharmacy College of Xinxiang Medical University ,Xinxiang 453003 , Henan Province ,China)

Abstract: Objective To explore the method of establishing Parkinson’s disease model which were induced by rote-
none in mice. Methods Thirty clean grade national institute of health (NIH) mice were randomly divided into experiment
group , vehicle group and normal group,with 10 mice in each group. The rotenone was dissolved in dimethyl sulfoxide( DMSO)
and then was injected into the right substantia nigra pars compacta in brain of mice by stereotactic microinjection in experiment
group. Mice in vehicle group were injected with the same volume of DMSO into the right substantia nigra pars compacta by ster-
eotactic microinjection. Mice in normal group were not given any treatment. Behavioral changes of mice were observed in the
three groups. The immunohistochemical method was taken to analyze the level of tyrosine hydroxylase( TH) in substantia nigra.
Results There was no statistic difference of body weight, jungle pole scores, suspension test scores, horizontal swing and verti-
cal swing test scores of mice before modeling among the normal group, vehicle group and experiment group( P >0.05). After
modeling , the body weight of mice in normal group, vehicle group and experiment group were higher than those before modeling
(P <0.05) ;the body weight of mice in experiment group was significantly lower than that in normal group and vehicle group
(P <0.05) ;there was no statistic difference of body weight of mice between the normal group and vehicle group(P >0.05).
There was no statistic difference of jungle pole scores,suspension test scores,horizontal swing and vertical swing test scores of
mice before and after modeling in normal group and experiment group( P >0.05). After modeling, the jungle pole scores, sus-
pension test scores, horizontal swing and vertical swing test scores of mice in experiment group were significantly lower than
those before modeling of experiment group and after modeling normal group and vehicle group (P <0.05). After modeling,
there was no statistic difference of the number of TH positive neuron between the left and right substantia nigra in normal group
and vehicle group(P >0.05) ;the number of TH positive neuron of right substantia nigra was significantly lower than that of

left substantia nigra in experiment group( P <0.05) ;there was no statistic difference of the number of TH positive neuron in

DOI: 10. 7683/xxyxyxb. 2016. 02. 007

Wis HHEA:2015 -09 - 14

BT H :ER ARSI H (45 :81100956 ) ; B K H A=A IIZRI5 H (445 :201310472003)
EEB 4 4 (1980 - ) 2o ST RGBT N B0 B 9E 5 1) P RS M 25 B

BEMES B B1974 -) Lo WRTHEE N A 2052, WFFE 05 1)« #l 2R i 253 ; E-mail : zhaoyingxxmce@ yahoo. com. cn,



24

A A I PR BT ER N S TR ) 5 ) 4B R BB Ty v R - 109 -

left substantia nigra among normal group,vehicle group and experiment group( P >0.05) ;the number of TH positive neuron of

right substantia nigra in experiment group was significantly lower than that in normal group and vehicle group (P <0.05).

Conclusion Rotenone can selectively damage dopaminergic neurons in the substantia nigra, and can quickly establish the

Parkinson’s disease model.
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Fig.1 Results of TH positive neuron in the three groups stained by immunohistochemisty( x100)
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