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Effects of Yinxing Pingchan Recipe and its Components on Activity of Mitochondrial Enzyme Complex in
Brain of Mice with Parkinson’ s Disease SUN Hong-mei, BAI Li-min, ZHANG Jun et al Department of
Anatomy, Basal Medical College, Beijing University of Traditional Chinese Medicine , Beijing (100029 )
Abstract Objective To investigate the mechanisms of Yinxing Pingchan recipe (YXPC) and its compo-
nents, i.e. the components for detoxicating (A), for calming liver (B) and for dissolving blood stasis(C), in
preventing and treating Parkinson’s disease, and the path of its inhibition on nigrostriatal dopaminergic neuron
(DAn) apoptosis in model mice of Parkinson’s disease. Methods Male Cs;BL/6] mice were divided into the
normal group, the model group and four Chinese medicinal groups, that is, the YXPC group, and Group A, B
and C, treated with YXPC and its components A, B and C respectively. Mouse model of Parkinson’s disease
was established by intraperitoneal injection with 1-methl-4-phenyl-1,2, 3, 6-tetrahydropyridin (MPTP). All
mice were sacrificed in 2 batches at the 14th and the 28th day respectively. The activity of mitochondrial enzyme
complex , Tand IV (MECT , T and IV) in the brain of mice were measured, respectively. Results As com-
pared with the normal group, the activity of MEC I and IV in brain was significantly lower (P <0.05 or P<
0.01), and that of MECII had no obvious change in the model group. As compared with the model group, the
activity of MEC I was significantly higher in YXPC group and Group C at the 14th day (P<0.05), while the
activity of MECIl in Group A at the 14th day , Group B at the 28th day and Group C at both 14th and 28th
day was significantly lower (P <0.05 or P<0.01). Activity of MEC IV in the four Chinese medicinal groups
at the 14th day all significantly increased (P <0.05 or P<0.01), and retained at high level in Group B and
Group C at the 28th day (P<0.05). Conclusion YXPC and its components can maintain the mitochondrial
function by partial inhibiting the activity of its enzyme complex, preventing DAn apoptosis to slow down the

progress of Parkinson’s disease.
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complex, MEC) 1 8% PD #EiE R B2V Wb &
RIEHEX PD WINAHEEGHRERE R, LI
S 3 B AR A P Wi K A7 7 W A i PD B
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1.1 FHEEE (OBEEFLE I (FHREF)H
SR HiE HE B BET FER KO R
K BA KK B EHEAR; QFEMMEFH (F
FrigE ) B &R EE A HEAR; (3)FHER
J5 (T FRF-HF ) B R B L AT ; (4) et il 45
F(RHRARET)BEEH KA RX HER.HE
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1.2 7 1-HE4FEE1,2,3, 6 HAME
(MPTP)., i & C. N, N, N, N-4-F Xt~
R ENY. N2-BZEKRE-N 2’ -ZKEER
(Hepes) ¥I5 Sigma 22 87 & &R E 2 7 B ik R 1=
BB (NADH). BH. Z-KNZBR %
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ANF, ¥R,
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2.1 ESaH HAABEEKES 0.3%MPTP
FAONBRBEBEES, 8K 30 mg/kg, T4 5 KX, HEWE
FR/ABER VR 6 A(BH 12 R) . KEHASE
KESEHAB KOS m/R; 2 FHPMREBXREE S
FHH0Sml/R(ASELE 1.18 g¢/ml); BHEFTA
MNEBREBBEFTFHO.S ml/R(AEEHR0.6

g/ml); FRAHNREBRETFH I 0.5 ml/H
(HEEZR 0.6 g/ml) ; HHF 4/ EXEE LR
FHE0.5ml/H (AEEHE 0.6 g/mD). FH/DK
MIEREESE — R I 4 B K 7E B 3 55 MPTP Bl 40 min
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dkeEWE B FALSE, EFHNR (12 B) AUEM AL
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ER I E M, B, SRIRE, -70CK
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BtlE]  I[KsFeg(CN)gmmol/  I[K3Feg(CN)gmmol/ IV [ng JEF & /mg

1]
HH 1005 B ] B /min)

(d) 100pg & H )

E¥ 6 14 105.64+1.91 38.77+0.82 823.05+48.92

28 118.12+2.00 38.77+0.82 698.26 £ 15.40
R 6 14 97.35:£2.27% 35.65+0.67 577.18 + 33.55**

28 96.09+1.22* 35.65+0.67 638.55+5.06*
£% 6 14 108.91+1.954 36.71+0.90 691.10 £21.84 ¥4

28 97.99+2.64 ** 35.14%2.76 618.52+14.26*

BEN 6 14 103.38£3.07 42.49+0.60 %> 706.74 £ 38.29 *& 4
28 86.56+2.11 44  37.74+0.60 622.10£10.90*

SR 6 14 100.47+3.32 35.40+1.39 677.04 £20.82 %4
28 95.86+0.78 ** 44.76 £0.81 %42 694.42+10.68%°

HFH 6 14 110.50+5.254 41.68+2.214 719.06 £22.51 *A4

28 80.64+2.38%*24  45.12+1.88*24  682.95+12.764
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2003 4F 10 A —2004 4F 10 A KA1 WEHE LB R EMFR
ALAGY TR EELROCRBERENF CRMEH
(CRP)HI L, M EWT .

KRR 2WBEHNEERIRERHL, BERE.
BREREREREHBREMBEERR NEREFARE
Mo MBEARBIFHELRLEEBRE 60 F, B0 RHE
RAUEELERBS(AHA N ZEHRES AR EBOZHEM
THREMLLEE., REBMLOKFRE 26 61,5 10 #, & 16
B8 36~68 %, F1(60.2+9.8)% ; bt 1 X MK 15
B2 M ERE 114, FREECEFHRE 346, HBER
BIRFHS AR T REHEN S NTA,BTH 176,58 741,
10 B 4E 8 34~65 %, F1(60.3£6.9)F ;KB 3~5 A,
F#(4.321.6) AP 1 XMEREIH,2 XOERE 8
Bl A E - BmE3 B ERBE2 6, WHEA17H,B6Hl, &
11 648 36 ~66 %, F1(63.3+8.8) % ;B 3~54 8, %
B4.121.8)MA R 1 XMERE 26,2 X ERES
Bl A BImES Bl HRR 3 6l. HARKNEKEERTE
EH(P>0.05), BA R ik,

BEAE WEFAREROEEIATEERE(LESE
R ARAE )20 mg, B H 2 ;A & & A8 R & F U
SERT . WRAMBRBEMALK(BRERFELARAA)
100 mg, HH 1K, BITENMBELEBEBE(HAS KE. £
B R R g RAT KA FEAR, BB AED

BN, IWRKEFEER P ER(FRE 250012);2. IIRX
FESB;3. WRER¥EN KR

F4&H|2 HX3

0.38 g, AFXELMR 5 RIBB WA RE), BRI, HH 3
WIS, REMLRFEETFUEBREKK 20 mg, BH 2
WO EFELHA 7S mg, BH 1R, 878 10 X, XHAH 3T
., CRNEH (CRP) K& B  BUEh kI , F BBk S B T fft
% (ELISA) , 1% MR 77) & 36 8 0 47 8248 (i 7 & B3 2§ Diagnos-
tic System Laboratory AR &), Kit¥HEk KAt BE.

% B

1 AREALCEESHEEMNOLFERAELFE T CRP§
BUE FREBLZFHEE CRPKFE((6.8£2.4)mg/L)8
ERTHRERLEFERE((2.8+41.5)mg/L,P<0.01],

2 PUFAREROZFERERITHIG CRP KM &
WITHIRITIE CRPKF((2.5+1.8)mg/L ) 5KYTRI[(6.8 %
2.) mg/LI LB B E(P<0.01),HEXMBAKTE
((4.721.4) mg/LI W ER TR E Y,
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B AN L I 4% 2R 1 8 D 4 B BB 1 R E LB
BT BMIER, TUZEZ L BB AL,
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