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Abstract; With China’ s transition into an aging society, Parkinson’ s
( PD ) has

neurodegenerative  disorder

second most
health of the

population. However, there is still a lack of ideal clinical drugs that can

disease emerged as the prevalent

threatening  the elderly
effectively treat PD or halt its progression. Mitochondrial dysfunction is
one of the key pathogenic mechanisms underlying PD, involving
abnormalities in energy metabolism, mitophagy, oxidative stress, calcium
homeostasis, mitochondrial dynamics and apoptosis. In recent years,
traditional Chinese medicine (TCM) has demonstrated promising efficacy
in treating PD by targeting mitochondrial function. Based on the critical
role of mitochondrial dysfunction in PD pathogenesis, this article focuses
on the research progress of TCM monomers and compound formulations in
intervening PD by regulating pathways related to mitochondrial
dysfunction. The aim is to provide a theoretical foundation and novel
insights for further research into TCM - based mitochondrial - targeted
therapies for PD.

Key words: monomer of Chinese traditional herbs; traditional Chinese
medicine formula; Parkinson’ s disease; mitochondrial dysfunction;
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PR o PD YRR RN RN K 2R R, Hoh 323
MIERLIARTE PD & Y SCHE R R 2 — , I AT DL AR ik
A& T 3 T HLAR, WAL N S RE AR B U TS
CLEH I 2B AT PEBOR I B A A R
KLARTREREATXT PD (1452w L A 52 LT, o KL
il S 2% A SO T SORLARAE PD J i Hh i VE FHBILAR]
DL K v 2l ol PR 5 SRR D REVR YT PD I BIFFE BLIR
itk — S ARFE R AE R PD LR m3R T IS 1R
AL B AT ) R B
1 ZHEThEEREsG S PD X &
11 Zrfhefid

LRRNE A A 2 EZIEN, B g
AR ST A B A AN RE i B SFE 2 A B
Y IR BRIk IR AR S R
(reactive oxygen species, ROS) [t 7= A= | 45 ( calcium
ion, Ca™ ") FAZS L 400 L P 5 5 T I, LA 20 ML
FEHERIBET S o Sk B0 % B0 A IR 25 351 55 b 1A
Yk, It 8 PD BJR P i BRI T R
XFECRPERNZEYE PD 5 IR T 58 R B, ZORL A 2l B
B AT T BB — D GBI JXUBS: PR 3R, PD 8 5 J 5 vp b
ZILIER T2 B LR A s
1.2 BERERESPD

LB RR) F =R BRYEFF (tricarboxylic acid cycle,
TCA cycle) 7= A= B AR 04T E AL BE R 1k (oxidative
phosphorylation, OXPHOS ) , {5 Bl 1, T 1% 1% 2 4t ( elec-
tron transfer system, ETC) (& £k B4 °E W2 4% & & 4
I ~IV) 3% 3 = #% & B¢ 7% ( adenosine triphosphate,
ATP) )7 A AT A2 R0 B TSR . 4 os
R RERIHARE , PR R BT DA RERIZ2IT 5 32 B RE &
TEMY " . NOGUEIRA 451" B 5y % B, 15 fi e
Jiil ( rotenone , Rot) T-¥i1 12 h 44kt ,24 h }% 48 h J5 By
BN ATP 25 B 14 2 FEAIR( P < 0. 001) , $7R Rot
PHZRLA T RE ; TE A e 2 )5, 5 Rot 4 HL#L, /2
e ELAL Y ATP & B PR B 253 = (P <0.01) 378
Folié 2 Wl i LRI IR D RE , e ATP = A=, i —
AARYT DA RERR et , i PD iz shgE R, fhis
JURYIE T RET B LR AR SR BERE 1, ZEHF Pl 2250
I ZORL AT RE T LA 2 AT 10 BB 12 F1R 2 2 R
RARwE B W R AT R 1 - FE -4 -
REEMEGE (1 — methyl —4 — phenyl — pyridine, MPP* ) A]
DA A 265 B 200 B 978 200 B ( SH - SYSY 4fi i) rh2k
BRI AW 1 G E, FECATP 7 A /0 R0 A8 A6 N K
S, DT 375 5 200 0 Y S A A0 0 0 40 L 48 5 T 40k
RHR I 44 K 483 UDCA - NVs — TPP 4 h 341 107%

6 hI§fin 96% , "R S 3 A R AE 32 45 1 48 T ZORL A
BB AR L, ORI ATP 177 A $2 i 42. 62%
DA AR 7 R BN e 2 M 25 R 1A R
B3, 0FE 1 - S -4 - R0k - 1,2,3,6 - PUA(ENE
(1 — methyl —4 - phenyl - 1,2,3,6 - te — trahydropyri-
dine, MPTP ) 5 3 ) PD /N B 52 56 Uk B, ¢t JDk 7 49
UDCA — NVs — TPPA] 51 PD /)N FRECHR A4 v i ZoRL IR
AKFIE_E 38 DA AR, sz P pah, 5 HA
AMIARLL , M TT h 2R AR AR )5 ATP (i P
Al e 2 BH IR 42T PARK2 JE[A 45 % 1) 25 1 ( recombi-
nant parkinson disease protein 2, Parkin) #H 3¢ 2k ki {4 H
WA R BRI, kiR A 2 R R BOE A S
SRR SO IR R | SORL AR T B I A N 41 i e 5 {1t
R
1.3 ZhkEES PD

LRI B Wt A — T o Y 5 AR R i i A2, T LA
FERAZ A AN 5 B 1 LR A DL G 5 240 i A AR IR
AL BRI R, 4T PD BIALN R N2
SR3677sEV ] UG LRI R , 10 figi 2H 2 v i Zoks
T B WL PR 3k, il ek B W AR 3 52 5 ORI 1Y) [ A
W SN R, I3 i 2 2P ) DA JKOF, m T AT
PD RIS AT . AR A W ALEE 2 FhigfR,
Z Z MR AR AN RAH R A, BTE AT i
Z W & PTEN % S 1% ¥ 1 (PTEN induced kinase 1,
PINK1 ) /Parkin 3 %, iZ 8 1% 5 &% 2 PINK1 G E %
TR W Parkin, 507 Parkin Joik IE#Z R L4k IA
B, B R AR ME LAbR D E B s 1T 5 20
FEHEZESHMEMKESD | B5E 3 (microtubule -
associated protein 1 light chain 3, LC3) fH45 & P T:
B 4k 2988 2 (B - cell lymphoma -2, Bel —2) it
EAY S LC3 GLRRANLS & A 1 Nip FEAR
B X(NIP3 - like protein X, NIX) \Bel -2 #H HAE &
B 3(Becl - 2 interacting_protein 3, BNIP3 ) ,FUN14 %%
#3855 1 1 (FUN14 domain — containing 1, FUNDCI )
LR, G e LG MM EAEAZE T, S
B LC3 AREA RN A FE S ERLAA , i T k4
L B, B AR, mE R R AL, BEE R I,
Parkinfift g 53 PINK1/Parkin {558 %52 FH., UF 1M &5
IR ZRLA B WE B AT, R Gl R P AERIE, X2 5 T
PD {y RSB IS, PD A RAE AR W I A 2%
KR D RERR A, JFAFTEZORLIR B W52 1, T 22 P S
ST AT L3R5 PINK/ Parkin /-5 (2R 14 1 10
AT LR G B I A R 2R 3K 7K F BE IR ROS 7K
V-, BREORLR B WD RERERT , K5 PD M T4 A
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FAT T eAh, Parkin S E3 17 3% £}, Parkin
7 2 T HZ R IE G DI BE , ) 52 S 2R 11
HWE, FECZ MR TEA N R, kA S A
BT
1.4 S{N#5 PD

AL IO B AN AR s R IR B R /Y, B
ARSI, BA 40 M 8 I8 )5 A )5 1) ROS
BUEA LA S AT . ETC 4, 55t 2
G 1R AN S 0 4 4 A6 ) 1B AR i 2 (superoxide
dismutase 2,50D2) K il S8 A (hydrogen peroxide , H,0, )
SEPUEAHL 32 T4, Bofdt ROS B ZAR AT REA] 2
PEPEGIORE PD &, ok ik oh A RS AT fE
SRR NI K A, D DA BB & TTY
YhEE ™ . GUPTA 4™ jl 3L Rot 53 i) PD K fl &
SH —SYSY PD #AUAFGE A PR, 56T 5 BERLOR A 167 P
S5 4 MI210 5 3k 378 55 20 i A5 5 8 5 i 1/2 -
P38 — C — Jun S B R sl i F1 P65 — 4 il 4% [ 1~ «B
(nucleus factor kB, NF«B) {5538 #% , 2 & /> ROS 1Y
P A IR SR A D BB AS, 400 B 22 28 RE I By 1k 4
MIJA T, fEF DA RERIZETTAAIR , % PD (I K. I
A A 5T S R RUR S B] 78 )53 T 41 Jfd ( olfactory mucosa
mesenchymal stem cells, OM — OMC) g8 Zp i {4 IncRNA
A2M - AS1 5@ 33 IGF2BP1/TP53INP1 fhi3a i £ ki fk B
W LA PD rh i) S AL L, T i & 1%, OM — OMC
P A A AU AT LA PD /IS BRURY I R RN T O 27 25
R, HARR T m T SORL A W — 2 G A
WLIRYT PD A RGETR
1.5 Ca**f&%5PD

P IR AT 1 5 T8 5 Wi 2O A I A 1 AR
RERCIRAS , Forh Zobifds Ca®* ISR R ML Hh e S gk
TEM. TERS 5, Ca®" 2 51F 2 4ok )
PR ORI DTN s I L P2 S Tubcb 1 R 11D N AR S % TR N
it TCA cycle A= jf ATP 1132 F v T 75 1) O Bt il 52
Ca® " [ RHE , — J7 11, SR PR 36 JE 6 fp Ca® m {2 iF
ATP 774 I —J7 T, SR A SE Tk SR (445 5 ] 7%
BIREEZ Ca’ , Ca " MR BRI E B M 3 P FLAT
TF, P EERAR R AL AT Bt  ZR AR AR AR P TR
BT X B4 st T, R UL, #8 i bk Ca® 1%
e AL/ B 32 2R 1 AT BN IR T PD B ROk g
WA, o = syn AT RUTE I N BT ) — ZoRn AR B Tk
Ca”* B, W40 ROS (977 /&, 5 44 PD'™ . Ca’”
JELORLURF P T ) E LAY, Ca® " {5545 5T fig
SR HE PD i BIL ] r i) 2 b 1A S A I I8, 7 R T3
SHR DA REAR 20 FP AR L RS 18 0 I i s e A ik

IIES KL NN AR ) 1B S 2 B2 211 ULy W
1.6 ZtikzshhEXRES PD

LRLARZ 2752 2 AR SO AR A 15« OB il
B RBLAR | ZOR A A W) A A R A (LR ORL AR A
W), LA B 40 P i ek R ek ik s
(EES S U RN N SN L R WA 2 % TR SR U
LA I 45 v 43 5 52 454 1) b 7R S 8 1z 41 B 1) AR 5
ok, BB 2 3 A G 1 (dynamin —
related protein 1,Drp — 1) 52 Mg & 52 2k gt &
R A2 SR A A AL R AL P B0
KL 8 B /D, Drp — 1 T 2R (AR RS Rl G R 2ok
PR I, AR I PD 9 bh 2B AT AR R R R
ALK Z) )27 5| S ) 2 1A Ty 8 B Ao B M A K
EPE PD Y & s LA bl 2 2 e S M Y
BROWNN %5 fff 53 % B, PD #8217 B i
Drp — 1% b 38 0 H A 24708/ il 5 25 R U2, S B
U FRAY W] BH I 2R A 2% B4 kRl 2 PD 1Y
TBTEVRYT SRS o KL Bl )~ F A4 W BE Bt °F J2 A HL
KIRI, 2870 EA X EORL A 1 BE R AR R 2 1)
1 X = AL B A 77 SR FRAE, UL, PD Hp i 2R (4 )
BEMEAT S LA S I A K
1.7 #@RATSPD

P DA A A Ty OB AR S IR A A 5 1 LA
GRS O A AR IEBE T, 40 AR JE T 0 AR Y S SRR
1732 8 F 5T Bel - 2 F0 2 bk 2 B2 2 1 1 ( cysteinyl
aspartate specific proteinase , Caspase ) ¢ 1% {8 577
Bel =2 2 — Myt T8 A, @ M Bel -2 AHK X
FEH (Bel =2 - associated X protein, Bax ) 542 i 7275 H
HERRERLAR Y 5 P 5 T Bax 7055 BILR S F 9l B v
TR 2o T WFSEIE], Casp - 9 TE4N i (5
Z C(cytochrome ¢, Cyt — C) BEHUS BB , HFR
AT Caspase fll Bel -2 FJ%E [ Bid #7% Bax/Bel -2
FEHLE T (Bel =2 homologous antagonist, Bak ) & #E 4
JHT-VEF, LA SR SRLRRIA ; Casp -3 RN T-IET-A) 35
PATHE ;Casp -7 ' FEROS AR, EEAEAN
AT RAT I B R HE S R S L A T A
AR AU 5 LR AR T 90 ROS 72 Ak 1 Fh 2 (1 R 19 1)
FL BT R W], BRI RE R iG  SBUT A E 2
ROS Fiid %846, & A MR uad AL, T S 28 7
LRI P R, S AN M e Ak R T st T
1T Bel =2 3R FTE 14 1Y 722 A - 20y B W A0 40
AT AT AR PD ph 2 CAET- I RS QU
B ST MPTP 1301 PD /N, 4878 T Bel -2,
W5 B [ 175 (transmembrane protein 175, TMEM175 )
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FROS Z (8] DA K & AT 7E 48 M 0 o 3 59 o i A
Bel -2 H #5245 G -] TMEM175,1fif Bel -2 45 5 M
I AT LA 5 TMEM175 (935 44, ROS w] L it 1
B EE TMEM175, TMEM175 2% 38 sl 36 PR i 35 i &
T O O 0 Y T, I AT REARUE PD Y e 22
JUHET

ARSI AR, JE R A S 2R R T RE
%, #E3h PD gy kA k.
2 thZ R S BT RRARATIEE ST PD

LR, IR v 5 = BE 9% A 2007 PD sl BHLIE How
175 1F JE 1) BEAR 25 ), 22 e 22 AR A I R IR 7
PD 9254y, KW FH 2 S BOR AT B i I & e o 1
HZIRYT PD A B RO R Y DI, AT 4E 5% PD i 1
K J AR08 R T IR 7 25 5 30 9 R E
R, FF 2 H A 25 A I R AR 2k 36T PD HAY
LI RN E
2.1 HHBRERHEFRERSEEEREIIEERTT PD

FhAR Ak 2 00 52 2, A Bz 2R e i ot v 3 M B
L B Az — . WANG 2 ) i iz %
T 6 - A Z Bk (6 - Hydroxy dopamine,
6 — OHDA ) PD K il 5 W #% 41 I3 2+ 22 21 i ik PC12
2 B R TR 2R R S s o 5 R TR 2 R L I 2R A
HfY) PC12 PD 4 i o 4 ki 4k B AR5 4 PINK1 A
Parkin ) 7K - 2. 2 4 i (¥ P <0.05) , I LA & A4K i
PR3/ PC12 PD 4 i ROS By R (P <0.05) ; [F]
i, SRR 2 AH L, i 3 (30 mg - kg ™) AT LARRAIR
PD A R 5 P 4 AL B 75 ) TR 8% ( malondialdehyde,
MDA ) FI ROS (R (¥ P <0.05) , I3 Jin i A Ak 9y
157 4 ( superoxide dismutase, SOD) 354 (P <0.05),
2 PD KRR B I BE DE 43, Uk 0 X e B (2
P <0.05) ,Zfif PD FEIZ AT BRI Z 08T,

T U M o R X S s - A
o, B B AL BT R R YT i MR IR AT R 1 R
™ . BRI WK MPP %5 SH - SYSY 4 it
HE PD Y & B5 X REZH 40 LA 735 2% (100. 00 £0) % b
A BB W A LAE 15 2R (53. 64 +5.21) %, b 25
(P <0.05) , A WA inH- & AE P T 5 B 00T
filf5 PD 4R Casp -3 \p62 H FIA X RIE KV AHEL
FE 41 2 58 % FE, LC3 — T/LC3 — 1 Beclin -1
B BRI A K2 3 EIE (3P <0.05) , [ I
JINEE , AR L 0 R 3 O BATG L R LA TR gy
mloh (39.72 = 4.13)% . (32.58+3.31 )%,
(27.02 £2.57)% F1(21.04 +2.10) % , 5 45 7 20 4 L,
(iSOG SIN=0 1 S I 7 T e < o A N

P <0.05), H5WREE IEAHSC, $E7R H L350 1 5E 6% 12
HEAR MR A B Wt 1 2 A A O T

UANE SIS R S S0/ Ty B g =N b il
—Fh =R, BA bR PA e S & R P AR
FIHT, LUO %" #E Rot 5 Y PD /N LS50 b & 31
BUURA V A% iz 2 R i 2 DA GeRf & ociif,
[, Rot Zb3H SH — SYSY 4ii ffs g 7 {4 4F PD 4 ifd 455
AL RMPDURY Vi@t ROS AH G I N TE LR AR i
AR Rot phespth , SEAAA L, B DURT V
(100 wM) 7] i 3 2> ROS | Casp -3 (1774, I 3544
TFESER () P <0.05) Fil ATP (1y7=4 (P <0.001) ,
IR 2R A 1 A L R T AR i PD

ZERTIT AR TG AT A5 AR 25 - h iz 4%
TE, — P RN E A G W, BA PUm P i
AR LR SEERY . BHEREY Wi
MPP * #4% SH - SYSY #iiffd () PD BLAL, 3555 PD 4f
FLPA T, 33X AT fig 5 40 A S b 0L R R b AR 3 45 A G,
SRR R, 25 T 2R R AL B (24 h) AT R RRAIR A
MO T3 (P <0.01) , A 200 5% PD 20 il 48 Ak i ¥R
KB F SOD | i A AL & ( catalase, CAT) F4 e H K
1 E AL B ( glutathione peroxidase , GPX)4/GPX [ 4H X}
FKIRKF- (¥ P <0.05) , 3§ /> ROS 1 MDA 1y 4
(P <0.01) , $ | S 1A 5 g, A7 19 T F S A2 M T2 4
1 Bax fil Casp -3 AHX} ik K- (P <0.05) , fEitht
T T Bel -2 AHXSFRIBKT-(P <0.01) ki AL
i AR T, A AGRYT PD,

S RHAE Sh U N B R U0 Y AR AR O R A
FZE KA T RERERS A9 VE FH , S RRBL 45 0 F 8 & B, 75
TN BEFF£6 dt PD R 2R ) B3 T RE, o — syn FHXT
BRIV 2 Ty, SRR 2 B S Zobr (AR T W e 5
PTG B TR () P <0.05) , SEAA ML, &
7.5 mg « LGB0 b H AR R el G HE 4 R A
BE 0 -39 R R R 5 T 36. 17% (P <0.001) ,15 F
30 mg «+ LS00 fRHb B (6 dy, 2R IR % 1Y
B B¢ o BE 4 i $2 S 32.78% I 28.36%
(P <0.01) 48R Hn] phest b A s/, 18 gk A
WIS S e 15 mg « LT & B0 b B i 2k
1 SOD 35 P 545 780 20 38 i 47. 02% (P <0.05) , ROS
I/ (P <0.0001) , AT 042 20 M 453 443 , fR- 47 PD £ 1y
LR FEK H 4

LW F IR N L HARZ PRI KR Z W R G
Yy, BA BT R M B AL £ B2 B
CINAR 25" 5@ 10 MPP * #5519 SH — SY5Y PD 41 it {4k
HNSZES R B, 548 (AL HL R, MPP T 4141 Y ROS [ 7™
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He R 2R A B HL A7 1) 0 2 1 (¥ P < 0..001) , GSH
KR TR (P <0.001), Ca’" ¥ ¥ W& T+ &
(P<0.05);5 MPP" ALk, ZH K (5 uM) b3
FE5 7 MPP* (0.5 mM) Zb#H i) SH - SYSY Zfifg
miROS 1 iROS (1% /7 4= I il & [ AIK e b 1A% JBE H, of
(P<0.01), 1 EoeELobiA T Re s, EiRpia b R
iy GSH(¥ P <0.01) ,Jfiid TRP FH R -4 A
FEAIK Ca® W (P < 0.05), [l if I Casp - 3,
Casp — 8Fl1 Casp —9 XT3k /K F-(F¥ P <0.05) , 235
SR T AR 1R AR AR P, AR YT PD.

ANZ A IEMANS P S B R 1Y 8 25 PR,
O BIIE B LA g g 2 R e A ™l
if Rot 75 A g i PD ST A 1F 5 2H A SRS AL 20
MGG N DA 5 & M DA Mg on a8 Wb
(P <0.01),S0D 1 CAT & i 2 F % ,ROS MDA 4
B ETE,0.4 f11.6 mmol - L' AS BT HG
PD JRAEHAGRIZE fil ) ROS F1 MDA 1 &5 5 BRI,
SOD 1 CAT [3 F1 ek 3%, ATP & & F+ & (P <0.05,
P<0.01), Lk 0.4 mmol - L™" fEFH A &t 0 B 3
(P <0.01) , I3 2 9815 SR (4 WP W 4 52 65 W 1) e 3k
LRI Cyt — C BRI (P <0.05,P <0.01) ,Jf
T UEZLfE T Casp —3/Casp -3 HR (P <0.05), [
Bel —2/Bax (P <0.05,P <0.01) LU Casp -3
PR T A 0 B TR I ORGP DA BB

HAT SR AL Ge b 25 VAT I 2R R 1804, W]
T I PR AAE R A 2 T A T R A A R
19T PDVY L B ERER DO HRS R MPTP i 519 PD
/NEURBETRL B R B, SRR A b, v ) N R
Al 3 PD /MR Bel —2/Bax HUE (P <0.01) , 64
AIZ] MAO - B %75 (60.08 £2.86) U - mg ' &K E
(38.86£1.68)U - mg ' (P <0.01), 3 & T HZH
A Casp =3 5 (P <0.01) , M0 il SR A4 A1 5 i
VAL e Casp —9 FlI Casp -3 BYZIKFE , LIRS
SRR Z T T 55 T8, ABiR PD AH G 40T
BRI RIET

LGS —Fh FH ARG B 24 (WA, S i 2 1
WY EHA RN, BA M AR ER, AT RE 5 ek
JLORAI M . ZHAO 2% gt 6 - OHDA
PD /)N FRUBSEHY S AR R 2 /)N Bl i 2 2 v 14 SR AR 4 A
PR T3 B 5 Bax/Bel -2 U 3.2 0.6 F1 %4 fig 74l
Casp — 3/Casp — 3 ol 1.8 £ 0.2 %25 (4} BB 41
1.0 0. 0F 25 (¥ P <0.05) , %01 PD /NELH
SRR TS L i 100 F1 200 mg - kg™ - d 7' &
JReiE C FESE I 4 Ab S Bax/Bel -2 HUAE 4390 0

2.0+0.4 F11.3 +0.4;Casp —3/Casp -3 HAH 7N
1.0+£0.4 fil 1.3 £0. 1, b ibJE bR Rl g 2 g &
(¥ P <0.05) , ] WL 4 £, B4 B ) g e o 8 77
LR AN T B2 E PD /N B DA BE#R 22017
i, T Bl PD /INER A2 3h RS
2.2 HHEFREENEIIEEETT PD

PD J& P& BRIE” S e, IR 22 IR B B R o 3 A
Jrmy 21k A AN S, B XOEEREZ -7l 485
£V ST T MPTP /SRR, PD BERY, 2% 81055 1E 3 /N R
Cyt — C 74 (287.97 +68. 83) wmol cytoC - min”~' - mg”'
FHAEFE COX T AHXFFRIEKF-1.00 0. 44 LL ¢, £
B N BB Cyt — C 3% % (158.60 = 25.31)
- mg ' L COX T HIXt ik
JKF- 0. 35 0. 06 BIFEAK (P <0.05) , ki A Th e it
3, 25T KA HL AR, R, Bt B, fatl) (A2 IEHE
(IR 7 A Ay 22 08) KA T Win] A s & i PD
INERGZ B RERE AT , KRN LT 3% B ki 2 4 2R
TIBE , 72 IEH0 T 45 KL 8 e S A R . K Ah AL %2
B AT Cyt - C 34351 R (226. 23 +68.39) |
(230.04 + 82.61 ) Fl (291.08 = 102.25)
pmol cytoC - min ' - mg_] AR M T, 2 i T
&, VLA T SR i 3 (3P <0.05) . COX T AH*
FiE KA Bk 1,27 £0.35,1.73 + 0.38 Fl
2.15+0.39, 5 AR 4L M tb, R FE I & (8
P <0.05) , 4ERFL bR D) g, Wl E AL B PD /)
B . AU [ REIE ], MPP * Zb B Y PD
S L L 2E A0 M P A 735 23840 531 o4 (50. 07 +3.51) % Fil
(100. 00 £0.00) % ;SOD i 134351 (83. 46 +5.56) Fll
(109.08 £4.46) U - mg™", MPP* ZbHH 40 (14 I 3& 45 %
IR W E T (HP<0.01), MPP ZbHE )5 1Y
PD 4HFE 2 A ROS 7K F4351H 1. 27 0. 13 Al
3.82 = 0.04; MDA & & /% %] 4 (0.533 +0.131) Fi
(0.221 £0. 063 ) nmol - mg ™" ; Cyt — C FHRf ik K4y
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U-mL™'; MDA & & 4 % 2% (10.17 = 0.65) Fi
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