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[ Abstract |

ponents of cells, are integral to both structural functions and physiological roles. They are essential for the development of brain struc-

Parkinson’s disease (PD) is a chronic degenerative disorder of the nervous system. Lipids, as fundamental com-

tures and the maintenance of normal physiological activity in nerve cells. Lipid metabolism is intricately involved in the pathological
progression of PD. This review primarily summarizes the abnormalities in lipid metabolism observed in PD, the resultant pathological

damage, and lipid metabolism-based therapeutic strategies. Additionally, it discusses recent advancements in related drug research and

explores future prospects in this field.
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fiff 25 AN B ke e i 4EFp b 25 AR, HAE
N5y A s Sl A 10 5, HET, A
138 A B IO 20 4 104 W 5% X6 iR J5T A 3 A g I A G 95
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1.1 Ifitf55 PD

AR MR TR BT SR, S SHURSF Y
BTN AIREEAC, EutbmmAs a4 A B & S T AL
AR EACIE S SR W EZEGE R AR 5 AT
eSS PD MIRIRFEAE—E IR V2 [B1 U0 161 %)
RS FIRTRE: BAF IS R, PD AR I ARZK - B
AT X B, e B2 IR [EIBE (Total choles-
terol, TC) . 15125 G 45 1 JIH [&] B5 (High-density lipo-
protein cholesterol, HDIL-C) . Hill =g (Triglyceride,
TG) . % AR I [E BE  (Low-density lipoprotein
cholesterol, LDL-C), E 5V IR B E"
[F i), PD 2H A9 2k I8 82 H A ( Apolipoprotein A,
ApoA) . #HHBEH B (Apolipoprotein B, ApoB) 7K-F
QR A v 45 X2 E R | 1 (| B S A Rz ) DR U= [y
( Plasma-lipid hydroperoxide, P-LPO; Erythrocyte-lipid
hydroperoxide, E-1LPO) 7K i 3 3 [=/RA S R0 0
W, RAHERIACE S 8 PD RO IEARSS, HiF
JIig ILAE £ 546l AUl 7T 24 245 4 AR AR T[T P /K S 2 3 3
PD KGN — I3 AR A 25 25 A OCET
RUSAITFE T, #Eid 60 J7H02 5 EAE 20 AR A TH] HL
S T AR BT RENE S AR A bR, TRV
AR N R G A B, BORIZKFI) TC. LDL-C |
TG Fl ApoB SEAKHI PD XU Z RIFFAESS 24 B3
FYSEHK, dfE8IRBENLAL Pt — 23R TC, LDL-C
FITG 55 PD UK 52 IS GARE!
1.2 R HEES PD

R BT 2 i 15 i 2 AR AT P 95 o K HE A b 22
g BHDIR OO0 19 24 9o BIL ) R s e 0E e 2 DIAR OG . BRLUG,
Jivi i B TE AE 52 A WA Sy b 25 3R 8 53 i L 0T 12 I R
TP 7 1) B QBRI TEFE bR, TEFT A AR B
A, O B BE BT R AOIR TR DT 2L, O
THE 50% , E2ZH B R (30%) . Hl#EiE
(49% , o 33% Jy W NRMEARA, 16% A BENREE 2
B ) LA 6% ¥HNEAFLE ., HR - I i 57 B BEL 1k T
IV A S R IR, CNS H 1 R 22 B0 S B AR
RAERALE I . 3 oh, U MHE A (2R 24-
FRFLIA [ Pt ) 2 o i 5E PR S U B CNS, SR AR
JIFL [ B A A S R
1.2.1 JHEES PD kR A A AR [ s i e
AR E o, HIE R P A R 2 AR SOIE
BERY 1/5 ~ 1/4, JIE ] P 32 22 o B O e Jo 4 it 7= A4
T B R S I B B AR R B o, B
[ P 5 A8 1) A 72 T S W] et 2 0 YO MBS R JHG 5 ik ) 4%
FIFITIGE " . ST PD B CSF 5 R As 1Y
WFFEAPE P 2R B4 A X PD ZH AT T 4038, B 5
9w ( Lewy body disease, LBD) i#1Zt#}] ( Limbic
stage, LBDL) . LBD 335 5z & I Fil LBD 87 Kz o
1), L HNEEIEENSTE LBDL P S B3 %
FoE 2B, AR NS 7E PD & A CSF i T Xt

,,,,,,

1.2.2 Hmwilss PD HMBIE = 2 wilR meaH

AR /i
ey,

BB AR AR A 2L TP RISk

i  ( Phosphotidylcholine, PC) FI # g Bt & 5 %
(Phosphatidylethanolamine, PE) , AT S 4 e R Y 32
FIENRI S, PRI, A B A S i i 2 1 5
PIRRETE . BB, MM E RgE
. BRI Z Ah, i B AR A 6L 45 B AR I 22 2 R
(Phosphatidylserine, PS) F1#%H5 it LESE ( Phosphati-
dylinositol, PI) %%, #F5T s, SXTRELAAHLL, 7E
PD 551 CSF 7, PC MYE W, 7 PD A&
ANNAITT R T, PC IS WA T IE; 7€ PD B
MG B, PC AR SYE/b; 76 PD R 04 B 2R T
tr, PC FIPE & FRE S a- 28 Ml (Al
pha synuclein, a-Syn) 3 TZEMHETARAY, & PD #FiE
(R TRITIIES &S IMAI R S), 7E PD BTz
JCHRERIRBEAN, IR a-Syn BURE R FRZonH,
PLIYSRERE FRE Y —J0CT PD B BRI SE %

BRI, SEH 225 AT ISR, SXTIRAAAHLE, PD
BFFEA PC, PE, PS Frim 35 H B
rI L, (S IRERAS LA R ST it R A2 B, W
I T3 o-Syn WEIRNE BTAUZ B RIPAE IS, AT
I PD B4 IR
1.2.3 HHIEZSS PD  ¥HBEIEVE 40 MO Y B 2240 A
W, TEMAERGTIUCNEIL, X T4ERF IR TR
FREEE, JUIH AP AL A A= BN S Mk 4 T At
PRI . TEAMMRREINREELE M, BEAR- S IE
BEAHE AR, JRESZmE R I ThEE, A, S
N R S AR B2 AR AR SE &, BT X sz
PRI IEPE, WRE AL G BN ( Sphingomyelin, SM) |
M T ENESS . I IERAERIESS, BETH R IE T4
ZeR (N-ZIBERSRE) 7' o A A B s A A SR
WwEEZED, S{EE4AMEt, PD AN SM Fit 3
BEAG; MAEAIRRLSE K2 =, PD AR SM S s
TR MW AE PD B CSF AN #I
VR )ZE A A TR AHRAE AJSHTFNA 0] )2
R DN SRR BB EAE A SRR R R 2
ST FEAL NG T A e S AR W, WSS TR
PD BH AR A PR R 25 5, SRR 4 AE
b, PD BRGNS BRIk 22% , {H PD
oM IR R B SR kel L, EAR PD
BENRENE OB SR ATAH LA E 25 5, (HiX AP 22
SEAENBNG AN ] XA R I AN R a3, B R T3
B9 SRR, B R AT IR
1.3 JEBAREITAHSCEE D | BE5 PD

PD B H WA B I 2 AE 5 i B AT AH DG il 1)

FRZEAFA G, XELZAF N T PD XS, 5 PD
AHIC Y 58 A8 L DR A0 6 4 gy ek AP L B (o-Syn
LRRK2, VPS35. EIF4AG1 %5) DL K KAk 8t 4% 5 48
(PARK2 . PINK1. DJ-1. SynJ1 1 PLA2G6 %5)" | (&
PHERRIE, REEPD B (A56%) R =EA
— PRI G 219% B NAT W FP AR 2L T
B, AREEAEIRETE SHUA N BRI RS AT 45, i
TP I AR L R 92 R Hig S KO R Y, TR A
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PD AH G835k PR, 38 3 194 i ml 00 41 30 1% AR S T 1Y)
WS35 PD A9

0 i B I8 i ( Glucocerebrosidase, GCase)
JE—Fh S SR IR A Y s BT, AR N
K S D-FER-N-BE I 2, A A D78 A A N-
PESEHY 2 e, PD R A SRR Th R R GCase 151k
[AAEE o TEEUA T PD BB & B KK H, GCase FYTE
PRV B R IR KT FRAK (e s s i Rl v, Bk
K GCase 2 FEUAMHADIGE S &, FrBI [ W75 it
PR B S, FET 2L o-Syn AYHEFR ) 48R4
B GCase 5 a-Syn FHEAEH, 55 o-Syn FLEFI
B HRALIE GBA USSR PD KR G
BRI XS R 22—, S TA PD RSB 5% ~
15% "% R JE GBA AR #EMF # (N370S) M PD
FOXL r 584 0 3 %, BT Y GBA AR R A
(1A444P 5% 84GG) B PD YRS IE I 15 15, 55
PD FACH AR RE N b, GBA MH i H. B 3% 4 5 p5 R
A &, EEWIZ, A GBA =AY PD B H
CNS ) GCase 1A WEAR, #—2BUESCT GBA
FLPRIAESIRE AL B9 VE Y L Fl T A b
AgHE 1 ( Glucocerebrosidase 1, GBA1) filt= n] {i¢ #
a-Syn MR, FF51EALRE #2477 H IR TE I 28
BPPEIEICI S5, A HEDIIA D GBAL Ak = AT
BESZN o-Syn PO ERAA TR 1 2

B F AR ELE N 2 (Leucine-rich repeat ki-
nase 2, LRRK2), M1k b= 5 0 J2 W i ik 35 A1
M ATP 58 3] HoAh 28 09 dr e e sk 5t -,
22 SR T S R AR, NI A Y X 28 B P Y O
FERE R 278 WL T8 & PRI ZE P PD i FH )
B E vk, S8 ARU/NRAIE, LRRK2 K
RIS /IS B B A0 e 2 R B B Y AL
PD TE NI AR 1T P 055 v B DL 48 1k e /K 7 T
7. LRRK2 3G M T s 42 2 T PD &R, R
LRRK2 #ilIFI7E PD IGY7 A HAG WA s ™

PLA2G6 JE[R 4t i) 25 1 0T S AR S5 AR 01 e i g
Fitg , KA 2RSS T i i R, RRSIE PCL, RO AR
JUf7 P s I A W . XSSk PR AN AH S Y 3 1)
N KR PEWLTC-PD 88 I A8 53 A, B IR R R
PLA2G6 5 PD A#HG, BIfdiAE mg i sifg 1A &k
UL, PLA2G6 2848 A] G855 sl N & 95 i) L5k ) B
i53-PD A PLA2G6 4458748 1) PD i F FR
AR S e . PEAT M DN SN BE 1 R R R L 5K g e
i+ PLA2G6 PRS2 T 3o AR g I it 48 Ak 7t
AR AR T BEREAS , M S5 PDPY

MR YR B PD B BT T - AL 2
FIFFE, Wik 10% B L ATXN2 K CAG =hf3%
RO Y I S H . ATXINZ HE K i B0 26 11 Bl Atax-
in-2, SRIMHEAMEIL A% SN 4 AR WA, e 4 3L
ZH OGRS R R E, A2 ATXN2 LR AR 5 50
Bt 1 BRI R MR A 3G, IR, SCTF/NER A
GERRAA, ATXN2 FH T S80IER: . RS =T

MRS R, B+ ATXN2 FEFEIY CAG —ifHE (dmtd4s
FIhE) FERFHY S Ataxin2 IR AE
MRS, IR HIGTBENGER, B & o e
FUANAZESE, T ATXN2 (3L H P18 S 3UE [ R A
WHEMBRETE R, MM ERSE P EAGEANT
PE®T . Ataxin-2 RISENRRRZERG- SRS 1, AT REDE
MFEL PD By & 2E"

PD £ 25 A H i g I i) 3% M T, S s
LW SR, #HEmslEMEET A6,
T 0] - A A R S A G A R, T DA
HE «-Syn 53006 B FLAE A ] A A4 0

FH SMPD1 Zifith 149 2 14 155 15 I 1A 10145 45 1 Jig 7K
FiF A ZRTBE N AN PC, V2 I P 1 ARG 15 % R 2 G
PD Y SMPD1 A8 A

PD /B CSF LM, B-F LB g A1
ZUR ARG E mI0EHERS &, T B-CVE T B Y TE ERE
220 fEfh PRKN JEP 97285 #2189 PD 742 B9k
LY Ec B GBA JEH LAY N370S 24852/
PD 752 ae T AT AE i 2 B RERE R & o0,
HLUE I D OIS PR
2 BEERYRRE~YRESHLN PD KFERG

I R 21 2% AR T 20 24 104 i R e R T iR I IR AR
WA A PR AN D IR A 5 4H 7E CNS #5395 T gV
HARIBEA LSS, (HEBT—20AN PD 19 R 2
JRRJR AL N . RAE . BRI AR . SRR 45
P FNER A I S h SR AR A A AR BRI BETS 3
REZE KT 1) A8 A £5 52 i) 58 S5 400 Jitd R 28 o0 40 i Y
Bk, seREMMIIGE .,

2.1 ALV BECS L RAEF K PD

LTRSS E SRR, S8t
TR B R X B o B SRS TN R, S A A
T B MR A A, DTG I A& A R B &
AR IR R R G 25 PD SR v B
25 A SO AR £ LR N RZ )2 5-FR ARE Bk
Ak, SRR E IR SR T PD BRI g5 2 Y o-
Syn G IZE SN TE , I BRI BB JoT £3C R A DX 3 s 2 ik
FRA T Y g S N PE PO RO sk R B A s
SFEOE PR A MG B S AR AR Y (A )
MR 2, LR RIRE S 1 I RE A2 30,
HeAh, B FE RS 20 ] R FE R BL A T (B
WA R R AR e H K MRy b, 364
HIAR B 25 e H R e 4201k 4 il A RS SRk 4 I
AT, AT 2 — 25 i el A 107 38 o R BE 0T g R
S EALFS W B INTE PD AR T AR B g Y 2y
B LG EAT S5 & A - DU P iR IR, 4% 51
B2 AMFINENITR ( Polyunsaturated fatty acid, PU-
FAs) FHEAERES, NRF AR S kA, X
AR EAE B M S S e AR B 5y 8, 9 S 3015 5
A i A ST E R R R, BERIR « -
Syn A 75 5 I B iE PR A P A2 MR BT P PUFAs 5%
FidE L, o-Syn BRI LTI R, IE R



— 726 —

[EPRBAFEEEAGE 2024 411 A 5645 B 6 W

Int ] Geriatr, November 2024, Vol. 45 No. 6

AT Y B Z B0, 3R G g BT i Ak T
e FBANZICIET I — R
2.2 EEHAMBIRTEL PD

W BEAA I 47 TR 0 ol ZEAQ TR Y
RN RIFEL CHAEN, 2 Ma REERE P
PSR 3 . BRI Z2 IR R W, AR )
REFEASAE PD 1Y 38 Az 382 v o 5 200 HiLAE
W, T A S PR 2 AR S B VA A ) B A P R
XA o-Syn FERMR A BER ,  DAITT 32 305 14 Aiki
i, IS5 WEI AN T2 T PD kL,
JIH [ K P 18 T AT I R B DY AR 1 O A 5
ALY IE R B AR, A D BB 1Y T R AT
B a-Syn (I BRZ X R 25 30k K
Hifih GCase 119 GBA Jk K 5 A8 ] S B0 B A I 4705
fR#F o-Syn MRLAE, PD B H BT — L5 BRI PR
R L AR R s Y PD Y R B
B, mILEEE] o-Syn JEAE DXl i A AH DG IR A
2 ( Lysosome-associated membrane protein 2,
LAMP2) Hl1 GCase M IEFEIEVE D, 32 BHEE (&)
feR A oA, WAEEIBA S0 A Wk R el As
— BB PD AHSCEER 5 Py v i A R 15 W AR
YIAHSE o AR ) i 28 SO AR AT RE X 45 6 14 D) RE
PEASURMEA—, FE, 7F PD B YRR 5 EIR
LR GCase W PERYIESEMEIES, (HAERIM K
LM NI s AR TR AR S E] T
2.3 JBEIRIEIIRER LS PD

BRARTE (Membrane lipid raft, MLR) J&40Hgi%
e I P RO AR 0 I A i e, FR AR — A B
L RIRIREVE R B B = R 58, DAARE 2E 25 1 5T -
AR H AR H B A EAE . Bk, fE A AT
AR Y 28 045 58 B AR A T MLR PN g J5T it it
FRESH R AR, LR T RSB IT MR
RS X L A 2 A B R PR B 3G, PD P -
Syn 5 MLR $E5 ARG, X AR RIS a-Syn TEH 25
b2 AL T LTI . 5 PD AHSEHY Parkin &1 (—
Fh E3 iZ R L &SN, "R A O a8 O R
REf#) 19 A30P HARMEIR T a-Syn 5 MLR 4 AH &
FERE, EHET PD &% I 9 RE A% 52 i 41 i A
E PSS B RRR 28 38 BTS2 A
A, IXEEIR BT I AN 4 50 b 43 A FE A R 1, i
JEBETE MLR P SR ME PD BT T (A o-
Syn., LRRK2 . Parkin 1 DJ-1) th5 MLR A FRE
POAHSCHE S BE 2 6 A 1R i, AR k1 Iig Jot 2 I
ST AT RESS 228 MLR 14 BRI 22 4, DA TIT 52 i)
FOERTIEE, X FhAE 1k AT e S 2 S fik miy N i ml
YR A 2530 TORE R ) T T, BT RERI R £
FPIE Y (Y ph 2 IR A THEAR
2.4 ZRAINRERERG S PD

TE T Aok A Y, A% 4 7 A RE G FNZRORLAAR 1
J& PD HHZ 52 P> EE A AR, GO 8IS (Cardio-
lipin, CL) ZZBARMM FZE 5, SMEPE CL Re

Wety, & IRBUS S TEIRE AR A TP RIS

AR HERPARIMNE o-Syn FIFHTE, CL /-S40
Bt o-Syn 5 ZR A I ) BREE 55 I B A 5 e T R
SRR A ) — R EEYLE],, Zekiik o BEZ
A SR Y RE B e LR T 3E T L FEad
BEFEIR a-Syn H/NEUTY, SORIR T AR R AR 5 & R
TEBIRBUIRR Z B pEREfzoe T, B 14 A #8CiRIE
ZEREFRBILAA, X nlHE 5 80E 5K 19 A4k
R, BN Ser 2 ou PR LA, S ECENTTE
PD HRE S EPERE N FKigbE PD BIBRMEIE S (An
PINK1 [N | PRKN JE£[KF1 PARK7 JEKH) SEHR I
FWIEA O, RN S SLopi AR, 76
PD BB X B, ZobiiRki A 1 G, o
PR HR 1% 35 5% () T RE HH B AT Sl Q10 1
S5y R ENIE R S IE o v NI I A1 | 2 s S S N
HoAY & Rt 72 5 1l 7 A0 B a0 A B 7R — 3K,
eI, 4 Q10 EE S5 E LA, nHE
LDL-C, 7£ PD /NERARAEI A | 4 Q10 45 B T R&AIK
FALR BT R, IR R AR A T AT RE RS,
HEMIXIHT PD &5, X AL 45 2 51 305 #8 o-Syn (L
BTG . 1% & IR P A g A 2o R DL K £ 1
R RE S ) DR b AT DA, AR [ K S T fE
W SRR Q10 MILRPVER, XTREAL PD 19 & 0%
XU LA VA B R AR S i
3 ETFIEEREHETEIS

IRETTIETT AR A SO RENR IR | SR B
BIWilZ . o3 PUFAs, JEECHRFIH PUFAs 117420944
WPERRET, A ASE RN RAE, B IR T IEAR,
HEH CNS B2, KNk, FERE PR e Lefg TR
AT LAREAIC CNS BRI ERRRE . A, ZERIEITm
RIEFMPLETENE, Nt e i A PEEAR TR . 1 fn
BRI PR AR K BERS IR . WFgE R, PD ¥
AN TP ) w3 PUFAs 54E4E 2 E Al @24l
FEAR, AHANZTFEMR ER K5 RS RRAFIH D 1Y o3
PUFAs f4EA= 28 E BRG0T R AT LIRRAR PD B3 i 5
IR

oA BT AR AU 19367 O B4R 2 AE
%, M w3 PUFAs Hill BB A PG A 24 A5 i, %o ik
SRR 7 A R 3 B AR A T 00 %A B Rl &
JCEE IR BA R E T, O ELAE 92 50 MR e i 4 A
PR h HA 2 P E Y L SRR EATTHE PD IR
ITIITETEME ., PD B3 9 IH [ WA 0 5 7= A 19 A
A=y 27 -3 LA [E BEAE L AN CSFH %) e Bl 35 1Y
., BTk PD AEIAREY, IF AT REC TR
IR B AR At i o S 0 1, T LA R fie i o
FE A AR G 5, S AN M P S T IR A 35 R R
Z—, AFIAE TR a9 REA] LI S o-Syn RAE,
SIdE PD, Pk P R 5T B D A W A S U A R
IR

TE PD/LBD MIfRIEAS bR i 1T —FgT A 5 1
FHSCHE AL, BOAE IR EAH S A A AN (Stearoyl-CoA
desaturase, SCD), HIHIZEGE AT FEANMLFN PD /)N EUAS
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HIrPEYVEZE PD AHSGERAS | SCD pilFIELE JEA PD
RIT I ARIG ARIREG B, TSR DR 25 A A ) 41 i)
FULEA A2 Ry AT IR KR BRI RIS, (HE]
SRS (6 2 (i TEZEpTvv S A vl D ) DN 0 o 31 ks O
A RS B A o K ks, T DA 114 X g8 4 i,
NS s BRI R 28 e

HAT, PD PIARIT EEAREEIE N CNS £ LE/K
sl 22 B A2 AR O BB i as shore R . o TIRE
REdEAL 6, MR M 17 4 2 B R & 1) ah K UkE
W TFIEIT PD BYHE LIRS g B 4l K ks L
HEMies, HAYRME, LHfEE, 5249
285G IR BE T IR [ A o A5 1 TR 4N K 3R G Lk Bt PD
EIT PR IT LS YRR B 6 L X iR YT M
LG YEIER T e | Pk RS IFE R,
LI, 20, BAMPRH . ZREL ., N-
3, 4- (JRBEAEIAL) -ZE AL dE g i A K
T, ENEEIT R PD O7 B B
4 NG

JUE PD R R RS BEAIL AR A M A2 4%, (BLIR IR
S HARCHE =y . LA AR 5 DL RS 50 R 0 B
FIEPD WERRMERPRET —EHENIEM.
SR, XUBHRZFEAEHT PD 9 B 5FHLUE, 57
I B G R AL B0 E AN I W 3 kB LA
Fe A TERRICEIZE LT LARESE PD 1 & A K, PR
R A P it AT 5 DR AT A A T A T AN
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