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Progress of lipid components in the pathogenesis of Parkinson’s disease
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[Abstract] Parkinson’s disease(PD)is a neurodegenerative disorder characterized by progressive loss of dopaminergic neurons (DA )
in the substantia nigra pars compacta, accompanied by an accumulation of Lewy bodies and activation of neuroglial cells. Current
studies on the correlation between lipid metabolism and PD suggest that different kinds of lipid components play an important role in
the progression of PD. However, as it was influenced by a variety of factors (age, gender or etiology )in clinical , it is difficult to obtain a
definitive association between lipids and the development of PD. This article aims to review the progress of lipid components in PD,
deepen the understanding of the pathology and pathogenesis of PD, and provide new potential targets for the treatment of PD.
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BEZS S — AN T AR TR A HLIA
ALY, H 3 BB N e A RE i, SR BEHLIA LT
BEMTTR o BLAL , B 0T 2 200 Jfd 1) 2 22 4 i 5, 7
A 2 3 gy b R A 1A R RS B B T RE .
BE& LB WHOR W AL AN HIK B3 5, i
TE AR I A L2 e M ibe . BF S R0, AR
52 IR AT AR Z AFTE 2 IR R . 4,
Mz IR AY i R T LATE - SR A A% A
e Al 0y B 1 A KA B 2, DT | - 5% fih
AR PTEAN ST i R SR IR BT Al e
PD i K h R EAERT . 5 H—BUN &, i B-Hi %
W i I8 B (B -glucocerebrosidase , GBA ) [y % [H 58
8 5 S TGENE PD KRR B IEAROC Y, A, HoAl
NEBACEA I HE ], 2 B TR 2 A5 1 (single
nucleotide polymorphism , SNP) 5 & 14 PD #H ¢, 4N
FRVER 2 WERZ S 1 (N - acylsphingosine amidohydrolase
1, ASAH1) 7o JiG BT 734 8 FhAS [ (9.2, 73-51)
NG T L H R BRSNS L S NS
B EAE AR S, A SCESE X BE IR B AE PD &R
PR

1 BERAEE (fatty acyls,FA)

FA-WFRNEIRAL W) Z AR DR DR M & A7 IR TR
PRIERINRT . BRI S W e CERHTE A T8 —E40
itE A B FPBE N R BRI A A 22 R ID IR FUS L T
1SRN B ZFh g B o Wi G i R (essential fatty
acids, EFA) 2SI & B KBRS . pFE &
B, EFA N HACE Y Z 5015 (RN Z2 80 AR B At
o FA 5RNRMER T AW G W G ik nl LUK %
YA R R E T . DU B A AR 7 R (satu-
rated fatty acid,SFA) R ARG T B2 (monounsatu-
rated fatty acid, MUFA) . Z AN F1 G R (polyunsat-
urated fatty acids , PUFA)3 /N5 A T FEIAA
1.1 SFA

SFA J&— B BE A N B R AR DT 1R , A&
IR BT BEA L5 2 — o FERE 25 204F B, ATk
B, 5 SFA R IR E S R IAEFEAE 5 1 28 A AE
IS P BT A AR OG , 23 T BUR 28 R Gy L
ZRAF ) A RERER (palmitic acid, PA) , X
PRIRIR , & — P S SR AR IR . BFE R, &
i PA 2R BEAY A28 BE 20 ISR 40 SH-SYS Y A

5B 40 L 96 200 L TOBG tF 3L [Fa 1 55) kA4 A4 1
0B REPE L T RURS A B G 45 25 )23 TR PA f b
SRV R ZWTE, BRI 2 RAE SV 2
PD 1) H S5 B AR AL, d UE i 2 B 2 i 22 T 2%
¥ T PA I, 22 Fh A AE SN AR AR T IR 3
AR BRI Z AN, TR ER FOMERCR 32 R T LA
PRAP 4t 25 iy 2 P B 52 S FAE JHEAH DG 90 14 AR5
IERAE , WARINGE T PA AR S AR R B fili
Pl 28 TR T B¢ J5T 40 L e ) ok 4 A ) AR 1 B )
PG A2 -y 300G LT - 1o (peroxisome proliferator -
activated receptor-+y coactivator-1la, PGC-1a) A1 18
?%ﬁia ( estrogen receptor, ERa) E/‘J 7J(X|Z s Mﬁﬁ I‘Eﬂ il%
SRR RAE
1.2 MUFA

MUFA 2468 & A 1 DB IG TR . 1275 Ik
FFER HURE RN PD RS i 4 20 A A9 25 A TR ) 2
PR G -5 ARG DT-7 DUER)E , MUFA 5 B SFA (1 2
SEENG], R T 2 2T R . FRE, X
SEBL A TR LI D T AEARBE LA rh 35 o 28 A%
W PD L BRI th i (BRI RE . A
BRI, PD 1Y 75— EERHR I, B by /MARYIE
B, WS ARMTRAT B VIR AR o o- RAMZ 2 5 5
MR E B RS ST o WFFER BT N S C it A6
D —A~ 5 i W RRES & 45 1 R 257, (1 RE %
MRS XS5 B T a- 2% E 1 S5 R
BERAAEAEH
1.3 PUFA

PUFA &6 & A PSR LA XU H AR
S 18~22 ANk S5 (Y ELEEAR TR , 8 43 omega-3
Flomega-6., PUFA 7E R &tk F i  FEpf 22
JUAM M Sl e A a7 P v e O T, 8 ] DA
NRERE A AN AE AR P R AR AR R
R ZRhsh PR i it 5 5l = W1, PUFA AT L)
U/ P 2 A0 B A B R A YT R 2 L
YEA", {H omega-6 Z AN 1R B R AT A 9 T 48
Wit -5 A% £ R T AR A AR . TR RS
ou- 2 fil A% £ 11 0% A v, SR AR H % 188 BE Bl
il o $E78 PUFA W] R 1 58 T LobL (4 2 RE 3 2 PD
ERPIRTTIRI AR, PRI, & T4 A PUFA X} PD
WU 852 H AR

2 Hi#lBE (glycerylester, GE)

GE /& Hri (P =% ) b B33 5 IR i R s AL Y
PR ONELAE H BRI ) o GEARTE H-ih i s R 1 i
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AR 43 25 H e 1SR S R AL Ry 2t
H ¥ (monoacylglycerol, MAG) , 2 ™ 32 FE B BR ALK Ry
TR FE H 9 (diacylglycerol, DAG) , 3 /M F2 S 9 Bk 1k
PR =3 H O (triacylglycerol, TAG) , HiH TAG %
FE UL, R 5 MAG \DAG FI TAG J5 T %
GE 1 PD Z [H] (W EK R HEA T IR
2.1 MAG

MAG & H il 7 1/ 19 1A 5L 55 5 10 R 1k Ak
AR H M ER . AT ARAS 190G MAG 5 PD Z [H]
AR ME B D, BRI 22T MAG IS E )
WFFELE R . A LAAERSE T BIFGE 4 7 LPS AR B ) /)N
BRI T MAG i iy B 700 2808, 25 SR R WA
il 50 AT LAY D PD AR L Sl i 81 A 25 AR 5% 41 it P
FIE R, I R 2 E R ™ . £ PD & 1Y)
SRR EURAZ 43 SDULEE 31 MAG Jig i i 1) 28 15 08
ARG
2.2 DAG

DAG 21 1A Hh o719 2 D FR SR 2 A g
FRAR G RV FOKIE TR, e 2 5 R G BAL
o6 1 B R NLRE R &0 b A 58 5 (AR R i s o
W5 W], PD B E A B2 51 b MUFA 5 PUFA fill £
DAG & 2 B 34 ™ o 17 6 H i 8 (diacyle-
lycerol kinase , DGK ) Z 15 f2& s Jig ot JIL I 175 53 % 1Y)
— P AR ARG, T A S A S Tl
T WFFE RIS AL DCKES s Fl AR S 1
I . BRI 5T DCKLB| & RAE(H 5 %) NF-«B
R T AL AT R
23 TAG

TAG & —F el 14 H o+ F1 3 BRI o+
WA LS, s Pt ihigE 5 A 4 i
R EE A, nl T H ORI, ZAEBASIAT
FEGERALR TAG 5 PD KU £ 1 AHSE ™ . 7E GWAS
SrMr e BUE R 4 FF TAG 5 PD AH EBX (TAG
44:1.46:1.46:2F148:0), X —45 A S ISR T
TAG 1E PD 5 R 24 A SCEEFE . i i h gk
502 PD e W AR Sl iR 2 —  BFSE B AT 1 4 fa
T TR 5 ) B 5 A RS S B A b R 3, TAG 1 32
TR R 02 B, T LA RACRE A N g T e 22 9
R T A A R JE | DT UL I R e B
- S il B 1 ) S R PD A B ALRER . FEa-
R il A AR 11 3k 8 3 5K 1) G 15 3 R N S A 28 T A
R WF9E 3 & B TAG A B B3 m™ . 4y | i
TAG 175 5 178 F5 PR AE Bh # ZRATHEBR IR T
—> AR5 1], AL AT g 5 92 A B2 0 e Jot 448 i

AR,
3 HmBE

M3 RE IR 5 H M C1 M C2 B RYFREELL
BHEAHIZE , — 70 TR K BRI EE A S C3 iR BRI
SUIE J e T B A H I B AR, XA BEIRIR . BEAR IR
BRI B AT B A SR AR B A AR B
fib 52 2% 19 H A , BI85 B2 (phosphatidic acid,
PA) \WiHEME Z B % (phosphatidylethanolamine , PE) |
AR I 22 2 IR (phosphatidylserine , PS) i g Bt AH Bk
(phosphatidylcholine, PC) | i I Bt AL B (phosphati-
dylinositol, P1) | % A5 Mt H ¥ (phosphatidylglycerol
PG) LR (cardiolipin, CL) o H- @A A2 41 i i
B L U o3, AN BATIE 78 2445 50 7 4%
B BT AC AR DG R A 3k . R Ko 2R AR T
TEEIE S PD Z YRR
3.1 PA

PA & —REZRNEE M, )z 2 545
0 M e A 2 0 L A SR R A i
FAAE BRI PA B & A0 H - 5 il % R
FIXE PA B 25 A 3 850 ey, ik 3R BH Jey 8 PA ¥R 5 T iE
X o- B fil A% A I DD RE AN S AR E R EE . X -
finh A% A5 3 3k 1 /N BUIRG PN 2R AT R B R A3 3 A
iR RV PA MR BRI, H 5 PA 486 C 9IE
BAE RSP 7] il - 58 il A 2R 11 SR AR AT 4B I L
Ui B PA ] RE AT (e 155 1 1) £ 1 0T - AR P BAH B
YERIRRES) ™
3.2 PE

PE J& I 7L 30 Wy A0 MRS 1) 2 1838 0 , AE At AL 1
FNARNLAR 5 A% 3 55 A2 W ad A v R 4% 36 T AR .
1520 W i FBE AR A BLAE B BFoE b & 3, PD BB
FEAE PE P BRAR A B G (HX Fh B HAT P51 22
S FER WM, O M PE Ba- R EAS
EYIEANEAE I — A R o 4R 1Y 3h s
BURE5E B ds 2 W PE B = 25 0K o- 58 il A% 2 11 1Y)
TSI T HRES X 7R PE ] RELEZE PD 1Y
o PR JRE SRR
33 PS

PS J&—Fifi Sk il 6 i A9 BEAR , i PC B PE Jd id
55 28 R AT I, e LA 200 5 11 T 2
RO TEVF AR il P h AR AR . PS 2R
TE 20 M SR, VS A WA T A — A iz 37 i A5
5o TE TS S A P 2 TN A B AL R SR Y
PD AL I BT PS PR BT/ )N 50 200 A 5 11
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PS 5jo- R A 1 Z 1A AT 6 T 22 )3 2k
Fo Gt E o- 5 R TR N- 2R S A R R X s
5 PSRAEAMBLE G RE b DR IEXT o- 5 il A%
EAREALW, FRIEZAL, o- 5 il 4% 8 H
H: C- K iy B2 58 5 2 1 -SNAP 5Z 1 (vesiole-SNAP
receptor, v-SNARE ) B AH B AE I LA K3 3k S 9 S
N- 2 i 45 F 1 5 PS 14 S AR B I {2 i SNARE
524 DO L AT IOt SNARE fy 86
PR,
34 PC

PCa2— M7, B 2K I Sk AR G K 1 e
HRALA, AR H—Fh . PCOEAE M B B A
g3, FARUIAE 2 2F 4t i oA I [86 e e iz TR AR AR A5
Moo B b AR B AR, 7E 6-OHDA
PRI PD ShAAE L h | PC IV B i BEAEAR, (lyso-
phosphatidylcholine , LPC) i 51 432 H K &R 4314 g ot
KPR A . B A PR IR R LPC.(16:0) Al
LPC (18: 1) , 33 19 Fil fig J5 Xof ot 28 5 A % 5 AR o
B, XN PD R AR BTAE A A FRAIE AL
MR, I RTEES PD Y TR AR A
AP WSERI , - S A% 2 1 ) DL 3 S i i) 55 4H
HAEFEAG PC B 1T PC I 14 3520 N- 2
P ou- 5 fplih% £ 11 IR G FITER Sy
35 CL

CL, INFRBUBEARTE H . B2 th 28R 1
Wk LA H I R, CL FEAAE T
SRR I IR, 15% 0 CLAFTE D L. 45 Fh
WFFE BB, SR AR T R R i AL S 3 2R 1 B R S 42 PD
RIBERAD FERN R, LRADIEE [, PTEN /5
R34 1 (PTEN-induced kinase 1, PINK1) 2845 2= 5
BB . FE5T B I EORLR h B AN FE CLAS
ST IR PINK L5 5 Y S S W) TG , i T PR
SRR G ) URNZ B Z RIS v e
oS ML RERS 5 LR A A AR AR B MR TEARSD,
o- R AR AT LR 5 AT CL I N TRSERE 7 fk, ik
BERZ W T o-RMAZE AR AIE R, I, a-
Gl A% BE UM 2 5 PD A BIL 4 2 L 208 285 s
T H EHEAE

4 8 M

BRRJE— o A A B R PR NR S, —
TR — A KBENRIWTR , 5 — i — A VRS .
N EL RS WENG A 2R AR, — B A T AN

PN P ISR G h E R BT
TEAN SRR K AR ARG AR T AN AR A0 45 Bl 25 T
J¥ie | I 0 A % - 1 - 5 TR (sphingosine - 1 - phos-
phate, SIP) , it 2 A2 5T ML A 1 Al 3
LR T 1 A W TR PR AR T o T AR A b 4 R
TIRE , o bt 28 I i P R Ao 181 2 A ) AR i
PD iR K J
4.1 FRBE

B A I — A= W TE VRN BT, AT 5 40 i
PRI AR o SR AR 5 RS AR (R
B 228 T i A R A T R - 1 -
iR ) B IE S T FEAR S MIE o 28 il 26 (SR 4 AE M
S FL S 28 0 N A o 5 il 2 1 SR BRI
A A BRIt S ) 08 AR AR e A BT
AR5 B9 ASAHT 1% 2 B% o 7 i 2 (glucosylcerami-
dasebeta 2, GBA2) R Y7 28748 K GBA A PE PD HA
RLAF AR5

#9234 ¥ (sphingosine kinase, Sphk1/2) J& it
DA S TP I T A i PR B A A i — Tl
YR S1P RGE I 5 FRE Sk G 2 Bz (AR (G
protein coupled receptor, GPCR)S1P1~5 P F 43 b ¥,
S50 W07 AR AR ERAREVEN] . DR R TE 28
P PD AR H ] Sphk 11— 2 I E caspase 4R 1
PR RIS DR 2 CRRE M 2 TAe T . 7E 1-H -
4-FF-1,2,3,6-PUSERE (1-methyl-4-phenyl-1,2, 3,
6-tetrahydropyridine , MPTP) 75 5 (1) PD /M ALY F14H
R AR AR A | S B 2 (sphingosine kinase, Sphk2)
T/ B IR PR BT DX Y R3K 28 T, ZOtHE i 45
S47R, Sphk2 FEEAFTE TARA T, $/R HAE L
EDIRErP R E SR
4.2  35%% 85 (sphingomyelin, SM)

T ELAZ AN LA I b e 5 AR 2 SM. B
ST R IR 2H BT 53 22— AR AR WS MR o ) ok
R, R 2 WG Ao 22 e - 1 -BEFR M S1P. BIFSE 3R
B, M 2 B AE SR A b AR R I X0 LR AR T AR 7 A=
TR, 55 0 25 12 X T 2R B 1% 3 B 1 52
Wi o PINK1 578X TR AR i, 51 18 B 1) 52 0 2
RAEPD Bk, B-SAALAELR A L TRk e
B A o B DR A VR T TR T M 1) AR R 2 A
PINK1 &8 K v 14 B - S8 A sl A AT 5 02 b 1 i
B AT N BT/ 2R AR L R A A% i SMH
H1 44 SMase 1 (neutral SMasel, nSMase 1) fCi}, 7]
MPTP % F PD 1)/ L I, nSMasel /0, SM 2R
S PRI, SMBRERAE PD A BIL ] P b/ il A2
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ZITHY , 5 RAE LR RERE A FI/ o 5 fil A% 2
FI IR FIER A G
43 i g

G B A o R A U b LB A B — o T
COBH I B A5 0, 2 Pl S R () —Flr, 7T 43y
A FUBE BN AR ORI R Y 32 2T RE
R AN EE G DL A E AN AME 553 T GBA
B PR i By — b 2 5 iR I P Vs e A T, 0
N5 (glucocerebrosidase , GCase) . GBA JE [ 58 A% &
PD & 1 d5e B XUR R 2R i BT PD o 491 1 L 191
ML 5%, A, PR ME PD i ik b % B GCase
TR . Bt= GCase AN S PIAL L 25 LG
Rt D RERRERT , JUHR A MR AR, 5 2 o- 5 fil
2 B W T % W5 i 1 B8 1 (glucocerebrosi-
dase 1,GBAD)HZ A B To- il A R AT
FOEL A5 Bl 2 N TE B2 T B B IR (glyco-
sphingolipid, GSL) 484k , BUA B HEM GBA1 Hk=
A RER MRl S A A I DU SRR 10

5 Elfgk

[P P i SR £ WA , 2 AL 5 [T ST |
R M AT A=Wy o A [ e S HEAT A 45 il
JOi RV B O 2 0 IR P A R A AR
R, S AR SR 20 D BE P AR T, RE RIS R I I
R SR N, HAE RS 52 TR

DR 2 LT 5 e e O 2L 8 AR BT
I ] 5 ) 240 A P 2y B AR 1 (A0 A P LT B
PERNE B ) AWk () a3 2 1 SRR 758
FITIRE) >, T2 5 i S A 220 i R, Jne ik
i S £ 1 G Al ORI S Mk R RE o 3 i X
PD f835 KO IREL B BR ST, W] PD (B3 A R
L5 AR AR A S AR oo SR A A P LI e
R Z A e BB R B R . —J7 I, JH [ i
P o- 5 Ml AZ B 15 SR Ml AR T Y 45 5 ik
R 7 —T7 L, o- 5 Ml A% 25 1 T BERI A 220
20 M 0 JIELT A AT, 7 T - 5 fiph % 2 1 2
AV ST B it > o AN, R K BT A B -
Zfilk% & H (wild type a-synuclein, WT-a-Syn) i ik
89 NS 2 B 40 L 0 o O [ P i K P L, e
F W] PD 1) H 2 B0 PR 3 o- 5 fil i 28 11 R[] P £
I A R R

6 HERE TN ER
BERR 248 S A MR RCIR IR RS9, A AR S

HP R T 4 LA o0 v R R 2T 2 S PR
HMRE R SORERE o b SCrb AR B 0% i A 158
BRI —F, B T ESCh e 48 S GBA , 7 —Fh gl
2 FUBE fi 28 E  f (galactosylceramidase , GALC) fY)
FEPA i = AT BRI S 3G 2 e s T 2
W P S A 2 i

RS T B A B A i)
AR, nT REAOAE P AT SR 2 A0 AR E
SRR B AE . BUR TE 8 11-90 (heat shock
protein-90, Hsp90) 14 41 i 75 it 28 745 14 v e OC B A
o HaARIE % Hsp9O f4 24 #2741 i) v 32 B PR 5
55 ] 1~ 1 (heat shock transcription factor-1, Hsf-1)
AV L DI 5235 Hsp70 R A /N #AR s B
B . — Bk, Hsp70 7] B8 B 145 = 3T & 8 1
JRIREE . A 2NN Hsp70 ] 475 #0828 i A%
A RIEEH

MR TE TH R A R 8RR 2 O R U E T Al
AN A, A BT R WX W 7378 LA Hsp90
19 N 3 ATP 255 6 i #8240 i Hsp90 1Y T g, B
A BE R S

7 BESREE

ARSCHEIR T 12 PD B S A0 A R A
TR 5 R B G BB SR JE o ST RUA B,
PD AR B 52 R, X LEIR BU7E PD HE 1A
[ i 40 26 2 () (OB R T A A iz B EJ e
(F D)o HHRARBTRMN, BB LLSh 2577
S SCA AR RN BOSUZRRIESE . o, R
AR B A T AT (R fih ) v i A - M oo
R AR S A M AR, X S R E 2R
S5 PD VIR . MR BUL L 2 R AL 5 5%
S 2E 1A 0 4 I N 4 [ 155 5 A% S b A ]
e R FE AR, B, PUFA 2 5 RIE &K A4
BRI . BRI, 54 55 5 BOF R A& 85 PD
o PEBI RIS i PR Rr Sk DNA 2 25l
W2 e BT RERZ T T4 R . IR iR —JE XL
TIE A LEINE ST s % P iR A P AT AR MRl kst et
R AL, (EL fE Y SFA I 2 S B2 5 0E . R T
TENM A5 il — 2RI, Z B0 PR 2T LA S 28Kk
- S e R A T S T 22 R T 77 HE AN R 454
e, 45 X PD #EAT AR AL B9 73 S 8 TR A BR AR IR J5T
AR5 AR A SO R, i — PR R PD 5
BRI S 22 ) B B A B G AR A B
TFRIRIT PD HIHIITIE o
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Table 1 Progress of lipid components in the pathogenesis of Parkinson’ sdisease
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