BAE B4 B S BT Vol.41  No.4
- 392 - 2024 4E 4 H Journal of Xinxiang Medical University Apr. 2024
zﬂr,O‘Z‘Q‘Qﬁ",O‘Zu"Qr,f,‘Qf‘r’",Q‘in",’"ni\‘5:;",0\)00;",{‘,00(‘0?‘,'1005‘05",‘(u"r’«"ﬂ)‘5&’70",005\”,0‘;00fyﬁ‘iui‘oﬁ«’,005‘0?,",005‘0«’,",0Qu‘rQ",O‘5&”,0",O‘f‘rﬁ‘iui‘oﬁ«’,QC"T:
o ARSTE] SR BATER, INI TS, 5. P BTE A 4 AR R AR TR R LRI ST R (T . B & 1R 2 B 2 4, .
. 2024 ,41(4) :392-396. DOI; 10. 7683/ xxyxyxb. 2024. 04. 018. : [ 473k

400800800800 800800400400800400400S00400S00S0000400S0000S00S0000S00S00S00S00S0000S00S00S00S00S00S00S00S00S00S

EREHEFRFEAETHNIEARNGIHARIHERE
3%, MBS, B F, BERAT, e, k47 Emam’, Fay’

(1. ¥ 5 BBl — R B TR R RS i T A0 TR BT S 4530022 37 & B2 e 3t e 2 e, 7o)
M HE  453003;3. 8 £ AR =M E EREMANELMH g 453003)

BE: AR (PD) R —FE OB RN . IR oA B (ASN) T FFBRAA i FRAS Y ASN
ARG IRAS . ASN U 2B VR A1 5 PD IR PR BUR AN SC o g BEAE ASN ] 5[ 32 4 A0 W8, T it 228 S
FHA AN B0 2 1 TS mT e ASN (9 22 R, S BRI AR PE R 22000 T o ASN R IR 5| 925 4 0 A i (Y I
Jit, SRR AR 22 EL ™ A AN A SO P ) SR HEAY 5, 2 5 PD R A R R o IR R H e (B A 0 o e
RS ASN SREH VIR, Pt R 5 5 ACIHAE PD A R R b A B2 T . ASCERLERNRRAE PD KA K
e R HLRI BT TS BE R, AT PD Bl fEi SR 2%

KEWR:  JEEG ISR ; o- R E H

FESERS: R742.5 XEIRERG: A XEHFS: 1004-7239(2024)04-0392-05

Research progress on the role and mechanism of lipids in the occurrence of Parkinson’s disease
GUO Xing'? ,HU Minghui® ,SUN Yanan®, CUI Zhenwu®, XING Hongxia® ,ZHANG Wei* , SHAN Linlin'* LI

Chaokun®
(1. Henan Key Laboratory of Biological Psychiatry,the Second Affiliated Hospital of Xinxiang Medical University , Xinxiang
453002 , Henan Province , China ;2. School of Basic Medical Sciences, Xinxiang Medical University , Xinxiang 453003, Henan
Province ,China ;3. Department of Neurology ,the Third Affiliated Hospital of Xinxiang Medical University , Xinxiang 453003,
Henan Province ,China)

Abstract
state is a disordered monomer, and ASN in the pathological state is in an aggregated state. The pathological spread of ASN

Parkinson's disease (PD) is a protein conformational disease. Alpha-synuclein (ASN) in the physiological

along the neuraxis is closely related to the clinical manifestations of PD. Pathogenic forms of ASN evoke oxidative stress,while
neuroinflammation and protein alterations in neighboring cells intensify ASN toxicity, and result in neurodegeneration and
neuronal death. Studies have also shown ASN is a key player in lipid metabolism regulation, dopamine production, and infla-
mmatory responses by the binding and attraction to negatively charged lipids,and participates in the occurrence and development
of PD. Abnormal lipid metabolism such as fatty acids, glycerides, and phospholipids is closely related to ASN aggregation.
Therefore , abnormal lipid metabolism plays an important role in the occurrence and development of PD. This article mainly
reviews the research progress on the role and mechanism of lipids in the occurrence and development of PD, to provide
references for research on PD prevention and treatment measures.
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FFAs {0 2 20820 . %8 5% I 5 % ( short-chain
fatty acids,SCFAs) &4 2 ~6 TRIR T, 2 iE ik
YA FZ =W, I PRAFSE & B, PD B 3 (il v
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