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Research progress on the neuroprotective effect of hypothalamic orexin

in Parkinson’s disease
Zou Xuhuan ,Lan Rui,Wang Weiwei, Fu Xueqin, Wang Manman
(The First Clinical Medical College of Henan University of Traditional Chinese Medicine/Brain Disease Center
of the First Affiliated Hospital of Henan University of Traditional Chinese Medicine )

[Abstract] Orexin is an important neuropeptide secreted by the hypothalamus and participates in a variety of brain activities.
Parkinson’ s disease is a common neurodegenerative disease, and its occurrence is related to the progressive loss of dopamine neurons
in the substantia nigra pars compacta and the formation of Lewy bodies in the hypothalamus. Previous studies found that the orexin
system regulates dopamine function by directly acting on the orexin receptor in the ventral tegmental area where a large number of
dopaminergic neurons are located. Additionally, dopamine participates in the regulation of the electrophysiological activity of orexin
neurons. This paper discusses the neuroprotective effect of hypothalamic orexin system in Parkinson’s disease, and briefly summarizes
the effects and mechanisms of orexin on motor and non—motor symptoms of Parkinson’s disease.

[ Key words Jorexin; Parkinson s disease ; neuroprotection ; research progress

A (orexin) A& R T Fe I FMI 53 6 1 — Fh #2238
i, 2 Ff 5 A4 K OrexinA (OXA) I OrexinB (OXB) 4 i, 3
B2 5 MR IR -0 T I S AN 7 A PR B B M AN
NI DR S AR KRS R B AR K AR AL 5 R AR
PERES A28 VE DR BIE 5 AF IR AH DG I TA T RE ) T R R 22
BT R SRR A ¢ o A4 A% JA (Parkinson’ s disease,
PD )il R v i DL P 2B AT A, R A S PR B B B

1EE N L 4802, Email : zouxuhuan526@163.com,
BER 7 v 0 B 4 b I e B R

BIEEE: 2 #,Email:lanrui0312@163.com.,

HEEUH:BRAAMFELFTITR B (45 :81973618.81503422);
THETELAHTHRZERRETHABD (HF
2022JDZX090) .

158 H AR : https:/link.cnki.net/urlid/50.1046.R.20241114.1818.002
(2024-11-18)

H1 2 % (dopamine , DA) P8 JCHEATPEE R T Fofili o %
Gy /MRS ARG RS S 7s B AR T L i 3 42 )
Bl X B BR SZ AR T DA D RE T2 5 2 PD Ak #EA:
o ARSCR R BRIV S S PD Y2 3 K ARz SR
K FR NS5 PD KA RIBLHI BEAT 455k

1 REEET

1998 45, 2 A 7 B /N FEWF 98 mRNA FI T Fefigi 2
I B AT 14 e i pe 28 K, 3 il 44 R E B 0 2R A
BMER, N ERTWERXFRAERR, EMEREhTHERA
[l DXCIOR T E i S0 7 B AR BB A 2T R, T B i S
B AE 20 5 R I BEA 3G . K A7 7E 50 000~
80 000 ™ AK R BEMI £ 7T, 4 2 P £ AR K 4K : OXA Al



BERERKFZR 2024 £55 49 5 11 # (Journal of Chongging Medical University 2024.Vol.49 No.11 )

— 1351 —

OXB, P # B4 50% M #H L1 , OXA H1 33 2 AR 41 A,
OXB HH 28 ™2 BERR 2H AL , P 5 0 /2 3 8 25 10 /K fige A 21D AH
] B AT A TR 7 AR T e G B VIR B R 132
K (OXIR) A2 2 Z 4R (OX2R) . OXA /EFHTF OXIR
OX2R, 1M OXB FEAf F T 0X2R™, OXI1R = BAEA{#% I
VB 5, OX2R T BAE T Ffii b 23k (& 1), 2 Fh sz 44 iy
FARFERZ BRI X IR ESN .

OXA H1 OXB 3 A HAiX 1 28 22 G5 1) K43 X3, ik TR
[E] A L B R AN R VR, 40 A0 T Fe i I AN (4515 5L
A% KA T BRI B o BT O RN BRE Y 32 2 5 Y e
B — i PR A5 O (0 2 L VA A v g )2 X )
SCHFCAZFIA I DI RE s B AR ER 340 38 o A8 B 28 0% 1A 1
A€ i Iy 20 20 T AR BE AR 7 2E RO 0 O R 3R A R
B AR AT O R 2 e 2 R AR ER R
2 [ e 28 TOOR B TR I R, T B SR R P 2 TT A y — 24
TR (y—aminobutyric acid, GABA ) BE# 2870 A 7 1 11 26 S
TR A r I A4 A i

2 |BHES5DA
ERREMZIC S DA MZITEARIE F /LB 288,

FAET AR R G D HPH Z B R EAE N . o
Je, Z OIEREM 20 LRI AF E TR Z AR 2 R Z 1K,

ﬂ@iﬁ'&?ﬂé*é%?%i&ﬂg/\

TEM 3% 35 X (ventral tegmental area, VTA) 1, &8k 7 LI B
e H T OXRs HEMHE AN VTA Hh DA fEfh 220 i 5 AR &
PECHL W AT 5 VTA 4 28 il N- B BE-D- K & &R (N-
methyl-D-aspartic acid receptor, NMDA ) 32 {4 [ 54 i1l 77 384 5
DA PHZTCIY A R IR AR X4 A PE 2, BETT I 45 DA Dhfg. s
FI AR AE PR FR G0V S R S 1Y AR BT DA 3%
5L KGN DA [ A2 A R AR TR I RR A BRI Y TR
M1, 3475 S AR B 4% (nucleus accumben, NAc) B 7 DA B 1
R, 2 M AR 23 DA A 2 R A i, HL
25 B NAc Hh e E fil iy AT - B 51 DA B ZEXF
KELVTA U A (9 DA 4i i 4> i id S 2R & 38, 0 T OXA
Jo , VAT B K A7 Ak, Tk W] B 5 OXA S B
DA, 3 1 ZH A0 M5 b F AR Bl Ak, i B 2% Ak
A FESCA 5 FL P 1 4 30 138 L 70V JK 2 22 BELI , PRI AR T
REFCF OXA X DA #R &0 HiE ",

BEA , DA .2 5 B R I 20 0 L2 BTG 25
W R 2GSl BF5E & B, 20~50 mmol/L 19 DA 7] P I
JIN R B EE A 28T 14 Bl A ERL A7 T30 ERL R AR P FRL AT, T 3 o
VBT 8 D2 Z (AR5 HUFAREE 0 FIBELIBT . {H DA X B #R
P2 TEIY B AL AE AT REAS 2 1h DA Z AR A 52, T2
A2'E ERREREZARA T 1 300 mmol/L DA 5 S/ ETBK
R MG TTH B AL Z B A2 52 PR 5T DK v A (4 4 1
BEAN X R BT P A B9 5E h4878 T DA X 8 E

qgﬁﬂi%ﬁ%ﬂﬂiwééim%

- ' A< N ;
FEBMETRE —> '{E@,m SRR A E A E TRl

4
% ) 4

gnnmeme A

BHE

{

\_/i?;‘%ﬂﬁi??%¥$i$

1 BEREWMERFHERPHERI



— 1352 —

FRERKAFFIR 2024 F£5 49 £ % 11 85 (Journal of Chongqing Medical University 2024.Vol.49 No.11 )

28 T0 9 % A7 PR AR UL AR M 6 DR Sl R A-
77636 5 D2 ARSI ME L2, LR IR 22 1 i I s 7R B
M, 7 K R R M ZTT P Y c-Fos £1A™, HAER
AR A2 TR R ik AN DR 5 1 S X A %
BB DA Z AR IE . PR, BT by i a9 4 T AT R 5 28
A T B0 AN S BB T AR R
KL, DA 32 A RIEAT LAAS £ 8RR 2T 3, (H 3
(77 1) AT AR A A S o P

3 BRESSESPODRLELRRE

3.1 BHEALSPDHEFHER

3.1 BRKE 5 PD MARKIKIZ S Els  PD Ry S e R A1
SRS W B IR , B R E L PR L B A
PR ATERESF . W AMEKR Z PGS shiz i 253552
B I, DA B2 TT [ SCIRAR 2 36 o 3 T, PR 0%
il (compact part of substantia nigra, SNpe) #f 28 X 35 H DA #fi
ZIUITE S BUIRR B DA L A 2, 3308 I BRIG ShkaR
b O SV e 22, DT S B R O 3R R G0 1Y) T2 A ) 2
AR Z R A, L BLE shASBE RAE AR S, i
R AR 58 2 ik B AL RE AT FUERAE DI 1 A 22 10 X LA Bk
FiaTh e, RPAIEE A BT IC SR B PD /N 7 I ER
oot [ R BT IE /N B B R S 0XA
FIOXB i i 70 L7 Ca® 38 38 Ca® PUIR IS 58 FER LAY 1T
B PD /N B LRI R, H OXA #5319 PD /N BRAS 18k
A & HCHL TR /NP, AT RE , OXA A LR
MPTP 755 (1) PD /)N BT B 5T DA #7128 7T (199 /0, Jil i 26898
BT RE LI, S PD /N RAENTCH DL W5 505 K
RS R AT SRR B, HE R OXA XA 4 7R/ U iz g B
WA PRI VE ™, 7642 5 0 FVRGERE G 5L T, SR
A BRI B OXA 2 5350 PD K BRI fi #5124, fiki =8 P9 1
1 OXA Y& fin PD K BRAEFF b 7 8 1% s 8] R0 TS 9% v AR 1A,
ZE LAl UL, OXA JERAIAIT PD A8 ShBIH A TR IR 7 LG
3.2 ERRE S PDMIFIZ ShkElE B 1817 4F A
Hr - A4 ARE & B PD SECE FEAE VIR R GE IR, 5] 20 0o 1 ]
S | PP TR s P g SR ER BRI SR AR DR &
FEHLHI AN Z b . PD AR A RE IR 3 B 32 B vk 91 oA
It SR Fg RS 23 1, Jili 28 2 PD A8 LI ZE T T )
Il PRI 5T & 8L, 76 PD A BT B B, PD R A S KIFF SR )
AR R SR BT IR (E, $m B B IrE LT s,
ELBEE 295 1) & e i B g™, 7€ PD R BB o, il
B BRE 20 BB ) 5 BT A W A 080, R BRI T8
IR A3 PR 198 o 2 OS2 Ko v Al L I 38 S U
N B AIG , P WA 3R 52 451, v e 5 SR B B 1) k2R A2 25 )

REZAA R

32 AHEALPDMIEEFHER

3.2.1 MEAREESF  PDBR T BAT MRS SRR AL R AEAE
LRI e R A RGER , —IEE R kAT
SR F32 SR 0 B0, Il e i it SR A A
W52 15%~50% 11 PD 8355 1 BEAR B A0, L b AR 3l
e AL T UL PR S 22 305 2 1 05 A R AH G 1) 2 2332 Bl W RFAE
TS B 2R 2 G0 7 ok IR 5 e MG 3 3 v ke 25 DG B Y, 1
BFE ] e I R 55 % 2R T 2 4 B B I AT MU 3535 7]
2 5H BB S Zon A &, B aE b= il S 8U R
26 T AMI T A% R T AT PE A, DT S S5 BR  HIR ) e
HB v A UL PR G A2, 09 2 B, PD) 4 B S 2 A/ g B i 5
I 945 TP AR R A B AR DER e X PD SR Y 22 T IR AR 7
FRIARE AT 7R, OXA 1Y 387K -5 T8 WL PA st 2% %) P 7 IR
G 22 1 AR 2B, PD I Al 3 1 R0 257 i T HP 1 B R AT
T TE A S B, R 55 7 O 5 B g T Pk IR o e Al A
Ry RGBSR AR =2 [R) A WLAR SRR, 33X W] §E 45 PD HEE AR
5 R IRHUEIASE—AHOC . I SRR AKCEAE S PD B4R
IR (0 DI PR e R At T RS2 1) 3 28 LA A 14 o
Z R 5K PD Y DA IRIT BRI

322 WHIDIBERENS  PD AU TEGRAY IR AEAE RIS
75 TH W] REAFAE BRI , B AR R AEAE T4t B2 2 (prefrontal
cortex, PFC) W1, NI &Y PFC 1 SE AL BR | AT AL SRR DL
T8 FE AL AT IR . AR Z N PFC TR Y 3%
I, AT B ) M R PRC ST, NI i & )
WEAZ A A (MR A2, BF5T 3 i3 H Morris 7K 1% 5 1Y 14
PG 77, X 6-OHDA 15 519 PD K RHEAT TAE LI
FZS A2 IR . 55 58 & BB SR 12 5 6-OHD A B 3R
TR R A BRSO A S S R X B AR R
JEFIR . EHERICAIEUR L T 28% , BEE KA RIAEE
85 1T K B SE R 2R A Kk b SR HERBIRE ), 45
PD K RAY S [R10AZ BRIBPE T2 Z 3, Bt nl DL, i 4 7k
WICIZ I RERE TG S B E R G K.

323 HEMATIRERET A 2180% (1 PD B H P E
WYy Re AT (B RE) |, B v R | HE2s et i ik A
b, RHB AR 25 8 1 T REAR S0, AR i B -
T i A0 A% — 2 R A 2 T R E R T R A
MR OXIR Mt AS B 3 )y . 4G DA PR s e H
R, R Pl s B 2 B D122 R A AR ko
2285 A% OX IR I IE 66, £ Pk 35 5% B il 1) 32 I8 4 1K
5 DA 3E it 2 R D122 AR sk E R D) g, OfaE o
OX 1R R 3 2 #2835 A% Hh 932 sl o0, T2 308
B IR RERTY,

3.3 fskE AL PD 4 T AL AR A AL

331 BB EMMLITICE BRERETESSH
HR iz 248 1 1% 5 JES #2271 [l i o 2 28 6 31 2 4



BERERKFZR 2024 £55 49 5 11 # (Journal of Chongging Medical University 2024.Vol.49 No.11 )

— 1353 —

WFFE & I, PD 55 #1L A% rh JBBT DA 1 28 T (9 376 R A 32
RS, T DL 2 S Ak B BT 22 T 22 JT R (nigrostriatal
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FLAV 200 A P9 R COX -2 2R 1 3 1 i a0 b A 45 495 LA K 4
JLJE T, T OXA W] ¥/ 6-OHDA 755+ 14 4 i 451 43 - 5 Ik 28
BRI, 5 OXA 150 pmol/L ¥k EEZHAH L, OXA 250 pmol/L
e J¥ 40 (P<0.05) ,OXA 500 pmol/L ¢ & 41 (P<0.05 ) B 5 36 55
T 6-OHDA 55 (1 240 Mg 45473 - BHL 1L 7~ 6-OHDA X SH-SY5Y
AAHEY b3S,
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PR3 A, I B RIS PD AT TE SRR A . (B
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AR, HEMER 5 H S8 00 AH AR AR DI, 72
IR M58 78 AR TR YT PD A RS, A B
TFRIBTT PD 259 .
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