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Research progress in the roles of epigenetic mechanisms in improving
Parkinson’ s disease through exercise
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[ Abstract] Parkinson’ s disease (PD) is a highly complex neurodegenerative disease, and its pathogenesis is
influenced by DNA methylation, histone modification, and non-coding RNA. Research on Parkinson’s brain tissue and
blood has shown that changes in DNA methylation/histone modification levels and variations in ncRNA and its target genes
may trigger neurodegeneration changes in the brain and serve as potential non-invasive biomarkers for PD. Exercise can
ameliorate the neurodegenerative diseases caused by aging and PD by reversing epigenetic changes. This article reviews the
role of epigenetics in the pathogenesis of PD, explores the benefits of exercise, and provides a theoretical reference for
research into improving PD by regulating epigenetics through exercise.
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A4 5% ( Parkinson’ s disease , PD) &1 A5 —
KAZAB T8 , H James Parkinson T 1817 4F 15
I, 2 2030 4F 4 it R BT A 830 JT PD A
H . PD RRE R BT SUIR K 2 T BE Al 28 T 1 TR
JERBEREE 2%, Holfh R R AL 45 2 3 R A%, T
IEVERE B SR % LA RXE R, H AT 24
YeyT R BEZEMRAE IR | Ok i — 0 B 1F 22 12 B RE il
ZICHYFET:, HFDN 3 302 LR RE #l 28 T AL T2 Y9
TR RE ) TR R B R 2 O AT R O i AR
ASTHIRINE . Bl AT 2 2 TR BE T 48 T AE T Y
PURWHR SRS, [ N ob2 5 e BList A Byl FN 3R
B R 25 G T2 A SC AR T, IR AR 52 50 vh Bl ik
S, 40 PD it AR A DNA H AL /KSE ARk 4
AR K AR gt RNA WA E AR, ik st 72
SR o A T3 T e T BLAA P A AR R

%ﬁuﬁo
1 PAEAREEESILE

PD & 1 A i 2 0% B (substantia nigra pars
compacta, SN, ) Z 1 Jf ( dopamine, DA ) RE i 22 7T 4%
£ STR N DA 7K REAR , -2 B0 1 98 19 P 40 ¥ 4 1))
%52 N FRIE B P 2R AT PRSI . DA J2 T
AIFIFRAT DI RE R 2238 1, 22 L JH RE M 28 e ] o HL
MRZLTHE N SN, JE A B SR AR T FAE SUIR AR 9 B TR
DA, DA KT RERIf PD & R AR AE P12 3h
TRERERT ANz S8 2 | WL A EAE | 5 5 5 245 4
ANER, VA B AR A AR M AR A A5 A R | e B
BT (AL MR Ak R A i — D BRI A
WD Y o - %% E A (a-synuclein, a-
syn) B SNCA K [A 7 £E 1% 5742 55 58 5 14 A 48 A% A
Ko HHET, FEEIEREINM 6 fi2E5 PD 14
Peta ik i MR 047 5C, i SNCA A3 45 1Y 88 &2 f =A%
PE S PD B R ik BAETE A C . o-syn (Hf
LRV Z2 TR (F X5 S T8 O A0 L T R AR
PP TTAET R LB, 75 PC12 L &b, AS3T %
A a-syn (Y3 SRR AT I DL HL S B 4205t
T2 (1) B FLORLAR LM (B3R C R, 5 200 B
2 15 PES (reactive oxygen species, ROS) it , £& ki
KT RERREAG 75 AP 25 B 40 83 40 il | a-syn 1)
1 FRIEFEROS THE RIS, (2) 350 BT
ML, 7E SHSY AT, a-syn 3k Rk il 1
5 TRE NI TN R O = G U B B U B PA s
SNCA FE[NZAE 51 % PD,

2 RVBEFEMERESPHIVHFR

2.1 DNA RENTEIRE FRERSHRYLHE R

M a-syn F4 LAY % 5 /IMA (Lewy bodies, LBs) A
i B R 2 SR BT SRR ASPE T a-syn 32 DNA
AL R 3 ) a-syn 76 20 M B P 23 B 2 DNA H
FEEF G 1 (DNA methyltransferase 1, DNMT1) , {40
R B AR Y AR KPR AR T 5 B0 SNCA B [ o 5%
ik, AT R, PD B I SNCA FE R I
AL X i A3 SNCA 33 3k I 74 K a-
syn, 73 —HHF5E KB, PD AEAS R SNCA e 5 A
/NBRRE A e DNMTL A% 7K SF B ik, 5 0 SNCA |
SEPW1 Al PRKAR2A [ i CpG & DNA H A4k
AR, DNA HIEAES Y PD 1 4 R0, WF 58 3%
HH,PD H & SN, 20 i+ B JRE R A8 T F — o ((tumor
necrosis factor-a, TNF-o) J& 8 FH ) DNA H JL{b e
JE e e A T HAM A X Y DNA | ifif TNF-o J3 8535 1
1 CpGs AL H R P B S 1k T AR B A 1 5% s A1
¥ AP-2 HI Spl &5 &, X i TNF-o i3 3515 £
RREARR, AT SN T 22 L e RE A 22 70X TNF-o 4 1Y
RAE M HUBEHET . — %ML A A B (inducible nitric
oxide synthase,iNOS) #2& i NOS2 & [H g i ()42 4 A
F,m#IE T PD A SN, . NOS2 JEF Z DNA
AL 45, NOS2 e A A 3 7 X CpG Ao s Y 7y
AL 22 AR INOS 3 M, i 8 FH e Ak 22 39 i iNOS
WP AW AL, PD A NOS2 H 38k K F45
X, FBCE = A9 INOS i #, Tl iNOS RE sk 2 il
ZEITTIN, T VA Eh R o 4 R 1 T RS 1 ) I 4
PSS WA B TET 3 5 M2 RAE AR
K, RS B9 TET B fE DNA 25 B SRR AL vh i o
BE, ad Xt 1657 £ PD &M 1394 £ %) iR %
H WWFFE P & B, TETT 3 K AT 3@ 5 55 ShmC 7K
SERISER RS S PD AN i A LY EEK
19 5E W) G A2 ARy B I - 1o ( peroxisome
proliferator activated receptor y coactivator-la, PGC-
Loo) 2R AL I o, BRI 4l b PGC-1a i
KAWL BEWDRIERNFHMAMAT K -6
(Interleukin-6,11.-6) A ¥4 1k Kl FBe A& 2 14 7= 4 A4y
Wo, T 2D ROS 1 7 A I 41 i S8 A 40 43 A A8 i
LM 225 v w3k PDUY . A IFSE &K B, PGC-1a
TE PD A b R b gl T 8 X6 JH i A A R A7 43 A
/R PGC-1a Ji 1 F X H 340K 38 > A A
R Ak 1 o-syn B KR PR /)N B2 B H 52 Jo R o v
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PGC-1a JE 8l 15 Ak DL R AR 3R 5K A 2 4% i A
JHEPH ki Kk PGC-1a W2 PD A5 A
LR T TR B A 2 B TR 1 3R, T R L p 22
TRAPPERY S BIFSE R B, FE75 50 4 AR FE R 28 725
HLZRe T ML Z2 Bk RE R & T Fi b, LR
My — O — H 3 7% F% 1§ ( catechol-O-methyltransferase ,
COMT) B A 3 74k i B> CpG Az A5 H HE ALK
FEAR A COMT ZRIk3g i, R COMT 7 3 i 2 L%
REA 220 P Y 2ok 28 3K 15 28 ik 22 0 e A% 33 2 40, OF
7A 5 PD WG B Beiz 3l PR A2 45 A OC B AR AT
A I, COMT iR AT, PD #) bR 2% 8
{H SNpe Ht Tet2 B9 I8 AT LU % PD 175 51 12 2l ik
(ER P AR 3L EADTe L RN | P = S LB 2 (i
AR HAE I W 1,
2.2 HAEBMEIHERSRESPHYLEITR

AR OIRN ARG ED, A5 HL,
H3 H2A H2B H4, HZ 541E A OBtk BERRAL
AL 32 R ACAE 8 17 S v o e 60 o S
BER BT DNA 5 s AL ) D) BE R 5 15 11 5 | 2 4% b
o HEH O E W M2 Bk ReM 2& T i) —4
IR WL 53 45 AR, 120 B P TH PR 2H 25 Y e
i , U/ 5 DNA 2 55 P 0 AR B AR (675 G 85
SER T NRA G KA R TR R R St R AR ]
B B 1 25 Z B AL T (histone deacetylase , HDAC) jifi
e | AR ST 1 o

R H PSR e & AR A H3 FI H4 4L

R SRR AR b, DL T 4T DNA 5405 9 I
B, a-syn i 2 1K Al 16 58 H3K9mel , H3K9me2 #il
H3K9me2 #EILP (41 L1CAM 1 SNAP25) (1) 41 75 1
H AL IR IR 3R 08 AL A R N- 37 %
fif 2 ( euchromatic histone lysine N-methyltransferase
2,EHMT2) 11 #1351 UNC0638 4b HL A ffi L1CAM il
SNAP25 ) mRNA FE KK &, £ H a-syn i i
EHMT2 #4358 H3K9 H 54k, 530 H3K9me2 FH15 , i
APE PD AR R AT 7E PD B AR
W PR R I A A F A 5 2 R
TR TR I Cdks WKk p35 RN p25, 2 )55
HDAC1 #H B 1 F 3 ¥ p25/Cdk5 S: % 5 & A
HDACI (46 B 5 54, fff HDACT 2R3 , B0
ik DNA W24 4 f s 01 2 11 o 3Rk o 282 o0 ok
7= Sugeno 2" HFFE KR, a-syn A E 4% 54 E
H4 A, DRAEA B R (histone
acetyltransferase , HAT) Jf-FAI% PD 4 A A5 78 v 2] £
H H3 LBEEIKF , B2 F 3L sirtuin (G PERFIG . a-syn
SR IRAE ORI e A R AL B, S
R0 R 22 SR AE , 390 1 400 A Bl g 2 v ) 5 PR
SEIT IR £ TR e 22T iR Ak, Bk H3 A1,
RIARIT B2 2 A A% 2 B -2 SZ AR IE R Y H4
LA AT H i 2 S BOLIE MRS N, i H3 F1 H4 1Y
M A2 3 cAMP R TGRS A B AR R
TR 280 e s HATT 4190 4 5] 9 44 1R mT 400 ) H3 A0
H4 (1 LA K R R 22 T B e 4 e AR Pk, e

R 1 PDRH NP IR AR AR

Table 1 Trends and effects of gene methylation levels in PD patients

5 ALK YEH
Genes Methylation level Effects
e R PR -
Reduce Generate a large amount of alpha synaptic proteins
S e 5 4 L R 22T AT TNF-oc J1 S0 96 R P
“ Reduce Enhance the sensitivity of dopaminergic neurons to TNF-a-mediated inflammation
o e WL IE RO 5
- Reduce Enhanced neuronal stress and aggravated nerve damage
S FEAIE T2 e
Reduce Aggravate neuroinflammation
S IL-6 .ROS ik [ Th, 2270 Hh U AL H 5 R RE SN i, Hh U AR
PGC-1al 114 I " IL-6 and ROS expression increase, leading to oxidative damage and increased inflammatory
nerease response in neurons, resulting in degeneration
CoMTLIS16] SIS i fioh 22 T e fe 1 52 45, 10 3 12 B R
Reduce Impaired synaptic dopamine transmission and impaired motor coordination ability
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IR WA AE PD & L] Pk 2R Y
B2AR JBN VD T e Pt 2 — ol 75 Mo % g 25 49, W A
AREAL PD &R 5T &I B2AR Fo A& ] i i
S0 SNCA Ji 8h 7 G 3 7 41 85 (1 H3K27 i 2 R
(1 CBEAR AT R S BT RS | KA e i
AT LA S 4L 85 0 5 2R A , 338 R G 45 e 22
EFEEFHPTIE T K 335, DTS 20 %5 07 45 #% 14
B ER™  Zhang %Y ST S5 R WK | a-syn Tl
TE R LT 4 2175 5 H3K9me2 45 H H3 — H 34k
FEXG I w Y R 4 8 R RS EHMT1/2 3%
K, I 3 B 5 i 25 2R B Ty g B A it FH 400 4 5
A-366 b E KA DR AR 28 00 TP 28 il 2 P ek, B
3 PD /NRUZ AT
2.3 3E%RF5 RNA ZEMH & FREERS P RHLHIAA 32

2% Fh Ak 4% B% RNA 2 microRNA | IncRNA | FRIR
RNA J tRNA A4z B A5 HA I o S R Rk Fn el 22
RGHER M TIRE . I, AT BEAVE S 45 Fh e (1912 Wi
YIRS B BA T S S R SR AT,
LR MR 4 A0
2.3.1 ncRNA ¥ a-syn ik

o-syn b REAR AR B 5 /M A SR A I B
HZ,#45 ncRNA Al 75 PD o a-syn B3R5 FIER
£, KAEIESmS RNA—NEAT] 33 2K fE12 7 a-syn
FRO%: % Ko 3458 PD P Bax/Bel-2 A, 32 55 2 K
Zfi-3 WM I a-syn R IE, AP H] NEATL 1] {2
HE1-FRE-4-2K356-1,2, 3, 6- DU SUMLIE (1-Methyl-4-
phenyl-1,2, 3, 6-tetrahydropyridine, MPTP ) 5 5
PD /| N A 22 240 B 35 1 - A g T 5 miR-
34b/c T2 LS HA [\ a-syn 19 3° UTR, 3 o-
syn A, Qa-syn ) BT R 22 A PR S FEAIG
miR-34b/c, e a-syn 45 A e 71 R TE
HIT0(HSP) 2 5B REM a-syn, Il miR-16-1
S HSP70 R a-syn AR A K" ; miR-
133b A& a-syn #63k  Bax/Bel HLIE A pAkt 11k,
PEER 2 ICAEE ) E— BT & B, miR-133b i
A[FEL ] RhoA Az A1
2.3.2  ncRNA 7EZRIR TR AT A HIL R 5

LR A Ty B B A A A AR 2R S I AN 22 [ ke
P2 TR B B, neRNA B 335 ki A D RE
EREWNTTES ESE AN e I-F i EZPIvei S =] S iibu)
AP ] 7 T A Sk Ve i 200 L o 8 10 SR AR R AT B0 B 240
P28 0 B LR AR, 1 W EEL S 0 I P D R 2R O 1 2
BIRA &, X2 3 PD 2 A T, T BER

fif 3 K15 5 B9 kinase 1 25 H 34 B ( PTEN induced
putative kinase 1, PINK1) Xf 75 2B F WM H &
R PINK] RAFS S8 A WE = LM 51 & PD,
NEAT1 fE#IH] PINK1 25 (1 B, $2 i PINK1 A% 45
FIKF, Tt 209 PINKIL 29 22 LU RE #2203 £
PEMZ I, fuf 2 A A4 Ty B 52 10 i 1717 35 = LA 1k, i
5% PD R BEAEIR . Yan %57 & B, MPTP 7£ A 5k
FUAR P ¥ 0] $2 @ NEATI , PINK1 & (3 #l LC3-11/
LC3- T Rk IFFAR TH #2800, 1M Ik NEATI
REA &AM MPTP 753 IR N [ b 92 i 2 L e g
Mz geiti, BT, 7E PD AR E K B 4 1]
PINK1 #J microRNA , 4l miR-27a 1 miR-27b HE1E i
P PINK1 35k B A WEbr &4 LC3 (LC3-11) i
PEIE AR B ) 2 45 Lk A (R 18 BRI e

SRR S AL B 3R R S & PD Y EE 2 A
R, EA LR DI-1 72T PD i Ak N 3
AR EEAEM ., fEDIRE E, DI-1 i@ AN miR-
221 FIRRLRP M TT G T T, DT A2 R T
BIM, H A, miR-221 7E PD " Ay B #5045 14 AN 7
4 (B DJ-1 7] Al i3 MAPK/ERK {5 5 1 % 5 5
miR-221 545 | HAES —HF5E o, DI-1 55 5 AR ot
miR-494 #[a] G 8 55 ik, B T 40 M AP AR
vz e
2.3.3  ncRNA TEAM IR T A ALHI A 5T

LncRNA NORAD 7& DNA $45i J5 #3800 , Hook
H Chr20q11. 23 (40155 5k Al i 2 PUMILIO
HEORE R RS e M, JEad MPPT B SS 4t
H) NORAD T 4, 40 Ji 25 PE 3 I~ R 4 3/7
TEALRE B TRl 7= 42 ROS F-8¢ LDH,, T i
T2 BEF IR 1 NORAD W] LR 47 4l il 4 52 MPP + 4l g
BEDT 5 —Fh ncRNA i (RNA RiER R B, 5
PD 220 B 20 it 17 38 R e 2 AR A Y B Ah,
#R43 microRNA R 3 a5 B 2 310 1) 6k PR 2 38 ok 8 7
PD M E4EME I T, 1 miR-126 2 585 #h &0
PEFIARMIAE T3 72, 7€ 6-OHDA AL LAY PD 41 oA
Al rp, miR-126 - ) I H & # 15) p8Sh, IRS-1,
SPREDI LI IGF-1/PI3K/AKT {5 514 %, S5k
A TEED . MiR-96 7 MPTP AbFH{% PD /N B
Fir |3 # ) CACNGS, CACNGS #il Bel-2 #i 5
iINOS IEAL AT A 5%, eAh , MPTP Ab B
BN Y miR-342-3p [, MiR-342-3p B %40
] Wnt 5 58 B HE p21 15ILIEE 1( p21-activated
kinase 1,PAK1) , JfF FEAC A A R 532 &Y 1



o H A PR A 2R 35 2024 4F 11 45 34 555 11 ] Chin J Comp Med, November 2024, Vol. 34, No. 11 157

( glutamate transporter, GLT-1) Fll L-4F & iR/ L- K4
AR B E M FRIAKE X S /E H S E 4
DIUR LY AR 112 ) N

HRTHTFE W, IncRNA/microRNA/mRNA [ 4%
P PD Ui T A EZEAE M, MPPTAAE/NRUG K
BEAESRAS RNA—HOTAIR 12 UEA0 M8 - I+ RS 4n e
16 77, eIk HOTATR fE 38 1k 41 1] 2 ok K A< it 3 7
PR 2 B RE S 4T % THE TS, RAB3IP & [
PEE A IS5 PD BRI 4 I0FE T, microRNA-126-
5p AEFE M) RAB3IP KA #2404 T, 1 HOTAIR W]
Bjj 1 microRNA-126-5p #E 1] RAB3IP KM 35 2 [ i
REMIZ T, LB & A Y . K] HOTAIR/miR-
126-5p/RAB3IP i 5 PD £ ¢, R0 & PD HIGYT
B, /IMZAT RNA 15 5L 1(SNHG1) 78 MPP™ 4b
P 41 B AN S P A A 3R IR SNHGT 7] B A
LC3- Il F3A Fl MPP* i 4l il3E T, #E PD &
Il 7§, microRNA-221,222 H B K i, 1M #2 &
MicroRNA-221/222 iR REAE I LC3- 1T JE B I FEAIK
MPP* i S AU AR . p29 J& mTOR B2 b Al
YHMIAET 1Y SC A IR 75 I F-, SHNG1 7] LAFE A miR-
221/222 () miRNA ¥4, FEB 1E#E i p29t ™

3 EHHEREREBHRWEEHFR

3.1 iEzhi#id DNA FEN KBRS RES

e b I VSRR i E 2L ¢ N IR SN DD
P A R 2 JAE AE B XF PD 7™ A AR 4
FH ANt 3 77 5 5k 3 W35 1% 48 1 0 66 PR 8 42
IR AR RS R W4 AR AR
HIAT 3 D AR R ARSI R E k2
E I R TR A SR AR B | e i 2 v B 43
AR 101z B R A (AL 45 RR R /)N A 3 5 2k AL
PSR EL) FIlFz 3 R B (BLFE A 320 22 2 RE e 65 A
IR ) 13X 3 2 I P AL U A G
B AR % 2] LASCE SNCA /9 IR JF
RIS, o-syn FIZESRE -G il 26 1 ) 5, e A
JER, AR BEERORBEN B
( glycoprotein non-metastatic melanoma protein B,
GPNMB) Je&—Ff T B 5 B2 11, Al ook 3 2 11 o
RALMIF A IAE , RIER 2O T LG
PD %, 4k A SCERAE 5T (GWAS) KB, A7 T
7 SYeaik - GPNMB 3K A1 i F X CpG 1 45,
5 GPNMB K 19 B ARAR S A SG , il ad X 5 7
1442 £ 2 RE BT 50T R B, 32 3l T 35 AR 5

GPNMB cg17274742 1y W 54k 7K 7 Jf |94 GPNMB
LN Rk, & ¥ AT 9 R G 5 - ), SNCA
N 1 BB IR S 3N a-syn RIX I T 2L
PD &%, Daniele 252" X5 A AL AN B A BEFIE 3 61 0
TR, B n SR TEZh g = SNCA W& F 1 H
FEAIK I BE AR a-syn 2 F1 K F-, HAF % 80K,
SNCA H R /KPS B AR, HT SC 3k, ki i D) he
WSR2 175 & M4 AR i LA & | Tk S Ak 4 il A
HAFE Y IG 32 AK =y ( peroxisome proliferator activated
receptors-y, PPAR-y) /PGC-1a i % 5 28 i K T fig
KREY], PCC-la JEZRi iAW) & A FE Ak R 38
B A TE 7], PPAR-y AT LA PGC-1a UL I ZEH
%% 5% FF A (transcription factor a mitochondrial ,
TFAM) [ 3% 35 K P8 5 LRI 19 & B, PGC-1a 3k
R AT S b A E R G A AR B, BRI ROS 7K
- SEIPLA 2T T VE R, Sellami 85 BT &
L6 1~ H B A iz s S BEAR PGC-1a BE 1Y 3))
T H BRI LR 58 |, Il i PPAR-y/PGC-
Lo 3 ORI T AL R B, W D i 2 oe R T Sl 4k
FARINRE, PINKI 25 a-syn B2 1 JiRE I 45
TCRRAS TR, e H A % M A 4 A s K]
T EEAER 5T R, 12 2 AE il L A5 PINK1
TP a3k IS PINK1/ Parkin 38 [
BESRZRLAR 7 WIS 1 S AR LR A 3 | e 2R B
AERIGEIIAHITRE ", ARSI H F 3L fb K S AR T
PBIAEF W 2,
3.2 EmENAEAEIGKHENSRERS

HE B2 E R RE M 2Tk B /L gk
FERSCEE IR Y, 328 3h W) AT LLJR 5 41 8 1 2 Bkl
T, FEEE M S sl ) 55 b 2R AT 5 v A G
FIRFEFLN , BEA MR R, 2tk s+ B 5]k
5 HATs 3¢ [A]25 HDACs (%4 810 2 3 5
Bk, $ HDACL A1 Sint3 ik, I/ TH)5 0.5 h
IRFE A, X/ B ™ A= A R R T 41 CREB
S5 N FE Y p300 78 B JR % 1 SR AE Ak Y
BRI R R A i 2 D X e 5] R A ) R
1 T 532 Sl T 3G i (4 Sl AR A iy J2 R it
RA AR HAT 35 ¥, JF %% HDAC2 . HDAC3 Fi1
HDACS, ¥ inZH 25 11 Z Wk Ak, 32 5 I i 28 ) 4
ML Ak, A2 B AT 5] A G2
EH OBk, 045 H3K9 H4K5 Fil HAK12 , I dle % 5
ZoRMIEIZER Y EAN T B, I 8
JEl i 2 5B T R AR A T g L P
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R 2 12 THPD IR BRI IR flR 3

Table 2 Trends in gene methylation changes during exercise intervention in PD process

HE I E ALK - YEH
Genes Methylation level Effects
e T RN, ooy FUSEBE SR RA 11005 5031 PD AR
Increase Reduce the expression of total a-synuclein and oligomeric synuclein to improve PD symptoms
o 0 HERS B I S T
> Reduce Improve anti-inflammatory and immune balance function
R i3 PPAR-y/PGC- Lo 38 BEARHT M 8, W0 Ph 28 0 U8 T M i ok i D i
PGC-1al%! e Resist oxidative stress, reduce neuronal apoptosis, and improve mitochondrial function
Reduce ’ ;
through the PPAR-y/PGC-1a pathway
PINK1!%! FHEs P PINKI/ Parkin i # , W SRBORL A 1 GG 14 S G2 S ZORL A AR FE
Increase Activate PINK1/Parkin pathway, enhance mitochondrial autophagy activity and promote mitochondrial health

i WG SNARE ST (HIRERE J) AN A I o i AR [ A
Bl R A ZH 25 1 H3 A0 R i 1 b 228 3 R K
SRR o 5 g A, Lavratti AEL0) Sy
90 d, B 3 U B 1 h KA ARE SR R R
> BB EARORT A 40 2L il b 41 2R 1 H4 Sk AL
K- BEARCAH SCBE DR A e s s PE AR I ik, L |
W RN iz 3l AT DL o ko2 240 28 F B R A ok
s Z, F A A R, 78 PD JiTH , Oliveira
PV 19 44 PD HE T 4 JEK g s
Ja KRB, HA 1 HA SR /K- 0 i 51 i 22 8
F% K F ( brain-derived neurotrophic factor, BDNF) 2
KB E LT R PD B A 6 min L4701 )
fit 71 (the timed up and go, TUG) BH g £/ /57 , B3] XU
(berg balance scale, BBS) & # [E Ik, #h4) S5,
S HENG IR (short chain fatty acids,SCFAs) i G
HEHZK 41 ( G-protein receptor 41, GPR41) il
HDAC & #F CD4 T 41l it A1 [& 45 3k B2 40 g ( innate
lymphoid cells, I1LCs ) = /£ [ 40 il /v & - 22
(interleukin-22,1L-22)  JFA2HE b BORG IS5 B 1 5¢
kM 8 JH iz sl ZRRe 4R = PD /N N R A
SCFAs 1Y il i 42 B2, Al 30 [l iz 8 28 i e A
MRS IF 0G5 PD EAR S 3s s S 1 i - A E -~
i IR S R 2 BFSR B i 3 T 3 4oL Y L R
FHBM KPR GE PD SR B i T H AT TR 8
DR i 23 T 1t — 2D SR
3.3 EEEITIESRED RNA MEMEHRIER

PD B FME A Z A miRNA 7K A77E 1
%225 4045 miR-30b . miR-30c ,miR-26a . miR-450b-
3p .miR-148b miR-1 miR-22" ( * f% A F HAb
RNA 38 75 0 2 2 197284k )  miR-29a  miR-103a-
3p. miR-30b-5p, miR-29a-3p, miR-1249 | miR-20a
miR-18b , miR-378¢ . miR-4293  miR-652 . miR-15a"

miR-29¢ . miR-376¢, miR-143 F1 miR-19b ( T
miRNA ) #l miR-1826, miR-626 . miR-505 . miR-16-
2a” \miR-26a2" . miR-30a, miR-7, miR-9-3p , miR-9-
5p . miR-129 . miR-132 . miR-423 , miR-365 . miR-486
miR-1260 .miR-218 HI miR-331-5p ( I3 miRNA) ,
123 )R] 38 33 P87 microRNA 38 15 3 52 1A 4 2% 0
AR, RLE BN, 15 4 PD AL
4 B Esh s, HiE+ 10 4~ miRNA B2
L2542 R (P<0.05) , [FAT PD & iz
BIREAR AN ) AE S AR T T E A5 2 B i ek . MR-
106a-5p 5 F AR SCHEN ATGT Feik , H kil
52U REREM 4 ICRIZET- A a-syn BRI R A K, 57
#h miR-106a-5p i A 4 57 Hk 48 75 B F 1 R 3R
ik, IS 2B A7 MR I A st T e
miR-103a-3p 7] 835 DKK1 #ik Jf FHIKr 25 . Wit ji
H, FHCPD WM& Y BT R, 8
% PD SBETEHEZ 8 AR B AT RIS, I
o' miR-106a-5p .miR-103a-3p Fl miR-29a-3p K ik
KT, [FIEE PD AR A D REAH 2] b 2 ek 3 | %
W3z S g 12 % 77 miR-106a-5p . miR-103a-3p ik
SR 2 40 AT T A AR M IR B PD EARTS
MiR-29 X 7E PD A I3 e 25 T A, 8 Jiiz 3
T-Hihe RSN T K B2 miR-29b Fifik 20
41 miR-29b 3 ik K F, ik B W AR B4R DT
MiRNA-299-5p fgif & ¥l ] SP1 Xf MPTP i S:[%) PD
/N R R 20 I R T A AR R T AR PD R E
AT, MR AR I Cai %Y G B 3
AT 25 HY R AR 0 i A A B2 miRNA-299-5p %
ik, I PD A2 0 M T ik 72 . MiR-320d 7
IEHAMES PD B E MK EAEN 2%, HE
PD & A e S it L #8512 3 i
i miR-320d ik LR, FBH miR-320d 20w 17 55 2%



o H A PR A 2R 35 2024 4F 11 45 34 555 11 ] Chin J Comp Med, November 2024, Vol. 34, No. 11 159

SRR G A 58 B2 Tif 77 328 20 B A= b ' . MR-
181 FR 5 S — Fh 5 3z 3y [ 0 57 JBE A 6 i UL IR A O
miRNA , 17 6] 75 5+ 20 A2 40 ffd &0 9% 3 5% 7% A9 miR-
181a-2-3p A A8 oo # il NOX4/p38 MAPK % & 57
EGR1 k4 PD &b 3, 4l , A ez 3liie
7 miR-181 f)ﬁﬂ:ﬂ(—ﬂz[m o Zhang %[62] k¢ & 2R,
X 13 44 PD BE BT 3 D H B AL SRR T
J& , miR-1268a , miR-181a-2-3p . miR-320c , miR-320d .
miR-619-5p, miR-877-5p, miR-115-5p, miR116-5p
miR209-3p \miR255-5p ik b, M miR181-3p %Kik
T, LR miRNA 78 PD S8 Kbl o &
. HAERSr miRNA X5 PD S B2 AH OCE % %5 1)
KR, inZ U eReth 20 A2 fil & p38 MAPK
M SRR TGS T miR-181a-2-3p HY_EJH AT
] MAPK 38 B8 908/0 PD it S8R ; Wnt 3@
FEAEANML RIS PD BRI iR s 2 ARV, K
SEEVERERTE T Wt {5558 S Z A 0y P 0 T 2 1
W REARZ TR & B A PD i i) 20 it A= 4 24 Th g
FEHETE N FAREFFE R miR-320 FEEA R EE AT
AT Wt 5538 BRI PD gt kT,
FHOCEE R A K AR a3 S AR L 3,

4 s

=

ZE W15 AL ] i o DNA FF 34k 20 B 1 B4

ncRNA k25 PD W9 &AL, H 76 o 23R 17
AR FIRRZE TCRE Ty T R D) RE, (L H AT X PD
HyFM AL LRI A 7 i — 0ot oe . R H A
2R iR T PD MR R WIS A& A HLH], 1%
W52 27 AU i A B Ak A 3 5 i DR I FH B9 26 0 A
WY, FLPRIE — 7 T 7E T B 2740 38T 1 B i) AR A
WEREL PD BE ST G G LH 2 5 5 — D7 T 4 F PD
SR AN [R) 1 DX ik 7R H 18 AN [] 14 2 O35 A2 16 T A
Ko I, PR K 75 2 22 50 o iff o 01 4 AR 1
HHRE RS L B A A Y., B
SlAE A AR AT M RN TR S AR S
A ORI T B A B BT T, 3k 5 RS AL TR
Horh g AVE T3 UIAH G, v 4 3 40z 3l ml
GPNMB SNCA .PGC-la \PINK1 45 3 K 14 HY 35 4k 7K
S A S e I I T R GA  HR H HATs #1 HDACs
TEPER AR 2 H3 (HA Z Ak /K 7= A 5 0 38 2 1A
5 HE P ncRNA U1 miR-106a-5p . miR-103a-3p .
miR-29 . miRNA-299-5p . miR-320d . miR-181, miR-
181a-2-3p .miR-320c 45K IKIK VK ks PD (4T,
{H R T3 W8t A% i A Ak A 3 4 I DR N 1 2B )
PRy, I TC ik S A VE (932 Bl k3 PD Y R0
BB AL T 58, ARk A BT LK W35t 4% 27 5 Ak
4 PD 2 Wi FAYT BB A= AR &), SE IS iz 3
U3 PD A R,

#x3 BshTH PD A ncRNA ARkt s

Table 3 Trend of ncRNA changes during exercise intervention in PD process

HN ALK TER
Gene Methylation level Effect
miR-106a-5p | T 2 A BT T AR T I PD SR

Inhibit neuronal cell death and degeneration, and improve PD symptoms

L A IR T 5% R I AR AR

Related to neuronal apoptosis and exerting brain protective effects

W PD PR AP T3

Reverse the process of PD neuronal apoptosis

SR o e 5 A ARVAR O AR S8R BT 328 01 ) A A i ), 7R IE SRR PD R I PP A S 22 5

It is a biomarker that responds to high-capacity and relatively low-intensity endurance exercise,

with significant differences in blood levels between normal individuals and PD patients

miR—lO3a—3p[54756: Increase

miR-29"%") This
Increase

i

miRNA-299-5p %% "
Increase

FHEs

miR-3204 %’ "
Increase

miR-1811%] il
Increase

miR-181a-2-3p %) I
Increase

Tt

miR-320c! %! "
Increase

I MH NOX4/p38 MAPK 4 EGR1 3l PD rf i & AL
Inhibition of oxidative stress in PD by regulating EGR1 through inhibition of NOX4/p38 MAPK axis

] MAPK 38 3080 PD A i S A 1 38

Inhibition of MAPK pathway and reduction of oxidative stress in PD

Wit Wnt 5 S0 PD ALK EH
Regulating PD neuron development through Wnt signaling pathway
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