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Abstract: Parkinson's disease (PD) is a common neurological disorder of the brain. In recent years, there is increasing
evidence that intestinal flora dysbiosis is closely related to the occurrence and development of PD. This suggests that
intestinal microorganisms may be a new strategy for the treatment of PD. Probiotics are a group of active microorganisms
that can colonize the host gut and play a beneficial role in the health of the body, and are of great significance to
maintaining the intestinal microecological balance. Studies have shown that probiotics can effectively prevent and improve
PD through the gut-brain axis, and the potential mechanisms of action include regulating intestinal microecology,
alleviating inflammatory response and oxidative stress damage, and promoting the expression of neurotrophic factors. This
article reviews the changes of intestinal flora in PD, the mechanisms of intestinal flora in the pathogenesis of PD, and the
improvement effect and mechanisms of probiotics on PD-related symptoms, in order to provide a theoretical basis for

probiotics to prevent and alleviate PD.
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A4 %% (Parkinson’s disease, PD ) J&—FhH LAY
AR AR £ A, P B R AR T, FEE AN
SRR, PD AR 2 I W A Tt
F] 2030 4F, 42k PD B R 1 ROR 5 #1249 1000
TN, FRIE PD BRI ABCK G 222 494 T5 ], 4
BR PD A& M—2P, PD RZIGIRFI N FEE . (5
il Fliz B RXE, BEAM 25 H BUAMAR . JCHR . I8 vak
iR R, BmBEReEGLEFAEE RN, BRT A
BIT TS 0 4 B BT v 22 B R BE A 2 0 Y R e R b,
PD MRHIEE T 2SR I, BIPZEont a- 28 A%
FEAMSEBER, TERIETE W M i, RS
o MAh, VAL, a0 bR . BRTTRR . 12
R A RS REEE L LA B S R AE SN
J& PD &I\ IRECE Y, JTARSR, ki 22 ik
YRR HGIE RIS PD &4 & RS UIAHEP),
JoiE 5 PR 2 R e 2 (Al m] 38 g - kA7 8L )
1510, BRI a-FflkZ 8 A0 55 RAET] Ge R
FHail, HamaT 2R EPEY RSN . BIE R
VA B E SRS, IS INAE R AR SE, X T
BB R EAERGE TN o- S MR I FUR T R2
M R, B 1 R AR S R R, I B T
AW Rk, B HAH i) RE, T B2 MR PD
FAAA S8R S o

PTG E R A — B AR A 2528
B, 22 PR — A R R, KLk —
JATYEE AZSER ., HETHE LA im ok
SR FHRBUBEAT B . ZLERAT B IT 2 A9, G145 50 BUBAT B
KXUBHF A . R IFEZLAT oA . A ZLATF R . T LA A
VUK FREZFWEZUAT IR S, X LEPRIMRAE TS NS B
T AR T Tz agarsEl 0 s AR TR I AT AE
TEWEIIAT 25 P . IR IR A A1 . B R B ke
SERENEFNE 1T B 18 o8 ) v R 8 1 A B AE S
JAg, XU R R A 25 E N . ZTsEaR
A, $8 A o 25 A o AT A8 A g - B A 5 F s
3 PD, VETERIAE FIPLE A6 V85 I IE AR RS,
R IAE SN AR A SR s, PR 38 R R IR
IREER ) AR SCERIR T IGIE R BEE PD TR E,
B WFEE PD &P rdLsl, 2545 T PD AHSGHEIR
AR AL, DA 25 A B TR AN 2% PD 42
AL B
1 MEERFSHERR
L1 MRERHEENMERRFEN

NAR Nz T8 B AR H B A T AT S A e, B
FEAHTA . ELECRR BESSE, AT 38 SR e E NS
W PN G YR A Sk R AR SEAS T B, AL TH
1b. ReEACUH AN SORE Y I B R C BEsE
5 ZFp X 48 R GBI I IR AILHIAE S, R
TSR PD AR E W BRI g, S
JHEXT RBZHAH EL, PD A8 2 I B B P T BE R IR A Al B
g A . 2547 5 )& ( Faecalibacterium ) . % [CH &

(Roseburia). BIAEE} (Lachnospiraceae ), IR
Bl (Prevotellaceae) %5, EFEHGINAIANEEFIEAG . XL
EFTFERE (Bifidobacteriaceae) | B 5d 2 B J& (Akker-
mansia) . 7 ¥ @ B} ( Enterobacteriacea ) . Christen-
senellacea. Parabacteroides %5(3% 1), %/ THE. ¥
[P R . 535K QPR AN B IR R S AN vl = 5 718
NIEEENR TR -G 8- ST, S EEN SR R N7 B R
TRV = —, BAPiR T AR, 8
T RARN A RS A AT, I 2o
RN TR TR 4 A 1 S A T B 2 N BT 4l
oIS ALIFHG I PD H o-58 fil A% 25 DU I AU
A, T IR G TR 5174 PD " E R E S —
1H 4= 2% 995 PF- 22 - 3% (Unified Parkinson’s disease rating
scale, UPDRS) -1 ¥¥73 .5 AHSCH ™, JRRAE PD A4k
JRTHH Wy /0 Bn] o 2 PR 8 AL T b EORE TR
JEI P ARG R I R, FOE PD AR N B
WIS e S Bt ge LA M, AR RS
WNEERNEZHER A4 28, N2 M e A I iE
fads, ISR R AU F 1774, S inE rhAxph &2
ARG IRE NPT A NESMAR, BT R —
Fivh WL 2525 P8, SRIMA R BUIL 54 PD il
RN, FUR TR EAE T mA R R A S U
P AR — AR, R I, PD B ImE
PR e 2 B 2 P R vs A B AR Ak, R S s
RE TR ™ A= AH DG I A B 7%, JHE = B Tl 25 0ak /b, A mT e

%1 PD HBEBHERBA L

Table 1 Changes in intestinal flora in patients with PD
e e SRR B
ZIRBHE R Wi e i i B30k
80fIPDE FLERATHA
#hmpl (NS B W EE [29]

gy 00 Bk R
R IR R
IR tesiRNA  EMMF RUEFF R “
e LBIRTRLRERL R (30]
PO
80fPDH 1 RNA Moucispirillum
HFTTIGE %6?5?\“'“4_ WHRIRIKRJE  Parabacteroides [31]
e el N
FLEAT )&

- Christensenellacea
1976PD & EELEYE N b )
#111103% 16StDNA PRI %(%QE%E [32]

e FHFEIR  giropit, BT 525 Hi R
PUT R | —
ey Bl e 2 TR
;ﬁiﬁ]{)ﬁﬁf 16S rRNA ﬁj{g%ﬁﬁ : B G R
IR s BT TS 33]
R TIRREE . P
PIRHEE -
I
AT R
;ﬁﬁﬁ?g] 16STRNA  BIREE Christensenellacea. 24
e EPIT P ICER, FURRFFEIEL . (34]
XUEAT B
Parabacteroides
3445IPD FLEATHRE -
A4l PORE  HAFAIR. Reitaas [351
Bk IR IR R
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A PD WS ERAE bR ) BRI TR A
1.2 BBEREHEREE R A HRF S

a-ZE Ml A% AR ik Rk s W R o 5 1E 2 B D)
AE . G AR iz sh D REUEA T4, % PD AT
NEIHIE IR S o- 5 A2 3R 1 i 26k /N
AR, AT R 22 44N B2 B354 B B in e ), 3¢
FHEE BRIV T a- 28 A% 25 PR BOSEAR,
fR#ET PD MR RIE. 76 1-HH -4 38 5-1,2,3,6-
PO BE (MPTP) 5 519 PD /BB p B54E PD
/ISR i B R 2 RO E R/ N BUAAAE shDisE A, 1l
A I & /)N BRI 268 i 38 BB U BEAZ U8/ PD /MR,
PR T PRAREIS R AIE 51495, F ] B3R DX DN Re ST A4t i
R B AL 0T , It s SCIRIAR 2 B pcRepi e
1 R A Y [RIRE, S5 A WE ST A B In) A eI S S
4 PD /)N ERESARLIE & /)N BRUAY 3508 i 18 PR R RE S 0%
/INERU A TE B, VRARIE SR A I8 RAE, [RIFH
il BT v SRE PRl T 1 3k, RRAIRZ L RE Bl & T
24, LA TR I8 B R AR EGE PD 1Yz sk
BRI 5 7 T R 45 T EBEAEH . T7E 632
1z (6-OHDA) #5514 PD R BRI, FiidE AT R
EkE K iz shREREAT 22 T RE M 2o e s, JF:
Pl ERBCIRAA R S A B K1), 1P 5T s 24
i FHPCAE 226 78 PR RERE S, PD A SCREIRAS 31
AH s 2o, IR UL G E BB EAE PD AR R S
e HTT UL, B8 PR A A ) 1 A T R
J& PD WEZSGWINE ., —J7H, BB IE AT 6E
S BENR TR 5 BCRE I BAI, PRz Al
FrE A, R R T A RGN, B R AP R
E. 55— 7T, B R AT BEIE v Bk R
PRI IR M 74, 1 BN B3 22 F 2 B R E I e
RIS, TN R SIS R A T -2k, i
2 FUMMN 5T FE IR, 5 1R AR 28 RGERIEM o-
FEfRZ AR I s B SR AE R IeA1, BB iR 4R e ™)
Can# 2= IV AR 2205 12 3E 3E A R FE IR R 55,
AR A EAAR SAHR Y Toll ££3Z 44 (Toll-like receptor,
TLR) £54 IS, IS 2 TLR {5538 27,
TLR J& TR SZ AR SR%, 25340 T RE R ST
AT o AR R AR, TLR B35S 23

PE—25 FECRIE R T4 AN/ N B4 B B
RANMEHE TP, LR LH] AT BEE sl P A AR & RS Th
BEZ 1, A S EEUINE PD, &4 LI, ImiE i
SVHAE PD 1 &RIRHLE P REE S EH, MiE e
FIZEELSIER] PD %55 BROERR, T B AR AR 1T LA
& PD /NI B RE, RN B, S e iEis 3
THREMIMKE o
2 HmEESHERR
2.1 IHAEEXIHE AR
2B AR JETE AR Y, MR FE R EE Y

AT, A LAZETE FIERAT R a AL . VFEATR O ANIE
S g AR TR T VAR O A5 PP 48 2R SR s B 7 AT
HABAENA RVERU, B0k, ATk
ERFFJCUES PD Z MM R, Btk 2528 P e g FH Ak
SRBijiG PD [—Fh A BB R KIS, ZIFoT 2R,
AW EAAYUE . brEAL . PURAIRR LRI VER, #b
TR A W ANFLAT B . AU AT B, T DA kst
PD 35 A1 5L 56 8 My 455 U vp iy 3z 3 AR 3z e R
(%% 2)[13,36]0
2.1.1 HAEWBEBIUIREEE. BMIIGEEFRLE
PD ‘i WL AEIE ShEtR 2 —, G FS RS | 18 K FNiE
8, PRAIE 80%~90% 1Y/ 2 H BRAEARET, T 45 A=
T g UESCXT PD B35 1Y E 5 D BE RS AT FHAK 52
mw, HALH PT BB 25 AR B I NG BE AR T BR Y &
Ko AMFRUESLR AR EE S T PD K RS rh it

BRI e B0, SR IR T LIS It 4 R 50
3N, BRSNS pH, B4 5 ImiE 81 7, 46 58 1% 1L
BRI, A5 23500 8 i A= Bl il I ise 2 FH 11 R
0, 2R EE R PR FLAT A . B AP CELAT B L N ICELAT
B FREEBEZLAT PR . PRIS AU AT IR . R DU AT R L 35
Jz 35K B R0 B Mz 35K R I AR T R, R 4 S s 28R, PD
SEAE B EARAE R W s v 4%, HIRAEE OB o, fEE A i
75 BT P51 (Patient assessment of constipation-qua-
lity of life, PAC-QOL) i 451", Tbrahim 255 &
B 8 JE Z2 PR 2 A= PR (LI TR AR A B B A 2
A JTer 4 (IRR N T n] DL 2548 5 PD 21
HEEAA, i i (e ial . [FFE, Barichella 55!
INIESE T Z AR 55 AL BB G i 2B TG AT 4iEAE 235 PD

2 ARGEAEX PD BIFEH
Table 2 The role of different probiotics on PD

L Zx4 piiliey JE4 g L5 R E= PR
W AL I+ LU R 1 A 60 mg(BEHMK) 34/ B e R i [42]
W T LA T+ A L A T+ 4 G 5 K¢ ItMDS-UPDRSI¥-45 . 1 f(C S M2 11 HIMDAZK Y,
LR+ R RETLF B A $10°CFUM 1278 PLAGSHA T [43]
W R LA T8 55 20 T o i A T A 10" CFU/d 4J4 DGEERBAEIR, I HEE R [40]
FLIR B+ XU B+ 2R AL A 3x10" CFU(BEHPIR)  8J4 B THR AR, 45 i1 e e ] [39]
Z B i A B A AT A 2.5x10'' CFU/d 4 B I Te R HE AR [41]
P35 RS T 45 22 DA o 2 A T N 10" CFU/d 168 Tl DARUL S IIRERER, (RIPZ LR AT [44)
SRR AT N 1x10° CFU/d 4d WG R R E A R, BEE A IR [45]
ug: B L JJ: ﬂ» =1 5 ‘ﬁ‘/I\“‘ =S ,E %‘ T AE.,‘" 71> k‘ﬁq“ﬁ/: F
HNL*;T;Q;% ;@T‘%@{#E& JeL 8x10° CFU/ 144 W EREAT A, B : ;@f ﬁjg?ﬁﬁ/ﬂa i AL F [46]
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BRI TR PR R T B ERE RSN, Georg-
escu S WFSELE AL IR, WG IR FLAT B R 22 LXUEE
FFPRTZH B P IR A TR R AT A SR i 247 PD -1
IR AR AKAEIR . LA WSS HoR a5 A R SERITES2
fit PD fBE B I REEELIT T HAT ReFAGIE I, (HoR
AT IR B 22 FOHUSE R ) BRI RIS A E— 2P 56
UEHAT M

2.1.2 sz s MOANRIZDIREREST iz 3hDhRE
FRfigiE PD A E Bt HUSEIR, 2RI i IR ME R E |
WU B A78hIR 2255 . LAh, BEE PR IERE, & 2
H BN TRIRREE BRI N RE 0 T K, F s ;JR 2 i) H i
ARSI AR AR BT BRI A R AT AE SN L
il E ALY, e BERP 2R IR I TR SIS R
P2 ERER 20T, IITekss PD iz 3 M A A D ReRs
3. Tamtaji 555 KT T HETRFLAFIE . PHECSUEAT
PR 2O PCFLAT TR R A PR LA T 2l Py BB 5 TR 791 %o
PD B F Iz s AU GRS E sz, 25 R o 12 A
A T AT 35 AR PD AR 3 I El i skt pr2s-
4t —1MA4 ZR90 P E 5 3 (Movement disorder society-
unified Parkinson’s disease rating scale, MDS-UPDRS)
VPO, R C [ 3 AT 1% (Malondialdehyde,
MDA ) 7K, 2 =45 bt H K (Glutathione, GSH) 7K,
FEX I AR A RIS ER . SImIRIFSYE
SRR, IR R T 25 2B BEXT PD A
#5VEH. Hsieh 254 X MitoPark PD /INWEA o038 16
JE) 0 22 TR i A TR T T, 2% s A TR R PR IS OSUBAT AT
KRUEAT R . B HEZLAT T BUPEZLAT I GG A
YFAT R LP28 ., FLIRFLIKR I FLIR AP, &5 2R &
RGBT LR S i PD /NSl L B R R A
BTIRERERS, iz S IIRE. g gL g ]
7N, AHEE T X HEZH, 45 A= AL BRAH iY 22 L I RER 2200
PATF 2, PR 254 T LATE PD /N R F R A%
YHEH . LU BT R asE AL E PD iz 3 DIReR A2
AL TS Ishii % SR H MPTP #45 PD /N RS
T, 250 B RIAUEAT I A1 T 4 d Jim, PD /ZNEURIA
FREfAS- 21 W b 24, 7 e RMB AL 18 s il 2502
ALipour U ZRGYT R IRFLAT IR RIS SUS AT 3
B L FLAT B A A2 I LA B ZH A R A5 TR R X 6-
OHDA 55 PD KRS, 452 &% 14 d a2k
BETTAT DL 20 PD R B4 7R, G A0
DIfE, v MR B A R oot . 2 LTI, 45
AR PD HAA W A AEEAE I, mT DI 2R shATA
FNINBEAIAL, IR B . A C T 2 AL TRITE
VGIT PD AR 45 SRS IGE, (2 AN R 25 A
PR R R R B NS e SRR AH B DT T YA A
TE 5 22 5, ITEAS FHRT A0 505375 X e R 3K .
HeAb, 2R EAEGE PD R VRIS 12— 2R
AT

22 HEEXHESHRHEERILE

2.2.1 VA REREREAT AR AR AR

IE RNy T EA BRI . —J7 T, #4528
PR AT A5 D A B PN ) e AR, 335 Bl S ST (R
FIE RS2 o5 — T s AE P S b BAA P
RIS Y, B S EuR R A EAERY . 3)
Py B O E H 25 A2 PR AT A3 /e PD RS ) iz 1 T
EZEEL, Wang 2509 RFEFLFTEE DP189 X MPTP
50 PD /NI T I 14 d BT, 455 A BUEY)
FUFFEE DP189 nTLLEEA3% PD /MBI IE E X
T, BETNZLAT PR RN B TR QPR AT 28 PR AR AR X
JB&, i/ DA FE R T ] (Proteobacteria) I ZE BT 1 (Acti-
nobacteria) &5 F B LAY AHXT T BE, INITTZESE PD /)
FRAE BT o-Z iz 2 IR B 5 [ ny & A5 M. Tsao
Z5B8 SR 6-OHDA #472: PD K FRARAY, 25 M ARME B
MEVR FLAT I AP-32 25 BT 8 JiJ5, PD KEM
IE PR BRIR AR T B AR, BRI AL N IR AT B
(Propionibacterium) . AR ZFAAIT R ( Clostridium) |
Cylindriodes A Ruminantium %5 E0055 7 A 09 = 208
/b 923 B BRE A (Ruminococcaceae ) . XUEY AF T Fn s
AR R S5 2 A RN, 25 DR, 25 A= pd T
LI NG 25 TR =52, i D sSome Bl i E B4R
TSRS, IRSENG i PD BURIER .

2.2.2 WERRIERN. AR IER N & PD EEEH
JRFRELAN, IR BT A MudE LS 27 AR R e R A B ANt
MEErERE T, S BRERE M ST TS, AT
hne PD JiidE e, Borzabadi 25059 REHAHH 12 J&
B35 A BB A B R 7 n] LU 3R A PD s Rk
PHF AR -1(IL-1) . FI4HHd A 3-8 (IL-8) A1/
JEMIE A TF-a( TNF-a) I FE R ZIE, BRI RKT
T -B(TGF-p) F i S Ak W) B A4 15 58 1) P 0% 52 A4 -y
(PPAR-y)FFEERIFEX, XM AP AR F(Vascular
endothelial growth factor, VEGF ) FIK %25 FENG R 52
IREIER IR TCRE M . Perez 250" #5858 T A FL
FFEE CRL 2130, FEHEEER B CRL 80711 #Auk BR
# CRL 808 ZH iy HkA B A% PD /NS, &5
SAE Mz AT Lok PD /NEAYIE s, iR
FE N, YRR R R A2 -6 (IL-6) Fil TNF-a
MIRIR, FIEPTR AT 4l 2R-10(IL-10) 93RIA
Castelli £ fdi J] 7 4= B il 57] SLAB51 X} 6-OHDA
7550 PD /NEGEAT T, 451 3K ] SLABS1 A LA
185 PD /N BRAY S 0E e b, F i A% X «B(Nuclear
factor kappa-B, NF-«B) ik . J AR Y
FLFFIE DP189 I LIFEAK PD /)N EL 48 %E [ F TNF-a.
IL-6 T 4 A 2 -18(IL-18) K-, 38 fmPe 58 A 1
IL-10 7K5F, [AIBHM ] NLRP3 S/ MA 2R3k, M
L% PDMY, — IS MR PD B SR E ISR
LM FLRR TR RSB T 45 25 28 RIS 55, 4521
KIS T DLVETT PD S MNE I pAZ AR
A R 7 A 7E P 4 (Reactive oxygen species, ROS) .
JEHIE MR FLAT B LSOl ARG IR FLAT I LA02 ik 3
FEAER T RAIMIN T TNF-a, IL-6 FIFA4IMEAE-17A
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(IL-17A) 7K, #5007 TR 4L X5 I i i A 32 -4

(IL-4)F0 IL-10 /KB BR T 254 0 EL e T 14k, 1
B RN T ) R AR DT Rt 7T LAAE PD R 4
PLRAEA, AU UEIEEEN R VR T 1] T PD /s
B SRE S N7, P2 T 22 LI REA 2 e 5 Al o-58

fAZ R A S JRAEPY . L BT HR R 25 2R B T LA

T REAR R T 17 A, (R BT R BT 15305, Vi

% PD RIESV

2.2.3 EEARR B R, AEARN IBOR FH AR ROS
A A AR T BRI R AR A R B, AP RIE L &K

AR RESE & DA K 45T N SN Il S dn g ab

FEALN BORES . R BEE AN ROS i@ B 5T
HEA . FEHRAEILF DNA B4 S840 BBk,
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