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Abstract: Neuroinflammation is an immune response, the main purpose of which is to protect the
central nervous system ( CNS ) parenchyma and promote tissue repair, only acute short—term activation
of immune cells is considered neuroprotective, whereas severe injury and sustained immune response
imbalances the neurochemical processes of the CNS, transforming it into a chronic and excessive
inflammatory response, leading to progressive neuronal death and ultimately causing the development of
Parkinson's disease ( PD ). Therefore, neuroinflammation is closely related to the development of PD, so
regulating the level of neuroinflammation is of great significance in the treatment of PD. “Kidney deficiency
and toxic damage” refers to the pathological process in which the deficiency of kidney Qi, blood, Yin
and Yang triggers poor blood circulation and abnormal fluid metabolism, resulting in the accumulation
of phlegm and blood stasis in the body, which ultimately becomes poisonous and destroys the cerebral
complexes, with “kidney deficiency” as the main factor. The neuroinflammatory mechanism of PD is
interlinked with “kidney deficiency and toxicity”, and the deficiency of kidney Qi, blood, Yin and Yang
is the key factor for the transformation of PD immune cells into chronic inflammation, while phlegm and
stagnant blood stagnation is the direct factor for the neurological damage of PD. The combination of these
two factors makes the activation of immune cells develop in the direction of unfavorable inflammatory
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reactions, which ultimately leads to the occurrence and continuous progression of PD. At present, a large

number of studies have shown that traditional Chinese medicine ( TCM ) can effectively treat PD and has

unique advantages. This paper summarizes and analyzes the literature at home and abroad in recent years to

review the mechanism of PD neuroinflammation and the prevention and treatment of PD by TCM through the

modulation of neuroinflammation, with the aim of providing a reference for the development of TCM for the

prevention and treatment of PD as well as for the study of rational clinical use of medicines.

Keywords: Parkinson's disease; neuroinflammation; traditional Chinese medicine; kidney deficiency

and toxic damage ; research progress

A 4 7259 ( parkinson's disease, PD ) J& TF i Bt
U [l PN 205 385 O i ARl 48 RGBT AR AT M5 L A
YR T B SR % T BR 95 ( alzheimer's disease, AD ). 4
o, FE R E 65 % DL B AR, PD Y AR N R
290 1.7% . PD L FR i B T B A T 2 LK fE
( dopaminergic, DA ) #4 £ 70 /Y £ 47 P 5 2 Rl p 22
TN REN o — Ml H I B ) /IMA
(lewy bodies, LBs ) Sy 2L #URFE A9 %% . PD 1Y
It PRASFAE 245 B 78U 132 SIE IR - AR 2, 7 B, T
T3 8 g5 WU, 12 sh 1% shyd 2> Gz 3 ), LA
P eI a BT B 1 28 38T o AP & R AEJE AL
AR X S50 R M el 2H ZR A5 493 T A 1 B S N, R
H g AR rh MRl 22 R G 92 R AME vEZHZUB 2 2,
{RSEBR b, R Gy 40 i it 2 0 I D0 gk S 2
PR ZE AR RN, 3 2 I T P R R Y A I E ) o
P2 AL L) SR TSR A RN B 2 R IRAR A L T
T EE A0 A5 RN AR L 14 e % S A o3 rh X 28 R G
(CNS) [y 2 A 2% 0 T 0 A0, S 304 B &2 ik
AN I 5 R BBB ) Z5 L, AT 5% A8 S 18 P Hoak
JBE 1) 98 i S 07 e R R B 2 T HEA TR SE T
AT I FE R BH , M 48 ROE 5 PD 19 k2B K R
YIAH ST FE B LA S 0 3 /N T 4 i R IR
JOE 24 i () 3 RN SE PR 14 g KO- 3R 38 R 37 P 4
T2 A RE T, 3E T 5 | S G PN 9 AE S Bz, N 22 T e
(DA ) tREEITAR M, B W A8 S DA #1250 471
TET- U R REPD W Kk, DI, AR ZS S A
F-HF5E PD KA Rk R ALH BAA s X, T R
JEFE LU B 5 R S R, S B AR CIHE i e
HH AR I AR N RS S AN, AL B EREE , Foi455
W2 XA T PD & A R i N AEALE] . PD
ZERAE W R AE VT e B R R 0 BARER B, B R
R R B I 20 L P P g SRS e 5 I N TE TR 3R L 9R
R IE 435 Ak B = LA™ B 4040 R dsr 22 1 S 5 S I
AR BRI, N B R RERR T BEHRT PD iR &
RIEMLHE A EEEZ L H, AR SO B g7
B & BRI S R AEAE PD & A= & SR b it B A
R, UGN = 243 35 5 R 28 SR 0E 19 7 A T TR
PD MIRYT IT 4, LIk PD SLRRAIF 58 F1 25 W) T 4 42
ft—E S M.
1 MERESPD

P 28 S AE J& PD & I i B 1Y — D 4 S PR AR R .
1988 4F MCGEER PL """ B 3R 3E T PD H & A9 Kk
PRASHE MHC 1T 2857 F AFAE  3X R B PD 119K ¢
AR HMAERIENZS Y, WG, R
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7 INJBE T 24 R R TR RS BT AR ML BT AR o T CNS PN/
T T A4 YL P18 S5 S5 ST S ) Rk PN ) 28 SE
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KA AR TR A T R F SR R W, S R
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TLR2 AR B0E /INBE TR AR . %Ak B /NS T 40 i 22
FMHC T 2800 1T 285 FACFR 5 53 EH B 3o 2 (4]
U o —=Syn ) P HETE CD,* T 40 a5 & A7 48 2 5 1
JCH 5 O AR R Al B R, AR TNF . FHE 3R - v
(IFN=-y ) FIIL-1 B 45 fliph 228 S8 PD. I H.,
it 25 1 6 {1 8 21 f DXL -1 R 4 SR BE R A A R
51 F -k B (nuclear factor—kappa B, NF-k B ) TE
I B S R SOTRAAR o e e ik, PD YR I S ik
—H
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P 2 4 K R - ( GDNF ). iR 2 98 58 T8 40 i U1k
2535 F2 R F-( MANT ) #1128 28 K R -F(NGT ) %5,
NTF 7 DL i 78 3% 7 A O 35405 1 22 o4& 2 1
Az b P2 A0 i O T AR U g 28 B4R, T PD IE
2l T A I T S 25, UrLL, NTF i A4
J7PD IAE . Hoh GDNF & X 22 [ i fig #f &2
JUE FRAEH s O IR 7, T DL i i PN B R 7 2R
FALRE(TH ) 1 280 H9 R, W I i3 S R SUIR AR
Dy RE, Jr LA GDNF #% 1A & J2& PD YR YT P i A /T 19
NTF 121 ik B8 80T B4 70 15 J5E 200 VT LK 3k 6
ZEAR P B IR g o 40 i A Ay 2 o7 A L S o 4T i
i e 2= ph 22 AR PP /E 2. LIDDELOW SA 45023
o5 it 28 58 E FIER I AT 5 e A i R PR R T
JBE T3 240 I SV B 43 S g Sl AT I CA2 7T ik
JEE T %) /0N RS JBR A I T A3 AR Y 11 o . TINF 0 1.
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ZLRRRIIIN . BIEA TR AN S 08 B A AL B
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(MAO-B) iy EZ4UAEIEHAL, 78 A1 B2 IE AL R 40 At
F S B A 905 P R R B L R R 25 9 1— B 3 —4—
R -1,2,3,6-PU S M wE( 1-methyl.—4—phenyl.—1,
2,3,6— tetrahydropyridine, MPTP ) R RE =R
MPP* ' MPTP A HAR ™ 9 MPP B2 3% 12 JH T
EhW) S i AR AR W a0 PD, i Al U H X 2
EURZREM 2o 2 I, bAh, MPP* i i] DAid i
BH B T35 AR TE AN B BT 40 M, 1755 S A0 07 38R ¢
RE R W B kA, 2R 1 2 g M 22 on 3
B0 B TR AR R AN, AR I R T 40
AT DL i PP 28T A i B 7 S R R AR
e b -1 (SOD-1) i 5 HoBs il ml v I 5
FOP L ITIIFET AR PD 250
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UK JUT T T 114 4 B AL RN 2EL e AT AR i 1L P 5k,
AT N BBB (438 375 Mk 20", {3 S0 28 4 i Fn s 1
BTIEIEE] CNS 2 s PD 1AL
2 BERIHM5SPDHERE

PD @ T EEfrh “EE” “RRERT PRI 1Y
JUmE, E B SRR, S EORIRN IR I Y5,
H ATEAR 45, AL BR300 6 I 3 S0 i i 2 55003
TE PD LGt R b, BT B4 FhER AR P A2 AR AR
JEN MRS A B R s BEAR BRI AR R, H AL HE, 2
i & 2 51 104 B4 DR R ARG SN “BEHRT, B R S BE AR
MG, LR T PD Ay A A Fnadk e
2.1 PD “HE 7 B9 L NIE

Je NI CHEaT N 22 ) 258 Caa b R 2 i <3 A4
HEE” IEBEE R TINT CERMCEREZ ] I
Wl Mg AR PR R, ok i N TR A
AR MR T B S5k Rm &Y. B2 R LERZ
K T 9 >, P 2, A A T, DA R
fivi A BT, A oG A 2R, S AU A R NG sh B R R
%o ITLLE PR AR S Wi AE A R, RS LA
FEIE, HA TR, 4ERE AR IEH A is sl B K,
SRR, R4 B A g HRoes B RH 328 Rk,
PEDEAEIF AL 2 5 HE AT 45 B R, e <1k
SRH L IBIT A 5 TR, IR A2, BB <L,
SRS . ouI Y TR TR O TR, B R
MG T e, R WL JUE I 28 2% AR B 95 A= R S 11
JESh Sy o B R D0 G A BT, A ) G HE Bl i i as
AT SRS, IE 4N C BEARR S ) Fric k. oo BERE,
WAASBE IR T4 5 ML IO/, A B . B A
BHZ AR, E—FJuPASCE, B A BEA 2, B FEAS
JE DU 111 3 2% TR B, B B A DU ik i 2 Tk 9, s aT
SR MR A 2 A PD RS TE K,
LLUEHRS 7 e AR 998 i i g b, I R R B M AR g bk
S AR FREZ LIS 7 R E R, H ANLARE
WS I B R TR R BRI R Il 2 4 A
N TR G5 AN 7, AT BB, B 45 . i 22 B0 I 32
FRFE, B A oS A% BH BH 7 ki, B AR L
B AR IR SR, RN TS R, 51 sh N
IR, K R B o
22 FF5 PDH LR AE WY K R

CErrNEY PR’ T “5" & A
SRR ZL BB R VAN N “PETE” KRR B 45

JEHBEES A “BE” WIHA )2 195 S, ansk
SESCHPZIN T 7S IR B , AR K BRI RT T,
ARG e AT ORI AR T R,
E 2= 0 A v 587 4 RSN RN R, BT iR 2 T
Ab 3l R I SIS TR AR R U R — S BUR R 3R
Je B W) N T A, A T N 2H 2R B BE IR B
R B LA QB 2R BBl O B 7 A 19— 20T i
BRASAE T (ZE M) - FBECESOLR ) AR AR,
R T S JE R GO IRAS A B $ A T B
It JE TR S IR b R S BB Y A 1,
56 B B ZARIRUESL, SAgh T BRI R ALY
IR ZIRAS BRI, 2SR TS = B A
JB VUM B IRPASEBH BEZEM S (5| BT AL, B 4
KOMEIE . HIERT UL, PD S NREERE Y.

254 BAREE 2 50 Hr , T S ZPD R I N 17k
P FE BT 4y g 30 I B AR EE RS, IR
S N AATE H A PR T, 8 L R PR SR S AR
ORI B S LR Y SRR o —Syn USEE
WA, HEIEFAEMSEM T, N o-SynE
L2 1z - TR AR 38 % ( ubiquitin—proteasome
pathway, UPP ) R, 3 {6 41 Jo )0 7 1Y) o —Syn 745
PR SR W 22 [ Ak TS 25 - AR AR T, e i i 1F
TWIIHE. 24 UPP 1YY RE B AG uli il B2 0k, a2
A o -SynJITE LY B r & 45wz ZAb)s, w2
FEANMLY o —Syn ASEERE UPP A3 250 S B b 7 B, AL
T AE 20 i P SR A 2 R R sk i, it 3 S SR
MY o —Syn BORR 2 H AT EIE U By /IMA , #
23 ZORIAR D) RE R GG I EE . UPP D HE 5+ N & .5
oG T R AL B O R 2 R
LKL ITTET- NI 512 PD. b5 —JEEMUA
TEAE P AR 7 2R 1 2 R i SR A AN
AR TR, SR8 40 I T 7 A 1 49 o X i 28 08 B
LR AE 0 AR SR SZ BRI S A ), 55 T
AV /DN 2 5T 21 W AR B T2 g o 2 R S5 b 225 ST 1) F2 8
Z: 538 T 7 A K e SRE IR AEAR N B2, Ani 51 &
TR Y2 M RN, SR 2T B AR BT,
B2 & PD R AN T fil R T S Y
W VR AU AR Bl B, AR 077 HL,0,0 HO™ | —OH 45 55
T BB AR SR o L B A S
YR AR 1 T BE R I = — o 5F =R
S A= PR T A A R B BRAL B B P SX I s
—FPEE, B2 1738 E AR Y Lachnospiraceae Z0 i
B B AR TR ( SCFAs ) 14 )™ = B By /b, 31X
DR T SRE SN Y A AR o IZEARAE I L 3d 3k ivi — Azl
A% % CNS, 80" & 1 4 RIE AN ARV, e
ATLABIEE PD 0 25 E TR, PD A EFR I I,
LR U = A L R IR 1 b
w5 S Al AS PR AR ) R A QI RN MUV BT T, AEAA
PN R SR IR R I S5 B4, B A S R I IS, WA
MWNAEZ R, RAASEPD W EAE LR, BE S
7R T R B A BT, BOALAR XS SR A i 451 43
RORBARL G dZE PR BN, A 28 S8 SiE B W il o, el i &2
JEEARYE ZETT, X AR PD AR AR BT,
3 HFEAHBEBDSHEREREZETHMPDEZRNFAR
PR

PD A Mg bR 5 | M S8 e 2 Z Uk, HIEAR AL R
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T 7 e BRI VR YT A AR IEAZS R IR, 4k
TE VIR 25 BH B R 32, 34T DA IR AR I A oo o
ARk, b s 25 R sl R B i 2552 Uy LA PR
AR N RN INEOR IR S L HEIE ISR 2 R
A I PR £ R AETE T T PD K2R % By T A AE
TEEAEH, FES A7 PD I Rz sie R iR 12 S iE
N Y S & & oS B AR (YD = AT A= S 1 i v
3.1 HEE g

PD Z W e Z Z UE, LI = B 2w =2
A, LARAR IR INE 45 B85 R R 2 b o 3l L e K
e A & SCRR A PRIG T 2256 b m] LIAS S PDVRYY
Z LR IE 57 3, iz F kb ok T 5 Ak 2 RLIE

B AR A 22 70 e R T A LA 22 S SE UK -
FEARR DA # T i R, IR BIFRIEAR AR Z H . H
FEEEITAE AL A0 T, ORI P 25 Fh 9 0E [ 1
IRV Ul e 24005 - G e AR T AR 2 a4
D5 R SR g PR S A R R
A A 0 A R T LA A B AR TNF - o
TL—6 5 ST PR 17K -, 100 i) 26 Ao Dz 8800 4l 252 56 1 4
Bi @ S — i i VR, Ao R 7, i i
o —Syn 1 iz P24 I RaE P DR 7 v i R
AR R AL IAE LI AT EPE . AR ) 2 it
VR BT R L, 410 ik e 2 5 o 4 3 A, A
ZEPAE . DU TH 255207 B B EFIBLE S S5 LR 1.

F£1 7T PD R &S IEAE TN

2y EZER YE L] 225 ik

HL KT A B ER O I AR A R O BEEBHLANE U ThT 40 B B R AR YE P IL-17A [ 51]
TR T VR A ARE ZETT LS R KF

RS B RE HAR AT A R 25 BN, FEAIC NF— k BRI R 44T ( caspase-3 )8 [52]

iy A7 2 fAERG AN F o BRI TNF - o L IL—6 7K

BEE A LA KRR A (A R JEAN AT AR T FEIRTNF- o L TL-6 25 JAE I -F 7K [53]
T ML T AP P54 T o BRI R I
5 NZEEE FES S Y A S
JBE AT AT PR A

SRS R N DS RS RE A AR AN L BRI, FEAERIALTE MDA | TL-6 JZ TNF— o ZKF, 40 [ 54 ]
PR BRI RIK A BYEAT TS AR RN R E

TREAEL  HIBAAR R Al RRR BRI K RNEFTS I, AR B M TNF—« L IL-1B8 . IFN-vy 7k [55]
A2 B S, B I RS R

BT AL R RR A AR e AR g . RNEFEERH L TE I ALY TNF- o L 1L-6 7K [56]
IR AT AT AR 4 AU, BT,

BEUXUL B

e EE Uk P Er N PIA L L0 S AR S VB, B A o —Syn 18 7 BE ph 22 (Y PUAR B ydi b og [57 ]

JKHE 4 fE A 7 AL B WA FNENY o —Syn, FFEAIK o —Syn il 1 24 &
22 ) 300 A2 i R 7 P SR SOIRAR R DR
TR 2y bf ERIRE A A0E KR AEGH)D). BRUEDER, B s Hg AT R R IR e e e [ 58]

e NN I N R RN I 21
A TRIRR AT A RED

AL, MR 2R R

32 W EAR AR

H RIS 22 08 v 24 P R FLER B F= 22 2
F AT A 2 SORE R TS R NS 538 ok & F4E i PD
HEREBVE . OREARJAE Tk, Wi E s
P22 s ) PR e B O AN A R A T
TNF-a . 1L-6. IL-1 B &5 50E 7KV IESE PD Il
VEIE . OB T M1 e, IR
O A PR A /)N I B A i 3 Ak s 2 G

M2 #U 5 Ak, DT REAIS 98 AE X1 BE AR K A 1 i
NLRP3 45/ MAZEA , ks ) e 2= /v 7
L 3 S A ) NLRP3 280 /IMAC R 35, A0 45 NLRP3 |
PYD.PYCARD . CASP1 &R BRI ZE 5 REH AT /K-,
MNP R Ze o0, AN, 348 AT LA 3 % 7 i 18 R
e FARW Y B hin#h 2278 72 X 7 RS il S5 V8 FH AL
A HIHUAR R FEAT , i 2o, AE22 PD iF R . 1
g 24 B K LB B B B FEATL TR gl 2k 2.

222 2GR AR B PD M2 JEAEAE FH AL

R R FEFAALR S SCHR
VR . MPTP /NS U050 0 0 T o 4 e AR R S R I 4 I ) 5 AR B AR TNF— ¢ | TL~6F11 [ 59 ]
RARER IL-1p #ik

P12 Prnp—SNCA-AS3THE I /NG (2 i 40 J] T Ibk B 200 i 250 R 98 20 b DXL 7K S MR 52 1E 5 T BIKES [ 60, 68-69 |
AN 0IE —2 FLPI ( B—cell lymphoma—2, BCL-2) /K-, T BAX KF40
/0N JRE T3 240 . 08 T FA AR TLR4/NF— « B/IL—1 B {55 g ik, i B &
NE R AREARSS B b B A b RAEHIE I F TNF- o | IL-6., IL-1 8 /K
SR TIN IR EC R R, MG A SOAE

Pisiny

MPP* 5 LPS 175 5 (19 Pl 22 JC Bt 38 i Nrf2/ARE 748 458 B A1 /)N I 5T 40 it TNF— o FITIL-1 B 33k LK NO [ 61,70 ]
B4 7 A B R IR JKE R 41 i H GDNF mRNA 26 3k 5 i TLR4/MyD88/

NF- k BI5 5@ BAMHI 25 8 TNF- o L TL-1 B Rk, [FIB4Ed i 8 2k
JIE 57 B 0 PD /N B2 i 45 o Jii 5T TH 38
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23R 2 i R K PR HU T 1 PD M2 SOREAE AL
2 el VE R EE PN
H 10 BRI B R S5 S B0 PD R I 7 I8 5 SORIA R R I F TNF-« \ TL-18 FINF-k BFEL, i [62]
FRABEAY WaiE 5P S g
PN+ LPS 75 5/ IR AT M 9 S, AR B 5 A 1149 70N J28 Jo5 2010 i 1) M2 38 TR0 e o o M1 e TR/ NS S 4 Mg ife [ 63,71 ]
HiAY WL FEAR TNF— o F11CD86 235
HuEEAT LPS 75 5 NO /I Ji5 J5% 40 Ji 38 0% 00 75 /)N Js8 5 248 i ply M2 1] M1 32 280 (9 Ak, ST RIS 4B BENO 4 i Py [ 64 ]
FE N A2 R FEATY CD11b. CD86/CD206 7K
T MPTP 755 4 /)N BRASE TR T /0N I B 40 M 5% Ak Sl M1 R TR 8 NLRP3 R /M R A b [ 65,72 ]
26 RAE M T 22 24 G A B PR 4/c—Jun 23 K i B /e—Jun
( MKK4/INK/c—Jun ) 15 555 5 09 300G W 2 A KA SC R ( GAP ) 43 1
I P9 R A I ( VEGE ) 7K
HIER MPTP 75 5119 /)N A Y B8O TH IS 4 9 20 NLRP3 58 AE /NMA K S B 43 PYD FICARD £S5 #y 3k [ 66,73 ]
(PYCARD ) ZH#5EHF 1 ( CASP1 ) FIUNZAIL-1 B AYFEIL, i i 28 RONE
JINBE R, MPTP 75 514 /)N A Y B AR T NLRP3 48 %iE A& 7K °F-, 43,36 NLRP3 . PYCARD ., CASP1 I 2 [ 67 ]
IL-1B YRk
FHE00 MPTP i75- 5114 /] FRABE Y SN BI040 M35 Ak, B PR G e L M2 — A 1T IR 172 ( NADPH ) 40 [ 74 ]
A ALH AT —F AL A A B (INOS ) FRIA
Hitiz 2 LPS 555/ NEE AN S S B LPS 75 S A4 /0N B S 41 i 48 9 IR 1~ 608, 3R NF— « Bal 3G ik [75 ]
yi Rl
B3¢ MPP" if5 S AR ANAIRI SH- [ TNF— o il Caspase 7G4 97K, 39 BDNF 7K e b 204 [76,77 ]
SYSY 4if a7 PD AR RSO o —Syn B4R M/ BT 4RI AL T G5 I 28 S8 0
AZHAH MPTPIFS 04/ B VRS TR TN SCIRAR H TH FER B AR SN FNZCIRAR ) oo —Syn K- [ 78 ]
& PD/INELSNpe FF TNF— o« IFN—y . IL~1 B Fl1L—-6 FI/KF
A0 ik LPS i3 BV2 /NN BT AN AR PR BV -2 416 P (4412 S 41 7 7= A il 3 98795 NF— « Bis g, fHik [ 79 ]
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