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Abstract: Parkinson's disease (PD) is the second most common neurodegenerative disease of the central

nervous system. It is currently believed that PD is related to factors such as age, gender, family inheritance, gene

mutation and environment. The pathogenesis of PD is complex and is related to dysfunction and loss of dopaminergic

neurons, involving accumulation of «-synuclein, neuroinflammation, oxidative stress, mitochondrial dysfunction

and excessive accumulation of neuromelanin. In many ways, various factors act both independently and through

cross-promotion, resulting in an ongoing pattern of brain tissue damage and progressing PD pathology. This article

reviews the recent research on the pathogenic factors and pathogenesis of PD and explores new ideas and potential

targets for PD treatment and drug development.
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9o B IR A A R I R HEAT T VR R IR, AATTX PD
VIR A 200 2 45 1 P 52, E6F 5] 2 92608 1 & Fh R 3R
FINRIEAR BRI, 3X AT Be 5 H s R R o A K
B35 7 fif PD I 52 ER 28 T D B VA 4 kT R i A
L=
1.1 FREMH  EEEMAE T, RIEA T REE
BN IR AT P B S R . Rk, AT R
BATHRRAN Z 2 IR R R i me
IRAT PR 1) 22 FE R R 25, PD SR 1 XU Bl o 47 0%
SR ST NSRS R G B [ pe =i Rl g

BE PR E—IE A A TR 08 R ML 28 | I
KB R RS R R VE RS TR AN kg
Ty Re B 05 L 4 f 52 22 L T 20 A % b A 41 AR 1A) 38 TR 2
ARBI I L H 5 PD Y Sy St A 9K

PD B H MHLAF o- Rz HE A REREEZEZ
AR, 2 MMM AR 7 W a- T k% B T 21, IR
HAR PR IA S, R . T MEME S, A
BT i 5838 S AF M IR PD, 6B 7 SR A L
1.2 REEEMERRET 50 /R KGR IE
(Alzheimer disease, AD) Z5MLL, KZHPD & HUR LR, 1
A 21 10% 1) PD Joi 52 20 5 1, o) WA I B AR TR
¥eZ2Wih PD. 5 AD M J, PD st 4% o2 i FE 52 2% 1),
FSE A O SR AN A AN P SR N R C I e teod | T 2|
JiE . PD 38t A% AH Ok DR 6 455 - 8 4 B i IR 8 (gluco-
cerebrosidase, GBA) #& K\ a- R il #% & M (a-synuclein,
SNCA) F: I & 7 58 & B 1) B 2 3 2 (leucine-rich
repeat kinase 2, LRRK?2) £ [K \F Y8 14082 35 (vacuolar
sorting protein 35, VPS35) J& [Al | il I g K% 5k /) 5 (1 )
VW) S 18 (T 1 (PTEN induced putative kinase
1, PINK1) #:[X .parkin.DJ-1.FBXO7 %,

B WA PD 5 LRRK2 SA8 45 9, HoAh 58
A% (41 G2019S) B4 7 LRRK2 Wi vl 1, AR 7 %30
g R AT HoAth — SE LR R AR T W
4K B VR R AL (SNCA  VPS35) eV & Y 0 4 e st
f& ¥ (parkin. PINK1.DJ-1)" 1% ) PD. GBA 52 #1714
DV TR A ) 4 A i 1 S R, X 2 T PD 7E
(Gaucher disease, GD) ZJ% 1) =1 58 8 14 ) 4 722 1Y)«

R AL Ah, 1B 5 NG PD AH e 2L R SR AR ) K
H I 0 A8 PD B R . R M B i HE T 1 (sphingomyelin
phosphodiesterasel, SMPD1) & [ 8% [&] Bz i 15 K 7 25
4 8 H 1 (sterol regulatory element-binding protein 1,
SREBF1) R RAZ NN FLAR 2, 5 PD 1 iy AU AH
Ko GTPIME/KA#ES | (GTP cyclohydrolase 1, GCHI) %
RIF) LZE-O-H SR (catechol-O-methyltransferase,
COMT) #: K %42 5 Z B 1% (dopamine, DA) A1 7 %

SRR S0, T HL, 4 4RO B
(genome wide association study, GWAS) 5% i T i& M 14
G Z2 G, E N 1 4 M S O IR AR AU, ok
TR DA Ay A B R TR 2 IRV ) B e R R

PD IR E#S (age at onset, AAO) t 5 FE R RAFAE
Ko AEBRT— IS4 9 1EECK KGR AAO-GWAS
W50 FUs], S5 T A S 35 AE G 1) ik [N B (SNCA FT
TMEM175) FUANHBh ALK BE . TMEM175 11 p.M393T
A S CUBEIE B 450 5 VA T R R0 26 R AR Th g, R a- R
il B 1 TR B 0 At A7 A AR R AE - R il
HEAM YR REJOE R i, a- 2% & A aT
RE A2 A SR P93 18 R B 7 1R B R

PD i K3 R FE B AR H, s T 2R 20 10%
e KGR AR o 18 X Bl 22 S 5 R AT B 2 PD &R A
JiE B A R 58 4 A S (LRRK2 A1 GBA) B 97 i 3% AN v
if R 8] JF At J5E DRI 6 T2 (9 RO PD B . s R, i
BRI A ¢ R 35 7E PD A R #E AR FH 5 T T, D8 = 52
W 2R A A A6 L V8 i A 2 1 DI B, X L8 R Z T R
EE A FE 2 B 5 512 PD.

1.3 BUIRSEIR  PD 7ERFAE 18 B REIR B AT A7 E —
AR A B0 TS U, X L CRE DR B 45 5 A MR DR
(W5 BAOAR) W RS A L S PR ARG OIS S BE IR
REEFIZ L T RE A 5 . BF 7R B, 763X 4 LA RE R
Hh PR DB O B 1) R AR 2 208 90%, {EFRTE PD 2
WAl 15 4F kAT e B, HEE R ECD N S S S PD Y
JRVIRE B ey o B R R, X IR b B Ak TE 4
JEPE PD fil & [N 2 1) A JE 4H 2% D) R OR0S), 320K PD
HB AT B IR R TAMNE B R R PR A R G

WWIRIX L PD ¥ HTOKAEIR, A B) T ERFAE VA2 Bl hE
R BLRT R B FE T, VAR AR S ST, G B AR
fil R PR 3R, A8 47 I PD R AE K R
14 H£EAFRNMMERER FRATWHFHEE LR, DA
AT N FIIREE R 2 7E PD A TR EE T OREEE R

AN NFNERES R 3R A KRR b 24, T2 R A
BR Bl R R P I (KB, R SR 070, 4% 2 i 4534
S, AEEAT S 6 e Sk B, JE AT TR L AR T R
AT WA OGN 4 - ALY IE - PN SO 4§
CERRA IS RS, X SRR 3 T PD IR
R E.

A, WA BT B IR G T fid &% 5 PD &R AL A
K2 J0E A0 & B MR T, B R A & T, R
PD. #RilT, A BL SR W8 W MLAT 1 5 PD ) 4 K38
ToAA U0, TR G0 O 2 | Bl R - 1L H AR
o4 23 R0 T 2R T 4 05 B 4503 B K et 2 PD IR fE R R 3%
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T i 3 e B R 3G R T R KUK, {5 PD ¥ R 0%
MU A ARG #E . 200 24K, B 55 PD Rl
WM E - HEAEFIL. Bl Qs PD 5% ML RE
TG Th RE RS A R B VDM G, 5 IR 2 B RE
M2 2 G0 R B BE 3R G0 kAT A 0%, 5 2 R B FE (1
AR MZRHT R I PD IR AENEIE 4, W K2 )
FIEAER (1), 5K & B 782 K T 70 A
21 o-RMZERPIERE PD FEHIEIRE A
SNc W JE il i#% 5 /A (lewy bodies, LBs), H 1913 £ 1
WARIE, TN A T HBIRA RN . G it
FLAR W LBs £ 2 i o- Rl A% B A RINZ AR, i K
I FC I 0 55 FE VL 45 ) VB AR T 1) R A AR B R
(D20 B R 2R 5 R A 20 A3 S5 A% S AN AE AL AT TR 3R
B a- 2 il A% 2R (IR R AL LBs SEM AR R (1 4 g 12
FEME YR,

25 /N R SN R S it Rk - S Al A% B IR R AE DK
P03 TE R, 1T DL ) PD R R 22 PR AR AR AR, R BT
JE R a-RAZE A PD I — AN EEFR . a-5fh
B AR O 2 PO P B I BE AR R BT REAR T 2 33K
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WA — e it g2,
2.2 ZRIRTHRERERS bAoA Wik oy B 2
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Figure 1 The complex regulatory network of Parkinson's disease. 1) a-Synuclein, chemicals, gene mutation, oxidative stress and excessive

accumulation of neuromelanin inhibit complex-I leading to reduction of ATP synthesis and mitochondrial dysfunction, and then, the apoptosis

is activated by Cyt C, a-syn is accumulated, increased ROS promotes oxidative stress. Ca®* is transferred into mitochondria through VDAC

and MCU, causing mitochondrial calcium overload and ROS production. 2) Tyrosine is converted to dopamine, abnormally increased

dopamine metabolism promotes oxidative stress and neuromelanin accumulation. SNCA mutation causes increased expression of a-syn,

producing a-syn oligomers and lewy bodies. Neuromelanin and a-syn exacerbate ROS production and oxidative stress. 3) Resting microglia

are activated by neuromelanin, a-syn, and dead neurons, producing M1 and M2 microglia. M2 microglia release inflammatory factors such

as TNF-a, IL-6 and ROS, which act on dopamine neurons and cause neuron death. M2 microglia release anti-inflammatory factors and exert

neuroprotective effects. These mechanisms interact to promote the occurrence and development of PD. TNF-a: Tumor necrosis factor a;

IL-6: Interleukin-6; ROS: Reactive oxygen species; a-syn: a-Synuclein; MAO: Monoamine oxidase; LRRK2: Leucine-rich repeat kinase 2;
MPTP: 1-Methyl-4-phenyl-1,2,3,6-tetrahydrodropyridine; PINK1: PTEN-induced kinase 1; Ca?": Calcium ion; VDAC: Voltage-dependent
anion channel; MCU: Mitochondrial Ca*>" uniporter; ATP: Adenosine triphosphate; Cyt C: Cytochrome C
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552 PD K (1) S B IR 1T, 45 Zh Wi S J LR oRiAd 8 3=
41 MPTP (1-methyl-4-phenyl-1,2,3, 6-tetrahydrodropyri-
dine) A1 i, AT UL ) PD () sh M08 8L, JF R B
PD 14 20975 FH 24 45 5271, 2004 T g B 65 16 B BE I
PR T HOR M PD &3 1 B i Th kLA B A -1E
PEREAR T 32%~38%, LA K #547 LRRK2 G2019S RAZ (K]
PD £ 35 J Bk BT 248 40 10 v, 2R A 5 R A6 R 41 i
ATP 7K 5 3 B AR8,

R T REFERG 5 o- T il % R A A R % VA O,
Je AN 32 45 LA BT B, STl S A KR
HAHR & H B 45 &, PUEL ORI R A 57 kY 22 18] B 85 58
e, 51 LS A ATP & R i 2, 17 52 e kL i X 2>
TN o- Tl A% B B R AR . SR A R A T
4 (reactive oxygen species, ROS) 2E i, 1l il By, 7~ 4 3%
B (electron-transport chain, ETC), JEH & & 541, fil
KT a- Tl 5 AR B ERL A Ty e B A A0 A B I
Z AR VG B, 3 BOK & 1) 20K A4 38 3 1 % Ak AL
(mitochondrial permeablity transition pore, mPTP) Jf
TR, R JE T2 B 40 i €8 % C (cytochrome C, Cyt C) B
T, 5l AR R T R .

Ak, 26 KL /& DNA (mitochondrial DNA, mtDNA)
RAG [ R UL S R | Wk APk AR B FE 5 PD A
. PD B 34T mDNA B8R A 5 72 B
B R0, H 3 B R A SNe-DA #14 JtP. PINKI .
Parkin K48 0] T 5 DA #£8 Ju 2 b i B Wk [, S22k
WLAARIE BR 32 BH, 5 B 2R N 3, 3 BORAERY; [R] I 2R
A5 16 \] 5] S Parkin AH H./E Fl JE ¥ (parkin interacting
substrate, PARIS) 4 i {4 [ 3k S840 47 g A 88 5 0 5 4k
AR p I T 1o (peroxisome proliferator-activated
receptor-y coactivator-1a, PGC-1a) 5% 0], £ki k4=
YRR I, LA SRS DA R TT ) & KB,

o-FTAAZ L EI R VB AR 7 3R VR RAR AR AR
R W Ty e SR B 384 DR B )R R PE AT mtDNA AR/
i 2R B8 1) AT 3 B AR A T RE A, 51 K ATP & A 2
AVEEAL BLPHAT o HTIEE AT L, 2R 44 Th BE R4S 2 PD &%
(RIS, 2 BV EOR R R SR E R R, §
DA e & LR PEIE T . 34 5K PD [ HJF 77t oK
SR AR T R, RIS R A WK ST ZRRL AR T RE, B
PD VA7 Y B 2L
2.3 FHEH FEEMEGUANL RS ILEE, ROS
A2 S IE BT RH, OR B R IS E S E
A HERURH 2 AMERRITR, & 5% K AENRBUL k. PD
HH I G KT 72 5575, DNA I RNA 4840729 8-#4 3k
It S0 L 8- ik 5 I ik BB M 1) R M B B DA
T e BUEE AL B P W) 4-32 3 T BR (4-hydroxynonenal,

HNE) 14 204, SCHR AR S 5 PD [ BT 2

S04k R 6T SNe H ) DA fE #4070 B B S
Ja & BA ORI R IE ) JGRE A oR, DL K4 LAY Cavl.3
Ca?"Jd T8 55 I AT 9% 3% AES B% I, 56 i B 32 480 209,
HFEHE Z e, INE AN E AL R = A
S 20 Mo 1) SE AL 345 ABE TS, HNE J& DA fe i 4 0 i
B RG B A FE ) 2 —, T O R T I R N A
73 DNA H Bi b 51 i seie,

AL RIS AN BRI LE AR ELR2 . AR RS
/N S5 40 L, R TR B A A A B -2 (cyclooxygenase-2,
COX-2) F1ROS, B 1) Jif 96 S8 FE K ¥~ (tumor necrosis
factor, TNF) 1 2> J#yd 40 i 2 4l Mg 1A A6 B, 7 42 ROS,
R SE =R ANA > SN ke GO Ry P S
Y0 A 25-13 (interleukin-13, IL-13) 5 HAZ 4K IL-13Ral
A HAF Pt 7] 38 i JAK-STAT A1 PI3K-mTOR 3 42 1
JI DA # £2 TC R AL S U, hn E R 2 B AR
o- R % T E 5 B0 e 3 18 1k 2 45 A e 2 i T
B, A DA FREEEL, I 2 A AN . BRI Th e
A, FEROS EH, #1175 mtDNA, T PINK1/PRKN
BRI RAS . & MOHLHAE AR 2, R IH PD o B R
At fE

RN, Yot R MR ECBIERH . PDEE
DG 345 S 5 R AR I T 4 50%, HoAR 2Bk B A R el AR
WE B EE FEPDEY. By T e Ak, B
RPLE L R G rh A e H K S AP 4 R0 25 I H K
KT, A S AR I, SR BRIE T, [ Ik, BRI
b P Bk T 1) K AT TS0 AT B8 A PD YA 9T R
pH

AL PD E ) R U B R, B AR AN
J2 PD ST 4R AR AL, 17 /2 25 P 3 2L (R BU AL 51 2
(1) HRX 4 22 2R G OR AN S B s 2o TR kb, 490 1) 4 7
O RIS [ 2R AL [ PD AT RS 2 BUS — AR
2.4 GEBRMHE  PD W AIEHLEIE K G fih &
RIENLH o G T8 RN 2 58 R A2 ATL A HE A0 2% e AT 453 47 1)
— P ORI, (ELI B P S 928 R0 4 28 98 0E 23 AR 1
ML, T EDA R £ T & M1, #E3) PD i B
K&

SRR R TE PD B TR R DU R AR R T
TNF-a. IL-15 1 Tt 2 -y (interferon y, IFN-y) /K F Ft+
B, COX-2 %Ik Liff. kA PD & 05 Wi 4121 GWAS
2 BN, fi Jof 41 A 5 02 M TG B 1 R 8 S0E J2 PD i
RGN 2R . o- RAZ & EH MPTP FIff 22 A R
(neuromelanin, NM) Z5303E I8 R 40 i, 7= A= kb I 7
it 96 T F 1 ROS 45, B A I Jixi 57 % (blood brain barrier,
BBB), 5l DA fe 48 0 2 P FIAE T, & o
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Sk B R 5T 20 P, 51 R £ SR AT 42 TTAE T
AN . - F ks B (38 W] LA E] I 5 3 R30S /N R
Ji7 28 Jf v I NLRP3 48 hE /N 7R 1421 3R ) PD 1) 1% 14 i3k
J& o TPt 5 R TL-13 F 4T 28 B0 45 B IR 28 0 2 i,
{EL [ Bt 453 495 25 A 1 39K TL-13Ral 1) DA RE #4276,
rs148077750 (IL-13) F1 rs145868092 (IL-13Ral) iX I
Tt AR BAT B E R & ot . X R
FRZE 98 i I B2 1 DA #02 To i 5 AU T 2 IE A &
AT IR T .

li] A5 G g AN OE BV S R T EHEA(EM . PD
AEE TR P 5 4 L 9 £ 20 o 5 3 o 4 i R 1
TR 725 1A BLAE A, % 0 JF 85 5K BBB, 5 X 4
KRG RIE. BRJIHRAAMERFE NS S THEE
T BEAN T AN R REN, 3 M G R 4% B AR
., W78 R B, PD i 3 SN H 47 7E CD8* A1 CD4* T 4l
fifl, B #3540 E Il CD4Y/CD8* T 40 il b AR PRI, s 1
REAX N . CD4" T 4 AR 26 43 A0 T 14 B P T 48 Jifd 1
(T helper cell 1, Thl) A1 Th17 &%, 43 IFN-y 1 IL-4 25
Y1 B DR T 0 Jg 5 40 Y, 8 W13 3 Fas/FasL i 48
BT DA REAI A TUIET .

G P55 R4 28 JE AN AT T B PD ) kA2 FUE AL, /N
Jiz 5 240 Jf 3 AT LLJE 3k Toll 52 44 4 (toll-like receptor 4,
TLR4) /15 (G 51 B Wk 3 1) 375 ik - 28 il B (1 973
B 4 25 A8 P01, CD4* T 40 BB 2 A6 T 1 () Th2 A 5
PE T 41 L (Tregs) RI B i TNF-p A1 IL-10 25 #015] Th1 Al
Th17 /v S 195 51453, Tregs i 7] 3 i 5 5 2 (4 CD47
5025t LI5S 8755 [ o (signal regulatory protein
a, SIRPA) # BAF H B4 {- 9" DA Re 1 £2 7C % 52 MPTP
B, B AR ER . 451, R fes
RIEALE PD ki B Hh 453477 5 R P WLt I A7, #0) i
Fo P RAE, 753 RAE AR AE 2 PD iR T I H 22
ﬁgmgm]o
25 NMEEZRF NMZDAEMAH & =Y, &
SNc £ B Reth & oo i & B i 2 1 B AR i, iF
FLN A NM B A #ilt 28 £ 37 00 22 451475 X0 = A O,
NM 1] {7 1k JL e By i # VAR = AR B, XP R 2 . &2 )@
BH B8 - i 22 4 5 24 LA S At 48 A 700 10 £ 55 A AR e 1
EERPE T o H & NM (1% BRI 2 B — B AR 0%
2> I J# PD-SNc #1 ROS A= il Bk YU Al o- 28 fih 1% 8 A1
RAE, M2 JCHE T I B NM 3L 23 Jin & PD (1) 48
}i&[SO]o

WEFER I, NM 5 PD X AR R Rt A R, RA
NEA B R W S 40 N NM K. ZEPD HY, &
T NM [ 48 00 & B DA BE#I & Tl 2 kA28
PEIR AL, DA REMHZ 0 A NM /K75 3 o B8 g A0 AR o

A ALE SR R AR G PERY, 5 i (o 3 % VI A I i &2
AR TE A 5. 76 PD B, a- Rz R A& &
W A I SR PR NM AR 5T 20 o PD AR S A
28 98 RE 1 FE R BRAE & NML [ X 8, 7 9F 2 68 3% (X 3
(IR ) JUF- A W2 3, KR8 J5 38 R I PD AR K 1)
o- A% EH VIR .

20 9 AW R AR NM 515 A R4 (autophagy-
lysomasome pathway, ALP) 1z & - & A & & 45
(ubiquitine-proteasome system, UPS) ¥ 3l it & 2 I />
A %, ALP FIUPS #B 4 B 7 'F & NM 15 0L T 52401,
{BAE PD 35 40 5 i 0 3E F A DI ) 35 A7 HY RS2, 24
B RBUA R — & M BER, o NES IR L
WO /N A, 5 A NIMUORE, 7= A 5 4 A A
T, kIR BeWr 2R, IR o Ak, B BE A A NM BURE
HORETIU & J& AVE TG Y, BhER Z0E AN W m I, g
FHE JCARPEFIBE T o T 1 Wk 4 ) 45 488 1) 4 108 A4
PE ) NM 58 R B 288 S 4 T 1) 3 V8 it £ R 0, 52 0 4
JH P /N3 i N 53R P AR AR P A 4 B P ) 38 R
A A BRI A ER L, 51 PD A SR K 4
Difebsns .

o-FAAZ I NM A7 AE AE X3, NM RS 1 o
FLFGPEAE FHB3, A NM JE 1l 45 B AR D) RE R 1S | a- R fil
B B R H 07 R KA D REFR AT P 2 %
i 2 [T — S PEPE L . Rk, NM AT §E i PD ¥R
IT B S A
2.6 BRHEXINGERERS BHWEDIGSPDMLRZ
I AF SR I B R, R 0B, B A SR T REFRAG W] R &
PD % . W% R4 (enteric nervous system, ENS)
TR E T0 7 AL DA, 4EFF B e 5Kk 7, M7 T oo s
BRRG.

BhaeESS 5 PDMKENKRE. BIREK
# (ghrelin) #2& —FloH7 84 ] IE M i A Ik, 2 5 1E W 2R
SUIRYE DA feth & u D Re I 4E R A Ok 37, PD & h B
PRAEAC TR P M A4, 51 F T DA Beth 4 70 T BE ) 4
Ffo a- Rz & A W AAIE I AE ENS H 5 5L 3, Gl
T 2R E #h42 BIA KNS, 7R H LB FEELIR A, FE T UE
AT MR GE P 2 0 — AL 5] O IE AT IR & 2 R
A 4K R AR AR, 2K TE 2 V) B AR H 43 BT 17 LB
PR AR . AR IR W 32 AR ENS H ] W3] o- 7%
fili A% B 1 S AEAR, (HAE PD R s Iz 7,

Ji% 18 B #E (gut microbiota, GM) %1 5 PD th 5 —
SEMER R . PD B W iE R b8 & IR 8 FLIRAT A
& 1 BR T J8 S5 KT B AR, OUSEAT B S5 7K T s 81
GM K1 55 Ji7p 18 38 375 M\ JRE [ B AN - % Ml % 2 1 3R
A R0, ANTE AR I 22 08 PT LABOE NF-kB 142, {12
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b 4 8 15 4 R ) B0 5 5 980 IO, FE I ROS
A, W B A RLBCIR A B 0 o B TR 2 1% P M e 8
fili 5 BBB, it it DA BE £ JGIIAET . FRA BT LASE, Wi
B AR AT DR T 18 28 5 78, I o- il % 5 0
R B0, XL R ik — B FURIESE

H AT, B 50 3k A Be i € 1B 1 D) s BEiS H i 18 B
TSR RAE PD A HH A FH i i 2t 1 1A 36K R S B D g
R EL WA .
27 Hfh PR RNR E K2 PD HER bR
o BRI, SURIE DA RERINE e R L K E R
TRRAN A RO SRR T — MR e It 4T A6
TR, M SMARITEERR T ME T ER. KIEH
ST IR, A5 20 B IR FEAE 08 T2 (1) OB e A4 52 Rk AH L
F F 25 9 BB -1 (receptor-interacting protein kinase 1,
RIPK 1) RIPK3 AR & & 1 8 1 I A 45 #4938 (mixed
lineage kinase domain-like protein, MLKL) 7F DA #g #f
LRI RA M R EEAEH, S T ISR
R TTAF A 3 1 Al R A8 M B WL | —necroaxoptosise  #l
Fx MLKL A1 RIPK3 ) 5E A, DL K 2459040 i) RIPK 1, 7]
/b DA M2 AR, B IZ B DI RElY. B2, DA e
2 505 28 A8 M T it /& B necroaxoptosis /15 11, 35
ROS A1, N PD IR YT H AR B

MmN e T PD MR . S
RE 523 A L, PD AR I A E R K F B R T
(P<0.000 1)1, 78 5 IR 32 1A ik FEE Wi, 5 B AL L ST
PeAT PETEE, BEMR A0 S ) R R R A TR T, iR
A B /I B ot 4 B RT DARR TBOS R, N Y Ay MR R, X
S — 2 WOE /N 5T 4 P I 4 RF 2 e R, AR ¢
Rl F BB o a-F fil A% B 1 408 0F BH R 1E 75 SRR (1)
FETB), B AT BV A Y A E IR 32 5 1R IA, B4y
AR Z AR T B AR R fiok LI B A, DT i B
THM AN Ca¥ Z AL, WM EHMIEH. fEBN 2
)% A VE TR 5 & FhoPL I AH ELAR 1, 515 PD 1) 3
3 mPDAHPHARIK

H AT, PD A3 LLXE VG IT 9 3, AN REIR B A2t 42
JCIE DI RE, B0 R i g A o I PR B B YR 9T
2454 32 S 1 - TR PD R B AH G ) T SR fUR
EH: ZEKBERAOIE S D2k 2 DA,
JLZR MY -O- 1 B 3L R I | B i S AL I8 -B 45, IR AR &R 40
AL FE B B 2, T E Bk 52 A | B B 2R 2 I R R 52 Ak DA
K S-FRENERE R G0 HAREE R0 B HE D Ay M AT )
MRER ARG, G N-HE-D-REHRZAE - A 5T
PRS2 AR R A, SRS

PD i & FH I 25 W06 T7 50 & DA B A7 1%, 1X 36

2 R RECE I PR IZ B RE R, AS BE 1k B30 4 8 0 1k
Ji&, KHE G 2 S 80™ = RS 3 RE, W iE % B
gl G . Bk, B B O, 408 1 AT
AR TT SRS S H RIS E A

AR Y R 52 R 2 1 IE R B 8h 771) (LY-354, 740)
R IE [7) 2% #5751 (LY-487, 379) 0] 45 322 fift /e e %%
EL 51 (135 B B A R 20 R AT N7, BRARAS R R
o- R % B IR 3R RF 7 1% %5 Ik AFFITOPES® (AFF 1)
G E Bz, B R AFFL O o A 7= A 4 X PD K
H VR e R A SR R RO, FE IR o- R il B
1 SRR I [ B 4 1) 98 E IR RS, Ak 2 P A AR T
et B B2 X, BOLE (embelin) il i 39 N yi K15
S AF R F 1 (silent information regulator 1, SIRT1) Al
PGCla 7K1, {2k ki fh A1) K A, 2 H Dhig, 4l
il DA #1 2 LA T8, ghAh, T 40 97 ik B Rk ik
e, AILEAM A 45 TR TT LARS Rl B J5 3L A% 31 BT T 48
Jia, T B2 A% 4 % T 75 5 8 [ Th2 R Tregs % ik, 3E# 5F
%% i3 BBB, K Pt 98 Fl 40 408 F2E ), A 2 1 1 80k
& DA e & U RA R LF 78 e E U, b ml WL T
YT VE A BRI T

1 2 58 5 259 2 PD 2540 R (1 B 55 1]
PD & —Fh Z I A8 M0, 248 AT e RIETE
HARRIBUR . RIRF WKL) £ R IR R SR BT
FAL AT TSR AN A SO R E R . ZL5CRIEE
W41 R T (salidroside, Sal) 3 id 5 47 28 4L 4 A1 5
EAL N B R AR R AR T DA RE A4 T, A 7 4 v
& S B 7 B % B¥ (antrodia camphorata polysaccharide,
ACP) 51 4 2 AT BAYsL /> NLRP3 [ 3005 FIAH 5% 28 0E
DA~ R 238, 3 SE I R, R 3 470 PD IR UL,
4 B

¥4 ik, PD LRI PR b AT DAKEE V6 97 8, 1
i IERBRRER R AR I 25— B R R I 7 1)
KICAE T PD 1 EEBUH B AR LS, DU R
T Fl 2 T 5t PD BT HE s EAT 290 A, A 1) - % figl
W I E B BN R IR T, BT A LR T
FEDRVR YT, B A 2 R AR ) R AR L LW \ROS 55 £ KL
EERTIETT, Jod% RAEN SR E LRI ITIE, FHI NM
M BERL RS JIah, AL AR EBAS &AL, BT
Z B0 R 2R i B AT BOREAR O3 L B A AT
A AR A & Pt s B 9 1) B L, 2 2455 TR
FERAERE . RN LG sk
FAEYME B AW BOR T B, 4568 80% K2 OB KOm
MU H S 25 25 K oK PD 25400 5 5 A .

& TTEK: SKAR 1191 SCE IR RMER S DL BB T
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