2026 437 %325 % 3%  March.2026 Vol.32 No.3 e S

S 2 X, AR R NI S B 2 I A DG AR 5 a8 I T A S AR T Tk JRR (. H B 2 541, 2026,32
(3):123-131.

EF? i)*]?ﬁi’fﬁ?éhﬂﬂ_ﬂﬁ
F THE FRIRI T HE R

A IR B2, R
(LAmHFEHRFE—MEBER, Td M 450000;
DAEPESRFE—EREFR, Td AN 4500005

3P BARMAFE S ERAT AR, LK 100853)

[#%] e &m(PD)AEFAT LAY ZRITRER, P EHEITPDEFEKE FEZHERELA THTF
R Bt B A R P 2 R JRIR M B A T RIS B IS B LA 3-8 B (PI3K )/ @ M BB (AKO/E SLEh 4 T e E
% ¥% 8 (mTOR) . Toll % %4 (TLR4)/% % \4tEJ%88(MyD88)/#7EJ%KB(NF kB) HHFATLLLZ2MELR
F2(Nrf2) 5 36 BB & (Wnt )/B-% 31 & (B—catenin ) 2 3R F L& & 8B (MAPK) ZNODAE 4k & & 2
HBAI K H G3(NLRP3) KM MR F 12 58 BRI PDIR 3R 5 BCEPD I IR K648 X AT R, AR IL T E 2574
FFPDEGIRAFMH A, A Rk P B2 T2 fomed A Bt 2 5 s RAT R4 T,

[RAEH] e KRR E5EIL F R P ARRY T AL 5

[FES (5] R259 [LékAFRA] A [XFEHT] 1672-951X(2026)03-0123-09

DOI: 10.13862/j.cn43-1446/r.2026.03.020

Research Progress on the Regulation of Relevant Signaling Pathways by

Traditional Chinese Medicine in the Treatment of Parkinson’s Disease
AN Yi*?, LIU Tong"?, SUN Hehao’, ZHAO Duo"?, LIU Fugui*’

(1.The First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou Henan 450000, China;
2.The First Clinical Medical College of Henan University of Chinese Medicine, Zhengzhou Henan 450000, China;
3.Graduate School of Chinese People’s Liberation Army General Hospital, Beijing 100853, China)

[Abstract] Parkinson’s disease (PD) is a common neurodegenerative disease in the elderly. Traditional
Chinese medicine (TCM) has shown significant therapeutic effects on both motor and non-motor symptoms of
PD. This paper summarizes recent studies on how TCM monomers, exiracts, and formulas intervene in PD by
regulating signaling pathways such as the phosphatidylinositol 3-kinase (PI3K)/protein kinase B (Akt)/mammalian
target of rapamycin (mTOR) pathway, the Toll-like receptor 4 (TLR4)/myeloid differentiation factor 88 (MyD88)/
nuclear factor-kappa B (NF-kB) pathway, the nuclear factor erythroid 2-related factor 2 (Nrf2) pathway, the
secreted glycoprotein (Wnt)/B—catenin pathway, the mitogen—activated protein kinase (MAPK) pathway, and the
activation of the NOD-like receptor family pyrin domain containing 3 (NLRP3) inflammasome. These actions de—
lay the pathological progression of PD and improve its clinical symptoms, demonstrating the unique advan-—
tages of TCM in treating PD and providing direction for future basic and clinical research on TCM intervention
in Parkinson’s disease.

[Keywords] Parkinson’s disease; signaling pathway; traditional Chinese medicine monomer; Chinese herbal
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1 4 7595 (Parkinson’s disease, PD )&= W #2018 17
PRI 22— IEAFR , W04 AR R R RS I PR 3R A 4
BRI LSRR 2 s 5 A SR R S s PR, LA
R WRE AT AT IS AR R N E AR SR I s e R,
FETie 2 BRI 4 AR e UM 259 AR K IR e ie
UL 25 B AP 12 Bh R AR SUHH 32 B B R R 22 32 3
Rt o LA 24 AN 4 RIsE B , VR — BN - FR DR A S 57
AR, A X Bl A ] A RSO (HA I
J& T RE 2 H BIE 3 A5 B SR A 1 P, Hh S 23R YT (R 2
M B2 KA RS ) B 2 2N Z AR R,
AN RS R E AR S R, a4 AR TR T B AL TR
BB, BBR 2 A2 R T I 58 B S 9 AR SR AR IR 4
FRIR BIAR A LA 530 %, FF A7 v = 24538 1 AH Gl AT T %
So VR RIBILERN , LU SR 2R St v B2 25 AT o 4R i 1 S8k
1 HEFRBHHERIHSIAR

rP B T T AR OR A C AN & AR RR 4 L (AT
“EIIE” A (BB - 45 2 I - Z2hE Y L - B, FRA HR L B
A, R B A A2 AR 1 3 B R AR B, FEASIR AL P T 19
HE L BIASTHI A, 6k 1 58, e A Ik T 380 BAR 1= kT i 4 7k
IR T IR ARIRIT o & A R JF 15 102 A 4 2R
WG R R ARAS N8 450 RR 205, (B R e iR & 2
512 311 5 AR 12 S R 2 7R KAk AL R R 1 4 AR
W IR Z 06 B R A, B Ik ey , R B 4, B 55 &
ARIFHILE . T 2 WA A I A IR S 1 4 26 A JE AT B, T
AHE T LS MBS SRt , 32— 25 4 B TR I 4 AR 0. 2R R
FUTN A Mo R 1 4 7R e 5 B B o2, AT B B o7, T2
&Rt R EZHE MBS BFEREIBITIME
) 2B A0, AR R TRt — 2 | T B 20 4 AR B
TR IR R IA TR Z5 TR | A4 AR L AE N , S5 /F I
BRKEIASE , LU = B oA, RN EE 7 b , BRI A
ik, L HEE , KR

rP S 2 ETR YT WA AR O AT IR R T SR A E
e PRZRE , MR A B AR TR T BRI A 22 AL BHIE it 36 Y
Jrik BT v B 2 AR AR B I A IR 24 B A 5T R
T2 IR A4 AR T B A ST U N R SR A 2R R L T
YRR T SR AR LR R ) R R A AL & FE A
2 WMEHRKEEESERRPEDGEST

WEFE R, v B 24 3 2oy 47 25 Pl 45 30 6 X i 4 AR Al
FNAYTIER, EZATHE LU B - B I LS 3 - A (PI3K)/
B I (AkOMEZL SN R 0 R AR (mTOR ) 538 #{1)|
Toll Z{R4(TLR4)/A 7 434 F F-88 (Myd88 )% T kB(NF—«kB)
LI A SR R AT FR 20 5 R -2 (Nef2 ) 1 53 JE 141
43 WA BB H (Wit )/ - ¥R 8 H (B—catenin ) {5 5l 19, 22
250 A U (MAPK) {5 58 19 % NODRE S AR FAZE 1
SERIA 2 13 (NLRP3) 4 P/ IMAIYE S i
2.1 PIBK/AKT/mTOR#&#%  PI3K/Aktl #2505 T | 1fiL
B B A P i A A R T B 4 AR BT JR 2% 16
BRI S i 2R AT MR (1 R A 5 R v B AR 0,
PI3K/AkE HZEMA 4 295 TR ML 2 2% , %05 5l K 32 1
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LIS, AT 28 5 AT B N -5 AR Ak I 0, 38 S YT PI3KY
AL 310 1 40 0 8 1 5 ST R, e/ £ B R R A 4 T
17, TR MA A AR B I RAE IR, mTORJE AR I,
25 | A2 RAE 5 /N 5 40 1 G2, PI3K/Akt
3 5 S5 0 AL B TORBE R 1L , [R] IS 1 iz 4 e o0 1
HIF- 13235 , e 28 5 S5OWH T fiff DX S 1t AT 0 1 0 S Al 1 5 5%
B, WA N T A R, AR A LA AR S M R, i
SR, BRI R B, miR— 18540 A R /3 B AR AR K 7
(IGF1) 3 £ 1 B fig th 2 ouiii 07 , Fovd ZE MLl J2 00 PI3K/
Akt/mTORAF 538 2,
2.1.1 ¥ PI3K / Akt / mTOR 38 [ A9 25 2 f ol #2 B 9
RANGSINTH PAFIZH M 5255 & 91, M2 K PR By axk 41
T SH-SYSY MM I8 1, [F] s 3 s b S P 22 5k , AL 3
TG PI3K/AkY/mTORTF 5 A 17 SH-S Y5 Y AU 3 . - [ 25
NI % B, KR 2 1 10 1 PI3K/Akt/mTOR 5 53 J& #
TR R ik, DR /DN ST 200 OB A3, BRAIR S M 2 B R KT
TG KRR AR P VR, B0 M0 4 AR R AT M Bef . YU L
SECMA P S ARSI S SR S0 IF , B BB 2 70 PI3K/A K 5 3
AR A R I & R K BUR B X 5 K A
WG A S8 5 Wik oo 5 A% B (1 P RE 7, L ST B b 25 A2 ) 4
AR B I8 B RESS L 1 — A0 e SRR EL A - 1A 1Y
J1.WANG L HEAE085 2f 20495 40 i 55 588 5% U B 2% 1 - H
-4 REE-1,2,3,6- VO AMLIE (MPTP) 75 5 B9 A £ 2%/ UK
PRPER, BRI SR A B4 250 HT & B, PIBK/Akt/mTOR
S L R AR, H S MPTPAEAA LL , S AL HR A PI3K
ULK1( H IR ST T ) BER fb 2 90 ] L3 2 3% b
T, R R B E I RIPISK/Ak/m TOR 5 538 A0 5 76 1
MR Ak 0t 20 M 1, RACEE A BRSO LD B RN i fiff P U-
PLC GH B 0B (3595 ) 43 2 B 2 Ak & 0 2 ) 0 42
B 32 B0 M RSy, BIF T 45 SR 3 B 0 R U ] e 1t
TR PISKA Akt {5538 B 5k e H7 AP 28 PR AP R0, IX 245 5
ES P RAGRTVE VI G
2.1.2  PAEEPBK/Akt/mTORME W P E T; ik 2 5 4000E
I B S B, 2 b R ) 41 16 PISK/Akt/mTOR
538 P AH e mRNA 5 85 BT R 3A , [A] B 1 PI3K/ Akt/mTOR
5B AR SCE H B R AL, NITFHRILC3B I/ 1 SRRk, 1%
SR W, IO A ARSI R BT T Ay 2 A o X DL DL A
BRI, AT H RO AL B B A 4 AR K BRp—- Akt 1/Aktd
p-mTOR/mTOR L8 5 FEAL, B WS4 4 1 (Lamp2 |
Beclinl \LC3 I1/LC3 T ) /K- 9, {28 i 2 5t 22 L4 e g o 22
TC H W/ MR I IS B, F— 25 3% BT 24 5037 38 2 410 il PI3K/
Akt/mTORTF =38 B B sh 2 R4 E
2.2 TLR4/MyD88/NF-kBi# %  TLR4 A T i i (i 455 iR
31 52 {& (pattern recognition receptor, PRR) Z — , MyD88 /&
TLR4M) TG R 1, NF-w B2 fie 85 2L (1) R M 40 R 77 5%
HF, MTLR4/MyD88/NF -k Bifl 1 & 1% AL, il i — R 51 %%
IR FBINF -« B2y (v S ANARAZ , 32 5 A PR AN PR 154 5 7K
-, 51 R A 4 FR A 20 S A0 BB A5 11 R S 6 (a0 475 i
LH AV S 2 LU B IGREA 3 T ) R WA TLRATE N 5 /D B[]



2026 3 A %325 %34  March.2026 Vol.32 No.3

*+ & s 518

W IX 5 NG5 0 R P 2 B0k S Bk 58 IEF TLRAZE IR
Fk R 2 AR S e RTAT 9T & BL, TLR4 siRNAF I NF-
KB-DNAZE A , NI HINF -k BTG Ak, , D8R 42 AR A28 R AP,
TLR4#5% 2. 3& B IE T MPTPIE T AR £ 2%/ B i 2 B e K
FAR = H K 7R B [l B G R NF -« B 26 1 -«
(TkB— ) &35 , I HINF -k BIZFE A7 , Bt A4 2% /N BRA T b 2 i
s, 25 BT IR, J0 I TLR4/MyD88/NF -k Bf5 518 I 1T & /1N
2 IO 440 B A, A B 28 AR | KT 22 L IR R PR 28 T B R
YERL.

22.1 PEETLRA/MyDSS/NF—«Bil ) 25 ARk L P
RSOOSR I, IS 2 E i N A TLR4/MyD88/NF -« Bifl
AR ICTE 1, 30 R S 220 (LPS )15 T BBV -2/ MK B 4 i 46
il PR T BB, R T 47 SH-S Y5 Y 4T, 38 S0k 4 48 i A 4o
ZARY R F o SO L S S R B, AR T I RB A U
JEEARHS P AR o 2 Ml A2 B 11 (ou—Syn ) FE 1 4 2% /0N B 2
SEURIRFRER, W B 0 25 RO 4 2R/ BR &S 1 a-Syn AR
B AR R TR T R 1 0 1 LPS A S AU TLR4/
MyD88/NF—w B 538 5 A I G2 A S E SN o B I iR A0
SE LI IRAIE , FHEY R BAE A3 T A TLR4/MyD88/NF -k Bil i AH 5
EARBY RSN B 11(20-1) %5 BFIKm N
JiP R SRFE N F —a (TNF-o ) 2235 , IR I 1B AR AE , T 5 25 1
FRIEWR: K, WK IR 25 A S50 W S i 4 % F S I B T
AR B4 2% N A T RE ALY PE A A FHLHILIU X L
SEPLE T GO KEGG & 4R 1243 B B S0 1217 A Y 2 22/EH
FAHEATLRAYMyDSS/NF B, R SRS ME g — 03—, S0
SEAF AT JH B I ELIR -2 A DG XA 1 (Bax ) Flf R A -3
(Caspase-3 )5 AN E-1B(IL-1B) % R PE 4N A H F 1 7K -,
L EBcI2 5 CD206 55 i R AL IR 3Rk , B B M ik
LR LA 6 TLR4/MyD88/NF -« B 5 41 X 45 11
FIEGAN Q XAFHOHE I B4 LI I UE , KR 2 Wl $R B
3 T A TLRA/NF -« Bif B £ 11335 , 22 500 s RO I R AP 8 1 4
J P T (TNF—o JIL-6 IL—1B ) 7K ¥ , 8 171 10 1 ot 28 48 55 ] i
IS SR A R A 4 AR /N SR T T M R SE R ,
FHF O HRRZE AT R 54T 25 TR, R XTI & AR TR
IR

222 VJHETLR4/MyDSS/NF-k BB B E T7  ddhdn g
SIS YGIE , o KR R AT 4 2% /I BUMiG P IR X 8 45 45 1
BLgs 3 F1(Tba—1) 3 HFAEA TR0 R R , S M
M4 FRANZE RAE , PR3 2 B R RE I 2T, HAILH] M H TLR4/
MyD88/NF—«BfF 5 i B AH G 1R IE HE Z QFF 3@ i
2% 2B 2E AT TLRA/NF -k B3 46 2 5 1l ¥ JOURE AV A
VR 5 , SS90t — A, &2 M B ok i aod 9 1 4
FR/NR BRI 545 15 B TLRA/NF -« Bl A 56 26 1A 605, 1)
il 1N BRURRG F /N e I 40 L 5 R T M S5 40 L 3 A i v 5 W vh
ZO-1EE AR, Al B ] Fhx b 28 R 55 3 RAE , 225 55
A4 BRI IS RAE

23 Nef2/HO-138%  Nef2J2Aa ik JRBURGSE S+, At
AACTER S HTRAE , 5 S980E A& A0 | B /R 22 1 B 55
PRI I HEFR IMLLT 28 0 48U (HO-1) J& Nef2 (1 T 50 1, L

AR IE R, REAS K 2T BACE A —E Ak RS E 5 %
BT BT B, ok [ 04 7R 253 ik R T 0% X 2 B e Re
ZIT N2 B 7SI, A% B 52 [RIRERE 0, (P20 BB 2 L1k
JE AT i i — AR, Z IR 5 RSP S50 R BT, Nef2:4:d 2
T AT P A P A AR SR T X A 4 A LA VR TE (e 22
LY E S, INOSE Y 45 5 33 3 47 5% 46 50 31F , TPNA10168
(Nef2 B3 AT M MPTPF5 R 19 K BUTH P+ 2t i
HETT R BT X 2 B (DA BERINZ e B 5%, HMLHI N 3
Nrf2/HO- 115 53 % o 30 WA 5 J2 B0, R85 35 e 4 v {5 MPTP
S AYIAS AR/ 2 B 328 1A L T B MPTPH 3 15
1%, IR N2 5 HO-128 FA 7K EEMPTPA SE ARG, R 8 , 18 1 384
T Nef2/HO- 5538 B P A7 I & AR A 3R 1R
2.3.1  VRRENer2IE H 1 2 AR SR LM H SAFLE
SURSIEY/ SR I 7 i R Y WS S N O
FH HO-1.NAD(P)H: B & LA J5i il 1 (NQO1) FRik , T I#GHE
£ (ROS) 5 Caspase-3, B PT A AN I SHOMT-RE ST , #E T
PN R 2 B RE I 4T . ZHOU Q&6 % 3L, 58 JE SF-4F
SEVR AR /N B P e H R (GSH) 5 AL bR T
JR(GSSG) I EUAE, T JHTT B 5 ROS T &, 1 $2 = A 4 4%
AN BB SE TR 5 20D A REM 2ot B AL BE 1, N2 (R 5
A 6 e A SR R 1 AR A, W] R RN S P
FERE A TCHF(ARE) S5 4 B8 1 A ik T Ui Ak SR Rl iy B st
PG LT MAFPESES wmol/LESTE X 1 - H B4R FEnk BE
BF(MPP*) 1S HIPCI20ME IN2 \HO- 178 H 35 i,
GSH HEHE I 5 ROS/AKC T FEAR A 38R B R WA Sk, (] AR i
AL XA e IR S Ak 4 (GPX4) (SLCTALLHY
mRNA 5 8 TR, 00 40 6 P4 I 45k 25 7 TR, AT 4 1
PCI240ARFET , X MPPIF5 5 (WA 4 FR #2847 2 3 I
FHER . WANG P JAE20E i s S0 00 R 30, ST SR U A )
BT MPTP5 5 (07 42 2R /1 BRURST AL AT (338 19l &2 P AR
FH SRR RE % W] 10 00 /N R I8 sh I BBk iG | 020
Z e RE A 2 A TR PR G5 , IO X SR E BE S A 5
RN TN AL L I R T8 5 8 4, I3 i R M TLR4 \NLRP3
A A TE2(COX2) S RAEM I K Rk , LA BT Nef2/
HO- 15 53 i, AT & F G0 4 2008 1 il 24P /R . GU
C SSYAEH L S Ie K B, i R VE N — R AE A9 25, AT
BB L IS N2 B A% 5 06 LA B B F5 CPX 4R 3K , T FEMPP
AR BRASH-SY 5 Y I H il BRIE T o 3 4~ B F B A R ik
FET I S R 7
232 AENDBEEA AL T W EFSPIMPTPIE S0
SRR AR 2 ERREA e E S LT R
H (NeuN)FiE AT LB, FLFAT5R Il H = N2 \HO-17R
FIKSF, 06 Nef2/HO- LA 530 8% SN2 F i i R
2160 5 0, DA TR S ) 2 AR /N BR AN L AR RE T LU ]
SOOI i S 5 % B, K 24 VR R B v L R R
PCI24H L GSH & & A AL Y8 ALl (SOD ) Al S Ak Sl
(CAT) I, B3R PC 1240 ML b S AL R S T R L AL Al 2 408 1)
SIRT1 I Nef2/HO- 115 538 % , i3t &1k 40 1 i i pe 1241
ML 5 PR T
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2.4 Wnt/B—catenini@®  Wntfs F il e —Fp = BEARSF 0905
SEE S AN A R0 K A 2Rl 2R AT v R 3 S A
FEA, 4R A 4 2R HT B BEAL A, FZOU O A3 3 58
A3 UE BRSO, Wit 28 U5 530 B T Wt e /R 5 Fzd \LRP5/645 5
T RLSE A A, AR T3 5 B L T R 3 5 1 2R i 172
FALFRIC B-catenin, M T B—catenin P A , {7 H:7E 240 g FR
FHAR I AN, STCF/LEFSS & , ML N 5t 5
AN SE A3, — T 5T R B, B—catenin B I AN A2 /)N
SRUAH Bb 50 B /N B, 76 P R A B, S 00 O P Y i
FIRZALTE (TH) BRPE M 200 /0 K AT A2 i o8, 40
58S s ur B, Wno il BTG AT RN & AR A M A &
A AR 2T AN A AE M DA RESH 2T, I T 2 WA 4 750 o
[ 5 Wt 7555 300 65 005 791 T 3 2 Y 4 A 15 3R /N R
i 2B S AR R MR 1 JTAO S TAFO5H i miR - 1244
IDACT R HERN T 40 i3 78 515 S &on ok, HpLl 2
P Wnt/ B —cateninif B o KL, 318 ) 00 Wint/B—cateninif i
TRYT I A AR AR AR T BE 2GS I F A

2.4.1 PAEEWnUB-catenindB A P25 ARSI HUANG
W RAFOE o 41 A S 08 & 8RR TS Wnt/B —catenini® B
PR ATL i 2 38 S B AKR 1C3 2 2235 R M Sl ROSHE i 5 2 ki
AP ERL AN S AT P AR R B, DT X PC 1 2. 40 i S )
PRZLAPE T S JT M S B S50 500E , KA P4 7T 38 kv e
g =X A & AR N B BCIR AR Wnt/B —cateninfy mRNA 5
Wht/B—cateninif B AH X2 3R , TR o -Syn KT 512
R SODK, BB BT A Ak BUAE H , 35 3 0005 10 4 FR e IR
B H B RATIH K455 13 X MPTP & (1 SH-SY5 Y 41 il 1Y)
Wnt/B—cateninifl i .\MAPK I 5 AKTIH A OG5 1 3R 1k 5%
Jr T TSR, & AR IR AT 3 4 AR S BRI
FUEAE—E TR "R PR Ba e S TR .
242 JHEWnt/B—cateniniB BT E Ty R PAF
R 62 KSR 4 B/ N AR ALIEA TSE 56, K B0 Jr 1 2 ks ]
FHEARA M EJWnt1 \Fzd1 .P-LRP6.B—catenin, FJAGSK-3p
mRNASFR AR RAKF, TTETE BA s RUEhUE /N ERBCR AR 21 21
Wnt/B—cateninfr 5l , BUEIH & 2R/ BT 0 #BEfT .

2.5 MAPK:#@ %  MAPKIE 2 w8 # b A< R AL KR,
S RE BT T GERS A YA SR, I R e 2 B A
MR AL 5 5 P 20 M IR PR, R 2 SO IR A, (it 4
TCIAT:, FERREE S b D REBR AT , A2 0 4 20 5 sl 23R 17
PEFE R A 55 a0 e R 3 E B o, A0 A S5 1
(ERK) . p38Fllc—JunN -7 Jiig {3 Bl (JNK ) /0 3035 6 85 11 3l
(SAPK)/ZMAPKGH [ T2 AR /M0 FAN  YAESTER] SCLAE
FEHALFOXAD) BT i i 221 4 38 13 0 AR 3 ) S RINF 1
LI, HEFOXAATE S _FIRINF1EE, NI T B MAPK 4 5%
(MEK1) FIMEK2 ()5 B2 1L, , 3111 MAPRGHE P& 35 B 45 2 L%
e ICIVER , E— R IAFOXA 1S5 NF JEMAPKIE B 10 T
BN, 52 B R 2 oI 0 VA G o B r i gt
PR, 2 AT 45 R (PTD ) H B9 TatBe & 45 Bt H K i
(GSHpi) i 1 il p38 INKB B LK , M0 HIMAPKSS 5
K B HTA A T VR O 25 b S0 MA PRGE % 1T 22 i
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M4 2R

2.5.1 PEHEMAPKGEBSH T2 ASHREY) WANG 1. A5
WF9E % B, B 2R mT 0 e 22 0 4 M 0 T2 15 R 0 I N [ i
AR /1M ST AT 1 e LA NI ST AT L T AR SRR AR
S 1 MAPK 5 PI3K/AKF 53 B LRI 6] ULK 1 #E Ser757 42
MITEIR AL, BB BV -2/ N S5 41 i 9 Wk 5 3 i e oo PR T
ZHU F DREM5E T A0 SC I 56 0E , #S mUR U Ab o5t £
U 1% (6-OHDA )5S R PC1240 M5 , AH L F X HR AT, 4Fh AR [R]
e 7R S ) AL F2H v BE A IR ERK, T IR INK AN
p38EE A, [ R I p—INK/INK Al p—p38/p38 A HLAH , i —
AUk B 2 R B 306 20 11T MA PKGE R I Rl PC 1240 L IR 7~
HE D WATHE AR 54505250 & 3, MPTPI5 5 A1 4 2%
/NS LIPS 1 BV 2 /1N 5 41 i 7 52 i 98 i b B ), 35
I RPN FmRNA L B A T35 T B, JLIR D il
PRI HIERK .p38 JJNKE H # ik 5B LK, I 5 NF-«Bi
% 5C 8 11 R A i p—PI3K  p—AktZK -, i 17 0 ] MAPK
NF-kBfF 518 B 850 PI3K/AKTR Sl 4 , FRAK A A Rt
W, EA A AR 2 JORE JHUANG T QZ5mHF 58 K B, 57 1%
T I TR AR I Akt CERK . p38 JINK®ER TL K - (B i
Akt 5 MAPKAE 53 ) , ZZAELPSIEF A BV -2/ S 4L 76
b, HHR BRI B V-2 A IR fE 4 PEAN AR N+ (TL-6)
IRPTR AN T (IL-10) /K-, BGEMZE RAE LU S J55™
1 B IR & B, 21 5 K AT g8 i Braf /- AUMAPK(R 53
EEAEIA & AR R IEVE, 38 INCDNF 3 1A I 1 fih 22 28 e A=
K, M i 2 DI RE RIS A T RE , AL 2l 0 i p38 .
INKFIp-ERKZEIEAY_E VA, LKA 2 on A A K o

252 TRFEMAPKEBH NG 5 /N CEFM5E B 4 i 52
U I, FE X 258 5 VRS MAPKGE 3% 0 1 AL 2 1k 771
AP TNK p38EE B T A TSR 1 ) 58 1 4t i P 1
5 Bel 28 AFE , NN S FR I RAE S5HIMPPA S
PCI2ANMIA T L1 J RAEMHEE — AT WA 4 & KT
P p38-MAPK I mRNA 5 85 [, J /0o 28 5 (X 28 0464473 , [+
I R4 i T TR R VR YT A A AR

2.6 NLRP3 XMk NLRP3 AR ME/MESE—FP AR E &
W, 2 51L-185, 3T RIAEAHSCAIMISE T (U ),
WEAERFZE 03 B, NLRP3 2 P /IMA T T A2 171 42 2R # 28 RAE
BB BRI YAN Y QEEMSEBrif ot & B, 4 26 H (Parkin)
AR K4S Bz F Ak, AR i NLRP3 R/ IMA 12 %
T E MRS R, B2 LPSI T B BV 241 I b 48 58 i
HpARRMATTE R, H LM R 4 TR HS PO 3]
A FAEH IR I BB R B I HINLRP3 22 1/ VA T 41 1
F 4 AR /N B 2B IX - Syn R 4 , Al B)7 11 THRA M 22
JCER, AT 5036 M 4 AR MR B2 R L EL AL ) 75 2 —
ST R b, B0 1] 90 i) 45 8 NLRP3 /MR 2 A A b EL i o
A4 RRIAT T Iy 150,

2.6.1 VHENLRP3ZME/IMAR T2 AR HE 7 LAE
Wt RSN S A Py S50 L B, BRI AT (Asiaticoside ) T 18 13 [
p17 .p205 NLRP3EE R A RAPHINLRP3 5 M/ IMATE AL , [F]
BFH P NLRP33# F T 8 1Rk i A R R R
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NLRP3%E [ 4225 4 M B I NLRP3 4 /MR 41 255, 3t i 41 461
SN TR, ZM NS RIS RAE .GU YEERHIT R
7N, EFETF 1 (Baohuoside 1)3d i 50 7] G 2R 1 (B G Mk 2 2 14
(GPER), Il B 1L M NF—k BS 1 40 , T IHIBV -2
N ATAINLRP3 R A/ IMATE A , % LPST5 T 1 BV -2/ NI i
A 2 RAE R BRI R, R M S EH . YANG X
PAESEGEI AR 7 , I 25 18 S B AINBY -2/ NI 4t i v
a-Synif5 F A TLR27K -, 11T 410 ] TLR2/NF -« B/NLRP3 {5 5
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