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Abstract: Gouty arthritis (GA) is an inflammatory disease arising from autoimmune responses, with a complex pathogenesis. Research
indicates that monosodium urate (MSU) crystals, formed by prolonged elevated uric acid levels, play a crucial role in the development
of GA. MSU crystals can induce immune responses that promote inflammation, oxidative stress (OS), neutrophil extracellular traps,
apoptosis, and macrophage polarization within joint tissues. These immune responses cause severe damage to joint cells and tissues,
further inducing the onset of GA. Existing research indicates that the “autophagy-gout” intervention mechanism aligns closely with the
traditional Chinese medicine (TCM) theory of “struggle between healthy gi and pathogenic ¢i”. Activating autophagy stimulates the
body's righteous energy by degrading damaged cells and proteins, maintaining cellular homeostasis, and promoting adenosine

triphosphate production for energy supply. This enables the righteous energy to self-regulate, self-repair, and resist pathogenic factors,
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thereby improving gout conditions. Extensive TCM research demonstrates that active herbal extracts such as dihydrodanshikeniol I

and diosgenin total saponins, along with TCM formulas like Duhuo Jisheng Decoction and Danggui Sini Decoction, can effectively

inhibit the aforementioned immune responses, significantly alleviate inflammation and OS in GA joint tissues, and reduce joint pain

and swelling. This suggests that TCM intervention targeting autophagy may represent a promising therapeutic avenue for GA. Based

on this, this paper details the mechanisms of autophagy in GA and potential intervention targets, aiming to provide new effective

approaches for developing GA treatment strategies.

Key words: gouty arthritis; traditional Chinese medicine; autophagy; struggle between healthy gi and pathogenic gi; inflammation;

oxidative stress; neutrophil extracellular traps; apoptosis; macrophage polarization
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51 like autophagy activating kinase 1, ULK1) &%)
(fi$5 ATG13. ULK1/2. ATG101. FIP200) #%1¥%
BB ERGE, TS sh B g AR, AT
ULK1 EEY) Rl — M RIREE SR I K60
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F 1; WIPR2-WD H 5 25K IES HAEE A 2, LC3-MEMREN 1 555 3; GABARAPsy-Z( 4 T RS2 RE N AEH Figdraw £
mTOR-rapamycin target protein, AMPK-AMP-activated protein kinase; Atg-autophagy-related protein; ULK1-UNC-51-like kinase; Bcl2-B-cell

lymphoma/leukemia 2 gene; FIP200-family interacting protein 200; Beclin-1- autophagy-related protein Beclin-1; PI3K- phosphatidylinositol 3-kinase;

Vps15/34-PI3K complex-related proteins; DFCP1-double FYVE-containing protein 1; WIPI2-WD repeat domain phosphoinositide-interacting protein 2;

LC3-microtubule-associated protein 1 light chain 3; GABARAPs-y-aminobutyric acid receptor-associated proteins; This figure was drawn by Figdraw.
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Fig. 1 Mechanisms of autophagy formation and potential pathways for regulating autophagy in treatment of GA
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transducer and activator of transcription 3, STAT3) %
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H3 J8J7 A5 THP-1 B4 512 % M1 B4l
BRI DR R, DL SH90/M2 B BAE DG
FER R, B NETosis 1S M1 ERELTHMAL,
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. DL NLRP3 SR/ IMAREE K IL-1B S % T
FEBCIAZ A B BRI i B L, HR 2 g 1 e
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5, XIS FRFE A AMERIS AR . BIE
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(PP e . RIZEM B (DL LC3-I1 3% 4k, H
JEY) p62 B ZERR . mTOR K [ %k K Ra 1kt
BRAMHIE RS e pE PG, S E
W JRE B 5 2 LRk . {8k M2 B 4n itk
PR R ATERR MSU Sk i i dsfs, #n)
U1 NLRP3 S&RE/IMA [P BETE AL, AT I 421 58
Y, O0F I PR RS RS ARG AR I . (R A R R R, R
WEAANT, PifHIER, IERARSk, =3k T P4y,
SECCBIRS KIS PRI N, AR
REA 1631, I R AE 431 J2 T U6 S R D) e 1 35
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ok | SR AR, SR WA TE RS2 AR T B2
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it MAPK 15515 K& caspase-1 S HE— %
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O, FRAMmERK, WKEERAELY, TreH
BV, WOKREERE, TRREE M. & T T s,
NEP2f 2SR, A2 50,7 iR H, B
SRS R Regii i, Bham NKRAEAE;
SR, BHIREAIE, BIERAW “ A7 d T,
AR AR, R F Y, hE AL
fg. XKW, HARAMNRARER Ll “IES”, R
INATEAN g “HR7. ATLIE P (RE )
HAE: CEHMAREE Sh 2 B, BNAIES,
ANENAAS 7 (BRI & F: “FEM2AE
KPHAE, FEARICRH, FHANE MR, BHEA & ZIE
o BEABNIAAR 2 o 7 S48~ th B — 2R IR SRR
TENGOL T WA SR ThREM &, “ IR AR
KD ae SR I, “H7 WZER HAHBOIR
o HENKMY ST R, T80T FEH )6 A
DIRE R A%, W IE SRS H AR R ERES . filhn,
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B W FRAE A BT AR R AL A ok
W, AEERTCIEIEE B IR IE AT, MR
K R RBERR IO, BRI IR AN, BWRTE
GA HERIFEFERA XA, H “FRIE” 8 “B)
A7 BRI REE SRR . IEHIRES T4
f i@ AMPK/mTOR 4538 B 30 i & FH WOl &, &
FEIG R AR . PEARIRE AT e ELVR 2 g
WAL LR AR ER, oA “IESAFN7; TIIREER
BLETELE, JUHEEmEE R, WEd SR E
W AR R 1 24 P 08, R | MR AR PR R A T 109
T BUIRE A HE AR I 28 RE S5 1A% e T TEOR X 20
AU, RN “IESAR 7.

FHE AT AL, AL TR AR 2 S 4R 5 E o 20
MIE A KB LR = BV G, AR, &
oA B Wk D) BSOS A RO, W R (R 4R
Mufads, PBuRER =R N, SRIESAEN,
AT T BRIy B WA 25057 % 2 0E [ B
W B RAE . A RAELE, BRI A R
WEEA, WSERIERT . PR, ROS &
SRE IR, BERTAIRMTRIRLE, XY
IR —ARAN 2, SRABHEIESE, PUARTE /s, WA
W, WHMHE, A, JiE T EMR GA 1k
PAERMFE T2, Bk, SxHBREaiE GA
PETT, HIAREY RS 2 —fE T “ IR B
VyRe M~ 477, 17 a7 S s B ) B W . WA
FEHE T B MR ThRe . (2 B W R O 1) R AR
v, BAEIRTIBHERZ GA FERE .
4 PEHFITEEATT GA BINA
4.1 PHBEEARETEDETEERTT GA

P2 RAFE TS — P R KNS
Yy, BAPIR. (AW, Ol R S5 253 E
FITY. Yue SEVAR ] 2P 200 T 11 GA KEJE
RIL, HurEfedt g R E, PR GA A4
NLRP3 #HREH, PHETRAEN =4, IERe ik
SZAVHIZRIAR BT 1E ROS BRI, Zef# 1 MSU fb ik
P GA RAE. FREBLSEHRMNF RE R
UK R R E R G, BRAPIR. .
BEfE URE S RS 2 Fh 2B E HIT3). Zhou
FUNBHTER I, RS R B AR GE GA KR
KA RIEMIRE S, #t— D5 R B HLALH] 2 it
PI3K/AKT/mTOR Hhiif B4, FiF MPO. & F
3 (proteinase 3, PR3). NE. F B & A
(lactotransferrin, LTF). 22 % G (cathepsin G,

CTSG) )N & FR2H 25 1 H3 (citrullinated histone H3,
CitH3) /K°F, #0if NETosis, JF Nl IL-1p. TNF-
o ZEJRER TR, Lou ST 8 2 =
WERAAEY) 3B,23-F2HE-12-45-28-AE SRR T T GA
P[] THP-1 200, F 703 W H feal i 3] PI3K.
AKT. mTOR # F3&E#MI, ©& L LC3I/LC3I
(1) B R IA LABOE B, FEAR4E ML ROS IR
FF4MH| IL-1B+ pro-IL-1B. caspase-1. pro-caspase-1
I NLRP3 5 S&0E 1) 8 H 08 LLE 1] #0E - Fan 557¢)
I BT GA K, R R A BOE F %
P oige, nrds ERPTERE BRI 1 Csilent
information regulator 1, SIRT1). beclinl 5 LC3 &
MR LS H W, JF N1 NLRP3 5 NF-«B p65
] mRNA /K-, SR 2 FEARAAE A T IL-1B AR

Piao SEUTWHFL T 5542 2000 GA B2, S
s Bon HowT B A WA SCAR B U SIRTL .

beclinl 5 LC3 HHRIE, RUPEZHRBRIFE
H W FFF#K NLRP3 #JEAHK IL-1B. Caspase-1 #ll
mIER R E E Bl Chigh mobility group box 1
protein, HMGB1) 7K, 22 GA /N B 55 20
Zhang SEUSII 7008 i 25 BF R4 B IH s 25 4k
EY, T GA /NSRS JOREIRAAS 20 55 22
RN FE R I e I i 2R A VI RER i mTOR 3¢
48 1 (regulatory-associated protein of mTOR,

RAPTOR) WEFRALIHGE EH MR, M| NLRP3 E
AIMEBE RN T ASC BB RCE R, b
Gasdermin D (GSDMD) -NT [{f=4, 23wl &
hE DL A REETOIRES, AR MO .

AR IS H X GA L EA RIFGITIER, HE
#40i PI3K. AKT. mTOR &EAFREMAE S, FHiE
oA E VRS Ak 1B A [FJEY) (phosphatase
and tensin homolog, PTEN) &A=&, #— Pt H
I P& TNF-oi IL-1B IL-6 25 58 iE K T I Rk /KT,
NS GA BT RAE R IKFREETY . Wang 5580z
FABEIAL PUREREAT AT 10 GA E R4 AL,
FURII B T LC3 /K, im B A e A
WEIL 5, AR AR AR A B & ks>, N ROS 1)
BT A 4] ASC BE AT A LARH 1E NLRP3 4
SEMAZ R, Db IL-1B B AT T
Fo NIFR B 22 A2 & WA A ) — SR K &
Yy, BEFRWIIBR R RAE GA W8T aedid (e it
AMPK #HH ik, ] mTOR & H3#iEJ7 et
HWEE R, T iH NLRP3 AHCH#E H 4 ASC. IL-1B
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caspase-1 [JERF/KF, FHIEZAEREREBI, Dy 4582
WA R B, GA JRFEFAA1E B {2 NETosis 1
T, T AR =2 &H0H B E e, b
H RS beclin-1 A LC3 (3£, il MPO Al
NE [H)3iE/KF, BHIK NETosis K i 4 fiE 815 DA
BEAR TNF-o IL-1B MR FFREFDHII B B Wt £
51 K1) caspase-3 AP T, Liu Z583012 F 5 &
AT GA /NR ARSI GA ALY THP-1 40 )5
KRB, Hal e i AMPK #8216 730 4] mTOR
FRAL WS W, 3455 LC3II/LC3I Eb 3 A1 Beclinl
FRIE, BRAMH T IL-6+ IL-1B+ TNF-o 5 40
Rl SR TR IE 2 R 0 R TR A R AL R RE

Lk SD K AMPK. ULKI1 2 (B2 1L LA
WoE B, S0 3 bR S Beclin-1. LC3I/LC31E
FRIL, BIIBGE 1K BB OC T 20 2 45 Ky 4
i~ KRR BRI S HREFR R, HPEMK GA KA
WARIETREOT 7. —EME 2 W AT AT, K
KB I — SRR T sy, AN SE ARSI
TEAM R BT IERTT GA NRE R I, AL
LC3 R [IRA N @ s, Mk M 5O E AR
i&, 45 ASC. NE. IL-1B. caspase-1 fll Cathepsin
B EH, WEUCGE/NRCT PR RAERE. 2
P KA B RTEE IR B WRIRTT GA (BTSSR &5
W 1.

®1 PHBRERETEYEIZEREET GA

Table 1 Regulation of autophagy by TCM monomers and their compound derivatives in treatment of GA

AL

e \
B Rl ERIES

it YRS

HITHNE. Hix5TE

TR bk ik

mevie
K  GAKLA

FRERE Flk  EHE
B KR S GARA
B3R OFERN ZEE
1005
8-FERR

S GA R

FEMAY TTAALAIM, SD MSU SMAIEE 25, Smokgl FHRGA AR, ZkifkROS,
J& 30 min CREZ 13k

It SPF Wistar  MSU SYARIEAE 160 mokg s 4 24 /NHAT EW. NETs. IL-1p.
LR, FE LI TNF-g

THP-LAIf  MSU @ fAlEA 10, 15, 20, 25, 30
gLl THP-LAEE M
MSU f it AT A Lk

LC3IIt, p-AMPKY, HERY, GHifisili 72
| &KifEROS|, NLRP3 % th/MEH
W1, caspase-1], IL-1B]
PI3K|, AKT|, mTOR|, AMPK{HE, 74
MPO], PR3}, NE|, LTF|, CTSG|,
CitH3), NETosis|, IL-1p}, TNF-a
FilE, ROS. NLRP3 %/ LC3ILC3IY, PI3K|, AKT|, mTOR|, H 75
Wit, ROSTENL, IL-1B) pro-IL-1p),
caspase-1}, pro-caspase-1{, NLRP3|

NLRP3 #J/M&

FEZ54AL 3 24 h

AEFE RENL

Yt i fE CSTBLIBI ML 5 GATER

F#EES W SD AR, B MSU BERIEE SDARMO. 5 0mgkg  EK. NLRPIAJEME  SIRTIA, beclinlt, LC31, B, 76
BMIEES Tdig B2 L

NLRP3|, NF-kB p6SmRNA|, IL-1§]

BMDM o FkHER: C57BLI6) /N
i BMDM T 30, 15, 75
umol/L A S HLFE i 6 h

AUME M. KA

MRS MSU @ ARIEE 50, 100, 200mg kg, HWE. NLRP3 JE/ME  LC3EAL, HIE, NLRP3), IL-1B, 77

e i 5 GA A MSU @it il T4 Caspase-1], HMGBI|
Fik FigAZTULHE Lh
ROHE
RIEERR  mBE CFHERY  CO7BLIHHE  MSURIHIEGS 25, Somgkg, MSU MM FME NLRPSJAENME  RAPTORHERRILT, ANt NLRP3HGE|, 78
A Zih N G GARR TR 20, ASC STV IES M|, GSDMD-
[fF& 10 min NT|, AfET]
BEH w5 piEs GATRFRES  MSU S 100ugmL, RSN E%. TNFo. IL-Ip PIK|, AKT|, mTOR|, PTEN{, Hi 79
COMTA4IM  HrABEAR 24, 48, 72h 1, TNF-u), IL-p), IL-6]
(FLS) # GA-
FLSHERY, A
GAFLS 5 CD4t
T AR
SGA-CDATH

o
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1 (8
AR *i5 e THirt% i BTHIRE, HiRsE B ‘ .
s R 5 i EHR ANTERE. R5TE ES L {EFIHLE By
WEAE A - JTAALAE  MSUSMEIRE 100 umol L%, MOFEJTT4AL HWE. NLRP3 RAEME.  LC3p, BT, SHitkBUF], ROS), 80
AT Sl SGARH /N EREAIH 0~24h ROS ASC BT, NLRP3 1%,
IL-1p B, AT
1117 S i1 1 THP-L4If,  MSU SfiERIA THP-LAIM7E MSU kit AMPKIMTOR, B,  AMPKf, mTOR|, LC3-IIAf, Beclin- 81
HEBALBI. 5 GAFAR! AP 0~40umol L1254 NLRP3 AAE/MA 11, HUEr, pp6s)s pliBal,
MR 305h, KM BALBI NLRP3|, ASC|, IL-1p), caspase-1|
METF 15, 30, 60
mg kgLt fiZH),
ip7d
EAREE  BAR CE% SDAK. Mt MSU BibHISAE SDKM: 70ngkgdl, % AW NETs. TNF-a. IL- beclin-1), LC3), FIME|, NETosis|, 82
Co7BLI6 /MG 3 GA A Bip7d, H5 KT 1. caspase-3 -8B MPO|, NE|, TNFa|, IL-IB),
RAW2647 MSU @i iR TGS caspase-3|, AMARIAIT|
gl 1£. RAW264.7 B4
Hi: MSU & ik iER i
F 50, 100, 200, 400,
800, 1600 nmol L1254
FE8h
WEE  KAWE FUEANEW  HEHECSTBLE  MSU SBMREIA HEME CSTBLIG MR 10. 20 AMPKIMTORES. B p-AMPKf, mTOR|, LC3INLC3If, 8
MR THP- 5 GARER! mokgl DRSRGEES W L6, IL1p. TNFo  Beclinlf, HWET, IL-6), IL-1),
141 BHTARLh KT MSU TNF-u
A B TR
THP-147: 10, 20, 40
umol L ZAL# 4L 1 h
JFi MSU it
FAMIE FAE TH=HE SDAR MSU S HlBE  MSU @ iRiERRIIE F 1. 2 AMPKIMTOR, HE p-AMPK?, p-ULK-11, pmTOR|, 8
T GARH mgkg 4 ig. BX 1 Beclin-11, LC3ILC3IY, FIMEp, Bk
i, EST RS, KW
RIERIRIE, JEREF
“EMEE AEN. EE IEHERINR  MSU BRI 100, 200mgkg sikig 44y HEE. NLRPIJIE/ME  SQSTMI|, LC31, HIES, 8%
K 5 GA A 40 JET MSU SAIERHER HMGBI1|, ASC|, NE|, IL-1p},

caspase-1], Cathepsin B|

4.2 hIHREWIERE BT GA

R RNE B T AR M 2 AR R, A
BRI NZ, HOEEEA HARE RIS 52 & F sl
DR 2B T I, BE R I & A Bl . 2
SRER. Wi, VL. 2. RIS Z MG
YR, B&REIEE. PrEd. bum. ik, RESR
PR 55 2 8T, AR AR F L i SR U T T
GA BN, KIZEE 2B AT AMPK 13
SN LC3-I/LC3-IFI LU, B0E N B iRz,
M D> 2 4451475 B2 ROS B&iil, FE4MH] NLRP3
RREMERIE B, D RE T IL-18 IR, A
MZEMR GA JE. Hsieh ZEBIM &8 SRR
VIHRSRE T MR, DA GA /N RS R B AT

RS A, U E AR EY) LC3 BRI, ]
MSU @i S iE B 2, /b HZ 1 B (1)
B IR 2ok A4 45 5 ROS R fE OS,

FNH] INK1/2 B2 4k . NLRP3 2 A% & ASC H K
b, BIFD FAER T TL-1B ORI T A 5
RIE. HIRELNE T 7 L RIREIAITT GA KR,

F 73R B 52 LRSI v e E v, B B AR
¥) PTEN %5l 1 (PTEN-induced kinase 1,

PINK1). Parkin A&, il NLRP3 #AE/MAAH
KR I FRIE LA S 202, 3 — 2540 IL-1B TNF-
o TL-6 55 285 KT R AR 1 215 28 « Mohammed
SEPNMIR J 22 i AR SRS Y R AT A, ol
T GA KRR f5 R I 2 A& W7 GA KR
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KATRIEMIRE ST, IRANIRZR G KR KRR g
By al i i #04) PI3K. AKT. mTOR & (A %A H0H
U EBELRE, s> T ROS Y EAR, 04 NLRP3.
ASC. caspase-1 &5 ¢ i 8 [ [ R IE HE— 4] 20
Al IL-1B PRI, S 05715 90K , FERE T I ERK.
INK. p-38 MAPK &5 [ 321K M\ 1 17 il 48 A 7 1~k
. Yang SEO2MEEL T F 5 KA S RE RS AT

BA, HT T GA /N . THP-1 ZHfa B AL, A
FUHHE 2R W T dE I #0# PI3K. AKT. mTOR 2
s B g &, b ROS AR, #t—2H
il NLRP3 #hF & 12 4H 5C 8 [ W1 ASC. Caspase-1
MRIE, FFD IL1IB IR GA RIEFEE .
HHZG IR I T E WA T GA T 70 R SR 8 46 L
* 2.

xR2 PHREYBIEEEAETT GA
Table 2 Regulation of autophagy by TCM extracts in treatment of GA.

PR KU g A BRI FERA fEFIL ik
TEMRRY  EENT E4ES THP-1 40 MSU A R8% B8, ROS. NLRP3 % p-AMPK/AMPK?, SIRTI1?, 88
1,4-diCQA % GAHH JE/ME. MAPK LC3-I/LC3-It, By, ki
T ROS|, p65 BRI, p65
AW, pro-caspase-1], pro-IL-
1B, NLRP3|
AR EERRUHE FEH=HE. COTBLG MM/ MSU SARISIA HE. MAPK, ROS.  LC3t, HWY, WEEARZE,, 4 89
%y gy e, A R THP-L4 S GARH NLRP3 4 /MA SRR BRI, INKL2 TR
mEMRA fbl, BRI, ROS B
1% 1» NLRP3|, ASC EHfL|,
IL-1p)
FURRRY  FlLk — SD K& THP-1 MSU S iRRIA HM. NLRP3 4JE/ME PINK1Y, Parkint, HWEf, IL- 90
il S GARH 1B}, TNF-a, IL-6],
NLRP3|, ASC|, Caspase-1]
BREWER  BRREME — HEM: Wistar (116 MSU & KHIlE PISKIAKT/MTOR  PI3K|, AKT), mTOR|, HW, 91
1 N G GA A . ROS. NLRP3 %  MDA|, CAT?}, SODt, GPxf,

FEFEWA FENE — et KM /MR
EX iyt i THP-1 41/

MSU @RI #i% B, NLRP3 %5E/N
5 GA B

JiE/ME. ERK/INK/p-
38 MAPK 41 -

ROS|, NLRP3|, ASC|,
caspase-1), IL1B}, TNF-a},
NF-kB|, ERK|, INK|, p-38
MAPK|, 4T

PIK|, AKT|, mTOR|, H¥t, 92
NLRP3|, ASC|, Caspase-1},
IL1B|, SODf, MDA}, ROS|

£, ROS

43 PHEFRPRAFIEBEIATT GA

W25 52 T B 2 2 T S 2 A L 4y
X2, URETRESEAWES, L2k
NFEL UBHIERE TG ARG, M8 H BT SRR
M Zib 77, Mol B4 BT TAE SRt 7 Rt
AEER R, MEEFEZEE T (F2T&%E
J7-3)\), S AR REEL AL 4. 3
HEESE 15 BRZAHRL, BARE. . (5
MIHRL, T ZNHTFFE T3 UL ZBE,
We ) SCEEOSVR B, N F IE 25 A2 36T GA KRG,
KR IEAT IR AR RE W R 22, 5 ST RN T S
FERC B B K, RIS S A VR IT GA 5 A

HREFITRG RO ML G R IBhE 2 A 7 v] ik
EWE, TERRZRR, Bt 2 ROS P4, FH40
il NLRP3 #&RE/MATE M & IL-18 /KF, MIfiFH 1k
GA RIAEMIRIE. 5800 I XUE BT FET 7T
WS T HGEZFE BN GA PR B fIsEm, Wi ss
RIMESEH A& RIFMIPIRIER, BIKT GA &5
MiE A TIL-6+ TL-1B M TNF-a Z5 & EFEPR, A R0K
e BH AT K AN ZE I ACREAR -
AP O I TR A ST (FEIR)
H4H. A05E AjZ) MR, R, HERDLRORORSE
TR AR, HAFRIEEE. Sk e,
DR LR B, 23 DY B 28 B0
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fREE . SRR DA R AR SRR 081, B o SR A1)
I MU AT GA KR, IER T 24 AYE
BAWFWAWKER, Hsd s P3K. Akt.
mTOR. p62 & I IR B AL, A
e s, $0H] GA KR JOER 71
KT, I3 S0 R R OG T T T 2 2R s B AR A 11
Ko ERAIERR T R AL BRSO, =
TOKT R REL R AR BEL.
X MRS P2 K, HAEHER. BAERE. M
BRI D). Lin ZUOHFFL 1070 GA RE R
i, ZAF FC 3R B T iE R - ATG7. ATGS SR ER
ik, 0] PI3K. AKT. mTOR 25 ik LLIESOE H
W, < A WEAR B W LC3IVI. Beclin-1 & & G
W2 EF, FRiEd 3RS NLRP3 485E/MA
(IR, J8/> TNF-0. IL-1B. IL-6 25 5E R T
e BEAh, B R FERIMFERRTTIETT GA MR
BUE B A% R0t S5 R L R B 3 PR A AR 3 1T
HIL-1B. IL-6. IL-8 7KF, B3 GA i K54k
LTI FAJRIOT, Han SFUO24RIE 53 A4 B A nT i
PR AR AT GA KRBT AL I 48 E IR
A, ZHBW. AR B, ERTT. LIRE
R, BTN BEAE B AAUAT 4] mTOR R AL
TEENE, FI Beclin-1. LC31V/1 &5 H W br E4/KF,
HANH] TL-18+ TL-64 TL-1B 25 4 9E KT IR, 1
AR BT EAL ) W E ALY B AL RS (superoxide
dismutase, SOD). A it H ki 4k i (glutathione
peroxidase, GSH-Px). % (b Z (catalase, CAT)
[FRIEHNH ROS MIF=A4, ERKTIALI 0OS i
1o BBz I BEHLOUE X AR GG AF 7T tHAE I 1 %
J7169T GA B BIIGARRER s 35003, i@ -4
T BRI AERR . EETA. AR BRL. AL
M. LIRES . BMESE Yy, BRARRGER. @R
TR YR IRUOE S Z 77 T IR T GA KR
HBEATHLEIRR T, I E W AH bR &4 LC3 158 3%
B, PR ARSI RIS, FEN R RO R
BT H ENH], F i NLRP3. Caspase-1 SR H*
i, FERD TL-1B BERIUR LR A T Ak S0 S 4 b
KA FEHH A CEBERE D, B EAREEEA R,
Shi FFUNZE FEVST6TT GA E VRGN 3 W 52
HAERNUE], KIFSHE GARAL N 7 PI3K.
AKT. mTOR & HMRIE IS At 2, dt—
WS M2 BRI PR R BT RAEF, (615
NLRP3. caspase 1 B8 HRIAZIR, FFACIL-1B. IL-

6. TNF-o 7KV, FHiEFHREF IL-10 B, B3FE
K5 T GA EVRHRRAY 5K Rm k&R0
o FH B2 1E AR I BTG TT GA B AL, %
B U R, B BB EEAARE N
T R R B b 2, FLATRAGI 5 kI 5 251 4
3 i 8 T i 1) PISK/Akt/m TOR i #, 40
LC3 B ARAEIEHME, T NLRP3 KA,
PEAIC TNF-n IL-1B 7K1 DA 2 5E, 2% GA KB
JE BRSO KAR L, D SRR AN BRI, A
WG — B E . H IS X v Boks T il
GA K, ZZRE MRS B 03 -
BF R T R () — PR R 2, BB, AR &
M. oHoOE. BRE. WL BT EAE. )RR,
JBRAN S 1 ZETESE M AR, B TR IR X kL
AL @] PIBK/AKT/mTOR 13 5 38 25 W0 %,
FEAC TNF-a. IL-8 J% IL-17 5 R9E R T IIRIE, M
AR KR IE, SR TR, K
Mi% UA 5844 PGE2 /K, #25)— & 4l
SPEF . 28R 5 Ko B2 i s A R R T
GA B AR 45 L2 3.
5 45iE

W i R 7E 20 28 60 SEACHT /N RAK
B4, 32 H T BT 7T MR B — R
MRy CEIRE AR g8 LA BR S 41 N
wY BRI FEN 8], BEE X E MENL ] T T
AW, RIL B ZMIE H 5 WAV,
BB SX b B At A 1) P 40 i e RE AR S 10, 24
PN BB R AR A% OL, AT BR T AN B & A
EMERIEE, 1 0S 8kE, HEEEMLE ST
iR 53 200, PRI IOE E WSR2 TR TR 2
IEAR A AR ZEVRES W — MG TR, &
SCRER T EVELE GA RWRHLEI I E IR IR,
PAK RAR R 253 B . e 265 52 7 1 E IR T
GA HIHLHI, TP BH R 2537 A REVEYT GA
%, BIENESHETT GA MNAMIRIIT RIS
275 3 L

SR T EWETE GA FIE SR AE(E—
B R R ), IR B SR, E LA
FRORAFAEE RN fE R R R TS B, HAE b 2% 1
FIBCF 2R S HUAR ARSI RE )], A0 EFL R
WIFWE— IR, EBEAEEEh R R Y T X8
(A 01, KRR TS OL R, B WREE B R SSE E AT
REA BTk FEBRARATM T . 41 35 555 S 4T R T
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#3 HHEARTRHGBIZAEETT GA
Table 3 Regulation of autophagy by TCM formulas and Chinese patent medicines in treatment of GA
k3 TR SRR AR MRS {E R Sk
WEFED M SD KR THP-L, Mg, ZAE FR B AW NLRP3 £JF/ME PINKLY, Parkinf, LC37, HWET, NLRP3|, 95-96
MSU BIRIEE S GA BB, IS, 4. A IL-1p}
fA ¥, N5, /%, HE 4
MG M SD KR, MSU e AiE. K&, KHE. @A, A, TNFe. IL-1B PI3K|, Akt), mTOR|, p62|, Beclin- 99
AT GA B EVE NN 257 11, LC3I1Y, BT, TNF-al, IL-
1B}, IL-6)
EAGIREE MM SD KR, MSU @B BRI, %, R £ B NLRP3 #UAE/ME LC3IVIT, Beclin-11, ATG7{, ATG5?,  100-101
793 HBAS GABIR HOER BT RE PI3K|, AKT|, mTOR|, HM?t, IL-
R ER, BEL. X 1B}, IL-6), TNF-a}, NLRP3|
ks
BRSO Wistar KL, MSU e B, WRFRR. B, %81 HME. ROS. NLRP3 % Beclin-11, LC3IVIf, p-mTOR|, p62|,  102-103
AT GA B R SiEME EWE, IL-18), IL-6), IL-1B),
SODf, GSH-Pxf, CAT?, ROS|
WEAYT MM SD KR, MSU &S IR AEGLC. AR K HWE. NLRP3 Z4E/ME LC31P62|, PHB2|, HWf, NLRP3|, 104
HIWAS GA KT B BLHE HE. B IL-1p}, Caspase-1}
EREH i BRIR B R4 BA. BE FWE. NLRP3 #JE/N  EGFR|, PIK3CA|, PIK3CB|, JAK2|, 105
(BMDM) , MSU . BRI PI3K|, AKT|, mTOR|, FFEt, M2
PRI GA B Ennpt kit /21, NLRP3], caspase
1), IL-1p), IL-6), TNF-a), HLEHT
IL-101
HAEMG M SD KR, MSU e EULC. BAM. B HE B NLRP3 %4F/N  PI3K|, Akt}, mTOR|, LC31, HUEP, 106
e 3 HBAS GABIR T HE &, TNF-a. IL-1p NLRP3|, TNF-al, IL-1p}
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