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Advances in selective autophagy and atherosclerosis

LIU Huimei, PENG Guolong, OUYANG Xueqian, LI Lanfang

(Institute of Pharmaceutical Pharmacology, School of Pharmacy, University of South China, Hengyang, Hunan 421001,
China)

[ABSTRACT] Selective autophagy is specific to degraded substrate proteins, including mitophagy, lipophagy, inflamma-
somophagy, reticulophagy, pexophagy, aggrephagy and ribophagy, etc.  Atherosclerosis ( As) is a chronic inflammatory
disease mainly characterized by lipid accumulation, foam cell formation, endothelial cell dysfunction, abnormal
proliferation of vascular smooth muscle cell, and local inflammation.  In recent years, a large number of studies have sug-
gested that selective autophagy is involved in the development of As.  This paper reviewed the regulatory mechanisms of
selective autophagy, and the potential roles of mitophagy, lipophagy, inflammasomophagy, reticulophagy and pexophagy in
As, which can provide new ideas for the treatment of As.
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1B A W ( chaperone-mediated autophagy, CMA )
FIE A W ( macroautophagy ) ' o HL 35 43 ) 5 F) AN
6], F W IR R AR e e I £k A g, JE R HE:
I IS AL b, 7 e R G e 20 PR ) I3 A 52 450 2
JELASANER BT, TR W R S e R A W
SEAR KRR GE B A0 L 5 B A AR
DA A TS P R Al 10 ok AR SRR R 1 W X
IR E F B A L — M, RS ORI A 1 (mito-
phagy) JEWE (lipophagy ) | 9 5E /IMA F 1 (inflamma-
somophagy ) K [ W (aggrephagy ) . PJ 5T X [ W
(reticulophagy ) ¥ Bl {A& H W (ribophagy ) . i & L)
g4 F 1 ( pexophagy ) %1

ks EEGE 1k (atherosclerosis, As ) J& — 18 14
RIETERT AL | H: 3 AR AE A 45 i o HE AR 9 UK 40
TE R P2 4B ( endothelial cell, EC) B REFEAS M4
SE1g WL4H M ( vascular smooth muscle cell, VSMC ) 5+
WP AR A AE Y IEAER, K i oT H R e
PEAMES S As R4 R, A CHAE T Z4hiik A
Wi JEWE AAE/MA A Wi N BT R [ S AR T W T
T A R B W AR B WY A A R OF
P2 B T AR A W AR | RAE /M F R
BT A WA A YT E A E WRTE As TR BT IESE
PEE ABA As SRt ng K

1 EFEMEE

s g Rr =1
LRLIR 9 W52 18 400 1 19 SRR B R S vk
FEE VAR T 15 0 B IR R, 58 BUEORLAR 1Y I i
T s il b 1 o i R FERERE AN
H M A0 & 25 [ 32 (autophagy-related protein 32,
Atg32) AR S PR S SO IR I, 20 1
FREYIESE T Bel-2 fi% 5 E1B 19kDa & 1 AH
HAEHE M 3 25U ( Bel-2/adenovirus E1B 19 kDa
interacting protein 3-like, BNIP3L/NIX) Fl1 Atg32 A
HRPIRIIEE . BNIP3L/NIX 4 [ J2 2 bR MR
1, 78 2T 20 B 1] A £T 40 A o0 Al i 7 vp m] DLV
BRECRLIRT 2 2R AR 32 45 I, SR R P B 25 )
b, B2 e R IR S B Y PTEN 155 S B 2 P 1
(PTEN induced putative kinase 1, PINK1), %R J5
PINK1 i iR 1k 2& R A& il & & 3E A 2 (mitofusin-2,
Mfn-2) FZ 2, #E A E3 12 & H A Parkin 471 55
FILEHRRIMNE | Parkin 72 ZALERE WIEY), It
Wiz R AEAMMAEH ( optineurin, OPTN) | b
R H 1 (p62/sequestosome-1, p62/SQSTM1 ) 4%

1.1

S FEH 52 (nuclear dot protein 52 kDa,NDP52) fil H
W2 (8 NBR1 U], SE DR SR ARSR 552 3 Wk
FEMELRL AR 1 WA 42 £ PINKI 38 AT LL7E & 4h
W7 7L 20 0 20 e i AR T Parkin 5975 3035 S 28
R F

T, —BEZ R AT A R EORAR A g, 20
LR F 2R, L AL 309 1) Beclinl 4
) H WE S 43 F (activating molecule in BECNI1-
regulated autophagy protein 1, AMBRA1) . FUN14 %%
¥4 % H 1 ( FUN14 domain-containing protein 1,
FUNDC1) fl BNIP3L/NIX , ¥ i LA M, 5
LC3 EAEAHE AR, A SRR IEBR . AMBRAL 7]
5 LC3 454, L Parkin {KEL Parkin JEARAS 19 77 5K
LRI A IE . FUNDCI J2 — Filt ook (4 A1 i
LTRSS AT R s IS 1
( dynamin-related protein 1, DRP1) I 2 25 45 K&
1 (optic atrophy 1,0PA1) 5 FLRIIAH mgtiol
1.2 BERE

IR G T TS T 1 g 0 T 9 1P e i At A7 7

JIE TR T ) REL [ e R0 H 9l =R ) — bk R A
TERRR I AR E 5 LC3B 456, JE A A Wik,
IR SR BHARE G Y W H WA B . BEJS B
PR e el = 1% i e A A o 9 s O R e o 2
Kk B AL ATPH

—EH S SRR &R A Agl4 R
IR TG 1L & H % & ( adenosine 5'-monophosphate-ac-
tivated protein kinase , AMPK) 1% )18 H 2 ( dynamin
2,DNM2), Atgld "JLLY ULKI A1 LC3 #HH AEH 75
SHEWE , BRI B IR IR . — FOSUIEEE 7 FR ) 2>
V55 P L, G AMPK, 41061 R A A R AR
241K 1 ( mechanistic target of rapamycin complex 1,
mTORC1) , %53 I WE 17 &2 A 4 (41 ULK1 | Awgl3 |
FIP200 F1 Atgl01) Ay B, 3 1 ik % Bg W, DNM2
JE—F KA GTPase, i T H7E /N 28 Th 91
FH, AT LA B

Ae s Hih = EsRE Wi (adipose triglyceride lipase,
ATGL) #l PNPLAS/8 LA LAY A5, ATGL AT LA
PR S ik A A S A i IR TR, LC3 AT S
ATGL Y LIR Z5H A AR, e b 4 it ATGL [#)
NER 8, s e, 7R F IRy S P ORI 7 2
F1 1 (sirtuin 1, SIRT1) ™~ /)N BRI AR T 40 it A 1) AF
552 ATGL A {3 SIRT1 J5PE , A2 37E Hig W | 32 1T 14
T FE P B Y SRR . Shpilka 55 & BUAR
{5 PNPLAS AT LLUR AR , 5 5 H- it = i A S
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TR 1Y) B2 45, 2 1 W AR O . Kim 260 & 9
PNPLA8 A5 LC3 AHE AR, F- Uk 52 [ B 55 oo
255 F5H 2 (sterol regulatory element binging protein-
2,SREBP-2)/PNPLAS #J& g i o 25 9 5 (1) £ %L
Bl

Rab7 FI Rab10 7E R 15 -t & 1 4 8 24
JH . Rab7 TEYUERE 20 M b 4 0 25 B0 | TEAR WS
TE R 22 60 A TN 5 it A 3 i 300 R i % T AT AR R
Rab7 RIS , T UG W 98 fh” . Rab7 k2% W]
SRR A A B AR 2 B SO AT 9
5L AR AR . 5350, Rab7 I8 W] 5 T 2800
T RILP AHEAE T, A 25 AR 109 20 . 7EDLER I L
P2, Rab10 35 1 2 25 358, [R] I Rab10 BE4H
SEF ARG 2 TR AR By A R R b e H R AR b
Rab10 fYFIHAT LC3 SEAEF [ Wi f L 350 H 2
FERIH S EH 25 8455 8 11 1 (EH domain-
binding protein 1, EHBP1) N EH £5#) 8 H 2 (EH
domain containing 2, EHD2 ) F Bk 28 B8 i, i i & 3E
I 8155 JF 4 e (L 1)
1.3 ZEE/MEBE

FARE/IMA W 248 X5 S AE /A I R S v
FEff ., p62 &2 5857 S IE /IMA L 73 B3 R P 1Y 32
T, TERICT , RAE/IMAAL B I R R sk = ]
F- 2 (absent in melanoma 2, AIM2) Fl NOD F£3Z {A#
L5 B G 8 3 (NOD-like receptor thermal
protein domain associated protein 3, NLRP3) A[ /5% G
HH RalB F A BEARIE R, SRJA RAE/MARY ASC
WA Lys63 iz AL, FF it p62 110y 322 i ik
P A W2 A 0] F W/ IMAS, DI S /MR A% 14 3
AR P AT 7 TRIM20/MEFV A B 4517 51
RAE/IMAIN Y, SR 5 524 A W B rp A OGS AR 1,
Fe A ULKI |, Atg8 il Beclinl Xf 2 S /IMAHEAT B W %
i, RIS R BAE GG b g B R 3 5 MEFV
B PR R L 58 A8 FH G I 2 i /M L W TR Az A8
AN E3 SRS TRIMIL 553 p62 MM 1) v B E
Wik KA AIM2 , DT ] ATM2 RAE/IMA, A 0F5E K
A 8 M G 5 4 = B R B 2L ) (immunity-related
GTPase family M protein, IRGM) 7] L) 5 #%5 NLRP3
I ASC AHBE AR AR5 4 p62 HOmi: i £ A
WA NLRP3 S5/ MAR S 15 A i $%
P WA FE, XF R AE /AR B W A B AT A AT BR
(K1),
1.4 NEMB®E

BT I A W5 2 4 T 5 N 5T I 48 e O G Jek ik
S A A T i AR T R 22 A i N B )

I, DT 455 P T o Joi o A AR S R
Wi LA A I S A Ll D RE . B OCT, N
R A WAL TR RS . S LR AR I A AR DL 4R
AT PN B 190 7 3R | e R 1R 3T S R T R AR S
UL, AT 1 Wt 2 4 1 25 DT DA T o A 52 404 114
DA TR PO S R R e I R 1 R AR Y L RS
T N E W I AT 8% 40 53 B B B I ((macro-
reticulophagy ) . N 5t % 7 H W ( micro-reticulophagy )
FE Y0 336 7% (vesicular delivery) ',

FNHFCY I, B FL SR 2RI T 7 Fhy
J I sz A o) FAMI34B  RTN3L 4 il J 40
PEFEFEH 1 (cell cycle progression 1,CCPG1) SEC62 .
TEX264 | ATL3 RG4S & FI MR BELEF3 1 ( calcium
binding and coiled-coil domain 1,CALCOCO1) " 7
WEph R 3L T RN N I A 2 A 23 2 Atg39
I Atgd0, 3X 26 P J5T M) [ Ik A2 1A 247 2 19 Jo 1) JEE 2R
M, £ 5 2 /0 —4> LC3/GABARAP A 1 4F Fi X 15
(LIR) 2 Atg8 AHEAE LS, nl S FLsh ¥ h a9 A
WEAR 1LC3/GABARAP FG 8 H o [ BE H 1 Atg8 25
o, BUe S e LR B WS 325 W0 AR EAE
A, Hetn Atgl [RPE%) ULKL F1 ULK2 | Atgl3 | AtglO1
I FIP200 , A5 ST I > (18T 1)
1.5 ERAEYERE B

AL S AW REHA T LIE R 3w PR AR X —
RERERR i EAL R R F Y AT, B
ZUGE NS 5 AW R A R 6 Bl 2 A 4
LT S FR I BE (P, pastoris ) 7Y Atg30 , BT 2 A
(S. cerevisiae ) F1HY Atg37 NBRI1 ,p62 . & Mk IL4H T A
254 1% 5 (acyl-CoA binding domain-containing protein
5,ACBD5) #il MARCHS , 7EREREH, Atg37 1E [a] 75
WERR IR Z R A Z A WRITE R Ag30 i 5 554
Atg8 1 Atgl 1, A PEX3 Fl Atg37 HCHfi i)y =ik £
W AL ImER . S350, PEX3 HI Atg37 35 AT LA
) PR FIE 1) 5 Ag30 AOBERR 1L, A 05
KB, mTORC1 4 5 (19 2 F B A ik 46 ] 4EFF PEX2
AR KK, PEX2 s k(2 it S b W ik 19z
RALFNEGE NBR1 MO S ALY F s, DL
%S PEX2 FakB N, 8 PEXS Fl ATP £45 4 &
FE D B 5t 3 ( ATP-binding cassette sub-family D
member 3,ABCD3) (PEX2 M) iz F Ak, kT
5% NBRI, fiJim #1112 ZR AL A i S AL P i 1A 51 A
WA A TR AR 7 . ATM B ok S T ) A T
P48 (reactive oxygen species, ROS) BY 55 — W 4 .
B IE B ATM 3 2 09 TSC2 R R 4
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mTORC1™ , ATM [A] i} B B2 1k PEXS B Serl41 {if
&, ik PEXS 7E Lys209 i sz &1k, SR 5 PEXS Al
p62/NBR1 45 G e i S AL W B AR A W5, T PEX1
H PEX6 (Gl i PEX26 % & 75 A ALY IR ) TG
Brid S LRI 12 Z1LAY PEXS, ACBDS J&2124
FIEE R ME— R o E LY B R R, S
St AL Y A [ W R S AZ R B BC A
ZL0  MARCHS S22 07 T A Ak 9 i 4 Fn 2 1k
(AL O 28 5E 2 35 (., PEX19 AT L4545 MARCHS
R B R DX LA [ ok AR AR W AR, TE i AR
Wit I, MARCHS 45 & JF /5 PMP70 91z # 1k,
PEm A A R A (B 1)
1.6 BREKEE

RN A W R 48 — SR IT S W U R
£ iz Rk, Bl S 82 R R, i pe2
NBRI1 .OPTN Taxl 4548 F 1 ( Taxl binding protein
1, TAXIBP1) . Toll 4 H. #E ] & 4 ( Toll-interacting
protein, Tollip ) Fl 44 & TCP1 W3 2 fE1E & H
( chaperonin containing TCP1 subunit 2, CCT2) %,
2R E ST S5 LC3/GABARAP %Kik (145
G Bz Z R E P RS B A i TR
fif . WIFGT & A 1) 3 G 19 B 1 AN 2 T PR Y B
RAR, M2 A0 5 B, T8 BUA [RS8 2R
FER—RESEARERMESEAREMR,
p62 NBR1 ,OPTN . TAX1BP1 £l Tollip &2 5 A 1Z &
SEA IR LC3 5 AW R, I R A
REMRSGER AR A5 AEREFRSEAR
1K, CCT2 J24> FF-1H Chaperonin & & ) — 4
WA, AT LS AR —, VR b o HEAR 3 B AR
PEME O EMBITS, R EZHR, CCT2 IR
ATDVRRIE A S RER AW, B RERSH
fitt Chaperonin &2 &R IE R, FEREHCH B 2 1) CCT2
PRI R R AR AR . CCT2 [RIRERT LD LC3 4%
Ho AR, CCT2 & i HIum a5 a3k, LRz
R A A RER, CCT2 2 HATA
PR ME — AT DL R i 2SR R AR R
(K1),
1.7 %iEEEE

FRMEA [ W35 2 8 A% W A ol e 3 1 A i 3 1
NSO D 2 < arad SN G A ORI -3 - N <]
40 S 160 S PIEIE , B AT TR DL £k M 3R 55 31 [ it
b, TERERET YUHKIE T T, Rkel/Linl FEAG, 42
e IR 60 S WKLz Ak, o1 4 oE B IR A
W FEMEL Y R, VLRSS T, A TR 40 M A e
P X B KT BEAESE H (nuclear fragile X mental re-

tardation-interacting protein 1, NUFIP1 ) }z H: fi¢ /&
ZNHIT3 M\ 20 it A T 73 A1 21 H WA | 7 iR A%
WA I NUFIPL 254 LC3B, K M G 28 45 H
WiV B AR EA TRE MR (1B 1)

2 SRk B RN B Bk RRERE AL

PR R 4 B FR Y 2R L 4 B TR 0 Bh KSR A RE 4K

EC JH TR 105 2 80N Kz Bt sl 55 B A 24
FNERR o> T R38N, X BEAR I As A1, 2k
FLAAR [ W5 356 25 1 ¥ B 32 1 R A4, mT i b EC
ROS F 77 A FIYa 55 NLRP3 48 V48 1 (380 , M1 22
fift As (I RE Y Li BEUY RS & BLAE E Sk EC
o AR RUIG % B IS 25 ) (oxidized low density lipo-
protein , ox-LDL) Tl 52 NR4A1 1 F 3K, MITT 55 34
1% PINK1-Parkin /-5 (W 4k B W, T INEE As,
WIR EC "R ZRLAR A Wik bE IR n] 58032 0 2 b 14 5
WRLR AL i ROS, FIBE LAk As™ ) 123
5 A WEAH L] LC3B  Atg5 Fl Atgl2 25 S i 2b
PRI, B8 ATP (9774 358 EC LA LI 4 6E
J1. FESMEEFR EC Y AtgS NI T EC F T, IF
JNEE ApoE™ /INELHY As, 4L, B BR A1 PTEN i
s LR A [ v {2 EC T (K 2)
2.2 EiBRL4ERE A LR B AN Bh RS A RE AL

LRI S 5 VSMC I EE R T, B
FE &I PINK1 -Parkin 45 i 24 7 i o] DL A ik
Apelin-13 75 51 VSMC 1458, I N As 7480
F34h ,PINK1 il Parkin 3 235 0] A4 H ox-LDL i
S0 VSMC T, T IESE As (% Y B3
ATLAPE AMPK/OPAL 3% 72 1 #F 26 ki 1A fil &/ B
W, IR 1E VSMC 454k, 10 As™' ) PACS-2 24k
LA P T R ER R 1, T 48 PACS-2 1] DL il £k i
AW e VSMC T, JEMiNE As, X EEHF5T
PEoRZRIAR [ AT DL i PR P VSMC 45 85 1L N
TSR, 25 As R LZRE(E 2) .,
2.3 B4R &Rk BRI Sh KRR

— PR, FEAS [ R A R, W 40 i
RT3 Ak B b AR AR 45, BIAE R M1 B AT 48 M2
R 2RI FER 80 ROS 7= AR BN, 8T
AR R e M1 KR, AL HE As, Zhang %51
F 9 % B e 2 AR B0 B 40 A H 9 mTORCH,
TR v B As XU DD RERRAT 1 2
TRAEE RN N AR R, KA B ROS B ik T
BEHL PN AR A T, S5 As BEBR P IRSEAZ O
TERG, AR ARt AT LA e B O ok A A I 2

2.1
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FINIX AR ZOR0 A B W, el As BEHR b i
AT FEE TS AP R NE 2T R
v (interferon-y, IFN-y) Z5 &, Ffal 4 Statl #5814 34
1% 21 Caspases-1 Fl1 Caspases-11, #1l1 il F 1 20 fifg
PINKI Pk kot g™ . 15 B A s

AL~
@-—i—/'

= -&—» @ WS

s AL M

snmn AR E At

- 6L
Lt . AEIE snm

wman W

G elF2a, 5 5 4K 1K 8 (I B Lonpl , & f#
PINK1 , Jf:-BHIT Parkin /-5 BIZbi & B 1, 522k

R A N W, R ORE BTE M 4 i A R O1B
(interleukin-1B, IL-18) 43 W, fix & {2 #F As By oF

FI(E2),

P

m@

— ZiEF A

MU/

— Y . /
*E%%@K"
— L
i
REEMEEME

o)

1. SRtk B AR RE/ME BB AR BT SAYEE A REKBRNZERBRNEL EiTE
Figure 1. The process of mitophagy, lipophagy, inflammasomephagy, reticulophagy,

pexophagy, aggrephagy and ribophagy

2.4 Ifn/NGR e Y £ 4k B T A B BR S RERE AL
LORLAR AR I /MR TG Ak i R rp B R 1
o RTS8k A W] LUl 1 R A2
T L (A He 2 5 2 b A B i AN T, DA TG Sy ot s
MRERBERT T A RE A 2 1L /0N A B i A s ok ot 45 A
FEI SR, Bk A BLTE FUNDCL A S 2R R0k [
PN R IR N R | WANY T I & LB
TS, NI R AR & B, NIX

Al E$ES LC3 MEAEH, /S /M th g 2ok ik A
W A RS Parkin (9 ZRR W, [ 52 0
SNSRIl | AN T e 2R A A VR QiR VI S 2 ]
LR R B RIS, 27 {4 35 5 2 11 MisrB2 DA {4k
FLJT P R, Parkin - 1Y H AR 22 R AR AR sk 2D, 8 15
Parkin 7] PAyZ 21k MsrB2 F15 LC3 M EAEH, A
PRPEZRIAR [ i SRR A A T b
/MR A R ATE LB 2) .
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2. ZHEEESS As FIERANLE

Figure 2. Mitophagy is involved in the mechanisms of As

3 BEMEFNBDEKGHEEREIL

3.1 IR 4R R RGBS AN B R A A AR 1L

i v UL TS50 JOEL 0 R P 2EL S 19 VR 7 100 %8 EC
i EERRR Al 5] Kk LA 28 E AN 5T I R, 51
W NN B D RERR S . 24 EC IR FE AR & A
(low density lipoprotein, LDL) #1 2, 2 [ 14 LC3B,
LAMP1 FI'F 9 p62 5 1, {2 EC Jamk, ARWg A&k
Jo 230 T B 1 A0 R R TR 9 ((proprotein
convertase subtilisin/kexin type 9,PCSK9) () 5215 ,
I EC B5EF A% % B2 AR & H 324K (low density lipo-
protein receptor, LDLR) £, #E ek LDL A9,
LA As B9 RN K28R T ox-LDL
FIAE 3 AL 28 77 ¥ ( advanced glycation end product,
AGE) % 440FF | AT #TE mTOR , #] ULK1 2454,
o i il ASK/JNK il SIRT1/FoxO1 3& £ M i 41 il
Beclinl , S ZC I g Wk, i Wk A9 400 ) 23 B IR X LDL
AR, AR R MY EC F A BE AL R, 51 & RIE
A BT I 17 985, S 0P B ) i B e 4B 475, DA TG 12
HF As kAR (E3) .
3.2 TR AL AR AR Y RS T AN B R A AR RE AL

As I FEH VSMC 328 M4 705 A2 SRy 5 i Y
BB R AR A R AR VSMC B0 5 W LU
Wik AR iR o, 5 B0 TR AR 2R AL IR AT 1, 38 2

TFEVSMC I RIS FE ., TR W AT R A DR O AR
VSMC i A AT IR 40 I8 mi v & 4% B
YER™ . GWF5E K& B ox-LDL 1] DL il B, 42 iF
VSMC H i Jo B4 28 K% 3 % 200 B 1 T2 g R 386 it
TS e 1) LA 35 30 ) VSMC T L K A48 i 14 T
o &K ox-LDL( 10 ~ 40 mg/L) A] DL4E ik
VSMC 1 i Wk, 177 5 v B ox-LDL D) 5 3% g W 37
L, T AEHE As & J . ik FE ox-LDL 75 Al 41 i
TRPVI/AMPK {5 5 3 ¢, A1 40 i B w0, Pi
S RE9Y % BRI P2RY12 24k G TR
ApoE™ " /NEL VSMC ' PI3K/Akt/mTOR 3 % , #7141
B, e gt T AR SRR BIFEAE VMG SRBIAYHEAZ | I
LA As KIE(E3),
3.3 EREZHRE A RS IR0 Bh BRR R RE AL
WFF 5 BN Wik 2 38 3k ke 32 i 7 Ve Sk 1 5 1 240
MR E BESMRAE As thARYEVE . CBEALARES EE AR
M (acetylated low density lipoprotein, ac-LDL) Fl
ox-LDL 1] DL 7% PI3K/Akt/mTOR Fl PDCD4/ AtgS
T I RRE . B Dl RE A2 40 23 BEL AT A 5T R A RN
JEL TN A, DTS 200 SRR 28 T e 240 i 0 v
IRAIE L, 53 AN BFFEARGE Tollip AT LA it 4 55
EWEAfIE:, 25 As BB, Tollip ft = ] T3
BRI BE 32 B0, B W i i b R i AR R 1 2 A
As!? R TR R TT LA RAAR R B v 40 i
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ZARRINRIT, KM T Ik 2 ) i e, £ 0 L I
WAL 1 A RE 2 17 2l K 96 R B A 1 0 0 11 B i A

(E3),

3. B%S5 As HERILE

Figure 3. Lipophagy is involved in the mechanisms of As

4 RAEAMEK B BEFN D BIGRRERE L

Y& R 1k, T SRE/IMA A EAT As IBIFSR AT R
WA, BUFHER p62 = 4S8 As Bvh E
Wi 240 M (1) NLRP3 S5E/IMAFHIR SR /MR B 32 4
FUIL-1B 20 I3, Jnsd As #EARDY 0 78 A W E
FE A NLRP3 7] DLl i LAMP-2a /309 H
WA RS , T BT 1 NLRP3 4k /M i B B0
8 Wi ke B B, NLRP3 R AN BB A 250 % ff A 2
I, 30 NLRP3 4 /A b B2 30, 4k ks 1L-18
HIATFN IL-18 Fi /A 24 Sl il ) IL-18 A 1L-18 , 42
RIS RAEF As HERE ) H K, NLRP3 RAE /Mg
AN As BIIRITHLA,

5 WM BEFEAKREREL

TE As LI, NS A — 2 BRI PEHT B
Ao FE R PR R 1 W ST R B A A A0, S i
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