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A% N A 2R 51 32 1K ( pattern recognition receptors,
PRRs) 254 MM EZEHE GV . Bl H H nod £
Z 4K (nod-like receptors, NLRs) | JJf T~ 4H 56 B 5 AL &
H (apoptosis-associated speck-like protein containing a
CARD,ASC) } caspase-1 Biif& 3 #843# i, 5@ 5%
NLRs 421 2IAH OC By AR I8 1P 5 NIRRT 5 5 & A2 1
b 5 & A B 5 R4, VE I 524 ASC fil caspase-1 Hij
WEH, =& REHEBAL S TE B ARAENR, 7= 1
LRy caspase-1 #4737 F- & . Caspase-1 1% 1L )5 7
— IR IL-18 2 IL-18 BRI, 7= A i 1k IL-18 K
IL-18, 51 & RAE SN, I K A FE T, ZFh NLRs
F1 PRRs 4RI B W A 44, Horp NLRP3 485 {4 H Hif
W IR A

AR NLRP3 SRR o B2 1k 7T S 3 2 Fhiing
(AAE IE AR P O BB BRI ZE AL R )
TSR B E . HAE B E ] 2
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JRLE A 3G 5 2R A WA RR R, LA 4B HE AR 17 AR 7K
U SR AR AN T B R A S, R TL-1B AR
AR, 38 = H 25 0 A 5 94
W YRR A U SRS L B Th 48 il o
45, HA YRR R R A7 7R, NLRP3 S0 (R T
AR E SRS B I A 235 | A R 45 M i FE AR E
JNE, ] | R 20 £ T, SRR 4 R MR IR AE R
UTAER & B —Fhop i A M R P s T X S
XL B AR AN R AR T IR AS S A0 i [ 4, T
SER A A MIASKIRZIK , B 2 00T, HRE s i 4t
MU N A2 13— 20 0 B R 5 B0 ) AR R SN, S 3K
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2 NLRP3 RIEFMFELTEMEATER

NLRP3 4 JiE 4 1 1k 248 78U W] 4% 2 5 4K i T
caspase-1 434 2 8. —JE KM caspase-1 [ 28 ML 1k
AR R T caspase-1 [ caspase-11 4§
(9 22 S Al %

ZMITRRET T 2 /G5 S 510 %R A
75T, H A 3R T ik I8 SE R - 32 44 (tumor
necrosis factor receptor, TNFR) \1L-1 5Z{A&zak Toll ¥:57
{& (Toll-like receptor, TLR) 5 H.F¢ & 45 & J5 7= 4, 5
A ST «B (nuclear factor-kappa B, NF-kB) A
% . 8 4 i R i 44 & NLRP3 85 25 1 1) %% s K
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AR TL-1B  TL-18 45 484 BH 1, 175 & 4 e £ T (&l
1) o MRMAF B AR AT TR 55 G~ 40 5 W) ] A AR
T caspase-1, 1 J2& i i H A§ 2 88 W43 175 7 15 1k
caspase-11 J# 75 NLRP3 RAEIAK, #ETM 4+ gasdermin D
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N K" ARt e EE R R Z —, SRR 2 80 1) 2AE
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lar degeneration, AMD) /& &% IKE R 65 % LI E AREH
HE R WK, I UE 52 0 M4 0E W TR
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il NLRP3 SRAE AT 78 A0 % 448 22 (0 IR BHGE

T RN AL N AR e & A AMD i B 2L HE
AP A, 2012 4F Tarallo %1% 1 58 & BLAE T 1
AMD B H Bl Pl A 25 440 1) 0 DO €6 38 1 7 (et
nal pigment epithelium, RPE) £ }fd 57, NLRP3 4 E {4
24y MyD88 [ IL-18 /K-F- #4145 X} BT B 2. T, #
/v AMD Hifg NLRP3 R i {4 (1) 3235 &3 1k, I & 31
5= DICER RNA B§si5| A Alu RNA 4 A] 3% NL-
RP3 RAEMR, % [& 0] g S Lk ROS B4 A7 3¢, Fifi
J& Wang 2" JES2 AMD %9 RPE 17748 NLRP3
JAE R G, H 5 R #1510 Doyle
S NLRP3 S8 (A5 fL A AE 2% AMD &, A
X R S S E ARG AL G 51 TL-18 119 43 i
WA S, BRRAEIVSN, AMD i35 RPE 41 ffd 48
PRI &9 AL 1 8 P B R 28 G BT B S Ak I 5 4
Y5, ZHHAFN . Brandstetter 25" % B £k 1 %
& C5a BEWS1/5 S NLRP3 RAEMR I SEHE AR, A5
oy RA T 00 ' S AP 75 1 175 Tl A 3 3 2 15 T
X—HifE 5 RIS NLRP3 48 i R TG 1k 5 98 5 AR T
b Fz it ke 43R v RPE 41 it 4 5t 404k 458 495 1) iUk
Vi, IR AN AE T 2820 phy T A e [RII
JAER 15 A 18 7T 5| A0 o S X fp e A i R A,
AMD B B 38 EPE P i Clq AMAR S At A% 43 5
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HNSZIIESE, [5) ARPE-19 413l A 4-F2 3% T4 R
AEfE G b NLRP3 SGE{A, 5 & A H + IL-18 1K
R 75 AMD 13 Rl AR 4 1) RPE 4 Jifd
NI N A K B F A (vescular endothelial growth
factor-A, VEGF-A ) JK V- Jt &, Jf 1% NLRP3 48 4
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PRI BT 5 A B R £ SR R B-TE M AE R
2 W AERS IS NLRP3 JeAE i, HirpR 2 3L g i
AITEALE AN . b R B 3 A O
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HAT4 N 1) % K —B0A S NLRP3 {5538 [
TETHEFREE AMD Hh A B4 . 454 NL-
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BEXTIE VS FETR YT 8 R ALEE : (1) caspase-1 ; caspase-1
PRI A A2 9 I AR 5 B3 Ak g 42 v iy B 020 B¢, 0 i)
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3.2 fERA  NLRP3 76 5 1 Bz 20 i v I3 [ e
Rk, AL TLR 3G fLJ5 i i NF-«B 5 S 5% 5k %
ik o MAh & AT ok R IR AR TS NLRP3 RAE 4
7R 1B, Karthikeyan %5 E S e EUH 1 A 558
BEMIEHL S NLRP3 2 TL-18 By Rk 14,
BEAb, HELET] 5| G £ B AR 18 UL 4 Bt T 3 5 T AR
TLR 5|2 M BEZH 2 rh NLRP3 RAEIARTE AL, Qi fiti 4 4%
BRI AN SR AT B 25 0 S A 8 3835 oF £ R 2L
LGSR IR B T3 40 A EEAE ], 2015 4F Kar-
makar 25— HUESCAE SR YLl 4 BEER 10 £
JEREAH 2 A ep P 4 1 SR 4, O EL b PR 4 i Y
A NLRP3 4 5 K (4 36 1k, I 02 1 40 B 43 s K
-1,

B 2 TR B BT A, HR K 1 78 BA 4l 96 929 B (her-
pes simplex virus, HSV) B 4e th, v 5 58 £ IR KL L2 10
JZRAE N, PRI, P E A
50 S BB S S A [, Gimenez 257 % B, i
B NLRP3 L[ ()R SRR PG 1 7 HSV J5 |, HoAn s
FNE RAAF R R S0 R -2 3R 7K - B8 1Ry, i PE A
FEE R FEBE I, B AR A T4 3 &, PG A
NLRP3 SAEMAXT T HSV 7| 2 iy 5 o1 £ B 48 LA
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PRAE R B BRI A, DL HSV PR £ IR
) BALB/ ¢ /NFROM AR TRY | 3 3o X6 A I 41 20 ) SV40
NG R A0 A 2R i 58 A B, e 1 AL HSV
g5 A B NLRP3 4 5E A4 i 15 4k, [F] B £ A NL-
RP3 [ M B MIAZ %%, H HT NLRP3 4 AE {4
T2 TR RE 7 R I A IR B DA E T B2 &
55 NLRP3 Wy N A28 A AT A 15 T i — 25 B9 IE
5o

3.3 HHMERK NLRP3 55ERAEATG 5
A MR T AR IS R AR TR, /M- D AR ( Vogt-
Koyanagi-Harada , VKH ) 2 —F 7] 8 fy B YL J5 19 58
FNE TR H B e, 200 kT E AR IR IR SR
WEIRZHE . AR IR KA AT 2 50% B A
RTSRAER 3 45 94% ~ 100% 1) 554 B R LR ] i) %7
R IFAIGEZ FOF KO, 2EE M ELIRWZ —.
Liang % % BLBAT I ShERI AT A (9 VKH B4 19
BAR 20 M JR MR 5% B W 2 il ( monocyte-derived macro-
phages, MDMs ) # IL-18, 1L-6, IL-8 , TNF-a F{I ROS
AKSFIA . F IR NLRP3 485 (A 7 L2 B2 v i
FREAL IL-18 K, Bl 42 . VKH 235 MDMs
HARAEAR 3 Ak S 99 IR - 1) Rk vl fig 5 TLR3/4
PRI A G, AN, N T | A ) A
REH MDMs f IL-18 /KF- 7RI g T+, HARA T
NLRP3 4K 115 fb . A5 7] B 55 [ & MDMs th
TLR2/4 Ik ¥4 fin 38 3 7% /& ROS-NLRP3 i % 5] 2
IL-18 & Tk A k. 5 A A B9 &L, Gonzalez-
Benitez 25" i FLIIBF 58 S B P4 25 2375 & (9 R P4 26
Hi777E NLRP3 454k , {5 Rosenzweig %5 pf
— PR R TEN TR I H A R, BBk
PSR 22 W 175 i 2 BB R I i 2= 51 2 NLRP3 4
SEAR BTG AL S TL-18 (9 7K P F 5, {H R Bk NLRP3 B,
caspase-1 JFAREIRNTER BT IR . X
WITE N BE R 175 5 10 8 2 I8 48 h A7 AE NLRP3 R4 14
G AL BB IR A R IZ R AR R R E R R

3.4 FRER Chi BT R W], 72T OEIRAR
JEPH TS IS 6 h, fife i AR 9 5 2 21 e B 3 v AT
#BZ % E [ 1 (high mobility group protein box 1,
HMGB1) /K-8 T 5 . 34 2 19 HMGB1 RE % [w] ] 75
F NLRP3 RAIE(RFN caspase-8 RIEIRAIGLL , 18 1K
b NF-kB 342, (i1 IL-1B SR AE 3Rk £ 5]
S ARG . T HMGBL 7K S 1] L REAIG 48 9 1A 7%
AERREE , W/ DA X e 22 1 A L A R T, L TLR4
IR RAEMIE LR 5| caspase-8 7KV Tt , 1M
caspase-8 HE i i JF caspase-1 f&Kiffi f\) NLRP1/NL-
RP3 RAETE LR AR5 K IL-18 KRR 3
VLHITE 2V OGIR Al BE A E & ML AR & g 12 2
T 5 RE AT Ak 7 5K o

3.5 FEREE  Niu 2 5@ %t 54 ] A Sjogren
R AETHRAE (50 i Sjogren LG L T HRAE I
46 {5l gt S5 Xof HEE I F 9 00E 52, T R AE AR G 2

Sjogren ZRAAE T IRAE 8 & £7 1 NLRP3 48 i {4 1) =
JREATIN K R UF IL-18 \ IL-18 Fil caspase-1 /K1) g &
ThE, #8725 NLRP3 S5 (A m] e 5 T HRAE A 5, {HH
BRI . i T IR 5 TH B = 8 R3S SR
FRA) SR ™ R A 5, Zheng 251 R B 1 A
SRS EB AT SN A BE AR T T NLRP3 58 5 (K 78 B
Ba 51 R W HRAE s i E LS . A ATIA kR R i v
BN ORI 2 Lk A B2 7 A K ) ROS, MATTT
1% NLRP3 RAEIAK, i 17 ROS-NLRP3-1L-1B & 455 |
JRy BB AR NG R AR A A BN, DT 7 A 1 R A
Ko
3.6 MERFRMMERE HATCAZIHIEIESE
Sl K s AR S P K I 728 BOb B ' o 2
BE DRSPS IR0 58 I R 1) & AE % Jé ¥4 5 NLRP3 48 i
PR3 B ARRE SNE A O o 4R DR 9 400 I R 742 ( dia-
betic retinopathy , DR ) JEAf bR 5 i I ) (8 1ML 0 ¢
REZ—, P H O o A P v b R AT R
I JiEE Miiller 4 fifd A NLRP3 A AEAR G AL, 51 & RAE |
AR N S AR T, HL b B AT g5 R
T | S A A B 1 A BLAE AR [ (thioredoxin in-
teraction protein, TXNIP) & ik [ i f &, Jiid
NLRP3 4414 K TXNIP H] GE LM% DR BUH T
TEVRITHIE . Chen 250 B % BIK U 3 £ Al 3l 1 41
il I3 TXNIP/NLRP3 % i & i 42 BE AL DR i) 41
R BB 9 i 52 I, o2 AR A0 TN B I 5 368 375 1 R ik 20 24 i
AT, B A WERG R A & 1,25 (OH)2D3 1Al 38 i)
1 ROS/TXNIP/NLRP3 & E 14 38 42 I 5% DR J%
Aptel
3.7 MMERRM-FEEIRG HACAZHR
RS, O JL G L % B %) 0 TR e I - 1 3 3
(ischemia-reperfusion,I-R) F ¥ ££7E ROS 4~ 5/4 NL-
RP3 48 SE (G 1k, #0 il NLRP3 58 443 1k 4 FF AE
A% 1-R B8 B i . TEAL R 1-R J7 1 ,
Qi 257 SIE S NLRP3 4 M I Ak S 20 (9 0 1 7 R A
N2 SRR T-R 45 1 & Ao TEFRREE B B,
AR DR et 24 240 M % S o 240 L 455 3% 18 TLR4, 45 473 4H
F4y T # 2 ( damage-associated molecular patterns,
DAMPs) i iif TLR4 {55342 /15 NLRP3 48 4E (K%
b, MG TL-18 Jz TL-18 S5 48 4E A+ Rk K- 7t
o R TOTE M AE RN, I AR T, g1 R TR,
BERZEAL G B PTE OR B B P ORI ER
WO REAE W O UL JHFIUE i 45 488 B 1 T-R 45
7, 1F 2 75 0 R A 0 D 1Y) =R 45347 v A 75 )
RS,
4 £tXf NLRP3 RIEEKREERTEHY
UNRT IR , NLRP3 584 (A B2 S0 75 K 1 RAE
SN 25 22 i IR 1% s L, POt G T e kg —

MBI 250 7 R R VR NLRP3 JRAE A 14 45 57
PEIIGR], TR0 (A4 IFN-o A1 IFN-B) £ 8



- 896 - http .//www. ykxjz. com

R RH e 201849 538%: 4o
Rec Adv Ophthalmol  Vol. 38 No.9 September 2018

FFIRY7 2 &AL XGRS0 1 v TR P 55 R
FERAHICHY B B i F A &k R M, I 9IE
SEARC o A 28 S A AL B HL ) A W T
1A . —J&Af STATL % 5% R @R (b ) il NLRP3 484
TR Ab; — 2 STAT3 {5538 %75 5 7 4= 1L-10,
IL-10 #F—2P i) 3 43 WXk /D IL-1o0 F IL-18 Hif
R4 R

Coll 250 §IE 5 — 5 FE R Ik IR 24 AL A5 1) MCCI50
BB 5 1 M 10 ) 28 L M2 AJE 28 3% 42 1 NLRP3
RIERTE L. LA, B R HE TR Z Rl 3 il K™
HNAS A I AT A A S 1 R v 4
SRORLURIR A TR A B 2 A AT T g R 2R
FE PG A I R 2L A 45 4% . microRNA-223 ]
3 3 00 o R RE 1R A O B 1 3R 3k SF P | NLRP3 48 i
(USEXIaS

5 #it

25 b W S A AR T IR A ZE TS , AT
[ 45 S8 2 GEAE HRBR I H 224 AR g
AP . NLRP3 SOEARYE g [ Sk RGN T 24
BCERAT EUESE 2 5 AMD | ff 8 5% R IR O
MR K%~ HIRAE <5 22 b IRBL 56 LB 1) 2R g, LG
TEAN AT HH B HAAAE ) B AR SEAL AT A 5 ik — 28
WFFE IR, LU 0 BRE  259036 ) 7 R BUBT A HE A
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