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Inflammasomes are important components of the innate immune system, among which NOD-like

receptor protein 3( NLRP3) is a research hotspot. NLRP3 is involved in the occurrence and development of various

chronic inflammatory diseases by activating the corresponding signaling pathways. Recent researches demonstrate that
inflammasome NLRP3 plays a vital role in the pathogenesis of various diseases, such as atherosclerosis( AS) , non-al-
coholic fatty liver disease(NAFLD) , Alzheimer 's disease( AD) , chronic obstructive pulmonary disease( COPD) and
chronic renal disease. In this paper, we review the research progress of inflammasomes and chronic inflammatory re-
lated diseases.
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RAETEN RS R G RGEE R AR R 1Y
BIAEN SO o 3 > P A A R A5 B Fof ¥t B i 3 TR 3R, 3
ERIRE SO RS LE O S e WA I Ry b G EREE
SEAE R TAILAR, K6 480 40 M0 | A 48 R 1 R
T, EUSAE SV AFEEAFAE 3 AR AE S . TEAFH
PRI A A 2H 2R AR 0 ( B50) AN P E TR
B TE i fe 22 2 b A A 50T 52 44K (pattern rec-
ognition receptors , PRRs ) TR 5l 3 45 & 95 A0 ¢ 43+
#53; ( pathogen-associated molecular patterns, PAMPs)
(%) W45 4H 523 T8 ( danger-associated molecular
patterns , DAMPs ) , 3% T i 5 5 5% i %, fe & Pl
AT A g RS b ek VAR I A2 KT
(1) PRRs, HRTIAN, R/ IMA RG] RES: 5 2
PRI I S TRABIEFE A /IMAR, T BE A AR DB 1Y)
Bis i B2 BT A B AR, AR SO R M/ MACFIE M 58
IE AR B I 5T HE R HEA T ) 2250
1 RN

R/ IR SR S R GE Y B2 AR ), T
PUR Z 0 PAMPs A1 (5 ) DAMPs , J& i Y AL
AR, ATTEZ T G 5 40 0 v 22 3, ks 40 i % 5 R
S EL AR B IR AR T L AR o
i PRRs 1] 43y : Toll-like #£3Z 14 ( Toll-like receptors,
TLRs) .C BIBEHE Z 714 ( C-type lectin receptors,CLRs) .
NOD #f5Z{A& (NOD-like receptors, NLRs) | i Ifil 4/
Z 1B A R-200 (hemopoetic interferon-inducible
nuclear antigen with 200 repeats, HIN-200 ) F1141 5 %
75 FIL R T AE3Z K (retinoic-inducible gene-T, RIG-I)
4 b NLR 0% h NLRP RS0 £ 52 5 44k
IMAIIERL . HRTFIE 84 1 4 A/ IMAA NLRPI
NLRP3 NLRC4 NLRP6 il NLRP12 25" | W5
[R5 NLRP3 #&PE/MAC, B4 & AT 3 2o JE JOAH G fie
R F A1 A % -18 (interleukin-18,1L-18) A4
1 2-18 (interleukin-18 ,1L-18) MG RAEANML, 2 5%
FB eSO A" . NLRP3 Jet/ MR+
TEHE A, 6335 NOD #5214 1 3(NOD-like receptor
protein 3 ,NLRP3) ] T-AH < B S #E 25 H (apoptosis-
associated speck-like protein, ASC) Fl1 K2 & 2 & 7K
fi##-1 (cysteinyl aspartate-specific proteases-1,Caspase-1)
BASAURSY . B2 % NLRP3 Z IR (2
RAE/ M i AR Y e T, Ho, C-oR
() 5E IR E A 7 51 S ST UBI IO s Hh ] Y NOD &544
B (NOD domin, NACHT) M| /> 5 B £ 3£ R 1k ; N-K
Ui (R R 45 A 38 ( Pyrin: domain, PYD ) i i 528 T 1
) ASC ,Caspase-1,5¢JiC 41 NLRP3 48 PR/ MA, fE

ER R R SR B ASC, i PYD il Caspase-1
SEER A B, T 5 i B IiF Y NLRP3 AR iRy
Caspase-1. M H [ Caspase-1, Xf A= B F 40 A
#-1B Hi A ( pro-interleukin-18, pro-IL-18) | [ 41 Jifg
% -18 Fijf& ( pro-interleukin-18 , pro-1L.-18 ) #4757
YRI5 RO -1 11817
2 NLRP3 ®MH/MER)EN

NLRP3 &M/ MATE A A ZPRE 525, 0
—ESWAE AL A F-xB 285 S K, F iR NLRP3
R MATE SRR 2638 , 7724 TL-18 1 1L-18 45
PR S5 A S04 NLRP3 e PE/IMA ASC  Caspase-1,
NLRP3 5P/ MBS | 55 82 A0 I R AE 5, T2 iU
iy Caspase-1, J5 # fig i TL-1B \TL-18 Hij 44 35 L] Ji
ST ORI A 6 /I M 2o R ) PAMPs T
PG NLRP3 58 M /MR = 24 3 TC B PR R E , 38 4
PUNIEEE G IR [ IR R SR 45 i . 20 I /b = W 1R
F (adenosine triphosphate , ATP) | ig JIjj & . HH [&] 5 &
RS AN (A AR TR REDLTE A= W 40 oK bR
45 ) DAMPs i 58 1 H B L35 Ak, HRTIA N,
NLRP3 EZL i 3 S5k 2151 DAMPs: (1) 40l N
KM@t , IER G OUT , 40 i ATP MR B 4
TEBARIKF , 72 26 N IR ST, AR LAY ATP e
JEMG . AL B ATP 145 K E 25 5 i Ak
ATP, 5 35058 38 TF A, BRI K™ AR A, vk
JEM AN ATP A 80E P2XT 244K, 2Pl K™ b
Ui IR AR A K R B RRAR, i 5 P2XT SZ R4
WK ) A e 1 £ ) Pannexin-1 JFJC, Mg/ DAMPs
AL FLIE HEA NI , 755 NLRP3 5 /MA G
A (2) Z2 IR A AR I [ S
MV WA R iR AR TG A6 NLRP3 58/ MA . DU
(8] P 48 SR 407, IS I Y5 PR % B R A Ok
Ry ARl A I [ P ot A I A BE TR, 2 JRAE
o7 LTI A P 5 W 2 L e L [ P 4 4 , 2 S P 7
T ARG B, RRTBOR S0 M S A S R 1 B,
Wl NLRP3 SAE/IMA  BEHOR ft RAE P 7, il 2 Fh %
SIE A | 045V e LA IR 3 Ak T TS AR 8 R
20 S AR A FCEE 22 RAE PR, 5 BUMLAE - JULAE
KEIRIE  EPEIEIE . BeAh, BB BE AR 42
AW , B2 IR B 45 ah T UURRTE A8 BE ,
MV R VAR 0 (3) Z2Fh PAMPs il () DAMPs
YEF T B, RT3 BOR i Lok A S 1 8 Ak 0 1Y
771755 NLRP3 21500 A, BFE & BEL, 1] 4 i Hh o
NIEHESRIIHRIR 2R , 7] 2 AR Caspase-1
AT AL /K, T IR A Y TL-18 A= i, R kLA
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JS P S AR 2 NLRP3 {55 4k 1 56 3 4 0 05
IEHEOLT 85 S R B AR &, NLRP3 S0E/MA ]
PRAPHLAASZ SN S B B 25 T f I R 3R 40 3, SR
FERALCTIAFIL T , MUA R A A= e 7 (2 48 PR 5
Az G i IR TR S Sl B, 5 1R RAE IR
A1 SN, B2t B LA A7 , DT S 3 2 i A2

3 NLRP3 XM/MESHEXEFHIXER

3.1 JETE I8 B P AT ( non-alcoholic fatty liver
disease , NAFLD) NAFLD 2% & W A8 M 519 , 1R
P HORFEE R, 73 N ARRS I IR 05722 AR R 7
PEJF 98 ( non-alcoholic steatohepatitis, NASH ) | i i#i{k,
FIFFARME " o Bifliit, K2y 10% ~20% () NAFLD

B HBTCUESE 12, SR SOV AE " AT st
ARFEAE . NAFLD [ R QM 3EAL, R 1
S DU NG 7 2H 23 03 firk 5 S80I 35 905 3 I 1R ik 32
s I ARV A R SRR B A IR AR M
FNR TR AT 75 5 KL 1 48 (reative oxygen species,
ROS) A1, Wi NLRP3 Jeth/IMA o B T8 29, 15
NASH /]y BT AT 26 2 #5 H, NLRP3 I HC 40 fF
pro-1L-18 FlI pro-IL-18 f7K-F-3%ik , If H O 4 uF 558
1L PR A R 2 Pl ] NLRP3 S8 /MA Rk , AT B
AR NASH /N BUIFLF AL iR

3.2 il FEtE AL (atherosclerosis, AS)  AS &%
oo G I 38595 0 114 i Al , 7 S A B £ 32, L
VARG IRt S — i P e, LR 22 g ARkt
BEFE ™ A B, 5 TR AR L, SEEAR 3l Bk ok
FEREAL I A8 5 LT T NLRP3. 58 /M4 8 &5
W] WY & TR R AR RSN IR rh A B R K1Y
IL-18, DAL, " 142 Y AS By R AEBUR AL Al 7k
NLRP3 &P /MAEA 52 . Karasawa I Takahashi'*"
53 B/ NLRP3 ASC i TL-18 A, 2 B i
BRI A0/ B AS B KURS: B0 /N BB 2 T e
7 AR IR 1 AS /N USRS ik 1
NLRP3 St/ MEZ 5 B 508, 4, A WLE G,
HRAEAEHR T FH T I IXURGE 114 S50 LA K AH G0 5 1t
EPIR BT ROTAG o A 9T BBE A 0 JOUAE A6
9 S B NLRP3 4% P /IMACFI AR OG 1 TL-18  IL-18
TEPRI I S, #5878 1 NLRP3 2/ )MA TL-18 F11L-18
AR RO L85 IR B A 2 AR S i s 13 2
3.3 IR PR i BRNG ( Alzheimer’s disease, AD) AD
SRR I HEPE R TTE PR R SR T T
PERRAE , O B R IR A 2R B VR
(amyloid-B, AR ) LR #1245 JF 2T 4 98 2% ( neurofibrillary
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tangles, NFTs)*%! 3T AD p &bl , H A5
ML A S B  TE MR IR UG o %A UlIA
MHUAT A KR AR HARE MEHE BRI, 3 AR 1)
BURP S UG AR 2 5 IR K 28 S i , 2
AD R EEHLG] . FAE 1989 48 A o 7 &
WIL-18 IL-18 Wl g2 5 AD M kR, b5,
Halle %52 % 8 B 3L AR 11 RESE LTS /N BU/INIR
MY NLRP3 S /IMA, B i IL-18 (IL-18, 5| 2 4
i SN, [RS8 E S RT3 22 o A i B P R - ke 4 A
F, XS i HA B 2R, AN AT 3 A A S A 2
JG, YK AB IEURTE ™ . 7 Caspase-1 fil
NLRP3 LA miBR Y APP/PST /N H  BF 5T 35 e L H:
AR AW Wi, HIAARE S5O0 B4 B 2 e .
H1H 3, NLRP3 R/ MATTBES 5 AD 140 , 1
il NLRP3 3 R e A7 Bl T Dol 1l 28 A S, AT
e AD JER

3.4 18 FH ZEM: TSR ( chronic obstructive pulmonary
disease, COPD) COPD J&—Fp AFral Pk A n] 3
A IR AE 0 T R SOR . H
TRy, IS %o A AR 11 4% e I o 3 i
T2 COPD Ly F A, — IR SN2 56 b, BF
GEE I A R 25 FAE R R 5575 5 NS B
JZ 21 fifl (human bronchial epithelial cell line, I6HBECs )
PRSI COPD A5, 45 AL AN ] B[R] 53 44 W 4 3]
A rh NLRP3 (%% 5% . Bl /K F E il H. Caspase-1
1k, $&/5 T NLRP3 %% /MALE A 5 16HBECs #i}
CiRPE T AR Y A, 2T R 5T &
B, COPD & 1 M5 SR bR A v TL-18 ¥ 5 it
FEATEA 3 i ) B LA, COPD 1 % A
A5 NLRP3 St/ MARIG LA BV LR J)
BT R i SR RT3 3 NLRP3 58
/IMAIF T 16HBECs 5 £5 FIJH 1, 3 35038 B Wi 1Y)
Koo Kim 250 % AL A S5 AR I FF B 5 /0
BRUIES BSGF) CBR IR 4 M A 784 o, NLRP3 | Caspase-1
FIL-13 s3G5, B IR SE , NLRP3 48P /M [F]
Z: NG R

3.5 BRSO TR, B R 1B AR Ak O N
MEBERG JRE 2 5 ™ B G AR i 2 —,
HARWRHREE FTt e HRTAN SAE RV AE B HEEE
KA AR R OCHEVE T, o NLRP3 58 /M fe B
fRFett. Shahzad 257 FEMELRAG B /N BURE Y Hh 2%
I NLRP3 F1 Caspase-1 7E ¥ /INEK /2 20 M . P B2 48 fifg
AR F I, H i NLRP3 fiI Caspase-1 LA
J& /N E PR B R 8GE , R B NLRP3 & H/MEA S



- 736 -

Chinese Journal of New Clinical Medicine, July 2020, Volume 13, Number 7

B /NERRAES T o Tkeda 257 2R 11 5 5

/N ] B 475 /0 R 2, %2 B NLRP3 L ASC Al
Caspase-1 Fik3E M, H 1L-1B ¥ B2 5 5 /NE ) o 46
Bife EREEE R IEARSE . BRI R L, TgA B L i,

B AR B/ INVE IR SE R E M B R %%"{%‘éﬁéﬂ
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4 £iF
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AR NLRP3 RIE/MA, 1755 1L-18 IL-18 Ji R
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AS AD [COPD F1'5 LR 19 A A2 A i o SR, H i
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[ Abstract |

tients with skeletal class I malocclusion often have open lips and exposed teeth, which causes adverse effects on oral

Skeletal class ]I malocclusion is one of the common malocclusions in clinical practice. The pa-

cavity function, facial beauty, mental health, and often accompanied by respiratory system structure and function ab-

normalities. The morphology of upper airway plays a very important role in respiratory function and speech function.



