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[Abstract] The inflammasome is a multimolecular complex formed by chemosensory protein, adapter protein, and effector pro-
tein, and the activation of inflammasome is an important mechanism of regulating inflammatory response under the condition of stress or
infection. Different types of inflammasome have different regulatory mechanisms, and at present, NOD-like receptor protein 3 (NLRP3)
inflammasome is a well-studied pleiotropic subtype of inflammasome. Disordered regulation of NLRP3 inflammasome has an important
pathological role in the development and progression of various human diseases. In mammalian ovary, NLRP3 inflammasome is involved
in the normal development of follicles, while the excessive activation of NLRP3 inflammasome is also a crucial factor for polycystic ovar-
ian syndrome and functional ovarian degeneration. Therefore, it is of great significance to summarize and clarify the role of NLRP3 in-
flammasome in ovarian physiology and diseases and its regulatory mechanisms, which is important for subsequent studies.
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N B A THP1 B W 40 Jifs 8% /) L BMDMs (bone—mar-
row—derived macrophages ) 4fl Jifd 1 1] NLRP3 J& 11 il 2 ki

PRI AN 25 P BT~ 1 BTG o X 6 S 56 1 22 UE HH
T ROS 7£ NLRP3 4 AE /MBS /R A B
T, TR B SR A R (R KR CCCP AR BRI AS & 3 31
ROS A4 B {2 T+ A1 NLRP3 93806 , Wi ¢ /Y cCeP
AL 255 [ NLRP3 (R80T , $2 708 IR o7 R A (1) 2 k7
PRI 7= A 1 ROS A BE 51 2 NLRP3 48 AE /MA (1) 38075
I RIS R B, ROS K Fad B o) 2 5 S ot -
T IO LA DL SR LA 4 NLRP3 RAE/MA B
T Y EE L SRR

H i, ROS X} NLRP3 4R AE/IMA 1 3405 VR F 2 5 17
T 30 P 0 A A — 2 AR 8, A B R A /)N
SR A A H () NADPH S AL B A1 - A5 1 NLRP3 %
JiE /A R A B AT G A B, A /DN BB L 463 4
RIS NADPH 4L 2 (NOX2) BEfS /> NLRP3 7
Jii A0 iR 8 22 38 FEPI il NLRP3-TXNIP 94551,
SR T T 7 JU P9 B2 240 B 0 9 R R B 2RI R, 3X
— 28 AR K ROS X NLRP3 (412 HEAE I AT BEAE7E 4 21
S A AR S A WS | 1 X — G 1 D R
FH TIX 4 ROS 977 A2 I AR NADPH S Ak il 1T 2 FH
5% A Z N[ Ra U
1.3 I8 E5E 5 NLRP3 R E /M GE

VoS A 2 240 it v 22 b oK A 6 O it 47 3 P, T T
N TUAR B 1 DA RS 08 5 00 0 1) o i o 40 Bl ok 1 e
AR R 1 R AR AR B R Uk B T U B 16 R IR A
i WA T 3 5 X6 40 L 5 A5 2 o R T, — 6 TC I R A 1) 25
A R 16 I A 2 3 P AR ) B ) 2R
T I S P 28 P A TR o L S RO % B, A P B
TENTER I P i S 4 i R S R 5 | A
TRBEHASS 5 S /IMAT TS AFTE VIR R AR
TR 24251 NLRP3 480 /IMA 1) 2 384055 , i
1 LRI B R A I AR TR AL 5 B 75 B A
45| I RAE/IMATLTE , 2B AR Ik 2 NLRP3 3%
W Y R R R, W R R R cathepsin B T1E
NLRP3 (143 i At ke 242 276, #0361 cathepsin B 4
BE % LRS-V AR 5 | 762 19 NLRP3 30056 1, I 3 1 BF 9T &
W, 5 cathepsin B A cathepsins C.L.S DI} Z 5T
VAT RS 1) NLRP3 ARAE /MA I G ™o AHLE A 15
cathepsin B J& ¥ il {4 {12 2F 9 SiE /IMA IS 19 32 28 1
i , 3 3o IR A R B siRN A TTTBR ) 7 v M il cathepsin B
S5 A B RE A8 [ 1K BMDM 4 i b 1L 1 B A Rk,
1.4 BIES NLRP3 R /IMEEGE

0 A A P R AR ST R 8 R A AR AL
il , FEE SR Z RS N T AN RE S s
A W AT 1) TR B B TR B AR L R 1B
MAERFAN A B B A9 1E 3 T RED . AR o & B0, F WX
NLRP3 4 5iE /MA B 30T A H A I 2R 2 & X g



168

VIR ERI 24l 20224F Hi454 5524
Journal of Southwest Medical University Vol.45 No.2 2022

M ARESE K& P, 5 5 NLRP3 RAE /MRS 5 £ ik
F WK B8 SR 38 33 TLRs Be iR S RAE 5
] W55, B £08 38 25 6T pro—T1L—1@ B 1) o 6 ik BEL A5 N IL-
RP3 S AE/MAXT RAE 75T, 3 H X — I W AER N
SEG FR AR E] TR B UEY . NLRP3 4855 /MA [ i 3%
15 5 FITE 15 SHRENS A 5 A WK A9 BT i,
OO 5 5 e s 2 7F TREB 63555 B W2, 1M
£4E ATP . J& H FEAT B 76 N 9 NLRP3 255 /MA B3
TG 1E S WREE XS A R FE S E R LR T %
B, NLRP3 AR AE /MR ZH 2% 5 BEAS 1 [ W AH 5 25 11 p62
PR R A R B AR AR X — NGB AE LPS
5T 10 /N T3 ot 22 440 L 2 R HP A5 380 35 TE Y SRRE /A
HZ R EE 11 NLRP3 1972 R A2 LR 4k p62 BT iR 1l 11
KR W B A% 38 1 X ASC ) A 7411 1 8 SR /AR £
WG N, JE R4S REAS T 1 1 S F R AR ASC, T
] A W TR RS % ASC BAE Y 2551, RalB (RAS
like proto—oncogene B) [ &35 75 A AE /IMA I T 19 5 1
A2 6 vt e 2 AR AR S R AN AR, RalB
IR 5 | 2 1 GTP-RalB 5 Exo84 FU454 M e B it
FITE RN B AERAE T B 2751, NLRP3 # 8)i 7 4b P R
g e b 5 2 /) B BMDM 48 it 7 4 RalB 4211 R 58
FEAE I RalB 3K 1938 fin, i A siRNA K RalB I 68
O & i /AT S () W A R T~ 1 43 ™) [ B A
FHFJRAE/MAESS , A WA GBI 1 X BRI  ROS %5
GAE /IMA A 5 110 Bt 300 ) NLRP3 4 S /A 1) 381
16 (B 1) o /N H LC3B MRt B 2 80z gk Rk iy 1
i S A L P 3 25 miDNA KSE 5934, 3 H.AE LPS 3
PR NLRP3 7K LA K 5 AE 7K - Y55 1E BRI S 338
W, Guo S5 & L U3 P TR T 45 g 4 i B0k R e 5
X NLRP3 4 i /MA Bl 56, 250035 N Fi il 1 75 5
505 200 P ) SRR AR 9 W 52 A 2 AR S L A7 1) 2 A DA
A NLRP3 B930S , 11 @5 Beclinl S| B W54t
SAEFHIE IR R, 78 22 Pl i 463 2 5 R 1) 9 E /)
PRG5BS P S R R ) TR
PINK 1—parkin 8 175 5 (U 2R A F W5 REAS 8 1o R fif52
R R i) ROS R ORI il 1 52 700 5 | /S 11 P B
P [FRE , R BTS2 B Wt BE RSS2 % NLRP3 4
15 T S W T RAED (AR R R A, BLAR B A
SRR A5 L S ROS 2o B B8 5 1) T ZE ML, (E X
NADPH AL = 4= i ROS F A EAT I/ ™7

5 AR A B AR IR, A IR S I
SR R0 NLRP3 #4006 A9 F o B4, ZEDUR &5 1
I SRR A A W R A% (2 2 NLRP3 48 5 /IMA 1 #
TGO AEL X — B 2 1 A 7 W L s 4 A i v A5 31 i — 25
BSUE, PR v AT A8 A X T NLRP3 AR /IMA R AL E
YRR &S WA AE T FLsh P an i

b moome

D@D

pro-IL-1p Ly

ol

g‘}—) —}. —> Inflammatory response
7SS 3 S S o
m’s,}} ;

NLRP3 inflammasome

B 1 B NLRP3 S/ MR iE 8§50

Figure 1 The effects of autophagy on inflammasome activation
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Y o S AE R RE 0% 38 2o 12 2F D 962 B 440 Y (theca cell)
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] NLRP3 SE/IMA B30 2385 PCOSAEAR™ A Bk
42 , Zhang 55 % BE 3 72 RE A 8 o (B] 422 9 )y XA i) NL-
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AEJ] o RAE A L )RR R L A B B R 78
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