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Progress in the mechanism of pyrolysis in osteoarthritis

ZHOU Xu-Chang', CAO Hong’, XU Yue', NI Guo-Xin'*
(1 School of Sport Medicine and Rehabilitation, Beijing Sport University, Beijing 100084, China;
2 National Key Laboratory of Medical Immunology and Institute of Immunology,
Naval Medical University, Shanghai 200433, China)

Abstract: Osteoarthritis (OA) is a chronic inflammatory degenerative joint disease characterized by cartilage
degradation, synovial inflammation and subchondral bone remodeling. The occurrence of OA may be affected by
multiple factors such as genetics, environment, metabolism and mechanical stress, and its pathogenesis is
complicated. Recent studies have found that a form of programmed inflammatory cell death, pyroptosis, may play
an important role in OA. The role of synoviocyte pyroptosis and chondrocyte pyroptosis in the occurrence and
development of OA has been reported. Many key cytokines such as NF-kB, P2X7, Nrf2 and HIF-1o may play an
important role in the pyroptosis of OA mediated by NLRP inflammasome. However, the research of OA-related
pyroptosis is still in the preliminary stage, and its potential mechanism is not yet fully understood at present.
Therefore, we reviewed the relevant research on synovial and chondrocyte pyroptosis in OA in recent years and

summarized the key targets that may exist in the process of pyroptosis, which may provide reference and basis for
the research of OA treatment and pathogenesis.
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T W 4 Y P 9 T R I 3 B ¥ B 2 hE A2 OA
FERR R ZR L — o VB LT 4L 20 i ) 5 0 s 41 4
W ARG, St IRLT eI ZE AN A . i
LFYEAL R W IR LA 5y — Mg B2 AR A, R IE 2
M AMERGTARE 2, 8% FEOA B3 ST E
AERE .

— RN OA I RAE KBS 5T Atk it 18
PE 55 51 B SR H R AR W) B ) 3 BRI 1 4 (reactive
oxygen species, ROS) I 4 [ -5 U BEJUR 15
PIMHG. R, RS & H RIS M %
& & H (nucleotide-binding oligomerization domain-like
receptor protein, NLRP) {5 5 43T A 4l o AL T2 m]
fEthZ 5T OA [wfEit e ¥, difstr KA s
AT E R RRIE T R4 IR AE B AR 4%
i BT B9 40 M A % 1B (interleukin-1pB, IL-18) A1
IL-18 LA 22 TA AT LASE 5 B o A, JFadad 4
il £k 1 SR A T A IR JER i ) 7 A SR AR a2 4
HRIESRI MR, AT S5 OA MEA KRR Y. BT
Wl B AR, R AR T2 OA iR e
RAERIR B . R, A0 AR T X AR 1 2
HET N E R AE T @ BRI Y, AT AN 5] AR AT
PRAEN o 4 3B A0 YE T2 Jei2 4k I 0 HL i ok
KAEMMICTR, PR EMELT — 400
FET NPT REAE P R EEAE A . 54 TR A
A MIRTEANE], MR TR A R R R B
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TR, OA BCH 4HH - nl R A7 E B 4l e fE T2 Ay
SR RAERE TR T BAh, BRI fIE
PRR, AR AR T T BRAE 1 1 TG 1R 1 SR I 5 4127
YA R Z AL R A Flln, N4
FETA] SR AR R IR 2 RE AN LR 44 ), B B e
MAET T S0 B AORE A 440 P WFoT R, W
JIES | I 2 B T A 1 TL- 1B 1 TL-18 2541 28 (Rl 1
REf B3 S EUR B AR I 2 5% S 0CE 5T B
3t OA Ji BRI, | I WS = Wik 4 A T U T LA
ZEAR OA TR R S8 R LT Ak U0, 3 20 W T et
YREET AT RELE OA MR 8 RE h R IE EEAEH . Itk
Ab, —DUGIREF SR, SXTHZAAEE, OA &3
iR ST 5 f NLRP3 2 (R A8 0 5.4 £ MY
DR, R 40 B RO M PR AR T AT REFE OA RAER
JEHREEEA . ik, ARURSAET LR OA T
JECRIT A B 4 B B T A S RO FU R S, A5 OA AHK
MR AET R LA B S A R (I 1),
DA OA YA JT BB AU 7T 5k OA Y HEAL I F 7T $2 it
B IRIE RIS %, 1 OA 40 A T A LT 9T 32
T 1) B AT T 1)

1 T A
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"5 ZMIERMRNE AR EA R Y, RIEME
WO 4 fil % TL-1B A1 TL-18 25402 48 1k 400 il IR -1 F) Bk
BANFRIE, MM T RS KA S % B2 IR J 51 2 2
MG E ST, R s
DRI, AR T2 B 2RE /M 51 A2 — Bl caspase-1
WA L P PR AE T, EEW RS i ATHES g
RAEMEBGEIRE Y, ZMARET RER ST
ML PR, %Dt i Bl. NLRP {330 52 Toll
FE 52 A& 095 i AH 9% 43 145 3 (pathogen-associated
molecular patterns, PAMPs) F1 Py 5 4 452 155 #H 5¢ 43
15 70 (damage-associated molecular patterns, DAMPs)
fRI 5. 24 PAMP Al IL-18 BL & Ji 8 58 8 B 1 -a
(tumor necrosis factor-a, TNF-o)) 2§ % i /i 5 H X}
N3 44 IL-1BR. TNF-oR &5 &0, 7] S K% 5 5%
[X]F kB (nuclear transcription factor-xB, NF-xB) /&1L,
MO AR 3 L T 9% 3 R % 5% 7= 42 NLRP Fil caspase 5%
W 1 53 A B TL-18 A4 A0 TL-18 wij Ak ", 5 — B &
PGB B, B3 NLRP 2 /IMA K ZH2EF caspase-1
B . NLRP ZAE/MAT] LLY)E] caspase-1 R 7AJF %
TG A ] caspase-1, il J5 G 44 1] caspase-1 JH it 25
H 5K AE R TL-1B BT AR AN TL-18 Hij A4 T a4
(R 28 PEH MO R TL-1B 0 IL-18", [E]i}, caspase-1
AENS 24 GSDMD (gasdermin D), B N Rum 4544
W Ha B PR SRR il — > B AL 10~15 nm [f)
FL, MRS IL-1B A IL-18 A1 48 4 i A+ ¢ ik 21
NS, HSaaET U TR A
MM B AL, T BN N AN A 2 R R P AR A
IR 5 Bl A MR /IS R HG IR ACBRCHR o ] 3%
TERITE R, ARG AR IR, 28 5] 4 i i K
M. B RS R4 M AR T PO 2 31 5 48 R
—E[) DNA Bk, (H 7640 i £ T A 40 M A% AR 2R
REF 7 e 8. DRl 4B TR A T AR T A
AR BRI, A T E I B T AR K
MR E U7 Ak, B gl i A T IR AR R A,
caspase-11 ( ZE/NER ) Y caspase-4/5 (fEANZEH ) 7
DL I 5 02 i 5T N IR 22 B (lipopolysaccharide,
LPS) [MF1E K 8 shiis 27, 18id GSDMD 2R 1
AR ETE AL, fREERRAE T, Xt dEA g
U T ", WER R I, caspase-11 & AJ LM T
caspase-1 1% (A3 A% IL-18", FREIEA M T
FEH AT BEAFTE caspase 2 [A] IAH B #%

2 NLRPRIE/NMKREOAMBET-FRIER

NLRP # i /MA (2 2 & NLRP1 A NLRP3 %4

RE/AMA ) BLE T AT R B RAEIMERE SR
% : NLRP1., NLRP3. NLRC4. IFI16 (interferon vy
inducible protein 16).pyrin.caspase-4 UL 2 AIM2 (absent
in melanoma 2)*”, H#, NLRP1 fil NLRP3 #f 7t 15
BONTTIZ, JuFLE NLRP3, 7675 LRI . HE
I 2 25 07 T R 5 2B ) P NLRP3 40 /M A
#& HH NLRP3. ASC (apoptosis-associated speck-like protein
containing a caspase-activating recruitment domain) FlI
caspase-1 HUARZL A, fFET EWRANM. A IR A
AR AR G A b ) — M 2 B A 2 54 . NLRP3
IS 45 & AT ASC Sk 574 caspase-1 HI AT ik
NLRP3 #&5E/NMA,  H AT ORI PN IR EL SN PR
7 0] LUBOE NLRP3 4 E /M &, f3 4% LPS. ROS,
. K AMNR. Ca®" iR, VAR RS kLT
Ui 2l ik 55 P2, WG ) NLRP3 485 /MA 7T LA
I YIH caspase-1 FiI A& B 7 0E K 5B 2 S 4
M7 S A AR T

H1 T NLRP3 58 i /MR A1 5 0 52 12 P 0 % 4 4
JOAET:, 0T B 28 0 A& OA ) — Ffr 1L 78 95 BE AR 4E,
PRI, WA AR T R e R B A R, HAT,
O #4r SCHRHRIE NLRP3 48 /M 1] 5 OA 1
IS b TR 40 AR T2 DDA G Y. Zhao S
HIBONRANIIRER T AT OA Z Al K &R .
ZHF 9T 45 5 5 %, NLRP1 FI NLRP3 4 % /s & 78
OA B FIER T RAL h ik ; FIH LPS 753
FEJ R AR I P AT AR 20 i FE TR, B siRNA
## NLRP1 5 NLRP3 ]3R35 4 fiE 1 % [#1K ASC,
caspase-1 ZEAM W AE T AH CIE R A B I RIA, 22
TR R AT 4 A T . 3X % B NLRP1 Al NLRP3
PERE /IR FT REE L R 42 T R P B T A R R 2
5 OA WIRAEMEJE. OA W IEAL L rp 776 241 i =
RS589 OA I LA FIG T 8L s RO B Fe it 1
B . Liu 25 V050 H AR S R 4140, R
FL T OA B A b A7 A2 B A AR T2 AT 52
Wi 3R JRE AR A b ST TSR B, A AT 2
(cyclooxygenase 2, COX2) 4155 Indomethacin 7]
L4 i LPS i 3 1) 8 B 41 i caspase-1. IL-1p Al
IL-18 ¢ 4f il R oM R R A I RIE, JFHEI %
(1750 A i . Hedgehog 15 53 #% #11 il /1) GANT-
61 5 Indomethacin X FH 24 Re % W[4 A S 2 4
OA BB HAIMAET:, PRICIERM M. iXKH, OA
BoE AT BEAB AP E A AR T R e, Zu 5 Y
AR F3E (Epimedium) "R SERUE T3 H (icariin,
ICA) WFFE KL, ICA 7] LU 3 4 i] NLRP3 28 $iF /)N
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RS F 1 caspase-1 {5 5 i# %, ik LPS 5 T A
B0 MR TS AT AE Y 28 5E, T NLRP3 )3 204 nf 3
i IR 5 fE KB OA BLALHR B FE thadt— 2D
sz, ICA Refi% i@ i 11 i) NLRP3/caspase-1 15 5 i 4%
SRR NS OA. MG, FhisiA %
AN FC I BT OA ¥ B 2H ZURN R 4 23 b vl RE A7 AE
MR AR T HEAT TIRABT T . 22 ERTiR, NLRP
A S EE T AT BEZE OA YR AR I F b FE AR A,
NLRP A f8/2707T OA HIH R 7R85 o

3 NF-xBZEOAZmBaET-FRI/EA

NF-«kB F 45 5 4Nt RelA (p65). RelB.
c-Rel, p50/p105 F1p52/p100, LIEWF7T £ ], NF-«B
Refg it bR R B ) 2k, (iR adk 90E I AN
BHAMAE RS, 7225 OA MRARRE ™ ; i
NF-kB /& NLRP3 7 i /)M & b i () 5 205 B 1
A% 10 15 5 NLRP3 % 55 0k e fink 2 98 hE /M4 1)
JEBH AL BT, Hu 25 PR R I, MR 25105
(Corni Fructus, CF) Hp g U 32 ByE 4 a4 Loganin
RE A% 30 2 B A B OG 1T ALY/ BV IkBa [ %
FR AL T p65 A% 21, .3 HHH] NF-xB {55 il
#% . AL, Loganin AbFR I 0 5 T OA /N FUAK
HH AT OCEE 5 [ cryopyrin 1 caspase-1 1)
ik . X$EIR Loganin 1] gk #1] p65 ## AN,
Ik /D> caspase-1 [ R IE, &R T MET.
Ak, 2021 ) — 58 R, 1R N2 CF 1
B H| 38 br 2 —, Morroniside [F] 7T DL it 1) 1]
NF-«B 15 5 1 i 4% T 15 177 411 1] NLRP3 £ [5] %% 5 Al
NLRP3 RAE DAL L, FEAL caspase-1 FRik, ZEfF
OA /NREE YA T ™, Lico A (licochalcone A) &
MH BRI 8 RE&Y, BAPR. T,
PrESE 2R AEYZER ® Yan 2 P BRI,
Lico A FJ LA~ 1 LPS i 5 19 OA /N iR 4 41 g v
NLRP3. ASC. GSDMD. caspase-1 LA f 4 % A +
IL-1B F1IL-18 My 3Rk 5 FIRS, ZFAREx, &l
Lico A #bFHJ5, OA B YU IxBo [ P& AR p6S #4
BANAZZ B, kg KB, Lico A nJgg@E T
/N OA B Al i H 1) NF-xB {5 5 % = 5 i
5 NLRP3 #RE /M, AT #0] LPS 15 5 (1) 4w 48
JfL 4 T RN 2 L S 0

i BRI, AEHRE T, p65 —H k5 NF-«xB
77 kBa AHEAEH, DRSS S, A
bR B EgnH R B, #E LPS [HIBLT, IkBo-p65
GEA TG RR L, S NF-«B LS, T

NF-«xB M40t 53 % 7 240 B % %, 0% NLRP3 %
RE/NE, FEAEHE IL-1B AT IL-18 BB 40 M4k, M
M-S BREAMEET. HilA K OA T
I 78 R BRAE 250 E LA, H S ZE DL 25352 )
NE. A& Loganin, Morroniside PA & Lico A %5
TR 2 i v 2 PR A T 3 Bl  f i) NLRP3
B OBE F U IR T NF-xB, M FHAS 28 i A0 2
WadpaT, ERRPREMRKER. B,
B EE X Ho 4T ] NF-xB 5 5 8 B 0] §8 A a6 T 2% fil
OA K EdMuMET .

4 P2XTHEOAYAET HHIER

P2X7 (P2X purinoceptor 7) f&—FIERS FESZ 1A,
T BLFE G 5 At M R0 1 4 B 55 22 P S B 1) A% 20 e v
Fik . P2XT 32 ANV FE ¥ Ty e P B -8 3 Hh o i
IR = RARH L, & — M = BRI (adenosine
triphosphate, ATP) | 9% il . P2X7 K115 =
R e 2 MR R, AT 22 51T —
RO 5 JRER KIE 5 mg

DLAEAF F R 7, AR — > S B I 40 I K,
P2X7 S TE ()0 2 O3 20 L ) JR I S A B
M SR ) NLRP3 98 hE /A 1) S A T2 e, gk i 2
ST B G AT I TR PR 9 RE R (R A
RSFHHEHLSRESRENEERNR., 5IEFHHHA
A s ATP IR RS AN IR, 25E FRA 40 1
ATP R R TR ST ZIRBET [ 4 f 2 Rk
K& ATP 5 P2X7 245G, Il E Fi#iE,
143 Na” Fl Ca”" WA, B K (K4
JE R NLRP3 R /MARIH R 2 — ), S840
MJEE LA BRI, SR E R ATP 2 P2X7 3805 )
KBS T P O v S A R AL 2 R
(monosodium iodoacetate, MIA) f4) £ [ K i OA #5
RIRF LRI, MIA A feid I 175 5 50H 40 B R 8= ik
& ATP 0% P2X7, T4 OA Bar A iu R 1ok
BT — B I 7t s, P2XT HE B AR
MIA % 5 i) NF-xB. NLRP3 FI caspase-1 /&5 % i&,
I P2X7 5 71 BzATP (— F Lt ATP 2% /7 5 55 1)
ATP K4 ) MIRBLH AR PEH . Bk eh IR,
P2X7 W 3 it NF-«B /1 5 OA ## 41 g 1 B
PR, P2X7 Refi 78 = Wk BE ATP I~ il s +d
18, B HOE NF-kB 270 NLRP3 #RE/MA, 2%
FEHEMBPET.

IEAk, P2X7 A S Ca®' A FITF ) AMP/
ATP LU 2] DU 8 & 52 18 AMP 1O & B Tl



A

Jg 5, % AMART AR OGN R 1 IR Fuid e 405

(adenosine 5'-monophosphate (AMP)-activated protein
kinase, AMPK), #11 il U 7. 20 ) 75 1 55 2 8 &
(mammalian target of rapamycin, mTOR), F¥{& 741
Fi e B gt Rl R WK 2 AR S A 1 Ml
B HEE BNV M A, DR RR A RIS ) RN 22 i R
iE B, B SRR, i R IE mTOR B8 W% 40 2 40
P W, TR EEECE R AL ™ T P2XT B SR
ARG H WK 7RGS0, P2XT v %
[f) K" AhJE A Ca P ¥E G 26 K 44 ROS Al Ca®/ 45
W 2ROt B N, Bt T I8 3 AMPK i B A1 )
mTOR, fuEERik B W AME BRI R L. 1R
T JE Wb By, WA AR 7824 AMPK F1 mTOR 2 |f]
HIfE S, ANBES WA RS T I WA e A B
1) B AR SR RE /IMA S TR, e A S B g T Y
AR, AR AR IS 3h B 24K 1) BzATP
R, P2X7 WIRIAEUK « & 4H0% 1 P2X7 @il
AMPK/mTOR 15 5 i@ B e 3k Wk, 0 B 240 P 5
T, AR OA 5 AL, P2XT7 Byid B ius 2
et mTOR Y H: /b E 1, AT 3 B0 g £ T A
g REm ™. Rk, @ P2XT IR A,
A i AMPK/mTOR 15 5 38 B SR A2 8 5 W, AT
SRR MR T

L bRk, P2XTAE AR 145 S 1 EE, #
i 5 ATP 454 JF B BRE, M  50 Na™ Rl Ca™ I
ALK K i P2XT7 S5 13 F IR AL R 95 1
S, TmHAHMMET . EEE IR YE B,
P2X7 4 3 B 40 M S B2 DL WO s AR AL S T,
20l 11 2 LR AL IR F W i A AT L Rk
P2X7 KBS KV 5 AL dr iz T 1) % PIAH K, P2X7
BRI BRI W] REXT A0 M B A ORI VR, (B BEE B0
IS 1) E 1 s PO, W 35 S AR T .

5 NrR2ffOAZARBET-FRI/ER

ARFITJE N, ROS 1E OA (1R g h R B AR
ROS TEARIKEEIE LT, REW 4 IR AR HE D)
e s R1M, ROS [P B2 42 FE OA K AEFIK
J& . % Fh NLRP3 )57 ] 7+ 40 3 ROS 7KF,
1M T+ 5 ) ROS X1 NLRP3 %8 i /MA IS 28 ¢ 8 28,
El NLRP3 3 3l 7 7T Bl i E 3 ROS /K 1 H0E
NLRP3 % fi /M ¥, A5 BF FEEsE, 7EAE R N
ROS R 5 P S AL B 5 1, 3 20 NLRP3 48 5iE /)
RIEAL M, B E2 FHSHF 2 (nuclear factor E2-
related factor 2, Nrf2) +2& 4k N A% B a8 Al O E L 5
K, J& T CNC-bZIP ¥ 3 K 1 5K ik o FEAEFLARAF R,

Nrf2 FEAFAE TRl b 287, 4 ROS /KFF
i, Nrf2 7] DL S0E P SR o IR ) (1) J
NI4T R A H 1 (heme oxygenase-1, HO-1), {i£it
PrEAL I BIFRIE, DI 28 i Al 48 A0 LA B R 1
AR R R

Chen %5 " % Bl OA & % F1 OA K ¥ i o
Nrf2 K H R 7 HO-1 £ #iL, R NLRP3
A ASC FETHREANREWHET . ME,
fs FH SW982 A K A J 4 il R 3 1 Nrf2 5 OA ¥
JEL A i £ T 2 1] ) Ok R ORI, LPS HlUE ROS 5
TS NLRP3 58RE/NMA T 2H 2% 5 {1 siRNA R
Nrf2, 4f i 1 ROS 7KV Ft &, NLRP3 Fik b .
TR B, ROS A] fgidid Nrf2/HO-1 {5 5 H e it
NLRP3 78 iE /MR AH ¢ (1) B 4E ML B T2, AT i 4%
OA JR AR RE R (1) 28 9E I M. TTRE R T AT IE
WA, OA V4N (1) Nrf2 &84T maR sk
A, PR A — PR R A Nrf2 2
e 6% ok 36 5 HO-1 RIS &R PrE LM ER, M
U NLRP3 58 i /N A #1011 B4t PR AR T2 2R,
HUFHE LR, S Nrf2/HO-1 12 538 1% G % 18 i #1
il NF-B 38 #% 8 6 98 R [ B, 1 41 Nrf2 0] DL
RLGE NF-«B 3 B oR e dE 40 R 7 = A B, i
8] Nrf2/HO-1 5 NF-kB {2 5@ I 77 7638 HAE
Nrf2 o] fig il ik NF-«B /- F 4Tt fE. A5
FER A 2 H BE 2 I Lico A 22 fif LPS 55 (1) /)
R OA T 40 i £ T 1 BF 78 b & B, Nrf2/HO-1/
NF-kB i g 5% #01#1] LPS i 5 ) NLRP3 4 iE /Mg
AR 4E AR TS« B Lico A MO 1 Nrf2 fE6% i
Z M NLRP3 48R /MA 4k, I BRI 25E K1
IL-18 F1IL-1B FERIA, i fc bk Nrf2 % K 7] 5 2 BH
Wizl /e B FiRgE R, Nrf2 i f8/E OA
R AU B AR TR .

g5 EHA, ROS AIAEZSHUE NLRP3 ZE/MA,
MG 75 AR &M TL-18 A0 TL-18 20 i, S84
FETI, fE OA MRAER Pk EEA/EH. 1 Nrf2/
HO-1 {5 5 Al §E S 5/ T ROS I OA ¥ AN
WEMMAET, HH FREFEE NF-«B {5 518 15 %
PR 9. B, Nrf2/HO-1 1f GE7E OA i J&@ ik 56
BEVEH, W) Nrf2 7] gg 2 ] OA E M fE 1
A BEIT F B

6 HIF-107EOA B T HIER

K455 5 A - 1o (hypoxia-inducible factor 1-alpha,
HIF-1ot) 72 X 20 A R S B o2 kAT 1 75 0 0 Bt % 3%
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To IEEWRTHET, RAEEESTRE X%
JZHCE M A A HIF-1o %15, PAFA 5% HIF-1a
7E OA H{EF I 98 32 EAE R AR BCE B i B 2
HIF-1o FRik F 5] Ak i 4= 28 A AL < i
THE N MR RCD 5 R E T E o, BE
HIF-1a 7] _FifIMAE W % 4K R T (vascular endothelial
growth factor, VEGF) {151k, FHUH AL M4 77 i 4K
B NER, @R X BIA BT s W
&SN IIN= D s TR i N P e sl s A = K
WL, MM SECE e ™. Rim, A RER,
HIF-1a B8 _ERE & B 7 AAE KB 1R, A
BOS R 4EA R I ST 4tk PO, XKW, HIF-la
Al EEZ 5 OA SR M s A AT 72 . thah,
AT RN, EACE AT T HIF-1o 7] DUE IS 75
S ¥E NLRP3 SR /IMA S 5 fn v B Bl )s,
Zhang %5 B PEAIAF 78 T OA KRR HIF-1a 55 7 i
L EA AN I AT AE A AR T (B R R 1AL
Wor, OA BEAUK RIFIZH 214 HIF-1o FI5R1A T3
JhvE, ) HIF-1a 238 7] DLBRACEE AL A KRR T -B
(transforming growth factor-p, TGF-B) &5 £ 44k, bric
YRR 5 3BT FIR N, HIF-1o JUER ] &35
BEAI LPS + ATP 53 AW I R AT 4R 4R M AR T, R
caspase-1. ASC. NLRP3. GSMDD. IL-1p I IL-18
MM EE T OGRSt N 5 T T A 4
O i 2 i TR AEOIRAS I, 4 A T O B B PR 3Rk mT
DL 25 BRAR LT 4EAb AR it ) i R ik . 1X 3278 HIF-1a
ARG TN AT B 0 R g e R RS AT A A AR T AT
HIFMA 4L .

R LTI, OA TH LT 44k nT B /& 3 5 28 hE
FEAL BB 5 & 45 3, HIF-1a 7] gE i@ 9% OA
TR A e AT AR, AT s2 0 OA ¥ i 98 hE
M4 AS, {3 HIF-1o 5 45 540 A= 1 2 8] /)
T U4 5¢ 2 AR OCIE #5148 75 23— 20 B . h4h,
PAEAG 5% HIF-10 8] HIF-20 5 88 1840 2 18] 96 & 1
WA %, FF W A8l i AR 2 8 14k
SEP L FTE R, KZHEA I RIGARER
OA BH BAEWGLS . WAL P 1) R0E SRR
eI KM SORES BT A AR 2R AN A Y 2
RASERERETE " Wik, ERN— R
RYEMMICT- T, HIF-1o 55 508 B R AT 24 40 i £
TR &M 90 R 2 15 5 B B4 TR AE 5
PR AL 22 R A AR IR AR T

7 INEERE

RUE H BT 2 B 78 3 B9 NLRP3 AH 3 ) 1 5 41
JE R R A £ T AT RRAE AR I OA R A Rk
FEEBAEH, (AW A /D H 5858 7R NLRP3 X
OA AR B I AR AN TT b B9, kT B2 i
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