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[Abstract] The nucleotide binding oligomerization domain like receptor protein 3 (NLRP3) inflamma-
some is an intracellular polymeric protein complex that plays an important role in inflammation and immune
response. In recent years, the study of NLRP3 inflammasome in hematological malignancies has become a hot
topic. Leukemia is a large group of clonal hematologic malignancies that affect the maturation and/or prolifer-
ation of bone marrow or lymphocytes. More and more studies have shown that NLRP3 inflammatory micro-
molecules are involved in the occurrence and development of leukemia,and it is expected to become an impor-
tant therapeutic target for leukemia in the future. In this review, the structure, biological function, activation
pathway of NLRP3 inflammasome and its relationship with different types of leukemia were reviewed,and its
potential application in the treatment of leukemia was discussed.
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100 Z /4], B I & —F b F & 3 418 (B R ¥ (multiple myeloma, MM) . & 86 & H ILE (acute
o JELAH ML) S8 A8 TR KA R X AR E 2 R EUE B, myelogenous leukemia, AML) L2 ik U 40 B 14 1L %5
A TN 1 NG N ol 1 R R O 1 1 o S (acute lymphoblastic leukemia, ALL) & 14 8 & 1 Ifil
2018 4F , [ I 87 &R 24 43 T3 46, ik B R AN %G (chronic myelogenous leukemia, CML) . 18 M #k B2

BES L H o ) M 110 T . I G YT £ 4 Jf 19 195 (chronic lymphocytic leukemia, CLL)™,

BLHE A 7 PEARST UM IR IT AL R T . A SCRRER
W IR 2 & 5 RAL S M R 2 A A 3 (nucleo-

tide-binding oligomerization domain-like receptor
protein 3, NLRP3) % i /MATE il 7 48 % 1 i g v

ICAESR  NLRP3 RAE/MEGIE T T KRFEHEWXE. A
UEHE B, NLRP3 £ A [a] 28 78 i) i g o HL AT £ 40
PO AR K A MR VR S . HAT NLRPS R AE/MA
T I A 7 AR A o e O R Bk 4 R 4 B e
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YERAAFAE AL, A SCFE B NLRP3 R AE/NMALE A
M & A R b B9 VR FH AL A7 25348 B i NLRP3
SAE/NRTE I G 5 YT RO AR, SR A S A
T LI (4 9 /IMACHE 8, A T 208 0836 97 SEL I R
25 $E 5
1 REEMME

RIE/MERE—F AN ZE ARG ST 7E
BOG e R Rae b R CHEN . EN1E TR
iH 5 3Z {& (pattern recognition receptor, PRR) &K ji%,
NG HE R A A SO IR A R S 5 R A AR B
St 2 b = R AR K R -1 (caspase-1) 307G A BE IS 1Y
120 Mg/ 2% (interleukin, IL) -1 X WA E Bk, &
E /N G0 th 2 D 5 A B 4 NLRP1, NLRP3,
NLRC4,AIM2 Al Pyrin, NLRP3 % i /A 2 #% 1 iR
B R Ak 45 #) 31 (nucleotide oligomerization domain,
NOD) # 2 fA& NLRP 3. 5% % 5 4iF 55 5% (19 1 5257,
NLRP3 RAE/NMATE 6 K G 5 240 M (LA 48 B L I 24
FtL R 240 L RS SR A0 D 3R 5K (A AE T 9k 2 40 i
B I B 20 R s ot T AR 40 b st L R R
BT 240 L Ak A AR 0 30 A8 Ak B A7 iR, B 3 FhE
FI2H B, 0 250 20 2% A BRI T 1 52 & 9, 046 NL-
RP3 ., 40 i 8 7= #H 5¢ BE 45 % 75 A (apoptosis-associated
speck-like protein containing a CARD, ASC) #1 Hj
Caspase—lm R
1.1 NLRP3 X j& K89 25 M & 3 48

NLRP3 ZAE/MEE A 22 A Al NLR FK% K
B3 B 52 G R Y B S 4 R Bt 22— o Y B AR R
#4HEH NLRP3 . FFRUN & 1 caspase-1 FI & A ASC
180 200 08 T AH O BRE R A 2 . NLRP3 Y 25 14 1)
5 3 D EE M N v Pyrin 45 44 3 ( Pyrin domain,
PYD) .C %ii & & 5t % 2 # & J¥ 4 (leucine rich repeat,
LRR) 7 F 50 8% 1R 45 & A 55 R AL 45 # 38 (nu-
cleotide
NACHT £5##) . NLRP3 #1 i PYD A & A LUJE
JLET 4E . B AR HAE H AT AR 3¢ ASC, fie #E ASC A
M Z R LRR /R A B BT R,
W, E25 7T RE/NMREER A FME, B AT LRR
9 NLRP3 734815 Bk, NATCH 454380l f — 4243 A
4 AT EERY I A R 45 A 45 49 11 (nucleotide binding
domain, NBD) ., 2 i€ 25 #4 3 1 Chelical domain 1,
HD1D) . A # 12 je 45 ¥ 3 ( winged helical domain.,
WHD) 182 i 25 #9382 (helix domain 2, HD2)!"/,
Hrh ,NBD 5 ATP %54 {2 3 NLRP3 #58 % b, i
HD1 At WHD 4% NLRP3 55 41 i J& 1] 98 75 & [ %
it A DG I 25 5 JE B A AR Ak 3 PYD % 58 R B
JE I ASC WiR% . 38 3 2 Bk K A% il 0% R 55 B 45 4 B
FEAER , ASC X EERUN FHI caspase-1 AR, %
H AR Bif J5 9 80T O 28 00 A AR K i LU 1800 1 2 e
KA1, TEPE caspase-1 #F — 25 24 i 101 56 A7 76 1) 4i

binding and oligomerization domain,
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M F AR pro-1L-18 A1 pro-1L-18, ;= A= 1% 1 41 Jifg [A
IL-18 1 1L-18"" . [}, i 3% 7 caspase-1 il T.H9 N
Uity Gasdermin-D 5 7 2 {37 ) i I I 78 Ho P T AL e 4
T BN A0 L R 5 0 R R A AR T X — A
T B R A A ST T S
1.2 NLRP3 Xz MR &

NLRP3 7E NLR 52 R 5 5 2 — T8 — 09, o
B M — T A B 8] 2 Hb Bk 0 22 B0 M RS R R
I A5 5 W - A 45 95 IR A 6 43 F 115X (pathogen-asso-
ciated molecular patterns, PAMPs) , {5 7 RNA ¥
A= W) BE 2 AN T 2% TR0 s 45405 A 06 23 7 B X (dam-
age-associated molecular patterns, DAMPs) , 41 JK fig
AR CATP ER A FR R B V2 B, G JB00S BIL i bl L A
%%, &4 NIk HF5E R W, NLRP3 R AE/MA ] DL3E i
3 PR A A5 5 30 6 S0 - 7Y e 28 MR A% IR RN
(EI -2 1V X
1.2.1 #A®%HF

NLRP3 4 AE /NMA ) 81 R0 75 22 P9 > o 72,
58 S E S MBAEE S . 5 30 i 40 P 30 PAMPs
RO TG 243t , 5 PRR 2 Toll #£ 32 4K (Toll-like recep-
tor, TLR) 5 #% 1 R 25 & 5 R AL 45 #4932 (nucleotide
Binding oligomerization domain, NOD2) %54, 51 i3
20 i R T L 4n 98 3R 28 I T~ (tumour necrosis factor-
o, TNF-o) #1 IL-18] S B B A F-«kB (nuclear factor
kappa-B, NF-xB) #{ 1% FI 5 [H 5 ¢ . NF-«B J& —Fh
AR 9T O R AT 35 S A A ) NLRP3 . pro-
IL-1B #1 pro-1L-18 &3k . Jf ff H Bt i o 45 gt .
BOE (S5 A% PAMPs 5% DAMPs 4% ] — Ff 2
M, QniBRL L SRR ATP BT 24 LG 5 7% T
FH AL A0 KM Ca® il & CLAME 2R 1A 76 1 41
T CEARZ R R DNA BRI L B A0 405 F g R R
Ry, BOE S NLRP3 il 54 5 A ASC FIsk
A7 e S N R MR S A S R N <7 = =
B ERMK ST RIE/NEE AR BOE 0 RAE
MBS T TL-18 A1 TL-18 (9 B, O 38 2o 24 M HL 80
F Gasdermin-D iS4 AETS,
1.2.2 F#HA@FZ

Jp PR S /IMA P e NFE 1Y caspase-4/5 Fl/NER
() caspase-11, i A4 caspase-11"", i3 2620 i K A& il
il o B 3 518 £ B (lipopolysaccharide , LPS) 454, 2t
S2F TLR4 BOHANAE A LPST™ 5 ifn i BF 58 K 1A
LPS MR A H %5 /MR caspase-11 30 A& [a] i 4
caspase-4 Fll caspase-5 [ bt K 4 il 5 45 45 ¥4 39 45
A FHECE MR &SR A & Aok . m e
caspase-4/5/11 25 H K@ PE V) E] Asp276 (N Gasder-
min-D ) Asp275) /Nl Gasdermin-D FH B N K
ity 45 A6 8 12 45 1 B 5 R v A Wl B L B T UL B
BRI Eh FOBE G Ik 22 2 MR 45 & . IF 5 5 AL P B 40 i 45
T DL KB R B K AN HEAR R 45 e NLRPS 48 4%
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ANMRBLTESC A ) E A IR 1 -2
Y 475 POk 5 - sn-H Y- 3l ok JIFL Ak 28 3 B T B 42 5/ B
caspase-11 F1H R [F R AN caspase-4 454, I #0628
R 20 L v Bl 25 8 NLRP3 485 /A
1.2.3 #RK®iz

B 1 SRR R R R AR AN I T — AP O R B
NLRP3 3 i & 12 . % & 12 H A 40 M 28 7 4 Fb oy 5
P AGE I LPS HA 28 R0 B A% 20 AR T S 2 /D B
AN, ik TLR4 % 45 55, 768 5 0 19 #F 52
AR T EET LPS WS ATP BB BOE AL . 7E
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R ALE L, AN ATP 5 ATP |4 % F il 8
P2X7 4545 fik & K A, I 0TS NLRP3 % 4 &
T8 B, 7 el BB 98 Hp L B 8 0F BH 5 44K e
ATP By K™ AN A5 B . 78 ARG B 40 i
WL B R AR R ORE /MR BN & i NLRP3 I i 1
TLR4/TRIF/RIPK1/FADD/CASP8 {5 & & & 4 &
gt SR A E B R T 4 i N T NL-
RP3 R AE /M Y I sl 145 Tl 80005 38 42 A 2 R0 B T AT
SRTEZ ASC Fll caspase-1,{H NLRP3 B #7642 5] i
ASC BER B E T SRS T = AL ILIE 1,

B »E
HBRE s iRz g2z
LPS IL-1p TNF ©AMP) PAMPY K+ wR. Bk EERMAME LPS
R \ .,.. (&, p-RMHEA) Czm) r
TR IR TTNFR . Bk TLR4
| . q @ LPS
MDP 2o \ . l
l l , .ﬁ\ A 552 ' TRIF
d . PIPK1
551 NOD2 o8& RN RO i —rr FADD
—_ ﬁ% | ?gggﬁ - A caspased/5/11 EsnaEs i
ASC d R 2 l
¢ N -—
7 T—NI % ’/,/ ! NLRP3 #g/\k Stk cas;()asteA/?/ll
y r’pro-lL-l[N ----- el caspase-1 (D actve
pro-IL-18 Ji ! pro-caspase-1 l > NLRP3 #55E /MK
\baoroa< NLRP
g Z i NEK7 IL-1p @» : > mem pro-IL-1p %’ R &
— ! IL-18 == /_\ @8- pro-IL-18 Gasdermin-D pro-lL-lB}o IL-1B
Gas ermin*D—NT% @’ Gasdermin-D Gasdermin—D-NT -- . :
Gdsderni nDpore#/ ;.: pro-IL-18 IL-18
IL-1p =m [
IL-18 wm i i

IL-1R: F 40 A 324K 1 8 TNFR . iR SR 58 K T 32 44 ; MDP . i B2 — ik ; NEK7 : NIMA 1 %888 7; GSDMD: Gasdermin-D-NT ; Gasdermin-D
Y N A 345385 pro-1L-18: FH 4 I/ 2 18 B4 ; pro-caspase-1: caspase-1 B {A ; TRIF: Toll ¥ 52 (K 45t % & 573 7% B T & B; PIPK1. Z & i/

IR AR (R 1; FADD: Fas M CPET- BB 1 .

1 NLRP3 ®E/MER B Shfl & #EE R 2

2 NLRP3 ®RfE/MES5 B M5

AR RN i geE O B v B R 5 A5 A AR KT
FE 58 40 M P 19 RS A OG, i TL-1, T4, 116,
TNF-o. % b K B F-R(transforming growth factor-
B, TGF-R) Fl 1L-10., BE 5 42 ok g & A= . X AL
3] TSR Al T S v R i A
FRENY A W 2B IR L 3k S 38 LA 48 20 i PR ¥
I 7 A R O 5 B e R SRR AE

SRNT 76 A P22 200 10 v 9K 3l 98 A 3 62 A 8 0 40 JiL [A
T IL-18 77 A4 B S B AL ) J2 NLRP3 4 5 /N A 19 3%
. AREEAERYZSAY, NLRP3 o] fg A A & A9 D i,
T bR T Bt TG SR 0 R M, 6
T NLRP3 #5E/IMATE H 1 i/ FHF e b, |
I AG — ., NLRP3 RAE/N A BE AT L 3E i 46 3¢ 1
SN AR 530 L T I P L SCRE % G L 51 R A0
FET A e HE R OF BLAE I & A L R R A

[Fi] B 399 2 4 AR T AN T]
2.1 NLRP3 %45 AML

AML & — P B 5 Bk 20 I 75 38 10 3R 58 b 3G 78 1%
PEMRE 2 19~39 BB E bW W H s . H Al
AML TR 43 AL A & s L 8 S T A L (BB 5
FH],NLRP3 RAE/MAFE AML 888 11 100995 240 il v it
Tk MO . 58 B OBUE A LD ZHONG
AU LI AML 4 NLRP3 8 RE /A 4 0% 412 17
F1 I 200 P18 B, 400 ) 240 L 0 T 5 14 s A g Y i 25
P, 1 caspase-1 & NF-«B #Jl i %) %F NLRP3 19 %% 1%
i I B0 AR . OB 5T A A A DL i 3
2 3 A7 R 240 M 3 1 5 K E — 20 R B, NLRP3 %
JNMATE AML Hri gt TL-18 & AE B 1L-18 JLF LRk
S MR R TL-18 skbt TL-18 Bt 44 ml #l F i 95
S A, T TL-10 44 i PX - A7 42 4 1 i 40 A 3 e . 7R
AML /) B R o NLRP3 B &8 38 hn 7 5 86 s
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IR U %) 95 G 46 4 0 T A A7 s 1) 5 e 2h L BB NL-
RP3 Al A s o R . R AR LT 25 i i 58 v
& BB B R A S 3R TSC22D3 3 1o il NF-
kB/NLRP3 {5 53 H K 9 /b TL-18 A9 B . M i 10 41
i 200 B A AL A ML S RS 5 0 55 42 R P B R ek 2R
Bi. SANLIU %59 A AE8F 58 % 8 AML E & 1 52
M) K2 FH 5 0 F- AL Bk 8 57 T 0 U 0 o) 7 A A
% Bl NLRP3 Fll IL-1B 76 AML /)N BURC) o 0 8 T} 25
I HE T B R AME 1 @it TLR4 5 H NLRP3 44
IMETERN 25 AML &R HLE . 3 L63F 38 £ 8
mi b NLRP3 G898 08 % (1 i s i 40, b oA 1L-18 B
ARPIROR . SR — TR DT b E B AML B
e b4 i B A0 T 4 & -y Ginterferon-v, IFN-v) 7K F
TIH . NLRP3 #3E B B 58 28 R 40 g (bone marrow
dendritic cells, BMDCs) il i 43 i IL-18 fi¢ i#f CD4" T
M Thl 4085016 . (545 7 B A 52, Thl 20 7K
TI 75 2 1 AR A A P 43 36 TEN- A2 9F 1 15 41 i
TR G . . BMDCs 189 NLRP3 06 %7~
AR SR B BT I 95 PE L PTRE S AML B H LR e
PEIRIT B IR EE AR A . B 2 I 1) S RE ZIMAR 1 AR 43
RIBITRE R B MR T RE R BLA T IE N — N F T
SR BT HAEBE ROB MR R aEH. B2
HLHIBIFZE X5 F T ff 76 W0 A A% 50 F 2 /N R 8L 1) W] R
JA B A E RS AR,
2.2 NLRP3 %& k5 ALL

ALL J& 5 WA LB G o . Bl AR B &
FRI7 I B ALL B W0 A5 311 A% K B9 B3 L B 0
# & (glucocorticoid, GC) , W ik JE #& (prednisolone,
PRD) . &/NL ALL 2 25407 J5 %8 1) 51 B 41 %35 45 »
PRD 3 52 175 5 4 M 8 1 X5 11 00 995 48 Ff 7 A 48 e 2
PEFESS . 1 0006 40 M % GC 0 T 24 1 55 9 o 2 i A
PG AN RA %, PAUGH %5 5 1 4> 52 [ 41 56 Bk B
SEPEAE T PRD XF 444 5] ALL J5 & 1 1 if 5 )L 2 48
MR R . A AT & B, 5 GC 8RR 1 I 06 20 i A4H
L, NLRP3 38 i %) 5 8 1 7 S i caspase-1 S H 3
P F NLRP3 #£ GC it 24 {4 1 57 40 i H 19 22 35 34 m
5 DNA H AL pY 4 B R4 4 B A L . GC T 25 ALL
MM caspase-1 Ml NLRP3 3 K3 3 T A4 44 20 fifg
FeAL B WAL, E—2E 5T B , caspase-1 38 i Y1 El
AT GC 2R GC A4 By 2 T2 B4 A
WA BEFT RSk FENEE Y 148 ] 2Pk B ikt 4a g
L9 LR R B A2 T — Rl B A R AR -1 22 T AR
Wik 7 RIBIT LT R . R 1 (epithelial
membrane protein 1,EMP1) ,caspase-1 il NLRP3 3
HAE PRD I H & #5 18 767E FH 5 D\ S 440 08 18 3 i
R IEH B BEA L, ALL b A W & iy
EMP1 ik KB AKAY caspase-1 Fl NLRP3 ik ; 7£ i
R Z AR B B 9 EMPL %35 58 22 S 15
FRAH O M8 1 NLRP3 Fil caspase-1 K3k 58 4f Y

FTREF 202556 A% 54 5% 64

G5 bR A . DL A, 2748 &8 53 B R & caspase-1
1 NLRP3 584 i 5 shsr A5G . ik, ALL 46 g
Xt GC U 835 FUE I A0 T4 X GC i 24 11 A&
HEY L XK IR AR SR E caspase-1 /NR 041 51
A 258 T BE A, b 28 B0 ) AT DL i GC it 245 B
il T ALL B9RIT 8RR . ZHANG &V o8 T
i NLRP3 25 /MATE ALL 119 5 8tk Fi il IR &
S BESE T NLRP3 % AE /A AH OC 5 [ NF-xB, NL-
RP3.IL-18.1L-18 caspase-1 Fl ASC M L% H R £ &
PEFFk, 1R CARDS rs2043211A/T #1 T/T
F R 5 50 e AR A A0 BORD T 40 i G R R
R O E /N R G 3K R 3t A5 28 S 43 B+ ALL
KR MLE 5T MBS 23 . NF-«B-94 ins/del ATTG
5 ALL G BRI A5G, BEAh, IL-18 19 TT SEH A
(rs16944) F1 1L-18 i TT &K 7 (rs1946518) L) -F- 184
JT NLRP3 A9 mRNA 23k T Ui 40 M K7 59 43 1 .
bR S A N = 2 N T o AN SR T e U
HALH
2.3 NLRP3 %34k CML

CML J& T8 B8 34 A5 M g . L Rr fiF 2 1 6 40 i
TE A F) B BEAS 32 Pl A K R B AT RE R 3
AP B B« U L B R D 4 40 e B B i s A
MIfE4 . feil NLRP3 SRAE /MR H 8 by 9 0 & 1
—ANFEEGERREZE, [ NLRP3 &5 /IMEAH E 5L £
At CML B R EARIE ., — T 5K o
Br 17 NLRP3 &4 /ME#EE Z 85 CML X &,
K CML 4 5 fft 5 X B4l A L, NLRP3 #1118
mRNA FikKFEFE CML H K. i 11-18 mRNA %
KAKFTHE . 75 CML CARDS, I1L-18 #l 1L-1pB 45
o AR R 22 A ME SR R 0 XU 43 2 RN A RN
&, Mz, 1L-1B(rs16944) ,CARDS 1y AT 3 [H &l
(rs2043211) Fil NF-kB -94ins/del ATTG Z2& M5
CML £ # 1 I R 55 AF F036 97 F OGRSk o] gE1E M
CML il J5 Fia 97 A8 0 B 5.t T8 208 0 s
P AL b S st Y PRI O T 4 RE /N TS T LAk
R IR AR B AR — AP ) Oy ik, X CMIL 7 AR K
A
2.4 NLRP3 £ %5 CLL

CLL &% Wi Al Z —, Bl s k&
e B I BB & B Al AR I R . i
o 7 A 2 H R 1 5 PR A e R 5] R G S A T
T ICRE B4 0 8 G R T R Y A e T
WM ARRE R MR TR AR P e A U AE TS, 40 Al
TR PE T i — A AL B 20, B gasder-
min RN G I LA S A8 A L A A T
550 R 85 VI RE O, T REAE MR 1 & 9 AL R T
Uk R ERCEAEH . — 7 . fE AR T b 7 B Y
Z T S AE A T 5 BUEAE H SO AT 245 W i i 24 1 5%
PIARIEE . 53— 5 T o 38 £ 7 AT i 2 M 8 AE T 9 B
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RITHR A, (HAET- RS CLL Za iy 56 & 78R K T2
FE AR AR, SHA Z B0 388 T HA 34
YA T A 26 3 ) GSDME . NLRP3 #l PLCG1 [
BRI A LTI CLL B #6898 A 78 W ik
IR IEE]  NLRP3 % AE /MA B 5 8 caspase-1 4K #i
PERETRAE 48 40 M X 1 TL-1R.1L-18 I Gasdermin-D 4
ST L BFSE R L NLRP3 78 CLL w1 i
T, NLRP3 IRk KW 5 A R, v LU o
HEAE /AR AH I F PR AR HE AR E /N AR B8 TR Ry SR e L IR
HEA AR T, AT B I e AR . ) Ah, SALA-
RO ZU 398 7 23 ] CLL H % vhibk & 4 jig b 1
P2X7R/NLRP3 Rk /MAdl, & 3 P2X7R 7 CLL &
HhdREIFE 12 FY ALK =K E, ASC mRNA
AR H At 3k M1, NLRP3 78 CLL #k U 48 Jifg h
B & 98 NLRP3 UUER I 3% T P2XT7R (1) ik I i
T YA K, M . NLRP3 3 32 3k S 3040 J 7 hm
M, AR NLRP3 AT BE I A3 9 19 i3 S 28 5% 1) 4R e Ik
Bk T 40 M A KL (B NLRP3 b 7 B8 4/E T 11
TR A K TR TR N & 1S . NLRP3 A g8
Sk — PR A K B L A CLL ok W 78 R YT

LY
3 l%\ zﬂl:l:

ZE L Arad A SCHE i B NLRP3 RAE /NMA 14 25
¥ A=W D RE O B R 5O [R] 2R Y I
() 2 R B % B NLRP3 RAE/IMATE (LR % 4 %
J ik B i Ty e EL A OB P L 3 R ONEE R ] — T S
H T NLRP3 48 5E /MA W 0 , B 2 Bl R 1 20 i 1A
T T8 B A0 M A A R ) R TR R L B AR i
iR ) %% AE s 55— i, NLRP3 % 5E /MR AT A S 41 iy
FET R B0E 3 B NLRP3 455 /M3 4 (3 1fn 95 1Y
TR, Rt NLRP3 % 0E /AR J& — Fh i 7 iR 97
FA I 95 B 3 5, 0 1] 3 455 NLRP3 48 5iE /N A % 7% 18 %
R O 5 1 PR L DRRIT R 1Y 3R A A T I
1B 3 BLER P F DL 5 R HL 1 A R b 2 25, ]
Gn ] 7843 F H 5 9 /A XA < R IT 61 fi I R BRIk 2]
PO IR RN 5 SORE PRAsr A R T X R &L 1) B 2 F- AR
BVERFER . BT NLRP3 RAE/IMA LS HLH K& H
TE F1 995 P IR AT SR AEAE G, PR I oA ok i 5 2 %
RAE NLRP3 4 4 /AR A LG & A2 22 18] 1Y 56 & i
TR ARG, LS H I 83 IR T 45 21
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