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TUHE I S T BN PO~ DXl ) o P SR P e
A, ImRRBN B | M, 4514, BB
W EEIR . R ARG %M ANAZ R, Z&
BEAR 5 A S5 fa I DR 3R R W), B B 4E 4R 22
FOERE, VB IR O SR 2 LA
SR E, R U — 2 RCR, ERIIE
FEAR R 2 | 7 RUORAE S KU B X e
YRR IR Z 0, TPAARRRELL < B
XPRPE RAE S AT ZH . RGEMEIA S, g
“HHIEIETR” SCBAMRALIRST, R A B SR
BAMEFH L

Bt MR 45 & S RALG W B2 A IAE R 3
(nucleotide-binding oligomerization domain-like receptor
protein 3, NLRP3) RAE/IMAETESER (B4 Bz 14k 3=
TR, SN R AR EAR G Ik, TR
FEIE DU BE T NLRP3 JE 1] 1510754558 {7 s 1
C/GZ AR5 T BRI Ko WU s DI G, e
G A LHE R 12 HE T P 1 38045 2y S R 71
HHCHEDY , 4] NLRP3 JEAE/MAA T 1Y S 2 RAE
IS5 A B BRI T BB AL

ARSI 3 AR N SME S SCHR, B i& NLRP3
RAE/NMATESER SR P AL, E— 2D R h 2530

KRB 2026-02-24

{5 NLRP3 SOAE/MA T TR (9 B T BE e, LIUI R
s 1) TP B2 23R 9T SR 25T R AR BERL AR |

1 NLRP3 RIE/NMEHER

11 a4 NLRP3 SAE/MA F 2 i NLRP3
AT M R BE S AE B H (apoptosis-associated speck-
like protein containing a CARD, ASC) . e R A
fif-1 B ( pro-cysteinyl aspartate specific proteinase-
1, pro-Caspase-1) F4 7| 4% 41 433 1o 45 ¥ B 4
SYEMEAEA, SBE 518 S, NLRP3 S 181X
RIEMERIRZDELE, 8 3 DMRETESS I, —
A (N) Uy pyrin 45 #4938 ( pyrin domain,
PYD) FE 575 RSB E NS5, JEm
JEENIE RS R R RS SR
gt fy W, @ g K R = B MR IR B ( adenosine
triphosphate, ATP) 3K 3fj NLRP3 & £ #4 4 &% ¥,
A RIERMRME LT E Ty, B R NIMA R1C
WG T BN SRR S IEARER Y, B
S4ERF NLRP3 £, IF U3 C A 55 40 M 17 38 £
S ASC AR CHEM T By, i PYD 253
e K 2 48 55 45 4 3k ( Caspase-recruitment
domain, CARD) #1i%, 7 NLRP3 $Z3iiG (5 5t
A PYD &5tg3 5, i@id PYD-PYD [RIBIAH B AEHS
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ASC 454, [ ASC Y CARD 45 #4338 % pro-
Caspase-1, JE B NLRP3-ASC-pro-Caspase-1 & [H &
Pk, BINLRP3 SGE/NMAE i #1 NLRP3 %
SiE /N K R pro-Caspase-1 H & 55 V], 35 1k #)
Caspase-1 V) &) 40 g i 52 MW K X D
(gasdermin D, GSDMD ) % H, & ffi A/ &
(interleukin, TL) -1, TL-18 F{AME S BEIL, J3
SIFORIRERRAE I, 245 B -5 A5 1
MR,

1.2 #7&#4%2  NLRP3 LRI G 82 B Toll
FEZAK (Toll-like receptors, TLRs) 51434 ¥ fic
RBP4 PR A S 0, R SR A% R T
kB ( nuclear factor kappa-B, NF-«B) ¥ 3, f#
NLRP3 RAE/MARE FKFTr i . IR, BB
it 21z RAGVE R B NLRP3 2 1 E B i itk
A, ARAE/MERE AL, 535, NLRP3
RAE /M KT AL i 7 2 25 H AT REAN ] ) A o
BYEE S, SNBSS — R BUREY
OGP, WIRIEE 5 N s s | ZokifkT)
RERE M . 76 M4 (reactive oxygen species, ROS)
PR ARG, — HAOROE, SAE/IMARLS:
R — RN TR

2 NLRP3 R fE/MES 55 R H

2.1 KRR R RIEN BT IRL , B
PIFRIT YL G, RS 2400, A i i 4%
FH 3P A% AT M 200 i 2 TR = ) 2 AR
V| I T e e v O 2oy R % e W O R P
(neutrophil extracellular traps, NETs), HJE s FIB
LIS FEFR A NETosis, NETs /E A R AE(S 54X
al, n S E R0 SE R A0 b NLRP3 R AE
/MALEEE AL, BTYT pro-IL-1B . pro-IL-18, E Y
JCASNER T IR AN, ) e JiR Jmy 7R A A J
Jo7 " B XS 5 R T R T R 6 R BIE S TR
A, R IUBERE TR T 53 1 0 3 ) R 7 5 88 Ak
W YIAHIE . WNIRAE A8 R IR AT T 70 Wb 1) 2 244K
WYz —, WA AR ESE AN, 755
K AN, 25T fih &% NLRP3 48 E /MACZH 2% K T1-
1B MUK, ELURWR™ & 5 IL-1B Bl & A7 7EAH
Kb AR AT RGN T, TL-1B TL-18 FE
AR R PEE EAE ] IL-18 IR P A
MAEIGTE, F5 R BRIETEMB R, HRES
SHHREIE A I PR E R B ZH B PO R R Y
EARSG, MAh, TR R ZH SN i Rk Tk
WEK . PR HAU S5 2ERIER L, B AR

IiE S5 S LS T I S 4R A AR IL-18 FE
ELEAAf s, 52 R IAE A T UREAE A, ATt
RAEANNLIT AL IR 22 B 2 2 AR B B fr, 3 o 0.
NF-xB {5 5 3 % 5 22 0 K & 0 it . 3 il
NLRP3 JEAE/IMA T LUl A Jay 8 S A S B, 2 g 4
AELSOTEEST R, R siRNA $5 R T4t NLRP3 3t
RFIRJE, TL-18, IL-18 7K [R5 Ak, =& B # il
NLRP3 RAE /1N A AT U)W HE A 52 1Y 5 G 20k 2 I,
AT FUEESs
2.2 Rdemig SAARNIHOE ROS s AR R AR
AR5 AL ) ke s ) S 80 RS 0 LA Y
P 7 A B 22 Tl SR AR P ) 2 400 T 2 B i i B 45
5 TIAE, PEEL BRI ERSDY . gl i bl
PN PR T A TR I 388 3 3] A A R e fre A RS —
R R W T R AL T 55 R HE I ROS A= 22, i
ROS TE40 i P i R i BB AE 9 S HERY R 15 5,
fili & NLRP3 S%E/IMA I 2H %6 515 Ak, #E 1M 5 sl
RIS R RIE RN, AL W2 R S A
S, JRAE SN AN 23 3 TR AR N UK -
ALY NLRP3 SRE/IMA TS K RAE N, - 554E
S0 411 )i NG ok e v 1 O e o e B 1
2xid i AR B ROS, DT i R 4 Ak R 3K P2
Xiong 45" YESEHE PR IMETRY 17 353 42 Ak 0 il 1k 1
FE W) G 2 K v ( peroxisome proliferator-activated
receptor, PPARy) VUER 58 T E2 M & 7 2
(nuclear factor erythroid 2-related factor 2, Nrf2) 4
TEALE ) ZEREW], JEHE PPARy/Nf2 {5 S % nf
i) NLRP3/Caspase-1/1L-18 15 5 4l ) 5 H 3430
ek ROS 175 3 9 S AL 0 B, JF R AR TL-1B8 /KK,
TR PRI TR TR AT T 175 5 1) T3S i 200 L o 3812 4
P, SRS R HC Al S RE 1 iR B2 B350 1) S S AR
FAIFHL A, R, NLRP3 RAE /M5 &1k #
Z AT R A AR AR, 5 [ 4 S et o 2
PEJE A EMERER
2.3 miefT  HMEMET R SRR MEN T
S 2 J L3R T2 i 14 4R 2 P R A 00 PR AR T
2 B MR AT BRI IS, R R A 2 5 i
T A TR B AN 18 A9 TLR4 S5 2R  Z 4, {2
HE NLRP3 % JiE /MR 4 2% I 0% Caspase-1, 5Y 1)
GSDMD, fil A ZAAEART:, HEWI IR e R Y,
WA S IR B BT AR 1, HES SR BB IRZ S, e
PSR A R SRt A, A R S T
NLRP3 - F R4 AR T-0ERR . BFST A B, e
NIRRT RIS, A0 AL REOKF
1977
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THE, ROS, ZRBiAARIEE4 (mitochondrial reactive
oxygen species, mtROS) 4 R, LRk,
s NLRP3 SAE /MRS, 51 giifETs, M
TR R RAE LN, SR R R

L5 EINR, RAE BN R KR A O 7R
HoA i #29% NLRP3 285 /MR T & I 32 ik % m
R BAE SN, de2e, 3% — R BUHLAR L [R]4E Sh s i
RAFNRE, WRAAE , AN S A T2 4
(52 AR BRI 2%, AR RARSCAIL I BIFTEATS 7 TR ) ]
FAF T MPR ARG S HC R, fas et A TEHAD
KHERRAE
3 HZ5FH NLRP3 B EEEIE AL
3.1 PHERERS
3011 HAEH, MAR EAHHHSRYONE
HWARAGERY, BAPUEY btk BRI
JRIIRESAE . Fang 5550 BESC R, 4 HE
if 4 i NF-xB/22 24 5 3% Ak & B ( mitogen-
activated protein kinase, MAPK) 155 i %, #E1m
BHIST NLRP3 280 /IMA WO, 58 i 985 58 0 IR
IO T B4 R A sh ) 52 56 [R] FETIESE NLRP3
i/ M VR RE AT T, ST R AR s
SN TR A A 55 R U SR, DL 25, 50,
100 mg/kg AR ELLHEE T4 J&, KA
AR BLUHE JBE £ 21 NLRP3 | Caspase-1., & Jifi 43 J@ 25
H -2 ( matrix metalloprotein-2, MMP-2) %5 H %
ik, W LS M R BE R F-a (tumor necrosis
factor-a, TNF-o) . IL-1B . 1L-6 4 R 4 K T 1Y 43
Wh, 5 R A b T R 9 A G R
FEARDY
3.1.2 BRRZEHE G MRJE —E R G A
PAR RS, BAPIR . ., DridBeFE
P, CIEIRIE 5 2 Fh S 1Y i PR 16 7
FIV e R B, MmN G T B
IR I TR T T A W ) — 2 SRR 2y, (H:
TE R B FLBR I i AR, DD AN EA ;AR S
UESE, MRE A G AT R RAE /N B
HZUNLRP3, Caspase-1 8 133k, §E I K W
R B RA T
3.1.3 HRTARIERE IWTHR, A%RT2
. R TRERET IR T, BT AN
RURBEZRISTEVERL S, AT AR 2055 10 20T S
N, ZFEME mtROS A, ATP B K 4b
Ui, ] NLRP3 A AE /MABOE , O 240 i 5 5 5
PE, By 1k DNA EBR IR, 3 i 400 1 38 T R
1978

FFEIEE R THP-1 40N TL-1B 1 23 46 0 240 it £
o, RIEVUBIEAHICHAENER], HARYITEMEsR B h
REVMEICH TR FINER . LR TR, IR T
Jik Saa

3014 EEEM A EEEMARRTAR, A
AYR . PUEAMEA, Gong 451 i i (i a9
PR AT I THP-1 4015 T 7 A B RAE SN,
KBRS EE B A Gl A5G TLR2 /Y Toll/ 1 40 i £
-1 Z R [E) IR 45 #4938 ( Toll/interleukin-1 receptor
domain, TIR), ¥ #84F 534k K+ 88 ( myeloid
differentiation factor 88, MyD88) {5 5 i %>k + 4
MAPK | NF-«B @125 T I RAE (5 556 5, ibnl e
o ONef2 A% B n, IR AN AE S 0 T UK
(extracellular signal-regulated kinase, ERK) . c-Jun
B R K Wi W (c-Jun N-terminal kinase, JNK) .
NLRP3 #5 F £ ik, Ft & M40 % A B$-1  ( heme
oxygenase-1, HO-1) . NAD (P) H B Lif 5 1
[NAD (P) H: quinone oxidoreductasel, NQOI1 ]
TEPE, PR S S E R A XPEE 2 8 NLRP3 RAE
NV BRI R £ TS 36 miROS A2 1A G

3015 HHREARE A HEAIRE A MR H
TR ARG, CAUEGE, Helm
il IL-18 A S B A S I, 78I IR X e 4 | e
R T B EIR YT AT, Yang PV R
B, HHAIRKE A GBI ASC BE A L, FH W
Caspase-1 {1k S mtROS A5, #ifi] NLRP3 4 5E /)N
RRYLHAS , X — K B H R AT R A TR 1R T
R FH B A B A

3.1.6 MR MEREAHR, HiE. RN
WIENE, TN TSR AR 0 R T B R R
7, Chen %1 R ER, I ER ARG IS /N UK
RUHFR Y Bz 463 B s B ek A8, FEAIR TLR4 . IL-1B,
TNF-o ik, HEHENRAT #1509 Hacat 40
3 Z AL P S RERE AL NLRP3 | Caspase-1, GSDMD |
MMP-3, MMP-13 # H & ik, il IL-18, IL-18,
TNF-o S5 RAE KT Bk, SRS ] NLRP3 J8i )
TR, FREARBMRAER TKP-ThE, &5
W 2 A AR T, I SE 2K 5E
NLRP3 {5538 # A A1

3.1.7 RERE RERNEYIEHEER YL
ZWL AR, AR P AL oA 55 400 1] S8 RE 15 5 d i |
AT AL BT R S ST Liu
SFUHE I E— R, K FR T S N R B
SEAEH], FLAE s AR S A MUA% PR (proliferating
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cell nuclear antigen, PCNA) ik, 185 B 41k
[ -2 ( B-cell lymphoma-2, Bcl-2) RiEHEMO.
Caspase-3 Fik, 4| SZ95 2l it 3% 5 I 175 T 40 fifd I
Ty R 700 F R A e BEL BT e 0 3R A AR I P -1
(insulin-like growth factor, IGF-1) i IBEIRIHENL
i 3 i ( phosphatidylinositol 3-kinase, PI3K) /
HHP B B (protein kinase B, Akt) /X LHE O
(forkhead box O, FoxO) &5 K, FEAL p-Akt,

p-FoxO1 7K, il 5z i B 20 B i ol J3 AR ik, HL
55 PI3K 170 5645t ] Aof o322 435 5 30 3 41 sl 4
FHATE N, BeAh, KB RICREAM S NIRRT B 5
M NLRP3 & 5E /K 3 3%, B X NLRP3,
Caspase-1, IL-1B, IL-18 #EH3RIA, LM JEAE R AE
PRI

HR 2G5 0 X R HE NLRP3 48 S /MA 1 7 45
ERILZE 1,

K1 FEEMER S IR NLRP3 28 GE/ME 8 5 16 B

Y Rz BIRXR

R

BT S  IE SN PRI SCHk

St #X SD KR, THP-1 {K/N.25.50,100 mg/kg ERK, JNK, p38, IkBa, p65, il NF-kB/MAPK f& [30]
i ifa k75,150,300 NLRP3, pro-Caspase-1, TL-18  TL-  5i# 1 NLRP3 i% 1k
mol/L 6.IL-8  TNF-o 7K A
WAER WX SD KR A4 :25.50.100 mg/kg  TNF-o, IL-18, IL-6, NLRP3. #i NLRP3 ik [31]
Caspase-1  MMP-2 /K F-R#AK
M8 A G ™Z ICR /MR K14 :2.5% ,20 L NLRP3, Caspase-1 &35 FAR 44 NLRP3 751k [33]
TORFH R LR T FRF  THP-1 400 44110 wmol/L FELIT K* Sh 3, 9] mROS 4 40| NLRP3 iG (L A4l [ 34]
LR HWRTHNE M ATP BEHil, NLRP3 | Caspase-1, T
IL-1B FikFHIE
R E TR A Fifih ICR/NBL, THP- 1414.5.10 ¢/L ERK, JNK. p38. IkBa, p65., | MAPK/NF-kB {5 [35]
1 41l k5,20 40 wmol/L. mtROS NLRP3 Caspase-1.1L-18, 5 il # A1 NLRP3 i
IL-8 TNF-a  IL-6 /K P WA, HO- AL, 05 Nof2 £ 538
1.NQO1 i T8
A JRER A HE C57BL/6 MR, K N: 1.25% . 2.5%, ASC. Caspase-1, NLRP3, miROS, 4 NLRP3 i1k [38]
NEEWRANL, 20 uL IL-6, TNF-a, IL-1at, IL-1B, IL-18
N SZ95 Rz JE MR R4M:1.5.10 20 pmol/L KRR
il
R HE  ICR /ML, Hacat 1K14:20 g/L TLR4 ,MMP-3 MMP-13 GSDMD, #l #l TLR4/NLRP3/ [27]
il .75 .15 pmol/L NLRP3  Caspase-1. IL-1B, IL-18,  Caspase-1 {5 53l % il
TNF-o 7K BEAR fHEor g
KEHE K#E AN SZ95 FENRME 1441:25.50.100 pmol/L. PCNA, Bel-2, PI3K, p-Akt, p- I AR MR AR MI3g 58 . [41]
gl ol FoxOl, NLRP3.,  Caspase-1, iFSIHT- IMHIIEHRA
Caspase-3 IL-1B IL-18 /K FREAIK A H0H| NLRP3 &1k
3.2 wHAG Jr, BN — AL, BRPE S I T
321 AR SOTEONIRC B, L BRFFRIVE AR R, 4 T AR

WA, SR, BN, Rim ARG YT SR
MR FE D . BEALHI RS CAESE, &7 S AT
VRO3E A VT T B R R T AL & B (AMP-
activated protein kinase, AMPK) . WiFLah¥) &A%
Z kR ( mechanistic target of rapamycin, mTOR)
RSB HORANH NLRP3 S85E/MA R, BAkR
A p-AMPK | B [ (estradiol, E2) FikFtwE,
% PR ( testosterone, T ). p-mTOR, NLRP3,
Caspase-1 ik FFEAR'®' . o o1 38 i I PR 58 &
B, K5 BRI RE M OB B LTS -6, TL-8,
NLRP3 . Caspase-1 K, P B B A )2 B K ,
A £ Jo 20 L T S TS R G5 AR R S, MR B2 5243
(B IR BR BRI RE , IR ARAE SN, B8 e A AR T
o SR 5 I AR v O A 3 Al R i 2 R

PHEE T 7 d JR KB, /RO i Ab NLRP3
Caspase-1, IL-1B FFAK,  BSI I 4 D00 i o A AR 75 i 2k
YT RAE L] AT BE 5 8% NLRP3 JEAE /M

I PR RBERIEA K
3.2.2 THIFREZE AT AR IR g AR

ISR R, R MM e
FAEA R, EA AR IR 5 i ik
PAPNSEIGUESE , ¥ i @ 75 e il TLR2 32 1k 1 5%
FHEAEE, WD NF-xB 15 5 B e84 1
TxBo AOBERR L% A & p65 LAY RE S5 47, M BHL
Wi TLR2/NF-kB 15738 #1455 16 1k ;. i — 22 t5%
FERH il A T e A A A Y R AT TR AR G
THP-1 45 & A fE T, HALHI A D> mtROS
Feds, EMTINE] NLRP3 A5 /MAZ %

1979
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3.2.3 EIMARIESE REREHRATEE., AT
S BBk, BRI, MY, VKR SR SR 2t
MR, BAWHRMRE MR Wk T
B A R TN RRAT AR B A AN T
BT /N RO A A | 3 g S 4 A TR 0 M A5
W, ZERIEHEET NOD 2R SE i, JrE
PEIEAN L EA T SE IR B HIE, & 3 NF-«xB/NLRP3 15 %
A R FURIE R Feak By sz B, /N R R
RE RIS, = EE SR DO T A R . AR
JIL, b H R R I A T AR B 0 A A
WIS IESE, RS AR S K R B ST
HR R A K i 5 R A Iy 24 A5 HE 2 2 4
i, W% E B 4140 TLR2, TLR4. NLRP3. ASC.
Caspase-1 235, R TLRs/NLRP3 15 5 i %
V1R S O e — BB IR TR T R 1 VR F LA =2 —
A2 7 S I S 0 R i 1) B B Ay R Fe L e I
5 SRR R TR IS 2 ), B
SRR ST N RUE R AR R | R RRIIE SE TLR2 {5

TS NLRP3 JEAE/IMA—E 2 5 8804 N IR FT A
ARG N A i e
3.2.4 fhafFEER mkEZBEM (E EX
B iy @k, &L SRR
HEAZL, HZEA AN | FRINITARZ ZhA, 3
R oy, % W) |1 SAERZS DL ey il N N R S T (B
FHEMZH | REMEERAE, PERE R IHAE AR
BOROBE W O A 40 ROS, N
(malondialdehyde, MDA) 7K, Ft & & b9 b
fLH (superoxide dismutase, SOD) &, V& /> ig
Bt A, SCREA I NLRP3 4k /IMA B
W/ IL-1B, TNF-o, IL-6 2548 E 719 20 b, B
Lt AR AR AUh B R R S H AR | IR BE TR
LA A BRSO . s IR e 221/ E R
SHi AR AR B YIRS

242 J R NLRP3 A AE /1A i 378 45 76
k2,

K2 hHEAXERE NLRP3 REMERIATER

ey EE WhsExt 4 EeETRhy T ELA 2N Tk FEFIBLE SCHR
SHEHW B M. % SD KR PN :5 mL T, p-mTOR, NLRP3, Caspase-1, # 7§ AMPK/mTOR {5 [43]
A TNF-a, IL-8 7K °F R A%, E2, p- =il #&, 4l il NLRP3
AMPK KF- T itk
AL AR LA 0 S ICR /MR 1M 12.95,25.9,51.8 NLRP3 Caspase-1 IL-1B 7K F-F&AK  #0H NLRP3 i1k [45)]
B 45 ¢/'kg
WM A MR SD Kk R K . 4.4, 8.8, 17.6 p-lkBa, p-p65, NLRP3, Caspase-1, I ffil TLR2/NF-«B {5 [47]
4% THP-1 Ziiffl  g/kg IL-8, TNF-a, IL-1B8, TL-18 . mtROS 538 j# NLRP3 754k fl
A 4h. 125, 250, 500 KFREAR AT
pg/mL
Je R BCE AN T B4, CSTBL/6 /MRl 1P9:10,20 .40 mg NLRP3, Caspase-1, ASC ., p-NF-kB  #i#] NF-kB/NLRP3 & [49]
N T A% p65 . p-NF-kB, MMP-3  IL-la, IL- Sl %
18 KRR
SRR #O& O Wistar KEL {KN:70.140 280 mg/g TLR2, TLR4, NLRP3, ASC. #iifil TLRs/NLRP3 {% [51]
pu Caspase-1 7K F-FEAIK 1
ST SR & i, flEICR /DR WHEE 1~2 mm TLR2,NLRP3, Caspase-1,1L-18 7k #1il NLRP3 i fk [52]
i - FEAIR
nkES LT 1 SD KR K N: 8.1, 16.2, 31.4 TLR2, MyD88, NF-kB, NLRP3, 1 il TLR2/NF-«kB/ [53]
A o/kg Caspase-1 ROS MDA | IL-18 . IL-6, NLRP3 {55 @&

TNF-a 7KFEFEA, SOD 1T

4 HESRZE

T NLRP3 JRAE /INMA X JEHE 2 05 e Jz Je )
BIR , ASCESE T AE R i P NLRP3 R4
AMARIGT P T 25 TR P o B R T, #5 I TLRs
NF-kB, MAPK, Nif2 %{5 S, HAETAITZ M
PO BE . BAT, A2 ] A A
TR, FEAK ROS K, WD K AMRE L iRz
S NLRP3 R AE/IMR TG K A5 518 5 LR Y7
W, BARPEEZ i it NLRP3 Pk /MA KR & 4%
YEFR ML AR5 7 1 B 2 BUSAR Kk, (HJRA4F
1980

TER I RV Rk, H o, SHRTREIES RS
BT, KT HEINERMIER ML, 28
WFFER T4 A TS AN ) UE 20 2 s T2 B B A 4 A
X NLRP3 {55 1 ¢ A ) s 5 ) 2l 285 3 A8 R A sl =
e, HRRTs ., diesis, k= mbin R
TEUERTTE s Fouk, B AR PLHI S 2%, W R
WA RPEFZ A2, NLRP3 RAE/NMARE T
FRIXLE N R A OHLE], MRS B8 4Ess, it
Sb, BUAWTIE M AR U BRS R RO R, 2
(e 2 i B A JBE ) LT, TG 1 58 A R e 51
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T HARRR SRR AN, AR 45 2577 sy 7 it
Z IR Sy, e 5PN T 58 A2 I
IRBFFEE— 2 BE

BT, ARNAEHERIEIER T, JFREZH
O, REEAR Bl PREEHLO IR, A Rl S IR R oy
~J TS Y 55 22 20~ 1) 0 A 30 2 AT B AR B R
e, BEERRMAAL A, AL R S JRAEAR
RIEH ZEMAFFIAEIR, S PEAL P 257 A R R
RO (B T ST RS S, MR R BRRIE S B
FRHLHT A P BRI A R s e R R, ATl A R
RIS A 2 = e SURE R, RSO SE 0 A AR A
HUFRIE, 5k I SR /N R G B T iR AR T AR
e, TRAFZ (55 38 o 18] 119 58 SO R 2% 5 O
TROIETE R B I PREG AL (H, F T R ITER A 254
TEHAEPEAY , RIWEREAT HI R T 24, I RGE A
JRy TR A A OK 22 B il ) i A0 0k R B8, M IR
97 B P it — = O 22 4 | K Ik HL s 20y
R Z59R T SRS

S 3.

(1] PEESERITEREERAE. TEEERITEM (2019 1T
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