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AT NS Z 8 - HEb L, EEEE MR 5701 EE
HARBEINE TH 5. BRICBWTIE, WEAKE R
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J, HOUED 2 EOJIEQRKNWE () A F) kL &
FESNTERZ., ZRIEY, VA Y Rk 2 mER
LY — O REREE, TROYZ NG TR ELL
Db TE7. wIETIE, HERIEG L AH R
WX AZHACES (WNHRMED A F) LEREERE v —
DIEBGEFIZB W TOHEEA LS WIIELZFEL T
%, Thbbt [HRRKIE (homeostatic inflammation) ] & \»
IBEARBENDL L) hoTELY., ZhIZLY, 12
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A%y (IL-1) 773V —OEAICEERARKEET IV
ELTHEAINTEBY, ZOWMELREE R HI#HEIcoWwT
RSN TWE Y, RREIBBIZITEMERER (reactive
oxygen species - ROS) IZ X DRfixZ T CTHBY, LY
HIZE AL Ky 7 ZHMMEFEEOMFICER L EZ BN
TWwa . ZhFTIZ, BILKEPRIEINE % RH§ 2
V) RS 3D B HE O M TR R O FHE
WZOWTIEAH L HAE V. BfbKRERF = VKA L
72Vb W L BT IE I N E THREBILER R AV F—
RANORGDEH SN TEHD, EFSOMZEICL DM
RN BIE 73 S S & 2 Z LS O L o
T &7z, BT O LT 2 BT HA 122w TS
EBHL T2 L LT, AR{TEBERE Y ERT S
Ny — VMR 07 s —VICBI A HREY
FIMBEEIZOWTIIT 5 & & b2, BES T OHEE
FERIZOWTER LR R 2R OICHNT 5. 72,
HRRIED 2 TH ST ST PRI bLZ L THER
NLRP3 4 > 7 7%V — A DG HALEEHE I 317 2 8H 1 5
TOBEZOVTHRIT O EZZTO TR L T & 72w,

2. RERZ

MER T ANV A, B EOWREMRIC X &% 2 7
By, BRI IO 2 WHERCEHML, PBRL LD L35,
GO MHN I T 2 R RUR DO — DD RIETH ),
ARSI IB A & 0 EYER AL I iFhER e~ 220 7 7 — V7
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EoEsBBEIN, INOPELETLYA AL VR
TrENA VR ERNLTHREROHR O S b, Bl
W 7 E DK D O HRGIZINE TIRIBE RO 7200
—HDOFUSIZ & WIS FEIE SN D, ERIE I hE2BE
L&) E~ru7y—II2 & %500 & £ R Sk 3l
WX B BT YR ERIT). FOLORIERICIE
e, BUK, BEIR, N, MEROBEREA R EoJkiED R
HHNDT, DI D, WA (KRB R &)
LALLMz &) 1L Th, L0l
HSRBOBBETRIEIRE 5. TbbRAEL I, MAED
DB THREEHRREV AT LML TCIEEE S
PRBER D 5 OB A U TR OE# Y % M3 5 41k
Bt Re &2 b b, ARGIEIZERI N E TS -
722 LD VRO T LT BRI T & 5 IEFF
RGPS AT AEEZLNTELY, RIEOHIZETIX
VYRR IFRNICEMRT 5% ORI v — 2R
L, EWICEHRIEICEAMENER 2 AR5 aiEn s A
FATHLILWbhroTERLY., RIEIIKE MR
EEMESIEICHEINS, BNREREE LTHRA2LD
RS SRR 72 ) Sk 2 00 o 3RS SO
ThY, FERPHER S wFRICEIZm2»S. Lol
HERORFIZE Y HEG THNHEEY 7Y R e ko 2a
BAE LU T OFEBENY 72 SAE DS REAL T 5 T & TEB:RIEDJE
ez (B1). Febilyz e, 85 % 20 7280 E B
EHRMBEEDHEL, S50 0 Y Folticok
NVh. T X DIERDS S SIHEAL LEIEBRIC A 720D
RIEDIWHKIZ X bOTHEETH L. BUERENELIZS
DX HIZHRED ) 7 v R ERERE =2 HEEH L
AR RESE 2 ERET 255 [HREE (homeo-
static inflammation) | &\ 9 BE&2SRME X h 2. WKEEEY

667

Y FIZ XK B HIRSREA G| &k 295U, BERIE,
B, BRAEL, TN A =R, B < F e A
SNTW2 Y %, FHNWE AR & oMot E b 2k
B7280, FEREA N Z A LDEFHHITIZE > TV,
HARRIE Y A T AW EAROGEAE % [REARL > — ]
o TEAITAZ L3N hbHbNTWwWz, 4, i
i%ﬁﬂ%ﬁ@ﬁfﬁ@’\%% Ak HIREARE O — & LT
VR AR (pattern recognition receptors : PRRs) @
E}Eﬁﬁfﬁﬁﬁ EN7z. PRR&IADDFERELR 7 T AITHHE
N, THROY T FMRENTEEALS D & MY A b
HNAVRA VI —=T20y, FENAL Y OREEFLEE S
THRAE SRR GBI NS &2 3585 5. PRRsD I B, &
b L CHISN T2 DI Toll B2 A (Toll-like receptors :
nm)f&b SIS M THIRRERE X213 v F
V=AIZEBA LT L, MICHBENICREETSb0L
L TNOD#E 5% % & (NOD-like receptors : NLRs), RIG-I
% AR (RIG-1-like receptors - RLRs), AIM2%k % & &
(AIM2-like receptors : ALRs), < L CHIMLREICFIT 5 C
BV 7 F VRS2 AR (C-type lectin receptors : CLRs) A3
HNTV5'". PRRs CRMEND Y F Y Fidk& o
W2 6N, WEARORB L [REARBEE S 8y —
(pathogen-associated molecular patterns : PAMPs) | & i3
5. F72, MMBRIEECHES TR - R s NP4
R3TFIE 5 A=V B#ESS T84 — >~ (damage-associated
molecular patterns : DAMPs) | & X, SRIE oM L=
WEBPT L) BEVERSZ T EREITIEH D
S EDOIREFICEE R ERE D (MDY,
TLRsiE, MBBHIZA ¥ & —a 4 F 1 (IL-1) ZAEAH
BoP B 2 4 > & MR PE @ B v Toll/IL-1 receptors (TIR) K
AL EFEO. VA Y EPRETHETIR AL VIZT 5

FEADRER
%(/ -VPAMPs
’\7’=H~’7'HJJ,
LPS,
* RNA, DNAZ:E
#A14815 - #R25E =P DAMPs
29
f T AR
sRuL
ki, KBRS .
M- pgny  DAIALE
1 R
GQGG DNA, RNA S
~,,0 S LS RIE IS
9?“7§&t GAMNAL DR
RS A—S

MR AU RIC & DERRR 2 IE

(BRARIE)

B1 SEHEH L8y — RERZ AR (PRRs) &40 L 72 SIS E OB
JEAeR I S ORI & ) FE SN EDPPOR T S THEVE D 7 > FIZ X 2 SIEDFHES 2 LB IHED —
K& 7% (HRJIE). PAMPs : pathogen-associated molecular patterns, DAMPs : damage-associated molecular patterns,

LPS : lipopolysaccharide, TLRs : Toll-like receptors, CLRs -

RIG-I-like receptors, NLRs : NOD-like receptors.

C-type lectin receptors, ALRs : AIM2-like receptors, RLRs -
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2 TLR4 Y 7 FVOBE&IN

TLR4A Y ZFIWVIFLPS# Y H Y FELTHA ML VA v —7xr > (IFN), FEMNOAHEEE (INOS) REDH%k
SEWEAT 4 =% —DOWEFHLET 5. EREENT & L TNF«B, IRE3R STAT-1 2 E S NSO T E— 5 —
AT AL CTIHEDFHFLEIND. BWRES T A2IHIEHIRR SN LM 2 BINR L7z (fak, RXBH).

7% — 4T (MyD88, TIRAP, TRAM, TRIF %2 &) 25f54& L
TTWMDOY T FVPEEING, 2L 21E7 7 ABEED
B 73T % ) KL HE (lipopolysaccharide : LPS) T~
ru7 7y —YEFMT AL, TLRAIZ X - TR S NS I
Lk oy 7 FvdtnEsh s (K2)'>"Y. MyDS8 % 4
L7z 73 Vi, $5%5 [Hf nuclear factor kappa-light-chain-
enhancer of activated B cells (NF-xB) Dif{bz 5] & 2
IR Y 7 TLR4/NF-«xB#5 M Td V), tumor necrosis factor
(TNF)-a R IL-17% EDORFEWEHS A M A4 ¥ OFEBEEEIIA
WRRY7FNVThHEH. —hT, TRIFZI L2V 7TV
1%, NF-«BOIFHALICIN 2 TEG A IRF3 OiF AL 2 5] &
WL, 184y —7202ThbHIFNADOFBIFHLICE
CBboTWAD., HEASNIIENSIEEAMBES B L O
LB IS O IFN-a/p 2 24k (IFNAR) (2454 L Janus kinase
(JAK) OIEMEAL & & D Tt O signal transducer and activator
of transcription (STAT) % ¥ /32 B DV VELE A L7zwb
W % JAK/STAT # ¥ OEMAL 2 FE T 5. IFNSDO T Y 7
F OV TIESTAT-1 & STAT-2 28 Y ¥ BRALA 7 0 8K % IR
T 5. EHIZIRFINHEE LB A HRDHEIENO &R
(inducible NO synthase : iNOS) 7' H & — % — D IFN stimu-
lated response element (ISRE) fFEISIZHA L, MoinE T
L L BITINOSTHEHFBELIRSE DL Z MO TV 5.

3. BREASTFRNF—ICEIRREEREEBEDR

FRDOXHICTLRAY VY F VR TELBHER & LT
NF-xB Z {6 LS % 2%, #5150 B (n F o Bl 7 o
77 AN 5 2 OEHALIZIE MyDSS #RIK 1 & B R T
WAL & TRIFFRERIC X 2 IR IR W LA S T v
%' =% A TIETNF-a®D 7 1 E— % —(21ZPUD D NF-«B

WAHIEDSEAT L2 MO T WA Y, TNF-ald LPS
P & ) RN ICFFE SN, EOFHITIEMyDSs IZ
X ANF-«BOTEHALIREETH AL LEZONL. —F
iNOS D 7' 1 E— % — 213 2D O NF-«B i & I 23 =
NTWDH, FNLINCDH STAT-1 OFEE IR S FFET 5
ML CTINF-a DEEBHI# & 13875 29, iNOSDFEBLIZLPS
T LB IEN TR Z 525, ZHIZTRIFREKICE 3
JAKISTAT V 7 WICKRELMRAFETH I ENEZ NS,
Z D X ) YAE B E S T O S I NF-«B O AL
PETIEDH D DOD, ZOMOHT D & OB HIE S
NTW5b. ES5IINF«BDEFICIZL Ky 7 AT
FT—NVEHETEYTTIVAFIHESNTSEY, TLRs ¥
7 FIVZZEIZBWTROS RHBIL A FIC LB L Fy 7 X
OB GARBENTVSY,

ALK FIZHET AL LTHSN DD, IAEARNTRE
HEINSFSFRMEMEZRT LN MESNTE. Th
F TITHALAKRFEIC L 2 HEEER R E EN T L0220
AR, BOGHERE 2 &, R 2B E IAW R M S
W19 Whiteman SIE~Y 7 07 7 — VO IEISEIC KITT
ALK FEDORBEETRD L h T, WbKkFEA LY FF =T
H HEALAKFEF ) w4 (NaHS) (& NF-«B O35 % )
MITrZL3B G LALRASELILZHE LTS,

ARG T OEBERELHL FRELTIE, Zok%
E2ET, HA0EWENSE2HFEPIHVWONE. Gigs
U CIEEAERR I T 2 HEALTEEETORBKT
(Voo Fory) BXOXRE (Vv 27277 ) 85—#HTH
5. BEFEELTCIEAZNREICNESES, HDHVIEEF
F=Z O TINS5 TESENTH L. 5
S5IE, N-TEFIVYRATA V23 EREHKE LB OB
WRF—=N-TEFLVIATA YEYANVT 4 F (NACHE
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(A) N-TEF N ATA ¥ (RETR UG #REARGEE L2BREA oxNAC (), H V7 = ViR T2 —>
B L72NAC-S1(H), DA L72NAC-S2(F) #RB% L7z, (B) RAW264.7 I/l % NAC-S2 THLEL$ % & Mg
WZYATFA V8= ZV 7 4 F (CysSSH) R 7N FFF+ v /X—Z )7 4 B (GSSH) 72 & OMHi 73+ 0 Wi 2 84
D b7z CCHR13E0Z). AR TIAFIINAC-S2 DEHIZOWTHMNT S (KX MR).

VANVT 4 F) 2L (K3A)%. NACE) A7 4
FizZofEdic, AR AIC X > THREE T 120 Rk
Lz A LTwa (M3ADREENT, KR CH
ARERIEET). 2O X9 B ETICO MRS L2
FH V7 o B (sulfane sulfur) & IEIENRY, BRI
TARTERRALFE DI M L 5 TWh, LPST
rua7yr—=YxHMT 5L, BlshizL ) IcMyDss &
TRIF % /- L72 TLR4 ¥ 7 F IV OIEEALASHEZ D, TNF-
aXR TFN-B, INOS DREBIATHEE I N L. FEH LTINS KIE
AF 4 T—F —ZJRIEIINACK Y A7 1 KOPSIEEH
R FV 7 2 R TE OO NAC-S2 (X
3A) TV AR 17 7 — JHIEERAW264.7 {ll i % LB
T5E, MEBBSICLY) Y ATAL V=AW T4 K
(CysSSH) &7 V¥ F* 2 %—Z)7 4 F (GSSH) ®L~
VASBHEZ ES- L7z (K3B). NAC-S2 3l 12 LB 14 7
RV ATN, FIZVATA VRV EFF vl
W7 27875 —=FF—NVELTINLIZRERILSH VT =
R a ik ARG 5 A2 BN S € 5 2 & AR
EN7z. NAC-S2 CTHLHL L 7- M CIX LPS 7% %4 @ TNF-a
(R4A) R IFN-p (M4B) DpEA, INOSDFEH (X4C) 78
SRCHE SN 72A%, NaHSHLTld 2 & o FLEMEH 1X
AN ol. EEL IO TR 2L -0
TLRAD Ty 7 F NIZonTY VBILBNiT 247572, %
DOFER, LPSUEIZ L » THE I N SLNF-xBD ) » HEAL
ANAC-S2IZ L DV AEIET T2 2 Lhabho7z (M4D).
NF-«BIZ EHWIRECTIZIkBa L AT H T L TERITY 7
FUBFEARSNTHBEICRIFEEN TV 5. kBa® kil
2L 9 % 1kB kinases (IKKs) (&, O Offliii7 2=

MIKKa & IKKB, 38X O ~7 2=y MKKy [B% NF-
xB essential modulator (NEMO)] 25 &N, [kBa% Y
VALY A, U VBLIkBal L E ¥ F U ibE 2T a T
TV =LAl o THMEND. [kBaDFHIC & 1) BEHEL
7NF-kBlE, BBATY 7 FVHBELT S & THRE
T35 e, HEBRTORAELFET S.
NAC-S2 % S L 7= Al CTIE LPS B D 1kBa D V)~ AL
B Z SN/ (M4E). —77, NAC-S27%%p38 MAP ¥ F —
¥ (MAPK), INK, ERKD ) Y b2 HHI LR ro722 &
25, NAC-S22°IKKs 2 ¥l 52 Z L AR S /e, &
72, NAC-S2 & & 12 NAC-S1 AYINOS D FE B % Jiill 3 % 4%
Jp& LTIE, IFNBOEENHIE, ZO TRy 7TV Th
% STAT-1 D) YBALAHIHI SN D 2 &b oTWAS.
TLRs & 7" F )V O 72 i AU X % 4 5P o S R
ELTHMUMAED D V), FASIRIA X 5 4 B M 900 SO AE
fé& #f (systemic inflammatory response syndrome : SIRS) &
EHEOTFOLNTWEY., BREEICLIVZ Y FbFY T
HoH7 T LEEROLPS BMEANICKE IS NG & &
SEVET A S A4 OB R EADR Y, EHPEMmEN
%t (disseminated intravascular coagulation : DIC), IfilJEfK
T, MmEMEY s v 7 (BERZ RN FY Y a v )
Y. BUEMEY 3 v 713V E B ERI S WEE S
EHRETHY, BHREIES 0 EZEEEA4 (multiple
organ failure : MOF) ~ & j )@ LIEIZE 5220 MR iE O
R DR L EWE TV E L CIILPSH G5~ 7 A EF )
ML HWSN S (X4F). LPS % JERENHE S L 729 Ml
D C5TBL/I6 Y 7 A TIE 96 [ LN A AF 3 A520% 12 £ T
KFLA TO7 AIINACKY X)IV7 4 FTHDNAC-
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iNOSFEHL(C) B L 72, ZDRAH =R
F) TV FIFTryayr<y ALK

F % NAC-S2 DRI (G) C5TBL/6~ 7 ADEIEPIZLPS # ¥ 59 % &, FEIGHEE (LPS +saline) T3 96 IR

BIHELAEDN20%I2F T T Lz, NAC-S2 %5 L72ik

e L7, JER
(SCHk1320%).

S2 & MERENP G- % & AEAFERD90% F T L, ik
D TNF-a L NUMETF L7z (K4G). BifbAksE FF—& L

TNaHS 25 L7~ A TIIAEGFEROLE RO b N
Mol b, NAC-S21Z & APl Ashnfbk & X

DENTVDE I LT ARRERTREINZ. FEHLHO
RS, BRES T EERBICRRTH D Z LS
WO TR SN, SHRAERNBIRES T2 ML TSR L%
FEPERE AT 9 2 W 2 i E B ATIFE S T w b

4. BHREADFICLZREMEDETFRROME]

EFhMMCHEEINDG. Rk, LEMO %&EE TV

HERE (LPS +NAC-S2) TlX, ZOHELERD0% F TK X
SEBE (LPS +saline) & WE_TiH#EEE (LPS+NAC-S2) T, i d TNF-a & 2E HI2WA L7z

VK3 % AR 5 T OPUSSEAE I A3 S vz, IR
et S5 Bz A o S [ XM B BE S 72 E D IR & 2
LZENMOENTWS, E bBIXOY Y 20 MAE L
FZAfE (retinal pigment epithelial cell : RPEfINE) % LPST
Fs % &, KIEWEY A b AL Y THDHIL-6, IL-18, 7
A1 A4~ TdH A C-C motif chemokine ligand 2 (CCL2) DIEH
BHFEEND. 2o EEMEREETIVIZBWT, BIL
BNy FF 2 M) AVT 4 F (GSSSG) 75, Zhbitfn
T OmRNAFB ZWHT 252 LM shTnws?,
T2 P AN = ALE LT, GSSSGIETLR4D EH L T i
TFNTHANF-xBDY YEALZHET LI EHAREN
7. PR 212, GSSSG THLEL L 7l Tid, LPSH
WIZ X Z2ERKD Y Y ERALAE ST L T 72, ERKD
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RH &7 % WL L 72 Mg Tld GSSSGIZ X A 1L-6 & CCL2 D
BHPIHIASTB M F v vV ENZ L0, #HEZRY
YL E ZF T ERK AN NS DR EI G Ic @ 2 &
DR E NI —H, PURIES T Td 5 Nrf2 R HO-1 13,
GSSSG DILRAEVEMICE G Lo 72, EH S OIS
BWTHERKDY YBILIENAC-S21Z & ) Tt d 5\ 13+
el T, BEEE ST OOV TR E S % 5 #
MBLETH LD, ZOWEPDL S NF-xBY 7 F VAT
PWhdbDTHY, EHELOFBRED —HT 5.

5. 412737V —LBEHEICETRTNVEFFB&
VBHE S FORE

TLRs & NLRs (I EZE R PRRs TH D MIH 7 4 VA DR
AR AL ARARAE 2R U T B 2 L AR oo 1 MEMERR 12
HELTW5h., 2 TIENLRs D FHE T 5 HRKIEIGE D
)L OMENHEATWELNLRPIA ¥ 7 57V — LD
PALL ZNIC X YA 22T D IL-18DEAEICBWT, &

A

PAMPs/DAMPs
(e.g. LPS)

Y

PAMPs/DAMPs
(e.g. ATP)
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o
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BER(AENIL-1 8 E300 _)UJFB? EHRIL-1 80
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\
st FIMGSH

K* FRH
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\__NLRP31>I75<Y—LNDEHI Y,

, £ 15000

HRI—E-1

w)

671

B ORI NZEL - HEERE IO W THINT 5. LPS
ko T~x2ru07 7 =Y DTLRAIEALE NS &, —
Wy ZF e LTEICNF-«B Y 7 F VREEIEHEIL S
IL-IBDOFBNFEINL. Thae 7543 V7 LR,
Z DB RS T IL- 18105 o 72 W R BRAR KL 0 IR CRE 2k X
N, ELWETRYTFVICEDA V753V =AML DI
PAL S NTz A A= 8112 X BUIWF % 520 TIE RN & %
WEs3Ns, ZRYTFNVEERTEZYH Y FE LTI
FatEB I & » TR NI s e 777 v v =Y Vi
(ATP) R WREE#E & 7% & O K PEDAMPs, 5 AR B 55 %2
T ANRA 7% EOHNHEDAMPs 5% 1, Wi piE Al
IL-18DFEE % FE ST D, NLRPIA » 7 57V — LA DK
B & LTI NLRP3 BIARC,
protein containing a CARD (ASC), 717 Z73—-.1, never
in mitosis A (NIMA) -related kinase 7 (NEK7) 7% &8 %
NAZERMOENTEBY, INoEY Y37 HOE KL
AR SN D Z & TH AS—E-1 O Lz 5] &2
23 (R5A). NLRP3 4 ¥ 7 J<v—20iGtbicix, E

apoptosis-associated speck-like

GSHO#RAS T GSSHO#ARAS T
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X5 42757V —2GEHALICBIF D 7N 7 FF ¥ B X ORI G T O8E

(A) NLRP3 £ ~ 7 5=V — AOWEMALRERE. ROS : iEPEMERE. (B) ATPHIELIC X 527 V7 F% ~ (GSH) &ZD
BT (GSSH) ORI/ G, 17741 1812 B\ T ATP R 15 70 TR 2 AL ISR S TH L LA L
72. (CO)ZNVFFF YHIBIZEBNLRPIA ~ 7 5 <Y — 2 DIGMHALHI#HE. (D) LPS & ATP #4%5- L 72ICR < ™7
AW (LPS+ATP) L IERTIZ N FF P58 (LPS+ATP+GSHD 5 W IZLPS +ATP + GSSG) Tlt, RIEDIG
L % B MIETOIL-1BEPEEIEA L. TRETVYFF Y ORWTRICENA ¥ 7 5=V — A DTHHEALSHI X

LT xRy CUik23 ).
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WL7Z)H Y FIZEBTRY ZFIVELTHY 72 DME
N R ROSOEAEDN T EHEL LT EPMESNTE
72, ZFOHTREEIIAM LML LRI TS,
HOL, EmES T Ao LICERL
ATPHIBIC X ANLRP3 A ~ 7 5 <V — A DiEMHALIC BT
L7 NVEFF Y (GSH) RFDOBWEARTH STV F F+
YIX—=Z V7 4 F (GSSH) OMFaNENREZ FH~2?. =
DOFER, w7077 —TV% ATP CTHIET % & He 2 1Ml
W7 N8 T4 2 MasHCHE S, RtE D 320155
THEDLNUVDI0BVUTETHIT LI LR WAZL
72 (W5B). SOEETNVEFF =207 4 KL
AHCHE ST wiz, T, IL-1p0EAER TV S FF v
O X YV EBEALTEZ Y, Mg horLdr vy 54
YEREMLTBLE, MBBNZ VS FF+ v O o <
NoEEHIZIL-IBOFEEDHFIITZ LN, ot
M5, ATPHIBIC X % 277V % 54 » OFEHAS, NLRP3 A ¥
TGV —LDOEHALICE DD TEETH L 2 & HRIE
7z (H50). EZXOFEEH I oD 7V FF v
DTS in vivo lZBWTH A ¥ 757V — L DiEHALZ M
50, STAEFNEH VW EBZT572. LPS %
Pe 5 L7514 3 > 7 L7277 ZIZDAMPs & L T ATP
EERENICHEG T 5 &, MIEFICIL-18%° TNF-a % & D4
A AL HEESINT FFIZIL- 181 LPS Bz 5 L D
ATP & HLAE DR BB AR DSHEE IS 22 L0 5
AV TII)—NIMRGE L EETH D I LARENT.
ATP 5 L FIRFIR T B X O BIL R D 7 v & 74 v &%
592 L, METOIL- 18826 BIZHHl S 7z (5D).
—H, A Y77V —=HIHAFE L R\ W TNF-aD AL 7V
yFA EGICE VI SN oz, Tho ORI,
TN FF 2R DORBIREAR D IRA DY IR IAE D B 12
H525ZLERLTEY, 58BT3 T T2 HRBEMR
RSV SIER IR LT, AHRMEISBI R T 2 Wi
BV F LWIGRERSHIRE S NS,

6. HHYIC

O XTGBT FIIREERA T4 T —F —DEAI
BWTEERTLRYNFkBY 7 F IV, £V TIFTIIV—LD
EHALIC BT 2 kY T F Vi 4L DRREIREY 7 F v
EMZ LI ENDYroTEL MY v ~F % EOMHEE:
PR, BRI EOATEHEER, S 5ILMIMERA T
LABREIIBWTY, ZORIESTHEBRE L TRIELED
BIEMEAVRIE SN TE D 192 TSI LT h S
FOMKREEEP PSRN S, %H S 3BIE, NACEY
ANVT 4 P TR FOBENEFoRER E, &
DEMZPEREA DXL OFHEHIELTWAS. [AKE
W2, A7V —2%3L0LT LML DRIEMRETE
TR 2T B MR AT & Fhh & L 7R O RS
R TN, Sk, i el S T O AR % R
W2EL, TORTAIZ AL ZMRHT LI ENTENI,

PUSIEER & g€ 2 F & F 2 IS 3 2 R Ig -~ &
BREEDLIENTEXDLLEEZ TV,

JEPAENC B B8 £ &M OMILAEHIC B W T L BT
ST OEECHET AR ARG SN TS, EhER
WIRE, 77 A 7% & O BEIERGSED LA TH 5 v E %
Z1E, WFLBUSIEAATE L 2 WIS SR ke TR ¥ 0 1 &
T B THENMEEO—DTHEF— 77V —%
PHIL, ARIEER R EEL LA INY. B
MESTOERREERESELPVELATE, +—F
77 V= WHITET, BRI ERH,ITRKE, PBRSh
72, FHELIFIITRIE, RSV URHANNRALLZED
BT 75 ARBEFD, M ORI AR BB 4
FIZE o THREN, WHRANEHEI SN Z 8% w7
L7220, BRHE ST X 5 2 OFERIZHE o3/ E IR
UL THLWASZ AL THY, FHIER O BRI
BWTH B~ — =12 hb 2 M ENs. o
5OFFEIL, MAEERICEEEST, HEMREEHEED
B CBIEH 75 T OA GRS, # L\ WinHEE R #/I]
M BB EORN L LTHLTHL I LE2RL TS,
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