=7 LEFIH~ =27 1]
BN —F 28— F1H —F4H: I A

FHIVEZ . REE. NEFIRF
WMEEN  HOERE P Feisie
HUREB G IR [ AR S i Fe T
HNIRA Ty b

TNSA e, B TR Sz CEHRTFIICTEE 2 RV AT A v
T T =0T uT T =8 NAAL Y EHFEMEEZ RO ORB T, 1ZIEETO
BREAY E —HMOBEMMEICHFEL TA— =77 I —2FRLTND, 7
BT T =8 FAL UMb LT IRERE R A A 2R b, [lx 05013 R
TIHEE LN T =T S ICEATND, DA, UHEREARBIC KD AT D & o8
7B OMEEHEART, MEOEFE MR OGEZ Sl S 23, KETIE,
WSA  OIEVERFE AR E L TREBEZET 2RI ONT, v URXZEFILH
T DRI ET VA ORI ON T, FET VT AT DBV THENT
MR ERDFROFMICEAZRB N TRHET D,

1. B3 A (calpain)

1.1 FRORSE & 5

T8 A 1%, 1964 4EIZ G Guroff 12 X W MICEET 77 7—8 & LT
WO TEFER SN Y, [F4EIZ, W. L. Meyer. E. H. Fischer, E. G Krebs ® 3
MNZED, 7+ AKY T—F b F—BOiEMLEEE L LThRESNTE D, #
D%, FHRICBIT D Z Bk E OBETHE RV 20ndb Y 39 1978 4EiC S,
Ishiura HI2X V., =T N UBKHNOHE /27 VRV EEAKRE L TRERS
-9, MEL, Ca¥-activated neutral proteinase & L 7= CANP (#%3fcd CAPN &
IWIPIC R %) LW D LRI ETHRIEN TWE, LIES L, BRI O
WENF =S L. 1984 4E12 S, Ohno B2 LW =T F U BKH I /SA DIk
WY T o=y hDru—=r7 L 2 RIEEOIENRE Sh O fEErreE
fENT DEDRB T T2, 7 v —=2 N2 K28 LWL RA o RO [RE D e
7o L. 1990 FER LB PITRD, KEMOT ) A7 a2 K E o Tz
R, T I R=ZNDEED NN, T REPEREND LD, %
DFER, TN, A== T 7 IV —DREGENRHAL N E o TE Y,



TNISA o OREIEIE, FFLOBERAREN G =T U EEH I L A o OTENE
7=y b (BAETIE CAPNIL ITHHY T2 LB 6ND) BEMELRSTE
D, MLIIRLELEIICAODRAL BRSNS (A L3 g b
FEIEIN D), FEBZIX, ARERTITHRBR G LSS UiEEEZ SO L O, B
WoO—IIc L EF 0 e Aspergillus nidulans THANZ Bohv- 7= FPaAB 7 7
7Y =R a Vg IR TRONST=90L 7757 IV —0FRTo &
NN AR LTS, EHHHE RTORERINGFHELTEY, B hOX
JUSA K, HURRL PalB M, SOL M (4 2 D& FEHURI L IE.5) o 3K (T
DHEIND, BRI LRI G LR O TIE T e T T —8 KA A LSt
DOAHFEMEDMEN, IRFEDO DN, v E LT, “IAf o TaTr T —B RAAL
WCHERHAMEZFF D" & LTERT D &£.2009 4 12 7 1 A HIETIE 2,236
(5 BLEMEMEIL 72) OESIN T — X R— A8k S LTV 5 (http://calpain.org/
ZM)

TINISA v OEEREDFEMIT, REAFHLRHANIZ LA ETH LN, D TEE
AN, TR - B FTCOBRFHREICHD, TR0, WA A VER
FTHRRETDHE, MIEBIEIC -T2 0  BRAREBEZGIEE LTV THZ &
MAGNEIRSTWND, TNASA OBRRENRE L 72 5 ToRf I U SRR IZIE,
YA a7 40— ($ik—31) X5 REHRSC, BUIRE SONLERE (4
=32 bEFNTEY, £/, N TIHHRBRERENRFE IRV, byEn
T AR E DY) TIIMORMEN, 72 ERAEYFHRBEEE L RINT
W5, TILHDZ Enb, TS, CFHIAZ X U OB 2 AW DN IEE 7oA
MIEEI 2179 LT, WADERZTOHDL VR D,

1.2 H G RE B E

Z T EICHFIE D VS v OfEE — HEBEFBIIC DWW Tk B, WL (b
N TIXISFEO DN S VRER T % a— R T HBIBEFBFET D0, K8
FDIX 1ML E (FFE LCTL0MELLE) DRATTA R - N T 2 RR3RBT 5
e, ANy EE L TE 100 FERIREET 2 &EZX N5, KB FOM
KB EEW L. Bk oo v i b, Rl L3RRIl o> 2 FRICHI ST
DR ESNDD, —HTEIEFORIAEXNG L 2 b2 T ERN] o1
& TR EP) PO 2FICoBTE 2 (K1), maicEL, B8
BN B, MWARIOREEZ L 2500, u-KOmAA A v LT D #
VNI BRI T EIVE L, w - AN EMEY T = | (u CL/ICAPNI),
F20E, Mmoo EMY T 2= M(MCL/ICAPN2) & B0y 7 2=
v MBOK/CAPNSL) B o ~T v 8K Thh, 2O DIEET 7 2=y M,
RANCHEERESNT-=7 U CAPN1L & b0+ 2KIChT- > Ta W R %2
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R (=R X g F 0 - v > (conventional calpain) &
HIFIEN D, HEERIIZIEL p94/CAPNS, nCL-2/CAPNS, nCL-4/CAPN9, CAPN12,
CAPN13, CAPN14 }, 't k CAPNIL & 206 & @ WWHERIPEZ /R $8, £D %<
IR RTINS, o ThY, BEFEELTH, X va - IssA
Y ERNRVESTEE E R,

— . WHIHDOIFMIIT Ty LS A OFEITITENZ L > T, ZOWEDE
RIZRFZICAHTH L E Vo THBE TIERY, LMLARRL, IEEFLEHE
T 57 I B THD Cys S Lys ICEEXHb o> TEOIEHERBL LN EE X
BHi15 CAPNG X, /a2 A F 7 AC 5352 & 12, PaBH/CAPN7 (14
NPNBEIRE RIS G35 2L B AWREND AR L, IASA o OEPREREIC R
THH LRI Z A AR RS> oh 5,

2. INSA UGS D IEFHEEMW O T L ENY)

2.1 MBI T B MR sE T T v

FREIZIX 12 DB NVIRA VRER TBIE T OFENHDIVTN DM, HERED A
r—RICEST 5 2 ENBIEHICHL N E o7 tra-3s iz o Tid, 4
HRSEEIZBI D D K o 72z Loz, Fi2. 0 FL-UL Tk, TRA-3 D%
REICHOWTHR U HIREICEEST 2 TRA2 2 a7 T551Lnwo & P
PISME, R i o, DX 5 7, #ROMEEHMIISE 2 f#HT L T
7= N. Tavernarakis H D 7 )V — 7%, A 4> F v # /LD gain-of-function Z 52 L Y
PRFREMIRRAS R 7 B — 3 A& 297512, CLP-1 & TRA-3D 2 DD J /L7 A L3
B35 2 & FREFIOR LY, 2ok ) @ BEN T e —F O,
ZIVDDIINIRA ISR T LIV TR L% D T iiZid ASP-3 L TN ASP-4
EMEEIND BT TV DSE AER I BERET A LALLM LIEZZ LT
B 5, FREOSIL, BREEICBT 2 EMEMEMEEICBNTE 3o
VAT T ARG VREE SN TETEBY ., BT ORI 05 T
EHOTEERMIOR LD EMESITONDLZETHD, BIEOEZ A, B
WIS DB =77 NRINANA INED XD HT T EEREL 9 5D
DIZOWTIIARPTH D0, MBREET/VE LIZFENS, B b O ik
REEDOHEICRE T LA 7 A= A5%OFMER LTSNV b,

22 a3 URTICBITA NS AR RET L
AT a UNRTIZ A OD I NN, VBIETFRFEIEL. FD 5 H 35 (CalpA,
CalpB, CalpC) 1%, SWHRIAID B )L & a— 45, {EL, CALPC IZiE M
LEMERLT D Cys, His, Asn 30T b o7 I/ RICEBR L TEY, 77T
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—BIEEIIFELRNEEB 2 DD, £7-. CALPA KON CALPB [Tk &)
WICHRBLTBY ., WAHEO - L OmM- AN, bR END [ Ay —
JWRA e AT A YT S (L1 OIS TIERWY) EEZBND, TOE
WWTyawuyaunRTOR L, WHLBEOa L X gL« B U DEH
REZ 9L 2 LT, Lot bENET VIR THDL EEZLND,

—J5. 4% A OE(5F 1% Sol (Small optic lobes) & FEIZL, FEHIUTRI D 7 )L /8 A
Fa— 15 0 Bk ko, FEMBIRTIZSH 5, AR TIRA L RFES
N LTS, NREANC Zn-7 o T —FF— 7 #8504 L, C RN
AW TERIFE STV D 08 BEBERBH 72 SOH (SOL homology) K A A v 243 %,
Z D@AE DR T, 3 (optic lobe) & FEIEN AR D E T2 & 5 HFARFRRE R M
Fiad 5, HEIT, FHEIY CIX (ZOBENEL L)) MEICHEYT 5 %
Z B, BB ORRAEITEBIT D DS, RO A FREIC L D B =—
WETILTH D,

3 W (EIX~ T R) BT DHNNA U RERBET LVEWY

BERD X 9512k FTIL 15 DI RA VBInFMFE L, CAPN14 ZBRNTAT
DB TOANYa TR~ T ATHHRMICHEET S, B FOERATIE, 7=
T VXAV A a7 o —((DMD)ER | E i PR 22 g e E
(neurofibromatosis)®, 1B M (lissencephaly)®, 72 K217 %, 2o R g F b -
TS  DIEVEEE L WD BRI TS, DI S G ST
Do ZIUHEBIX, BRSPS OME DO (5 A RCHME) T
PEEINFIET HIBRIZB W T, TS, ORI 23 HF I T L
O LWVWHHEFITHD,

—J7. TN U OIEERENFFRFN TH 25 AR & LT, 1995 472> T
#H T, CAPN3 R A e 7 4 —2A MOELBETFTHDH, WV HF
ENFER ST 2D, BRARER R LS L DA TR L DIEME DL,
YA Pa 74— &4 DL ) BRI, MRkOREEE & kR
BIHT NS, OBERENEFRE L TRBY, 2O LI U FREIZONTO
oW ESE, FRTTLEME L TAE ST, D5 o oL

fERT « SR D2 Z EMARETH D & & BT, TANA URICBNTHEHE R
MEZLHEDDLENI ZLEZRLTND, Z0O%, MOMBEFRA LA 0
BWT MM OBREICE S L, 2O DIEERBICL VKR LEELY D
WRBAET D Z EHH LIz, S 61T, MBI LA BN T HER
TORYENT ¢ A (—HEEE) A, 2BFERFO Y A7 K7 LBE%RT5 2
LGS P B 3k 2 AR RIS RO TR - TRIROHT LR &
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LTHEAESNTWD, BUTE, SEBOWIEICED 5 E 7 VEMW OBLE D D
GUERAR

31 HYA T 40—

YA hu 7 ¢ —id, HBn T IEOBEEIERE T, il - 854 &
WAL L, EITHEOH MR T 2ER E T2 9, £< 0B/ IS EEER LR
L. bo & bHEEZ DMD 1%, X B fEgISEER OO, 1ZEB RO R TH
FET 2, 2F 2000 kb Eb®HD PR a7 ¢l FidllaiE s BT
DEKZ 7 () 3000kDa) % =2 — R4 ABIFOERICEVFIEL, #
JEIE 3,300 AMZ— ARBRETH D, EITHECL . 10 FaTE THITARE. 20 %Al
BCANTIRIREVLE LT L9127 0 REBRAKRYZRGEIETR 2> T
RWEERTH D, EFRo X 21z, IO oA URFGEIZ B TR A DS %5
Rk E LCREREELZED W ELH D, Is3A & DMD & DORfRIT
FBEWREEDRH D, £9°, DMD EEH OB TH /A o OBEOEENHE SN
2 J g OLEN DMD O E LTERITh 2 alfetknrm a9, z
D%, WAL CBEHIOBIFE D Hiv D, FrE - BIEASEL T —R Tk
Lo, BUED X0 LOHIEROBRITRT S TnD 3,

B EHOBFEIZEB W T, B RS UIEIC K DRREEOSEE M T S 720
2. VA7 4 U RBY T AMDXEIRNEFAEE LTEHIA TS, L
MLURENRDL, 2O AT, MFENRBEENBIEINDI OO, 1FEAL
M - MK TR RSN, B b DMD OJER L 1T D BigoTnb, 20D
7, Ebica—tua T4y (VAR T 4 rDFRTO T THANRL U DOIE
5O b v T b LiEw TR (DS EOERERITEE) 9% v
MUEE D BT VB & 725 LB SN TWD, s, LIHIEZ R /N A
A H—UM-XT7.1 %> 728152 POHTONTHER, FoMlEE b b & TIE
EFEIGICIERT 2 % (~b A J VR B ni&Es=H, e RC
HNWETLEYE LTE, VAN T 4 v EREBTHEDICHYA N7 —
ERIETHI—LT UL b= AR= RO =L RBER SN TN D 9,
—J5, BRI A b a7 ¢ —(LGMD)IL, ITAAFIC EITIEIRBH D FH Y A b
7 4 —T, ZUTHRAELEBEEZ T, BIEE TIZ 18 ORMLEE T (BB
F locus & LTI 22) RREIEENTEY, FEMEELGEFICHSELE ) v o T
Fe 2w oA =OARNETAEYE L THHATRETHS (F 1ITEEDT),
LGMD DT 2A BI(LGMD2A)I LB FF AT N SA » pAd & a— RT3 5
CAPN3 DZERIZ L o THAET 2 2, LGMD ORAERIT 2 H A~ ARETH S
MR, Z DI TIE LGMD2A 235 b i T % B4 (30~50%, A Tidk LGMD2B
ERFRE T 30%), FFEDHIR (7T A La=d v, AXA v RATE,



TAVH AT 4T FTMNBREDT —I v a2l N—"7 72E) TIENRY
B WHEE(5~1,000 £i2) THRIE L TV 5, LGMD2A 1XE AN R L3 1 D
REIZEVELDTZD, /34 ) /3F— (cdpainopathy) & & X%, Capn3
J 7T U R UAFE mdx v TR EFRRICBE~FEOR Y A b a7 ¢ — & E
% ®O HUE SRR TICR LT D REROIRFRIEICIN A T, p94 Xy A hu 7
4 E RV TR 9AKDa /NS W2 BEFIRENRE LR STV S 8,
iz, p94 DIEVED A% b= RIEMHA p94 (p94:C129S) % BFAT p94 DX
DOVIRBTL ) v 74w ABEHESN TS, ZOXVRIT/) v I T Y
=2 X0 HIREINC p94 BEEEN K DITZIREE, D F D AERAEWFIH] Ok
WAEHELT 5 &E 2 B, LGMD2A ORJE L FIEM T ORBICEH TH A ),

3.2 PRI

B~ CAPN10 DA > b o—FEEER . 28 (4 2 U UARFIUE) HERIE O
Uo7 DR ENT 2955 CAPNIO & KESRIE O BEFRIC BT D IFZE 3 5% < s
INTWND, BREWNT L2 2 BIPERFOET VB THh 5 OLETF (Otsuka
L ong-Evans Tokushima Fatty) < » k@ Capnl0 ([ZIX = Y U327 2 ) BRE 2
BREDRY BT 4 RLAPFLET S O, L LA S, RIS CAPNIO & HER
I3 D B B0 72 R BIR IR STV 2W, Capnl0 D v 7 7 k<7 2 5D
L ENE B A ) Capnl0BRIFEEL h T o AV ==y 7 =7 XA EHEN T
WAHMN, EH D HBERFERFIERIIRE 2, 2720, LLTO X 9 Ze BEkgE
WHI RS ST b,

~ 7 AD 2 ODiHR LG & SMIJILZFNEIL, Atk 60 H DRSS K XV (LarGe)
I, NEVI(SMall), TERENTELZRTHD P, 202 R LR ST R
(LGXSM recombinant inbred mouse strains)(Z %t~ 2 EAIIZE s (quantitative
trait loci, QTLS) fEHTIZ LV . W< D d) QTLs RRE SN TWS Y, 2oH T,
1 BYORIZAFAET D Adipl 1X Capnl0 BB~ vy 7 &5 7=, C57BL/6J D
Capnl0” % IV T Capnl0 i&f{z 1B o1& & 19 22 il 4B i 8 & (quantitative hybrid
complementation test, QHCT)®%{T~7-, 5% ¥ . LG/ (Capn10-®*C t43%) XK
O SM/J (Capn10®™SM L4 %) ZZhn 2 C57BLI6I DEFAER (Capn10B®e &4
%) KON Capnl0” & A/ & T, FORBMAMEHT LTI-DOThH 5D, FODREHE.
TBHERT BT - s ERIL, SM/J & OAZEL (Capnl0™B & Capn1o®™") <
WEICHERENR SN, LG & DAZEL Tl Capnl0-®773% Capn10-¢%° L v ¢,
KREL DLW [ERIFHREEE(quantitative failure to complement) | %73 i 5
e (X2, —F., BEAT RUBEARRERCA v A Y VRS TIE, 12 LG/
E OARLTIIABEREN R ST, SM/I TiE Capn10™® 73 Capn10™ L v & 9#
WA R HRBIE (=2 BUBERRIEE ) 2R L7 %Y, ©F£ Y, Capnl0 O~T
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B /RIEIX, LGNy 7 770y RCIEEmERZHEEL, SMO Xy 7 7T 0
RCIXBERBF N DSFD AN, B, <0 FRIERT %, 2 OfEREOER
ITHHETH L0, D7 < &b Capnl0 & 2 W EE OB ERGR 2 BFERp & VU
YITDHQILsBH D EERLTND, 5T, HEOKR TN/ L TSR]
HEMENREWI &, BNy 7 7T 0 ROREE+DICERETHIVNEND D
ZLEEMHTOILDENR S, ZHIEE MBS ak— MFEOREE (AFE
IZL > T CAPNIO DRV ELT 4 ALEDV I RRRZH 28 %9) L —F LT
BY ., WA LR, Capnl0T Y 2 BB RS - I O LW eSS L ENY
272 2 LM <RB LTS, (BIM—F1E—F 185 11 (2) 250
PRI - MBS E T VB IR

3.3 VENIE

T ME (lissencephaly) i, fRERAY L FAXMRE R DI R T TH VD . IO 2R K4
AR LB THD I L2l MtT o ERERRTH D 9,
PAFAH1B1(platelet-activating factor acetylhydrolase, isoform Ib, subunit 1%%; LIS1 &
HIFEXIN D) LT DCX (LISX & HFEEND)D 2 SEEBR FARIEINTEY
ATE T F e R ETE, BB XGEEMECTh 5, DCX ITUNERES # v /X7 H T
& % doublecortin & =2— K9°%, DCX |[I~T aEREFFOLMEITT X 278 X
B fAATEHALIC K DA 7 IREZFF ST, THRE MR R AT MK AE
(subcortical band heterotopia (SBH), 5/4: double cortex syndrome) | % C 5725, 5
PETIX LIS ~T e KRB EFR CEIMEZELC D, BNEE—F—F 2RI EXA
= UIMRAE OB RO HERF IO TEHERZ VX ETH LD, ZDIE
H IR A & BERE A RIS 02N LISL T % % LIS TS FMEL AN A - 7- 33
B, REESERITBSL L D0, ~T SR THBMENBIET 5, FEEIT~
TRBEAERICHYS T 5 Lisl o~Tu /) v 7 70 bk~ A (Lisl™) Z21ER 5 &
Z D77 ATIEMNE & RO THLIL7ERZ 2 L, WKEDOET VEW) & 72 %
ZENRENE O, BBEEWC LT, LislT 22T S LISL Z R E D
WD TN  DIEME TS RERE 71T L N1 2 SRNA TGS
SELEMBISNDZ L, Thbb, WARKEBIZEIT 5 LISL O &ABEGETHHIIC
NN U PRELSBEEGTEZENHS N2 P Ehic, ZO~YTRE
TN TIE, BB NS VHEORER, LISL ¥ XV E &5 EHE L
JVZIEDT 5 Z & TH|BIENER SN D Z & (o2 LBAER~ T 2 v/ A
VIHEAEAZ LT LISL O&EIFEM LR DR S, IBINEOTERIC K X
PRATREME AR LT 29,

3.4 B FBIEREIC L D sE



TNV IRARF L, p - mM-TI VA AR R e NTEE DR E # X7 T
D, FIENO I NSA o OIEPEFRENCHERET D B2 DA, BLIRIEN 2
LIZ, Cast / v 7T 7 b~ A G MR AR BAIRRIRELT A R T A Y
=y 7w A Oy SEEORECIIBEE AR RS2V, D OHEET,
HNIRA L DOIEMENBFEIRFE TR, FEAEREINLTW W &, BIG, 1F
ENEDINISA T INHNVIRAZTF 7 L CHORNERTHD 2 &, BRI
T5, L, ZHoDS T RCHA = Uik G L CHEBMBEIC X 54
A EFE T DL, Cast /v 7T U h~U AT, ALY & L0 BE
ICHIRERFHE SN, F T VAV =y 7~ AT, MRERIH S D 2
ERABNE RN O TS DRERIE. IS v OFEVE ) B R
BRCAELD (R har RUTENLET R b= 20 CET2Z L%
TTHEDTHD, ZHIHDO~ T A, BEFEMEHRGIC K 2RIk 2
FOIMEE IS A R TR T AE & L, T OMEICED D2 720y 1
WOBMREMNT T D= DICRATE b EZ BN D,

3.5 Alzheimer J%

Alzheimer Ji1Z, 7 2 v A RRIBMAYX X278 (APP) b7 a7 7 —Fick-
THUYWHEINTB -7 I A FOFES, MUNERG X /" ETH D tau DR
HEE (WbhwoHEANBL), Z2EDERE & HICETT S, ZOH T, tau DR
FRHRIZ, TV A TR SV TIEYE(L 9% p35-CDK5 A A28 tau 2 U g
(T2 TEESNDIEEZLNDTZO, INANAL U OIEEEZIHIT 5 Z &
A3 Alzheimer J5 DHEIT 232 S8 5 FTREMEDMEIB S W T 5 O, 2o, Hix 7
LoV D I3 VS A ARHEDRFAET DRI E LT, EFEod Cast X Capnl, Capn2,
Capnsl 72 & OB FWE~ 7 X 0% Fv, FRITFICB T DIEROMEIT & =
ALK T DIEDOFHIZIT ) Z ERFARETH DL B2 LD, (FBIH—FE3I=E
— 28 —FH1HE (1) TAINAT—I/HET AT A (TInAf F, 27V 7
AY) bR

36 FOMDETF L

NI D ) 7T b= ZATiE, Capns™ = 7 ZIZIBW T, 2RIEN L%
L7, Ny 7 7500 R B6IZHL L TV 9 BIZZED X 9 aREIT KD
N WS HENRDH L ™, KBV AT 243 H 5N, B6 LSO A~ LA
NCHiAb T A Z LT, B OET LEM E L CRIFATE S RERS D, FE
B2, B h CAPNS DR U /7 ¢ AL YEEM M ECE 2 L AT 10—/ L)L
LEBRMBENRGDD LV ME Pobid, ERRvTRIAZRY v -
YR —ADOMEICFIATE 2[R GH7EA 9, £12, @mIT X HHEIZ
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1T T2 A3, Capn6, Capn8, Capn9, Capnll, Capnl2 (. M - 4
R PP B/ R G P, KO, BEE TICRHRNICEBIT A Lo
YhEa—RT5) REIE, B0 X5 ICHBRFE R RS TS Z LR
TRENDTZO, ENENOMEBICFA ORE &L OBENIIETR, 5%, &
BIBTD) I TR )y A= AORBBEN T NET Z 128 - T,
HR72ETNVEW) - RATIEDHEL S D Z E IR F S5,

—7J5. Capn7 K& Of Capnil5 i, Ji < BEAZAYIN THRAT S LT D ARHR S EH) 2 L
NAvRER T Za— 845 B0 ZOAMEREITHE IR BLE D b L
BRVE, RIE IMIEANESRICB S L, H 2 PAB R OEERE Cpll (8B LT A
JARLABEICEELTWD) oFryarsisa— R DL #%H51E, vav
VaUnRT OL oAy a s Ea— RO TnE, ZhLOFEMTOREL
LY X 0BEMARBRERAERIN WA E b« w7 XA TOAFERE & o BEME
EHOLICT DT LR, BARA CORER R IGEIE, L, (ERAFEEZED
EVIEBRT, AL UIRICBT DIREEREO—D EE XN D, Kk
12, Capnl3, Capnld |ZBAL Tik, ZDOIBLENDRD T 722 IR IXEEMT
THEEZEZLNDN, Capnl6 (B L CTlE, £72ZF0AHEREL RIET 5 &L
BRNHEDD, BEDZ=— T INL NN, T aTF 7T —8 RA AL UREED
AL 7258 & LR T 2 AREMER H D . A% O EOERENPIFSIND,
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