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MEICHTDFNHRSFEOX HZZLE
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HKE KEB

—UKEEIMNE L T5138 A LT XTOMBOMBETIZEE ST 2 Mla/NEET
HY, WADPLDY 7 F NV EZFTMBEEHZH S TV D, BEOKIEASIL, FARIEKE
MORERZIILDE LZRAVEREZET 2 [HEHR] LIFEhs—Hoe FoEEZT]
T, WEORHMERE, BRAEIL intraflagellar transport (IFT) X2 lipidated protein intrafla-

ARTl,

1. FLC®IC

—WBRTEIXIT L A ETRTORBEOMIBLO KIS
NAHM/NE R E L7228RIROMBVNIETH Y, KO
RSO 7 FNISKHT AMleO T v 7 & LTokdE
EHoTWBELY, MEORRNEIZ T vV Y a vy —
YRNFT VI Tav T T AN—DFEIL > TENERM
JalE e Mg & 3R T O T VB Y. ML 25k
—UMEIZRELTED, BRIIBVWGTF, Ny Ik
TF N E S RSN S O A ZITHLY AN
THMEIRZ TS, 72 & Z AT,  SUMI G BRI
RO —RMTED TS L7/ L 3 h 2 2 B L, o6
ZRYURZERIZILDE L, KEERETNE LR
T 5 NEMEERBOMKR T2 BAESETwDY, Lz
MoT, MEBIZEE LMY 7 F EEICH L THULRY
EEE R L TWLI LD, D, 72, MEORRE
A [T EIEhse boRBEFIESREI T L
BHONTEY, Z|/PWHE, KEE, B, ZERE

gellar targeting (LIFT) &\ o 2#TBICBIT 2 5 V387 BESEBEIIKGFE L Tw 5.
THEL S IZV L O ORRBBHBER D IFTRLIFT 2632 2 L2 W52 LTE 7.
INOORMARBBHBERICL2BMTICBIT L5 V7 Bkl 2 # = X A%
T OIS, RER L OBEIZOWTHEHT 5.
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2. intraflagellar transport

HE O JE K R 7 1L intraflagellar transport (IFT) & X
NBMEICBT DS V87 Bk ICIKE L Tw 5.
IFTIZ=2DE K% ¥ 37 EHARIFT-B, IFT-A, BBSome
BRI GEEIT 25 TE—F =25 Y 7> T
Wh, INLOESERIIERICEATEHEINE Z 2
LIFTF LA v LTHSNTEY, MEICBT DA
HHVIEHEITED F 8y Rl e #HoTwbY, T2,
ZODIFTHEARIZ Y ¥ 87 HOBMENNOHA LT
PANOFEIIZHHFELTVB2Y IFTBIZ16% 7 1= v
PSR IN, FAYV2E—F—LLELITHMTEOM
T 5 N D NEAT % 2 v, FTAIZ6 7=y
PSR EN, F4=2V2E—7—LELITMTDOL
i H BRI~ O WATHE#% 205 * . BBSome X 8% 7
2=y ML EN, IFTBOT ¥ 74 —& L CHRE
G ¥y BB ZHK (GPCR) O#ED S Ot %
1991219 %72 BBSome lZMTEDMITICHBWTIFT b L
A VOEERFFE—PT2Y. MTOEMICHBWTIFT b
L A VINEATEE D & AT D% I s 7260, i
HEL ZMICHEETHAET A, IFT LA Y ORRKN T %
I— F§ VL OPORIEFOEREF, NVF—-¥—F
JVIEMEH#E (Bardet-Biedl syndrome : BBS) % ¥ 2 X — Vi
BEBE &V o 72T & OBEDSHI ST W5 19,
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3. MEICHTFZEZONVHEXEOHRIEICHTHEY
e MLFZ2FF—EMAK EICK DIRE]

O IR DML FE AR HAETEBLO 53T A 7 =
AL DY 2 Hig L THIZE 217> TV 22T, Bk
Hox) ¥+ bt =y FF — ¥ male germ cell-associated
kinase (MAK) 25#JEHAIIBICB W CTRERTL I L %
RW72L 7271 MAKICH§ 2 Hitk & MR8 L fhs et %
Tofz& 2 n, MBI OBTEE%DEMNIICZ DR
MRS NIz, Mak/RIB= 7 A% MRHTS 5 &, MBI
2B W TSR O & € 0@ i~ o IFT-B A% K+
T 5 IFT88 DHEMAH L NT. Mak /R 7 ANIFEER
G B D FRIR S o 72h%, HEATHE O KA
ToZEEPBE SNz, BIRENZ &1, F£HDOH
HOHBIZE MIBWT MAKBIR T D% 5 & I TR
O—HTH B M FELEYEAE & O BEDHE S s,

MAK & 7 3/ BOMFEMEDE W F F—+ & L CTintestinal
cell kinase (ICK)/ciliogenesis-associated kinase 1 (CILK1) %%
HMONTW D, Mak A HBIERFEHAZBEALIZFEBLT 5 DITH
L, IkZMREVHARIC 2 EF ¥ ZICBH L Twa?. ¢
MZBWTICKBIE T OEED, WA, Bk %
LD E LS E ST RESRORE 2V ERBIEZ 5]
Xt Z 3R T D 5 endocrine-cerebro-osteodysplasia (ECO)
FEBREE BE L T S A S Cn?. HEH 5

it

ICKR$E
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Ik R 7 AR LU T2 &, 2O~ RAEH AT
BICE 2 ) BHRRM, ME Vo d T &F 2o ss
REDVROENTY . L DEBMIIMTR Ny Yk
TV T FNVIZERENRALNDLBICHE SN S b OIZEM
LTw/z ICKISH§ k2 E R LRtz &,
ICK IZMAK & AR IC FITHEDBHICBAE L Tz, Ick
RIAC L D IRAEM < Y 2 DR~ 7 AR HHE A2
BOWTHIEOEMABIE SN L B2, MBNO~NY Y
Ry FY TP IEEDIRTRARLNTZ. T2, IekDRIF
IZIFT-B X IFT-A, BBSome i % K -1~ O #% & @ S v~ D F F
ZRlERI L. —F, ICKOMEZHBIZ L) IFT-BHERK
KT TE O L ~ER L 7245, IFT-A X BBSome O 1§ )i
AL TR IO L) 2EREIE DML o7, 2
NHEDOZ ENS, ICKIZMEDLHICBIT 55 37 B
REH R OEIROBIZIFT b LA ¥ 2 HEEs 5 %E 29 2
LR Ens (RDY. 512, EF S IkPNEH
FHIBICBWTHRIHELTWAEZ E 2 RWZEL, ICKOWNE
ZBUF BAEREIRNT 24T o 72, Ick/RIE~ ™7 ZI2B W TI3
FORIPEML, EXBEMTHEELEY FETMILIC
BOWTHE (MT) &5 X 282 ZET 2AHE
DAL EBFRICEL A L TEB Y, FiNMatEz: (planar
cell polarity : PCP) DEFEBBIE I NIz, T2, Ik KA
7 A DA BV THEMIL OB E DS TR IFTSS 254
LT IckDOBAARTORERE ST T 2 %H %2 FH~

ICKB R FEIR

BBSome

IFT-Ai i ?IFT—B

F1Z> FRI>

Wi

1 ICKOXRED 5 WIZBFEFEHIZ L D IFTNDOEED €T

AR OME DLW TIXIFT b LA > OffE & BAGHRI Y, T XD S BT HERENE Y ) BboTw
5. ICKDSKRIBL 72 ETIE, A T VATICIFT ML, USIEOLERICEHLTWVwLEEZ LN,
—JF CICK2S BRI L 7-METIE, MEIHEAZ LRSI EI2X > TIFTBASMEBLmGICERL, IFT-A L

BBSome D AASWATHEIR I NS LEZ NS,

FRE

BiE

B

X2 W FolEg & B 5 OBRRZ R L 7N
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BEITHEIFT
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BBSome

S I\OERR D > B bR SR?

—_—

fED TR
NEAT4EIFT o
i Baa
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ICK
MAK(?)
X500
BBSome
IFT-A IFT-B
ZHIX
P4 R w
&
KIF3A A AKIF3B e
? @2 i
’ ICK =
/\O OI\/IAK(?)

B3 MAK & ICKIZ & 28BS B 5 IFT 5 izifbl o€ 7 v
CCRK : cell cycle-related kinase, FGFRs : fibroblast growth factor receptors.

572002, IckDSNHIZBWTRET A~ A (Ick CKO~®
Y R) RVERLIBINS A&, 27 ATREGTBOET)
WZHRFIZA DN Do 720, REIROTE) OAKT 23580
SNz BRIEWZ &1 Ick CKO Y ™7 A Tl A 5 8 o0 i
D% 405 W O THIE R A 5 Bl §E 2 200 T Lo pCP
B R RBD7DS, BEBOE)) %) KRB VT
PCPIVE A LT, WEJJREE % k3 J5 M £ & W/ Bl
FalZB1F % PCP R OEMA—FK L CTWwiz (F2). 2hb
DGR S, WA BN O PCP B 23HE ) BE 5 o> — k1K)
BRIEKICZ 0 D B2 LAURBE N,
FNTIXICKIZ ED LS %y Y X0 B x) Y EBRALDEE
MWELTWEDEAL) D FEELIZICKABF ATV 2E—
H—HT7 2=y FTHAKIFADCATHD b L =
(Thr674) % & CRMGHIBZ Y Y BILT 5 2 L 2 Rw72
L 72. KIF3A ® Thr674 13 MAK R ICKIZ & %) Y ko a
e v ABANALE L TB O EMITEFE IR TW S,
< A MG FEAHESE I BT Thre74 25 VRIS 7z
KIF3AIIMEDLMIZRIEL, TIUdIck DRI X1 K
§9 L 7. Thr674 % & B KIF3A D CREHIE O Y ¥ B &
CrLA=rvo) YIBLOMEFICL Y, Bt 7
74 v Y alZBWTHERERAHE S W72,
DEOSEZSOMEICE Y, MEICBIT S5 v o5y L
REHET B A= AL FOEBRE, FIERE IR
WY 2HBLOE MEEROFIERIESH S & o7z i
ETIRE MCKBIEFOANTF DL HEEIF 70 =—
TADPAL DBENRE SN TED Y, MEHAXY b
SADFERIENBY ZRETWS. L2 LD S, MAK
R ICK DHERERMT BT B 7 ¥ 23 7 Bk o ) Sl 12
BIL TR SR EINTVS. 728 21, ICK DOBGE
ZPHIT AL, MEORSEMT L L) Hisdrd 5 —
JiEe IR T AL VI WG L H BT, IFTIRMTE

DESHEEZE 25205, FTOHIBETHENOES
ORFICHETH L EEZZLOLNTWAEY, ICKIZ X AIFT
DOHIHHPMED R S5 2 2B ITMBEMEIC X > TR%
HOhb Lz, T Thed% 7 5= VICERLE
KIF3A % 5689 % ~ 7 AR Ml 12 B W TIEEE D
HENEE SN LA, IFT88 DT BT 5 (I3
BHALNLEVZ ERHH IR, ELELORREEED
BT# 2 5E, ICKIZKIF3A @ Thr674 % & e C R I sHIHC
MATHORER & X7 %) YL L, IFTEMENOE
SERHMTZILIREEINS. BT s J 3
FEFRIZBWTF A V2F—F —H 7= KIF3B
DFNYA T THALFLASD63THHD ) D) VL
HHITE (T & BEAREE IR L) O%MIZBIT 5 IFT DN
TR & AT O F IR I L EETH B 2 &G S
N7, FEHTREEE LT, FLASD663FHD L) ~
LI E SN TE Y, MAKSRICKD ) v #gfba »
U ABINAE L TWABZ RS, MFLEIZBWT
KIF3A DA IZKIF3BAAMAK R ICKIZ X D ) Y Bfbash b
Z LI X DB DEIRIC B W TIFT @ Mz 7 b T
WL EDREENS. F72, BBSome DN T-% 32—
N3 % AR T bbs-1 DREFEAET L 2 RO RAK T,
ICK Z MBI XMl TA SN D X 9 %2 IFT-BAGL A
T OB~ DERABLE SIS Y. BBSome 25T D
WITICBWCTIFT b LA VOMANTEIT)ZE2EZD
&, IFT b LA~ OMEBLIHICB T 5 EEHZICK (LBZ
5<{MAK) 12X, H&AIEBBSomell X o THbMRT
WaHhh L (K3).

4, MAK & ICK DSEMFIHIA H =X L

MAK & ICK D15k % fi i 97 % B I2 2w Tk R 4 12
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LY DDH B, MAK & ICK I in vitro 12 3B > T cell
cycle-related kinase (CCRK) &) FF—¥ Fx 4 VIZfL
BEBTAHTDYEF—7D L F =AY VLS Gt
Ens¥. R B VT, CCRKICE BHICKD) Vi
AL IZARTE DT % IS 53, Mak S Ick D KA & AR
Cerk D/RIHIZ, MEDO R STHORFERLWMTOLH~D
IFT88 DHEAEZ B XY, T/, CorkKIE~ Y 2135
TR MRE DT NS — AMEDZAL, MRIROFTE L Vo
ey YRy FY ZFIVHREIAEIGER T 5 MR AR
WRRTS —J, CCRK & 13# 7% 1), fibroblast growth
factor (FGF) ¥ 7 F IWIZICK DiEMS 2 & ICHE$ 5 L &
ALNTWE, ET574 93277V AV AFITNVIC
BWTFefZHM1 (Fefrl) RZDY # ¥ FORGEHEALIC
IOVMEOEMAOBRINDE®, M), WILEICBWVT
FGFR3 DG HEALIIME O WM 25| S 3 & & HIZIFT-B
R T & 5 IFT20 DMEAND RFEZ ES 2 2%,
7o, HALFI R RHTIC X D FGE 2 BRIZICK 2 ) ~ 1L
LCAWEMALT 22 &, BEMIBICEB W TCFGFIZICK &
AL THREORSZMEITL I EARENR TS Y,

5. MERMERICHTIEEREINITEOBMEAD
TBES

IFT & 47 L C, lipidated protein intraflagellar targeting
(LIFT) ELWRENBIRER G S 787 HOBE O
WL, MECBITE Y7 FPVREDOICERE T R
ZLTWD. WSOPDRERKEG S ¥ /7 HOBE~D
kit ¥ _u v ¥ 237 Euncoordinated 119 (UNC119)
% phosphodiesterase 65 (PDE6S) 2L Db Twd, 2
NHDF 7 BITMBEIC B W TR EH % 1l #2585
L. MEHNICBWTGTPHRHERDARLI EHEETH I &
TR 5 ¥ 87 B2 T 529, ARL3 IEAIEER 0
GDPAEG R IR O GTP#E A EIAN &, MTBITHEED
WIRET 277 =227 L+ F FHRT (GEF) Th
% ARLI3BBIZ L o TR I N LY. — T THEOMRITCIZ
JSAES % GTPaseifiAt 5 » /X7 & (GAP) T 5 retinitis
pigmentosa 2 (RP2) (Z#EESHI BT ARL3 & GDPAHETY
RO TR EEZLNTVE 7Y,

LIFT D4 A 71 = A 5 R0 A B e B B2 D v T e
JEDOFEE L OHEARBAIBICB W T X KWIZER R S TE
7z, PO G0 3 2 e kSR K T COBE %
HoTwa—7, #AREMIZEVHZ WL Y Yokl
Z LW CoOMERLME A . RIS B v TOLTE
W L) 2w KRGy VXV ETHDL VT VAT 2=
> OML PR B O FERREE IS U CTEL S %9, #
A e A48 & MILAR SRR 5 % N 0 38U AN A B S
Lo TOLoTwADE, IR VAT 22— VI3 EH
Ex > THMOFE D DA I~k S, BEHSSE
WKBWTHEICHER L TRET 5. BZHICL D, 1k
b YAT 2= VIS SREGHTE Tl o TR O
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WA ZORAEZEILEIE S, ZOWRFIKE L2 b
T VAT a—Y y OMBNBAEZACEREEMIEIC BT
DWNZEBELZRMT 52 LI o THRIEISICHES L
TWah, AN Y AF2 =3 v Dat 722y b (Ta)
DAV D R AEAC I ARRBLA L AT IE 7 7 62 25 K & 74
72D LETH LY. — T TRIEAEN 72 (Ta DAV 2 &
WA O FEIZA O T 7E 28GR 5 O Mg I 2 P 2 3l 5
555 UNCH9IZ1Ta® 7 ¥ WAL & A7 N K I 382 ks
HGL, B RTFY VLB T VAT 2=y OIEHALZ
W9 25 F/, BEECTIEREI SN Tadd i~
DL Uncl19KAA~ 7 ZADOFB BV CTHE S DY,
BB W Cunc-119DKIBIZX ) G 7 V87 HOMTEN
DD HEIND Z EH 5, UNCI9 DOFEEEI LIS
BIEEINTVDE I EARBEINLY . Uncll9RIE~< T X
BV TR R BT ORI A AT SR Shp O,
F72, BRMOHAEEI A ba 74 —DBHITBVT,
UNCII9BIZTONTUDF v v AEBENEWEEh
TwaY, b M UERE o 72 Uncll9 % BB EE 72
NG VATV 22w 7Y AIIZBWTCIE, I bR T
D ANT-1 %4 L7z M8 G &k S b 2 fliy
Pde6d BIETIZ & »Ta— F &5 PDE6HIE T L = b ekl
B UNIETHEERN S VAT 2= v OpyF Ty
L GTy) ©OWNH IR 5 FM I~ O % & RS 5.
Pde6d R~ 7 AMABICBWCTIE 7 7 VA Y IULEN S 2
&SN B rTy DS O IS RIS R AES 2 .
Ty IR THAR S 2 WIZEEARBIATIIC B VT, woH»
DHRAERIREN Ar — F2 R T LR TFIE 7L =k s
N5, AR CHIET S GMPRARY AT I —¥
DOfE S 72 = v b TdH % PDE6a & PDEGS, #HEAKHMNN
THET 2 GMP R AR Y T AT T —EBOMfit 71 = v
N C&®APDE6a’, B K7/ »FF—+¥ (GRKI) 177
FYMEHBVRT T NET TG ML END ST Pde6d
BRI L 72 AR S B I SRR 12 3B v TIZGRKI %
PDE6a’ DIV D AL D WSS R A PDE6 7 L= v + D
WHIOFIEANORFTHEOREIBE SN 29, fHREL L
C, Pde6d ®/RIBITHMNB O BERA BN 2 FE 2 B S
B, BERETHEOMBAENE 25 ER T, Uncll9R
Pde6d DRIBE BRI, Ari3aA VT4 aF N/ v o T
b= ZIFMRHHAIEIC BV T rTa® 1Ty, H4KPDE6 %7
Z=v b, GRKI &V REM#EEGY ¥ 37 BOIEI~D
LR E 2R LRIV 25 &SR3, v b ARL3 #ifE
T O ENTH Gt AR Ot R TEE & O B AT
ENTWABEY. <= 2 BT 5 Arl13b DRIRIZTa R
FAKPDE6 Y 7= v b OBRIEDRIEZ 5] E i 345,
Arl3 ORI L D b EEITEOMEELE B ST, 2 &
5, FAREHINIC BT ARLI3B X ARL3 1259 % GEF
ELTU L2 EEZZONL, L MIBWT
ARLI3BEAZTDERIL, WHOARLEOMTER CTHEE
P EGEREREIRE M E T 5 Y 2 N— VEfmhE L DR
HAHE SN TWD P, BEORICICRHIET % ARL3 IS

AAbE: 8593 K 45 (2021)



498

9% GAP% 32— K9 % Rp2 HIn - OKIBE~ 7 A 1L GRK1
RRED B VIZHERPDEC T 7 = vk DA D ik B
ERRL, BIERMETEOMEE A /KT ™. © b RP2E
2T D2 X GAVE ORIt TR VERE R ¥ BEZE AR, SR
AV Z b7 4 —EBEL TW5B P,

6. LEFXF>UH—+CUL3-KLHL18 |Z & % BAEEIERS
WL ENI AT 21— OBEZ(EOFIE

IEFFY - FaFT V- LAY AT AZEAE O
HHET BIERWZHMY — )V DO—>TH5A. Cullin-RING
(really interesting new gene) LY ¥ F ¥ 1 #—+¥ (CRL)
BRIKELIEFF VBB —EDOI V=T D—D%
Bk L, Z2ichb7zsM0 2y = 4 ZH#ET 5™,
Cullin-3 (CUL3) ZRING ¥ ¥ /%7 B RBX1 & #H % ik
TABTYT Y =5 VR B G LT HEEZHH .
Cullin7 73V =% YN HE~NODLEFF Uy V80
I NEDD8 D A7 # &3 Cullin 2 Hefz & L2 ¥ ¥ F V E3
) H— OIS LT TH Y. CUL3 O N KIS
Kelch-like (KLHL) 77 IV =% Y "7 B % &, HH
BRI AT YT I —% 27 EDBTB (Broad Complex,
Tramtrack, Bric-a-Brac) KA 4 v L #&&3 4. KLHL7 7
IY—F U2 HIZ—DODBIB F A4 » & —2DBACK
(BTB and C-terminal kelch) KX A4 ¥, 57\ L 618 ® Kelch
JE— Mo SRS (K4)". HUGO gene nomencla-
ture committee (HGNC) 128\ TIXBIAE 42 WD KLHL 1%
THBFHINTND.

(Kini18) WSHAIEMMIBIZ BV THEEHL WL L2/
W/EL 7z KIhlISRIB~ 7 AR LT Lz 25, #
PRBUHIL D SEIS B DIREG &, AKRENG ST THEIIC)R
9 % 1Ta® P O FIRAO RFT I 2 RSB S iz,
KIhl18 D/KA8% % X NEDDS-activating enzyme (NAE) @
K F B EH] Tdh 5 MLN4924 512X ), HFHE
P o MR ZE M A3 8 U7z, CUL3-KLHLIS L ¥ & F ~
VI — BRI ARBAIE T, RFICEEIEIG S TICB W T,
UNC119% 2 ¥ F F 4k L4 L 72. UNCI119 @ i il 5§

KLHLY > )\ O8&

B> )\ OE

EH O RE, KhEIRT O — D TdH b Kelch-like 18 K4 CUL3-KLHLZV %5 1) % — ¥ Ozt
TRARARAHRE
i1
Shii
(BN FE LI iB5E)
ca”' T
KHEERE

CaN

cK2 [ ] P
Ub
}‘, ) Ub }:‘ o3
[ — —_— noﬂ

:UNC119

CUL3-
KLHL18

$.9-.7-3

X5 AAEAZICBT SIS L2 NI Y AT 2 — 2 Y OREEILDE TV
ARSI B W TN Ca IS T X 0 B EAET TRV, B TlE, CRICE D) v igbsns:

UNCI119E Ca> kfFED £ ) ~ -

FLF=VFRRA7 7% —F¥Calcineurin 12 & - THi.Y) YL &N 5. CUL3-KLHLI18

WY VLS NZUNCHIO 2RI L e FF 1k, L, FNIUC X o THIBKDFAET 5 Nl O F8 A 5 4
O TaD k2T 5. LTI, CK2ICX > TY YL X 1172 UNC119 @ Calcineurin (2 & 5 i)~ BR1L 2

Ca® " REDPE 72D Il E T 5.

) UL EN72UNC119 12 CUL3-KLHL18 12 & 5 ¥ & F 1k & i o xhR

AN 7212, UNCHODREDHIIL, ZHUZ X o TrTaD/Mi~D%EA I £ 5. CaN : Calcineurin.
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BUZ X Y KinlI8RIB~ 7 AMKETAHA LN L) BHrTa®
RO RBIEDPHE SN TS O BIEH; 13 CUL3-
KLHLI8 2SUNCI119 ® ¥ F F b & 53 % A~ L TG
IS BT B rTaDOMINBNRAEZAL 2 2 2 & 2R L
7o, X 5I2%¥ 51X CUL3-KLHLIS DI A /1 = X 2 D
M &AT o 72, HEH SIZUNCIHOD ) BRI L XL 231z W
ZME D QWL WETHE W L E2 R W L7, UNCII9
RSB T A P A=Y FF—ET
& % Casein kinase 2 (CK2)® 12Xk b ) vyfhasnz. —
75, UNC11913 Ca®* & Calmodulin \IZMKFEM Y ¥ - ML
F=VARRAT 7% —E¥TH 5 Calcineurin® * 12 X - T
Vg b E N7z, CUL3-KLHLI18IZ X % UNC119 O 43 &
UNCI19D Y Y BALIZ X - CTHIfl S, By Y Efbic X -
TR SN2 7 A CR2DEH 2 %55 5 & M
2B BUNCIHYDFEH L NLVABA L. —F, <9 X
\Z Calcineurin D BAEH] %2 53 5 L B IZ 1T 5 UNCI19
DFBLXNAES L, SHONHOFEIBEANDTadD )5
AT &2 S, AHEET 5 M~ DB EH IR S
N7z, BETHE, INOHOMFIZCULI-KLHLIS A ¥
R ALICARAE L CUNCI19 D L ¥ & F VAL & 451 % R L
ZNIZ X o TRBEIZBU 2 BEF 20 U rTa D REEL %
BT 22 e 2mm L7 (K5, JEBRE I i 2
R R E & v o 7oA B OMEITT DY A Y
T7 I —THIEEZLNTVLIENLYY oy
7 VRO IR REE R R I 283y — 4y M
7 L REEDSH 5.

7. B8HYIC

WAE, MEEBICBIT S & 7 ik oflEIic B v»Twn <
OPDOFIRBAEHRE RN L 2 HEZH Y LWL 0
Lo T &7, MAKRICK DFERE A 1 = X L IZH 5 4
RoOERICLY, MEOLMICBIT L5 v 37 Bk
DY) B2 OEFEN R EHRL  MERNOBG-AUR
ENTE7. F-MEMAMIICBT S CUL3-KLHLIS L ¥
5 2) A —EOFEE LRI, B E 2
WIRE NS & 25— O HIH X A = X 2 OPLF & Lo
7o, L LAAS, ISR 2250 % s bd
Zlkthot 7282 TFT LA UOSEEDLImICE
WTMAKRICKIZ X » CTIEBES NS EIRET S &, IFT
FUA VAT RIS CED X S ICHAET A0
A9 H. ETHl~N7ZZBBSome & & b2, YV - FLF=
YERAT 7 Z —ENKIFBARMOELE OB » B E i
L CHBMICBIUAIFT LA Y OFAEICES T 50
BEMEDSE 2 5D, —TF5, 1Ty b rTa & AR HEEARH R
BRI & IO SR O B TR B AL S
n, TR OCRE 2 AT 225, (Tay DMl
WIRFEZAEIE CUL3-KLHLIS KA T H - 72, S 02D
IV FF VE3) H—HIZX 5 TPDE6SH LY FF L&
NEDOLERMENDZ LI X o THRIEIGIZ B 5Ty
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OMIBNBAEZIER TELZ ENTVEO0d Likw. &
BOI LR LBHNCE DVMEICTBIT S 5 87 Bk o]
AN =2 LOFEWBEIHEAR, ZNICX > T MEA
DHFREOMBIERET L 2 L2 fFL 72w,

Eif

KECHET A58k, £ DANEDEDL ) OHFTHETS
NFELA CHEFCITHRETWREAL Y T LHIITEAL
R I UOEERERT, MIEE LRI TS F Lo
ikl Hoek, RICHE 2D T 28 5 2B
ke, ZLTHIRICHED > TV W RTOEREIZE L
& L B E

X 73
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