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AprataxinBicFZERE (689insT) HMNEES v FMRIBAEEO
BRI RIFTREIZDINT
EAEE, Wik ®O 8 EDY. MIEE
D FEE T RRERASRERSSRU ALY 5 — 3 5 VSRR S R
HRER K P E SRS — RS
9 HLIRER A PR RE RS B SRR SR
 FIRER KRR E RS RS R R

AR B EN 41T 4 fF 5 JfIE (AOAL) [Faprataxin{n T OERICL VR ZAKETHS,

AT, 757/ oA AERWTEAR aprataxin ¢cDNA, 689insT48 % aprataxin ¢cDNA, LacZ#%
RIS HDNADZFNFNEIEET v FRFEREHISEA L2 6@ (Wild, Mt, LacZ) LBEALRVIEET »
hAHBEST (NC) Z{FR! - B5ae U, ROmEIEMEOFHN AT ~72, #is HEA%, Wild, Mt, LacZ, NC®
ATERIT 35 2 00 BERE OO e TIEINC EWild O] (P €0.01), LacZ EWildOfH (P<0.001) (2 E#E%AFE
W, MUTHD3RE L HEEZRW AR o7, ZO/RENL . KEHEMER T L OMOBREIT SRS O
WHE < eI TH Y . Wild TE = Aaprataxin i@ ® A2 FE B, Schwannfila OB A - - A
F50, HESIEOBERS, TR ORI Do EE A BT ] geM 0 HER S i,

F—U—F: 77 7¥%r, RIME, R, R I

Studies of the length of myelin internodes of cultured rat dorsal root ganglia cells
infected by adenovirus with wild type and mutated (689 ins T) aprataxin cDNA

Yoshitaka Horimoto', Shin Kikuchi?, Nobutada Tachi®, Naoki Kozuka®

" Division of Physical Therapy, Department of Rehabilitation Sciences, Faculty of Health Care
Sciences, Chiba Prefectural University of Health Sciences, Chiba, Japan

? Department of Anatomy |, School of Medicine, Sapporo Medical University

¥ Department of Occupational Therapy, School of Health Sciences, Sapporo Medical University

* Department of Physical Therapy, School of Health Sciences, Sapporo Medical University

Ataxia-oculomotor apraxia type 1 (AOA1) is responsible for the mutation of the aprataxin gene.

In this study, mutated aprataxin cDNA and cultured peripheral nerves from rat dorsal root ganglia
were created tc investigate expression of aprataxin protein. Internode length was calculated among
wild type long form aprataxin cDNA (Wild), mutated (689insT) long form aprataxin cDNA (Mt),
cDNA expressed LacZ (LacZ) and Normal Control (NC). Internode length of Wild was significantly
shorter than NC (P=0.021) and LacZ (P =0.001). There were not significant differences between Mt
and others. Those observations were suspected to have loss of function in Mt.

Other studies suggest that the tissue distribution of aprataxin transcripts may be related to tissue-
specific phenotypes. Further observations are necessary in order to disclose the function of aprataxin
in peripheral nervous system.

Key words : aprataxin, peripheral nerve, dorsal foot ganglia, internode
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WiAHEE I, BB NRE B

1. [FLE®HIC

FHE/ANZEMESE (Spino-cerebellar degeneration;SCD) 3.
ANHE E 72 AR R E OSEED TR A AR L L, AR
OFRERER ORED L& R OEERBORKTTH
DY, SCDITUEd, ERERAET R AU AT B b o3 X
NTELN, RO EMESERTH ThH =20,
FRETRHORBE L SN TEREY, L LEFEOS T8
FHMROFERIZLY . WL 20 OREHESCDOFH R B S
FTHRRER SN, TOHREEFOMARELTHEY, B
PHEOFRNZ BT, A TIHFFM/ M EFIE, Machado-]
oseph#, HIRBIAREEIR A ER 1 EMFAE L ¥ O ik
EHEREGTEA L L 5SCDRE L, EDIFL A LHCAGY E—
Ma (P 7Ly FIE—RR) THY, VE— Mg
7B e, BIEREF L, ERVEEEREZ L@E
ENTVBY,

W ARERENESCD A R & Uik A RE
5350, DNALEORE (genotype) & EREESEIRFEH (phe-
notype) & ORISR OREITAMED I, ERBRBF LS
L @BREOE RO ATENESH D Z LRI h Ty
D%, =, EREEETERGHESCD TidFriedreich & FHIAE
BHATHY, BOR Tk bEE O VBEEMESCDTH
5%, AHTIIREHAI Friedreich&FIE S EEDN S LOD,
TR SR & X D frataxin B 5 OB S = fEH) 288
ENTWARN, AKH TldFriedreich 4R BI{EUK B AR
Sh', TORKASL, OFRakSElE, @)
WEHWITRIE L, $RERUEITIE, @HITREE - BB O Ml Je
MEdy « QRER - DRERIEE)JAT - WhAREEhME S - PR R Y
% - K OFREM - IBMEEREELR Y2245, @7V
7 I oMAE - SIEMEEA ST 5, OFEO/MER. Th
5.

ZOEBORRBEA L, OB kB I35EE (9p13)
CHEEZRY"Y | BRI S ¥ 2% [Taprataxin & 14 &
Ao, IREREBEN I & £ 5 %IE  (Ataxia—oculomotor apraxi
a; AOAL) EFRET AT I iEE L) RREBAH/
MMZEMESE (early onset ataxia associated with hypoalbumine
mia ; EAOH) EBEZh Tu 3% (LLFAOAL",
BEFRT2OTy Y LOBREN, 34207 I/ f#EH
572 Along form aprataxin (MIF7 75 %% ) kb, =
7 ¥ 2 3%%alternative splicing® 5 T 688D 7 = / fEH 5 7
Ashort form aprataxin?idh 55", 777 ¥ ¥ 2 - 1339%kDa
DE LRI THYYY | BITFELY, —BRICB /R0
HRE TS < oML TR LN, AR, BN,
SR, R, DB, Bl X TRELTWAZLAHGREIA
TWBY, 7774 % L OBEZDNAKRG Y MR EER
(single-strand break repair: SSBR) T 5 & &2 LTS
AW EHREN"Y, ACAITIRMOER S#Esh T
BY., TRHERDIFLAER, =7 Y5, 6. TICHE

aprataxin i

TS5, 3=y ZEBWTiRbEENRVERIIW2IIX
T EHUIZBV T, 68%insTAKLEL . KT
P206LY T B,

FHIEITL0BLIATTH D™, 100% D BE | RLFESR B R
BAL, 80%IZ PEE N D 0O PSR BRI S B,
BT, EREE L., ETYIEICEREESRESHSY,
HEDETL L HICEFW L D RMEREEL, RN
IC kX HEEEBREREE CHY . REMERBEEIEITL.
TOHREBMFEEELRALNLA LI 24 s", MRS,
AR T 2 ER L+ 2 EBSRERE - L0 | BAERKAI0E
THRF TR L DA, FERERFINT (/) IS TR T A
fripte iz, FIEHEREEORERMIZITHTHS, A0
AlDBEOBPEIEEIT S BT, IMATC BB T
ROBMEEITHEITIINCIRE SN D5, RAEPRREEE L
T & BICRENICEBLT A Z L 2 EET B L. KW
[EEORIERIMA RN . FOBMTIER ST EBSFMH LS
MBS Z EiE, RO EEN KT B LU o
W, RIS % B L 7 SR RET ORI R 15 k.
BEENAE - FREO TR ERIR LA K OBERIELT O -
DILEETH D,

B TIET 77 % % v B TERS S EAER T
EOLHSITHEL TV ANnEMD0IC, HEZREZANT
REEBRZIToM, 777X 408z cDNAZERIL |
TTIOANART H—|ZHE L=, “nET v &R
PEE & 0 B LR R AL, TSI AR
A2 DNADBERI R IR 5 2 5 8L, GEERILEY
\ZREAT T 2 HZHA L LT,

2. A &

2-1. MENR

5420 H B @Sprague-Dawley 7 «» I~ (BLFSDZ +~ ) M
B5-TILODRCEH W=, E£7-. 689insTERAH T A7
FEELVDNAFIERL, 7F /7L RICHEL, E
B,
2-2. ARARSLUHABRADNAGERICET 2MBL &

UHRE

B ZDNAOE A IZE L T, fLIRER KFICEIT
FH#Z DNAEBRIEE " 55 L1, B OfHEM 2 DNA
EBIEH" 2 M LER L, 72, oMM L
TITFLIRER 2B TR B 2 M5F LER AT o7,
2-3. HAER FRMAPTX cDNAS A 75 1) —D{EH

BRI N T 77 40 cDNAIL, BB RZEERSE
AT IR 2BF TR A 7« S ) BHIT 7 L
MERFIFLVES SN LOEER L, <7 4—i3
pUCIOZ . B (G FE AR IEHIndIL & Lz, 5 i
T-HART 77 7 % 2 eDNAL Z O fI RS B RRENAL &
Ffrofguo®, Hind MFEMEEN. 41 Sprimer] (5'- GCC

AAG CTT GTG ATG ATG CGG GTG-3") & . primer2



AprataxinB{n FE R (689insT) A HFHEZ v b RAERE OBERZARIC BUZ-T Iz O T

(5-GGC AAG CTT GAA TCA CTG TGT CCA GTG-3")
ZMVTPCRZTTU, 57 il &3 (I Hind I EER S 2 4T
THWARMT 7T 4% e DNAR BT-, PCROGMIL,
D98 CIZ T108], @64°CIZTHR, @72CIZ T4 &
W 3EBHEOBRE A0 A 2 BN L, ACICTRFL
7-o ZOcDNALpUCI9% ., HIREEFEHind I Tk L.
Low-melt agarose” /L& THs8 L. DNA Ligation Kit
Verl# W TFAHF—ar&iTol-, FDOHEE coil
IJM109 Competent Cells% W T EnH 4T o712, X
BEth FICTER St o = — %R LB L2 W L 7.
Z OF % % GFX Micro Plasmid Prep KitZ TSI L,
77 A3 FDNAZ -,
6R9INsTOERYF T HERMNT 7 7 %2 cDNADIE
BT, KIBE TR LET IR FRAFAESHTEY
DnpLiZk VL OMRIZETES DM, 77 A FOPC
REMIZENZ W E WS HEEFIH L7 RE ALY 25|
MLz, &7, BRVEBEAT L2 PRIz E, Btk
12bp 2 F 2 SE 2T HER 72 2 AP primerd (5-ATA TGC
ACA CTG T TGG GGG AAA AGG-3") &primerd (5'-CTT
TTT CCC CCA A CAG TGT GCA TAT-3") Z{E8IL 7,
pUCIQIZF A ' —a v EN-H4ER T 75 5% 2 eDN
A#Ztemplate DNA& L, PCR%1T-7-. PCROFEHEiX. @9
8CIZTI10# /], @64°ClzT 5 R, @72°CIZT 1 45/ &
V5 3BHEOBFRE30H A 2 AEVIRL, 4TCICTHRGFL
7=. Dnp 1z X A I BREER LBR 4 1T - 72 ISR 40 1 1 % E.
coil J]M109 Competent CellsZ H W CTHREE#REZ T 7.
TR U7 SUGHE10 0 |1 2 LBEEREEMIC £ & . S h
oo —F R RLBHE R TR L7, ORI & GFX
Micro Plasmid Prep KitZ W THEHLL, 77 2 3 FDNA
o

-4, BRENOFEE

FEERIZpUCINCHEZ0A F - cDNAD B FERE S 1L, EE
HAER PP FE LW CRERR L7z, B LRIY| e k1T
Big Dye& i 7=, 1 A$451Z L7=DNA%Z ABIPRISMTM 310
Genetic AnalyzerZ FV T, HiBEHCH % fighr L 7=,

2-5. HMBATFT/ 91 LADER

WAL LT=T7T 5 2 oA WA F—R v, Mz T
F 2 oA N ADOERICraham H DO F A PV, £, B
HBRITT T2 X eDNALERBIT 75 7 % 2 L cDNA%
#ZTF ) A N AOIERIO O 7 #— (pAd-Bglll)
) LacZ 5 BERHL O F OHind MBI~ 7 7 n— =2
L, ZTOFFAIREEIZRKMLETT /0412
2L (pMIT) &, DRZ 22 4 3 2% Vv T293504
~aACFeATZ7 e varl, MBATT ) VAL AER
oo WAEBRT 77 5% AcDNALERBIT 7542 % 4 ¢
DNA%# BB AT T /DA NARIZ T VYA 727 ¥ a
VST 293 N I x-gal Y 01 TRERD Lo R4, T, =
L., FoH#E FiEE2 5 » FDRCHIMIZE S & 7-, &
Tz, FRICT 78X eDNARY T2 a0—=0 7 L

Wl —F T lacZ 2 BB T A 7T 7 7 A
AEfERIL T,
2-6. MBI B & 1L

Hi#€ % [Zpowder a minimum essential medium (GIBCO),
BRiA, REEAFT b 7L 2-[4-(2-Hydroxyethyl)-1-
piperadinyl] ethansulfonic acid (HEPES), g #/b=2— 2R,
nerve growth factor, *=3 Y A ML 7T hvsA %
AR L= 6@ (BLF a MEM) #{ER L7-,

EREMBIT TORCGAR L, EEOREGMMAE T
DIETRELLE, 0.25% kU 7 T3TCIZ T3047 Hifk
BU, FY 7Y oA BE L%, 10% fetal calf serum
(FCS) Z#&teaMEMAZINZ . B L 7= 88 M m & v T.
DRGHIfaZ DB LT7-. TO#H., 2—FT 47 HF7 A LI
BELA ¥ a—F— (365C, 5%C0O.+95%air) T
THEE L7-, 24B[H(Z 5 %FCS% &1 « MEM & 2ml# il
L, #0#% 2-3 BB ZIZ, FH L5 %FCS%#&Tr « MEM
L ANER T,

2-7. BEMAR~OBETEA

FEA 2 W AR Ui, 77 oA v AEH
WTHARIT 7S H X cDNAZEAN LD (BLF,
Wild) &, 689%insT 775 ¥ F L cDNAZEALIZH D
(BLF. M) 2R L1, 7F 7 oA %, Jeirhree
[ZHEVN200,000 celliz®f L T2.5X 107 pfu/ml & 225 X 512
Reatdr, ToOK2MMH, 5%FCSEE T a MEM%Z Z#
Lok Eiti, £/, 77 /AL AOEEREHR
RAH DT LacZ 7 BT HeDNAZ AR O FIETEA L /-
b0 (LLF, LacZ) #{FBL . [F4RICHSE Uiz, B
ELT, 7T/ 0ANAEBBRIERZVEE (BLF, NC)
IRV RERORM T THEE LT,

28 BAEGFORRS L UEBEREIREX

YL OF L, BY LBt o—8E Y Ton
B O(0.25% b U 7+ o MEM) (2 THIER 2 BE 3 M 2 & iF
B, FEEEL . DNAZH L7z, fhi L72DNAZPCRIZ LY
HEEAL & 08 L, AR S OB ER S 2 RE LT, £
D, BEHEEERYEEZ TR EZBZ LT,
2-9. BEEHEORE

R0 U TRk L e 2 1T BRI
FEZR L7, —¥diEIZHimyelin basic protein (MBP) #ifdk,
TR E AN A — TN RTA =Ty
FMAX-PO (MULTD $ifkz fv /-,

SlEOYEEIT L 0BT e A s A,
BEAMBEFIC T A8 (Wild, Mt, LacZ, NC) OBfi%)z &R
LTHEERKEEITo, MELLEEREE 2 Ea—F—(C
WA, BRI~ AT Llmage ]®Freehand lines ™4
BAEMWT, Bfadhi-#oES (LUF, Kimi s
wEtflLr,

2-10. &7

WeAFALBE(Z X, WeEHALER v 7 B SPSS 11.0.1 ] for

Windows (SPSS Japantt#l) Z Hu /=,



HRACHER, R AAERR R

48 (Wild, Mt, LacZ, NC) ®OFILFAUEITA2508
FroREEEMA A L, TAFhoEY@EEZRD, 71
BB ST T 277, TOHOKREIC ITschelfelt % B
7=, fabRsRIT0.05& L=,

3. % B

-1, BAEGTFORE L BEERIEERIREX

(B U7 5 fiiad GDNAA R L, PCRAETT -7 #k 5.
NC&Lac ZiZ, PCRIC L A BRUEMr OBEIL Shismoiz,
Wild & Mtid#9 kb iz H AL O IR GRS St ([
1), BEEREREAEEERIZLD . MUZIZ689FH 2F 2
¥ (T) OFABHRINALN, Wildiiz@Bo 7=
(=2),
3-2. REHBILFEAS & UREHRIER

GEMAM AR A TN oA N B XN ([M3),
NC. LacZ, Wild, Mt U2 4 00 i i REEE o T34 i +
HEfRZE (N=FHED 137172304 0 m (N=250), 74.2+30.
6pm (N=250), 63.4%+28.9um (N=250), 70.6+28.9 . m
(N=55) Th-o7z, —KBBESESITICL Y FEEZHED
f= (F (3, 801) =6.1, P=0.0004), FOHOBFEIZLON
CEwildof (P=0.021). LacZ & Wild® R (P =0.001)
AEEZRDE (H4), MUINC, LacZ, Wilde ORIz H
BB,

=

NC

SM

LacZ Wild Mt

1 kb =—>

E1 PCREMERBI-FIA2BAREFORESR
NC&Lac ZIE. DNADHHE %17 > = APCRIZ & 5 B &R
DRI HEELE M o=, Wild & MUTEI kb 4R IC B BER 2
DBENEH 1=,

SM: 4 Xx—h—

NC: 7T/ DAL AEBEIELA--HELIYEEL
-DNAMPCREE )

LacZ : LacZZ KB T HcDNAZBA LM L Uit L1-
DNAMPCRE

Wild : B4 &long form aprataxin ¢cDNAZE A L f-#Ia & Y
it L 7=DNAMPCREHY

Mt : ZE&long form aprataxin cDNA (68%insT) Z&A L
f-#AfE & Y i L 1=DNADPCREM

B2

(689insT)

S—=H TR

KEElong form aprataxin cDNADGSIFEHDIBEEFT, MITIZF I (T) BEFEAZTATLS,
Wild : BF& & long form aprataxin cDNA
Mt - ZE2&8llong form aprataxin cDNA



Aprataxin@{z 748 (68%insT) MG 7 » FEIRMEE ORI RIZTEEII>VT

NG o LacZ

B3 BE%Y
Ar—E100pem, ROEY, HHBIZERLTLD,
NC: 7T/ 74 ILRAERESELH > =MD R
LacZ : LacZ#HHE T HcDNAZ B A L - HIBL D RESS
Wild : B4 Rlong form aprataxin cDNAZE A L =B D&
2
Mt : ZE R long form aprataxin cDNA
L 7-#ERa O §h$H
KENTR L - B8O ERMIEINC : 779um. LacZ; 7
22um, Wild ; 664um, 764 um

(689insT) ZEA

&

1 1 *: 20,021
“m I_hl
*%: /0,001
100 |
80 |
60 |
40
20 |
N | - , .
NC LacZ Wild Mt
B4 eI

NC : T/ 24 LA ZERBE LA > - Ml OR R FE A

LacZ : LacZZ#RIFT HcDNAFEFE A L I-Hfa DR ih i
Wild : ¥4 E long form aprataxin cDNAZFE A LT-MlBO &K
i FE A

Mt - EE Rllong form aprataxin cDNA
L 7= HRa o fedm i B g

RITFHE, GETEEREETT .

(689insT) %W A

4. = £

AOAI D BHE OBERERIT Y LT, IS S s
BRAEM o0 EAE B I TR S E S B s R s
FHEITE & BICRFERIZE LT D o L2 BETAHE, 7
7T E X G TR RSERERIC RE TR A S =
LIEHERIE T L THETH S,

AW T, AAHMRROAYED FH IR 7 5 LIAToOrFIC
KRR 2 B8 U 7- S IRRAT OB IRAAE 158k, P
EHE « PR T RHRIEENER e K OB R AT O oo
JEnEEEE - LT, AARTHRGZUVE X 568%nsT O R
FEREATHERYT 75 4% L cDNAER K # R A2 M

WT, EOEHER AT L7,

AL 7 v P EEREMEE AV TSRS, 28I
It FOACAHBEDHREL X5 LA, LivL, &
NG EXVBIETFET Yy VTR B FD
HEME81% E &<, ERMT /74X cDNAEZEA
L THOmE A ST 2 Lic k. ACAURREIZE
i AINERBIIC /e D LB 2 bz, £, SRIERE
WA LEAOT I JBEOAY Y (Val) e FETy R
T—HLTWS (E5) ZL XD, ZORCF I %H
ATHZLIZEROEAL W) ATERBELHLEEZS,

[EIUR L 7= 5 a8 M7 HDNAZ R U, PCREAT o 7B R
Wild, MiCIZHES WA 88Esh, 77/ 740
AL FT 7T X e DNADSEEEMRICEA Sh
L bmRaEni, ¥z, Y~/ AOBKREIY. H
ARE L OERRO T 75 4 5% cDNADS, Rl 28 A
SN LRS-, BE, BT 774X 08
EFEBALERSEARG, BFER., 777 2% 08
GFRERORHBICEA L LcELT, HiE0HD
EREEZONZ,

F7=, FIMBPHUA & Vi iRk L e e iz BV T
BERSZ AR A HERR Sz, ABFFE Tl SRR BEsE O it
NC, LacZ, Wild, MtZ#LFH., 717304 m, T4.2+30.6
wm, 6342289 um, 70.6+=28.9,m T -7z, BungesH™
1289 H LL EDRG % 5548 L 7= % 0 B ] BREE O 213 128 i
mT, H4-246 u mOFEHE LTk . KK TEFLNLR
FRIXEFOBETHL EEZ LR,

AFFFEUT BV TNC, LacZ & MO R EEREO Bz 13
BEMROLN oz, SEfToz, TF/ UL LRI
L OKEEMIA~DT 77 7% 2 cDNADE AT, FH&IA
HROBEFEATIH L, —BO#EEFEATHSY,
O, BEEMBATIHSDT v N T AT 2% vl s
THRRBTLHX 370z, £ bT 77 %% cDNA
MRBEA DS 80 PAET DRI L 72 5, SRR
T AERT T4 %0 o OBEIT, BHEAEORE
(dominant negative effect) |172< . —AEB{=IEERESD
OAET - #% (loss of function)™ & &SN TWAH, ZDHIZ &
MEH, MiOMBERTIE, SD7 v FORRETLT 774 F
DB MR ST, Codn, MlaNo &
SNZENC, LacZ BRI CARHEL 70 0 | WEEZR & iR 2 it
[ N R oL AR/ N ST oA &/ AT Y At T e AN
MEHER S,

WildiZNC, LacZ & bk U T & B IS MeSn eI a2V AT L VG
REfeodz, Dyeko™id, RimMEEMAFNTSZ L0k
D, BSECEENL, BORMIBEM O EL D T LA TR
HELTHEY, HEHARDENABE, SN MEEELE <
pH EHE L TWAY, Charcot-Marie-ToothfiET /L /2 =
T 0 M2 ADDRCOFFERIZB WV TLu L X, 12
H iR & 1% OfcimE e = > bo— L s+ 5 &, 4
1/3 (CEE40umbhF) ORESTho7mE LTWA, A



AR RHhE SRIEE /MR R

Ek: (182) VYKDEQVVV IKDKYPKARY HWLVLPWTSI SSLKAVAREH LELLKHMHTV GEKVIVDF (238)
VYKD+QVVV IKDKYPKAR+ HWLVLPW SISSLK V EH LELLKHMH V GEKVI DF
Zwhk: (169) VYKDDQVVV IKDKYPKARH HWLVLPWASI SSLKVVTSEH LELLKHMHAV GEKVIADF (225)

Eb 689insT: (182) VYKDEQVVV IKDKYPKARY HWLVLPWTSI SSLKAVAREH LELLKHMHT V GGKGDCRF (238)
VYKD+QVVV IKDKYPKAR+ HWLVLPW SISSLK V EH LELLKHMH V GEKVI DF
Swhk 689insT :(169) VYKDDQVVV IKDKYPKARH HWLVLPWASI SSLKVVTSEH LELLKHMHA V GGKGDCRF (225)

t

Es 7=/EERs
LERICERTISEFLUOT S /BES H S), TRICS Y b7 7S54%2 007 3 /BB (Rat), HEBICEHHIC

HETHFI/ EERLT-,

LHEEEEGE FPTSAFLUESYRTTIIEAXLUOT S/ BEINOHERMEIZSI%TH 1=, 68958 DIEKthymi
ne: WAL OT I/ BO/N) Y (V: KH., TETEY) e FESy FT—HLTWLAS,
THEIZ689F B OEHthymine ¥ FBAL-EBOT7 I/ BRI THS, KENTRLEBSIZFIUMNEAEL, AF. THET

RLEBAOT =/ BEIICELAESAS,

FE O Wild O i B EE B0 OREEEMNIC®H W . NC & LacZ
EOEBHOEES~1lpmE /I EWT L L0, Bk Y
DEMBEDREN R b B2 D, Bl L OBRBETRIC
X0 ERREREREAE S e o m LD L 0L, BRI IEEED
FEOEND RSO TR LR X7, SmE
PREEA R E L T <@L, EFHEFE 2 - TSchwannifil
aREF| L=d & . & Lensheathment 3 = 5, D%
BRS b A UL EhEC B B o MRRR O (R R 2y M Bh i) 1 e
BRI L hE TS L ShTWLa™Y, Wildo#iar T,
SD7 v PSRBT AT S IHFI L, BT T THX
YyBBHLTEY, BERBREOKETHS, bt

FT 7T H A, SchwannfB iR OFFIHIZE Z 5 E
L, Bk obL, WMEOMEIZMALAORES RIZ L
WHREMORZORBERLZ OO TR EHENE N
“. SEIOFE THEMMRICBOTE P T 778 %20
BN LOER TR LHOREEE S 2, WildlZds o TERE
MRS AE ICEL oo T LRI SR B0, Y OB
TEDLHIICEE LEZONIFHTHS, 77758 F%
OWEIDNABBHYMBEEE LI L EAZLNTH
Y R A SRR LI IR O NI O R A A R v
AT AREMA H DA, TOWMEEIZR 28058 < )
DI AL LR,

AR TIL, BABETOME L . Smf ROl &
TolehBTHY, TF ) UANRIZLYEASNTZcDN
Ald, < E L4 AL AT EHI BB Eh Y L
WD AT R L LICBBELTWEH, EBIZRBEL T
BHE RS ORERL T W e, Za2iERl oA L
R, Ak, Fr s REBREHEBTOMRAVPLETHD
LEZB, £, 7y MRRAICE T F T ¥ F 2 cDN

A% E A L-BEOBH OB O - WICSIRNAEBR 217 5 &
BhdhHLEXT, BE, £ b7 7FF XL OBEEIT—
AHBEGEFEEEEBE: Sh, FOEEBROFEHNE
NTWE, T7 78X ORFBIIHEEEEOERICLY
ay ha—Eh, AOALIZI T AR E O BRI
MELTHWHAEEENEZ LA TEYY, BRERICEY
TiE, PHEMRREEE L KR EORIER N R - T
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