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B 5 BAERIZIE SSPE OFAED A SRR B 5137
TdH 5. SSPE O#%E, FK, Wi, HHEICEL T, ¥
TIENLREYEHLDTINESHZIZL TWEE:
Wy,

SSPE & kBT A IV A L OB PEN & T - 72 7EHL,
I hbH, SSPE EBEHNSME T4 NV ANBD THEES N
72D x4 H» 5304 Ll E b B iZ# A. Baublis & Payne

(1968)¥1%, & DMK % 528 L CEAMR O % Bk
L 72. & 512, Horta—Barbosa 5 (1969)*, Payne & (1969)*
X, B ORHINLZ RSB A VAR D B B M & R
BRBETHZEICE ST, MBEYANVAZSEEL. 155
O OERIZ, HEM R E LT, SSPE B#H O MMz
HAANC L o/l Eild b, TNIFHBTHERS L 9IS,
SSPE HHEDMB 7 A VW A DEE R e B#E 3 5, A
TiX, 39S (1972) OFE 1 D5 EE DS A5 T,
Zo%, M (EHES, 1975)%, JbBF 14k (5 5,
1977)%, FHF 1Rk (G255, 1981, 1 14k (RS,
1982) " A3 BE S 7z, RE S OWIILLK, HATO 58
DG DR o 7275, T ld, 19934E 1K 1 4k, 19944
WZRBR 2 8k, 19954FICKBR 3#k% BT 22 LI L

= E BIZ20014F, KB4 BROGEEICD KI LT 5 (R
J84).
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K1 K28 (Fr/V) ZEY AV AF 8k E KL, 100base & & I2HIED

B2 EY (7> F7 7 52y 2) ZRHEL, 7avy b Lk &AZS
— ¥ 53Rz o LEIR L7,

1

KDL 1 RO BIZFENTHERZ KRB YA VAL FE YA
P oMROFRERBLTHETW S, AKRTiE, HII50
WRESFTZT, RADGHELIZY ANV ZADOBETHNT &
W EBHEEZRG LT, TN EZ BRI EH%E
EAETIEDHBH, 74V ADEST L AR EE & o B
IZOWTi L TARz.

SSPE R DB 1 L A ISEMHN B EEFER

SSPE B Dfixi A & 55 S W72 fkE 7 4 )V A (SSPE 4
HERR) OEfs T Z RN L, SSPE ICHMM 2 Efz T AR %
S 5720121, SSPE BB OMBRAE (HEE) £ L
M) B EEZR LT, ROBEMLAMREY A VR (5
Bk LIRS A EEETH L. Felk, KKT
57 HE & 7= SSPE 7 BERE D BB 7 £ Vv A (progenitor)
ZHETHILICX Y, SSPE Stk Z RO M %, X
DEIREICR T 2 E AT E 72, KB 1BRIE, 19934E1225/% T
FEC L7z (19694 KB i 2212 THR B M A, 19854F
SSPE %$4E) O#EMAA 5, KK 2 #R1E, 19944F, 118D
B (19844 B ip i AE A THRIB TR, 19934F SSPE i)
DORMEEA (B 25, KB 3 HRIX, 19954F12255% THE
T L7258 Q9714F R HTAEFEIC TRBREE, 19804F
SSPE %$4E) OHIMEM A S 5B S 7z, F /2, K4 #%
13, 20014E, 8o IIE (19954EFkE R, 20004E SSPE
FERE, WOKBRTIAEME) OBGHARN () 2508 Shi:
(RFEF). N#IETB X O HBIETZRRREE, KK
1 ¥R & KBR 3 MRIZ19714E ISR PR Cor Bl s - RAIRRIC, K
PR 2 #RIZ 19834 12 KPR CTorilE & 7= FHEMRICERNICK D
LB THY, 3FILIZC1genotype (BT S LS
M o 7202, —TJ7, KB 4 BRIZ19934F 12 45 & L 72 kk
%7 £V 29301B ¥k (D 5 genotype) 12 IEHIZ L < LT
Wiz, ZhSofEgix, SSPE OFFE ™ £ )V 2 FEE DO
RGBT ANATHL E VARG ZLHETLHDTH
), SSPE BE W% AT L2l 512 X 2 W™ & UR
WICEL. EIAT, FIs™iE, BEMHOBIESR
72  S PCRTHE YA VAT AL Tw
5. F/2, RHS™E, HIEEEOFHMTIZ PCR THR

MENE7 7 218, ZOROFATHRER—ThHo LI H
REWE LTS, MET AV ADRHEY:, SSPE 0%
WHRBAEZALET, ThOHOBEELEEL TRNT A
EVEETHS.

SSPE 7 #E#k DIEFERLT & 2 2 ik b L% O FRIB ok
KR & LHENT U 7245, SSPE 7Btk O Z ROKHATL Y
IR SNz, To—flL LT, K2 a2 AHEKE T
WL E 2Ry (B1). ¥/ 20WEKm, Thbb,
V=5 —BIOMAF7-BHZERS, ¥/ 2013F8E
AT L72HE R, D ERPIRKEIVEBIEIM BEZTFTH
D, RT, PEHETEFEETO-HIIRRLERIS
Mol BRI LIE, MEETOERIE, FLALY
BUNSC (TYFF )Lty R) NOERITH > T
722 THAH. TNH VbW S biased hypermutation T,
Cattaneo 52X D Igf S, ke DRI 14k, 24k, 3
B, BLOKRAKTINEED. BROBEIIHICE
DRZZ->TEBY, FLRRIKTIZTA»SL GNDERT
Hotzhs, TOBGIEIHN% Y LB T, SSPE D FEHiEH
WKBWTRERETHLLEZLNBSY, ZOZR)
EUDEKEE LT, 63 0EFE ADAR (adenosine
deaminases that act on RNA), 2585 LT\ 5 &g
NTwa™", ZOBEMBIRLZEL LTI R WD, £L
RO, MEHOHE, BEICHA2 28 IIMDTK
& {, SSPE 7 HERRICHBINZ, MEBEHOERD - HREMK
HE D I Hgremenno,

WETANAL>Ta—FEhb, ZrXu—70%k
HEHOVEOTHL FEAWE, HEAHLHH L T, Mz
~NOEGe, A S M O RERL RN R R AR 2 R
LCTW5. invitro TWE, ¥ ¥y Fva (BHEEHKR) O
TERIZE G- LTH Y, SSPE Z5MitkAsi&g: L 7-MlIC b,
9B BRI & FRR IS S v F 7 AT E N 5.
SSPE 7R TdH 5 KB 1 ¥k, 28k, 3k, KRIBIHERT
B EEK MK THEKRO FEEFOEIERY] %2
EL, WBMIrLzE 25, BBk Rk HakoFr
BIETRLIRAEINTBY, TIJRLANVTIEZENRE
NOKRPT FEY A b A REIRTED2IZ T AT ORE
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STWBLZIFTH 72", HEADPGTEEFRICL > TRE
CERLLOERNBHTH S, ZNIx) LT, SSPE 4Bk
CREC D7 IV REBREZ ) LRPBD SN2, Thi
LD ST, MMM 5 A <~ —TERICEE5-3 5
AT A VRS, EAORRTICIIENSRD b n S
En, FEAOOMSE FERAHEBIIREINTNE LE
AbN5. LM Lix, T Tilo SSPE 4k
Med % & SSPE B3 O & I HEAT L 7-F7E TR S h
T&ELHIC, FEADCRm®DIZT I /b 7% HM
JLEAN N XA ¥ OREBERERDETD SSPE 5 HEbkIZFED
b7 e Thb., KR1HTIE, 67 I/ BROEHRITH
AT, LT FroERIZE 5297 IV BOMESELT
w7z, =7, KRB3HTIE, #iba FYoHAEIlL b5 7
I/VBOEMBLO2T IV MOBERSEL TV,
7z, KB 2 kT, #Ika F Ui Eshcnizbon, 5
~67 I/ MOBHAFED S, ERE, (L 1Rk,
IP- 3 #RIZD W T B FARRD AL LTz 2 & 25HiE 8
NTna"" " FEAOHEOEN L EBEOEILE DM
RIZDOWTIRBRITIEMHHT 5.
WETANVAT ) OOV ED L LT, KBETD
B ORIGE K O O3 D T X P IEHIA23H
0, TNENOBRIETIIEE S NL W 3EEN D LB ME
BUHICHRCTONTW A, @I, MERSI O TG A
A9 A 728, monocistronic RNA %% mRNA O KER5 %
5%, read-through O %A U % dicistronic RNA 1253
PLPEASNEW., 257, SSPE BEOMAR, &
B HESNIzT AV AOEAITE, FEOBIZTHT
B2 read—through 254 U % & W 9 BT\ D h sl X
NTWB™Y, e H3508E L 72 SSPE 3RO KPR 18k & K
B 2 ¥k (B95a 70 HERK) 1I2BWVWT Y, PEIETE M EET
D3R, T D A read-through 24 L, 1T& A EP-M
dicistronic RNA OADPHEGEEINTWE I EDPWHNIT%
572, FZT, 2O read-through (5T 52825
ETAHIEEZHBE LT, P-M @ {5T [ T read—through
MHEL B L E U WOIE IR 2 iR L 27, M #fs
T OBRERIBE, P-MEETFHONERINICOWTI,
SSPE kDO KPR 1 1k, 2% &L, ARLETOKTE
REIROON Loz, EITHD, PHEIET ORG R
WZIRETHhO T 2Rl RO SNz, BlL, B rEk
DOFFALIE T ) A+ v A TUAAUAUUUUUU TH - 72
A5, KRB 2 ¥k @ Vero 53 Bk TiZ UGAUAUUUUUU & 1
BHROBERITRD bNiz. —T, KB 2 ko BI5a 55 #Evk
Ti2 UGAUAUUUCUU & 60 U D iz & & (228 s
SNz, K2 FkD Vero 47 8 ¥k T id read—through
PELZVWZEDD, PEHETORBZEDOMOUDS L
D—DDERPEERF B Lz fE3Ine. 72K
FR 1 #£Cix, UAAUAUUUUU & U H 13EERA L h o 7.
—77, read—through 25E U7 WKFR 3 ¥k T, W5 B
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e &L M—THo7z. Lai, HISIZIIE 1RIZDWT
H P-M & {5 8 T read—through 24 U 5% = & ##ids L
T2 Fee i, I 1RICEZEEHD, A by
212X, read-through ¥ 24 L, LaWEEDHEL
THIELERZANDW ., WEDA Ny 7o L7274
WA ZOFIEEN Z RS, 1HEEDEWIR
Wi h7, §4bbH, read-through T 554D P &Efx
T K % 13 UGAUGUUUUUU T3 % D IR L C, read-
through L & W& 13 UGAUUUUUUUU T » 727, DL
i read—through & DR THE I N TV PEETE M
HIZTOMERTICIZTZRZIBD ONLh o7z, TNHOE
ROBBEMRBIANAIZT ) AORBRTHRNZES
%, PlET OEERKE Y 7 F v ORI HEH I read-
through 125 L TwW5 Z & # 3T % 727, DL Catta-
neo H 12X D ZEEIFME W & H E I TWwi MF &P%
SSPE JEBI KPTH KK 1 k&M U< Uas 1354 7%
W EDHREHAEIIRE LTV D T LWL 2R
- 7.
IREVAMNKRREDT 7 F U HRREBER, EME
& OEB ARSI TIE, BB RmIC B Bk
Bk (HAD) FUS2SREtE<T, ZORIGICIE H&EBHDS
M54aZ bR TWS, —7, Mk & @ SSPE
HkD WL OhDBTIE, HADBEZ/RWT WA Z &AL
M2 SIS, FL A58 L7 3 D SSPE 43 ik &g
Miled & CTHADEMTH Y, SSPE FHEkkD—D DY
EEZLNTERY, LA, BESHMINLHEY A
VA X HAD HBEMETH 5 2 LA S Y, HAD O
FICHLTHREATLZEPLELE o7, 22T, 20
HRCHE L TCwW2 HEAOT I/ BEHET L L,
¥ 72, SSPE #fifRiCHBE L TALNLEREZFEL,
SSPE OFSEME & OB AP L PIZT A5 L2 HIE L
T, SSPE 4 iRk H @iz OIEIET 2 g L, MBS
HERk & FLBEMT L /2%, SSPE Bk D KPR 1Bk, 24k, 3
Mrix, ERL72% 912 C1genotype BT 5 EMEkB &
OFERk E OFOMED E . BRI A S P S b H
HHOT IV BES EHEL, ThZhotkztigL7:L
ZH, MIBARUDPERL, 4BREOT I VBOLEN3
RICH@B L CEEo o, 72, NERHoOMERN K X
402, WRWER L TERFBD LN/ ZOMITIZSY
|2 SSPE 7 MERR I AU 2 4 I3 <, H BB OEIZIT
BL BRI SN TWD EE 2 Sz, JE4E B5a Ml s
THMESN2RRIE 7 £ )V 21X HAD B TH % 5%, 4
WZA81FFEH D7 3 /L HAD DA it & o Bk A3 354 X
NTWB*Y, B8IFHDOT I /lkE, HADBM O FE
VAN UBRRBBRTIZFO Y, TAEDMEB S TIX
TANTEThDH, FEIE, KK 1HKEZEY >, 28
& 3Bk, BXUOHEBRIZT ANRSF U THo72. T, 481
FHOT7 I JBUSNTIE, 5S46FBO7 I /& HAD ©
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A r oMYA STV A5, HAD Btk o £ 4
M EORERMIEZ ) ¥y THotz. —TF, KRB, 2
R, 3Bk, BLUOTHEROFEIRMIEX, 7TANTFLHLL
kY Thot. AN AEGMILTO HAD & H &
HOT I /B & DRRIEEIIIE L TV 2 2 Hhre
BHOPZTEH72DI1C, HEIANVAKO HlfaT %227 0—
=7 L, VerofilBIZ 9 YA 7227 ML T, HEET
ZHMTHRBS Y, HAD OF %2 BI%E L7z, EYguMilgic
BUF B #ER L FBRIC, BEk RHEkdko HERTF %2
BB S 7241213 HAD Bk, FHE#k, SSPE 4 BE#kH
KOHBIETZ#RHEIELLEAEIIIHADESR E 2 o5
729, zu—Absh7- HEET2®KITL T, 481%FH,
HBHVITSAFEEHOT IV E NEITEIL ST T A
I F&ER LT Vero Ml CHB & &, HAD Btk b2 B
55273 7 BeMET 5 EREITo 7458, BEKOH
BEHDOBIFZEHDOT I JBOIZRE T AT F UV IZER L
W, BIRO HEAOMEHOT I JBOARE LY ~
WCEWE LA, wThd HAD XM b L 22, iz, F
HMBLORKIHOHEAHD, 481FHDOT I VO M
IOy VBT S, S46FHOT I JBOARE Z)
TVICEBE LA, WITROBERIZX 5> TH HAD 2
HALTE /. L Lads, KBR1HRE KK 2 #RIZBWT
3, 481FH D L IIs46FHO 7 IV BRUMN O E# D
HAD BYEALIC B TH - 72 (RFER).

Zofh, P#EIET, L#ETIRHENRESINTED,
BAES 27 3/ BRiE 0 & BRaE & ORI % 7R3 5 FEBRAS
BESNTVRWVAE, 74 ADEEOHHR, Hii~o
MY A REESICES LT DRk D 51,

RS HAAKRKE (MIBE) & SSPE & DL

TIERREDTE L XK T L2 BEDIRE 7 4 0V ATEG L
7296, BOEWM R RBH AER L (MIBE) 2%ET 5 2
L Hd 5. MIBE DI SSPE 123 L T % %%, MIBE
HEDRE 7 4 v AT AT & A SV, FFIC,
MIBE & DWIE 7 A )V 2 DT BT 5 Hid 3 B H
FHEBERRZ1BIGER C) DA TH A", 13721 T, SSPE
SrHERR ISR b B AR T D2 A MIBE 4 #EvR I & 4
U TV 5 ONEPEBRE G, 4 1E, 19844F 125 IC A
L, MIBE % % L 72 % (GERERE B ALL) A 51986
IS NTZRRIB 7 A IV ARG O & s 1A & 47 -
7o (R¥F). N BT OSERFMS X O HBIZT O
WD, KOMIZC1H 754 715 E N, 19844E12K
B ol S N7 USHRICIR D TEFETH 5 2 L A 5 A2
o7z, MR TIE@EHPICHIET F v & % 2 B85
TS URE, EAEINS MEHIZIE C Kinfl42Mf o
TIJBORRBEL D EHEE SN, MEHDEENZ
ik b6 b7, LEALEGAES, FEAED
SSPE 434k %> BE i > MIBE £ C O M @ {5 112580 5

(VA VR 535 #H1F,

5 X 9 7 biased hypermutation 342 U TE S, ik
LOERILTMPICIOEETH 2. HEADT I/ HER
FNIEHERE DT D2 AR R B DAKRT, €D 2 Ao
WTd, LraryeryFARGIEH—-THA LRSI
=T, F&ERAOT I/ BREYIIHERE 3 AR,
EHIIZIEEOREICE BT L= 7 FHPEL MR,
FERHOMIEN F A 4 VIZHEWHRZALHIE L T,
MIBE J£%] C ® F B2 FICIFE /LA o v e #Hidh &
NTVBH7, BRLUAF#EETEZREL TRV
bEZ NS, FTLlE, KR 2HoOBE (20024E38E1T) @
FIMAARR 2 FRBRIC, 2ROV F BT RET %
TLEERBLTWD (REHK. Thbol bz BiET5
&, MIBE HEDRRE ™ 4 VA2 W T b, SSPE 4Btk
EFKRIC, FERAE MEHIZE U BEREN 2 ZLh % b
HETHLEEZONS. ZhbiE MIBE % SSPE @ %
WREL, MR EOM A E 2 5 FTHEIREV.

NLRZ—ZH T B HRREEO LR

SSPE S Efidk S MIE 2 S L 727 4 VAR T 2T E A
EEEA LR WRKIBEIRRE 7 A VA Th b7, KRBTk
WCHARTIEZ 22T o h#E L. mx T, [ Uairk
THoTh, MR, HBVIIFREIZL > THHEIK
ELRBDI LD, ZOMRHHRER ORI % K
IZLTWwWb., L72H 5T, SSPE 4Btk fifm ik % i
L BB, BN ORREEROFRIZBNT, 74V A
DR BIZ TN ZFAITLTAT) SL D EETH 5.
Fexld, BEMEBIONLAZY DSBS SN2 Y A
VA DBIZTIRNT % F4T LTIV, SHRONLA Y =128
VT B AR SR % LG L T B A A0 L 72 KR
1~ 48, 3~48Ko, BEMICMLEEL TV W
NAAY —IZIRAERET 5 2 10k 5T, MV Hke E
L7z (R1D). HRIZED, HD5VIE5HECH W 72H T
R D F 7 B sibling virus (2 X Y, JEEMEIZE WA
RoNnbEH)THDY. BEFRIIRETHEIIIEDL W
B, FEIEHOREBAE A (KR 1R Fr/V, KB 3 #
Oc/V) LREPEVGE (KR 38 Bs/V, KR 3 #: Bs/
B), BRICIHBMLWEZEZEZ LI 22D T AAT
2HELH L. WK1 kEHKAOEBRTSILONLRY
—WCERLEZA, 1ILIE3 »r ARICREEL, #017H
BAZHIFEIZG o 7. %72, MIBE HIsk DRk b B RH
BB R%LD X )T, % WELZRINLZAT—HB
g3nk (F1). @%, BEMELEEEBICETY AV
AN, FIELINLAAT —HLEINENEG, TONLRY
— DEGPEBRIZB VT, WEOSHRO B, A8k,
BRI EHREEEZ RS RV, 2oV, BZ5LIE
MIBEACBT 2 L7y —FIH o, N T oG
KORRHDEDEETLODOLEEINS.
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NIHAZ =28 B SSPE 55 Blik o [k Ge s B

o Sibling el S AR BT FBIEF TO FIED D
Virus* (PFU/#iR) () () H % I TOHK
KB 14  Fr/v 173/Vero 4/4 4/4 2-3 1-2
11/Vero 4/4 4/4 2-5 1-4
KBk 2%k  Fr/v 411/Vero 4/4 4/4 4 2-3
52/Vero 4/4 4/4 4-7 4-11
Fr/B 511/B95a 4/4 4/4 5-6 3-5
64/B95a 4/4 4/4 6-7 3-5
KB 3#k  Bs/V 460/Vero 5/5 4/5 5-6 7-19
230/Vero 5/5 5/5 5-8 1-12
28/Vero 3/3 3/3 7 17-38
Oc/V 45/Vero 5/5 5/5 4-7 2-3
23/Vero 5/5 5/5 4-5 2-3
Bs/B 35/B95a 4/5 2/5 5-7 0-27
KPR 4%  Fr/B 1025/B95a 3/3 2/3 67 4-8
I 1 Bk 66/Vero 2/5 1/5 16-106 17
KoTHR** 38/Vero 5/5 4/5 5-6 7-69

TR ANVRL, A4 MAT T DN X B 7.
BRI 2RI & M X D, Fr/V : frontal lobe/Vero ; Fr/B : frontal lobe/B95a ; Bs/
V ! brain stem/Vero ; Oc/V ; occipital lobe/Vero ; Bs/B : brain stem/B95a & &t L 7-.
** R4 #kiZ MIBE 13k T 5.

SSPE 7 BEBRDRBEELXRICFHIA I 3L T4 —9F

WRIBT A NVABFHT HMEL 275 — & L TRl
57 F O CD46HN 8 S 7= 2%, &I, ZOHTFIRTF
EBVRA N URREDT 7 T R FEBRERAARIC D RFIH
SNBTEPRENT. ZFLTC, EROHIZELD, BI5aM
fo T MR SN7Z2KAKRL & DRE S8R TIE
SLAM (signaling lymphocyte activation molecule ; CD
150) 5Lt 7y —L L THIET R LWL MIISN
7229 SSPE B & DA TIiE, SLAM 4T O FEB A3k 72
ST WK (e, RIRBHINE, iz
Ja) BT A VA &S L, WAL Twa 2 L2
2. SSPE 43 M Bk (3 Vero f A, BSC-1/18, &
MBRMMEZZ ED LEROMBIZE > TN TE
Folomen 669 o 7o SSPE BH N O HFZ ER T CD46D
BEHMET L TW5BZ & 2HEHIZ, CD46% 1 A% SSPE 4
HEROMAL Ty —ThHhr I idRnBTI2HMEDLDH
557 RBEEDNL DT AV 53D Vero Ml TlIARD
THHTHHICbEDLLT, LA DOHEETIZIHO
SSPE & A% 2> 5 VeroMila T A W A % 38T &
72¥. SSPE HIRD 7 A W A FZ#ERERL D A )V A KL% 13
EALEHEELZWRIBRMB YA VATHL2DIL, Th

F T SSPE stk oMifafamke Lt 7 ¥ — 123 %%
#4) L 3WEETDH o 72, Tk 1x, SSPE 5Bk HEAS
OWEBEIANALETZ—%FHL ) 20EIZRRST7:
WOIZ, SSPEHkD KB 1%, 24, 3#HOF B L UH
EH2LOVSVYa—F¥ A4 T4V AZERL,
SLAM B X O'CD46% [HHE M IZ 5 L T w5 CHO Hi g
(CHO/SLAM 3 X O° CHO/CD46) N & & T, 7 4
VADBRADTEZKE L2, &0 SSPEHEH % 3D
Ya—F& AT A4V AL CHO/SLAM il 1242 A fg
Tdh o 72h, CHO/CD46HNBIZIZR AT & %2 Ao 72. SSPE
SHERRAS CD46 % FIH T & v & ) RERIE, H & 0481
FHBIUMEFEHO T I BEY, ZhEhor £V A
YR H S (m TS AMMEA HAD B TH - 72 & w
IHFEE T H., 2T, TNFETITWASIC SN2
STRFRTEL VI RBEEMPEL. T42bb, KK
18, 28k, 3HRIE VeroMilaTd XN THBY, Vero
MaTYy Iy F 722 L THT 525 X721,
Verofils Foif %2 5550 F%2 1L 7% — LTHHELT
JEADSIRAL L, LRI D 2 D55 T2 & o fE & 1
STWVWDHDNENWH T ETHA. Vero Ml CDA6FEME:,
SLAM BtETdH 5 2 L AR S, SSPE 7Btk = »
NO—-7THEHE2DDOVSVIa—F&¥ AL 774V AE
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Vero Ml IZ &G4 5 Z L AT & /2. T hid, SSPE 45
PRIRGsHfaZ 9 A4 N 53 DEIC X o TIERR L 7= 5
KT 2 W72 EBRRIC L > THREDD Sz, X512,
HLSLAM B X OHL CD46€ 7 u —F Wik & BT,
Ya—FIATIANVADORARELREZITTo72L 25,
KB 1#, 28k, 3stkozrRNu—F%2#o72v2—F%
ATIANVAOBAIESBEEZ T b o727 Thb
DGR, SSPE B FIHL ) 283 DL 2T 7 —H3
Vero Mg FICHAET 2 REMEZRIEL TW5. ZO5T
HIRIE 53 BERR O IC-B B 2k 4 O F Bk A3 3
LLETE—LE—PEPICOVTIEBRERHTH S, W
Wdh b Lz, FEkOHER L KR 2HOF&EHE D
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