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WEFE, BBRISTELEENRE & FRFICHHR SNz, FAREE IZBL8E 3 A 1 H L4356t
R L%, BMSIFEIIA 1 H, HRERERIRE L D LYEFINRESZ 2D, BR60E
3H3IHE T, 4EM e mRERBRRRFOIMETH D, BM60F4 A 1HLY, HEFESE
Exotz,

LEFCB Wik, AEEXNREL T, ZOEEB L UVCEELBEGIEE %25 TEWENE
BHL, BE¥O#ERICHFE TSI L 2HN LT 5, ZOLORREERY, & BETLTFROTE
WBWTHIEEZTRWHUTO & 5 2R LG, 2BZEMIE, BEFIS8ELIOH 1 H & D 4EEF
BhF IR S, WBAISOE 4 A 1 HIKRE T $ 4 2 A &MKFEAZE L, BERI604E 1 A30H
BRI 7o, ANELIZ, NWNKRFEEZEWBEEEIERESRMRH S EANS8F 5 H 16 H i< HERF
BIFICEERRZ L2, BEAG8E I H29H LD 75 V& « 28X — VEFSRATICEEZE L, BEFI61
E3AWBHBEL 1z, BRRIGE, BEH59E108 1 HERERBRRIRE D & YERFEIF ~NEE
L7, BBAI60E 8 A31H & D KE N —N— FREAFE¥E LI, MTHRIZ, 584108 1H
LIERFIBIF A s Nz, BHIARRIZ, REFI59%E 4 B 1 H UEFBIF A SNz, FILE=
i, FERI60E 4 H 1B X 0 SHFIER L L RIS 72, AEE,IER60E4 A 1HED
HRERERAERFEREETRRI o KEREZMFRBHFAIFFRFEE & LTRSS MmL
Too FUNKEREREZFRRIFE L L CRAXXENBASELA 1B LY, BEED, KK
BERHEERI59E 4 B 1HL Y, BAFK, BRNE, L2 AL, RE—F, EXKMAHIE60
FEA4F1EID, FUNKEEZEHEE L L CHIBE—2BRI604E 4 B 1 B X v #FFFRIcSmL
726

A. bt b RERIELRERT O/
HLA & ZEH L 72 b MuSHIEBEE T2 T2 OEABBIc O &, Witz kol

A. a. ASEEMBEER (SCW) IZxT 3 R&lElBETF (Is-SCW) it
(FEFEEA, BhERk, FLE=, Bk X, EARD)
HLA &3E$L 7 SCW BRI AEIMEERETFC & 5 SCW ikt 3 2 fFItE O &G R
ek 2L ~OV, ST LAVTEHS»ICT 2 2 e 2 HE LTI R1T o 72, SCW BRI Y
ZLU oy —THEC L VEGECE>Tw 3 EGEZEDRMIMY >~ BRI, HR &SR
HLA 827 u— > hifkeiEE L, M1 Rl 51C, HLA-DQwl CREH L HIETDH 2
HU-1LZ k0, JEEESEE Lz, 202 ki3, 20 SCW KRN GZEMH 2, HLA-DQ 7+



1

Restoration of the proliferative response of PBL to SCW
by the anti DQ MoAb in a low responder

cpmx10°4
MoAbs Specificity 0 1 2 3 4 Acpm_
P3X - | 1,126
HU-11 DQw 1 22315
B7/21.1 DP 863
PA2.6 Class | B scw 0.5pg/mi 127

[ Medium

PBL(1x10 5/well) donor:HLA-A2,-B27,35,Cw1,3.1,DR1,2,DQw 1

WEELZRED 2RI I LR2TRBLTWS,

A. b, BAREOBRDICHT S REMHI OB (FILH=, EARE)

HAEMREGE (Sj) @ 2 in vitro T MIFHFEHE IS EMEIC DWW T, ILFLURERED
BEHLRIT 2 L, BESHLBNEH ST o0, KIEEFIC, HLA-DR2-DWI12/\ 70
4 FNELLBEML Tz, $hbE IONT TS 4 7 LEPETTHEIC D % GEHLR IR T
DREENTBRINT, ZOEIGEZEDORMBINY > 8k (PBL) D Kixix, Leu 2BHEDY 7Ly
F—THBEERS LIV EET 5, 20X RELESE O PBL ORERIC, &fEH HLA
Mro— ket s i rick ), HLASTFHS ZOREMFECED & S5 5L Ty
2 0BE EMNZ 720 7 DFER, i HLA-DQ 7 u— Y HiRIC X > TO &, BB 2 &I0E T
WEHR S 2 2 LN TE 2, T b b, FURRRRN LG % 51 HLA-DQ fifkosfHib L 72D T
H5 (M2),



2
Effect of anti-HLA mAb on immune response

to Schistosomal antigen

PBL donor SH (ngv12, - DQw1, -) sy Acpmxios
mAb 0 5 100 10 20 30

-)
HU11(DQw1)

SDR4.1(DQw1)

SDR1.2(DQw1)

9C4(DP)
HUA4(DR)

ZDZ Eit, HLA-DWI2N7u ¥ 4 7 L EEREHIT b 2 e i@ E T 0 EY s DQ 20
SOTHLUEESEEREBL T3,

A. ¢, bLOREREE (FitbEk, EARE)

ENLZERZERT NRFRESEE, ENDREMGMERE SEAKEE L ORFAREC LY,
SVEPIRICN T 2 REICE BT 2RI FORRREB ko7,

IL-2 ZFHWT, TRESWRRY > 8k (PBL) & b, &WEICEREN: THEEE B LT,
2O THifgtk L 7 0 DKM OBIEMER 2 L, DRRFIERIHESFL L TEHO TV
W Z EMRE NIz, THIRIME E BEOBERIC X 3 B E i3 HLA-DP, DQ Hi& Tz #n%l
BEZEs g d o788, i HLA-DR 7V — A7 — 7 FiA CIAZH MG LN EE S i, TR S
WHISE PBL O #ZGE % & §L HLA-DP, DQ §ifk T3 i&] & fuie » - 72 5351 HLA-DR 7
V=L — 7 HEATRERLIHNIEE SN, ThoDZ ed s, SVEFRICNT 2 fE
SEDOHRSFiE HLA-DR 3 FThH 3 Z e Iz S iz,



A. d. RF¥TERHEICHT 2 REMEETEF ORI BT & Xx2—F, EARE)
BrFzng T, AFXEHECST 2 8IS EMEEEERE TCH Y, NEBRNY
Ly —THIE AL T HLA 0B L 1 BEFI L VKRS N TS 2 L 2B 5 hiz Lz,
RRESRKH RIRER « FEE=E1 6 L CRZELREER - ZEREL L ORERFRIZLD
KEFRILUTOZ L 2Wo»IZ Lz, 1) AFEMHIE (CPAg) KR IgE %It 1351 HLA
-DR 7 u—YHfkTHIE &S R, X5 cHRERME- TREMHEEERCE, HLA-DRI2X 3
BEHWHRESEET 2 2 05 HLA-DR A TR AEGEEBLFEYW L TOBEELE +
%2, 2)FEEEZHD CPAg BREMFEISE IS HLA-DQ #2 u— U HiACEET 2 (M 3),

X 3

Effect of Monoclonal Antibodies on CPAg\—-speCific
IgE Response of Nonresponder

MoAb added Specificity AAnti-CPAg IgE(ng/ml)

0 1 2 3
P3X Control H]
HU-4 DR H
HU-18 DQw3 H
SDR 4.1 DQw1
B7/21 DP
MAS Class |

PBL Donor: HLA-A 2/-, -Bw59/13, -Cw 1/3.2, -DR 4/-, -DQw3/-.
A Anti-CPAg IgE = Anti-CPAg IgE in (CPAg+PWM+MoAb) -
Anti-CPAg IgE in (PWM+MoAb)

¥ 7% bbb HLA-DQ 5713 CPAg R ENGEILE B 2 eENEEEFEY T H 5 ATk
BH5B, 3)IEHE PBL OR#E LEHICE, HE PBL 25 Leu2*3 THifgzfr< 2 &2 &
DB 2 RROMEICE 2T 2G5 2,

B. HLA-D $Ei R4

b M REHEE T~y 8 b HLA-D RO EH, #ifis X CEET VL TORE
BB o7,

HLA-D fEEIci¥, K& < 3 D0H4EE (DR, DQ, DP) B EET %, {EHERICIX, BE



EF%2&HT, DRiZa 11H, g 3, DQIZ « 218, 8 218, DP I a 28, 8 2 HDOEET
VY YT ACHATHRE ZENHSHLIZR>TWVE, 2055, BHEOERICERIATW
2D, DR2E (a'B', «'f%), DQ 17 (a?8*) KU'DP(2*8) D 4> TH3, Zhed HLA
=7 ZANBFIDONT, FFLrUL, EEELV L TRFL 72,

B. a. ERLNNTORN (FILgk=, EFREL TARE)

HLA-DR2BE#®D 2 DD Fu ¥ 4 7, Dw2e Dwl2, & O HLA-DRABSE®D 3 >0 70
517, Dwi, Dwls, DKT 2, 122WT, ZR5DERT 32 5 2 I SFOEH LN TO
R 21T > 72, DR2BIED Dwl2& DW2D R EHESERDB Y V/S8k k), BEE /7 u— ¥
& (DR, #iDQ, ¥ & UHDP) 12 & - THRABUWMEL T 37 5 ANFTFRELIEL, %
DRFAERE LI, DOFE, DR ST 2 MET SN, —F5 DRUSHEMSHT 3 Dwak
Dwi2iZHBED T (a'f) TH Y, HAMBEED MLR 2ERLT2R%E259F (a'8?) ThH2
ZEBHSMER ST, £, DQAFE, @, AHICBRD, DP TR, DR & IZEAMER
a DARY F 2RO, BRAETELZIBEDARY b 2EDz, (K4)

X 4




DR4BSED Dw4, Dwls, DKT 2 D& N7 4 712D TH DR2 L ARROFT 217w, 2
D DR HF0EFEL, @D DRwS3SF L 3ETRLZ S DRAGFHRFEINTwE I L %
oMzl (K5)

2 5

B. b. MEELRILTHRT (FIUN—, BRNEAR Bk X EARE)

Y U NBRBERERIG (MLR) B 285 FE Lo HLA-2 7 ANHROEE %2, &
Bt/ 7uo—rHifkic ks MLR OFEIEEEIC L D RET LT, ZOER, Dw2e Dwl20fo
MLR i3, W& TE% % DR (a'6?) FFHREERFESFTH D, DR2ZEUSNDNT0y 4 S
EDOMLRIZBWTIX, 2O DRATFHOTNHRIMAITF LB > TR I LBHL L LR
7zo (K6) &5, ZhoD MLR &> THERLL L7 u KT, IL-2 2/,
RAFFEC LD Z7u—=v 7L, EHTFERENZ T o—> (PLT 7 u—) 26
Lize (B7)



X 6

Effect of Monoclonal Antibodies on MLR

between Dw2 and Dw12
( stim. Dw2 HTC, resp. DWw12 HTC)
HU-30 HU-4 anti DR
anti DR2(a'B") ] framework(a'B! & a'B?
3 3
)i )i
=2 o—t—t 22
x X
£
3 3
0
control 102 10° 104 control 102 102 104

reciprocal dilution of monoclonal antibodies

7
Analysis of HLA-Dw12 by the alloreactive T cell clones

Stimulator: Dw12/Dw12 , Responder: DR4/DRw9

polyclonal T cell clone T cell clone
T cell line MF-18 MF-25
20y 50 ¢ 50 e
¢ 40] ¢ 40}
P . * . .
e 1° 3ol o 39|
,;10 * s .
Q 201
o . : 0 . : 20! °
10 o ° 10] o
o
0 > non 0
non ; non
- Dw12 Dw2 DR2 Dw12 Dw2 DR2 Dw12 Dw2 DR2

Panel cells



2512, WEMTE (SEEMRERER SCW) KHEEN L THak28IL, ~7u 77—
YO THEBEAOHESRIZEL TOHEIFELTDZ 7 ANGFOREEIC DWW THEITL
72 (M8) WRT &>z, Dwl2~F vk THIfEKkIE, 2% ® DR 43F (a'8', a'B%) O

X 8
Antigen presentation of allogeneic APC
to SCW specific Tcell line established

from Dw12 heterozygote

50¢ T cell line donor
-
2 DR2-Dw12
£ 40 $ DRw6-D -
Q °
S _
8 30
(7)) ®
S5 20t ¢
el
2 10
©
R

o)
HLA-D/DR  DR2 DR2 others

of APC Dw12Dw?2

shared DR2 DR2 -



Wb RHETNE, FIERR2RT T, HEERELEERL,

DR4BEDHiJE, Dw4, Dwl5DKT 2 D7 u ¥ 4 A2 DT b DR2 & FRED N 2170,
FIkkic, DR 537 ('Y B FEE% MLR #I#SFTH D, THRCHT2~2707 7—Y0
PURERICEBL THRSFE L TEELTVWE Z e 2B LT,

MEDX>7% HLA-DR S FO#EEIR, v~V AD Ir-la B FOKREE 2572 L SHIEL,
HLA-DR Z Z t MZB W 2 EIGERIE TEY TH 3 2 L o8BI L 72, HLA-DQ DO#aE B
LT, SRS FOE TR /2,

B. ¢. HLA 5 RILEIEF (RiKEER, #ARE)

HLA 7 5 21147 (DR, (DRw), DQ, DP 47) ix, 7T E30~34KD D a 4 & 27~30KD
D BEPSEBE T U 2 BEE LT, HURRTHA, BY VSRR EEAT Y v 5kE Dk
HCHRRLTHIBEAETHY, RECEOBORERROWESFL L THEEET 3 7% Ul
M EFRICEELRRE 2R T eBHIONTWDS, &/, YVAZBIBHAITTH
% lafifi» & OFHT, GECERETFOENEEZ SN TS,

HLA 7 5 AN S3F% 32— R T 58ET35 6 fetfkiEls o HLA-D $Ei%ic, B TEHE
WEDELCRLEZONDSERGTHRL L THEET 2, SBETEICE, FIRBERKAFED
MEE LTRSS 2EED DNA AT H 53 (RFLP), (K9)

B9




HLA-Dw2 & Dwl2ix, Zh2h, WEEMEETUR, HAREMRRFUFICNT 2 IGE N7
¥4 ThY, VTR MEFENICIE DR2-DQwl L ¥ 4 7&h 5%, DR 43F, DQHBFIC
BREBERARUVSTEOHENRD SN D,

HAMNCEE O Dwi2y7u ¥ 4 7 (A24, Cw-, Bwb52, DR2, DQwl, Dwl2) @& E#
Bk X 087 EBV /LB U > SHFEAEMIED cDNA 54 75 U —» & DRB #, DQS D 7
u—YEHEELUTOZ L 2SI Lz, @ DR2-Dw2d DRS $8, DQB $#HD 7 I / BRELS!
(Kratzin et al, Gotz et al) t KT 2L B 1 F XA O D{E 7T A4 THTHEEZRD 5
AT 3 BEFNERL TV (K10), ZOFFET VA [adFBLIEEARICT £/

B410

The comparison of the deduced amino acid sequence of
DQw1 B of Dw12 with that of Dw2

A) DQwl B pDC B -101(Dw12)
B) DQwiB  polypeptide(Dw2)
C) DQwl 8 pII-B -2(Dw3/w6)
D) DQw28 plI-8 -1(Dw3/w6)
E) DQw3B  cosII-102(Dwd)

1 10 20 30 40 50 60 70 , 80 90 94
* * * *h * ok *
A; RDgPEDFVLQFKAMCYFTNGTERVRYVTRYIYNREEDVRFDSDVGVYRAVTAQGRPDAEYHNSQKDILERTRAELDTVCRHNYEVAFRGILQRR
B) --S-~---- FeenGrmmmmmmmmna Lemmmmemane R el e e L LRt 3 LR e L e e e e
C) ~-S-==g=Y---Glommm==mmmmm G---H~=-=~~ Yoomemmmeaannan PevmaVmmmmmens EV--GA~-SV-R-====em=- | REEEEED
D) --S-=--- Y-=-G-===ommmonan L-S=S~-m=un [-ememm-- EF----LL-L--mmemmmmaanaan K-~AV-R-==--= QLEL-TT----
E) --S----- Y---G--m-mmmeonnn [ YA--mmmmmmeaee PL-P-A-=-=--=ve- EV--=mmm- Leemmman- QLEL-TT----
8‘ domain —t
100 10 120 130 140 150 160 170 180
A; VEPTVTISPSRTEALNHHNLLVCSVTDFYPGQIKVRWFRNDQEETAGYVSTPL IRNGDWTFQILVMLEMTPQHGDV¥ TCHVEHPSLQSPITVEW
B) =e-s=esmmmccemmesmee—memeeecmdemecmmacemmmmecmmem—m—e==e  ceeeeeeeeemcemeeeeeoe
C) =vmemmmmmmmmmmm e | e L L L DR R L Rev-vosmemmamec e
D) = mm o e e e e Reocmmmmmommccme e
E) ~=-ememm s oo LR LRI Reemmemmemenene N-~T---
82 domain

BB S D 2L T2 Z L5 5, Dw2E DWw20EREEDOHEL Z OES0 7
VBERICERT 3 L Ez oz,

@Dwi27uy 4 7O DQwlB HiF, v~V AXBITAHEDSFTHL FAGHERULL 62
DIZY L VEREIN T, I E THRE SN TV 2DQAHEMLEF CIRES =7 Y Y AHY
BADRATIA4 Y77 2278 —RIIDOEBRERICLY COWARFA LTSN TS
(Larhammar et al. Boss et al.)o Y7 A ¥ A F7DAT T4 ¥ v 7 DRER, 87 3/ BEREH
HIRNE A FEET 225, 82D b 420870l VEENS KD ZOETIE I-AB



HEEOMTIL BEENRTED, 7 7 A NSFOM S hOBEEICES ¥ 2 AJEEESRIR S 1Tz,

EH5IDWIR2KEEEKRDOEBEFIA 77— %28 L, DQREEZFOREBS 2 &t
EcoRI 18kb i %2 7 u—=> 2L, BREMBREZED T3,

C. FHEMKAER) R— XDOBIEFHEMN
EREEECEERTH 2 REMRERY B—Y RAOFRRICEET 3 TEEFB L U7 DEE
FEYEFEHET L 2ENE LT, UTOEH2To 7%,

C. a, EEETHT (REZ, #ARE)

RERE IHIDRE, RV —7, EETMRBREOSHEBMIC BT 2 BN ARG TFORE
B/ —¥r7uy b BLUFRy Ty MM E D EE LI L 25, c-Haras B ¥4
TEE AR LB L, Y — 7, AL b 5 ~10BORBEWMERAD /2, £ lzc-mycBEF
D2 BN DVTRY — AT 2 ~ 4 15, BEB TR S FORBEMERD 2, T45bb, Hl
BRETHD XY —7OBETT TR IS OBRETFORBEERMEI 5T ), MIsH
BEEEICEES L T B ATREE R RR T %,

X 5T 6 BIDFMAE (EAERR 4 B, RV —FHEE5 6, EERBHME6H) oy
v 7 a v MMFIZ T c-Ha-ras, c-Ki-ras, c-myc, c-fos, c-sis DFZBE T OGRS D#FET %
fTolzo CZORER, EHEMD 161 c-myc BEFOKIBORIBLRD 2o & 5 WHIDFEAER
1z DWwTid v-Ki-ras # 7u—7 & L7z Taq [ Yl TEBEBEZE S N5 KA Ofic0.8kb
OW R BSHREEINS L& I vfos &7 a—7 & L7 EcoRI YIHT 2T 9 kb D F DAtz
3.1kb DM F SR & Tz, 2D 2 BIOFEEE T D REE L, RO RIBRIEL K ) — 748
TRADSMZWI DS, VTR LBLBRTORLLE Lo, RRAKE - HEROH
REMEIC DL TR TH 5,

NIH 3T3#Ila2FAWT I v A7 2 — 3 V7 BEFOREERATW 2 BEEDR, B
STk, —F, BENEREZMZ TW2 LE 25 h 3 RERE O KERHEFMICEE
{t Ha-ras BEF, vmyc BEFR NI VA7 227y avT5ILRCED I VAT +— LB
DB RITo 10 $7-RB 70— O TPATE TS FEBRICIT o 7228, Az 9 B0 BERR
SR OVW TREERERD 5 Z L3 TE ol

C. b. XEKXBR) —76 L UKBHERISRNE S 0— HGOER
(E42AxHz, BIRE— HARE)
— R AKBREAERRIC & D RE LT~y AR L ~ v A BREM P3x OMIfERSIC LD
TEBILJonA 7)) R —< RSB TREICTAZ YV —=> 7L, KREBEBOA KT 5



b2, EEAKBREDACRIGT 2 bD118HE, ME L bRIET 2 D252 Fz, Ih
5DVAERIGT 24F%, ZIREBELKKEEEZFIAL, RV -7, & EFKBHECOEZ
WS TH B, T AREMRER S 0B S Mgtk KMS-4 (IIFERX - #IRERE L
Ioits) 2AVWTORY o— Y HEOFER b HED T 5,

D. 2I-NA FARFS—ERIBE (REXHE, BXKHMA, EARE)

21-1nA FoFy 7 — ¥ REEGERKRAICETAR, BMBEAM ST o NHE L b
HLA L BHESE L - BMSHE L L GEET 2 el ricahTE Y, B EE
WOHFTEH > L VFEEDOFOHDD—DTH b, AELHMELEBEEHRDOET NVERE LT
Y B2 DS FEEFNENZ21To72, C4 cDNA, 21-/4 Fa*y5—¥ cDNA % 7
u—7r LTt MEEFIAT7I7Y - HLA 7 5 RMMEREEFDO 7 u—=> 7 %170,
21-0 A P oy 5 — PRI FIIFHEE 4 fHBET (C4A, CAB) ICBHEL T, 21AEEF (5
BEF) L21BEBFHBEEL, Thoid Tag I KU Bgl A OKE SDBEVIZ X > TXE
ENDBZLRHER LT,

ESIAEREZICDWT Southern 7' 1y MEIC & D KEBEFOBEBT2Toz L 2
%, REDRBNTT Y A FDKIN%IZ B T BEEFIZET 23.7kb Tag 1 BiE »3E

SN IT2NABEFITHIET 53.2kb Tag I MiH DABED iz, LHLRMNS ZDBENS

a4 7D% L TR2IBEGFITHIGT 5 11kbBgl M A 3R TW3 2 L6, 21AEE
T E21BEEFOR TEREFERSE L TR AREESTRRE N, REPEEROMICER
L TBEFRCBOWTOAEL S 20 & B0 ESNEDBCFHEE2ERICL, BK
HIZbZRMEE 6L TwEbDLEZOND, SHBRBEDELGFIA 75 —noERE
EFEZ7u—=7 L, BREAOEERTZHS»ICT 2 LT, BEFEBROEERIHL
TR E T2\,

E. EM (BitEk, EARE)

FNRZEFZTOEAR EH %4k L 0RRFEIFREIC LY, ROSEEMEHT OEMBED
HLA-A, B, CHEROBREET- 72,

INAZDEHERE L WEMEZD HLA-A, B, CHIEOHRE T3 HLA-AUREOEED
WA (FEXfERREE0.45, P <0.015) HLA-Bwh4Hi R OB E ORI M ERET. 78, P <0.007)
BEEINT, BREAE2EZERCANT, KEH (N=18) L#ETE (N=11) 450 TBs
Uiz BEMTIE HLA-BwHBIROBELEIMIER S s o (FEXEREL 31, P
<0.20), EITHE Cid HLA-BwH4TUH O BB 2 M BE & huie (HEXTEREE4. 98, P<0.025),
INSDEN S, HHERICH L CERSHERTH 2 HINEREOBEER 2 BT 2 £
DBBSNT .,



F. $9EBAHLAT7—s>avT (B B, #ARE)

BEA WEHBBERC IV TFEINLAY =2 v 9y 725, 6046 H28, 29H, BEK
¥CHREINT, YHZIZMBERFNCSML, HLA-DRwS2HF I 2 JLiniE o 54l 2 &
U7zo 7281727 HLA 283 )L % 758837 L7z,

G. B3I@MFPPT7FLFZFHAT—o> 3y 7 (T # FLH=, 18 & EARE)

19864 6 H27TH~T7 A 1 HALRIC B W CHHESNEEIR7 Y7 « 4 7=7 HLAV—7~
¥ay7(3 AOHWO) icfL, UTORES X T £21To7%, 1) Disease Subcommitee
PEML, 12BEOERBICETIMES N — 724 L7 (IgA deficiency, Narcolepsy, Psor-
iasis, Viral hepatitis, SLE, Tbc, NPC, RA, JOD, Leprosy, Diseases of the thyroid gland and
ATL). 2) 79747 =7HX»SRBHENLHMBEO 7V A2 Y —= > &ML 12,
3) BEANAIAMBOZLOMBEBFZNHLA YA Y I BLUDIA EV T L ETORRFAES
fTolze  4) FUIRFTPEEAER L OXFRERIC X D ERBESES L USHRRIKR
D HLA %4 Y7 %iT>7z,

B R R X
(1) 2%
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