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BIZZEHFTIE, L FERRELT, ZOEEBLPREBERELSF LAV CHEB S
HBIETEFZEOERICFSTIIL2AML LTV, CO-OREMERS, B, BEFR
TRRELIMELBEAL TS,

ANBRBRIRDOLEBY THD. FROESFEABLVEHBESHFICBRE L. KREREA L L
T, £H ¥, HA B, HTHEERIHREICSML 7.

BRI RZEAE L L TRAERSKAEKR L WHFRICSMLTW 5.

ILBHFORAER, HEBEE R, ZRAZNRERS5E 4P LD stanford KFENT — F 2—
AEEHFEFR (MMDavis#i%) BLUOFERSEIR LY TSV v kENT—Fra—X
2 3ERT (S.J.Korsmeyer 8i%) ~&2% L 7.

A. HLA & 2 RBICE, HEBRDEOEEEHIEEIEOBEN

HLA BN BEFICL 2 0BIEEEB L OEBEZYE - BRSO BEAZORBEBE CET
i EERSE, T D720 HLAHBABRIE T HOEEM S E A% DNA L~V CEEMIC
BTL, REEEFALECRERBRELAFICBIAZN IRIZTHEORE LS, KA L&
WHBZ RS HLAM Y BEFHELWLHLANT QY L TR RELE. —F, EROWE &
BL, BERMEEO~NO THEGESERZ LY b —F LNV CEKF L. 728 b HLA 2
FANBEFEZRBATLII VAV 2=y 27w R (TGM) 2HWVWT, REGEBERBICSE
75 HLAGFOEREZRE L.

a. HLA SHIEEEFROBENSRIEORET (RitEH, TXE—ER, BERE,
HRREE)

HLAZ SATNBIZFHOBEHSEMIE2 TV 02 hLE LTRITSNATE R, #
DMDT 7 Y VIZBT BBITIEL %\, 22 THLA-DQA 1B & ' DQBIEETFIZ2OWT, &4
IEDOX L BZFHRDOERE (DNA DIEEEFI 2 HRE L. 20OHKR, ThETIRES R
EEEFIOBRY)ZRHMTE LD, Hod LEETFL2EERATELE. KA. 1ICZ20HK%
RED, SNITEE2LI Y VOBHPORA—LEZONTWARNTREFHAEICSET X
BIEFWLPERST, I NSO EIZTIE DRBY BT L BB AN TO ¥ 4
TERERTAZ L2 RBLZ (KA, 2).

—7%, HLAZ S XA T RIZFIZOWTH, ThITRELTORTRETFYRETE 2 FEH
i, RERZELOMHBERBHBHEICB T 25 HLA — RO EHNDNA LNV THL S



nNTwiadolk., #2TC, HLA-ABEFIZOWT, RO EZEHLBENLZEEERTE 2B &
U3V Y 2FARICPCREICE - THIEL, ZEM LR THEHBIIHNIET 2 TTH O SSOP
EORIBEEMETAI LT, HUBETFRYRETL2HE (DNAYA VY 7E) sHEL
oo COFEICLE > TLUBON T EETHADNA VARV TRIETE 2 (A, 3). S5ITH
DB TH /2% HLA-AXMN VB ETF*RHB L0, ZoEERNFRELZ (KA. 4).
D7z, HLA-A BETFICEA R EDBEON N BETOHFETLIILPHL ML 2o 72,
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KA. 2 DR-DQNTusA7

AL-SSOP

EC-A HLA-A allele
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(Y)
*0204 TAT

(F)
*0201 TTC

2New -2 TCC
(S)

2New -1 TTT
(F)

(E)
*2402 G:G

24New GGG
(G)

HA. 4 #Fik HLA-ANYRET

b, KEBRSMNSLUBERBHEICE TS HLA DEZEORT (AHEH, TXT—EB,
PEER, M 8B, B BX, T K E ORE EREE)

BIEREICH & DT0%, HORERE L HLA L 0B % DNA L )V THEAT L7z,

P72 \ZH 522 L7 HLA-DQALBRIZF O S RMEZ AW T, EHMWHERR L HLA L O %
AT L7e. HANEEIBE O/ Ly x— NEF &A% L LBITIC XY, %0 HLADQAL
MUBET EOHMERD (FA 1), REEEEL OHBEAMEIC L o TRE 52, 1K
Btk & MBI E—Tdh 5 2 EAHI b ko7, DRB1B X DABLRETF L DN T 15 4
TEI R A DETHAD S LItk ), BEMWERA~OKFY I HLADRBIA, ¥ 2yt
K HLA-DQBIAHLA L T\ 5 = & A% RIS L7z

CF&A. 1 HLA-DQAL & EEMAERF DM

Japanese Norwegean
HLA patient Control Patient Control -
(n=4) (n=18) P 100) (m=p00) BF P
DQA1*0101 13.6% 10.6% 9.0% 21.0% 0.38 <0.05
01021 25.0% 25.0% 10.0% 38.0% 0.19  <0.0001
01022 0% 1.1% 1.0% 0%
0103 20.5% 38.3% 0.43 <0.05 3.0% 14.0% 0.21 <0.05
0104 0% 11.2% 0.09 <0.05 0% 8.0% 0.06 <0.05
0201 0% 0.5% 4.0% 22.0% 0.16  <0.001
0301 20.5% 10.1% 73.0% 19.0% 11.2  <0.0001
0302 84.1% 60.6% 3.25 <0.01 15.0% 18.0%
0401 4.5% 2.1% 7.0% 8.0% \
05011 0% 1.1% 57.0% 25.0% 3.91 <0.0001
05013 2.3% 9.0% 3.0% ~ 16.0% 0.18 <0.01
0502 0% 6.9% 0% 0%
0601 0% 4.3% 0% 0%




KA. 2 HOREEFRELL HLA-A & OHE

% control % Graves % Hashimoto
HLA-A allele (n=250) (n=87) (n=100)

A*0201 21.6 23.0

*0206 14.8 16.0

*0207 9.6

*0210 1.2

*2601 1.2

*2402 60.8 60.0

*3302 19.6

a: RR=2.73, p<0.0001, b : RR=1.94, p<0.05, ¢ : RR=0.60, p<0.05
d: RR=0.44, p<0.05, e:RR=1.94, p<0.05, f: RR=0.28, p<0.01

£A. 3 HLA-A2Y75 4 7L ACRBETRBERREIEOF & V1

. AA at
Graves Hashimoto 9 99 107
A*0201 1.0 F Y
*0206 1.0 Y Y
*0207 1.7 F C
*0210 1.5 0.8 Y Y

versus A2 or A33 negative population
a : p<0.05, b:p<0.001

—7 HLA-ABEFODNASY A KV Z 2 VB OB R, FRBECRERETSH Y,
WIN Y HLA-A2E OB ERTZ EMON TV 5 Graves iR L BARIZ, ZRhENEL 2
HLA-AXNGEERFEOMBEAR L (KA. 2). BICHLA-A2Y 7% 4 7T, TEERE~AD
BEGBREOLF y VHHFRLRZ2ZL1X, ThODEBRIIBIT S HLA-A BEFOES 05 Fi#&
MPRLLZLERYT (BA. 3). 724413 HLA-A2X DRSSOMEMEFTRET 2 = &
VAN - (AR

S YR FHORFEEEER O HLA 7 5 X [ #{EF OB 6, A4%E1X DRB1*14012¢
REEZME, £72 DQBI*03030S K BIEMMZHET 5 2 LARB I N, & AROMED
PRELGHEICBVTHBEENLD, O Lid, Vv FRLBROREERLZ L 00
PEERMEH, R OHEOREER EEEEINLIZF v F -4 VABLOULHHED
HRTHEIA Y VEFEOZNZNICEWVICHA LT IV BREFISFEET LI LA4bE TR
BRIE V.

—7i, AF¥HEBERFORM 25, A L DPBI*0501 L O§§ A1 % KL L 72 %%, DR,
DQXNEEF L OMBITED SNl o 72,



c. FRIZECREERBORIERBOMEN (BE B ANEH, BEREE,
LIBREE, EA®EE)

Graves 7 1% HLA-A*0206 & DPB 1*0501, #84<5% 1% HLA-A*0207 & DRB4*0101i2 & o TZ D %
BREZUDVPEEINDLEZOND D, TAODORBEZORREMAB LY, BETMHME %
B CD3FUfk % W CIEMAL LRI L7z, —75, HLA-A2H 79 4 72k i2, #ET 2 HOHE
RTFFEF—TDPRRDLIE 2R L7, SHFRBECHELEZONLTSHL LTS —
BLURVA XV —VYEYIFO HLA-AZEAEF - 752 HEL, AERTF F2HEVLRHE
THRRICL2ECHERELRFNT2FETHS.

B. b MREBISEDBERAHIHEE
INFTIIHLRPILTE PRELEOEMAEZEL HLA L OBEEX ML XV THS 2
25720, BEBRMEH, HBsHURENORBELEULMAT L7z, 2 HLABSFICHAT
HHEHEARTF FOT7 I BES 2 EESTEICL > THRE L.

a. HLA-DPOHRMETHREIE — 70T (B2 ®FE, L)IKRERE, BB =,
AH&H, ERREE)

HLA-DP& T2 & 2 THIMBTEHALBRE 2 BT 3 57010, BREFRMEHBHROERRTF
FZHWwT, HLA-DPIG ¥ L HiE AR TF F L OB GHEMMES X O THEIEMEILEE % BET L 7.
HLA-DPORG ¥ X W BZ L7- MI2EEHFEN THBHROMBITA S, MEBHIZIZ 5 7 T2 DPY
WRELE M= TPFEET L2 EFHELR IR o7, TROEDIE M —T2ELERRTF K
i, WFhd DPIGFIUEVREEGEME L AT L, LB TAT7 I VEBEEALTW
72 (FB. 1), SHETIVBRBRAEALLZERRTF FEHAVAERIZL), DPWEA £
F—T B ERET I VBRPULATHLIIEFHL LR o7 (EB. 2). ThETic#H
HINTWS HLADRBEEF — 7 CREMNOBAET I VBBEETH 575, DPIELS T
F—T7RBELERoTwAHIERS, HLA-DP £ HLADRIZE B4R B3 RTF FEHERR
THREEZ LR,

£B. | DP9#FMETHREEICLELRRNIRTF K

. - . binding T cell

peptide  position sequence motif - . .
competition proliferation

MP-10R11 118128 GREVHAADL LR 1 + +
MP-10D13  113-125 KDIQFGRE VHAAD 1 + +
MP-35Q12  431-442 KLEAEAKA LKEQ 1 + +
MP-35A18 421-438 TEKEKAELQA KLEAEAKA 2 + —
MP-36L.12  442-453 QLAKQAEELA KL 2 + -
MP-36K12 441-452 EQLAKQAELA K 2 + +




%£B. 2 T7I/BEBERIZLSDPIWEEETF—TDORE

peptide seque;lce binding T cell
inhibition proliferation
116 128
MR-10R13 QFGREVHAADLLR 54% 1.00
-———K-———————- 46 1.64
[ Q _________ — —
—_——— E _________ — —
—_—— A _________ — —
—_—— F _________ — —_
441 453
MP-36L.13 EQLAKQAEELAKL 26 1.00
—_—— A _________ —_ —
K- 38 0.69
-T-——————————= 26 1.06
-E-——————————= 15 0.27
—-A-———-——————- 15 0.87

b. HLA-BR2AFICHEE L-BCIMENRTF FOB (LIIRERE, AE &,
HR®@EZ)

MERTF FOT IV BEF*RECELIEARSHEELH T, HLA-BR2KEXTF FO
fBHT % 1T o 72. 5X10°ME® EB-TOK #ifatk & h HLA-BS24 T2 FH L, #BALE I L - THL
ABR2FTIHEALZRTF Fefili L. BESWEICL o TIORTF FEBFLZEZ
5, 50— @ doN, THEOY-Z7ICELTIR, 207 I ) BESN 2 RETE /2.
B B.LIHHIL LT, m/ 29697 F FOBBRFEMEDOART PNV T —F &, AXT PV
FOVHEENLT I VBENERT. B, 3IIRT LI, TIVBENERETCELRTS
FPRIZ8~107IVERIVEBRENTED, TDHIL2HIZOVWTE, FEY VYT ATT7H—
Y¥B LU HLA-DRBASTHETH 072, R6WKRTRTFFOIL8BLIPITIVELrL L
5HDIEBRSFIEHRMIEELTVARLIDLEZONLY, ThEORTF FIZE2EH
WZVE Iy, CRIRICBRARMET I /VBEXAELTBY, TADBRGFHEEF—7EER
DX VAR



ZRIVID SPICIAUM
+ 11:59:34
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Data base match; Gly Phe Tyr Pro Gly Ser lle Glu Val; DR2b 121-129

HKB. 1

m./ z 9695 B D BB ST

#B. 3 HLA-BR2GFIZHEE L72RTF FOES)

Data base match

Fractioh (M.H). Signal
Number (m./z) (X10°) Sequence Sequence Source Proteinn
14 1088 4.4 DVQXQDSDP -
14 1112 25 DVQXQEDPPIA -
18 928 16.8 GRQIFKTYAX -
20 1032 31 A Y KFXY|V AQYKFIYV Protein-Tyrosine Phosphatase
21 969 107 GFYPGSXE V| GFYPGSIEVHLA-DR B chain
23 954 1.9 VHXXXXRX -
24 910 40 NQXPXXVX -
Leu and lle are not distingushiable by tandem mass spectrometry, and are desinated X.

c. HBs 7V F L icH T 2 RBCEEDHEN (£H  HE R B #F
LIEgfEtE, EARE)

HBs 7 27 F VIR T 5 RBIEEE L HLA L OBELRET T 5 HW T,
72 F v 3 EEEEZOTARMEE RIAETHIE L 7.
BfEF R %2 PCR-SSOP 12 & o THE L /2.
L7 (B, 2) 25,

Yya ¥+ b HBs
$UFEREEO HLA 7.5 X D5

HBsHifkflio e X + 7 A XIFIZERSG M 2R
EIG%& #1213 DRB1*0101 % 72 {RJ5 %35 121X DRB1*0405F5 ¥4 % 4% A & 12 3

MLTHBY, DRBIN V. EBEFE LHMAEME OHBE R D SN (FB. 4). F /2 in vitro i
BT 5 HBs HiE MR THBEM KIS IX, in vivol23B1F 5 HBs#HifAMli e M L7, B in



Vitro I BT A DY A4 VA A VEEBEBT LTS,

—7, HBsHUEHREM THMBRK G THRZE b — S LNV CHEIF L7, HBs 7 27 F v &
TEE53% & ) HBs HURAF R T MIFARR 2 837 L 7248, W9 I b 5l DR Hifk CoF B Ay 85 KUS A%
HEEh, MDQHL VI DPHAICHE IR L2V Eh 5, HBsHEOHES F i 312
HLA-DR TH AL EZEZx bN/:. T HBsHEHROERRTF N AW EAT O F, HLA-
DRB1*0101F5 % i1 HB-2 (16~31), HB-8.5 (81~99) 3 X tNHB-15 (148-169) K& L7, —
77, HLA-DRB1*0405B3 4% & HB2ICD ARG L7z, 2D Z &1d HLA-DRBUZKFE L THR% 2
MRENRTF FORHEEIND L %2RTH, BIEEE (DRBI*0101) & 1Ki5%% (DRB1*0405)
EDVFNEARIEL ) BHERTF FOFEELHALHTH B, 4%, A—OHERTF F~
DEHEDBEHIMHELHAS P52 L THRsHENDRIBIE LML HLA L OB O 571
BOBBETELLEEZONS.

2

—_
w

w

FREQUENCY (TOTAL N=85)
=

T
¢ 10 100 1000 (RIA UNIT)
ANTI-HBs TITER

K B. 2 HBs 775 »#EBBROGUKME

#£B. 4 DRBIMIBIZTF & HBs Fifffli & DBIE

ANTI HBs TITER (RIA UNIT) PROLIFERATION ASSAY (CPM)
DRB1*0101 DONOR (N=18) 1103.4 52831.9
DRB1*0405 DONOR (N=19) 229.9 36495.5




C. HLA F5 > X T 12y 737 X & AVWEREICE DBRHIGIE O ,
HLAWL L B REFEEEB L RBERZIHOBEHREBIEL BT T 52546, e b HVEE

BIZIHHHP S W0, HLABETF*EALL NS YAV 2=y 2w A (TGM) #1EH L,

INEAVEEEL RV OB A IToTWwa,

a. HLA-TGM £ HWWR[BM HLA 9 FE LV HLAXRTF RICL P2 RBERDFE
(MTEZX, WA #2, UR—B8, LIIRERE, #AMEZ)

BI4E & & T2 HLA-DQ6-TGM 2B\ T, DQ65FICHKAE L7 MLR 0 &, H-2D 7 FIiZ &
2DQRTF FORREMELTWE, TOXH) LT uilEORBREEL>FHL T, BRENT
UPENDRBEER*FETL2EOBBEX BN E LT, THENHE DQ6ZTF H 5 ik DQ6H K <
TFFEBHTHI LT, in vitro 128135 CD4d 5\ ix CDSEE MM O SUSHIHE % AT W5,

Cumulutive frequencies of diabetes in DRa-24-NOD female mice
hemizygous for DRA transgene

(%) 60 -

50 | ;;scei“nkago NOD(n=41)
. LA
40 4 Thy1

a
a

1
2 -
. 3 D3Ndst DRo-24-NOD (n=18)
30 4 D1INds1
20 @@ Non transgenics (n=13)
. (o (
10 fﬂe ‘
0 npd .
0 1 30

Age ( weeks )

Cumulative frequencies of diabetes in DRx-30-NOD female mice

DRa-30-NOD
(%) 60 - (n=23)
50 used linkage f NOD (n =41)
4 locus
40 H Id1d kA mel” :
4 Non transgenics
30 2 Tyt (n=23)
] 3 D3Ndst f
20 | 4 D11Nst
. g
- : . .

0 -L;é——u-n:g-n—n Lol

0 20 30

Age (weeks)

C. 1 DRA#BREFEAIZL S NOD HERKREENDHZE



b. DRABEFEAIZLS NOD ¥ ADFERKRIEANDEEDIKRET
(WWR—B8, IUAfE, SAK=, MTHBIX, BHTH, AKNEH, EHEE)

NOD ¥ A ZHOCREUERBOBYWETF NV TH 575, IE o« BIETEAICLY, ZOKE
RBILUBERBOBESEEICHB SN Z LM TS, Ak, BIEE T TIZ, DR
A-TGM Z FivT, HLADR o« BIZFEAICESTDR « EBHFAHEBEL, Ec EBHFFE
FRRICHEDOVBLIN T RRKREEDLIL, BT V70— A CAOREBLIEY @HE
T&2ZL, bbb IEFFLABOBEZET LI EEHL,ICLTWS. 5T DRA
EZFHAI LY NOD % % 2 DHERBRAEIIF T X 5 5E» 5 M L7, 2 RO DRAT
GM (DR « 248 X U'DR @ 30) # NOD ICRLKHE L, A% &t 472 < & 4D 0 idd BEAL
ZNOD % A FIZLTHEN L. ZORKER, WFRLORKIZHE VT HERBEE I ST,
CLAMET A2EMPROONA (KC. 1). 2D Lid NOD OMRFREIMEICITV B,
VAR EDHEDTHMRL/INNTOREIEEL W EE2RT.

c. CD4'CD8' MM RMICRRT 35 FORE (LA 42, LR—IS,
TTREX, ARESH, EHRARE)

Haififg ©> CD4"CD8™ %2 & CDA*CD8* ~DLIZBE LT, TCR B8 % A L - ML Ei A 1
TREEROND. BARHEEE TIC, DRA-TGM & TCR-TGM DX EEE» 5, TCR B
$E MHCHF & OMEMEMIC LY, CD4'CD8 M Bk T Mfa~51ts 2 720 T LAD K
HMOGTHHFRINBTRMEEZR L. FEEIZOF T2 FAET 5 KT CDA'CDST i
ERROCRBT 2Ty PRI U—VHARERLL. BECOR70- Y HACI ) BHE
NBHFERAEFTHS.

D. XBBEMiatkz AW/ -REKBOME (A2E=, HEERE #ARE)
SRERREBRIIBIT 2 EMAL Kras BIZFOBREZMAT 272012, KBEHBMEAEIC BT
HIEH Kras & 5 WVIdTEHIAL Kras BETF 2 TN ENRY -0 5 —F o 54 YV EICE VBB L
MR E R, INOORMREBARE BT L, HH b KrasDBEIC LY, X —F
NTRAIBITHEEEMEOET (XD, 1), cmycEEFRERORBRA, PKCEMOLTE, m
BRI L2 cjun RETOREFEOEM (WD, 1) 2B0%. ShbiE, HHAL Krasic
Lo TEGHENREEINDE T LERBT L5, SOHICHEBENRIERL2ITS 2012, SEENE
ZHE L BRICTEMIL Kras, IEH K-ras, » 5Vt cmyc BEFE2EALL N VA7 =
25T EERL, BEZOEESEE*REPTH 5.



£D. 1 &ML Kras BEFHREICL 2EEEEOMHE

Cell Ki-ras disruption jcumorigeni'city
in nude mice
DLD-1 parent 5/5
DKs-b NHR 5/5
DKO0-1 ' HR-N 5/5
DKO0-3 HR-M 07
DKO0-4 HR-M 07
DKs-8 HR-M 07
HCT116 parent 5/5
HK2-10 NHR 3/3
HK2-8 HR-M 04
HKe-3 HR-M 07
HKh-2 HR-M 07

NHR, non-homologous clone
HR-M, activated Ki-ras disruption clone

HR-N, normal Ki-ras disruption clone

—{} HCT116

( parental cell)
20000°] —o— HK2-6
(normal Ki-ras
disrupted clone)
—H— HKe-3
(activated Ki-ras
disrupted clone)

10000

Relative radioactivities

0 30 60 120 180 360
Time (min)

HD. 1 mMEMBED c-jun BIZFHER



E. BXEDHEORREEFERDORATICET IME (CRMEH, RERE,
TAKIER, B EX, EA@EE)

ERELGHIERRRAHOEERKE EHE L, BEEOLRRERNE 2 5D 2 E ke
HEUBRIEEERETHS. RARBRKEDERE2EHT 200k ToTWV5.

MEEREIZHFEDT0&, RELANVCRRELHEERZNEL, OHL I+ Vv EREBRETF
BRERIY) -7 L7z, SNETORMETI LD E, FERBOE S » % KEBE108%
F19%, REBORHZIMREFABLT 2LI1I2BWT, At UEDI RV ALERFRAELE
(£D. 2). T4bLLHAIA Y VEHBEETERIGERT 2AEF, HAANTIZH20% L
TThrIELEHLIIZLT.

—7, RIESZRBBRREMRELT, LIV VEHBEEFHOCAYE— v —H —
TROWIEEBITOER, IRRTEFEITEEINZ. T2 bid, Al L b25%DRZRT
EREIZOCHBIA TV VEHZEIER L AW 2R, KEOEBEHRY—MEMNES 2 &
Bolz, B, BEHOBETELIRREIFZ IV UVERTZATARRBMICIE, FEOBFRER,
BEEEDLIVITEREICIIELENAONE o7z, DT, COURFRENHRE LT, #18
REAELELOBEY I —LOEHERF LA A, RIEZEMLEOBEEY—V— (TTR) &
HEHET LI RBEENZ (KD, 2).

£D. 2 HAANERELUHESZECEDOONIZUHL I4Y VEHEELEF IV AER

aFY B R SREARME T ORI
26 Ala to Val 0 0 1 1/1
59 Val to Ile 0 1 0 2/2
143  Arg to Gln 0 1 0 2/2
587 Asp to Val 0 1 0 1/1
602 Asn to Ser 1 0 0 3/3
615 Lys to Asn 0 1 0 2/2
731  Pro to Leu 0 1 0 1/1
736 Ile to Met 0 1 1 4/5
741  Gly to Trp 0 1 0 2/2
741 Gly to Arg 1 0 0 2/2
778 Asp to Gly 3 2 0 1617
797 Ala to Pro 0 1 0 1/1
870 Arg to His 3 0 0 9710
935 Glu to Lys 1 0 0 4/5
& A& 9./46 10762 2./13 50,54




BECRHBEINLUHBIF L VEHEERE, 77F 7, IFVUVBH, brwidbof=
Y773 —LOMEERNAAL VICORFEETHI L, IFAVUYRREFEIATUORRBIC
FIEDEBRRBICAHENFE L2V ERS, FEIF Y VRROBREBRETIZOHICHERT 5 IX
MERXI-FI2BETHEOVWTIAATHI LEEEINS. 200, BHEERETT 7u—
FLLT, IHEZRETFHORBAETYEY 750N T Y FdHBHWIET YA DNA 2 70—
TEL7e N A BETOREBEEEBERTLIToTWwA, ThETICEIBREBKREIZY 7
ENDBIEFELT, 34TV VHAGEHBEFH (RLCABIURLCB) 2 HEL, Z0%H
LBEOBT 2 EITL TS,

)
000 005 010 015 020 0.30
C94  pii2-pter -458 -157 -1.01 -066 -043 -0.17
21ca™ pli2-pter 536 -1.78 -1.10 -0.71 -046 -0.17
RLCA*™* pit2-pter -054 -028 -0.04 012 020 0.0

marker location

s7 g11.1-pi1.2 334 -072 -043 -027 -0.17 -0.06
S45*  q11.2 077 148 141 123 100 053
TIR q12.1-q122 1.06 3.06 2583 246 205 0.71
A7* q12.1-q122 -481 042 072 076 069 043
s49* 122 572 -078 006 044 061 024
S47*  ql22-q211 657 053 120 1.36 130 0.89
S6 q12.2-qg21.1 095 084 072 060 048 047
M2 g21.1 572 -026 035 057 062 057
samica*™ q21.1 274 -030 -0.10 -0.03 -0.00 0.00
1565¢ca** g21.1 -0.18 013 -0.09 -0.06 -0.04 -0.01
S5 g22.1-222 308 -069 -069 -021 -0.11 -0.02
MBP*  q23 232 009 009 013 013 0.11
S10 ? 043 036 030 . 025 0.9 0.09
s23 ? 014 043 011 009 007 0.3
S30 ? -0.94 -072 -054 -0.40 -028 -0.12

RLCA: non-sarcomeric myosin regulatory light chain A gene mapped in this study
* microsatellite repeat markers
** di-nucleotide repeat markers isolated and mapped in this study
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