[AAEREE (1998) 60, 31-42)

Y —X TEBBED-HOIFEDFHERE,

mMEBORIEZFREERAEFZMH

AN g

7 A

(B RAFEAHE MR

i L & &

mEgEEETCBES T2 ATFiciE, REDE
ZHAELLIEOERLY) VIEEB LU
VLA T U EHORTWS, o DERE
EHORRERE I L s HIEROREKN L
b D2 I A% (Hemophilia) 8 5. MARIZIE
MARAEMERBAH H FRFRMERA X
m#EgEEVIIEF, MEFBIXEIXRFD
EHH D VIIEN L RZHFER THMER T 2
TI2HRETH S, MARITXFEEEHNEE
ZEXF L BIBICHRBYT 225, SR v
K FEXEFFELIXRBEEREIIEFLE
NELBEFIFETLLDTH S,

HA N TOMLEROREFIROKGEE & R
EBHAAOWAFALDION, MAWKALB
COHRRIEBLES 1L &0, HRERmE
FRHOPTHRIFEEOBVWERETH S [1].
MAROBWEHER & D BIUFR 2 5 AL
FEWLFEICIVITORTE N, DTICEkx
2L FNRFROELEIZTF B & U cDNA
HHEBEIN, BEFOLNVTOZRAEE
%o TWA, 1980848 A - TH S DEEF L
FEHBENOD ST LuERIZE D, F—&F
REETIMERIEEFL N Tiddk4 2 R
HWIZLDBIERI SN TS ZEFHAMNIEN
Twad, EIMARRATIE, EABITG I
HEETH- - EVIIRFOEE - HEERATIZ
L ZHREBBIL, ThoDBEEEFETI»5HS
NHRARKCICEHBKL TV 3,

MARZDVT ORI, TOLIIHFE
EEHTFEORBIECERN L T2 55
2%, BIEFLANVOBRRKRSE, BREFLY
RV HEARZRE VIR, EFIXEFD

BRRIGH, oL vwigkiEe LToRIE
Fib#EE BiE L - @B 2 BRI IED &
nTwa, XRTiE, TROOEEDHIR G B
3 A MARDBIEZF N, BEFZHIZOWT
BHY 5.

BIZFHEK & BEOME

1 BVINAF

X Wbl Xq28 ODNEIZv v L 7S
n7-b b IMAESESE VI K FEEFiE, 1984
FICHoBsh TR LIZRT L) c2sflor sy
YEBEDNAL Y Oy EBDOEE 186kb (X B
BAEDFI0.1%) 126 REERKLZBEIEZFTH S
ENHIBHL, BES N7 mRNA DKE S 9
kb LERTH 2 [2]. EVIIEFHFETE
HEINDLTEIFfERED L CHS TV,
HEVIIEATF mRNA OEEHVOBRFICL DY
I, B, VU HiRETOLRBELTDLIL
PHEAL T3 (3], EVILEFEEFAB L
UZFnZ OGREIE, MERAOEEFSRIC
{5 F 7T B8 7 Gl BREE W % & (Restriction Frag-
ment Length Polymorphism : RELP) &84 A5 4> 72
{ & b 7 7B (Bell, Hindlll, Xbal, BstXI, Mspl,
Bgll, Mspl), % VII AFEEZFNTIR 2 7 AT
(Taql/St 14, gll/DX 13) IZFFELTBH, Zh
L HAVTILARA®D DNA LUV TORKEE
DWW, LAERIZEDTREL 2o TV 2 (4],
FEVIIEFoMmMPREIL 100ng/ml & &b
HTHED B, MEBARTHTOT T —¥5
O EICELL, BAL LD
LOMATIIFOFEM LB IEBETH - 7.
LaL, BVIIRFEEFIINMZ £D cDNA
LoBsh(5], ThoOBITRERL VTS
NZ2EVIIRFIEZI9EO7 I JEEREL Y &
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EVIIEFE=F

EVIIRFEA

1. HBEVIIRFORET L EHOBEE HBEXX)
Bell, Hindlll, Xbal, BstXI, Mspl, Bgll i3 RFLP %+ 5 FIREBEE & F 0 %2 R ¢

By VRTFERELL, FORHBER
23327 I JBEREDNS L L ARERYXRTFF
ELTARENAZ ENHIBLA., £LTC,
DORHEVIIRFIXEVRFLIEFIZ X KB
FAA HEHEEDS, NE»S AL A2, B A3
CLC2HBFAA D OBRINLZ EHHL
Motz TOFANAALiZENVOT T A
IUICRSNRD AL A2 A3 FAAL Y EHR
HRFROLNTBH, —HC FAL T dis
coidin & 5 \v* ¥ mouse milk fat globule binding
protein {ZHFEMEME D SN T D, X561,
DayeEry VEVIIRTFOERREH
HMLE VIR FERFHOMEIZL Y, U
RY = L TEHEKE 728 VIITE T 0§ BRI
NERICEBIT T ABUCS 7 F W RTF FAET
AR, PEEBL ROV VERIIBWTHEA
HEfHMA oSS, 5TV KE
BEBT BB Argl1648-Glu 1649 5 £ U Arg
1313-Ala 1314 CTHIW % 17 2 RSB R AE

VIIAF & L TOSFHELTR I E TS
EDES Mz ER[6] (K12).

M~ SNl mE VINRF L7 + »
T4 NTT Y FRTEEAREERLTEY,
A 7OarT7—EhrLREINRTVE IO
T T4NTIT S FRFEDEEICIE, B
VIIIRF D 2 7 & % BEYEECH] a1 $4L(331-
372), a2 ERAL (1649-1689) HEE T, & LI
BEI 74407 T FRFEDESIZL
e an, % OREEL Tyr 1680 2 E R 1% 8|
ERIELTWAIEDNYIEF Y FEVII
HFORBERBRRIIBVTURERTWA [7].

2 I BIXEAF

HIX N F 135 FE#54.00000 — AR FE A
EHHERXBLZ17%) T, MPEEISLF
5Mg/ml, E-2EEBMIFEEEZONT
W5, 19824F, Kurachi & Davie 5 (812 &
25 1463bp Dk M IX K+ cDNA HHBEX
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FEVIIEFER
3o NHpls A1 ] A2 B < a3 |ci|c2| cooH
-19 1 2332
Ser-1 Arg1313 Arg1648
i H Al i A2 < A3 |ct|c2
| ; |
Ca2+
Arg372 Arg740 Arg1689
SEMEAL Al fall A2 A3 |ci|ce
| Ca2+ ]
(APC)  (APC)
Arg336  Arg562
T a H D r [or]ee
’ A2
Ca2+

R2. HEVHIEFFAAL HEL 2058
EEAFLC B 2 BEABRSMAT 3 /BEFOESIICEMERT.

Nizh, TREFBY LB V-T2 08 2
- P RESNRTnE, FLC, b E
IX B+ ¢cDNA 3% 2.8kb DK X X 2 H 1 46fH
DT I ERE,ISLETL IO — 5 — i
E4157 3V BREOMAEIXKRFLI—FF
LM, 5612 14kb DEV YO —F 4
FHEBATEET LI EAHIB LA, o 2 CHE
5 I L3 Kurachi 5@ cDNA Ti3148FH D
TI/BEF GCT TI—FEN5B Ala THBHED
2L, Jaye H[9]DZ 0 — > Tid ACT T2
— F&N5% Thr Tho7zZ & T, PBEKEME
T-OEEEHH 5\ IIEREQO T I/ BEES
ThH Ala & Thr L PHEREENTVWEOT, 2
DO E G EE MBS R (dimorphism)
Ed3NTw3, 7, HEREHK 271127y

Yorashwsd e b IX R EETiE Yoshi-
take H[I0JIZ X W BB s h, #33kb I2KS
FOEEEERFFRESN. FLT, I8
IXRTFBIEFI82DTY V258 2.8kb
O mRNA *EAH L, Oy 3 v KIKFHE
N BET L oBEN RN Y RT 2 L2
HihTwas(X3), FIXEFIRAEEL
6 DD AL LHIRY, 20 LMY S
DT WBETUHEOBAEY 7 FVRTFF
Bxrr v ra TuXRTFFBIVEELZSR
BffhBALE Ca" HELERRED y-
carboxyglutamic acid BRET &t gla F A4 ~
dxrrvrble Cam OEBNUESICE
ELR®1EGF FAAL v ld 7 d, % 2EGF
FAL L dx 7 e, Xla BFH5 it Via
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EIXEFE=T

FIX192*
~a
Mse I* )
FIX-793* /
NHz Pre‘ Pro| Glaji EGF-1{ EGF-2 | AP| Catalytic COOH
46 -18 1 4 : 145 180 415
BIXETEH
K3. £IXEFORETEEBHOREE AN
BamH I, Ddel, Xmnl, Taql, Mspl, Hhal, Msel i3 RFLP 47, F9-192 i3 DGGE #: TRt
&% polymorphysm EHiiL % 7R¥.
S—S§
[ |
NH2| light chain AP | heavy chain COOH
1 415
factor IX
RW'XV w FVlla/TF
§—S§ $—S
[ = 1
NH2| light chain lAP “ heavy chain T COOH NH2 light chain H7AP | heavy chain T COOH
1 180 181 415 1 145 148 415
factor IXaa factor IXa
RW-XC\ /’XIa, FVila/TF
148 180
S§—8§
[ |
NH2 light chain | heavy chain —| COOH
1 145 1081 415
factor IXap

4. SFIXEFOEEIEE
RVV-XCP: 74 UNEHT 7 FR— ¥ —
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BT #A@ETIC L0 2 » Ol s s Gl
FxA4 3T Vi, His22l, Asp269 &
Ser 365 THRK Sh2EHELsELLY v T
FT—=¥ - FAL 3oy vgkhildoT
I—-F3hTws,
EIXEFRFRABTEES LYY I >
KEFHOBEEAT, M4 IR LAELEH I
Ca**t AT Vila BT-HBRT, »50i
Xla BFIZL o CiEtb S IXa BF &4 5.
T, BIXEATRIFIVALEXT 7 FN—
Z (RVV-XCP)IZ X > T LML 3 h, T
HLRIIHBIRFHIAEL O TRER T OB
RIXEFOT 7 FR=% L THATH 5.

% O Rz F R

1 8 VI BFR=-FRRAR
EVIIRFEEFIRE XA FEDZFICEX
TEHRDT L L 186kb EFEFIZKEL DR
PENTI/U—ZV FEN 0, DRHRAD
BIEFBAAIOAFEBIISEATHZVOPHE
KTHBH., 4, MEHAOBETFHIEI R
FAKyY FTHDB CpG VX7 LAF FIzBF
LERYBRETIHETRF SR TVAD, &
DL Y BER AL ) —= v 7B L ) LA
ADBIEZTFRENSELIIIHA 5 2 LA
LTwA. #L T, 19914 ® Tuddenham & i
X B255iEBI DEET T, 182610 SER, 594
DRRE, 8BID/IKRE, 6BIOWEAKERIH
HEahTtwis[11].

182BI D HBREROFITE, Pl kb8
B EORL L ARREROBISEOLNTS
D, MEAHAPEEFOLRXVTIE» LYY
—LREBTHLI LR ICHBETESL. Th
HSOEBRERMBIOS H, EEMOMARA
122761 (36.5%), HEAE 122060 (39%), EEAER!
121861 (24%) TH - 72h, F Ly AKREOE
Bl &P ERERORRAR L F- TV 2L T,
DL VIIBERIITRTIAL Y AER
BMTHo7.

WekdHs bz, A—OSBRERBLT L

LRICEBEMARIZVWE VI HENH L. F
Z ¥, Pattinson 5332 F /16890 CT Z£E »
LOBEI, HLLDICIEER, »550IC
BHSERMERAY O -OT I ExTHMELT
WA [12]. #7:, Schwaab & [13]i& = F 2307
D GT FE (Arg—Lew) EERMMEHBA ZRT
ZEEHRE LA, R ULEE T Inaba & [14]
BHEELTTRENOEREXIToTwA, Zh
SOEFFRTR 500 FOFEMIHANT
BV, ThizIRAY YRR -ER T
YRV ABRTRUTERROMAREEI L
Twab.
MERADFROSHMEL 25T HDIZH
3—o, LY ¥y —DORERHL. LEKB
TRRELEBEFREIA ¥y —FAEL
5 LTwa EEhbh T I[15]4, MmMARK
ATRERIILEOMBIER S v, EE,
Tuddenham & DEEFT b 126 D S E=RERF
BV TA e ¥y —DRENRLNL Z LD
HEIhTEY, FICHBAKELRIZTRE
PUOMARARETCLS ey —% b
VIEBIA S CRE SN TV A, MAKADE
ZTERERIBID S H10BliEF >+ AERTH
D, B0 o2 B 2209 Arg—Gln & 2229 Try
~Cys 7 I/ BiEBHHIOBRE ~FEELE T
Hot, LHL, #0044 vy -+ v+
Y AERSHIIE 1914 Arg & 2147 Arg (CE
LTHY, choD7 IV EBEFREERL L
STHBERRICEE 2B X2 FoZ LGS
has.
MABACIEVIIRFOMEE % EFIC
LOPERORVERBMMEH L, Thbid
Cross Reacting Material Positive (CRM+) & 5
VIRIMAKA + LETHh, FOREEnER
ADHS%THABE, THODEERELXL OB
VI RFOBITEEEELEELFRIBOND
WREME A H 5 A%, & VI H T [ i B A
BETCrOoBRBRTHTOF T —¥HBEOID
IZHALASIERICEL {, AL~ 5 D%
T FOEM L BITIRETH 72, LrL,
WEDE ) Fu—F AHERIC L B8 biER A 4
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70y MEFEOESRIZL D LR BFT
ELLH)%>TETWE, Bz, 73 /8
372416890 Arg 1355 VI BT EH Lo o
VY VBBREMT, ThSOEMOT I BE
BIZL D CRM+EEFE VIIEFHOHE»DH
% [16~19].

—H, TNLDHERERDBRIE R Y R
Ry PeEbNTWE CpG VX7 L A4F FI
BIFTAHCTHBHVILGABRTH L. EE,
v MEIRTHROEREE % 5 SEREROEH I
D CG—TG & 5\ i CG—CA BROKERE L
LEbLN T3 [20,21]%% Tuddenham & Nk
BTOBEVCPG VX LA F FIIBIT LR
DO BE G, LY, HIRBEES LAY
TR LA FFIZLBIDCpG BRRA S —
S VERHWTW D TH A, L L, B
FEDL N B@EER 7Y —= » FEIC L b AR
ADBIETRENEHEELIICH 5 Z LA
LTw5, fz2i¥ Higuchi 512458075 1
T—IlL B PCRBIUDGGE Ik BRA 71—

Z 7Y, BAE~REERENL AR A295 0 &
HI— FMEBBIUVRA TS 1 AESHEBLHRE
THIEILLD2BIOBIETRELRIEL TV
B[22, LaL%ds, MARABREOBYLH
o b EAER T RN A 8 LT b50%
BERTREIMBREARTHL Z L EE s h
Tw 5 [23].

Naylor 532880 I A fRAEH O & VIIIH
F mRNA #* & @ RT-PCR E#» 5 Chemical
mismatch BT 24TV, BEDH L WVIZTFEHEED
S5HEIEBIC I At AHMERERY, EEMK
FAA2BIFIIBUER & Bbh 2 BIZTRE %
BolzrHELTWA[24]. LaL, 106
ZBwTiRzsy 128Xy 23
26T THRENETASXADIEER TS T AL
PHRENLLOD, 15020510723
1237 5 mRNA 5@ RT-PCR Eipiz &< B
LIENTERPoEREL TS, FLT,
R 22007 V—755 25261 LT, §
VIIATBIZFOI YV BLIOPZDEEIIR

Xq28
FVIll Gene
Eo: Exon
7-/\’ 1-22 23-26
EH : H —_—
|l
|
.
Exon Exon
1-22 23-26
A
X : X
Y
V4 N
7/ N
V4 N
- 1 A a6 * Paat
WL . — — 4 H—
22 Ze- b Y Vv
= = -
(a) EAIE (proximal type) (b) ;@R (distal type)
5. EIEMAKBABRECST S8 VI RFBEZFEMOE TV (k2L h &%)

Exon 1-22, 23-26 ¥ VIIHF#ZF, AREVIIRFEEZEABLOFDLKIZ3 2
Y—FETHHNORETERT. REOEEFAERT. SRR & R R & A

HET 5.
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FERKTELVIAHAEESIC BT A >

b 228 EFRALE O WAL (Inversion) @ A BE
HA|ESh, FHEA TS,

WRLOAE L B IEHZER IOV TIRAL 2T
7% wh%, # 500kb LD 2 DD gene A &
42+ 22D HE & gene A & THA[EMHME
AVELHBIEILLNFIERI S DLE
AbhTwd, LT, A a2
gene A & FiiD gene A D2 a¥—DAH LY
VAT 5 b 0L THIRZ AT 5 E
(Proximal type : 5(a)), & BEMNIZHFLET
% b0k 0@ (Distal type : BI5 (b)) D 2
BEO Ny - 245D, ZOHKE, BV
HWTBEFUBOBOHMEIIFHEINE I L
%0, BVIIRFAERFRIIEFCEETE
FTEEOMAKRALRET 5. Z0OHE, £h
FhEEI- FER, 2754 AGEHR, 7
OE—- ¥ — RS CORBERIICIEE AR
¢ L CWw R\ /2%, Higuchi 5D HVv27- PCR
B & UF Denaturing gradient gel electrophoresis
(DGGE) 12 & B A2 ) — = 7V CRBIZTFRYE
PHRETCER>Po7-DTHL. F LA non-
RISHF 70y 74 7EsHCTIOE
VI K FEE BT & 1772 - 72488, Bk
ANEFRICHRANZBVTHE VIIHF#IE
FHfEREVEEROARADORERKND —>TH
I R L [27].

2 B IX BT FEN

¥IX BHFRAEFIE VIR FBIEF 2B
THBHEMIC 7 a—=v 78h, 2833
kb &/hEwi-o, MARAICERROLEHRB D
BEFBHFRE oD O TE /. 199746
I2F L5 N7 database [28]1 10 & B & 5 &
15352 D MEKRBEE B 5 BIZFREIE
FENTVE, 205550 DEERLTH
b, MAFBOEREELEbN LT L/EEF
REISIEHLFESIRL VAL, Chbnd
i3, whwaky FAKY FTHB CpG ¥
27 LAF FIZBITAERCC—TG HHid
CAZEYIZLALDTHBEIENFHSNTY

#1. MAFBBEHFCRSK-FXHETEE
F# (28]

unique events 597
bont mutations 456
short additions 119
or deletions or both
deletions 91
additions 22
additions and deletions 6
double mutations 21
triple mutation 1

B, LhL%AS, b F0—EiLCe
doublets DEEHE D & L O founder effect {2 &
H5HDTHHIENFHELIIZENRTV S, CG
doublets LA DZ2IKEE R D founder effect b &
CHIGNTED, F0E»EROBEREEHIR
HOENTWAE, BELLLEWMTIEAVIZLA,
ChonZREEEEN DL Ebh A, (K
1)

ZOEEHIERIZTFOEGRIED BV idESE
KIEPEIN TRV, BrOoBEREDT
BUE 3 TL229Bl 0% 1IX B FBIZFRIEB A
HrhTWwE, FLT, TOKETEIZEFXRIA
EEIXHAFA ey —FE L ORNEBESED
B s T A [15).

ETF BN

MERD &L H X R R EHMRETEL T2
RBROBZHHKIIREREZH SR ICEET
Hh, FEk, THEFMLREREORE L MK
BEENLRBREE L 2 MAESDETIT2bIT
EH, BEOOTRRAHETDH AHEN
Hot. Bk, THIZMZEVIIRFB LU
FEIXHNFEEFLZS I DNA FZ7O—2 >
FEh, L HIEMR DNA LNV TOBH AT
LD ZOENEREL TV,

— R EIEFRZC I, MARO BRERIZT
EET ORI -2 EEIL Lo HER
Wiky, MAROEREEBbLh L BZFORY

BAEERFETHIEEZHE LI H L. MAIRE
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BERBEEL OO EHEORELEKETHDZ
EDHISN TV AHY, DNA LRIV TOREIL
ELIEHEEIRII D) TR, L2OA
BICREAIETE 2V, OO EBRHEETEN
FRITCEONARRICOAICEATETD
%, —F, HMEZWEE, DNA ORIBRK AR
ZEI(RFLP) A Wiz #MDRY EL T 4 X
(BRI IS VBT T 5720, BEMFATO
BAEKTHORE allele PPHBH L TV 2 85T

A

P1
sﬁ

T—H—HLETHLLOD, I HEHAHTE
HEZW DA% S THENSIIZOICHTRE L
ZoTwah, Ihbid, UTFIlRLEHi12H
#7051 vV, PCR i, DGGE ik &,
A4 L BIETTHENFHRORR L ZOBK~D
BRI X Y BEROER L EITTE .

1) RERETFOEEZHE
MAFRA, BLbITHEBIKS LBETRE

" ATGTTATAA --------- ACIGAATTTTGGAA = -----=-~--

s

Normal alelle

ATGTTATAA - - -ACTGAATTCIGGAA mem
TACAATATT ---TGACTT. CCTT mam

«—— 83bp ——>T<— 30bp ——»l

TTAAGACCTT m— 5

P2

N

Mutant alelle

ATGTTATAA - - -ACAATTCTGGAA mmm
TACAATATT - - -TGTTAAGACCTT ==m

T

EcoR 1 (+) EcoR| site (-)
@
—— e | 4—111bp
— — %= 83 bp

6.  Mutagenic primer % i\ 7 M #% B DEENRIZTFZH (PCR )
FDOFEHE(A) 2 EE(B) - B=MK%ABLEE, @=HAFE
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B(ZDI3 L A ERKIAB) A 70y 7 4
YR HOREFRTICE D ICHIS ST
Wh, F7:, HMRERERFIOEELBE
HENTVAD, MAMATIEE VIIET#
ETAEKTHH-HH8IE Tagl 414 F
(TCGA)DHXH b\ idH - HBIZ L h R
ENLoNEn, Thicx L, $IXETFR
(B8 VI F B {EZ T 12 b & B
Bl xh/7-oMEBBTIZT TLE
1.000FI % 2 THE Y, MARI D THEE
LEBORIEFRNICEILHEBTHL Z LA
LTwa,

DL MBI RESHHL TV
EHRTIE, CORETFREXI—H—-IILTH
FEERNEWHORETH S, LA L, EilkonZ
& AR IR TERRMEICE Ol (AR
LAHEBTHY, HESHIEVICHTE LI5S
B LAWKTH L, MAWROBIZFREAHB
LTHE N IR %2 2 MR D
AEalE, TNIZE D fragment D4 X %I
BLERNSRIATTHETH A, A 4 bl BREE &
O WEHETYH, IR HIREEEA %
WMAT D L HIZ—FBIEILRCH) % & & 72 primer
(mutagenic primer) & W\ T PCR # 1T 7% W,
[ERECHERHERATTRETH S,

612, YHEOBRTSAHY L -MARKB
OBAGT-RH (215 (TG) KIR) TOEMH %
AT 5[29]. 2HEEXRBRLED 113bp %
Wi+ %A PCR primer(P1, P2)®D 9 % 3 il
antisense primer (P2) D x FIDIEE* AH 5 G
IZEIR L THIE, EERETHED PCR E
Wiz EcoR1 #BATHIENTESL, LIz
T, EcoR 1 MLER X 7:1FE 4 {5 1-H% PCR
1t 83bp, —H EcoR1 WLBE & h T & Rk
{ZfH% PCR EWIZUM S hz w2 gk
By lllbp 23y FELTRE#ENS, K%K
AT, KBUXIERBRIZTF (83bp /¥~ F) %,
BEBLE IE# R & REB|ET Q1L bp 13>
F) 5L, BEORWRIZTH»BEHKTH
LIENBHTE

Ao, REMARABEOHIORIZE

WT X B R R o8 VILK -l 5o —
G AT TH 500kb (28 X ST Htk
o TwhIbAHESA TS, FirhH
non-R1 ¥ 70y 574 FiExHuwizg
VI W T n O AT 2 477 o 72455, H
ANEFEMAEABEIBHD ) H124(36.4%)
Iz L (27, LT, BVIIET
WHALEFPIZHFAE T A Bell, Hindlll, Xbal RFLP
& BB E T REABHVARETH - 73R
BWTC, oM EHVSZ LIk DIRA
HoWib L UHMERTEH2ATR 9 S LT AL
—FEREFEBRLA(MT). 1-1 BMAKATH
%oy (11-2) & [alkk, — 4 0 X Feti kit (&
(i) 2 fFo 2 AL, £0BH(1-2) b 1F
W& A U R X BBk F oS
Thol:, LT, WEE L bIZMAERA
DRMEEFETHH I EAMIAF LNV THERTE
7z, & 512, informed consent ® & & [ZIRAH
Thb I1-1 OTRILAFEERETL HWE L

A

B

U121 N 2 E

21.5kb —» - '

16kb = | ' F 75
14kb =

H7. MAMAICET AU S EER

(ZA- 50 (4 > 1)
FORFAM(A) & 7HO— A7 LB iK
s ) - B=mkHALsE, O
={EE HGTEFEEVIIREFESE
i
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2% 7 4 DNA GAETOY BB RRFEOR R
Bk, 3% b HARBITCIIER /Y — 2 Dh

or LIRW (-1) i3 42 1R ca i S X s b &
FATHENT WA WZ LAV L 72,
2) MAROEERIEFEEE
M A% A O in 28024 B 4 RFLP (&,

Pl ESBVIIHTFBRIZTHB LOZO®
VEPEZ 7 4 FF (Bell, Hindlll, Xbal. BstX1, Mspl,
Bell, Mspl), M Az % C 2 & P (Taql/St 14,
Bell/DX13) d b odE {HIHh Tw 5 (H
1), UHEETOMAKNA24ERIZBI 586
Tld, TN 5D RFLP @WK A & TERIZH A
AL TE, Bell+ Xbal T79%, Bell +
Xbal + Taql/St 14 O A G HH TlE100%12 7

WEDZWETTLHI ENTE[30]. 512,
PCR O AL hBRAeID2FTFHT A

=72 HTFBH AL TELLIIZY
oTwh, M8, Hindll 2 & 5 EHiH %
AT AL, Hindlll RFLP (X Bell RFLP & il
HEEr R TOOTHL., REBFLHEHLLT
2otk (1-1) 13 239bp 25> F & 159bp +80

bp Ny FERTXEBEOATOESHKTH
o lzht,

%Il HWLp KBS 239bp

Hind 111

RFLP -239 bp
- 159 bp
- 80bp

[ 8. Hindlll RFLP % 72 1A 96 A o ) 5%
B3R (7357 (PCR )
ZOEZHE T HO - A4 LB AR
s M=l cmARE, C={FE%

Wy FhampRd XQefafk4d, B85 159bp+
80bp /i FERRT Xkt Fh FN T
WTWAI EAGhs —F, BETHLH
(11-2) A% 239bp 75> MR R T X fefafkz Ffo
ks, BBHEO 159bp+80bp /¥ Fi
EwX#OEEETFHETHL I EHVHL 2
T, CORUPRRABCLVZ LABWTCEL
[31].

EIXHT-®/EFHNIZL 4 7D RFLP #fT
(Ddel, Xmnl, Taql, Msp) B3k { HIGhThh,
s EHOTOKAAIZBIT A2 REEZH
ARNHI260~80% LS Twah (M3), L
ML, CH6O RFLPEHEALZIZEALFH
fE23°[32], HRARROBREEZSH AL
FNVEIWT 4 XLHBUOERPLETH- 72,
851X W -85 4 DXS99 RFLP 2545 1X
(T L sbl{Ef) v =V RRT N
M, UHEITBVWTHERAZHRIC

M -2 1I-1 HI-2 1-1

FIXHhal -<+— 198 hp
<—122bp
<— 76 hp

M -2 11 -2 i1-1
Y -specific
sequence — 153 hp
9. Hhal RFLP BETIZ X 5 WA B o [ 52

W {zF-2 W (PCR i)
FOERRE T Ha— A Y VEX KB
TR -B=MAEARE, (O=HFHE#



AR OBIETFRE L RIZTHUH 41

BEt L7: & AWK A L Fkk (48%) 12 RFLP
PR SN, EROBHTRERIL63% L EET
Ho72[33]. 7, BABHLZIZI»FHOE
IXRFEEFHL LRI ORBIZEET S
DNA RV E N 74 X 4 (FIX-793, FIX 192,

FIXHhal) "H K AN IZ B EHEICRZD 51
A EFRELZ[34]. X 92 FIXHhal K1Y
ENT 4 AL E BV ERB o A
THBl R AT, BB I-2) 3, Y
i PCR Tl TR L HIHL 72, £/,

FIXHhal R EN 7 4 ALBTIZBVWTIZE
ZThHHHERE (I-1) Db DM KHBHE
BIET allele D 122+ 76bp DN K2 5T
B59, BRIZMARBORRE T2V 2
N B, KEIHABNEL LXK
TENR S UPREEIIC70%TH ) EFXIE
LEWEshTwA, F 72, FIX-793, FIX192
KL TRBRIA-DPFEEEETHIS

TEeTH > 72 [35].

& b U £

ERUOMBPEERERBOL»TY, K
WIHRMERFEETHOBEEL SV L2 S
BROBIB TR BRRAEZR VS EE LR
BLioTwa., MARTIE, ERLDEMLY
B4 EFEEER TR ESZI O FEICE
BTV, FOBEIZRRLRHERD - 7.
LT, BFE0DET LVOTEMENFED
#HREZORHIZEY, ThooBlib, &H
EELZEETFLALTITONE L) IZh>TE
Twb, 29 LI-BETFESHEMOESRE, 1@
ROTWEOREEH ) FKRTEET, LIHIE
W DMDTREL A Z EAKVICHfFS
5,
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