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BIE EEREALLOWK e MK, RRETB, WEREES S 0 #iH L genomic DNA i oWT 7
v — /L7 hPL, hCG (a, 8)® complementary DNA (cDNA) # AT, &4 DBEEBHRILH Ok
BEBEBEE L,

Z DR, HIREER (restriction enzyme) 12 X % restriction pattern B3 2R b, 3"ho DNA
T OFEAEECERITE LS, B2 hPLmRNA O#H% & hCG (@,8) mRNA DRI RITHE
JED DNA iz IEE DNA & F—#E&D hPL, hCG (a,8) DEEF 2B Y, trophoblast DEEIC X
%5 h bOBRIET O deletion (BIBR) & %\ 1% amplification (BB 7%, ZOHBEHEOTCNT &%
Aol

¥ 7, hCGa BEBHRI I D polymorphism '~ —» — & LT, BREBOKBER L L CO an-
drogenetic origin (HEMERA) OZUME LM TS & & I, HREBMERE D LH12 homozygous
DNA #/R L7z &b, ZHED heterozygousity 23243 U & BERELFEIE D risk factor Tidis o &
R LT,

—7, BEFED hCGa BHWMHEED DNA 3L TOMIE W CER DNA KT SR RLAC
L XY, 2o DNAMGUMEBRIE EFAIOHOBMRELFHOTESEELR L,

Synopsis Genomic DNAs extracted from normal placenta, white blood cells, hydatidiform mole and
choriocarcinoma were examined to see if they had the same coding structure for hPL, hCGa and hCGg
using each of the complementary DNAs.,

The restriction analysis of these genomic DN As showed the same pattern even for the DNA of choriocar-
cinoma that transcribed no hPLmRNA but a relatively high level of hCG(a ,B)mRNA We considered that
during trophoblastic malignant transformation, neither the gene deletion for hPL nor the gene amplification
for hCG occurred. s

Moreover, the genomic DNA sequence in hCGea gene has polymorphic restriction sites designated as R*
and H*. « Using these polymorphisms, we confirmed the hypothesis that a hydatidiform mole develops from
an androgenetic origin. We also-observed that it is possible that a hydatidiform mole having R~ and H*
homozygous DNA may develop into a choriocarcinoma. These observation suggested that some interven-
ing sequence between these polymorphic sites is related to the tumoregenesis of choriocarcinoma.
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i

; 2 b BB »EERBERCDS 2 E2WALMK
EE L IBLCIEEME, lREE, MERDO £ < LT, ThEREFERLL?, ,
DEMBA I FRIT % hPL, hCG (a,8) mRNA D5 Bl %, trophoblast 23 @& {k3 % & hPL mRNA
X oTEWFRFE (nsituhybridization) & OEFEEREA L, ¥R hCG (,8) mRNA ©
I @ LP iR, hPL % hCG (a,8) BEXDLDLUAENTS LW BHERRL, BTk
DEIETFI & trophoblast ® 7ML & I Bis FRTIEhPL mRNA 2 BEMEET IO
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hCG (a,) mRNA BEHIEEIh T2, L
7= 3> T trophoblast @ f& & 1k 1= ££ \» hPL %
hCG (a@,8)» mRNA © DNA 2L OBRE S E £
HEEYZT WD EHEREINDG, DK,
trophoblast ® & % 1t % 2 5 DNA i & (on-
cogene) 7" hPL < hCG («,8) © DNA #&E¥ 5
AT B DOBfR B T ORI BRI B B V929,

FZTEELIIEEMED 5T r B,
FoR%THE, MEE X v L7 DNA KD\ T,
hPL & hCG (o, DEEBERBOIWCERLDH S
A 2 v — L L 7z complementary DNA
(cDNA)IZ X % hybridization iz X b B #H7 L
7z,

F 72, hCGa DBIREHRM A T FIREER
Hind III & EcoR 1 OFBEIMALLH b, ZOEPAL
122>\ C polymorphism ® B % & & 233 T4
BT WA D TID D polymorphism % < —
- L THRESRRKBEEE b @B S O
DNA % BEECHTTT 5 Z LR TH 5.

T, MEMEBBERLTCZDORIDE
7= DNA o polymorphism % &% 7> % 7z DNA
DFxh LB L, BURER O androgenetic origin
D F M RLWERERIE & OBREY 5 FAEWFHIC
Wt L7,

RERFE

1) cDNA 0%

hPL 75 5 0% hCG (a,B) X3 % cDNA %
pBR 3221 AL, KIBE HB 10L& 2T 2
r— AL L7, cDNA O FR# >\ CiBRi g
pc%&% L \i-c 10)~12)14)23)24).

2) genomic DNA D% & HIBEERIC L 5T
1t.

IEEMEE e b O Rk B 16 o Ml A TR
IR SN MEL 5 %2 = vBRFP CTHE
DHx—tL, RE5%2 =vEs 30%> afERE
TED (T00XG 5 4D 375 & &ic K> TERL
7219, — T, MER TR KX REERIAE L1
FlEE T, B REE, WL, BiEEE
BADRNC EHFERLHE I NS OB S
Jaki kB, i, MEMKEBRBRELLORILD
REmE X b HMEREE?®, ik b DNA%

HERESCE 5 5

M L7,

B BB W % 0.5%protenase  (Boeh
linger) 1 %SDS THLE (45°C 3 ’fE) LEBT S
M L 7%, phenol/chloroform ¥ TR % i
i, %z R Nase (20pug/ml, 37°C, 1K) T8
BEo> RNA #43% 4k L, BEE phenol/chlorofor-
m T oRE, B=x 7 —aAdT DNA &7
H &,

ML DY LSS FDNA, 10ug %
10~ 208 A O fFlIFRE SR (EcoR I, Hind III, Kpn I,
Bam HI, Hha I, Xba I) ¥4k (37°C 8 ~10KF
) L EDTA L#4HE (68C, 54) TRELL
foth, BRIKEIL 2P,

3) BXUKkED & hybridization

HIEER CH/ILL &5 F DNA 120.9%%EX
o (BB & 50mM F Y A, HER, 1ImM
EDTA, 16~25V, 12~ 18K TukE) UHMREBR
(0.25 Mol 543) &¥#:y — 2B (0.5Mol 90
BTN F—A8E DN A 12 25 8704, South-
ern @ JiE39C nitrocellose filter 12 & @ DNA %
BL.

= o filter I 2OWTH B AU nick  transla-
tion EEP2NZ X b 2P CEEER L 72 % 4« © cDNA
(hPL, hCGa, hCGB) % ¥ m—7 & L <
Denhardt® % ¥ = ¢ DNA-cDNA hybridization
(42°C, 24REBD BT\, filter ¥, Wlth= v
NYATANR =LA - T IAT T TR
{E8L 1L, genomic DNA Fr %2 DNA #5 (hPL,
hCGea, hCGB) DEER AT L1,

KERAE

1) hPL ¢DNA iz X 5 hybridization

EEMRE, REAR, T8 X v #il L7 DNA
#4IEEL% (EcoR I, Bam HI, Xba I, Hind III,
Kpn D T#HEALLH#, 2P #Z:# hPL cDNA &
hybridization &%, £ % ® DNA o hPL B{E1E
moOBSLHELE,

K13FoREXYLH»LTEY, EcoR I, Bam
HI, Xba Iz X % restriction parrern &%,
E DT ok EORIRERO B WTHIER
B, BURE S, M8 & 12 FE— o pattern TH

7z,
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1,2 hPLcDNA (B1) &50% hCG g cDNA (R 2) & hybridization X%

7 restriction pattern

N : normal placenta, M ; hydatldlform mole, C: chorxocarcmoma
% % DML Y #i L7 DNA % EcoR I, Bam HI, Xba I % 3 Kpn I 72 &

DHIREER T L, BSHBL, Shice

b D DNA % filter BT L 7=

%, 1 TE*PE#HELWPL cDNA &, ¥ 2 TE¥PE#IWCG B cDNA &
hybridization X4 £ DNA O restriction pattern & 3 A A — b /5 AL L
THELL, R1ab0RF 2k, SoBROMIOBEL, FElRE,
R&BR, MEME-DNA XA pattern R LTV 5,

X1
EcoRI

NMC NMC

2) hCG g ¢cDNA iz X % hybridization

hPL 0%& L Fik, EEMSTE, RSB, BE
X D L7 DNA #$IREEE CH/L L3P &
#% hCG g cDNA & hybridization %7, K 21%
Kpn 12 X 5 #HbZ/RLCW5, o DNA
b6 DDAV FXD A RERD pattern 7R LT
B, Fi, MOBIRERTL BHEILTLR—D
pattern /R L 72 & & 5 hCG B D BEHBH K
ZEDWTHIER DNA & #EMEE D DNA &
DENCZEN R EE 2 B,

3) hCG a ¢cDNA & X % hybridization

hCGa DEBFHMI 5 OBEE I OWTIE, M.
Boothby et al'®. 23 CIcHIFREEZE MR (restric-
tion map) Z{FH LMK LT\W52Y, o
EAHEBIMELEEBODNA L IE’?’%"M%
DNA EZENTeh oo LTWw5,

L2 L, hCGa DBEIFHRIS D 3 KA D

BamHI Xbal

N MZC

Hind III 72 5 ONZ EcoR 1 HlREER R 11X
polymorphism 7% 0, BESORETLIR 3 D

Z & < haploid & LT 4 o DNA #EE1H
LI, £ T, EcoR1,0kb B L » F
WD+ 5 kb DALE C EcoR 1 BEMADHE S B
D% RY Wb DOE R, Fi, +2kb OME T
Hind NI REMELOF S 0% HY, B dor
H- 41 R*H-, R-H*, R*H*, R"-H » 4 &5
® haploid IZ ¥ L 72,

L 72232, diploid ‘C# % genomic DNA Tt
FIRRLIHEAZERELBD, SEHFE L
LA (FHEHS) REET S 0T, EBE
RR2DTEL IBYOELER LS,

%7z, genomic DNA % EcoR 1 % %\~ % Hind
IIT T4k L**P 3 hCG « cDNA & hybridiza-
tion 2¥HERA DT L, EcoR Tizowtit
R*R*, R*R~, R"R~, Hind III iz->\~Cix HtH*,
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X 3 hCGa HEEHIM 2 B IC B 5 restriction
polymorphism DA 4#E
R: EcoR 1 #&# 67, H: Hind 11 B350
IVIENEEDNAKI D 4 o0 G T h
7= hCGa EBEBHOE IV EE KM OoMH 2=
LTwb, I~ FBOBFHRBS i, BED
& = % polymorphism 7302 TE B, ZDON

LHRINTWR,

0 +1 +2 +5 +10kb

L 1 1 1 l

R ¥ R .

C IBT /F(\\ — RYH
H /,/’ H \\\\\

R N //’/ \\\\\ R

eSSl il R H*
H_H e

R:_‘:B:W.m‘ R -~ ) R*H*
R N

R I Sso e R -

C lJZ e R™H
H H

*1 K3rRL7%4EED polymorphism O E i

HEmEE36%5 5

K4 5o44—b27 72X HVBEINL S hCGa
BIEEHRE T D restriction polymorphism
genomic DNA % HIB B EcoR 15 % W%
Hind II °#H/L L 7ct%, BRIKE) L¥P & hCG o
¢DNA & hybridization &84~ 7477 & &
LB LEb DT, EcoR TeowTikl ~3,
Hind III &2\ Cid 4 ~ 6 O pattern 35 9, Zh
SOEAEEL ) DNARE2DOT ELSHELK,

*3 EEBREI »#HH LA DNA®
polymorphism o 4345

Hof 2B
R'E rRu" Rt RH
R'E 'R | R'REH R'R'E'E RREH
Z
7
RH RREHE 4 RREH R'REH RREH
7
RH RRuEE | RREHE R'RE'E KRN
Z
RH R R R R/ RREE

EcoRI
R*R* RYR~ RR™
Hind II
H-H~ 13 (54.2) — —
H*H~ 104.2) | 79.2) R
H*H* — 1 (4.2 2 (8.3

2 EEKRHENS 9EH OhCGaBmZT
SEE @ polymorphism D L& €

EcoRI
R+R* R*R- R R~
Hind I
H-H- R*R*H"H- |R*R"H"H- |R"R-H H~
H+H- R*R*H*H- |R*R-H*H~{ R"-R"H*H~
HH* R*R*H*H* | R*"R"H*H* | R"R"H*H*

=4 EERELSOCHEIMER L b L LE
DNA o polymorphism O 4345

EcoRI
R*R* R*R- R-R~
Hind I
H-H- 26 (35.6) 7 (9.6) _—
HtH- 4 (5.5) | 26 (35.6) —
H+tH* —— 1 (1.3 | 9 2.3

H*H-, H"H-® polymorphism »8&E I hiz, %
T, #21 L L7 9®H D polymorphism D
Hasger<—n— & LTUTORRERFH DNA
D E AT,

i) IE# e DNA

T # M DNA2AGIZ 5H L, K21 LD
CHEULIER, F30Z L RRYH H (R*
H- homozygote) 54.2%, R"R-H*H* (R-H*
homozygote) 8.3% T R*R-H*H- (heter-
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ozygote)329.2% THotx, ¥, £Dffioo DNA
P EDITIFIOEELFEL4 O L L, R*H hom-
ozygote 35.6%, R*R-H*H heterozygote35.6%
TWThDOBEE S R*H homozygote, R"H-hom-
ozygote 122 < Rbhigpsoiz, LizaioT, K3
T4 % L 7z haploid & L T @ polymorphism I
RtH D K¥#L®D, RTRHDBZ—RBTH
%5y, —7, RPH*, R"H~® haploid 3 f» T %
Wz b,

i) fatk#&hs DNA

EKL5RLR2BIORREBROSHERELYRLTE
n, 1161 (91.6%) % homozygous THot, F
7T 3R E S DNA iz CRER LK E DR
DODNA %G LEBRENEREZATEOTH
%. L
W OIER b B HER L HE I h b RAEMAT
B Ih TRy, BIES To Gl Z8H5 hom-
ozygous R"H*% DT R*H O BEF IR BT H
SELTERDY, LnbARXFH I RH/R-H*D heter:

RAHE

745
5 BR&EFRBLIHELLEDNA O
polymorphism Yl
EcoRI :
R+R+ ) R+R— R..R..
Hind II
H-H~ 10 (83.3) — ——
H*H~ — 1(8.3 —_
HHY — — 1(8.3
#6 MERIOVMELLDNA D
polymorphism D445
EcoRI
R+R+ R+R—. R_R_
Hind I
H-H- — 116.7) ——
H*H- 1 16.7D — —_
H*H* — — 4 (66.7)

heterozygous 7f (1261 161) Th 51K, &
& b 1’ R*H-/R-H*® heterozygous 75 DNA 7¢
DT, BEZ L IIABHRD dispermic origin ©

ozygote 7z ® T R*H, % /= 3§ F #° duplication
LicZ &&ZmL TWw5h, fEH GaKl ix ME—

RUIRFFRR & & 2 b e,
iii) #ER DNA

*7 WMEMEBOELMAR BERLCREOHMEKY VHE L DNA O
polymorphism 1z & % &5 0 B,
HM : hydatidiform mole =
ChoHM : Bak# s & SB1THEIR & 3 5 MEsE
Cho-NP' : IEHIEIR % FATIENR & 3 5 B '
R+*H-, R™H* 7z &1t homozygous diploid DNA #7%4. RtH-//R-H-
DHE, HEEEFIXRH ¢ RFH- L LCHEEI RS, RH/R-H*
DHBERFOEK#ANRH &L RTH 0OlFEEFTH B LTI ND
HOD, FCk RTHY & RTH- o el d 5 5, R F OBk
RF 0B HNERHPEEINDI, BT ORRNEHEI R DI &
EED, 70k RYHT OBET A tumoregenesis o Bz fil & m D EE R
(mutation) %% i1 L BB I h B2, ko DNA BNEEHH K TR
WETBEE S B EH R,

Case | Diagnosis Tumor Mat. Pat.

MiDa | HM RH- R*H-/R"H* R*H-//RH-
EmJo | HM R*H- R*H-//RH~ R*H-/R-H*
GaKl | HM R*H-/R-H* R*H-/R"H* R*H-/R"H*
ToGl | HM RYH- R-H* R'H-/ /R"H*
NiMa | HM R*H- R*H* /R H". R+H-

WiEd | Cho«-HM R-H* R*H-/R-H* R*H-/R-H*
ElFa | Cho<HM R-H* R*H- R*H-/ /R*H*?
ZiSa | Cho—HM R-H* e R*H-/R-H*
BaNa | Cho<NP R*H-//RtH* R*H*/R-H- R*H-//RH-
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R D W & #TESE DNA oW CfT ot is &
B3 6 IR, 6 Ik 4 0t homozygous T &
D, UL IEFRECIRER DNA kb iz
RH*"2/RL T, flio 2 13 RYHY/RTH-
heterozygous & R*H~/R-H-heterozygous T &
NOLEH DNA KR EhcateTh s, B
WRH** R H e E D EH KX T hi
polymorphism % 7x%-3 haploid %47 < & & 1@
BFoTwWic(®3 R*HY, R"H)., ¥/, IE% DNA
TR LHEE DS R*H homozygous 12 1 % &
R (WIS NOY o

MBS DNA oW TREN G 21T 27 4 6
CDWTHRB EERETOD E L RS BfTIEIR
ELTCRELLMEE T VT d R-H hom-
ozygous THotz, — 7, EFEITRAZ BITEIRE L
7o ESE BaNa 08413, heterozygous 7z DNA
TLSRBEHROBET L BBRBEROERTFD
W& CTHER I T\,

% ES

MEMEBRBEZEIF O hPL X BEE T
»HH, —7F, lCGHEIHELRTI AL SHADL
hvc \1 N Z)5)7)~9)16)17)20)~22)31). ‘i 77‘\:’ %% 5 01% 0‘?- in
situ hybridization i X 9 #EE M &+ o hPL
mRNA 232EH% LT BDiIcR L hCG (a,8)
mRNA XL LABEMLTWAZ LR LNICL
7 2)12)28)24)26) :

I TROBRRE L THEREBEDE « DEE
& (FakEia, MER L vl L7 DNAKD
\»C cDNA-DNA hybridization i X 9 DNA ©
BEBERTTOBEL ST LIEE DNAD L &
B L7z,

7 o#E, hPL mRNA #EZE L 2\VERE
DNA =  IE% DNA & A © hPL B EHE
5B b, ¥, hCGa ® O mMRNA DX 5
F OEENENACENT 5 BRERCMER
DNA oW, IEH DNA & 2igFEkD DNA
BELae B2 bbb EELLRE, LhDT
BEMEEDES, hPL < hCG 0 &REFHR I
T gene deletion??=° gene amplification’®® X
5 RESIIESTWRWE W2 A, 0Fh, HE
MEBRILEITDZhbDL7 214 FORBCHE

HERmEE36E 5 5

L7 Bigt DNA BEBHROBEN 7 DEE
HELIC L 53D TR, BELLIRIADLD
724 FORBREBIFRI 5 EBCH % enhancer
X operator 7z £ @ regulatory gene O & {bi F
SnTnwbH EE 2 BRA, £ LT, trophoblast D
BLORERE, = hbo regulatory gene HMA] B s
DEEBERZFTHEITLD, %40 gene DGR
PIHINREETEHIDEEZLOND,

£ 25T, hCGa BIEFHIE 2D DNA BT
DT M. Boothby et al®®. 2 HIREEZEH#IK
(restriction map) #{F& LFMICERT LT 5%,
%10 & & < hCG @ a subounit 1% FHfk 4 1
veH»5H LH, FSH, TSH ® asubunit & F—o
7 3 BREFIEZ R L, %72, a subunit & HHATHR
L CHEWFRNC S REFIC S Z DAL E V&
LCOMEBIELLE, 22T, ZhbDxXY
24 FOBEEHES, EoX > RHEARERCDD
D Hy BER N EE o T w2 M. Boothby %
Fiddes et al'®. % asubunit DEZFEHRIT ha-
ploid & LTDO DNA LIz 1T L2372 4D
FArEVIER—-Oar —-2ERFHLTVBZ L
L LT, Zhid hCGR DBEBHRI S b
pseudo gene b &5 A7 &b THAT, B%
LRI SEATLLED 5D &R TH HI33,
asubunit O BEFHRT 7 IBDTHR L S FIH
IhTwbd vz b, i, hCG, LH, FSH, TSH
® a subunits ® gene 28 1 HAT L 272 & s
B, hbDXF & A FH[E—D ancestral 7z
gene O LI EE L BRD, SHIEAD B
subunits (3£t 0 B O mutation & transloca-
tionICX W AETCEEZDLNB D, BEWIE
BLEELSBFE—DREMK LSS LHES R
5,

& AT, hCGa BERIFHRMOITEEIC D % FIE
F#3% EcoR 1 & Hind III kB AZ1BEI 9% ha-
ploid & L T @ polymorphism X IF % 5% DNA
DBEERH OBEENEL, KWTR HD3
DB—MHTH O RTHY, RH D % 1 7 13fE0D
TENTHAZ EHRLI,

X, FREHED96~94%7 homozygous an-
drogenic origin TH % = & 3EaEkoHcd T
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WKRENTHED®, Lk, ZOREGRE L CER
AL L7 IR FH TO¥EF D duplication 388 < %%b
T B2,

% 2T, THAbD polymorphism % < — % — &
UTHRIRER DNAX G Lc L &5, 91.6%4
homozygous 7z DNA #7R L, Kajii et al?®=
Jacob et al*” p3EARGH TR L IR HO
androgenetic orgin &\ 5 IRHEB & L < —FK T
5. b, RRFHBEZLBELSE Dk
23587 DNA LB LCRBECLRBEDOEE
BRI EnD, STFEREHFELA T
Kajiietal. D R R LB Lok s, Ak
G, TFEWFDOFBEICH cDNA OREED
BEETHEEZLNRBLDT, HEROYQEKIHIC
M2 CEAIBEFENT 7o —F L7855, B
ROR G OREE e EHEE TOMTICE LT
5EEbRhD, ¥, Dl & 390%LL ok
T A OSBRI 12 584 72 homozygous 7t DNA %
R EEz bR, b MEMRAERD DNA L LT
BEBDTHRTHY, Bl EHBRERR
Southern®® ™ J T DNA #35& 0 B % 1T 5 &
b HH R 5% ] © heteropolymorphism @ B
BEEETER LB O TRRETB I OMEL L
DNA 33 FHEWHFOSHTHHEELDNA & L
TEHINRBTHHH?,

LI AT, MERE DNA 126 #h 4 #2 R-H*
homozygous 7~ L, H KRG % SEITI00E &
T % M E R 124 < R-H* homozygous T >
T &dvb, RTH* homozygous % =3 BUREBA 13
MEBE~BTLLTVEEY 20 EBbh
%, LoL, 16 R-H* homozygousity 7= L
RBRIBAED L CAGREE( AR L TR LT,
¥, ERMETHHEID L2 R H hom-

REHe

ozygous HRLEBIL B BDTE D R-HOBE

FOMBRABIEDHEESEMEL IV 20X 5Th
H, I XIEHEDNAK 5 %5 R-H* hom-
ozygousity (3% O fi> DNA #4312 81 % hom-
ozygousity N3 L HBER LAV L, Kk
T OHE XFB O Y f D5 T b hom-
ozygous TH D FEEMIBD TEVI D, Flzid
—H DREF D oncogene BEMAL X M A Ic

747

b O BRETOREEY TS o &7‘;0“%
DEL DDy HIFL IR,

TDXSg, ﬂohb}h@%%&i heterozygous
TR BER BB DR ~BAT L2 D TUd v\ 2o
EWV S REEGITORERIOLHE 5 H DT
HBEH, THLITEATERTHRI LA,

—75, IEEHIEIR % TR & U7cfE® BaNa ©
VB DO O BIEF IR S hic, & D4,
R-H-EEFHABEEHEBFCRE SR & h
HERAMBOBADTEEITETES, L
D€, EFEREZ TR &+ %8 E%E DNA 1
AEHEOBEEBTF LD bDEEL R, K4
KODFEIC—FT %, ‘

ST, WThOMEBOBE L %D hCGa #
=B R 52 5 D polymorphism 12 % 81 7 =
L IXIEH DNA CEE o\ R-H*, R*H*, R-
H- (R3) oWTFhhroBEFEPR &b 1E
FoCWB DT EcoR 1 & Hind IIT @ polymor-
phic site DRIz (R 3 RHRIS) WL 0B LIcEl
BT 5BEERVEDBO TR LWL EBbR, &
#% genomic DNA @ DNA sequence®®% ¥ &
TEDREI D,

cDNA D 7 & — vk &\~ 5ﬁf?l%®ﬁf§<
DFER, DVEBEE TRABEELE X bh T\ o
FZHImRNA OEEMBE L DNA &0 59 o
EDFIRE & I DT ¥ 7z, Bl %13, B-thalassemia ®
FIE & B-globine gene @ polymorphism & @ B
RISEVBELPIC IR TELLY, BESRICI
Th, ZOLSRGFEDFHASIEREDOR
BRI X 7O RH & T2 B DTIR I\ & B S R
5, 98 BEAO—KkBEX®RET 5DNA
sequence IZ & K& L%, Fop regulatory gene @
SHIEBFOBOCREDL D LS,

¥, AMEO—HMIAXMEEHEE—& (B)
564802781z Loz,

X W
L BEWE, ARREC, B OB EHE—, R
WAIE, HEES, MRk, —FERE RE

BEOFECBT 2 BEERP. HERRES
#£, 281, 1983,

#=E &', 77— t:/ﬁ"r'fx YREA 5F4&E
FEBIFEER X B hPL 75 b O hCG (a, B) R

#9 mRNA OMEBBA S, BEREE, 36 © 397,

ek
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10,

11,

12,

13.

14.

SFEFHFEC L 5 MEEREODNAD AT

1984,

. &%l E, ¥HEA  heteropolymorphism O 7z

Wb b 254 DNA, MRS, 1001270, 1983,
AR £ GHEXZ, RME B BREX BB
% &%k, Boahh oz B3 5 AR,
ERIRRIRE, HERPSWESE, 280, 1983,
BRAEA, & %8, HFI B FH E HE
HEEEE KIS hPL & hCG DRIBHUED &
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