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¥ N OB X % Early onset of type 2 (non—insulin—dependent) diabetes
mellitus is associated with glucokinase locus, but not
with adenosine deaminase locus, in Japanese population«
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A Y RY VIHEFRBERR (NIDDM) ORIEIIEERFEBES L TH0 20, ZORIEREFRIMERE LT
FETH 5, BaI—EHD MODY RRIcBWTIIahA4x—RX (GCK) BETFHLUTT /) V77 1+—+ (ADA)
HIGT L ERBOEFEIHE I Nz, GCK i, 7 VI —ZARBOBE—REBROMRKRTH D, B BHIKI & IR RE
HRELTW 3, BBMIIETI, glucose sensor & LT, 4 VR VRIS LTOAAEEHNEZ Sh b, BT
—&oD MODY H%RT, /- late—onset @ NIDDM #£3F T nonsense mutation ¥ missense mutation 2%, &
ENTWS, ADA IHERBICIIEEBRLEVEERTH 2%, £ OBEEFENFET 55 20 REEKRBOIHIC
NIDDM REZMEBEFREENFAT A rlietEd &< A Es T 5%, HAA NIDDM (d¥CKA NIDDM (i~
TABOHENER, FREOEHBEOWTFh NS —TH 23 2 L5, MODY TS S W @iz TES—RD
NIDDM DORESET & LTHEES LTV S aREENE L S, AFFRTIX GCK MU ADA #inF & —#kd NIDDM
BE L OMHBEOEREAERET L,

F #&]

UEARZZTOIEER NIDDM £3% 504, B—EEHE CHEIRROKKEEF I R VEEXEE 5082 XR &
U7:o GCK #1xTid, 3’ {licfF# 9 % microsatellite % PCR FHEHWTHEIE L/, ADA BT~ bor2iC
B4 % Pstl £%% PCR-RFLP &EHWOWTHENT L7,

Bk ##]
1) Glucokinase #f=T (GCK)

GCK #{ZF? microsatellite £, HHHEEDOENZ, ZL D 2F72134bpBEWVZ + 2, Z + 4D 3FHD allele
P X7, NIDDM £#, FEHBEZEOOLTFIIZEWVWTE ZHE Y common 7 allele Th 5%, NIDDM &
#58%, FHXMBET2%E NIDDM B#Hich ) 23EREENRE ICHAERICEHEE Th > 72, Z+ 213 NIDDM
EBH26%, EHEWBEE 15% & NIDDM BECEOVTEEMEBEICHL, BRCEHETH o7, Z + 2 allele %

— 257 —




B¢ & H 126 genotype DHFEIE NIDDM BEREEREHE TH »7, E5IT, Z+2%HD genotype
OFfEA NIDDM REEFEEH 410 AR OR & 40 LI L OB TRIFT 5 &, 40RARMOE T, 405 LD
RUOTFERBE R TEHEIEHEETH »7c, GCK & NIDDM DRICHBOHEEEED /I &0, Ihb
NIDDM £Fiz3tid 2 GCK @ mutation 25FES 2 AREMNE X Sh, SHRIEFICRTEIHID mutation 57F
T 35 EH%, PCR - RELP AW TR Licd, SEIOMSRIESIFICE Zh 50 mutation i3 151658050
ot

2) Adenosine deaminase B{zF (ADA)

allele $AEERO* genotype SEEDOVWFNICBAL T HEBHE THERLERZRD S0 > 7,

(d #E]

1) GCK#izFREL, HAA NIDDM HHoEHFRIE NIDDM SFERENZED ohic s, #D<w—H—<& NIDDM
ORSHBIZT &0, FEBCHELTEET 2D, 53VIREFDOLDTH 2 EHEEAREROBERICL D RRE NI,
7 + 2 DIEEEDSREE RS O LKA W NIDDM 125 VW Tk D OWERNR® s hicZ &k, REFHDOE L
NIDDM Tid & 0 EW#IERROBESNEZL b7,

2) ADA #{ZFEE & AAA NIDDM & ORNCiZMERRD ShiZd - &2 5, ADA B{nTEEIE Caucasian &
FEREEAAICE VTS NIDDM O#iE< — 4 —TROVAREENEZ b5 0Y, 47 L bS04 @R Ei NIDDM |
DRSS BIZFREOEELATET 2 O TRV, B200EEEME BAA NIDDM & OB#EARII-EDIE5S
Pzl B0RBEER FOEMO < —H —2BAWT, B, HEOmE, S & ) FMEBTOLEEIEZ ON
7o

RYXBEEORKRROEE

£ VR VIHKERMERR (NIDDM) i3, BEE LTHFEICRE—TH Y, £/ OREEMOEERTH LU
BERTE IO OUCBRTEEESETH LI L0 5, £ OBEEETIED TRETH h Z ORIERE TR ERLE L
TAREATH 5,

AWFFi2, MODY (Maturity—onset diabetes of the young) TESHHE S NBERK~DOBISIRBE hic
glucokinase (GCK) % & ¢ adenosine deaminase (ADA) #{zF & HAA NIDDM & O#EBI%E##T L, ADA #
(zF & NIDDM & Rz i3 BRI R0 S hidh - 7285, GCK #ifsT & NIDDM & DR, FicEFFRIE NIDDM (2
B 5 A ARRIAEES B Z L AT L bDTH 3, ABIORER, GCK#ETFOHAA NIDDM ~OBRISHRE S
h, NIDDM SEOFH, FHICEML S 2EZL 0N 5. &> TEARRBIELAOBESETEHDEEZ LN 5,
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