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disequilibrium)

KK A AR RE R KRB T R REBR . BE(RSR
Bt BASFE— AR R E TR EXARRAIARIER
R, IR ER AT SRR R, & EHAF
.

KB AT B R Jennings & 1 EHY, A BEEFA-E
BIEEEREMNEE A5 B ZRICBET L HAAHRE
B, 0 =ABEFEMME -AEHME<BERMAE, 5k,
¥E Fisher 1 Kimura BYBFFRFIHES T, B B T E 4R LA 8
e, X—BMERHM ERAXTEN, AXFHAHEL 1
- r FEEZRCEE, HF 0,r A BFHAKNEHME., #Ho
=0, M ABREEEM M EMEEMENRE;FH 0<L <
L, A G s B AL sGESA P&, B A G SRS 5 R
#H,B S BB LI, (NRFE L TESATE, 48
HiR IR &8 T BRA AR, 3 — SRR i
B 5EFE SRR A MHRE, BRT i85 15 R e i g A P
#ob, = e A A A B R e B i
PR :0L1Y; o

B, RRERAERE =MEAE: —BERBESERIZAA
A B SEFNBRERERRX; _RZREGCN A SKEE
BN . 2Z AR FEE A4 =R XM B B T &FHE
ZERMBERNEBOERER, BREEHRX-HESERM
K0 397 RBK, I H RA R ABERME—EER
B B R , UFR A A R 532 A B (stratified population)!”],

AT BERBRCEHP ST b i TR EEHEL LTSRN
BFRMER MRAR TR TR TR ——REEUAE
ERFBRAVERN BRI FARRLBEHFR . KF
KRBT R ¥ FRRI T A B % R AN B (affected family —
based controls, AFBAC) 43t F1 8. {4 B AH Xt XUES: ( HRR, haplo-
type relative risk) 7R , XA T ERRZ LB EBRLERR
B(PGE RIFROE RS AT Y, BE S5 E G -
TERBTEE ML St . OB R ARE T 55 B 4 5 X BR 4 ok B 3
8RR B, HER T SRR 2 BT R0 B BB
R, ZRAEBEREBRNEM - CEBrEGiENasS
FAR i E R Z R R LB (B B MR R LB
BRI T B EAN S A RSRN L (EN)ERAERTX
B R A B F R R B IR 50% . X— B HIEHFRHA
1&g /AN A8 1 (TDT, transmission/Disequilibrium Test ),
BEANAT LAHEBR M BBk , 30 BY FAHSE R H Al — 265 40
EN. TDT FEBMREL S 1. S ABEWRER; 2. T
AILAR I ER, AT IR K e B 3. ATl Tl s R Rt R &
ESHEHEEERGI T4 EHTEMRAERN. 21
TDT B ERACEHFR &1, KM H AR ER KRR
#1,1998 £ [F fE 4l TDT (sib transmission/disequilibrium test,
sTDT) fIA—E R X TDT(discordant sib pair transmission/
disequilibrium test, dTDT)¥ % 77 3% i 42 1 TDT J5 X 768
0 2 B DM X 250 & BeAR F R 30 AR AT 8618,

HA,2 B DM BB EHEMHR FRRBREN A
HHMEHLE S & ASP o7, BE X ER BHEFEMN RS
A5, BB A RB A, 1B 5 2 & DM FHEMHE XK
sE , FHE R /AP ER KM AESC, HEBR BB .

1.3 iR eg LA HH

£ 2 B DM 5 R 2 R sE b BR T S B4 B Fie 8
ARG AT LA, SRR B R B R X 2 R A2
BRI ITIREE TR A AT B Hoan B A RTERE A
BRI/ R P 2B — 7 ob/ob #H , iZ E H £ —F lep-
tion B, EE| AT RER F & HEH, leptin KBRZ 0] B3
FeE AR R R R AP, Tk IRAR R T —
EH I I 4 S 23 B B B Y 2 R SR resistin, RAE PIIX — 3
EEENE 23 EBRBEEIY, resistn TTRERBERRE
M 2 AR — T EEB R, ATH - THREX—H
AWAENR IR AR KA AT SRR Hite,3)
PR R 2 3T O £ B B B R TRE T — 1 Ko

2 2B DMHEXGEAHATIHR

EILER , BEHEMMR R, 2 B DM EF L Ak
HILFER G PR RIE , BEEE AR B R, LA St
AE, TR LA S B E H PR A s LA .

*TF15§EaEE 28 DMEBER, BEE 1995 4,
Thompson 5 #) B Pima Indians ABEFH 17542 B DM &
FEEIMEXT, 1L 1 Sk ER 18 MR, IRFEET
DIS198 5 AIR(acute insulin response) i 8 ( P = 0.000056),
1999 4£, £ [ Elbein ' ZEBMEBAB T XA 121~23 K
W52 B DM ML, Lod B30 4. 295, HE—3HH 1921~23
X35 2 B DM XM R ERIEER A2(APOA2 ) 2 Kt
o Hegele Z121(1999 &) fEME R T FE A 2 B DM BE K
MEFTRIANMT | SHREEHDE REKEFE (an-
giotensinogen, AGT) & T235 MV HHNE B EH TIEH
4, EESHE Ringel ] FEBMBABSTRIELX —ERH
52H DM, RERHIIESMEERE L. B
T, Wiltshire 23V E & T 573 A% 2, # H 418 Mric
743 A~ BRFERET R AT E R AR EA AR, FER AR
hRILT 5 2 RERF ALK 7 X 8. 8p21 ~22, il
D8S258 { &, Lod {5 2.55;10q23. 3, &iE D10S1765 fif &5,
Lod Bl 1.99; 5q13 MIAHL 55 D5S647, Lod AN 1.22;
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