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7H5 719 f- Aol Al & A 71thE 43 (SNP) ‘3—! QA ul 2| & (haplotype)& ©]-&-38F A -F-HAE AA4g
B 2o HARE = shjolt}t o]l AQ F AMREE= 1AZ TDT(transmission/disequilibrium
test) = F/2/2HS] FAREE BT & 5 S ol & 5 vk 2o Aol webis R FARE el
g3t AR E AT 5 2 7 e, s 2 ] A D= AFoA ol 7} Ap HL"gz—F}
FRY FAAEE BE W o) Wxﬂ T Qe e R Yujisib)Y FAPEE °1 o= HhH ol 9l

oh. Bel A ASTIurdTel A Fulel £47 %o] S B Aol thel n sk R AP —sﬂ

A Ao L A7t} A (single nucleotide polymorphism; SNP)% 4l 4] & (haplotype)<
B-FAAE ABFEAL 8 HHARE T shtelth SNPE @717 Aduict 22t 4
2= DNA 7ol IX8 F-A |24, tj & F 7H«] 3 A allele)e 7HAH, 45 Ao}t X5
Aol hgt vk-g- 5 AAAQA Xol & 7 += Wele] 2 £ k. {34 AR S E4817] 5
o 7 A 873 (linkage disequilibrium; LD) ojuf AF-t 2 24, 71 (pedigree) ¥4, 2 A(trio) &
A FollAe] oy 7HA] Hxe) i o] AR Qlon, AH AFEo] Eis] 3w L Tt (Lairde}
Lange, 2008; Saito 5, 2006; Zhao, 2000; 7 A3} 4=, 2008; o] €4 5, 2010). FAZ4 AdFHAH &
A2 AH-t 2 AT} 2ol IHAA fle AFEES SR sk FT7]8EA T (population-based
study) &} A S 71 AR 19 RS ol tist F AR E o] &ste] AR F-AAY B3-S E4
3= 7} 78k (family-based study)E g = o) FAe7]9raA= o}F th(subpopulation) 2] 3
Aoz s I At MErt A3 F kA 774 AH(disease susceptibility gene) 2} FH3HA] t) 2T
I A3 F JG7te) thE A ExE o ‘/]'E]"/]'— &7t Hl*gﬂ Aom, o] & 3]3t7] H3HA
7hkE Ao 7FE 7]k oq;uh:u olt}. AFA B AMojiA AH {7 5 o]R ﬁx‘(bmary trait) Q) -2
of] 7P wo] AFE-E = 212 TDT(transmission/disequilibrium test)iﬂ-] A& TDTE B/2/Ake] &
ARPRE —‘?——':r & 4 JS dioll & 4 Atk Ty Aol metA = BRY FAX I thst AR E AL
|8 5 gl 71 A=, 53] Avl 53 Zo] BA7} Lol 7h £ Fofl W ek o] 24} late-onset
o] Al E}X}J FRo st HRE A& 4 e A7 Sttt RE A S BE uf o] &
Zﬂﬂ—’v\— A= o2 Yujsib)Y FAFEE o] o= HE 1T 4 Ak
| =EL 200795 ARAL@EJAAANAE A7z 4Agu)e s dxedEE

A5 92 (KRF-2007-531-C00018).
'IAAAL (301-832) A FF &5 5, SA NS o o] A, W4 E-mail: mira@euljiac.kr

(<3

el A9 ok

¢

E



734 FXRIY, o|ME, Zz=of, Bio|2t

o] AR BHET e w, i) Frje) FHAE AR = o, iii
g2 B23lo] w20 EXS Aetgch 3 1o

ps=lt]

AR 02 TDTE 3As} Biate] Hmo] o3t S AR S B= oF 2= 9l o,
J(heterozygote)m o 2-gHc} o] HhH-S HATto] 92 uf ¥4f(linkage)oi] TH
Aoz s g, viAsH 194 AAde] Aalst Aol B Qrkd viAs] FAL ¥

o H3HA|(Z, 50% 2] & E) A o] (transmit) T Th= A A o] A} &3} o} (Spielman
Al A2 Hol== U}ﬂ?ﬂﬂﬂr o= A] ¢k vpA P A S vt A
=, My, M) 270 i@ & o] S wf AARBFA S v 2t

_ 2
tpT = L=
b+c
o71A, b FAAE M/MyE 713 RERAA Al AR & M o] A 015]“ Folal, cv ¥&
My7} ol £2A o EA] AHE 191 ol AFREES Werhe AL olgato] AT, o

= U E I A0 gsiA= g4 vk ot (Spielman} Ewens 1996). TDTE= A e7])uke] Al#-t
ZEA T g Al 124 2AE o)A ¢kon, fARke}t upA Aol Aol sl H A
o] & o R 4A Ut

22. ojle] SEAIE B w0

p=3

o =
FEO FAAE LS & 5 fl 1‘414‘1 = oE FuiGib) e FAAES & 5 A= o, R R
5 st

=
SR} (affected sib)2} x}7F obd & vl (unaffected sib)%, = 2L A] 3wt (dlscordant 51bpa1r) Oﬂ st
FA4RE Do 2 ) 72 ASEE P e ek

2.2.1. §-TDT

Spielman¥} Ewens (1998)+= S-TDT(sib transmission/disequilibrium test) & A| 23} T} o] w] &+
o Sl Prlsh AFo] Gl FUHsk H 4T 194 glofok shul, A HAAF ol FAHA L Tt
+= # 4 2 Z(minimal configuration)2 Ztojof it} PRI & “oAfj e} A o] B githolt). &
A2 S5k nl 7150l e W Be EAtolA #FE My -9 S5 vk s, 0|9 ZHgt
o the 3} o] Pal AT,

N

N

_ < Q2r; + sp)a;
A= Z —

oltt. AZIA iz iAA ZF5olA MM wRAAREE 7H Bl o)Al si= Mi/My RRAAEE 7L
=]

A o] so)n, a = BAQ Fuhg, 1 F FrhY] Solch. Eak o]

n

Ariji + si(ti — si
V= g )
ti([i—l)

i=1
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olty. o7)A ji= iWA ZFEol A Mo/My FRAAE S 7H Fufe] oln, uy= EAF obd w5
olth. S-TDT] A% FAZe

2F 22 o]8sto] 7Hd AA g 7 7}
g9} Aol sl BT u@ﬁ‘ T A
f&, Sk %‘Ol ﬁl—t— ﬂ%ﬂ—#ﬂl/ﬂ—t— ?Moﬂ mow & S-E3}t} Monks 5 (1998)2 S-TDTE t}& o g
A2 Auksist MS-TDTE A ke

2.2.2. SDT

Horvath@} Laird (1998)2] SDT(sibship disequilibrium test)= S-TDT®} u}71X]e] H A8 A0 &
THH, BE FJuirt L3 FAAES 2] Gethd VS BE e JRE o83 4 lth
SDT3= &) Aole} ARBAR As) A7l EAE 718 4 glow), TDTSh $A12 Fefe] AEEA
= Zr=th r si i, uis S-TDTOA &F o] AY38tal, Vg ifA 7FSollA] ol AlA 32E M 3
Aol etar st iR 7Sl A

1 (2ri + S,') — Yl'
m, = ——,
Ui

1_ 1 1
d =m,—m,

2 AT d'0] 01T 2 Fole] 8 by, d'o] 0T} A2 Fuhe] 3 ¢y 0l2f S, dlo] 09 B
L A9 gt} SDT] AR EAZL oS3} 7o A4kst 4= glrt.

(b1 —c1)?

bl + C ’

A7} glthe AF7HE 3k A SDT7F AR 191 7FolAlF BE2& HEthe A& o83k A7)
Horvath®} Laird (1998)+ ©] & t}= o B a2 du 2 27431 multiallelic SDTE Xﬂ oF&l it}

SDT =

2.2.3. DAT

Boehnke 2} Langefeld (1998)2] DAT(discordant alleles test) <3 A] S-TDT2} upxk7FR] 2] 4 Q A 9]
R7E ) DATE A3} uhr 7} o] Qrke AR Hol tisto] Baksh B2} obd Fuhel ofg)
G4 Aol & Tl A4S BTk N7NS) B} B2 ohd Yol o] Fol A Al Stk A M,
1:2) 27 YR 9 ol m & NS B4 YLD M) 2k S & NS B o
Fuf = NP FE M; 2 S8t 5121 DATS| AARSA L th23} 2t}

DAT = Z (nlj n2J)

l’l11+l’l21

rr
&

A7 810 A DATA AG =7} 19) Aol AFEEE WErhe AL o &sjo] AAHT). of
8= grPse.
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2.24. AS-TDT

Aol FHSE A AR ] A ARE EA S 8] wEol A5l BLAE REE Aol
FAA. o2 A5 318dsto] Ghoshe} Reich (2004)= 4 A1} 1pelS H A% AS-TDT(age
adjusted sib TDT)S A8t} AS-TDTO A= Cox® W& 9@ B2 AH8-dto] Tritels 57
StaL, A7t obd Pl 291 ol A AE el FAAE MM BAZTE o] ghe uiehal sk, &
AR 2 2t 7159 Fule] F 9l ol A ui S M gho 2 of 2 3k S-TDTol A9 2o] WA B

(o}

n

A Z Q2r; + spa

-~

¢

o AA 24

<
1]
N
<

o] A7} QIThs ARAA BN A BE AF BEE HEs AL olgatel AR

2.2.5. 7]E}

o] vhol| Curtis (1997)2] Z$-oll= Zt 715l A 3x1<] vl (case) S AF3HA| A3k o) e} 73
FrAAFR o] Apo] 7k v 2kAE7) obd @ ufj(control) E S O 2 HEGTE o] FA oA o Pl
o Ao RRE Lx AREAE otk T A5 dF ¥ B e A5ol Hue) £
= 23 2 A =W, 7E5 ol &xte} 2217t obd Fulrt g et ¢l wioll= S-TDT9} 5 4 shA "t
Rieger 5 (2001)2 oj& 2] Fulj7} A& uf o] & FoA ELXS AG3HA A 5= (resampling) 3
1 AANE HFU+= 2 el WSPR(within sibship paired resampling)¥HH-2 A obshsiar, 2 Xue}
George (2007)2 =191 Yuj o] 357 o] 4l (joint transmission status)S ©]-§3= ASP-TDTE A

A% gl

23. 22/x012| #AAt MBI US
2.3.1. 1-TDT

Sun £ (1999) B2 % 3 o] SARART 9T, A7} ol el Q1L uf LA I-
TDTE A|SHstgith 1-TDTE 317 YalAe i) 22 A48 S 21 I+ Juis 5938 au ¢4
A (mating preference)S 71X H, i) & = 7 A=Y uf o} 27 A=Y FEL 128 SU3TR=
2702 7S AAE Fth A;S AR FAAP LS R @A) Rt i fAAE e e seka

S of o229 Ty 3t ALSh

b-c

Vb+c

A7 b =Ag + A, ¢ = Ajg + Ay oW, T2 A48} Aol ok AR stolA 2AH o2 55
At wEE wE2A "ok weF 919 7Hg o] AReA] ¢S wie TithAl A8 Yol S BolA= Th i

T =
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AHERTE To9) FRIHEL “AAsi7} giokolth Pok M-S k2t oA, ol WU 7k B8 T3l A1E)
S2h 81T, Pyt My 22 B A SRR, ops AL} ol WU 7} s §AARE B B
S2}31 3
M(pb, — pcy) + P(mby —mcy)
M2 x P(pb; + pcy) + P2 X M(mb; + mcy)

T, =

2 AT A71A pby = Por + Pia, per = Pio + Par, mby = Moy + My, me1 = Myg + Moy olth. T =
AR o2 2& A4 B2 E w24

2.3.2. RC-TDT

Knapp (1999)2 2% 3 3h} $2 % 9] $249S & 4 98 o) 4459 $A49L o5
stol 0] §AYL ATl A7} BUERE 57140 Hlal 44T SR RCTD T econ.
struction combined TDT)E A|¢Fldth 1= ZH 71E2 L i) B E S4X3 AEFREF Q1 H4 8
9/] _‘?__1;!_7]_ o]fﬂ@ﬁlo] /\Lil- ii) ‘ﬂ_l;'_ = 3l

bel 49 AR AR A5 Frel fAAY A
EATEY 4 90 2 F B Bl Yok ol A i) F2e] FAAY JRI} BE YA
B TS RSEA, 15 9 9 FRk o G A A iv) A 18] 27} A0l w ZH%L%—
T 5 QAT STDTY 24 BE5HE 43 v) 9 4704 WFo] B3 £3514 b 432 5714 73

= 2shed v)e) A4 B Ak ) 0] tlslA B4 AN A M, 9]
7,9 1Ngk 9 24k v, o] AAAE B2 AASHCE RCTDTS 2474 SAZE Dol )74
Zol £ mE A5l thel Fare

5(T; - e)

2 Fo|At}. FF7HdstelA o] A4 FAFl 2 A4t 22 WEA L o8

7 =

2.3.3. TDTDS

Deng 5 (2002)2] TDTDS(transmission disequilibrium test with discordant sib pairs)+= F 2 2} 52}
Hul A= E BT olg5hs PHolth WA Bl MR Ro] Mol R 48 ny ole} L, B} o}
d Fulol Al My Z A o] Aol & ny oleh ek 283 ny g & BE 3L, S AA AR oA M B
Aol Ho] £& nyolet drk. My @ Aol EAlA Aold 5 nip, My @A 0] &A7F obd Fujell Al
Aol $E npeh kL, np % np s {3, S WA AR NN My @A o] Aol 5 M2kl gtk
A R o e s, G2 obd P o] 5 mp, oleh st A Fule] & ny 2Rl At oful
TDTDS 9| A785 A2 tha3} Zth

TDTDS = nyy(ny X ngy —nop X nlz)zl

N1y XNy XNy XNy

AR A A7 ke FF skl A A= 7E 19 7ol Al 225 A Ak

T 5 %ol AREHE B AFE 87 WS AEste] A4S Blaskl
A A 2.3 (recessive model)ﬂ— 2 A % 3 (dominant model)S &3, 7+ B
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t} A% IH(complete penetrance)ﬁ]— L/\Eil]-(reduced penetrance)S & SFHTE o714 SASAE
FEHPYL FAAG o] Mi/M, Q1 5ol F27 P Ffol, GATATFARY L F1AH3 9]
MM 9 AL 50%] FE= 2 Ft— % oujgitt. LAAAEARY L °X4?<Pﬂ o] Mi/Mj,
MM, 5, M, 8 34< 7]’*]“‘ A sk Afolal, FATATI = Mi/M, 2] 35 80%2]
SEE, MM Z-Fole 50%2 @%i s L2 2ot i FAN =8}
LDE] %< (0.5,0.2), (0.5, 01) (03,0.1), (0.2, 0.HE 73t ZHzre] Fol=3 A48 vlast
At B2 1000702 dio|8 S AdsklaL, z+ E] o] Alutt} th22] S webA] Hl o g7t 44
=Tt skl dlol e Alutch 5007H9] 715E 3% 5, A 193 #217) obd o 17 o] 9l &
28705 WSSk 7SR EA FHE vlolHAl o ® AR et Y vho] ] 48/d-2 Ghosh&} Reich
(2004)2] W3} Zro] A AR T

(GHA 1) BE Z72ve] upA G- M/M, = 025, Mi/M, = 0.5, Mo/M, = 0.259] 52 255
trinomial &3 9] &4~ JM?:% &5te] 5007012 A gskAtt. ZF 7hEoll Al g A 2] Fufoll EH s 4+
9] Z}(disease mutation)?] -FF5 -7 & (lifetime prevalance)?] &S Zt= w240 329

A A73e vk RES AN EYl weh WsH ==, ol vet 2tk

o
s
5
-li

uw}

® of

A= PP fi +2pqfa + 47 fi,

A7IA, Ae FEECIL, pt gv 27 M BAT MyF A Rixolth. fi, f, i 22 Mi/M,,
Mi/My, My/My - A3 o] ¥ & (lifetime penetrance) ©] T}

(DA 2) o] Fofl xpge] AXY AR} i of Fofl whe} 242 v FEE Y] & o] Fujjof o

St AH AR FF ARE 2T

pal

.ﬂ

(GA 3) 7 Fufe] {AAPEE AA3ch FRro] {0l 58 FolH 22 thy o] doj=2
Zlolth. AR A9 Fr o] g o] o]y HE Aol A A {7 of Fofl et HojH =
¥ §AL AR 3sH=d], Ghosh®} Reich (2004)2] ¥ o & ZA3r},

(DA 4) Fulf A5l thgt @A vol= ZF 7E5e] F) A8 5 3] volE 9 B2 [51, 70]°
A A2d8kar, o] & Reolekal stk U A] §F Y Lol Fd B2 [R- 10, R + 10]914 343 &
oh 22T o) AR W ol g A 95 21, 2, Z, 370e] BRRE AAB. 22
Bernoulli(p = 0.5)91A4] A4 st} whek Z, o] 009 Z,, Zz= B 0, B4t 1, o] 0.7¢] o] W=
YTLES UEE HEE AT 201 19 399 2 5 BT 0, B4 L 401 059 ol
AT REN 5B AL ek o ARE AB3N0] AR p = 4] ol BRES 1Al
T, [R - 10] 0]8hE Aeke Coxe] ula) 915 2L AFEs}ol W vol & A4 @) ola] 7] A

4= betax= (1, 0.5, 0.5)F 1133}

o7} @A vol Kt

ROAY A= & 1014 3E 20 Y], F5E 5%00A4 F5A RS 10003 AlFeHE vl
2ol A] Group I(TDT)-& ;l =219 %24 28 AR 7} M—L— 42 Group II(S-TDT, SDT,
DAT):= fsguﬂ_oq A3 AE 9= A%, Group II(1-TDT, TDTDS, RC-TDT1, RC-TDT2)+= &

N
n
Nel
r
o,
_g{ o.
=4
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Group I I I
Model P LD TDT S-TDT SDT  DAT I-TDT TDTDS RC-TDT1 RC-TDT2
05 02 0.045 0.032  0.044 0.060 0.072 0.060 0.036 0.078
REC CP 05 0.1 0.057 0.039  0.057 0.077 0.057 0.077 0.051 0.076
03 0.1 0.059 0.045  0.063  0.087 0.061 0.087 0.066 0.232
02 0.1 0.047 0.025  0.048 0.069 0.050 0.069 0.047 0.044
05 02 0.047 0.034  0.047 0.067 0.053 0.067 0.049 0.108
REC RP 05 0.1 0.049 0.037  0.048 0.067 0.063 0.067 0.046 0.102
03 0.1 0.059 0.032  0.056 0.070 0.059 0.070 0.049 0.362
02 0.1 0.041 0.016  0.044 0.064 0.046 0.064 0.039 0.564
05 02 0.062 0.045  0.052 0.079 0.059 0.079 0.052 0.049
DOM CP 05 0.1 0.052 0.049  0.058 0.073 0.046 0.073 0.056 0.040
03 0.1 0.047 0.042  0.047 0.079 0.053 0.079 0.052 0.051
02 0.1 0.058 0.037  0.047 0.070 0.063 0.070 0.050 0.059
05 02 0.046 0.041  0.043 0.063 0.042 0.063 0.043 0.047
DOM RP 05 0.1 0.054 0.037  0.037  0.064 0.052 0.064 0.044 0.046
03 0.1 0.051 0.037  0.045 0.069 0.053 0.069 0.045 0.051
02 0.1 0.049 0.027  0.041 0.057 0.056 0.057 0.038 0.062

P : allele frequency

LD : linkage disequilibrium

REC CP : recessive complete penetrance
REC RP : recessive reduced penetrance
DOM CP : dominant complete penetrance
DOM RP : dominant complete penetrance
6 : recombination fraction

w/gule) Y AUt e Aotk Group 2] 4-$ol B4 A5 dlolel 7} 2413 5
Ustel 23142 vl A5t Growp M) A-folis a1l ek HlolElt 2k o) Aol )
. Knappel 492 RCTDTS] Hah A ths 7 14 A9 i wlmaisiey, Yo & 18 2
=t 4% AA% PEL RCTDTIole} St9m, 20 2% th B2t 49 403 42 RC-TDT2e}
3 SHSIER LTDTS] 39t Bermoull (p = 05)°) $EE AH§te] 9} 2.8 sl duE Fuf w

of A5} B9 452 ATk TDIDSY 7ol Ful Fule] 4R BT Agataict,
£ 18 7t Bg9] {505 HlZTh o)t AxgEo] 052 AYRAAY w7t 59 3
SEA QB EE AL Gtk ATALE BESE A9 714842 gk WA GYAAT
FHREC CP)] o] = TDTS} SDT. RC-TDTI o] B2 £-20l4 ol A% fof 428 %3
,‘; )

~

E s TDT: §2o)4ZH T} %7& ZHA VERg T DATS} 1-TDT, TDTDS S} RC-TDT29] Aol = &
FHTF =4 UETh 2R F 38 BF 243 RC-TDT29|4 (P = 0.3,LD = 0 DEE9
73‘%5 fFegFol 2 e g YETh 9S4 FIHDOM CP)olA = DATS} TDTDS+= 9t =2

_n__/]_'_z_g Hog #olst 4 9t}

£ 204 BE BEYAMY 7 52 AAYES HoEth o7|He dysMEE AREE
0.012A4 A9 A xFo] YA ot vEE Attt SARYY 4R S vjwsiEid, gy
Ao MIE7F0.33 0.2 Ffoll= AT} AT} ZHbo| A BFE ARG o] RE WY
ANA AN PP H] RIE7H05E 52 Ffolls dARFY Ao ¥ 52 APl gl 2l
2 Ueth o= tig 3] vixd uet 2yl Ao 2l = IS st B 4 S
Zolt. gt dARFP Aol SAFF Byo] AFARFET 4 =2 AAFEES 2= AS
gl 4= itk 2eju 4R Ao g F Y 9E710.2, 039 Aol €44 23 2
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2 23l uhE A4 806 =0.01)

Group I I I
Model P LD TDT S-TDT SDT  DAT I-TDT TDTDS RC-TDT1 RC-TDT2
05 02 0.997 0995 0998  0.999 0.961 0.999 0.999 0.525
REC CP 05 0.1 0.742 0.721  0.753  0.798 0.395 0.798 0.765 0.162
03 0.1 0.786 0.686  0.761  0.798 0.482 0.798 0.743 0.182
02 0.1 0.792 0.628  0.729 0.791 0.522 0.791 0.727 0.320
05 02 0.960 0953 0968 0.972 0.839 0.973 0.966 0.303
REC RP 05 0.1 0.506 0.437 0483 0.544 0.249 0.544 0.483 0.132
03 0.1 0.528 0374 0474 0.541 0.300 0.541 0.476 0.266
02 0.1 0.535 0.327 0456  0.580 0.310 0.580 0.442 0.450
05 02 0.947 0.803  0.817 0.871 0.855 0.871 0.828 0.241
DOM CP 05 0.1 0.455 0280  0.294 0.370 0.345 0.370 0.300 0.088
03 0.1 0.848 0.720  0.736  0.808 0.721 0.808 0.747 0.219
02 0.1 0.953 0921 0926 0.946 0.795 0.946 0.934 0.303
05 02 0.976 0961 0963 0.978 0.900 0.978 0.969 0.489
DOM RP 05 0.1 0.544 0.466 0483  0.552 0.367 0.552 0.492 0.144
03 0.1 0.736 0.697  0.715 0.787 0.457 0.787 0.727 0.193
02 0.1 0.853 0.826  0.836  0.895 0.583 0.895 0.861 0.231

P : allele frequency

LD : linkage disequilibrium

REC CP : recessive complete penetrance
REC RP : recessive reduced penetrance
DOM CP : dominant complete penetrance
DOM RP : dominant complete penetrance
6 : recombination fraction

DSE AAHL A, FoleEes & w5A Rivkes @3] vk RC-TDTE

o] AHFIFRFC] FaFIIFEY w2 A4 Y S 2ol whste], fiy g} WE7E 059 340
© ATl HAFALFET 22 A S Ae AS & odh ol Ao AaRaE
TP T 23] wet A Ho] P Ao R S50

SR Bl s RC-TDT29| 395 A 3tal, (P = 0.5, LD = 02) sFolAef 2E
°dlA AEHel 0.901 4o vl F2 e & 5 Qlvh BE FolA TDTS S-TDT, SDT<} 247
€ WA 3 TDT7F 78§32, SDT9F S-TDT+ watAIRt SDT7F ot o] 2 A= &
AL o Aok =9 I-TDTE S-TDTH SDTS] AAHEG dojfls & ¢ Qe o|=H o} FE A}
2 OAl FrARE ARSete Ak o= AE A ] Jria Azt FRAtRs} JYrjats BF
< A&k TDT }
3

TP

RRE BE ZYRCTDTY)E o 22 5 3439 AuE /M7 g 243Hs ARC-
TDTH R 848 A4 0] o] PL 818 4 gk RCTDTIS] %% SDT Hj£d AP S 2
AL 2~ 0

= AL o 4 99T, STDTHL A4 o] St} 2712 g2 wEs} ds) Bags] s20)
(P =05,LD = 0.2)9 4$0142] AS-TDTS] 42427} A4 EL Fa3r). F252L 5% o=
HEsgon, A4 AR, AARLET, SAAAET, SATLET A 247} 0,995,
0.953, 0.809, 0.959.2 S-TDTS} 7 2] H|<=5}A) Lrehge).

4. £9

A7 RAATAN GALI| B L o] §3 AE-FAALE AT 24
WS ol AHaha gtk T Ae) W ol 7 2ol Rl fAxtgo
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Abstract

Recently, disease-genetic association analyses using single nucleotide polymorphisms(SNPs) and haplotypes
in family-based genetic study have come into the spotlight. In binary trait, the classic transmission disequilibrium
test(TDT) can only be applied if genetic information of parents and their offspring is available. However, in
case of diseases having a late age of onset such as dementia, the TDT cannot be applied due to the fact that
parental genotype data are unavailable. For this reason, alternate methods using genetic sib information instead
of parental genotype data are proposed. In this study, methods using genetic sib information are reviewed and
power of analysis tests is also compared throughout simulation experiment.
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