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1. AT WA o] ATAE Hz AuPABe N2 AP0 YD Y= ¥
sRA2de) §A88 24T oo U HHA B2 2YE AAYoT FEHA B
2} sk,

2. d7%Y 7h) AEFF: o] AFE IFYU AAFHAS RN fFadezy YT
EA2de 87334 2 FH43A 8UL Wi E Aol o] Ay T3 FHFH QgL
AegF5a #astd FAGE, 712 28, 5(F, 717 8, AAF#, ¥9tx Fof Qi
AXNFAUSFEL 57 ¢ olgdr] ¥, FEd28HE, LDLEU2HE, HDLEZH 2HE
FAATL Fol EFHULH, o5& FTAT FHAA HZ MEL AIIAE dgFHI 3
= dH¥5r2axNgy  dASaAdA(factor VI, fibrinogen)st dRL: AU
(plasminogen activator inhibitor-1)#¢] #dA-E Bt W) FAMAAE =3 0 A9
290 #AFFUxGES ¢7] A8 UdE #AE ddez 1E EFAHYEY 59
Aol AY AHE A=dAT 20013 49744 11299 B9} 159 7MEY sy ¥
NFH7F SEEHgoH, o] dAFdME TEALHT FHH 4P 4o &sd 100 7}
% 920l tig BA4& Budte o)t

3. @723 FAHAIA ) S8 E 10071F 9209 7HEAEE ol &3l A I RALH

BAS B Ay EE7Z 008 dAzZ 026 28z REAUE 0239|908 &
289%2 Aoz HIAuT AHISEAIAE —4 A7 71de #ME A7 84 IR

F F1A7 A& Aolgte EF LS AYEHA Fokrh 23] A o
F HFAze A B4 271K FAA equal transmission modele] 71F ¢35 23
o2 AYgEU. o] B¥o 2 MHYHE ousiotyped] AZIA #4438 LL, LH, HHe| Hl=
T 65%, 31%, 4%=2 YEston, o] A7tA FHAYH FFHE SRAILAHY HT- 103
10.3, 31.2°o)U%. &, ©o] ®¥& Mendellian autosomal dominant 2o 7}7h& Aot
o] BPL TEA2WY HAFEEE 45% AW3}e Aoz HIHu

4 A goze AFE AF7AA w1¥ MTHFR, MS, CBS7F 4®se 2Red =
e SNPolu} § %_1}7} ZAE M5l U@ B4o| Awer ¢ Aoz Bel
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