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1. 9+ 53

o] A7E FAETHAFY 3 JYPATDLE B F v A 259 IFES FHL
2 & Z¥2HE, $4X4, High Density Lipoprotein-Z#d 2 H E(0]3t HDL-ZHXH E),
Low Density Lipoprotein-Z# 28 &(¢]3t LDL-Fd#d2HE)e 7% 4T (familial
correlation) & ¢olR I ol ¥H XAFFo A FHFA EYE THHEFHA Pge=
Zed EHo) itk FF olAF AFE B F H P Hmajor gene)E 27 AT T4
A(marker)t} ¥ X f A AHcandidate gene)9}e] #HEA @AF(linkage study)dl S8% 71
A7k =9 (Austin 5, 1999 Moll ,1989) AR 2 HALIES B P R
F&e DFE AN Aoz B o] A7 23 ¥ XFXF LDL-ZH2HE FF
9] A& (heritability)¥ 33 7] & (genetic mechanism)& LolRE Aot}

2. 943 29

AFRA L BATHZGE S AANE 82 679 71E S TFF 4149090 LDL-F
g2 &9 Q7Y 71F BAE FBP4LE FE-AAE 022, FA-AAL 03282 =
S #BEARE BGoy BEL 0102 W #EAHS RYY. LDL-Z#H2HE F¥ 3
&3 M2 Mendelian autosomal codominant 23 3} equal transmission® 2 &
Y EYo] MY o] A& FAFHEAAYL /IEE FTHLE 8N F ¢
LDL-Z#H2HE9 F33A 9FF AL 33 EFE FA5A8HA Yoz Yyd
2z 3HY. A7 A 19979 1¥5E 19989 12¥71A] MBI YA BT
Z2FES WS 780 e A 67HFH Y HEE THE 414 ol AT




AEgadged BAEAR4E AL B3 H4% BAE F
2 5% A%el AFAARHYA 89, 7|EABe F7,
SEAz 24897, WIAAA 542 9 TR 09
A £ AL SAGE 31 54 A7AE et a7 A s we

AS BRI ABAFE 01601932, FE AALAAE 016, AE
kel A@TAE 0212 L}E}B&q 7tz & ZH28989 3% 42 009, 023, 021

3, HDL-Z2d 28 &9 A$e 42 007 017, 0398 2ot LDL-ZH2HEL F
Bk ARBAE 012 B%3, FEG AL 022, AUEIAE 0322 ¥ FB4S
2tk B dFAM FHAY IS Bo] ¥S ALeE wdd LDL-EH2HES T4
o2 FAR BHEAS @ 27} LDL-ZH2HE9 #4 & (heritability)2 53%°] At

LDL-Z82H& &5 71 & ’é‘ﬁﬁ} #AZ YL ddFHA 2P Mendelian
autosomal codominant =% % FAA 913} £33 E3¥(equal transmission)d] A
oz gAY 94d F8A 2 codominant FAEH ZA® F FHA] H allele
o BEX+ 0080131, +4%d LDL-Zd 26 E9 BT u 1021, va 1433, Bun 2484
mg/dlZ Yelgtth, o] 28 & LDL-EH2HE & s 6% 448 ety

#32 2889 £¥Y 23 ( equal transmission)& F FHZ] H alleled} ¥x

7} 01401903, LDL-Zd 28 &9 EXE ny 1016, W 1227, hun 1855 mg/di2 U e
o} o] 282 LDL-Ed2HE £ s 161%9 43 AL Yetiith

ojdel ATANE TP} BHE FATHRA J1FY Y NAA= 2 HF A¥A
¢ BT 53 LDL-2d2HE9 A% F Az 992 $3 Ye Ao gom
2 FF HAA #3Y ¥Ye) 27¥9d 3 A

4. 1%

LDL-Zd2HE9 #4334 71d& AH A9 5’}"& Coon 5(1999)2 LDL-ZH2HE9
o}gt 44 (mild elevation)® Holx 50%H =9 A3 F4FE o My, F/HAX
9 9FeL L NERE *1]*]5}9&‘4 g3 fAR WNEsE 05224 ALIA EA
(Mendelian recessive)2¥8& Wtz A FHA #8242 (segregation analysis)S
HAA g Fo LDL receptor gene (LDLR)°|Y apohpopfotein E gene(APOE) E&
cholesterol 7 alpha-hydroxylase gene (CYP7AL)E ©o|&3t9 dBA £4(linkage
analysis)® A% 2% BAHES BA RS P ok So] ANE FR{AR
(candidate loci)E 2% LDL-Zd2HESY ZTAF L A9 & USS v A 9
o ER{AA YXF F olgel] EE FHAF FAAN EAE A5 e RS
o u) g},




