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b B @G MIEHT AR FA
FHEKF R F IR EFERNEGES FHEF

1. AL L UyEs

WHO iz si75 0b BEfs fiE (BB RE) (X LDL & VLDL O+ 4554
T OEISMAETHY . BEHEMIZIE LDL arAFa— 140mg/dl LLE, R ZUEUR
150mg/dl EA Lozl @mig miEL EREENS, —ARA9ICTb BI@iE M e 2
BIGERRR, AZRY oL Fa— A @YK (CKD) IZ & fFL2o3 Vi fig e T
b | R R R & G I E o eI F M E A R & AF il 4E (Familial Combined
Hyperlipidemia, FCHL)23 Ib B O REFRIZZE T 520380, Tb BEHE MAE Tk
LDL L A7Fa—/L RS YRYRFD EREELIZ HDL I A7 o0— O TR small
dense LDL OHIINZ{EVy, ZHL60 R EIXV WD atherogenic triad S PRy, BhjRAS
{LMEHEBRABELLTVEEMEL ZEZ LN,

Rk 19 FEFEMEESEMLEFEICBOWTHEDO2R—MIBOWTHELEED
7%, Mo RO B TIL6.6 05 24.2%, ZMETIZ 4.8 5 14.8%5 T, BHEDIF
I ML BV MBI AR LTz, b Bl R4 AOFEHERTVIhOR—hNIEB
HHRETLREABOEAE RLE, £ BERBOSHRBIZBHET 3.6 16
34.9%, &ZMET 9.0 25 25.0%TH0, BETDieh ol AZRIy I o Fa—L4
DAHRII BT 32.7 55 51.7%, LT 14.9 M5 4224 THY, W hook—h
ThBMETEVEm RS-, R a7 74k T D3 X7 2—)1, LDL
L AT =BV TE LEILIZEALBOHLNRVA, BHEICEBWTRZUEIF
A<, HDL abLA7o—ApME B A Asdh -7z, £2, b BElEMmEL, H£H (=
R—b, SheE) | (R CRE, R, @R . B LEBbT, R TZOMOBIREE
{LIEY A2 BREOM W A3 7=, EHIZAZRY w2 Rr—LHh B0 L IR A
AN AR O BE SV mAHY, FOFER Db BEBLEOHKEALLTHLE
{EHEDTWAHIEAHBICERICBW TS, 27Ky 7 Fa—LHH 0
R R A o A ARFE OB E S L MA@ A0, FOHEA 1Ib B E i fEo #E
LLTHEL A GO TWAZESFHIZBHICBULTERIENS, £~ IIb B EIEMAED
REELEOIEREL LT nonHDL =L A7 a— /L3 LDL 2L A7 a— L fEE E kY 7Y
YR MAEDBEmAEEL TEHY, BhIEE CHL LRI,

2. BAE M EERREF I BITA b B MEDIEE 7077/

2002 AV 2006 FEETIZRE THES LY — @l IEA REZZ LB EE
WHO O3B >THITAHEL R OSH7%fERIZe-»T, TebbBEICkWTiED
b YA 26.1%E89 4 3D 1 A EHHOIZHL, ZHETIE Db B% 14.0%0470<, 8 FILA
A a B EDHE, £ WHO SHICHE-~T, FORE 7077 A BI OO




KT — e LR R UITRT, RURTIICRaL A7o—E Da, 1Ib
BTEL MZUEYRIE b, VRETHEL HDL 2 AT a—/ X Tb, VRTEL,
LDLaL A7 a—lEla, DbBT@avor, 2, BT 27U 7 IRE Rk CHIE
L7= small dense LDL & F31% I b B TH 50% THY, VEI TIIH 60% THh-7=, LDL
P AZXOFETHARILOb A, WERIZEHEWTEEZRL, LDL A XS bd
FL7=, b & IVEICI3H 90%D 8.3 | midband 2388 7=, 77K B (X LDL 3L 27
m—/bd TR Al Z HDL abA7u— &, 7R C2, C3, E (Zh 7 VIR LRk
fHm AR L=, £/ BMI {2 0b, VEIZEBWTHa BEEW B[R dH o7, BERF
Affiilalck~<0b, VR TEhol-,

7=, # 2 ([SIEFKHIBRIC BT AMIEMAESA E TO b BEiEmEREOIEE S
Q77 EMEA, AOHEOBERY 27T, ZOBREBRIZBVLTLIRE, A¥
N2 Fa— O HRITB LELIZR 3 2D | THY, BERF, AZR) 2

Fr—AoOWnFnh 8 L TWHADIEREEI-DIE -7, £-, BREARILL T
£ 8 BIOBENALF L CIHEESNTED, WbhbAARo 7 A% F 0 FEED
o/ T

3. ARRYw o v RFu—AlciBsit5 I h BEIS i fE

M 2000 4E A K AOMFRERAEICBOTAYRIv 2V Fu—LL2lEhi:
ADPTO NbBOBELE £ 3 |TRT, 2h—FR2ETO NbOFGEL~T, Bk
LA GORENEAL>TVAH, BlokMD AR R w7 o Fa—AlcEiTA b B
G IAE OSBRI~ TOAHDIF R KRV, VRIIZBL TIXEATLBHE
19.9% B IV R ZLBHEMN LRS00, AR s v Fa—LADO P ClrEH
47.2%, Itk 26. 1% IVERIARLTE, £/, ARV w I Ru—LiZllb BlEEHLT
ANZBITAEME, MEERFOSHRIBLLLak—r2FEINFLIEL, 20
EFAMBEFICVAZOBWER THHI AR L TWA, Fio, ARV 7 rFa—L
(b BEAHLIAEANDIBE T a7 740 R UMLOBEEKT — 2 &% 4 (IR T, 2
R—h2EOEL LT HE HDL-C 1HEL, #FNLSAOL TOHH THEEARD,
DA BEML-HBHTHLIZ LT 5,

4. 1 b BUEsiE ME O M {125

B 2000 4FE H A ADMIKIEEREICBV TG 28Iz T, b B
DY MART T-OIZIEISMAES L OB AT, 25 I0RTIHC b B4R
FTANICEBWTIIA A 2 FTRIETAPOC3-Sst] 28! (7:RUREHEA CII) TH S2 7L
ERFOANE ol h, CETP-TaqlB £ %8I, LIPC-514G (AF{EY ~—+¥) 28 |
LPL-S447X (VR (U —) ZRIOBE BT EE o1, ZhE0H;
X APOC3-Sst | {2 8A5 11 b BIFSAR i AE O RRAEIZ M 4 D2 LA R4 54



FCERVERDLNIS,

5. FIEMEHE SR &HR MAE(FCHL)

MR MAEO P T, Ib BARmd L2320 0 FCHL Téhad, FCHL &1X,
Ma, b, HAVNINVRIORHERA ZL, —F CIEFE—EEHEIZTa, Db, H50
VRO RO SIS MERENFETL@EESIEMESL TERSALOT
$H%, FCHL (2R — @A THLEETH b 29 LET 54« ORBIHLHY, LML E
HRIE DRSS R THAZENHFHEVZD, HPIE Goldstein HIZK->T
monogenic 72MEHEBLEZ LN TWEM], TOEE % OM{s T RE-CPHRR
HEW Y Lo T, MR~OBEHMERR AR HE A TTH#EA /T LT VLDL &AL DR
RHEM S| X =S, FCHL & s TREILRREL DT L LT -»T
Ef-. ZOLH7e B A e S1E, VLDL &Rk oIz LT, LDL o=
AFA— MEIZHAATTH B BRI/ TVWAHIE (hyperapoB) . 35\ Ll H @
LDL k0t /hEKRIZURYRICE 2+, Bib2% TR\ LDL, Bl% small dense LDL
DIFE TS, £z, ZOLIFEOFBIE LB FKE L EDOHRMERISHLT,
AR MLAEASEE B EN 2TV MAISAD polygenic 78RR B FETHHOLE LD
32, 3], FCHL @ B A&(ZBTHHEITH) 100 235 200 A2 1 ALEZLNTVWS,
BRI (LEARILLL, e EBROREEL ThbLEVWVBIGHER THY ., FH
FEk M2 A EE LS, LTRSS ME T FEHE CER L -2 W 2L 5%

FEMEE SR G M fE (FCHL) 22l 3k 4
<JgH>

1) b BAIL L2203, Ta, IVRIORBRELLDES,

2)7HER B/LDL-aL A7 r—/L > 1,0 £<% Small dense LDL(LDL hI¥#<
25.5nm) DFAEZFEA T 5.

3) FEEMEE oL AT — /L U E-CHE R FR AL RS M AE A PR<.
)E-HEEBREIZND, Da, VEREIOWTHHORIBR OB MENFEL, AAZ
Gariiedtb 1 Az b BE 3T a BIAFEET D,

1) ~4) OF 2 TRl ITRER LT, 1) ~3) DA TLHFEZRIIBITHME
DML L TELE AR,

6. [Ib B EHS MAEDE PEFE#H
1) 5% B

LDL =L AF a— BRI LR BT AR 74 At~ T, 165D BiR{EA
BETDM, MZVRIFIZOWTIREZNLEZETE) BESBRESI TSR
UL, 1T B EHE MAE |25 HBhIREE (L AR VR E B3 HDL ELADUREH




L i, IDL, small dense LDL) TéHhaHIZE, £, Ib BT HDL 2L 27 0—
NMAEAEIZ 6, LDL 2L 257 u-——!LUJZﬁ\J)F_H"’PL‘f nonHDL =L AT — L

(aL AFo—L-HDL 3L ATFo—/L) AR L L CHWAZEAFER 19 G
SR B MEDE LIS/ (B4 2) , nonHDL 2L A7 — L3 LDL b A7 o —
v, L oh IDL, small dense LDL, HDL OEFEA &4 5L, BEOEEIV)
ENZE FT-LBEEMAALBEOLRWZENRA Y THD, BRADBELD,
nonHDL aL A7 a—/Ld B33 LDL 2L A7 11— 1+30 Thd,

PRICHT->TIE, BEICBOTIRAZRY w7 Fa—A%, LHEIZHOWTIEAY
R w7y Fa—LCNA THREMSIEMED TREMA2 ERL CTEFE - <X ThHA,
VA7 ERILE M OHEBAIUHEL T, BIRE (L L0{RESNST-8, IIb o2
BT~ T, MARMAET BRI Z, BmE, $ERP ., LGB ROUEREN | %
OHULENHD,

BERRIF (21D 2 IRMEDB S ICIITERIBO IR B L, BAMSREDRAHEIC
(EIREIER O P I A% E 5,

2) FERMRRIE

B M AE O R AL A YOl AEA Y EE IR ONETHD, -, WEE|C
XA NG5, AEEROMEICLY LDL aL A7 u—  NIZUEIROE T L
EHIZ HDL #90, small dense LDL 87>, REM, MBEEEE T, MER F23805
ZEME,

BEIZHOVWTIEIL AT o—/LERA | B 300mg LL Fiot &bz, NZUEYR
2 TS0, Toa—n Bk, B, BLUMflsiges 2<&TEEL2HIRBL.,
n3 FOAAFIEBEOBERAED D], BIEXELL TWHREITBREDEED
FHRA o) — | IERBEER30 hal—L45, £ RAKCHORBRERS L, Rfaf
ez S LARE THo) —42iHJ0123 5, ZOHE ., IEEOBIIL 25~35%27
(5, 6],

FEEFLMENL D RATHY, v —F 77l % 1 H 30 5265 60 4y, @ 3 B L
TN T2, IBmAE B AITIEA 5 BLLEARELVAS, &SR CERO
1=, D —X T HBELOESICILK P BRITREZBET 5,

3) BBk

EhRiEL L CXENIREE (LR B PR AR FA - T, VAZ & 1TV, A
2 LICEHELLORIEEMPEESE 3~6 » ARTTo7-%, BEMICERLLWVESIC
179
a) AbaL S RAEF A hlbLT- R

LDL z2bAFo— MU Z0 TR DI TEEARAM T ZRYF T
BT M ISAGF o ERISRGF o QRRRIF & WD, OIS H g
FEMLAWVBEIZIEAZF O BH LI TFONMEELEE TS, 12



LDLzb AT r—A0 BEEEZ ER L 721% . non-HDL 2L A7 a—/L0 B &L EK
HHIEET., A¥F AR 2ERELCUE7 47T F—NZ =) 74T F—b, W74
—R), =aF U EB(=Y =L abFHIV), EPA, = FIT DD, 12171, iR
TXE LRZTF 7477 OGFRIZIRRIES L5 TWAHT®, FH T2 AL,
INANVARY T IGRNRACL DA DBBITER OU A2 % LEISLH SR E DAL
L.BEFICHZEBALZOL  MEIZT), BRERTLSHLE S, ST MARES
ELRTL, BEEOENLH-D, REF 74 77— O RHIT R R THS, =
aF L BELO MR THORBUTG AT O A7 1187 D,

b) 74T T—hEpLELT-E R

RIZUEYR &R DICIE T, LDL L AT7o— A IR EE FXEdL44(2 HDL
AV ATR—NENEEEZI4TF— T2 /747F—h, _Y¥E74 75— 2% T
A3, 747 7—hD#HC LDL 2L AT o—A 5 BEEIZERLAVE SIS
FI7, B EEL VY a7 a— L BT 5. BEFATIIELICAZFCOMAL
A[RETHHN, LRROIHAREB BV ETHS,

K 19 42 R 36 SR MAEDEL 2351 D4 e B O FB A T I b B s s il fiE 18 3
(2T 2 FANTAZ T % 5 L TWAHIERIA 38 06 92% T, 74 77— 5L T
WAIEMAY 3.2 76 38% T, AFF 2R EL TWBIERAMNRZ W EAAREN, 51K
BIRICHBIIAHIEMEEL M OB LR, AYF 2P 0LLEIEHEREATTHIT
WAZERBHEMER-T,

T.5&8

LDL abA7a—, NZYEURALHIZ B35 b BUE iR M AEx, BhReE (L hE
0)9:«¢'ﬁ*ﬁfﬁﬂ*-i’<.ﬂ&%h. *5-’71‘\‘)-/?/./}‘D—bﬁ:fr}f#"f'éfﬁﬁi’ﬁ'iﬁ?’:\fﬁ::.
b AR MAEIX, £/ FCHL (ko TRIETHAIILEL, EltE L EBAIILD L
TOEARE(LEEIC X T DAV AR FARBELL T, VAVEHRNEETHD, IEREE
FEOEBICBEL TEDFIELITIBRICIE, R¥F 2 747 F—bvF i hisl
TGN R FELNEEZ S, FOE, 63RO LDL aLRX7o— & HIZMA, nonHDL
AL ATH— A EBRAEICNASZENGFELVVEEZD,
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IWROFHBHRAAFTA 2 (B)
G5 IR i o — W R A A = A Wi PORL T

1) #

FHEPERS =2 L A7 o —LMdE (Familial Hypercholesterolemia: FH) (3, low density
lipoprotein (LDL)Z % (kiltls FERICL 2 —#{nFEBTH Y | WA FENER A
BB, AT oESEBEL 500 Az 1 ALLE, REESEBFIT 100 HAIZ1 ALLE
O TR SR, bAEICHIT S FH BERKT. H26 A L#EESNS, FH Hilt=
MCMEROPTHLROMVEE CHETLLEDATEY, BEBRTLI ROENSEK
BTHha, FH O F/A8SMILHS LDL- 2 L A7 o—/V il fE, it e Gl X O ENE e iR
(LIEDIER Ch D, FH OBIAREEL MR #REE L, BHEAZ2 T RO 2 #lR e o Ak~
TEL , ZHUcff ) MESE oI 329, @ LDL = L 27 o — L IEIZ 63 2 1
ITRIREL T2 AME Lizb0 s, MRS TICBIRE(EEDZ{EA B TV S
= L%, Bogalusa Heart Study? % Pathological Determinants of Atherosclerosis in
Youth(PDAY)3 #2 ¥ TR RS Ll Sh T b . BIRE(iED ) 2 7 Of\ FH B8F
. DRSO FRiAEH TEETHL L EZLNS, '

FH ~7F g kmEioa LT, AR (16 skl cBWTEDLIItAZ V—=~
VB L&, G DL S bR ENGT A&, WROBEREE SOL 5 IZRR
ETHMcHONT, At 2E2/BLERTVRY, KETIX, FHA~7 0ESKBELT
XHFTRMIZA2 V—= 7 LTl L, RERiLELD & LA LT, 5K
=09 AWIRMLIES TR+ 22 L2 HME LT, MR FH ~7 olEGhBEE 4R L
L@ A K74 2 RETHLDOTH S,

2) /R FH ~7 oG Ko S

FH ~F & EIC R B 25028 LDL-C fUETH 0 . AEMISIE T % L Zjik
o MR e 72 & 05 LDL-C MAEIZ 1 5 SRR B W fli g, Z078, R
FH (%, Eicih LDL-C S & SEEA 4 L iczirand, o FH #2450,
WOWFRY FH Chd LRI TWA Z LA FEICL 2428, # LDL-C MiiE%Z
fHtagsvnig, 80 FH oRWERET 5 Z LARETH S, N FH ~7 o6k
DLW HES Table 112751, R 95% LDL-C {7 140 mgdL LA F T b Z &
B4, A2 Y —= VO LA A 140 mg/dL & L=, 2% 9, LDL-C {ii 140 mg/dL
L EoBE 25 AC 1| AMIOBA T FH BEThHAHMIC/A 5. LDL ZFWREMEX, @5
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S ROTARM L O S IERLHER 2 0 L Tunvg MY 227 /7 L LT, 4, 10,
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1w, FH ~7 t{EG OB ~OEN T 7o —F 2 E2 288, VA ZICELE
TIEEIRIRT DR BN DD,

FH ~7 ofgSEBROTEY) 2 7K 1% Table 2 |25, ZhbOFHY X 7R
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STWIUENA Y R 7 I —F S, FRofim R T 5 Z AR E L,

3. ThiREE (Lo &

MR FH ~7 o &G RO BIRMILOFFMEIZ, W2 EEZNWS Z L2k
AL D, BNk =—iC X 5P BRAIEEAMD OREL, Bl (L o#ETTof
MLHERODRELHET IO RWVER L 25,

3) /WO FH ~7 £S5 KO ik
LN, EREMoLE

FH ~7 SR TH A & BhTiud, T 52750 S8R L ORIz
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ZEEFELBAAOZ L, EIECOlE > THYELBIT A Z L AN L. FERICHLT
LEMOREET) L ARETHD, FEHEH L LTI, Table 4 (0T Lok
MR A ERT S, (FREAFRETO 20%E6 (B TREVIES) Thhld,
fe i th BN A = oL F—HELR L~ 30%A5 & L, ffnisiifso® oL 10% 4
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OffbE AT S,

2 4Kk
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Table 1 FH ~7 o fES ko ZWkE (R 16 mARMH)

1. AjAHHSO LDL-C 4% 140 mg/dL (TC {i 220 mg/dL) P4 L.

9, “HSETOEEN FH EEEhTng

3. THRLURBEAEM (GED £, RN EEEOFENRERTE 25

4. THSECOER/EFEEFIIRESR (B <558, LM<65 i) . KIGHNE LDL-C
fili> 160 mg/dL Wi fi1 5,

5. LDL L7 7 —MaTEREHTH,

E1 7THLRBECEL, XA EF 3T AT 7 0 —I1C 257 X L ARRIE
[Z o E CMlf CRAE 9mm L2 L TaEWT%.
2 LDL Lt7#—EMETiE, 8MoEF b,

1L 2HBNE3NHTITENERESZEL. 1 & 4 835 TIEIEREDR. b OAH THEEZI




Table 2 FH & &4/ D Y 2 7

1. bl B o EEE (
AR (IR 20%L1 1)
PEIRA (RPBERE SR A& 510
W iE  (125/70)

Loy

6. {I£ HDL #£(<40 mg/dl)

EEELLN)

Ll

(4]

Table 3

10 UL EDDRICEDICEMIEEHRENS LDL-CE”
CREVMRHZFE 2008 FRR)

hF=—

CAD D) A 775l

EEENShYM I -
BEREFT->TEH LDL-C {EAEIZ 190mg/dL Ll E

CAD MRHERE. B, Bmin/E.

E24F . {E HDL-C MAEDHH 1D BEMMEF{TH>TH LDL-C {EAVEIZ 160meg/dL KL E
LEDYROIZEFTS

MERBEETH

LDL-C At 130mg/dL Ll E

Table 4 NCEP (Z £ A /e O EAG MIE ~D R HEsE ©

oy — Bkl

o5~ B

£ hEh
i Fn G R
Z Al A~ fi Fofiis im
A A~ e A LA

L A7 a—iL

fh o U —o 0%
WA o o 10%H0
fah Y —o 10%Ah

300mg A<l

#h o Y —o 30%Ai
B h o) —d T%E
¥ o ) — @ 10% A0

¥R o 2 1) —%

200mg A<iifi

B #h o) —mi# 55%
AR | bl —o15—-20%
whol— IEf Ol T AL,

WA - HEFFCE S L DIC

MoE Lkl
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