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T—h 2025 FERZEER UIce T4 —HART v TT— hhRTEH UcERE FRZEDIFTRR U,

E B KEMSEIVATO—-/)VME (FH) /MNERAKDIREIRELDEITT D). BFHRER.
SEAEDEX UL, NEFH (15 mKiE) OZMOERE. §LDL IVAF0—)L (LDL-C) [MAE
& FH OFREEICL DD, SE. BEEULZRSI s [FHEW] ZREL, [FH] HULLIE [FH
L\ CEIENNE. EPDICREZSOHEFEEBDEEICE DD, e, RIENHAEZITL.
IS BEDEZMICRITDIENERTH S, LDL-C{E 180 mg/dL LLEAHiEET $155. 10 mZH
REUVTCEYEEZZRT Do FERELFRYF U ET D, BIRE(LOFHEIE. BEREFDIHZE
HFEZRDICITD, EIEEIREIF LDL-C fE 140 mg/dL K& T 2. FH RERSHZRSHSIR.
PEERZE Y SFMELMEMRL. BIREB(LEDFHIZ1T 3 CARICES ICEMEAICLDIRLMEZR
B, MRHARTHTHNIEPHICLDL 7T T VY RZRIAT Do
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NN TIZEIIRBEA L OB F LA T A 2
1%, Bogalusa Heart Study1> X° Pathological Determi-
nants of Atherosclerosis in Youth (PDAY)? 7% & o
WA A2 GREH SN TV b, RERS IV AT 0 —)uiil
jit (Familial Hypercholesterolemia : FH) (. kIt ®=
J EZ&M (low density lipoprotein : LDL) Z#&MAB &
CZOMMBETOLERICE2EEEORET. &
LDL 2L 257 u—)b (LDL-C) % £F %, ZD728,
FIRMEAL M B OIREY) A 7 258 <. /N2 S o B
ZWiB L ORI ADELELE 25,

FH B U<, AR (5K A7) —=
> 7 RO G, IR LR, HEO
HEZEZIZOWT, DAEICBWTEVWHI Y242
FH LN TV o7z 201745, HA/RNERS & E HA
IR L ESAEH T, [MNEAREEEI VAT -
MEZHTA V] 2REL, 1 o0t _E Lz (UL
T /NEFH Z#74 F2017)%, 4l 54EZFRL 72
e ehkEREL, WRIZiTo72. /NETIEZE T
VAW GH, GEE T ) ZANT T AT g Y EREE
L. ZETF YR Z 4T BT F T4 v & L.
AR, RN L. WEANAZINZ A2 EI2ED,
R D S ZEIRMEILIELZ FHiTAZ L2 HIE LT
Who B ABQFQIHELIATIT A v 7L E2—
BEAB LN ZEDTIT-72bDTH Y, fFHDO—
DRI BNTCHEELR D DD HEA TV S,

1. BQ (background question. 3t%ER]) /
FQ (foreground question. Hij3t%eR)

DAEIZHOT FH O WEITE OREH ?

LT, — M AODN300A T ATRE. BEIREED
30NICTARRE. ERMBEIREE X ELES LDL-C M
EDISAICIARRERO 5N P, (ZEFXALANIL:
E-2)

fEF, FHOAFHRFIZS00AMI12T AL S Tw iz,
ULAE, BEBIAFZERS O &R — MFZED S, ZR LD LS H
WCHHETH B & HEDRWCKD SHRVTIEEES N
TWwWb, DAEDS D, Mabuchi 528tk )71 BT
DOTEFIEEZ R L, 208 N2 1 ANEHEE S5
TrERHEELTVEY,

WITAEICREINIVATFITFA VY - LEa—/ X
N (HARAZ G T2 w) Tk, —AOD250A 12
1 ANOBEEHE SN, 72 ZORBICKERIN:
VAFRTA v L a—/ X YN (HERANZET)
TiE, —ATD313AY, 311N 1 N7 DR & #Hi

p2

ENTW5D, 250121 A& L7z x ML, Wb
W 5 EIGE R E (founder-effect) |2 & 5 1D T o $H
EDOMEBEDD LD EOMEN TH > 72DIH LT,
313N, BILAIC T At L& 2HMI I o X9 2
TeEBN LD DTH o7z HIIZ X - TTAIGE R
WX BHEOWMIMOBEIAAT S L HESNE D,
Mabuchi 5 Db ENIBIFH2HEEH S D OD, #5300
NI ANEEZLONFLREEZOND, T2, EER
PERBHITBWTIZI0AIC 1 AR, FLIs MBI IR 5
R EHJEH LDL-C IE (X % T T12190 mg/dL DL k&
EF) ICBVTRIBAIC I AREEEZLNEY, &b,
LA ZEHTHOARAD T — 7 Bz . —E ik
BT BB NLTEIRED KR MV R v 73Rk Lo %
KX 2HEOHEDE SN LA, K AHETOHE
ZHEZRTIEFT Y ARV W A, Lilko X 7 TS
LEREARANCBVTCHEALTRWEEbN S,

[BQ2.|FH BHEDP#H - L3 APHEICIREDES
BHONHEMN?

OTBENRZEE: v XEIEFEFH & & L10~201E (T
EF>ZXLAI:E-1a%)

Q@ FKMEEREE: 4 v XLEEIEFEFH B L5~10f% (T
EF> LA E-1a)

@izZd: HEEFAETCEW (ZEF > ALANIL:
E-1a)

O KERAELE  BEMNEBEIIRINW TWVAE VD,
EHT 3 FHOEFREIGH5 (ZEF>ALANI
E-3)

OIESBAREIIRIE : BFMAEEEIRINTVWEWDY, &
HTB2FHOEFNBREI»HS (ZEF>ALANIL:
E-3)

MIKR—MIFEDRA Y 7 F ) Y RAIHEAEL VD, B
Boar— MFESFLE LR — DR ENE L LT
LHZ M5 Ela b L7z,

FH B#H O HMEIREILEOHR T 5 E50EE L
TIRDEELZDOREBHIREETH Y, EEIRGE LIS
2 TR IREE B SBRELEEIC > W T HIEFH &
WL CTHBICAWRENSVEORE (VAT T 14 v
JVEa—/ XY A", —J5TREEICE L
Tk, ZOREBINETLEVETIMENL V. KEIR
P - FRIEE CREVIRIEE . REVIRFEZSAE, I BAAE 7
E) LTI, EENICF OB AR L8 1%
W, FNS AL T A FH OREBHRE D 5.

FHOAMGPHRICHT 52 7 v ¥ 2 b KR B
(randomized controlled trial : RCT) R ATF~<T 4 v
7 - LY a—13WEETHSHH, Mabuchi 51, D2E
BT D AT F VBRI O & B HBOBIZBIT 5
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FH N7 04468 X O FH A EHAKOTHEZRKL
REHREREZREL TV LY, ZoWEIcksE, 2%
F BRI, FHAT 05RO BHEDT73%. LD
64% DSLBIE TH o722 &, FH AT O #HAIRDIE AR
finld. A Y F VBN TFESR TH > 12O A Y F
BRI T CTIERE L7722 &, F7- FH R EHLSHK
IZBWTH AT F VBNL 281 Th - 72 4R
DBEYRIISR T CTREEL /22 &, 2RENTW5S,

FH ~NF OO HO MBIV T A2 F
VEB-BENICHERTX 3, ?

FHATFOIESARDBEBEICIE. X2 F > 5 —BIRE
ETRRBLIEEETEEHET S, (TETF> LA
3. LA A)

FHAFOHEASMEICBITH A% F > LDL-CI TR
BARIE LT v 7 MM B RABIZ 1382 5 D) .
)5 7T AR IRARBE 9 (%A FH A7 w4kt
S 2B NE~TFAEN FH A7 OB A5 6 #3°2,
FH A7 0 #4420 FH A BHAKR2 OO 72 WA
FH 4 18Y) 5L A - NEBI & S 1E w1k -
GRS L TWb, $7°, FH R EHESAKTIEZS ~
FIEEHERZ 0 AL —N—REBR 1Y 12 TEOH
MEITREINT WS, DOED L DA NEFIE B I
A& F YHIRIZ X 5 LDL-C L TFRIE 2 7] L 72 #5258
FHENTBNE D TN S OERREBR O H &
—¥T %

BIRELED PRI R AR L7727 v ¥ AL EER
HBEREBITRAB®, NEFY Z2h 2 1 o5k S
NTHBY, WA TIIEBER Y F ViR (7 bILNR
% F 80 mg. AIAGEHED 2 1%) MPEEMERER ¥ F
VW (Y UNA Y F 240 mg. RFRREIT RO 2 %)
WL T ANBBICTIIREHERIE R & F ViR (FF 3R
% F 2 20-40 mg. AIFTIEAGEHE20 mg T/ IEHEIS
L) BT ITERIZHLT, FNFNIMT BE O )5
EFHBICHHILTWS, 2L T, /NEBIOHE O 7 H
W, TV RB2ALAYF 2B L2IEF) 2 IMT
MEOHEEAPIHI SIS Z EATRENRTWEY,, 72,
5 VD ED2UATH DB IE OGN 5 A ¥ F i
AEEIIRE EFEFE TR 2 TFRE T EEEL T 5
L OWENRD BT EIBIC X 2 BIREALE O R
BORIE T OFFIRIIEI 0L ZEZ RV HOD,
JFEFHICBUIAEELRIEY T 25D T 2 5 EHIFE N
TRAYF U bR SN DI HEMEEZ DN b,

FHZEx S & L7 AV F v EMMOIREKTETD
LDL-C I FEH % Jelehnad L7z BRIRIFgE & LClid. &
A F U HmilE (LY Y) ThHhHALRAFT3I Ve
L72aEAs 4 iR EIN T D (TRTEANLR, 75
INAZF N, FH AT QA E 5052 #. FH %

BHR2H) o TINAZF 40 mg WIRBEE I L AF 5
IV4g (BLRIEIaLVAFE—NV5g) WIREEZ K
L72EY Tk, MBEE b RN—X54 VIO hEEAE%
Lo TCLDLCHAMET L7225, FI9NA%F VNIRET
IV AFIIVHERBRLTCEREZE% S > TLDLC
PRECTH 720 —TJiy TINAZF40mg &I LA
F5 31624 g (RIFABRHENLS-21%5) L olbik%
Tol-fi> "™ ® CIImMiEE IAEEEZ L o TAR—2R
54 S5 LDL-CIMET LTS on, MERIC
HEAERZDOLDPo72. 25 DOMENI19904FE S HIHE D
TINASF v ni®BETH), Loy
FUTIEHLVBROEEETARZEDLZENL, L
AFFIVED BRI TE L, BB, RFF
vivusa—n, MNEILATFE— VS Y AR—
¥ —HEH (=¥F 2 7)., proprotein convertase sub-
tilisin/kexin type 9 (PCSK9) FH93E & o5 Lk iR
BHEELZVWD OO, =¥ F I 7 & PCSKRH & 12 [
LTIRR S F v~ ERERBAHE STV E,

FH €86k I & Ok hivt: o fii
ANTFaEAEICH LTI, LDL7Y 72V Y
AEWEEHEIR TS5 7

FH & EEE6 S L UEMRERNMEDOEENT O
EHRICH LTI LDL7 7z LY XEEEHBITLT
LDLALX7FO—JLERIRICOA> FO-ILTBEIEE
RT3, (TEFSALAIL 3, HELAILA)

2019 ESC/EAS Guidelines for the Management of
Dyslipidaemias : Lipid Modification to Reduce Cardio-
vascular Risk® 12T, TEF Y AL X VE0RR#RIT %
WHoo, LDL 77 = L ¥ 213 FH A EHSERO G
HELTHRERINT WS,

164 I SNV ATFITFA vy - LE 2=
TiX. At38H o GEEMEIRRER 8 . BIZHIZE
1, V82— / F A FI4 2178 EHHAEENG 2 )
DVRFTEN TS, RCTIEEEFN TR WA, LDL-C
T &5 % lipoprotein (a) [Lp (a)] K TFRIFE. O
BA XY MR R Z12on T, BRI A Y v FAUR
ENTW5D, FETFHZRHE. 77 L ¥ AEFEAND
TRAFEY) T 14— (ATOKS) 771X, #HIE,
FHE AR MR EVRRLR D012, bREOREIZED
BRI D S BT L EZ ONLH, BE OGRS
MEHZAET 2 D00, ZKlB X OE T TR 7
7 ALRTVHRICBW T, SEWHETTH o RA0HR
PEOLNBEWFHEHFICLDL 77 = L ¥ AR S h
bEEZ B

ANE O FH RGO W TIET6IR OB (209
%) BEEDRVATITA v - LY 2—H20194E 12
WESNTWEY, LMET Y M ACDOWTLDL 7
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7 = LY AR AR AN I U CTH DS IR
NTwinwdboon, FEHELEP L, BRETRER
LDLC Z KT &8, wEafz2mT 22 L08Esh
TWwhb,

/I FH E SO TR 5B E RS
5ZLRMEREIAEH?

FH 2 ERFE(LMEREBD/NT U X IfRETH V). LDL
JLX7FO-IVEIZE L T, BED 5 DBEERIAZ HE
T35 (TEFL XL OB YR, HIELANILA)

%M 3 /NEFH AT 0 & RGERO 70 —F v — b &
Z

7 A A EmESEME (Food and Drug Administra-
tion : FDA) 12k 244 F54 »* Tk, /NRFH I
SHLTTINAYF VL8, TOMDAY F U1
1025 [KR] ShTBY ., bYEOBEH A 12017
WCHFMENZE I NS F 2 210 LL LD S [ KGR
T 5 L0 IR ORNICHE > 72 TH 5. 2019
ESC/EAS Guidelines for the Management of Dyslipi-
daemias : Lipid Modification to Reduce Cardiovascular
Risk” 2BV TH, TEF YA /3L L~V class T
a. Level C TlddH A A /MNEFHIZH L TIE8-10KT
AYF L BEEZHB L. 102 L TlX135 mg/dL
Kz BT eARMBESINTVE, ZFF V&ML
729 DD Exr% F & 872 “Statins for children with familial
hypercholesterolemia” Tix. FH BIE~D R ¥ F >k
HIFFERE R AEIR B L OWibE s, E % SIEEETIC
BHEPORIFIZIDLC 2 FIF52 &, £LCZET Y
AL NRIVIEE L RSB IR L 2 Bk S &, —EBINFE
B2 g S e L2 WL T2, F72, BT
THORCT BLURCT DA ZRNT, YATIT A v
LEa2—IZBWT, 10U EO/NBEHISHFLTRAY F
YRLY Y, TE¥FITEHAVDZ LI, LDLC %%
TEEZ LV HIIBWTRENDOHHTH LI LAVR
ENTWwWb,

ZOMEHDOFEE L, ARISH LTRSS F U 2w
RCTIEHEDIBEOENTEBY, AFF U#HG M EW7-
B, BRI LM OISR (atherosclerotic cardiovascular
disease : ASCVD) OFIER.LIMEL. Z L TCRMO%
A% T C & 2R BRI Vo LA L 204ER 0 7 o 1 —
Ty TR X% &L 1302295 (LDL-C P34l 237.3
mg/dL) TA ¥ F v &pfs i, &L 7 LDL-C®
F¥fEiL 1607 mg/dL THh->ThH, Hu & 139K T
TIZASCVD R HEZ S o 22 EAURER TV SY,
LDL-C O #R4EMEREEAT ASCVD O FIEIC B E T % &
ZAOoNTHY, 512 FH RBIRMALIEERBDONA )
A7 IHRETH B 05 2. /ANRITH L TORM 25 OEH#

p4

PG HERE S Do

2. FH OB %

GV

O FH &£i3, LDL ZEARB LUV T OREERTFERICH
DEEMRETHY, T L TELREFRELER (B
HEfr) Me &3,

Q@M AOICH TS FH DIEE #1300 A (C1 ANF2E
Thl), BBREEEE. KFICEEUTBREEEE
DZBICIIZDHEEIRSS5ICEL. HBHNEHEEICR
5h 3,

OFREEEEFEENEHICL ). AT7OESHK - R
EEED2DOICHFEEI NS,

FH &3 : 2w, B, Bk

FH & 12 LDL &% B L OZF OB & (s - D& I
XD BIEMRETH Y, F& L THEROAREE®RE (E
Mifz) B % L b, ITEDGTTIEFENIED X ¥ AT
kBT —ACBIT S FH AT OHEAEROH
BElx, I IEMEAR300 A1 1 AFEEEAEAE T 5 & % 2
bNbe TNODHGTEFNINIED X & FHFIZIZ. H2S
Eo7F—5ba&Eih. Al 7 VBB EHTAE-B
L55DTHY, KREBOBEICHT L7 —% & LTHRD
TEETH LS, EHIKITEHIREBEZEICBITS FHO
FEEIZ30NIC 1T AR, BRI EEIIREEEFEICBIT S
FH QMR IZIBAIC T AREEZ2Z 5 TWEY, 20
LI I FH IZEEHRBEEOR T D SHE & S,
HEZHTICEBATL2HEETHLIZHLEDS T, FFI
NBIZBUT S FH O TRV EHEE S LS,
FH @ % 2 8% 1% % LDL-C MiLiE, Bl - 8w Es
T ORISR B IR (B YESSmeAm. PE6D A T
DEBRIEEDISE) ThHbH, Lo L, AEFHAFT
BAKROBAIIZRA FH AT 0K E B L, ik
DX HIZLDL-CHAET LS5 2 &, ¥l X o
EEREBEZIZEAERDON NI &, IT-HETRE
Thhbo

FH DWENEEFI2DO0WT

LDL % &4k (LDL receptor) % 2 — K4 5 LDLR,
7 AR K& H B-100 (apolipoprotein B-100) % 2 — K3
% APOB. PCSK9%H % 2— K3 % PCSK9 ® 3 i#{nT
BHILGN TV S, REHZERN1 DO 561E FH AT
TR, 2055 E3BEENTOEAERBL Y T
VAT OB E &R FH R EHAKRE LTHIET %,
LDLRZERI\ZE D FHBIIEAETH LA, DHETIX
FH N7 05RO 5 % FEEEAS PCSK IR REMEF I A 512
£ 5", APOB ZERIIFIMNIZ BV TIRAEEEIC LY
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LDLREIEF

tr 1t

Bk EEASHE
True Homozygotes

D , LDLRE{EF
W PCSK9EIGF

FTIATOEEHE
Double Heterozygotes

BENTOESH
Compound Heterozygotes

i

B eAEE($HM) 530 X 70-IVIE
ARH (Autosomal Recessive Hypercholesterolemia)

5
=
b
o]
b

= Eieapo8
= =
= PCSK9 =
= =
= =
+ =]
H B
= =
E = e Lo8
= = &8
= B B
Chrl Chr2 Chr19
LDLRAP1EIEF

H1 RN FH A ERAKERTEETEROBSAhE

HBHEEETH 5705 DAETIBD THTHSY,

=T WA (B ma L AT a—)ViiE
(Autosomal Recessive Hypercholesterolemia : ARH)
13 LDL receptor adaptor protein 1 (LDLRAPI) &fz
T O FMEZE RN 3 % 8 Qe Bz (S ER)
PHRET, Z2OREHARIIERNICIE FH S 4K
DORBBE LD, FHRERAGERIIEDTELZ S, Fv
V7 CTHhAIMBUTEEOE LDL-C MYEZ* £ 5 55608
HAHN HEIEFHANT OESERORIIITE &% n»,
ARH ZIEF IR THOE TIIEBOMEDNDH 5 DA T
})540)0

WA, BiRo X 9 7% LDL 8RR O 0 B#E &1 O
A VRES LT AR FHIZIZ <. LDL A
RS- 2 BT OEHIERMETLZROERIE S »
bW 5% K¥ FH (polygenic FH) DfFFEAVRIEE NS
E %o L LB TR O WA 7 A S
bEZZEL CHEHERETZHOEEOATHDY
% FH % 38IE 3 2 RILIAFEE 3. FH OFREICED S
W9 X FH (BXUOZFofboE LDL-C IfiLhE) O
RN BB A 5252005,

WEMDOWERRIZ DWW T

REMEREZ 1 O35 FHANTOHESKRE 2067
HEREHEEERPIEARTH 5, FH A EHEARIZEERIC
XD, EBREUTOLIICENTAEEx DS (B1),
HHBAREETRIXTBLOE2SEEZLTEY ., FH

LHEfE T O UERN O LT EHEAR
(True homozygote). [ UEIETTH L H 574 5450
OMAEFIHEES~NT A IK (Compound heterozy-
gote). BB BETOMETDOLEIZT T VAT O
418 (Double heterozygote) & -5,

FH O#EIZ>WT  (Bilki{b. iz E)

BYMRAEAL Pk B LDL-C o BREAE I B L THEAT3
rrEz2oN%%, FHOY4E, AT X ) RIZEN
77 LDL-C MUGE S S b 720, X 0 5 OB IR %
BISEOBIMEIZHET 5, 20720, BIRWMLER 2T
B3 5721 5 DN ADBUE L 7 b,

FH IR IS E IR LIE DS R T 2R A TH 545, &
SERE R AERE, WBES %) 227 T OfREICEW, &5 0
MAEICEIREAEERE 2 2T RE D RL 5, FFIC. K
BRI BOGIHE FH BHICB W T T HICHEET 4
23y, NNATOHFERDFERE 2D 9 5o

A0 IR LR AS Tk 22 G A N 2 B 2 LDL-C IiE
WCREEINLZEIZEIDVAELSE, ¥ AT U= VIIER
Ji B 3 (0 e 7 S R B A B & S FH ISy
REOBWHRTRTH S, Lo L, B dEidm AL
FACBEAEAL S 2 EDIFEAETH L7720, NEMD
FH OZWIIIHVA I EXEH LV b L. /NETHRME
RO BONE % RO 72 A TR THARI R Db D
7O B MENOHREILHATDH 5,

pd
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x1 /JMEFHOZHEE

1. S LDL-CMIJE CRaEFD LDL-CE140 meg/dL LU k. E#[EFEsR)

2. FH OFRKE (RIfcEER)

3. #D LDL-C »'180 mg/dL L EFfc[ERHMBEIEBDORIKE (HREBHCFHR)

fDRFEM - FiFES LDL-C MAEZERSM L.

IJEEH1&27T. FH &E#T %,

IHEEH1&£3T. FHRWERZHIT 5. AAD LDL-C 180 meg/dL I EDIZBEIFFH &

2T 2o

IEH1D#TH. 250 mg/dL LI EIE FH, 180 mg/dL KL EI& FH BV EEEHRT %o

@ LDL-C 7250 mg/dL U EDIFEXEGENBD S 3158, FEEAKEERT 2,

OKAIIFH DRFEMEGEFEEN HBIBRIEFH E2HT 5, BT IXRARIC FHRERME
BEFEEIHEATNE FH OREE (BEB2) (CHA 3,

OERMTEHIREE I, BHUSSEAM. TSR AMTRIE L -BHIREBEETEERT %o

@ FH SEWVAlIEE 4 2IEEPIREBRTEEIVLETH 3,

. NEFHOZH (F1)

@= LDL-C MfiE (140 mg/dL LIE) & FH ORIERE (87
¥ -I3ER) »HB5E. [FH] E2HT 3,

@= LDL-CIMfE &, $HDLDL-C P =1E (180 mg/dL
LE) £/ 3RRUBEBREEOREE HLF% /-
38 P H 255 (BEI). [FHEW] &T 3,

@OLDL-C 7180 mg/dL LI LD Fliz, ZhdD & T [FH
W], E5ICEB3NFHBBEIE [FH] L2833,

OLDL-C »#"250 mg/dL LI EDHI % /=13 FH DR R ME
EFEEBMEE L [FH] CBHT 5,

OFH] 713 [FHEW] OEEIBH S N -5A.
DEREREETV. FLLEEEODHICEIT S,

/DU S ORI 2 FH 02 Hi o 2 24k

B FH NTF AR TIE, sl X 5 14> S
5 LDL-C MAEDEAE LT\ 5 25, BhIRAEAL 12 BYH L 72
FERIZIZE A LD SN, 2O, NEAERIE
RS R B c iR 2 52 . 2% LDL-C IiLE
CRODPNDLGEBIZEAETHY ., #HH» S L DHAH
® FH OZWEIMEWZ 23RS Tw a2, Bk
E/NE FH B0 - WIRIREAYRE S, R 7 389 s
T Twa™, bAETS 54, HARER RS
HARBRMILFES E OART, #1OT/NE FH 28T A
F2017°% 2R EE N2, TOBRDOBRZEF ¥ A
ZEE 2 CTHRBWEEICOVWTHRET 2 1To 720

FH OB W BRIZE & BIEFIIBWRD 525, /N
WFHOZWIIBWTIIRIELZEAL LTWbH, L L.
BRIRZZWI A 5 b NABIDFAT 2 BT TE R
Wiz, fICEEFNRELZIT) 2L D ERT 5,

pb6

FH AT O #ESARCIZET., MNEUIcgEaiEe s
FLARMNEZBD RV, FD720, MONRERERE%
B4t L7z EC. # LDL-C IfiLhE & KIRHE & TR 5 2
LR E B, ANRFHZHA A F2017% TIE. &
LDL-C Ifit#i & FH & 5 13 5381 56 By IR 36 2 o0 5 e Jig
DO 2HATBMTLDDITR>Twiz, LaL, BlFEIZ
WEFEH 22 FBERE ORERLAYHE L WEIAH 1) . A5 AETEE IS
S E TR FH OBWICES R WABL 05 FH
2%, ZZTHEOHTA FF4 >~ OBWHETIE, iz
12 [FH W] 23 E L7z FERICSKET 2 2 A\ FH
(15mLLE) OF A4 F54 v LIZLDL-COEEDAL S
T FREOR Db R85 H 5. ZhiI/hE
MO FHDORE LA EZLRL T 5720, FRELREED
DX DBEE FIF, RS 8D LWl & & TRRM
748 —LTHL I EREBEELEZZ PS5 TH b,

/P FH D2l ik e

Ll L7/ NE FHBHA A K54 220221281 %
BWHHEAR A ITRT,

S, FH DA O E M F 72135 o & LDL-C
MIEDE N ZITI o 7272L. DEBEFHAMRH Y, [k
B S L TV AT REED D 5o HEm/NE D 3
LDL-C 23@ifii & 7 2 b Tld %2\ #12 FH 2 &FHIC
EWT, TORKEBEOWENEZIT) 2L DBUETDH S,
5 LDL-C MIEAR RO o 7236, EBICIZ, FH &1l
RO & FREST T/ 9 6

JHH 1135 LDL-C AEDHEHETDH 5. 140 mg/dL (95
N—t ¥ L VlE) PLE% & LDLC i & 557, #&
aLAFa—)v (TC) %ML 7284, 220 mg/dL (95
N—t s A4Vl DEHNELDLCEZMET %,
C OIHEARIZ/NBI &R 555, FURIERERLIC &
D LDL-CMUEZ AL ABI03H 0, ZOEIIHILE
BT HRICHRA T 5. IMilE LDL-C M iE, Z2HEREER
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M VIED D 5 M, Friedewald FEx AR E 5, 2F
HEER ML 258 L WA i % v, non-HDL-C (150
mg/dL ML L2 Eflie 2 %) BEICT Y, 72, &
BRI B INCIE LDL-C LRUVAZES (K T) 3 5720,
LDL-C (388l & LaFli$ %"

NBHI oI LDL-C 1%, EEL BHMAE R & ¥
IR LY, BENETHRIEEFICELLY, $4b
Ly BEMNOAT—VEZEETHILICL-T, KD
LDL-C MSEMEDZE 2 FHlTX 5 fetEd 557, &
FEW oA 57— V& Tanner D203 % v 5 O A5 fi
fiCTH5Y, BHEMO LDL-CHOMKLTIE, FHH T
10 mg/dL 2B TH 55, M5k, WHEM O BIGER S
FOZF DB NENDH S, F72. LDL-C DLEE)
TECHMENEDR DL EEZ NS, KA KTF4 Tl
LDL-C O FEMEME DI $ 5 5%, BERIMAS % 470
FMEH R TI L 2R THII L ET S,

LDL-C %250 mg/dL LL F o4, 2o i< [FH
EEBWITE D, L Lz NBORIFSHNRE R IED R T,
CNAFE LDL-C 235l 7% o3 FH DA E 2 8 <. K
ATH FHZMEES L LTwaY, $7-, Moz
FHRAE M TN RE TS LDL-C 250 mg/dL DL L
O/, WE. LDL 27 AR< PCSK97% & 1295 5
(GFERDPIETD - 72" BB THRTH 5,
Z® &9 % LDL-C OFH S s <id, #Eollo D
FX, FH A EHEFROWTHENLE L ZET %,

F 72, LDL-C 180 mg/dL l3/FNED B & 299.7/8—+
VIAMETH L0, ThosT [FHEW] L L
72o FH O¥5 E B (5 T2 B pT 2 S aEe & o
LDL-C A B E 2w <\ 180 mg/dL ML ED#HE%£ < @
FH R E S En TR E £ 5 180 mg/dL i,
receiver operating characteristic (ROC) fE#T T3 B
BREICEN Sy P ZEEEZ SR,

JHH 21X FHORIERETH 5, BilEIO/NEFH 27
4 F2017Ci3 FH & BRI BEIREE B Z FFNIZH > T
725, 4 FH ORERE & B8R BRI B O KR &
o HE L 720 RESMOE BRI O KRR IS/ TLR AR s
MICH DY EH L <. FHUNDOERERNS 5720 T
Hbo T2 WHEERH LTV [H%] L) IEE
W, FH OFRE MO H 5 W H & Wep itk (55—
) THRBZ L L Lz, JHH 1 £ 3HH 2 T[FHJ
DFEWr & L7ze FH E BB SN Tw 2 F 7213 A
WL, K F 721382 FH TH 5 WREME DS E W O TR
%5

THH 33IHH 2 12 U AIHH, ToMMoRKEREE LT
g L7ze /NEFH 2R OB, OB HRIE ST
XN FH 2OPHETLENZ 3D D, £2T. X
% 72138 LDL-C #3180 mg/dL ML ¥4, Mo
ARIFIEERYICS FHOWRBESE W EHE ST
%o 20 TIER160 mg/dL A5, 30i%At TIE B PER180
mg/dL. &ZM#170 mg/dL A3F-3 +2SD HTH 5"

CORNEE. BiEDZHoO T —F v — MAIZIFE S
TwaY,
ISR B, VSR, k65 A T
SE L 7B IR R & 83’ T 50 R ENIRE IO
Wi, NETIIHBEF TED LW EHITEX 2o
T, WBEMXRTHINT 52 & L7z, HH1 LWH
3DOMAEHLETIEFHEEW] &5, 7277008 (K
A) ® LDL-C %180 mg/dL LAk & FEE 12 E Wi E i,
HH3I»HNE [FH] OBWE T 5, 720 B5RMEE
BRI B ORIRED D H61d. CORENFH Th 5
PRERZATH 2 EDBWFRom ool oh s,
[BE] BliZ, EhrEEE7+0—7y 7PLEL
EZONDLHITH L, MPEMAL DT, dEHICKIEN
ki 5. LDL-CIXEETH 2 DT, [HEw] #liC
BWTHEFLR EOEEEEOIREL T3IATH . 72,
VENHIUE, HMEANFA L. KA. REOBZFER
et d B3 5, 180 mg/dL YL D IEH IZE v LDL-C
ME2SFERES 2 61 CLEIEME D Z BT 5 (BOEH%Y
ZM), 4l [FHEEW] flzkE Lzoik, BTl
FH OZWiREEICEHIFI LA, FHREDL L, ¥
SO BRIV B PR o 7212, MR, 2 BUBE R IR
BT 7% EDOEBTEE D720 DIFEE 1T - T { R
b
B RIMRANL BN LA TIE 225, FH R &
EFERNED LN L6 [FH] £ 2ZW3+5 (FHO
FHHEETOEEZSR) . bAE TR FH & 2k
ENNRIZBWT, FH %228 U 20 B S5 T2 RS
ADOONLOIE, ¥R E WG SN TWEY, Bhid
B L W R BEAARO X9 ICEEFITIE, SLEITIS T
Ty FAELZHTEEBEFNMRAEZIT . B Wl mikic
FHWEME SR T AR T IUEFH OFKERE L 20,
FH2:LTEZS (BEEIREICOVWTB LU FH
BT LEEAY YR VS DOHEBR),
FHWIGEDEA RN TH E T LB WL HED R 7 5
TWB A, MBIIRE{LES (EAS) Tl 55
A7) —=vZ L, /~NEFH %D LDL-C 190 mg/dL L.
F. @LDL-C 160 mg/dL L b2 B3 B R B o
FE % 7213 B o LDL-C 1. @ LDL-C 130 mg/
dL YL E2 o B OwEEEE AR (F 213K ANDHR
PEETER), OWThrTBHT5Z L 2BELT
$79. LDL-C 110 mg/dL P\ Fid#kdmigg s LTwa™,

Zhio7a—Fy—F (X2)

MIEH1 (LDL-C 140 mg/dL B k) L IHH 2 oW )
723 HA. @K A LDL-C #5180 mg/dL PL I+ CIH
H32% % #l, @ LDL-C %250 mg/dL B\ I & 8l i,
FH L 3§ %, FHOZWAD W25, LEIZHLT
AT OEAERE RERAGROENEZIT S, LB, BiES
A TR IEEZ R Shhd [FH] o2k e 7%
b, OIEH 1 LHH 3B 284, @4 AD LDLC %

p7
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1. LDL-C=140 mg/dL
2. FHORERE (8% 7-13FR)

3. HOLDL-C=180 mg/dL % 7= I3 R M BEIRKBOFRERE X% /- 1358H)

| #oRRM - SRUEREEIE RS

LDL-C<100 | | 100=LDL-C<140 | | 140=LDL-C<180 | | 180=LDL-C<250 || 250=LDL-C

| mE2o%ru3 | |

HE 2

| |=mBo%ru3]|

\LNO

No Yes

v \l, No

FHIBEN | | FHEBECTEAL |
CEHEDEE L WG E.

-#E@H. LDL-CEXPREEICL V). a2 RET

\LNo

Yes Yes

\

<

EME BT 3 BIEENREEER) -REEECTEERNIBO 5 Wi IEFH & 2T

ATOEEREREEEKRERNT S

ZAADLDL-C (mg/dL)
<100 |100-139 | 140-179 | 180-249
FHORIEE 5 1 mEt |G
. - TERV
#DOLDL-C > 180 mg/dL P
Tt BEN | epin
PRMBHIEEDRIKES )
RIRFEL L BEM | BEH

M2 /JRFHEHO7O0-Fv—Fh

180 mg/dL YA EOADGA1X. [FHEW] L7 5,
HH2ZF 72133285 % 5 LDL-C #°100~139 mg/dL
D4, LDL-C $3140~179 mg/dL 2R EEA L - X
DLZWEAIE, FHEZRETE L WOTIE L RAEED
BMBILZIT) (Fr— b)), TS T4b
LIHH 3 %2 &0 7: FH OFERED S - T3 LDL-C %100
mg/dL K DWE . & RIEEN 7% < 140 mg/dL &
WoOEEIZ, FH I THEN] (BELTwiw) &
Abe TOWE. BBBREIAEL TS (Fr— MDA
),

FWIAHE LIl BME LB L, BRI
LEET D, T2, FRPIZLDL-C S ERT 284%
KIEEDE S - 726 Bl 2 RE ST UEREH 5,

MRFHDZZ Y —=V 7
20194\ B EARED AT E N, WEMUEICH L T &

p8

LbBLOZOREZR L EITH LT, BERRFERRFESZ
PNHZRET LI ERDENTWS, /NEFH D
FUNZH, BRI, 74 0—7 v 7R WRICT SR Y
V= VT VAT LDOEIIEETH 5,
19904FEARICREART TITE D )1 2 15T 1 7% 6 2 A
ZRHLTLZZN—HF VAT Y —= FHh Thh, %<
O/ FH ANF OGRS R s, BE, EHO
TXETA CHBRREM A, FE L, LDL-C B % &
D7 /NBATEEEWR RS PEBIN TS, L2l #
D7 A a—T v TIKFNDP 15 EEE 2 g 7 <
R\, FIETIE, 20184ELIRE. T O/NFIE 4 44
AR L LHNAGEER itk % vz FH o2
SN=H N AT ) == Y IREENT VWS, T - B
fifigy - FEEIFHPE R EN—KE R D, L O/NEFH AT
DEAREERSN, 7+0—7 v 7XRhTna?,
FH B Z3umE & U<, REE OREEIREEE 2 & 5
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x2 Rt (ZXM) & LDL-C MAEDERIZ K

REE

SERIDKRA > b

70— HiERER

FFETOILXATFO-ILERXTREAERD TTET %, FEZEL 2, BEAR. MiEF7IVTIVE
EOWBIEETH 5,

BB, AiERRE. YIX MEBERLGEZAEL. ZORELELFHMEY 5, BRI H 5720,

A LDL-C #& U' TG B2 % 1) 23 <. HDL-C ZEMEI 4 1) 2T 0,

e L BORBHEENET T 5. LDL BEAORE - FHET 4 L2 58 LDL-C MEE ST 5, BARY
FRBEREETE | 2\ 0c. BeitkbET 5.
RN R RRNIRIE SENEE|*2T 5, Low T3 syndrome » 55 LDL-C MEE4E U %, MHRILELHEDBHFEI SN B,
. M#E(E. HbAT {8 5B T 5. & LDL-C M. & TG MiE. {&HDL-C MEEHES = L HSL, 1
YRS

FRISISEBIIRIB(LIERBORE L) XV THY) . MIEERDH TR ZDFEIHRIEDH L,

Ty T ERERE

JNF YV —IVOBRPBIC L > THETO VLDL &8RP RS W, B LDL-CMEEZET %, /NETHE,
BRREEEHEIAREEM. 7> PO BRIICKL Z2EBEEREREIFHTH 3,

BEimiE

HFA=IT I DBERIDBICE > THETO VLDL &Y EES h, & LDL-C MEZ 2T %, A,
BiE. BT SME (RFEE ) 2 EERKZETIHEICHEDNLS,

BEMH (ILXT
O—JLOBEER)

ALZA7A-IVOBRBRICLVESIDL-CMEZETHI ENH B, HIC. BIARBICLWERLS
LDL-C MEZ 2T 335E8(1C13. BIEBREL. ¥ M X7O-IVMEEDERETS. EEEOFE
EERAN B,

BB S - R ERTREE

REERASHAE P RE 5 - W ERTREE ISV FHEROS LDL-CIMEZET 52 &W H B,

FEEIME(RTBA K,

WEEDRECHE & BT - ARH TR TS 3.

SURRKY LE)

WZHoTBY, RGP LITDODNTCELAATr— A

V== 7z <, NEFH 22 ) —=> 74kl (U
IN=AHAT—=FKRAZ ) ==V 7)) 2T LHI LT,
AL RIS FH oW mgEmicin L35 2 &8
WfEshs,

HA—RAZ ) ==V TR AT BRICENTIE R S 7%
WO, FHPEE L TR REEEE (EHEER)
HIRBETHHZI L THD, FBBFH AT UHEEETH
E50% DFEFETTH FHATFaEake 20, mgdt
W FH AT oA THIE, T1325% D% T FH &
EPAER50% OMERTFH ANTF O ERE 25, $72,
UN—AAATr—F A2 ) —= v 7 TRREN FH A
BOBOWTNPAIFH TH 5,

B FH & 2 S AUZBIRAEAL OB %2 TR C
X50T, FRIMOWED DT —EIX TC 721 TH Ktk
THEZEDREIDOLNL, N X7 DA, ELE
H10 E Tz (FH AEHAMHIT I D B LDLC o
MEZITVZHTAZEXET L, &, /NEFH A
T HIRA RIS ERIRE ORI B TH 1) R
By sns,

AN
®2.\RdHesEME (ZkE) & LDL-C I % B4V
Wrd X Thb, TNHDE IIBW - AT HE %

BCTHb, Tz, FFICFH R ERAGKRE OB EE L
RHZOMOEEERIIRT, ThBIEETHLRM
Rt s (Hih#E) B2 27T 5.

EEPRRAIZ DOV T

FH (2§ 2 i n2e ittt (RAaMiRyl e bfas
A) IZoWTIREATHN, PMRTHR, HHWE
EALETH b, BEFNREZ LT L0, M
4 LT HRESS [FEHRICBU 8RN -
BWICHTATA R4 V] oY, 2hicksk,
NIRRT U TR 2 Fi 9 5 A1E. AN - Tl
BOERAKET LI LDTELURICH LEOH L
BB LEDH DD, TOBII ST OREDONR %
FRCEBTRETH S, T2 BREOHMIEZ G L
THBEIT O, RAOTHE (LT3 =4 F- 7ty b)
LT EDNETE L, T2, LB U THEESY v
) T ERMET D, BRICEELTWS (IVATO—
WEDSE WA E) G OMEZR CHEBEIEDO D AT
bHY, NRBICBWTHRLEWIS L TEELY b0 —F
TIERFEZW (T L AT 10— % &) TREMFEIE W)
. RADPEALBHEWIZHBITE S L)% 5 FTH
xR I RETH S,

THFEDOHFAA L L TOBZFRIMAE TOMIER / Z K
BT ROT Y i, FRZNOEEEE D)% E
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%3 EFME LDL-C MEDERZ

REE EYES

FRIDRA > b

ATP-binding cassette
v M XFO—JVMGE
L3

subfamily G member 5/8
(ABCG5. ABCG8) &{zFD

BRENENER (HEE)

mE> h27FO—LELS

HEEEE L THELDL-CMENE L EVBENSH
%, ALRHICBMIC FH R EEEHREED LANILDOS
LDL-CMEX2T 32 &N SH B,

RS ElE
(27- £ KOFx L5 —ERIBE)

Sterol27-hydroxylase

(CYP27A1) BIZFDEE

BREREBNEERE (LMEEE)

ETHERREE

mFIAILASZ/—ILELR
MEILZFO-IMEEEE< VW EDHI D, HEE
PER, BHICHETEL TL 3,

Wolman %
JLXFYILI A FIVETERE
(v — LB IN—tEXRIBE) | Bz FOESR

Lysosomal acid lipase (') v | FfiEX
Y — LB IN— ) (LIPA) | BBV L EBAL FTRRAE, BERAAT - FFREEIC VW2 FTEE

BREMEBLER (H1BER)

EETEHN. EEEIE2 THRAE TS L WEDR
PH%, RATIIESLDL-CIEEET S I EN B,

O, BMEPSA VT —2FK-arty 22T 55
X CBIILTEREHLZ LT 5%,

B, FH IS 5 8I55 AR 13202246 4 H X 0 14
RN S NB Z & &), ZOMEZHB L OWHEFRED
BN SIS Z I NS,

FHiZkF 38z hr vty v

BRI - BRICER LT, LEIG Uy 2 i
W@z ) VI RERT b Binh v vy v
7, HEIREE 2T TR L BE - REESE o BN
BNV BEE 725 &) AN EEPEETH S
S, FH OBHRBRAEE REM & @Efzh v vt
) Y I (BRBIEEMER R E Y v
tT =) R, FoAERE LTERT LI A
2LF L, FH ORI F FO AR E R (B R E)
PR THHDT, T2 TiX 3 20¥WHEET (LDLR.
APOB. PCSK9) B2 X %Wyt /RBTE & s (S
fz) OBECOVWTHMT 5, THAFHATOHESET
O, EHLLPOEMNRFHANTOHESRTHSH, A
7 FH ~NF &R THIIE, 50% OMERTFH FH A
FOESKE 2D WEIC FH A7 oS RTH T,
F1375% DFERTHIE (25% : FH & EHA1K, 50% :
FH A7 0#E&4) 35, FH AT 05445 I o i 35
HICERIICEE O RON 5 2 wERci:, BBk
ZEIRIETL, ORISRV, B 5 WIFETFECTHEOI
FERD e W EOTWEES 2 E 2 DD D b, MR
BRI ERMZH D —FTRALNTWEH, 2L 2
FH R EHEAERTH - THMERE N7 EHE DA
THDT, HEICEZLULEND L,

pl0

FH 12513 5 8B AERS R O ¥ 2 8
FHIZBROLTHOW L EEMEEE BT L. B
ROBIRZEIRAEIC D RA DD 5o BRMIC FH &2k
S NTBNTHF T B IENT T ORIREZE RO FIEI AT
H60~80% FLEE L HE s TWwaY, 51213, FHO
FHIHBZTERED D H10% FE X LDLR & 151 O
TREENTWEY, ftoT, BT EICIoTIRID
59 RS ERSRETE LW OEEILETH S,

4. /MR FH S EEAKDOZ

EEPT

O\2FH OBMIEELHL L, EENDSDBAE
Bl FHAT OEAKTSH 5,
OXEHEEES L BREEIEN 5 1), LDL-C A
DHIAE B B

O FH RRIEETFIC2ONFREMERIRBI N3,

PR FH & ERAHOEIRG:

ANEFH AEHAKRIZER & LCiljsio S FH JE K E
fETERZZITHCTB D, My LDL-C fliZ FH ~T
O THLMBRMORKOR 2 5L 05 2 &2 SEIRM
W SN D, KiBHE LDL-C (&#%H500 mg/dL B\
TH ., 400 mg/dL Y EO##, FH R EHAKRZEED o
TXLMWY K (MHB L OB hE) olliE LDL-C
fER R falil, FIMEEIIRE R % & OBRRIGOMERE.
MRS O MDOMERVNEETH 5, FH R EHEAMEKRTIE
BEIRHI 2 S IEHICE W LDL-C ICIBEZE S b 720, #4
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WIS FE R E 4 RIS B % B # i o
HWHALIZLIZZZ DX o0 T & % bo ik o,
& (Bb) FIFRMtalE, BiowmmiEd FH A% %
RIET BHRTHD, ZNSITHEAH SO LDL-C T
PR X ) S 5o B0 10 H 2L RN H S
72, FHATOESREL ) B2 5 MBIL,. &
RS %,

FH B AHHOE 2R AL

RO & 912, Ko FH A EHEAKIE FH EINEE
¥ (LDLR. PCSK9. APOB) 122D ®OJREHZEIN 2
DDOMIZ TP F 72h > THER I NS, b LLIFLDL-
RAPIZ 2 D DRIFHERD 2 D OBIZTHEIZF 72h5-
THEFRE NS ARH OBWHIIEE, BWEE L % 5.

DAETIE LDLR ZE 5 & PCSKOW e M 2 &
55 TNANT OESEROBEIRGE S HE STV DA
LDLR \Z X MR EHLAARDS L 3EAENT uELAK
WZHARBHET, A5 F ¥ EOSRYFETEA~O KISED F#
72TV O 72 LDLRERD2ODHETH,
FEREME T HIZE R (receptor-defective type) Z5845K4R
75 B (receptor-negative type) & DEEE SNTW 5,
BETERICLDEFRICHT KRR RL 5720,
FH R EHRARPELNDGEIITE LT EETEAR
RMEETHIENEE L, 20 F7uATuEAK
D& . FH R EHERORIMBH P2 H@EIEL D
LYERe. BICT RPN ERROLEND 5% &, KB
DBAZH YA A ¥ FNVERTERIED LR EDRDH S
CLIIEET A, TOLH) R, EZBHOAL LT, /X
ANVIENTEFE OB B RFEIREICL), Y AT
O — VILFESE O BWICEB L 2 b H 5%,

ZHiD EToFEd

FH A EHEEROBIKRBIZIEH 2 EEOMEEH D,
LDL-C fEi %500 mg/dL #iiii T b #fn2E M2 5 FH
REBRGREZH SN E0H 5,

FH & EB#HAMEIE, ADNEWA S BRI - KREIIR
IR (TR 1) 2 EOBIRBEA LR B A SIS T L.
INBTHHERT DI L OHIIEFICTEAROEET
BB, 7o, FHARERAKRTREEEMEI R OIS
ZENRLV ([ 2),

EE#alofEe, BEOEIZHTH 554,
LDL-CEA FH AT BEGHRICL TEEMETH 5 % &
FH S EHEREEDLN D GEI1TE. HARBIRAE LS4
DOHEMPE 7 EEMEIC X HBW. BTG O E A E
Thbo, FH B OMAAI0 R 2 fliik & 4R 0 — ik
HARBRBAL S SR — A _— VB EN72w (https
//www j-athero.org/jp/wp-content/uploads/specialist/
pdf/fh_institution.pdf) o

%B. FH S EEAGERIS/NBEERERHB IS, 8
EHRTH d ) BB Z T o5,

2 i

M E B FH AT SRR AR S v
Yt ARH &2 5Eb b, 72, EalfidsH o5k E
LT, MEMWATO— VR EETHEY NAT
O— VIME, MEI LAY 2 —VASEE & 7 5 N {0
JERESZZ TN (F'3)o FFITY M AT U= VIIET
I L A7Fa— UMEOEEIA K E L, ALY FH &
EREAKERED LDL-C il & ¥ 3 & Ot fifi 2 525
LT ENH LY,

5. /N FH I BT % ShIRIEAL PE5 B o FEAfl

O FH AT OESHEDBRTT ¥ L XARIEE. SREHIREE
L2588 2 HE RBERAE £ THICH VTR
BREETODHFEE LY

@ FH R EEEFDER TIRMGKRENIRB(LRE S FHAIC
ERT 320, BEREICLZTEHRN L LS DOERE
{EERBDOFMPy LETH 5, HFIC. SBRETRIE
T2 WERRA. KBRS - 7 EIRFEE S L UBIER -
IERRBRBOREDFMZ1TO Z & PRSI N B,

O NETIRTERLURBOLEL B0, BEK
* (BEIREBEERE. BN OEBERRE. B
BEMRE) 2P OICREET I,

O LEFICIIBENR CT TREBMAENDI V) —Z27
BTV, KEEREIHERIARO L, BEER 216
795,

FH N7 954

FH N7 2 #AK TE/NB N & B IR B 00 FEhE 41
FEZD s, A VR e CEIIRAEA L 25 AT LI 12
T9 5720, LERICEEICIFHRENZREZIT). @
IR SR TONRER T 5 — 7 OIFEFE, T F L Ak
RO 2 520D % W A i BRI LM o W] fEME % Sk > T
M 21T ) ODEFE L,

FH & €A1
1) M2

NBIITHEPEL 9 ZEBEIIREEBIC X B IRIMAERE L
TlEy FERF O - BIWERLEEE, SR - T
BOBDH 0 VIS L AWHEOHEIZOWTHHZ T 5.
KA EIIRE B (peripheral artery disease : PAD) (2B
L CEATRE O T (RIRPERAT) &2 X A
KOBEEMZT 5o KEWRF - 78 FIRZSRE TIII71ER
ORBYNOFHEMZT 5,
2) BiFpRR

IR B O BT RIZZ LS, PAD TEBIRIN
B OGRS 2 MERE L SRS T TR, s, &

pll
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WEIIR O fliss, BT FRME It (ankle brachial in-
dex : ABI) ME %479 L TORBYIRF Y 1 4
B REIRS - A FARAE PUICEYAR o0 1 A5 4 1 X Bh R
A5t .

3) EtFHRE

SR OIAEZEREZIE CK-MB, b b R= >0 L&
WH5bo
4) WREFHIRE
(G BN B)

EEEMOER - Pl oy FIVaEHWEs & E
H2HEHTH 505 KBRS L22IGERT 2550 5
L DT, Bl $ % RENRECIEE & DA ©KENIRS -
TARTHIE DA O FEANECAT ) o BT S N2 OHIRIMIC
LB LEMBED) 27 ITHEET %,

TR RANEDIR. BRI CSHB)IR O BYIRAEALEE 0 5T
MilCHHT, 79— 27 DDA L IMT OZAL TR
fili Ly #AENRENEDERT 5, FEIRECHEE S MR
A TIXRBIRS - T LIFRAE OB, ORRBERFHII 247 9 o

CT (computed tomography) : /N FH & E #4144
TIEMMAEIRZ IR TH ) GEEIR OGSO TH %o
TR CT IZWIBRED L W20, NEOSE IR
MR- CTHifT3 %,

MRI (magnetic resonance imaging). MRA (MR
angiography) @ KEJIR. KHBYIR. 2B IR DIk 720 %
ORI AFE L % 5 T b, CT % MRI A TILAEW
W& o THEWE 2 LB LT 5720, FHGIWEZ 54wn
IHVICHEEPVLETDH b,

(R B )

BRI D HEST % 58 9 i A5 THLAE NIERE O
2% SIS 2 A%, BEEER A WREZRBR D RS 3. FFIC,
TEENRE BB DN AT, ARk L OEgRER. A
% - REREEZDITI o

6. /N FH D ik

FH &z shhid, TE A2 RMICERHIBORK
24T\, LDL-C i F % & o 72 B IREfbD V) 2 2
ORI B o EIEEE U X BTk
WIBEEIZIE AT ISR TIZI05 2 H 212 3B
hEEET 5, MNEFH AEHSHRE, SRR AT
LEME MR L. EWHHEIC X D et E R, AN
T A I ER I LDL 7 7 2 LY AR BB b,

(1) EEBROGE - 158
[ R

OTZ5-TRHICRE 22D LEFRBICOVWTIES
T35, EMBEERBRBIEZIIMIET 5,

ORFEE  HMENI XX -—BRER. FRIOLE
BERAHA)—-&T3%, TxrIF—tEEEG EF20~

pl2

25%. &AK{EHS50~60% & T %, FAFNESRAESIE T 2
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BUHIBR S LDL-CIKFIZARMTH A Z EHRBINTW
5%, HABIRMALY: 2. BIREBACEREE TR A R
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27 THY, %L O/NRFH AFOHESKTIZT TIZH
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LDL-C 180 mg/dL DL EA ki3 256, BicMb 5
T10M UL ECHEMBEORLEZ ZEBT 2™, %W
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DREED S HY6a%0. BRW G EofERET (Fad)
EHLTWALHITIE, 140 mg/dL A 2 fEFE I HERE§
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IRRT O & LB Ly BFRRRERRSE, 3 48 F—, D TH

pl5



NRFHZHETA FF74 2 WG

T B ABERT ALRAE 72 & O RIE O 58 E R 5
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AR BEB L OZRE#ICOWT S EIHRICEE
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10/ AT DK LT
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B HBTHRIZBWE L1275, FIC FH R EHEAK
DX ICEHICEMERSEA IR VT T A LEND S,

BRI AE R TSR DD VW & TH D, A ¥
F ORI LTHRGT LI EITE I v, EFN
A F T ANAY F IR S A H 5 DT
10/ AT T H IR L5 w e Bibh 525, #HID
HHLDEIME—T FINAFTF DA THDI, TEXFITIL
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fAEHE (OIZEKR) 288593, hETHIIE, &
5(CLDL7 7L RBEERIAT %,

OANGPTLIAEE (IEF U~ 7J) ¥, LDL 2BMEE
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hTHY., BARTFH AEEZEESEDAEEEEE L TXKER
gh, MBICHEWTHERRIEEE B> TV B,

OMVTPREEEE (OIZEFR) &, JHILZRMEIR. ATAEEE
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BPrEECT HBINEANDFERICIIEFEISDETH B,

@701k, K - BEGEOERBEZEINRE
BET3H). QTERDEHERHICEET 3,

W TR L RYRIL ORI

AFF v, TEFITRLY VY, REKRTHEOHRE
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ANZHRT 5 BB E B Z v, LDL 2 ARG %
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T LEREH O, 27 F v HEICX ) P
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3. VYU AV T, =2 aF VB EOEEENE
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FH A EHEAEAHRTH AHLERHIEOREZNETDH
505 HIGHE~NDNMADATIZLDLC DY b a—
WVIEAWHEETH D, BENREEDRIEEE T D 729012
3/NBHIA 558 7% LDL-CAE g2 5 5,

FH S EHAKROEIIL. RO DB & Sk %
HTHHEMFRICE DI ENET L, iHHE EH M
JHIZoWTid, ZO%EB LU UELRIER & & 214
FELTICHPI L, HEEASBICHET 5, FH &
EREREZE I NE, LRWI N type THH- T
b, W RIERLPICEREEA ¥ F >~ 2 BG L. KT
EFICTHET S, A¥ TV THNALHLDIET TN

REFG L L72BAMEMEIIBNT, B 73—
GHITIROLME A X P OFREIAEICD RN LEH
HERTWEY, 2721, 7u7a—1id QT LEDH
VEHD3 5 720, EHIMICOERBRA 2 £ 5 05
W5,

I ¥ J 7 < 713, Angiopoietin-like 3 (ANGPTL3)
W9 A PUASE T, ARIZBWTCH FH & EHAMEICAHE
HUWEETH 5. FH R EHEEMEOESH] 23t & LT Attt
THEBEP T b, LDL-CEAFHOBK T L2Z &,
LDL receptor-negative type @ FH R EHEEMEITH L T
LA TH D EDHE SN TWDY, 4 MAIFRRER
Tk, ¥+ 73 7L HIBFHFRE T O FH R EHEGEK

YF Y DHTHbo SEAVKRDBRCGED TR L, &

WCBWTH E5HIZLDL-C 2 F3943% A S8 5 2 LA

GBI L T HMECHZKT S (F4).
LDL-C DK T Y5 riiid, T ¥F I 7 %6

RENEY, IR ORRE 2T, 202445 1 AICZHAE
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JIHIC LT, R L 2 — b X 5 AT O Y
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(MTP) BH%3 T, FH ks EHAKRD A AN O PIRE
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