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1.

KiEMEE 2 VA5 a2 —)VigE (Familial Hypercholesterolemia, BL'F FH) &, i LDL 2L A5 a—
v (LDL-C) i, Mo BIRse i, B - B ifalliz 3 ¥ E 32 W dEmmikicdy.
EbOTEBIREED ) A 7 5355 < R IBW B 2 EBICARFEAZ ) == 7 (B AT —F-
A==V T) BRUETHL, HELUANILA)

FH ®#Wiid@LDL-C 180 mg/dL LA L. @M - Bz, @ 2 BELINOMED FH 5 5\ idhE
BYUEHIRIEBORKED I B, 220 LOHAZM-TIE LTS, (HEEUANILA)
FHANTOEAKROERICIE. AFF V2B RBIRNE LT 2B LREEEILETH S, (HED
RNIVA, IEFVZAUNXNILI)

FH AT aEAHRoBE#%IZ. MAOY A7 2B Lg 8iiREED A7) —= ¥ 72 2 Wi
T _ETH 5. GEELAXILA)

FH ZEHEASHICH LTIE. LDL 77 = L ¥ AiE#R PCSKORI 38, MTP B2 EE 5, (3
TLA)LA)

SYPRERPE DO TREANT D HEAHRISH LTI, PCSKOMERSP LDL 772 L Y A2 )E T 5, (i
="JLAR)LA)

FH & EHAHS X OSEPHEPuE. AR, kb s XOREA LD FH N7 2 HAHIEHMEA~
W95, (HEEUANILA)

F—U—F A RIEEEIVATO—-)VIME. REESH. NTORSHE. SRS, G,

EEEE. EYEA. LDL7TJI VYR
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1. #im

FiEMEa L A5 a— VIiE (Familial Hypercholes-
terolemia. LAFFH) &, 1) @ LDLI L X5 0—Jb
(LDL-C) IMjE. 2) RIS EIRGEE. 3) M - )%
iz 3 EHE T2 W ROAEETERETH 5, MIZE
D ONDEREERSEBRMERTI VAT O — )VIILE
(Autosomal Recessive Hypercholesterolemia : ARH)
VAMIER S E & b,

FH % T3 E TR 5 LDL-C MIEAFHRE L. #4E
RED SR B IR LRE DR 2 RO 5, FHIZHMTE D
O TRHEMRELD ) X7 3EWIRETH ), RiGHOH
PET30~500% LM TH0~705 D B O ZE, e
HEDOHBIRERERIET 52 LH %", WRHEO
FH ~N7 064K TS IRE BIIE D A 27 H35K1365 5
W EAHE S TWAY 2% B LDL-C MUAE 4 13
WEIRTH B, L7ch > Ty & LDL-C i B E 2 55T
AYrAEICIE FH 2 IC&@EICHE & FHZ I B L oY)
R EAT N, REA ) == (WATF—F -« A7
V==V 7)) BEMT DI ENEFERDOTFRHCO%D 5,

AARANZBWT HAE & FE200~500 121 A& v
FHHEET FH AT B AHREE L. 3005 AL o 3
BV EHEEEINSL, L7zh > T FHIZEHERD Ik
b EKHBT2.0ME ) A7 OEVEGEETH S, L
L. HARIZEIT S FH OB RIS 2 62 fi5 &
Vs, KnZ e TFHEINL 720, FH OB KREON
LI ETH S,

T~ ANOFHEREZZMTLILICL),. ZORE
OFIZFH BEZ WL, FHNHERET L2 LT
Hb. FHEEZ LI T 2 EHEFHE T ARBREDHF G
BARENEEEEBRTH DL 2 LR L. TORED
FWEHEBRICHLEDD 2 AR O NS,

1.1 FH OEREIGF

FZWEEHEIZRHO @ ) TLT L b BIE T2 0ET
Z % WS, @& LDL-C IffEWC A, LDL 2Bk 7% &0
LDL G B D % Ein T ICE BRI N NITHEE P
Wred, BinTZWIEIFHOZHZ I VEELZLDOL
T 5N, B TBMATESEHIIRON TS, T2,
BB OBIETZW R ENTWAEEIX. KiED FH
T HMHFEL b,

FH OJEK & 7% 5 D1k LDL ZFKD 10, 7R Y Kk
F B-100 (77 B-100). Proprotein Convertase Subtilisin/
Kexin type 9 (PCSK9) O#EZT-AR T, Wiy LDL
R BTEELREEH L RTT 5T Th 5,

BRIRFZWr & L7z FH AT 061K 0 6 ~ 8 % T A #
BFOERIHERSN LS Yo FH R EHARIT#
=R LDL 224K, 78 B-100. T 7213 B REAEAH R
D PCSKIDEEZ O DL EFREINS (F1),

p2

1.1.1 LDL 2B

FH®% < (8# L E) 13 LDL Z A KO MIsF24 R
PENTH D, TNFE TITHFTLO00MLL LIcE L 5%
COBEEBEFEREPFHORKNE LTHESRLTWS
(http://www.uclac.uk/fh/) o D 2SENI R - T b 1007 2L
LFOZEEFHRESIN TN,

11.2 7HRYKREHAB-100 (77K B-100)

LDL ZZKICx 32 ) 7Y FTH 57 A B100D#H %
FEARTH FHEPOBKRGE R L. KEEXKT R
A & B B-1001 4F (Familial Defective Apolipoprotein
B-100 : FDB) &IN5, Rk EH AN Tld & E 7225,
i B R T DMK v & PR B 1L LDL = A% 5
WZHRD & ERICBIETDH 5o HARANIBT 251X F
PAR/TAN

1.1.3 Proprotein Convertase Subtilisin/Kexin type
9 (PCSK9)

LDL SR 0 R IZ B 5- L e A4 (Gain-of-
function mutation) & LDL Z &Kz &8 5 720,
% LDL-C IfJE % & 729, PCSKOBERE S 28 ok £
RO EAERF L LDL ZHARE R AR EHEAR &R EX
MAOH WY ML FH OBE%EE O LDLC
MIEZ & 723 L IER 5T, b E TR RERE S T,
LDL-C L& & Ileikny e 72 E32K 25 % —fFAD 1 ~ 2
%. BEIRZW FH O 6% & SHEICHD TW» b, E32K
RN LDL ZHKIC L 5 FH AT 0S5 KICE T 5
& FH A EEAREDOEIRG Z 29 505, FWIHHE
DO FIEVEE LDL Z 5480 FH R EHAMERICHR DL L B
HChsr", FEICVAZR% FH O 6 %2380, VAl
EEMNLDL B RERIZEDET 5 & FH R ERGARSE
BOMRIEEET 2%, BRLEFH A EEAKE KT
HZ LIRS A DD H DS LDL 41k & PCSK9%
B ZNENONBE T IO A TR EFIZIE R
EEARTIEIL L, FTUATFOESKRE 5, PCSK9
BIEFERNFHAZ &L TR EI PIZOVTIEE
M COHK 2 LEEL T 5,

1.1.4 LDL receptor adapter protein 1 (LDLRAP1)

LDL ZHEO Y FH 4 b= A5 L, #5174
B AR VA DR ARVAS Sed Ny PSRN A LR g Py
L A7 a—)VIifE (Autosomal Recessive Hypercholes-
terolemia : ARH) & LCHRIET S, ARH IZE K4 #
JEE & 5 LDL 2 L A5 2 — VIfED & FH s EHE
RGN B H, WBITE LDL-C MAEDFED 6 e v
LEICEED REWIHARETH D,

1.2 FHOBY
FH A7 0 RIS HEE BT S LT 2 VIR A
2, ZOREOHEEHETH H. — 7, HIREA%
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LDLREIEF

f

BEOFREESE
True Homozygotes

LDLREEF

|j g Chr1
PCSK9 BT
LDLRAPTEIEF

T IATOEEHF
Double Heterozygotes

Ak

BEATOESHE

Compound Heterozygotes

LDLRAPJ

|

4— APOB

1 EREREYIC FH R EEAGH 2RI ERFEROEALEDE

W7 LDL ML R A9 5 FH A EESEH10005 A
W1 ARETH S Z A5, Hardy-Weinberg V-1 %
MW, LDL XBENREREHT 5 FH N7 UHEAKROH
I A500AIC 1T A H IR Twb, EFEIHE
Er2MEm oML ) FH A EHAKREEESN D
JEBIAHIM L CTHB Y, Mabuchi 5%, JbEHAICEBIT S
LDL 2 & R22 8, PCSKOBE fg 15 10 42 58 > J AT s 2R
5, FH A EHAKROBE,» OFHE L7z FH AT 04
ROBEIT M A208 AT T ANEPER LD D EHEE & 3
iéhé LERWMELTWS Y B S TIRGER DB
W% F 728 T200~500 NI 1 A& T HDONEYL & 2
5o RIS —FROEHE DML (L 23/ > @ Christian
Lebanese. 7 X 7 ® French Canadian. F§7 7 7
® Afrikaner. 7 ¥ 27 F— V&2 ¥ ¥ A Ashkenazi
Jews) % B\ T200~500A 12 1 ADOEI A& TN T 0BG
RIZFFAET H LM ENT 5, T/, FH IR
Tld 7 VBB E 2 T A LDL-C IE B E DO#185%
DL LT HENDHD

1.3 FH DERFR{
FH . #& LDL-C i, PoetaBiiRacE. B - 5d
w2 3 R E 3 5 F RO AR BN E R ﬁ{%ﬁ“(‘% %o

131 SLDLIOL XFO—JVIME
JELA: S5 R} S g e vA P BB e R ge g TR
JIE MRE (2 B 3~ % A AR ge ] PEAS1996~19974F B 12 F 0 L

=4—LDLR
Chr2 Chr 19
HEiedLHE L X7 0O0—JVME
ARH (autosomal recessive hypercholesterolemia)
100 -
90
80
70 4
° EE#H
°oAFOFH
° R EFH

.y
0 100 200 300 400 500 600 700 800 900 1000
MmERILXFO0—ILE (mg/dL)

2 REMEIALZAFO-IMERZOEEE. AFOE

AF, REEAFEOHZLILZXTO—IVE CCHL 9 IZHE
Bl % 80 L C)

TRAEREICBWT Bujo Hid. HAANFHATFOEG
1R6414 O FK iR HEH Y LDL-C 13248 mg/dL (9314296
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3 FHATOESHKICHE T 3 0BEERBERNL OO 1 1ZER 28 L 2R

Kz e%k)

A\ ~ g ~—

22, BEEbLUREHEEGE
4 FHREEAZKICEDOIhIEHEIE

% HE3ASS. SEXERDLR) CHEEE Ao 7Y
EHELTW5,

FHE#H & ZOREOMIT TC(TCO) MEIE =M %27R L.,
WEH#H13179+26, FH ~ 7 04 1813338+63. FH &
AR TIZT7I3 2122 (FNENFIY£SD (mg/dL)) &
FHANT O #EAHIIIEEEDIZIZ2H,. FHAEEARK
FaAoiz AT, Lo, Ew%E FHATO8S
Ko, FHANTFa#EAKE FH A EEAKOMITF —

p4

3IEBR. REHEE

IN—=Fy TH Y MTEIREAE7Z TR X N 2SR 7 B
ahhsr X2),

F RS F ok EEYEHCK T 5 LDL-C K F &5
O RIEATE AR FH 259 R&ThH 5 7,

1.3.2 REMEEEREE
RSP B IR ¥ T LDL-C Wi THNIX FH %
59 WBEH D Ho #5 LDL-C MIE X B IRBEALIE D H T b
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SREORES ‘

X5 BE®R

B IRTEALE 2 1T X8 5 7280, [EE#HO FH A7
TIEARIL DS H360% i £ & %\ T LDL-C HE &
MR B3 BEE DD B & SN B A, FH AT O #4614
TIE5~10% FETE idhw'™ P, B cld30m b
BRI ORI ZEDS I T~ EDEIA TINS5 2%, T
S0 LI TIIMCTH VS 2 BLEIFRO LN TV DS
(®3)o LAL%As, REIZBW 2TV, 2A¥F V5%
V7R % LDL-C IR T2 1T) 2 & T FHAT
URAROEHREETIEZ BIE S5 T L REm TR
AWEXEL T ENTWRETH S,

133 [ - KEEGE

FH DR S C 2 7 B ARPT RIS M o fo i, R 3%
EDHFETH b0 NT HESKIZIER, FERAKT
EE S ICEEEIEENE RS (R4), HElf, K
TN - RREAE oMM, Tu. B SRR AT
b BIAINL 5T 5o IR @I FH DA CH 32
DL EHL W, FFREMEL, BRRME IR <
HBwds, FHZEITRTEd 5, BHEAHEIEZTFL A
BE L LCHRS 2 0%, BRHCIZ S EET
Hoo L L, mEEALZVEAICS FHZEE LTIt
O\, KB BETHATEFH LB s A
FHD ) H20~30% TR FGEL BD RV, —RRITHEA
BCIZHE@IEIZ S > THEET, e & b ICHGIED
BAREIC 22 DA A A5, W B AT b IR % /R <
SEBI DT B T2 T F L AR 2LEE TldeH) & N 3
Thro LIzd o THOIELK OB, REHER
BT ZMPEEE LS, B FH TET7TFL ABRIC
57 XL RIS OENG 2 T2 DHEEDDH Do

1.3.4 A&

B 57T &9 Al b FH MR TH 2
25, 50REAIN O FH BME BT 2 2 o MBI IL 3 Hk
Y Cho BEMEBEOS ITEARSBESN, B
A2 6 b B 505, S0MAMOBZEICHDONS

l\ ;ﬁt%m5n%¥ﬁ%®%ﬁﬁ

0 5L XSS T A A5 e v o

1.35 FHICH T2 ZDMD) X I7AF

FH AT O A5 EKEZ BT 5 E8HIRE RO EGHI.
JEBNC & o THRIEF ML EBEREICKEREIH L2 &
BHOENTWEDS, LTOHMED L H IThbAEIZBWT
EEREEISEICE LTI A7 AT 052 s T
Wb, Yagi SidekEd 5 o FH A7 2S5 1K1174 O
FHCX D, BERIE & MK HDL-C MUE %2 A = RGN &
LCH LY, ik & 13 U i o FH A7 0
BARDIRHTIC & ) B, SEEIRE RO FKERE, 7 ¥ L A
MR, LDL-C &l {5 HDL-C Ifiiie. & TG Ifiihe,
PRI, EILE 2 Hi U 7z. Hirobe 5 3 FH OBk &
FHEIC BT A8 HDL-C ME D5 48% L ", Yanagi
IR, TR RS ol 5 %Y, Nakamura 51279
IR O EEMEA . Ogura HIEA 5 F Y 2WNIRLTW
% FH AT uHaEREZEICBI 2B 227 & LCEIL
JF5E &K HDL-C e (BXOFalL A5ua— L5 &k
BEOET) ™ 2B L T2, T/, BV IEIEHF
ZePEH S & EENREEADE FH I2BWTE TG IiLiED X
OME HDL-C MUE DS PR L 2o 72 2 E MG I N TH
2%, F7-, #lp (@) MAEA FHEZICHEWTHEH
REEEDY A7 KT THDE W) MEFHNTHR SR
22U RGBS FHO ) 5, FHICE M
LI TEREAETLREAETEIIRERY A7 En
VI HELH 57,

1.4 FH QLIRS

¥ M AT u— VIIE R E RO AR SRS E R L
FHAEIRE X 0 Bz i e (2SI ©L b o R
AFHa—)l (Y PAFO—=)V, HIURATFT—)VE) O
FHTBMHENDS, MEIVATFO—VIZIEFEDI L8
s, WD Eo ER 29 A1 FH R ARH &
SN o JRINEIET1E ATP-binding Cassette
Transporter G5 (ABCG5) & 4\ & ATP-binding Cassette

pd
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Transporter G8 (ABCG8) T& 2™ ¥,

b B fou A (L e R B B Z T N2 R L, TF L
AR ISR SN 2 i, JNReAk T, SIS,
ShEkE, HNE. NERZ EORER. B Xt o
VA )= VOREBMETEN SN b, 27 a-hydroxylase
DRARIC X B IR G E DR RDAIETH 5™,

EAREMITIEAETH 2 BRI EZ R THRA
Pseudohomozygous type 2 hypercholesterolemia 7% %o
MHIZEEHS AR EI L AT a0 — VIIGEIZR 3§ a5
TR L Y S KT 2™ Y,

1.5 FH DEH

FH 135 LDL-C IfiiE, 7 % L R BRI %2 B2 i o (2 i
BLUORBEEICLVZBWT 50 7F L 2RI,
FZIZ TR 227 (R16). BWTICHE) & 31k X i

-

| S+ .

6 FHICROS5N27XL ARIEE

writw, TRV Ao AKEZHNZL, 9 mm ML LT
IEH ) EZWT5 (B7). BE - EOEITF. .
B 722 &M R T 5, 20 FOEMEEA L,
FKANIZH IR R GSIEE#G © Y3 PES5mRE AR T,
L6 ARN) DIIEZ RO L T D%, Rk IE
LSS A A5, IFLWEBH 215 LTl CERE
ThHhbo, F72.FH LW sna. L MmED A7) —
=V (WAFT—FAZ)—=V) ZWEd 5,

FH A+ EHAMIZILE TC 6600 mg/dL B k. /MR
5L N DL HAE L IR R, WEA FH ~7
UHEKRTH L EAET 5. NEHP AL NS H
JEDUFITH D BER 2 IR NCZE T H 2 0D 5,
FHANTO#HAROERER & XHNPHELRLEEL DD,
FH A EHEAROMEEZMICIE, BIEFHITICX 52H
WUETH b, I, BHEFMEe Y »8kIicBIT 2
LDL ZAWEEOIET EHED20%0F) " 12X 22k
WFIFEAEFEI N TR,

1.5.1 FH 22HnAL %

FH O Z Wi ICoOWTERinl o [EIREAbE R ST
Bin 4 K54 22012] CRLELOER—? 235, %
WrA#e 21 12R T,

EEITREEELT, 2O ESOEELRKES
A0 L 2B — I LDL-C 2K T 9 5 fAsZ81F 5
Nb. L7223 T, B OmiligERE %3553 581213,
T XLV ABOMBRRIEROFEZFE T RETHh b,
BEDPEEROLGE, FICHETRETH 5,

1.5.2 77X L X[ XGRS
7 & L AREE O M X IR T ). THE &
JREDQEEL L LI RY Y a=v 7L, DSBS

40 B RAE22mm

29 mBE BEAE19mm

7 FHEZEICHT27XL X XBIERS
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£1 KA (15mEE) FHATOESH2HELE

1%‘LDLCJﬂlﬁ( ..... i;éi%ﬁ%&ﬁ[bﬁ:é“{é”{é'c')mr}'{(j'/EL”Lﬁj;)' .......................................................................
2. BEGE (FE. M. BEX/~3 73 L IBIEE) 5230 EEESHEGE

3. FH %2 WL ERMTBERZBORKE (2 FHELIRA)

@ fFEsEtES B ME Z o L L TRBT S 5,
@ 2IEELIETFH EBMT T B FHAT QEESHEVIEGETFREICL 2B AEE L L,

@ FERGEMEEEECIRBEGEISE LV,

@ 7L AMIBEIF X ARBIT L) 9omm LI EICTRMT %,
@ LDL-C »* 250 mg/dL Kl EDIFE. FH £#58< 58D

@ ¥ TICEMBEPDIHS.

BEOZESHITEL-BEEEZSEICT S,

@ ERMTBEMERIIEM S5 KM, WS BABETEET 5,
@ FH LML 1BE . FIRICOWTHIARNBZ ENPEF L LY,

@ COBMBERREEEHICHETITE S,

%2 FH (RiEME2L X7FO—JVMfE) & FCHL (RiEMEASESEMIE) & DER=

FH A7 OE4 & FCHL

REREET LDL &1k, PCSK9. USF-1. LPL & ENBEME L TEASNT
7R B-100 & EH—FEFEE | VW3, REEEFREE. 2EETESR

SERE 200 ~ 500 A2 1 A #1100 A2 1 A

EE7O7 74 ZlElla, BECHDb ik, AAEHBEBFI aollbOSND 3

DORMEZM) 183

TEXLIARBE. FEHEEE Hl) &L

EEM ARG HY) L

Small dense LDL M7F7E Yo %\

122 VA H P EAN

R AST 20 FYF VY AT LA DOYEOWEH
X120 cm & L. B0 SefFi350 kV. 50 mAs (B 21X,
100 mA X 0.05FF, 50 mA x0.1%) &34, A9 mm
DEZBED ) BT 5. BEWEZ W3R T HE
TH AN, FEREELIN TR,

1.5.3 ERIZHT (FeEM4SAEME)

FH & 0o % Z5 581k, 5 LDL-C ME* £9 5
Fe ek E IR ME OB IRPE. FIRBARRRAC T RE, A 70—
EHREGEHRE, IATF ) - ¥R S, 3R (A7 a4 M
7 &) & VIR T B RKIRMHEA R S IR E (Familial
Combined Hyperlipidemia, UL F FCHL) »°FETH 5,
FCHL (d s fulii %2 &40F L 72\ 2 &, small dense LDL
DFFE. RERNIMD & 4 TORREREE (Da®l, 1
b AL, VB) 2352 &, THTld LDL-C 8 FH 13
EEALRVWZEREPSENL S 5, FCHL & 0l
HER212F LD,

M fulifi 2 49 % FH OFPEEEIZOWTIZ14% 2]

NIk,

1.6 FHICBITSEIREILEREORAIU—2"
J-740-7wv7T
FH 3Bk B % & T a5 M o BRI L 28 % 38
JELR TV L72hSo CTEIIRBEL IR B ORI A 7 1) —
VT BIUOREEE EET A LENH L, HTAH
S, B2 (0EB X OIS (FHER - 88 TH)
IR - EEIIR - KBREDIRFEIS) ) . e 2 0AN T 5. M L.
BGRB9Sk H U, LR, EBRAAGE
(ML vy IV, T)VT X —%—), [T I —HAe,
EHNE F 72 EB AT ON Y v FEE T T 5, Th
5 OMATHBIRE B S b N L a1, EBIIRS A
AL 2IZT 5 720I8ER CT b L <ISEEIIRER
ATV, BRZEFRVEZFET b B, FHIZBWTITA
JRALIRE ZHT 5 EH% L Bk CT FHl B2
EEPLETH S, FH AT 0RO EBNRE ST R
OR L LCiE, BIGTIIRED RN 2 &R, ILiRHZE

p7
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‘FHA?DE@%@%%‘

HEBERE - BERENRE L RFICEERTELSCHAATS
(LDL-C &2 BZME —RFF: 100 mg/dL Kifi. &3 W IZKRBEED 50 %R =K FFH : 70 mg/dL Kii)

22FCBRAMBE* 1 »D/ LRI EFI THEA

1
BRA+5

PCSK9 BEEZ*2 »D/ £ /-1
Lo D/ E1E
Jao7a-—Ji
I

BMRF+7

‘ LDL77z L ¥ X*3 ‘

1 22 FCAMEREDISE. HIOZX2F L OAHPHRSFEREEB L. TE 3R FAMAES THET S
*2 PCSKORREZE#ZMIAT 5 L X ICHEMEICHKTE I ENEE LW
*3 PCSKORAEER T 7L Y AMICRRESNS 0D, 77 LY RRICETEHRT S

8 A (15LUE) FHATFOBEAHEEQIO—F v— b

GEBIIRIE) R OLNLZ LR ENRRITOENL,

FH N7 A RO SHENR O #IRE IR L o 5FA 121
BETOMBEME O E L 312, Bk 2 — 247,
WAENERDNDLGAEIEMR 7 ¥+, CT 7 V¥, i
BHEEDT I Tz WHZED A IO FH 1213 MRI
R CT HHEHEIT o

FH AT O EAROEME TR RERE 2 &b A0
5T D%\, MEERBIIRIE O FEAM L 13 M5B X kg
% CT. JEHKBYIRIE O FF 1213 IE T o — A2 CT
ZHEAT Uy ORI SR & b HiHE L CRBHEZ AT I o

FH N7 AR I EMEIREE (PAD) 2603
BHEDH DD BB TIRIE D% B MR MEAT DA
WZOWTHER L, REEIRR BT EIIROMZ 2179 o
KB R O BIRFEAL DA IZ. ABI ZMET 5. &5
2y BRZEDEEDN A A I RBRO = a—#E (Fv
T5—) RCTT7YF4, MR7 U FH%EH479,

KERFIEZHE (AS) D FPEIE DA IZ LT —
WA Z ATV, DBEIZS U COIED 7 — 7 VA % fif 19
%o KEMRFAOHEAEDHMEL, KERFOHEBKEDK
&L EIEOHA T RKBIRA BT F 721X TAVI %

P

190

p3

2. FHANTafEEHROGE (K8)

2.1 FHASFOESAFICHITS LDL-C EEBIEE
FH AT OHELGKIZZ O TEBIREEDO Y X 7 535
WIRBTHLI e, ZRTPHICHYTEEZ LR
5o L72Dio T, —RFHO FH AT 04K ES O
FEHAEMEIZ100 mg/dL K& TAH5Z ENEFE LV, L2
L7255, FH OZHEICB W CARGHHEM 2 EK T 5
LIRS A DLV FHAERICBWT 24EM 05
HEA 7 F #5125 ) LDL-C #50% VL FART &7
BAICEEIRT I —12 5 % IMT O % i 72 ASAP
WF7e™ oA 5, LDL-C 2V I F)E L 2w

GA IBRAIED50% A0 % HIgd 2 &b &3 5,

ZRFHIO FH AT B EARBEICBOTIZSSITE
JAZ E#Z5NAB72%0, LDL-C & HAEHIZ70 mg/
dL K &3 %,

B, FH #x5 e UCREE T2 17 b 2 WK
REREATD ZERWHMICHFINZVD, 50
EHEEICE L CHELZZ YT Y ADH S DI TIER L,
LDL-C 2"HEHIZFEL TWTH, ARV ISR S 7%
WZ ERRET 5D TIE R\, 72, FH OREEAT
) LIZBOTEHARBRBILEEASHIN TS Y R
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JF v —MIEB) ZAZFHNITHESCTELR N LITHE
T 5,

2.2 FHAFORSHICHEITIREEE

FHIZx LCTHBEFRBERIERTRETHY, 20k
PR EREEICEST S, $hbb, HABREL
FLICEDEI L AT O — VIE RS DS S R
T hHEE LT NSRRI % 7 %k
i, @ N7 v AEPBOBNEZ RS T, @IV ATU—
V200 mg/ HEAF 23889 5,

2.3 FHAFOESHICHEIT 5:EFHEE

FH AT OHEARICBW T, EERED $ 729K~
EHDOTH A2 BRBALEIRE D) 27 258720,
TEEERE % 10D B AT B IR LR D A 7)) —= v 7
PUETH L, M, LEX. EEHEAMOEK, ST a—
WA % 47 - CEIIRMEAL P RO F- &2 47 O
PROGADNEEDN D & EIIZF0BEL TR
THhHEBEFRELIT) o BN EEFEOEEIT DWW
TiX, EEREOHZSET 5,

2.4 FHATFOESHFICHITIEYEE

FH ANF O RBZICB WA, SEihs:,
AN, OREGGR SIS EANONAN AT T R R
HEMERONRWIGEDE . @ EYBRE 2 05
Do MU TIE, AYF UDE-EIRE L 25, FH
AT OEASRBES20% 2 RO ETITbN7: %5
HWERITCTL, A5 F v ORMHAEENREEDIIEFH
BIBEE S5 2R ShTw5*, LDL-C O T%)
BhHEZLE, BIETEVWHOWAA MO Y TR F
WO REHRIE L 2 D,

A FIMUHE L VG L. ZORIEB L ORIME
HofEAZBIE LB bMET 5, A FVITLS
LDL-C O T a5 AR RIS R 2 A% BEH O
BRI DT LD LD THEENLETH b,
A7 F VAR EBREICT LT, DR FF v ohL)ise
OMEE TR BH, B2maE) L. kKHES
THEE HIET Y,

A8 F v B S- CH o RMENE LN WA, (1F
PONREERTEOMHICEY, E5ICKERLDLCO
BTRIEIESN L, BEHEEE LTIE, MRy a L
ATH—=)VFTFTVAR=F—[HERE (Z¥FIT) R
PCSKORH ., HHREAL VY (ALAFFI v
LAFINR), Farsa—ji, 74 75— FR#EH, =
a5 K & B2V S b, ENHANCE #8212
Y0, FHEZHIIBVWTHRYF LI EF I 720
FTAHIEIZEYLDLCOE SR LK TRHENESND
EREINT, F0 ATV (BXUOZEFIY)
TETTIHEELZIT TS FHAT OEAKEZIC
PCSKORHE# TH 5 LK1 7 <7 (RUTHERFORD-2:

Ex*") 72137912 ~7 (ODYSSEY FHI 3 X O FH
TaE™) 20221250, HBHREIZS 5%
% LDL-C L TFRI%E (§960%) = Lp (a) K TRIE %R
W7ze TNSDOPHIRED, AT F I & 5 HAMAEFRIC
AT FH BHOLMEA XY b2 X ) ARIHIHT 5
MIIRZHS N TR, SHBRELNICTHLEND 5,
72 B.PCSKOFHESRIZT 7 2 L ¥ ARRICKE SN A0,
LDL7 7 =Ly AT AHEIE. T7 2L R
253 %,

il (CK LA%2&T) - IR ESoRIEHIC X
DAY F v aF ol HHTAHIENTELVWEET
1E. Rl O NREAK T3 &2 WAl F 223 B T S-9 A AN
Z DOBIRFEAL T BRI AT IIHEL LT W v, DS
ETlx, 7a7a— Vo FH N7 oA ERICBT
LEEREROHERZESEL I LD, BAINE O
POREENTVEY 75, QT R L L ORIMEHIC S
HEHRUETH D,

25 FHASTOESHKCHITSLDL 7 I LUIR

FH AT OHEAEKIZOWTIE, T4E, AFF ¥
F 37, PCSKOMHEH 2 na L A5 a— VK FEDR
2L D, %< DREFIHY LDL-C 45 B H Bl 1235 L,
LDL 77 = L ¥ A D@ IEBIATHRA L TV %25, FEHIIK
Pk CHEDOTEIIREEL AT LA ILEALEET 5
BEIZ RV, 2B, FHATF oA MFIC LTk, TC
PEFBETOREFIRE (KRERLIE 7V 7 I v h5ER
TELIREE) I2BWT400 mg/dL 28 2. 250 mg/dL
UTWETH»59, Elz it g shiiRmZ 25 & 27 8
G BRBGEIS 2SR T W 5,

3. FH FAEEAKDEH X9)

3.1 FHREESHFICHSIFSLDLOVAFO-IL
EERIEE
FH REHGHRICBWTIE, T REWHER 22 LDL-C %
BETFEELZEDINETH Y., BB R EET ET 5.
FH S EHAHRICB VT H HAN 2 LDL-C &8 H AR fE 1
—RF i BE TIX100 mg/dL AKiili. X FPiEE T
70 mg/dL K TH %25, FEREETH L H003% .

3.2 FHREESEHICBIFIDEFTZBE~DNTA
FH N7 oA KRGS & M, FH S EHEAKRES
BT H AL, EERE, A, e e &R
WHENOMNANZEROEARL 2D, REHAEKTIEA
T OEAMBICHEE L CE L BIREEAL O &R W7
O, FRICEBEEE FE - Y A NS EIRE R B
KO BE  (BFICRBIIR A A2, 7 BAkZe) . KBhIRAE
OFFliZFER L. EEIHBS 2 LEEH b,
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FH R E#ESHDE
(LFEPMEICHEKTE &)

v

(LDL-C EIEEZRE —RFBh:

EETENE - BEFEOEE L RFICIEERT 2MAT 3
100 mg/dL KFH =K FBA : 70 mg/dL FKii)

v

FERFE: X4 ?/’&'1_’@79%;
RAMEAE % TiEs

'

I+F 37 - PCSKORREZ -
MTPREEZE - L Y>> - 7JO7a—-L

4

] REDE X b A
LDL7 7L ADEA

X9 EA (15mLlE) FH R EESHFEBEEN7O—F v — b

3.3 FH REESHKICHITI2EYEE

FH A EHEAKTIZ LRROETTEEADOMAD A TIZ
Y bE=IVIEARTEETH D EEIRE B OSSR T
B D 72 DI IEFSE M A 550 )1 7% LDL-C K FiR#E % 29
% Ll A% F Rimlag LY . PCSKOR S

FIIVI N 2O EELEMAKTE A LDL RO FH
(@i)ﬁﬁT%%KbJDL ZERIEVEDS DT -
TWw5 defective type “C&i’l &u\&ﬁf% SRR HRD D
25, LDL Z B MARIGMEA 5412 KB L T W % negative
tmefiuncﬁTw%% BTN ok
BLE B X OBERBFN 2BLE A 5. PCSKORLE S 2 $¢ 5-
#% LDL-C 2METF L 2 WA I IE T RETH S, L
L. BAMEDOMIETIED 50 FH S EHESKROLT
BOWPICAY T VEDEAEGPHER TH o729
Wiidd s "™, FHAERAGREEEZ IS E LTHES
1L 72 microsomal triglyceride transfer protein (MTP)
FHE#1E, LDL-C #5028 F &85 2 LM ST
w5, HA® FH R EHAKRESL 2R E LR
Fibh™, FRshTwd, LaLadS, MTPHE
AT HE TRV THORIER 2SO b b 720
BHPOIFER TV 32— )V OER R % Bk 12 ﬁﬁﬁég
EHRHETH D, T a— )i, FH REEAAKICH
LTH—EDLDLCIEKTRESEH D, KF - 7F LA
BEOHBIFEOHNRLHLLRD DL EOHRELH L,
FNTH LB, LDLCOI Y ba—)ui2iz 1 ~ 2:8[-Ic
1BOLDL 77 = L ¥ A BB LE LA #%w L
TR TOEFICEIIMED L IR E RT3
WEhi % ZBT %,

pl0

34 LDL77xULvR

341 LDL77 1Ll XDEIS

FH ke, BEAEOEYEE: T3 LDLC % 14
WIKT S LIIRHEETH Y. S L 0 5 EE =
JAW72LDL 7 7 = L ¥ ZREFEOFE DI LE T H % BlH
%\, LDL 77 =L ¥ Al HYMEBIEEE % W CIiLiE
o LDL #5508, BRETLLDTHY) ., FH FEHESHE
OMF D LDL #3522 HE LTI IN,

342 LDL7 71l RD%E
INBIZBWTHLDL 7 7 = L ¥ AHEBITLEICEE
TMHETH ). BERKBITHEN W b, FEHAE
DFFNRWHT TR KBIRF A~ F LAk, &
B IR &5 0 B IR B AL 955 25 0 S JE K R B % D 3 05 B
2 g7 LDLC 2T X€ 272 c4 <. fil
BHKNT (ICAM-1. ELAM-17% &) OZBIH,. 7 4
TN I BEIRT-OMT % 212 & 5 AT o 9,
7 7Ly A%BOLDL AL Enic{ w2 &, LDL®
T YA ThET D k&k% L CHUBIIRREAL VE
AETHIENHEINTVD

3.43 LDL 77zl ¥ RBEOEKELR

ILDL 7 7 = L ¥ Z AW BEEERIE. IRz
BOMBIH O 720 IIERIFIUERWIZERWEEZ S
NP, BWALDL 7 7L Y AL TS &
‘K&éifimﬁi@%fﬁéoﬂ%%&é%%%@
REHIE, Xy R ETEUR LAYMEBRIEITHTTRE L 20 5 4
~GRITANS LR DA, ISEEICHE L 2Bl oHE D
55", ARPICT TICEBIRAERESEE, KBk
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ez F LA 2 T P S AATE L. 10R DAL A
L72BICRPHEPEVEHRESRTEY ™, TEZMY
FHICHERE BT 2 2 Lo 5 s Y Ak
HMIEBRRRE O D 7o W LA ZS M % AT 5 5 A, BEFEOD
LDL Wi 8 % H v CHRAMEB AR 2 IR X2 Lh%
L CHiATS %0

344 IDL77z LY ZAOMPNEBENDZTE 7
Zy RKT77€X

LDL 7 7 = L ¥ Z DIl L& 3 iEHERT 0 LDL-C &,
BEoMSEE (REICHA) ICXYRET S, @ 3~
6 LOIMAEZMB$ 222125, LDL-C 260~80%fK
T45ZENTE S, LDL-C IZIEHEMATHRAER I LA
L. RloOE#EEE LA TS, LDL7 7L ¥ A
DOHFR R, FERFE S FHMlE (CAVG) [T 5 &
EZLNTED,

CAVG=Cmin+0.73 (Cmax-Cmin) TH#ETX 5L &
NTW5b, BEICZBWTIZ, 20 LDLC O FHE
FERT S5 L9010, MR, JHHEEE, O HISRA
BERET Do

IDL7 72V YADT 5y K772, Nk L
MR 235 2 &%\, BALIZBIT 5 ILEEN
EAEZ D M 1350~150 mL/ S AEETH B 7280,
X VM EER LTINS 2 WHIIZRS5 NS, FH
3. BAEBELELZVAT Iy MSEHTH S
EHENS, TV v MHEIRER T, EESLET
H5bo

345 LDL7 7L Y ADAE
3451 HiMmAEscHE (Plasma Exchange)

19754E, Thompson SI2 & o TIFTbN IR DT 7 =
LY AETHAH, FHEBEIIBWTIL AT VO
T BRI ZE DU A D BRI OB, ¥ R O
BE Vo ZBREEROFH A ES#E s he™, Ly
L. AEFHCOMmMEZBREL, e b7 V73 KL
BT LI aLAFu— LR T2IKLHET
HbH1, REFOTY . ARICLERYE D IEE
Wk ENns, Z0720BETIE. FHOBRFEE L
TR EEEERDI0 R O/NBIZ DA, ARIMEER LK
BEZ2HOTHWTHWSRTWS,

3452 ZHEF)EMTE (Double Filtration)

HI EHSICE ) bDETT TICHEIN TV 4L
BFOERL L ZOOWEBEEZ Fv, — KB X D ek & i
Bea ik, RIS X ) MRS oRhTH R TOKRE &
LDL & VLDL K3 5 HiETH 5o HAMAER %
2kt L. HDL @A%< VLDL. LDL A%%#R 1
BrEsnb, 222L7 V73 (10%) R7a71) > (30
~60%) b KB THREINL L, ZXRBEOHEFY
EENICLBBEE LA O, ML EIZRAE2H 5
ZEREDREERT B

3453 LDL WAk (Liposorber System)

LDL 37 F A b T VBB ISR ST 2 3H%E%2 D
B ENIZDON LDL WA ETH b MLl 2 MERA
& MBER S L7z, BB LT3 AT
VAV FELTEILEE —XICHEZE L@ L.,
TIAMELZTRBEEL Y AREH (VLDL., LDL,
Lipoprotein (a)) ZHFRIICHREET 2 HETHL ™,
#ZE (150 mL) % 524 (LAIS) 2K %\, s S
72 LDL % & NaCl (5%) Ik o T, %
HIZHWSHENRE SN TW5S, LDL W H 7 211
iR & RO - O MEEF R Z L L TT IV F = 028
FRY B, TUFFTF Y oEHEEE (ACE) [HE
HEDHHIEITF 74 7F vy —EREFIZRI TN
HHIOERTH S,

346 LDL771ILIXDEIEA. &S
FRMEBR I ORI L B MER T 2B 5 2 &8
%\ FRICKEIR IR B R T BRI B 2 A5 5 BB I
T 5 EER I OOEZESLETH 5, SRZHEE N
LLVEITEHTH 575, A ONIRIZE Y BIET 5,
EIRM LDL WAL, Z oMM EIC T LDL o
7 HE B100& 454 LC LDL 2 W& RET 55, —H Tl
MEEE R Z AL L CT IV F = VA EN S,
TI3TVF=VoRHEHEL, EELRY 3 v ZIERE Y]
ST HEEMEA D 5 ACE HEROIHIZIRZTH 5,

3.5 FHREERSHDIEEHRFHRE

FH R EEAHITIREER S REBICRESI N T S,
RE ML LDL AR B b B A5 F O s AT
%\ Id LDL ARG E S TREERZ RS T S b
fEFEFNIMZ Ty IZIFHEFEFE LTERALRFTI LV AT
O —VIIIE. & 5\ I3/NEII L D o g & i O£ 5=
RGPS 2 BEDVREON G & % 5o T8 HEH
2o, EEGBAERERY > ¥ —Dh—A~_—
IR hTwa,
http://www.mhlw.go.jp/stf/seisakunitsuite/bunya/
0000084783.html

B, FHRERLMVEDLEIIRS ) O TI)
o Tk,

4, /NEo FH

FH N7 of&HE, AEINSEEIRE - % & 0Bk
WALIED TRRINCE L 2 5 2 &3 L LRDS,
Bogalusa Heart Study W% Pathological Determinants
of Atherosclerosis in Youth (PDAY)™ 7 & d#IiT
6 b, FH AR TIE/AEN 2 S 3 TICE IR L D%
BN THwD 2 B SN TBY., AELLOR
W L BRI L PRI TEETH L EEZ LD,

pll
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£3 /MR FH ORBMEE

1. & LDL-C M : FKRAEEFD LDL-C = 140 mg/dL (¥ L X 70O —JLfE= 220 mg/dL D

B413 LDL-C #BIET )

2. FH 2 W I BERMTHREBORERE (2 HELIADME)

@ EMEERFELRN L. 2IRENE TR L BI5E FH EBHTT 5,

@ B RHEAICIE LDL-C DEENF H B 128 FBRVEBBENIDETH B,

@ NEDZE. BEGEL EQMKERICZL VWD BEICIERED FH DWW TEH
TEIENEERETHD, BDEICISCL T 2BREFLBARIEREDHERBSEICT 3,

@ ERMTEIMRZ B ILF M 55 WA, LIESERMETEET %,

@ EEBENHBI5E. FEEEHR (LDL-C KIHFRICSE) HEEDN B,

@ COBMBEEEREEEHRICHETIIE S,

4.1 IR FH D2l

20124E, HABRMALF 5 T/NE FH AT 0 &Ko
B A X 72", Sl /N FH 02 ki (3
3) LEAWIZIIINEFUTH S, 72720, AHEHEIC
YY) FHATOHEEAEKROAL ST, FH S EHAKRLZ
WiT& %720, FH OZWiFEHE L BIE S Nz,

FH ¥ hkETEz2 2T 52 8, T80
FH AT OEAERTI, @F., H0ER A5 Z &0
HATRPBN W2 e 5, BWHICE L CTRIEED R
ENTwb, 7hbE, WHOWTNLNFH TH5H S
LW L, EETH S, & LDLC IME (140 mg/dL
Pb) 28I L0 NETIE. TC THRASINL S
bz, 958—t vy L VEY Th 2 TC=220
mg/dL 29Nz 5N TWw5b, & TC IED A, 22IER
R IM % 47 V>, Friedewald 3.7 & LDL-C 2K 5, &
LDL-C I fiE o Je e 43 W95/ s — & > 7 4 VE™ %
HwTtwis,

42 INEFHODRAOZU—=2JICDNT

FTRTONMNRIIBWT, 10 T TIZ 1 EIRmFIRYE %
W LT, IEREEOFHMOFFME T, LEE
Lw”y KAAL FIA4 v 2/MRBEICORESELZ L
TFH OB OEMASNETE %,

AR FN GBS S OB ENZA ) —= v Tk
L Cix, FH & #ZWr S 80 - BZEORIERIT 25
FHRER-BEEZERL TS HEDATr—F- A7) —
=y BRVWEEDbLNL, B FHAZ ) —=2
R 2R3 L7 < & b FH & W S 8 I RIRIGHT
AT 22 R BAIEIC FH O W A 121 -
TH5ETTH b

B, AR FH AT a8 A4/ R PR 59 o X
SR TH ) EHRERSZT 5N 5,

4.3 INEOENREELDZER
/NEFH AT 0BG ROBIREL ORI, IR IR

pl2

GlEEHWL I EEIEARET L, EHkoa—I12k 5
IMT DM EE. BIIREAL O HEAT O SRl R B R DR S %
HETH720DRWIREE 2 b, LEIGLET, FFLw
MAEZIT) o

4.4 INBFHAFOESEOEBEL

441 HFZFEOHE - 5E

FH L ZRraniiE, TEALAZTRCESFEZ 507
AEFHEZREL, Todsg2Ed 5, 2hid. FH
REHEAEROANTOHASEKRLFAETH L, LA, &l
BIESYESIN TS, LDL-C © HEfE TOETIEZ <
DYFEHE LV ZOWE, BUFEEEZBINT 55, &5
WCEFEFTIZLDL 7 72 LY A2 EET 5, 720
NS DOFEFREBLGSE D AEFHEIC OV TOREZ kT
5o
4411 FEHHE

1 HOER T AV F—1%, M0 T2 S & ER, &K
BICIS Uzl m™ r 32, R, REOWNZ %
AN EHE, EEEZ R, L v,

KNG U ANZOWTIE, DARICBW T RADIRY
B L AR BRI RV F — ]20~25%. HAALY
IR F—H50~60% & T 5, 72, BIARIDIRIZT *
VE=TT%RIE L. T v 2RI OEIULH S
3, T L A7 —)3200 mg/ HIZHIRY 5,

INB TS 2 WD L WO BETH S, I
AE BORCKILIZ X ) FRIHERGE 2% WEITIZH 5 DT,
PR & AL OBBBINEIEZ 5. $hbb, HAR
ZHLE LT, HFEBR L, B RS (B, f,
R aNT ALK EBNT 2L 28T 5, A
HEIGBREIC D EET 5,

4412 NEGHR R

FHIZBWCHHIEAREZ MR T2 EPEETH
%o M. RPN EE SR NEICBWTH AP
FERELRT L, TFA KA b A VWS %2 R
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T2, NEOMSORE. W, ERR. FENO
BEAEARTE L S 2 MR ARV B G,
L £20%. HRIE £ 15% LN IE AR E 2 5%
T/, FETYIRMEME (W EBIEE) 80 cm Lk
IR A o W RS W

i O¥E, BRI AVF—SLERL L THLE0
T WEEEICE T, BEENE S L, AW
(FAVRED 12 BT 5o ANRINCIZ B ERIINSS 5 0T,
ORI XM LT Vo 72750, MBI KRZ BT
PO O 2o R 2 LI CIEIT AL ¥ — % IR
B EH B D,

4413 SEBhHEEE

FH A EHAKEIRRL ®IEAT O HAHRATIE, O
AL WA & B KBIIRFIRA R T LA O FFAli, B
IREEBD R 2 ) — = 7 F 7213 2 4T 5 Th O 3l
B2 5, SEEIIC X 2 LDL-C & FAIRIE 4 7 v as,
MEiFR (S, 4 >R VIEEHOWHLR LD 7z
5EN Do BRI IR EBE W 22 NI IR T4
RS 5,

—HEICHATIE, DLEDWVWEE LS LANVOEREE
HWEA 1 H305 by CERIZEHTY L LTWwa, /b
WBHRRETREY, EHOMEIRM bRV, TEL7
FEACHREABAT LT 2, BLLRkETE2 2L
BEEE 4%, BEREOT L CHEER Y — 2815 EE
T3, B, OEEICHEIE LTV BT, ERC
B A RET S,

FEHERBUTBYE L WS &R RUKT 2, $72. 2B
B LA S F IR P O 28 & B ETH B

442 FEYEE

/NI A & & LDL-C IfiE 2SBy IR BEAL O a7 L7z ) R
7 THY. L O/NEFH AT OEAK TS TloskE
B ED IMT IEAHETLTWD I eSS TS Y,
T HNDOLL DA T4 128 WT, RO
FAXY MNPz BRE LT, DNRBEDQ S OBREOERE
PEAFRI S T2 ) JNE FH AT oA RICB W
T, BRFEREFFRELEOEEEHEOLETD
LDL-C #°180 mg/dL P\ F#k#e 3 2% 4. BICBEbH S
F10 L L CTHYF L OMGEZ EET 5. NEFH AT
OHEERITN LB 2179 LTk, B OMRH
E bl R, REEB L OMREZRIR O BRI L,
EEOLEZ T ICHBH L T2 55 2 EREET
5o 108K TH LDL-C #3200 mg/dL Ph_b o Eifilins
L CwaEa, SEMEKEEMHKT 5. LDL-C OF X,
WS, RIEBEREEZWEL T, YR 2EET D,
HEIRIRIIA Y F U THY . i/ NHEISHIEBT 5.
bAEIICBWTIE, ¥ ¥ 25 F v 2320154 6 A H
510 EO/NRICH L CHEIS IR > TWbde AFF ¥
DO/NRFERIZOVWTHEEORRE RS L, oAy F
INT MNWINAREF U TIGNAIF U TIVNAYF

T ANA L F A2V TIEKREL BRI T/RE~O@EISA
HRBBEATH 5o MIGERILZ < I1Z10HD 5 TH 505
KETRTINAYF VI8N S, WRINTIEE AN 2
FF U6 E. ZMTIET MVNATF V36 K
5. ZTORHHIKRIN TV S,

A5 F VHMTTHREOELNLEVEAEIZIE. O
ZORF AR, QXYM HRRAYF VBANET -
B, QAFF VIMOREKTEZ ., 2EET %,
B E U CORNEEI SR S S Cwboid, ©
EBFITRVLIYY A FUoscibg . oL AF53I v
RIALAFINFN) Thb, TEFITIKRE. FKINTIO
L EO/NRITH UCHEIR A D 505, A E TR
BT RV, LY Vid, RETHEZICHEILVATE—
MGEDHE—RIRIE STV R, S, HATH/NE
D 1IN L KNTELH, B IE I,
HEDRWEH L% L. BINTIZ/NE~NOBEIG X2 L. B
MREEALRE D TR RICOWTH, ZEF U R Z L,
ERRPMRAEEE Y I Y OWINEZHEST 20T, BNt
=k, BIFOHEILETH S,

443 LDL-CDEHEBEZEELRAERZDIAO0—-T Y
-

/N FH 0% P HEEIZ, LDL-C 140 mg/dL & ¥ 5,
B EEIREE B ORIEEN D 556, BRIK %2 A0
LCTWAHEITIE, 140 mg/dL Kiil 2 MEF MR 5, &
SEBCUE HAEDER A L\ s, 355 o ff e ¢ HAZIC
TEXLZTEDTHELITT D, B, HUPREMIERE
b, BREGOLAGEEEIZOWTRET %,

NIRRT 5 A8 F v oRaettds L OIRMER. EA
DIDELEFEBETHBLEEINT VDS, AT F Y D/INEAD
RN ED2 B L. AST. ALT % E ke,
CK. IMiEMREME. MRS OEIREZ T L A,
BIIG 1 AT = v 7§ 5o SEHIBIAT Ol & e L,
FPRSREREE, I A3 F —. FiCldd % 2SR BUFE 72
EORWEROFIEICHET 5. LDL-C DL TR RIVERH %2
EOWRRNT, LETHOHNETEADBEBLIOHREEZIT) .
BIfEH & 7% < LDL-C 7 E23%5E L T W IEZ D #1348
W3 ~4NBE7+a—LTWwL, WEB LU XM
WCOWTHE= Y —FHUEND L, T, MBEER
HbAlc 2PV CTh 74 0—7 v FHEF L v,

5. MEMRWTREZ LV FH BH

GBI O RIESEARTH 205, SPdE HvC,
LDL-C % & F X2 %3527, ot DML
Rl IRE R FE R OB MRIC T 9L b L, BME
1) 27 OFRE R 4 ORI 2R L, EYiEom
i, EPOMR &L EOTHRITIRETH S,
R B A ERAE L Y~ DA o WP 3 0h
WA EDORIE) A7 PBEIND-OMEIT LR BN

pl3
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& T® 5, National Institute for Health and Clinical Ex-
cellence 12 L AUE, FEWIEHBE R ICILIRASHIE L 7235612
727251k A RETH Y HEYHE D TR T
RO D 2851213, 3 M oOEY S % dik LT
LITRZRADRE L ENTW5,

RZEHLT 5 FH A EHAMIEFICOWTE, 20
IR OMRFES X O EELC A 2 C. Bk B KB R
kR - R ERBIEDORUE A —= v 7L, BEIC
J5 U CHE 2B 2479 Y Ry F U IEREDD
CENEWERTRINTEY) ., ¢ MoERT OS2
B 2 RS L Y v DA O BB T 3 o 24tk 1 Al
Y LTwWhRWD, AT AR SEHREFREMDT,
IRETI A7 < &b 3 AT B L OHEZOZILN
WAZIHA RS L Y~ DA O IR E S N3 o IR %2 H k¢
HEIHVHHT LR L, WIRATO A 7 ) ¥ THRBLET
H5bo

FH R EHEAGREE ORI O W TIZFHEIZIT S 2
EDVEETH ), RO LT a—, LEX. EEHE
OB, SEERT 2 —502 X ) BIREELED A 27 ) —
= 7 EAT, BIIREELIE ORE 2 R 5, IR
D 3 A HBNIZIEH S L Y~ DAL ORI T3
k¥ %, FH BHIZB W T EEES I LDL-C B X O TG
MESICEATHZZEASNTEY ., FFICHYR24E DL
%13 LDL-C T#H130%. TG T#100% D LA BH S5
2%, FH BH AR B CILR g E fe, /A%
BedSToHE L. MR e Do 5 2 & ™ #ERdIC B
it % FH A THAKRO FE IR IE, W ERIC TR
TETFTAHZE, S5 LDL7 72 LY ABEIZLD,
MFEESET 5 Mo Tns ™, IFERIL B
BRI OIS RICKRE A P LA D 57280, iR
HOLDL 77 =LY ZAORATAEE L, fERPIZDH
LDL 77 = L ¥ ARHIT L AATH) T e ATE, M
BT 5 2B OMEN D 2™ ™ ™ s b et
BEAE LY Y DA ORREIR 33k L. E 87 LDL
77 by ARG L CLDL-C Z@bicay ba—
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