g4 =

xiEES AL A7O0—J)VIfE

BQ27 bHPEICHVLTRERSILATO—INE (FH) OBREIZEDEED?

BT, —fRAOD300AIC 1 ATRE. BHRERDIOAIC T ARE. BEREREHIREEPEES LDL
JLATFO—=JLIFEDIBAIC 1T ATRERDHEND,

(ZEFVALANI I E-2)

ek, FHOAREIZS00AIZ 1T A E STV zas,
AR, BERTAFZERe 2R — MRS, ZN LD I
LNCEEETH S &3 HHEDECK D S MKW
RBRINTWD, bAED S H, Mabuchi 5 25dbkE
BT B0 FEFBEZHET L. 208121 A
EHEESNDLZEEHELTWAY,

WITHEIIREINIVATYT A v 7 - LE2—/
AZT (HRANEET2v) Tk, —BAOD250
M2 1 NOHEIE Ll SN2, £z, Z0HICHE
RENLVATFIT A2 - LE2—/ X5 (H
RANEEL) Tld, —BAOD3IBAY, 311AIC1
AD OHFEELIRE SN T VWS, 250121 A& HE L
72 X ZIENTIE, VWib W A AIGERIE (founder-effect)
Ik B TR E OGO H 5 CHkD O 72 1H
M THolzolZx LT 313A,. 311AIZ 1T A& #Hiis

L72BBE2HMIZOL ) LRI LD OT
Holze ML o TIIRIBERIRIC X D HE O
MOFEBIGERET S EE SN 5720, Mabuchi 5
DOEVBENCBIT B2 HEEHZ 00, H300AIZ1 A
CEERDBONRMEEZ OND, T72. EEIIRGEE
BEITBOTIZI0OAIS T AFEE, FRME B IRE
R FHE R LDL-C MLE (A 4 f#AT T12190 mg/dL L L
LEH) ICBVTIRIBAIC L AREEE 25757,
LB, ERExYrhoBRAD T — 5 Hudd e <
—ERHIIRIC B BB NTHEO R MV A v &
R EOERI X 2 HEOMED HE SN BN
HKMNEHCORELRMEEZRTZET Y A E VD
Zv LD X FEATIZL DR EHARANIBVTDH
BWHLTREWEEDNS,

REESIALATO-IMESEDTFE - F/=2EHEICIEDELSBEDH

BQ28 TEEA

o TERAES | # v ALLid3E FH & H# L 10~201%
o RIEPMIER © 7 v ALLISIEFH SHEE L b ~10£%

® [ZFrrh  ETRETR L

(TEFALANI : E-1a%)
(TEF>VALANIL : E-1a)
(TEF>VALANIL : E-1a)

o RFRAREIE | BFMRREIIREINTOWERWD. G D FH DEFARED H S

(TEFVALANI I E-3)

o [BENRBE | HEMNBREEIIRENTORWD, BHT 2 FH DEMREDHD

(TEF>VALANI L E-3)

¥ IIR— MARDOX Y 7 F UV RFFELRBVD, BHOIR— MIRSFEUE—DRBRIEOSNTVBIENS Ela & UT,

FH 8% O 4 S B IREEALSE O T E 72 5 5 0HE
ELTROEELDORIEHRELETH 5, W
HRA NN R THRASBY IR B SHBIRAEALAE 12D W

THIEFH & L L CTHEICARENEH W L Ot
(YAFT 4 v 7 L 2—/ XY 238 567,
— ) CTHZERICE L Cid. ZoBIdHfECTRVwE
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THEEDVL V. KREMREE - FBUE (KBRS,
KEYRTARAERE, I LARZE 2 &) ICBL T, 9%
M ZOBEEZ R L3RS vwd, Zhbae s
PEL T\ % FH OERMEIIHEED %,

FHOAEGTFHRICETALERCTRVATFIT 4 v
7 - LY 2—I3H 4 TH 5 A, Mabuchi 51, Hs
ENZBUF B R 5 F v B O & B RIS
B 5 FH AT uEEGE R FH A 2B GHRO T

I LR R RE L T b, oI
IzE, 25 FUEEHIE. FHANTFOESEROR
HD73%. LHED64%HNBIETH 722 & FHA
FOEARORTERT. A5 F 2 BERNEFES63
WCTHoIZDNAY F BB HITILTOR T TIEREL
7228, FFHAREHEAGRIIBWTHRYF V&
W3 FH281% T B - 72 ST AR R AYE 5 213597 T
TEEL/AZZE, PIRENTWVS,

FQ25 FHAFOEAHOEMARICEVTAZF L EE—BRICERTESH?

FHAT OESHDBRERICIE. AT EEBEREETHBIRBIEETEZHET S,

(ZEFVALANIL: 3, #REBLAI D A)

FH ANFO#EAERICBIT 5 X% F > LDLC KT
MREMGEL 725 v & AL EHGRERIZ13302
HO. HBET T RAHABIE oM (KA FH AT
AR 2 3010, NE~FEY FH AT 0
SRR 6 312D, FH A7 034K % FH R B854
R DLED e VIEN FH A4 13HY) fF7EL. K
NBI - ANJEBI & AR - VR L T,
¥/, FHAREHAGKRTRI Yy 2L EE5HR 7 0
AF —N—RBR 1 S I TEHMEAR SR TV
%o DHEDHHBA. DNEFIE BITA YT NIk
12X % IDLCAKTRIR AR Lz@EsRES N TS
D020 ZAUIHET B OB RBR O MR & —F$
b

BIRBEALIE D FRiRh R A MG L2 v ¥ 2L &
HILBGABIIEA B2, NEH Z2hEh 1 #d
DREINTEY., BWABITIEBER ¥ 5V iHHE
(7 P IVNAZF ¥ 80 mg, AFKHHED 2 1%5) &%
MEHERREE R & F ViR (Y VY NA Y F 7 40 mg, &
FAGERRED 2 f5) LT, /NEBICI IR E
Ay FGE (FFNAEYF ¥ 20-40 mg. AFBTIE
KRR 20 mg T/ANEEIG R L) 257 T RIS L
T, ZNZNIMT UED#E R %2 A ICHH L Tw
b0 LT, MEFOHEOT TR TIE, LD E
W A5 F 0 2RI L7213 ) 23 IMT ILE O R
PHENBZEDRENTVED,, 72, 505
MOD2, MTHIOBEMNEL Y. A5 F U ERDEE)
MR BIERIML TR 2 THRE T EHEL TV D L
OED D B, EHIEIC X 2 BIRTEAL O i
PREOFIEF B OFHEMRILI T3 2 3E 2 v d

OO0, FFHIZBILEELRIE T VAELHTE X
BE, BIETIIR Y F Vo5 b HESE S B 3YA
WEEZ LN,

FH 2% 4& L7722 % F > LMo JREKRTHTD
LDL-C T % Heigchsesy L 7= R ZE & L Cid,
Baf oF o 2ciulitig (LY V) THHIALVAFIFIV
I L2 4 MBER SN TV D (TRTHA
W TINAYF AL FH AT 0 HEAERR
A28 FHMREMR2H), 7I/NAFF ¥ 40 mg N
AL aL 2573 4g (BLABALRAFR-
V5g) WIRBEZ L L 2850 Tk, WiEe b
N—=AF4 VLA EEY b > TILDLCAME T L7z
B TINAYFUVHNRBETIZTIVAF T I VHEL
WL THE#:EZ D> TLDLC MRETH 5 720 —
F. FTINATF L 40mg b aLXAF53I 0 16-24
g (REAKFEHENL.5-2f%) LD EIT - 728
OB CIIMBEL DAEEE D> TR—AT S ¥
PSR IDLCIZMETLTWA L on, WMEEMICHE
HERORPo T2 TS OBEIZI990ER WD
TINAYF 2 ERVIZREBTH ). Lo
AT TIEIDECRERTRIRERAD L Z &
5, AVAFIIVINIBERRGHIFTE B,
B, AyFresusa—), MNEalL xru—
VbF v AR=F—fEHE (Z€F 3 7). PCSKI
(Proprotein Convertase Subtilisin/Kexin type 9) FH
EE L OEBERBRABIIFAEL LV OO, T¥F
I 7L PCSK9 FHESHICH L TIEAY F o~ L5
RS SN TnwB%2),



FQ2p FHAEREHSE SURMMARMEOBENT ORAKHLTIA. LDL7

JIVIARREHRETEIN?

FH R EREA kS KOSWRHEREOERAT EAHICH L TIE. LDL 77 T LY RAEERHTL
TLDL AL ATA—ILERKRICOY NO—IL T3 A HET B,

(TEFVALANIL: 3, HIELAIL :A)

2019 ESC/EAS Guidelines for the Management of
Dyslipidaemias: Lipid Modification to Reduce Cardio-
vascular Risk3? 12T, TEF 2 LR )VEOTEIE
ZWHoo, IDL7 7 = L ¥ A1k FH A EHELHERD
HHREE LTHERIhTW 5,

16 FEICHMEENTZTATFIYT 4 v 27 - L
Y2 =30 Tt BEl38Mdm L (FEH Ml ikl 8
. BISHEIH,. LE2—/HA K54 V178, &
FEBAN A 2 ) 2T ST %, RCTIZE TN
TS, IDLCALFRIARS Lp(a) RFRIR, L
M A R MR R EiCowT, BRI A Y v
FAVRENT WS, £ETFHBIE, 7721
AEHENDT XA FEY T 4 — (AFOHE) #7

7R A, EIG. HE TA N ERRE L7201,
DAEEOPRIN b5 il b S HRLELEZ O
05 BEOHRNHAWAHEITFAET L2500,
2B X BRI TN T 7 2 A LT HAIZ
BwTid, EWHEFETTHERIE SN % FH
BHEIZIDL 7 72 LY AR ENB L E 2 B,

/NE D FH R BHARIZO W TIRT6H O FE B HE
(209%) ZE LDV ATFITA VY - LE2—
20194 IZHE SN TV B, LI 77 b H A
WTLDL7 7 = L ¥ ADSSEMIER A B L <
HPEPIRENTW RV DD, FEFEE DR
{V BUTHEIZLDLC 28T S8, il % iR
THIEPWEINTV S,

FQ27 NEFHRBECSVTRPISAREMATHILIIHERIhZD?

FH [SEBARBE LR B D/NA U ATRETH Y. LDL AL AT O—IMEICIE U T BEAD S Da%ERH®

THERT D%,

¥B4-3 NR FHAT OESGHEEROT7O0—F v— 2SR

(TEFVALAL : AVEVHAL #EELANL :A)

TA) B ERERSE (Food and Drug Administration:
FDA) I2& 274 F 54 3 T, /ANEFHISH L
TTINAYF L E RN D, TDMDAY F 1%
1025 [KE] SNTBY, DHPEOBESA K
201712 MRS NI N F U 210D L2 S
[KFR] 975 &) IR omNIZIR- 72 TH
%, 2019 ESC/EAS Guidelines for the Management
of Dyslipidaemias: Lipid Modification to Reduce Car-
diovascular Risk3® 2BV T3, TVF /¥R L
~NWViZclass 1 a, Level C Tldd %75, /MNE FH IZx
LCIE8-10TAY F VIC L B e L. 10
VL ETid 135 mg/dL K% B9 2 LA ST
Who AZFUEMEHLZIDODRBEEZ T LD/
“Statins for children with familial hypercholesterol-
emia” Tl FHBEAD A ¥ F A RE R 15

IERB L UMBEE, BF 4 CICREETICREND
RIFIZIDLC%# FIF52 &, ZLTCIZEF Y ALN
IR R OASEB IR 2 B S &, — R B
REAYHESEL L 2MEL WD, 72, B
FTORCTBLURCTD X ZNT, Y AFIT A v
7 - L¥a—ZBWnT, 10EMD E/NBEEICH L
TAYF U RBA & U3gififitlg, =¥F3I 72 Hw
52 &k, IDLCZETSE5E W) mIZBWTE
EPOFEHTHL I EIRENT VS,
ZoORGHORE L, MR LAY F U2 H
WRCTIZEIBEONTEY, 25 F &5 HMD
2o, ASCVD OFERDMILEIE, # L TREY
OLEEEZFMTEZRBIEI v, LA L, 2040
D7+ =7y TREBICES E, 13.02.95%
(LDL-C 31l 237.3 mg/dL) TA % F ¥ ZBET
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v F3E L7z LDL-C ®FI¥fEix 160.7 mg/dL T
&)O“C?b\ A7 L B39 E TIZASCVD Lz 2
ERPo7zZ EDRENTVED, LDL-C DFRIEM
HHAEAY ASCVD DFHEICHME T 2 £ E 2 5 TH
D &5 FHIZEIREELIERE DN A ) 2 7 il
ThHDW R AR L TORMI2 5 OEHHG
MHER SN S,

1 FH OfRRE EERKE

FH 13 LDL-C e, @FFEIEEBIRESE. @
JiE - MR A 3 ML T2 F R OB R
ThHb, TNICEDLNLEROKEE (BT &
IV A5 u— Ve (Autosomal Recessive Hyper-
cholesterolemia: ARH) DAWidBitkdEfs (BH#EE)
X% L2, FHANT 0HEGROKER & 7% 5 D13 LDL
ZHROWREEBZFLERDED, 7R FEH
B-100 (7 & B-100) o E @ FERB L O
PCSK9 @ 5 i P # sE 15 B i (2 2 % (Gain-of
function mutation) T, WWFND4T b LDLALEHHIC
BOWTHZELREEZR-T,

FHIZRWIZ W, WA 2B, REZA 7 ) —
=7 WAF—=FRAZY—=r7) %FER/L, 7
WA AZIT) S EDPBFERLDO T %R2%, FHIZ
NS S BRI L D AT & RO B 72, /NEHIC

B b3, BHRIEETH S,

2 FH D&k

1) BB

A (155&DL 1) FHOZBMi#EE R 4 -1 1R T,
FH % 3503 % B IGTERR < KR 2 T Y % 4

B bo FHHBBAVEEROY G, 7% L AJEE
ODHEE%%E&)%)W#’J LWz, HETRETH 5,
B OHMESOEE LREZ S L 72BICIE—k
BICLDLCAME T 45 2 L3 5 70BN LET
HbHo ZOBITIILT 7 F L ABOMB R KIEED
A EEMTRETH D,

FH R ®HA5K D% { &1l TC 600 mg/dL L k.,
INBHI S R ONDLFZE - M lE & BhIRAEA L
B, WEAFH~NTOBEGRTH L EEHT %o
FH s A Ao WAl I P, N, M
fiZe &, BEMAIILZ 2 A EBALICE 58T 5o FHA
TD%AW®EWMEE%ﬁ@%&% bdH Y. FH
FERAGROMEZWNIE, BIEFIREILET
Hbo %P, FHREEAKIIH T 5 MIRFA A
1320224 4 H X D REBIER S B 22 & D, 20
EEBR B L ORIEORIRE LICIfHS S 2 L
P EI NS,

Al TR L ABINEORAENEEH I N, 1ié5|€
DX TOH v P A 74H 9 mm 1%, 1977412
%éhté@f@@‘%%ﬁﬁﬁw—ﬁ\wﬁﬁﬁ
WZ EDEH STz, 4l HARICBWGEE
WS 7z FH 48561 % & & 986451 O fi# At 2
5. #y bAZMEIEEE 7.6 mm, LM 7.0 mm &
T 520214 DM & H LITHET L. FEREERRD
BRLBEE FFL20, B8 0mm Uk, ik
7.5mm U EICEHET LI E Lz, 72,0 #50k
B TOFHM IOV T b EHALAHE A, SElh S8R
FTHIEE L, 2L, SMETE LI EEOZE
REOBGETRIRE - BREOFHIISHIMETL T
W LERD S,

FA4-1 BA (15@LlL) FH ORMEE

3. FH 2 V3 FREEEIIRRBDREE

1. & LDL-CME (RiaEiFD LDL-C fE 180 mg/dL LI L)
2. BEEE (FE. M BEFE7FUARESR $50V(dRERETTEEEE

(€ o= li 7))

o fDFEFM - MAMIEEEBAEZIRIN U L TZHT 2,

® I TICEYEERPDHE. BEDE NI LR ILIEBEZSEICT B,
o FPHUAREEF X MRRFICKUBM 8.0 mmELE. Ltk 7.5 mmBlE. BBWVIFBERICKUBEM 6.0 mm LLE.

M 5.5 mm LIEICTEEHT %,
HESHTECEICRBEREFEZFETL,

2IEBR EEmICIIBEIC FH SE2HIT 5.

AL ED5ZE(E FH Z52<&E 5.
FHRRIEECTFERN G DB FH L2819 3,

FPRIETEIRER(E BRI, ZI4bmAE CHE UICBEIEREERT Do

2IEBM B SBRVNBEE T, LDL-C A' 250 mg/dL I EDBE. $2 W 2 Ffld 3 ZiEz U LDL-C A° 160 mg/

o FHIRERGHANENNDBEIETCEZIREICKDZINER LW, BN LU FH AT ORGHRRVDEGFINR

BENERATH S,
o CODFEUIEEIF FH MEEGHICHIETIFE S,

o FH EEZMILIHBE. REICDVTHIAND T EME<HRIN S,



#F4-2 MR (I5EKH) FH ORBEREE

2. FHOXEE (RE1zFEH)

1. B LDL-CIfE GOBERD LDL-C 18 140 mg/dL DL E. E#OEEsR)

3. 8D LDL-C A 180 mg/dL A L& e FRRMBEINREZDRERE (EHREEIFH)

hDRFENM - FiFMS LDL-C MEZERRM U,
-IBE1&£ 27T, FH &2H9 3,

-IBE 1 &£ 37T FHRWEEMT S, &AAD LDL-C 180 mg/dL LI EDIFE(E FH L22HiT 2.
-IBBE 1 OHTH. 250 mg/dL BLEIF FH. 180 mg/dL DU E(& FH BfWL\E 2| T 2,

® [DL-C A¥ 250 mg/dL LI EDIZEPEBENRD SNB5E. MERGHRZERTIT D,
® FAICFH DRREECFERNGHHEE FH £2HT D, BEFERIC FHRRIBERTFERMHIBEITNIELFH O

FIFE (BE2) (SR 3.

o REFRMUEHIEREL. SHSSEKE. 65 mAME CHIE UICBEIREREERT Do

® FHZWBIFER D EAECEBRE TRENNECTH D,

AR (155 A FH OB W% 2R 4-2 (IR
3, FH A7 a0 EA RN alE 2z 2o
FIERICZ LWz, LDL-C EKIEED 2HH T
ZWiEAT) o MR FHBHA A F2017% 3512 [/hE
FH#ZHETA FT5 4 22022] HHE S, Sk
LWETE N HeE L 72 % LDL-C 1 140 mg/dL T
INEDB L ZFB—t > ¥ L MEIZH T2 5, Rk
DOEY P b A DFLHE L 13ECHY D B D5, Fizl
[ ] PIHERE L CTLSBIITELDIR> Ty
%o BB, /AR FRICEELBGEIZ. LDLC 23
BT 57 ORBMOMERPLIEE 7 5,

2) 7* L ABRBE O
2a) 7% L AMEX By
BARECT BH8.0mmblE, K75
mm P EERED Y LSBT 5, (TFLA
e X Mo i BRERSR)
2b) 7% L AR E A
B W% WM Tid, B4 6.0 mm
Pk, 5.5 mm U ETREDY &5 5,
(7 F L AREE RRAD: BRERSBK)

3) sERIZZER
FEMIRERTEL &9 5RE (FRM. HIRIR
FEREIC T, A& 70— BmmEi. M. B3 - 6
PP S, AR &) EEMIRETH S RIEH
AR ERIE (FCHL) & o#W % %3 5, FCHL
X, IDLCAFHIZELEA L 2WZ &, EEDE
&8 L2 &, small dense LDL OffAE, JREF#
BRIAER Mafy, IbA, VA L. FRAIHE
BRBEPFAETLIE, REPOENTSE (85

w MR EREE] ZH).

T2, BERtE L A9 2 BB R ERE L LT,
¥ M AT —VIES & i RS A3 S
%o

3 BRA (15mLlE) FH AFO%SAEDA
&=
1) BEEIZE

FH X & b & TERMAL M CIME R B OFE ) X
7E LS EICEBIREEOY A 7 BSEVERET
HHIENL, —RTHICBITBIHRE) A 7134 7%
CLBBHEORTPHIHLTLEEZONS, L
Tedo T, —KRFPHOFHANT BEAGKREED
LDL-C »#%# H I 100 mg/dL K & 55 2 & 28
2FLwv, Tabb, —KFHENSRLLAZFHO
BEZT) LICBOWTIRYAZF Yy — ML B X
7 FHIEEH T E v

ZKTHi o FH AT U S REREIIBWTIEE S
WCEBY A2 EEZONL 720, LDLC &8 HEME I
70 mg/dL ki & HEEE 35,

B, FH x5 L CIREK F#EEZITh W
WERRER 21T 9 & MBI S vz, 2
NOOBMEBEICH L CHERZE T Y X055 b
IFTIE7% <, LDLC AHEMHIZHEL TV TH A X
VIR ILEWIEERRIET S HDOTII RV,

2) £EBREOWE

FHIZBWTHENBEOUMIFERTNETH
D, TORNIRIE (G5 3 H 2 A EEOYEE) 12
Ay Ho LA LA, BREALIERED Y 22
DI\ 72 OIEENIRE & 160 B B 1B IRAEAL PR D

R

FHE = —DOMIXN < L TR




( FHAFOEABOZE )

EEBIENE - BEREDES LARFICIESRE TEEZRMIET 5
(IDL-CEIEBRE —XFR5 1 100 mg/dL Rid. —RFB5 : 70 mg/dL Ki)

AIF VDS

RATD

AYF VAN

ORI F 2 DUFPIRSHREEZR

MRAT2

29 FVBRAMAE and/or TPF= S

MRATD HB3VEIEFZITERART

LYY - FOF 3= - PCSK9 BREZIEN (RIF VEATMASERSEDH)
*ZRHATEE. oo RIFVARMDIESE PCSKI PAEZEMTOIZST

MRATD

LDL77zILYR

41 BA (I58E) FHAFOBEEHAEOTO—F +— h

AZ) ==V TR TH Do Frz, B, NG
ROEETH S,

3) EYEE

FH A7 O EAERBREZ B TIREGHE~DS
AZF Tl REER 2RO NRVWEERE L.
AZF R HE RN & L 2SRRI O G AR
ENb, AYF v OMFEHETTOLERIEIEON
WA, BKHHEZ TOMBERFZEFITO
PEHZAIT Do ZNTHREIA T 5L HA T,
PCSKOFHESE, B4 4 v x3H#fiilg (LY v), 7o
Ta—-niEEHVSE (B4-1). ZRTFHEESR
PERIG A 2 EFBEDE Y A 7 ER & WL 7
WAL, BRI IDLC 2K T X5 T
LV, ZFF Y (BXUZEFIT) T TIEM
%2 TCwa FH AT OESREZE~OZ R a7 <
TELETVR I TOMMEICEID, X5%5
LDL-C K TF&hHE (F60%) % Lp(a) {KTRIEZE
B2 P b 34ERR T TORMMN RV
ENTwb, 72, A% F At FH BHETHF

¥35% @ LDL-C K F R & e MR I T»
50, 25 F Ui B FH A7 &K T, &
HOWIRIGHEIHN 2 T PCSK9 FHE 3 o> B 8 : %
FEHELTH, BEsh s IDLCIETREDIE SN
WIHEIZIE. FH R BRSO RS EH W20, #
BEENREZ GO CTEMEICHNITIRETH S,
72721, IO OBHEREN. A Y F I X B HN
BRICIERTFH BHOLMEA XY M & L) AR
WZHIHIS B NEREWIS TRV, bAETIR, 7
07 I — VO FH N7 0 EEEKICB ) 5 dH)
MRIEBDFHIEZESLE B I LA, HBAIN X O
BRI EIN T2 25, QTIEELR EORIEHIZD
HENVLETH D,

4) LDL 77 1 L2 ABREDER

FH N7 0 &K B W TR EBHIRE RO Z KA
FEELTB Y. B O K ORE 7 S8 e :
12 & o TTCAEA® 250 mg/dL L FIZF A5 W isfr,
IDL 7 7 = L ¥ R{GHDIRBRBEIG & 72 50 FPIEEIC
N RDOETRET 5o



FH R EZSIEDZHR
(T BPIECIERT BT &)

EEBIENE - BIEREDEE LARFICIEBE NEEZRIET 5
(LDL-C BEB®ZE —XTF 100 mg/dLKiE. ZRFR 1 70 mg/dL i)

F—BIRE | AIFVEEPH ICERATAEX TEE

MRS

IEF=T -PCSKI PHEE - MTPRREE - LYY - OJ J—ILEN
(SR FATIREE)

OIMEEPHE IDL 7T T LY ADEA

H4-2 A (158UE) FHATEAHAEO70—F +— h

4 A (15LIE) FHREESEDERE
1) EEBEE

FH R EHEAHRICBWTIE, W RM#EL 12 LDL-C
AT IELIEMHETH ), BB RGEREE
W4 5. FH R EHESAKIZHE VTS LDL-C SR H 1=
fEIZ— B B Tid 100 mg/dL i, kTR
FHTIE 70 mg/dL i TDH 525, FEREETDH 5B
SE 2NN

2) EEBROWE

FH S EHAREZICBWTH AEE, Eih
B RGN 5 7 SRR O AR D
WAL %o FHATHAKRTIIH L CBIRIELD
MR E N2, FRIEERRE 2 15 - ET 5 A
(CISEBIIRI B I L OFpIAE (RE IS RBIIR A2
FpbgkzE) . RBIIRRE DA 2 FE056 L, AR (2 5
B WBN B B

3) EWEiE

FH S EH AR TR, SEIRERORE L ERO
VA7 HFELL BV, AHHEOYEEMZ T,
FHAEIZ SERINC, 2o K9 5#R %212 LDL-C O
TaRBUENIHE (K4-2) AFFURBEAF

R (LY ). PCSKOMESRE L, winhd
ZOFELVEARRE A LDL 2RO B (6 3
BCdH 5720, LDL ZHEIEEA DT hITE> T
% defective type TEP WAL B RIEEZRD S
25, LDL SZHARIGEEA 524512 RIE L T 5 negative
type Tix LDL-C KT RIHE % 72D 54249, g A FH
RERAHREZ LR L L, PCSKIKESE D LDL-C
T &Y % Bk L 72 5RBR%) 123\ T PCSKORH &3
@O LDL-CHLTER (30% ) 13RS Twb b
DD, ZO LX) RBEB I OEEREN LB,
PCSKOMHEFE %2 $4ml¥% 5- L T3 LDL-C 3% » 72 < ik
TLARWHEIZEFIETRETH L, —H., hAIH
XOWIETIEDH %A FH R THREEROIE TR DR
BPIZA Y F VEOERBEPENTH 72 v it
Hi3xdH 5%, FH S EHAGHREZ R L LTS
& N 72 microsomal triglyceride transfer protein
(MTP) BiESE L LDL-C 2 K50% KL F S &2 2 &2
WG SN TWE5 0 s FHE TR T O
TERAPRDOND ORFFOIRELT VI — VD
B EZ BB ICEMTAZENETH S, 0T
I—)Vid FH R EHAHRICH LT —E o LDL-C K
TRIEZEDH Y. KE - 7 F L ABESEOEBIEO M/
RPHEERDDL LEOWENH LD, FRTLEB

R

FHE = —DOMIXN < L TR




IDL-Coa ¥ ba—)viZid 1~ 28K 1\ LDL
T 7 LY AERPLELLEAENS V. RETRT
DOEFTHPUE D L IR Z R THE IR
B EHEBFEOBRINE E 2505 HAEDEZAHATH
EhpNIE T AR TH B89,

4) FHAREBAFHOLDL7 7L R

FH & EHEAKIZ. BAEOEYH:TIZ LDLC %
THERT S5 2 LIZRETH . X D1k
SMEBRZ W2 LDL 7 7 = L ¥ AREE Ok AL E
TH BB % . LDLT 7 = L ¥ AEEBIIRERNZ.
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