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FitkEma L A7 a— VI (Familial Hypercholester-
olemia, BL'F FH) I3, & LDL 2L A5 a— (LDL-C)
MyE, FREREESRE SR, B REHEOEL2 3 EfE 3
LHROREERRBTH S, FH & DO TEBRE
BOFRIEY) A7 28 RIBWL. B R E# ISz,
FRAI V== (WA —FRAZY—=r7) 5
FTThb, UL FITA iE, EFIRICBITAS FH ©
ZWB L OHRHFEORSEZRTI LT, RIS LH)
WREEALIEEZ FRidT5Z 2 HEYE LTW5,

L, 7EF LV ARBEDRKENEE I N, fERKDX
Wi TOH v MF 7 9mm X, 1977THEICRE SR
25O THY, FERENEGV—I, BEMUNZ L 2YE
HENTWz, G, HRIZBWTEEFWIZEH SR
7= FH 48561 % & 986 D fFNT 22 & A1 v b+ 7 i
W76 mm. ZMHE70 mm & T 2202LE0MEY 2 &
CHET L. BREZEDL NS EEZ LIF 5700, Bt

80 mm Pl b, ZME75 mm YL EICEET LI L& LT,
72, BEWETOFMIC OV T DRI A, 4
DORHT LI EE Lz 72720, SMZEE L -3kl
DOBFEIRMEOBGET R IKE - FREOFT 5% DM LT
W DD B

F7, NE FH OZHICOWTIEELTBY,
L asns NBREMR 2 L AT 9 — VINE S
HAFT4 222" bEbETIBMRIAE 72\,

1. BQ (background question. ¥3x%ERH) /
FQ (foreground question. Hijst5%ER])

[BQ1.| bAEIZHWT FH OfWEIZE DRED ?

MUT., —MAON300ANIZ 1 ATRE. BEREED
30AIC 1 AFRE. BERUEHREECEES LDL-C M
EDISAIC1T AREROO>N B, (TEFLXLANI:
E-2)

pl



WA FHZ#HETA N7 42 WG

PEFR. FH OFMHFIZS00ANI21T AN E SNTWh
WCAE, BERTIRZER O R — MFZER S, ZN L D S A
WCHHETH 5 T DMEDPRKL SHRTRESN
TWwWhb, DHEDS B, Mabuchi 525k 2B
BOrTIEFNEEERET L, 20821 ANEHEESINS
TEEHRELTWEY,

WITAEICREINVATFITFA v Y - LEa—/ X
T (HRANZ & RWv) Tl —BFADOD250A12
I NOBEEE L Wit s h s 72, ZoRICERSN
YAFRTA VY LY a—/ XY (HAANZ &)
TIid, —MAO®D313AY, 311AIC 1 AY o#EE & #is
ENTW5D, 250121 ANEHE L2 X ZETIZ. Wb
W 5 AlMGE R E (founder-effect) 12 & % 4D T a4z
LOWEDDH B LIRS SO TH o 720K LT,
BI3A. BILAIC T NE#E LBE 2 T 0 & 5 2hf
BEBEN LD DTH o720 HIBIZ X - TIZAIRE R H
WL BBEOWMOEEBIHFAET S L HEIND 20D,
Mabuchi 5D bAENZBIF L EEEH 50D, 300
NZIANEEZLZONWNEREEZ O5ND, 72, WEIR
PEHBFITBWTIZI0AIC T AFREE, RIS iR
RESEE LDL-C Mg (A & HTTiZ190 mg/dL Bl &
ER) ICBVWTIRIBAIC L AREEZ L5, &b,
EREA TR OHARAND T — 7 Fid A . —EBHis
BT BB NITBIRED R MV kv 78R a L%
PN & 2HEOHEDBEINL D, FANHHTOHE
HZHEZRTIZETF Y AE 0w R, Elo X ZENTIC
IHHEREZARANCBVWCHEALTRWEEbR S,

[BQ2.|FH MEDOF% - F-3A/PHEICREDES
BEDONHBZH?

OTEENRERE - # v XLEIEIE FH & HE L10~201% (T
EF> LA E-1a%)

O KMENRESE : 4 v XHIEIE FH & EEE L 5 ~101%
(ZEF>ZXLANI :E-1a)

@fZzE  E (IR TE WL (ZEF XL AIL E-1a)

O KHMAFAEE  BEFHNABEERIRINTVEWD,
S92 FH OEFHREHIH2 (TEF AL
E-3)

QOEIAEIE - BEMNEBERRIATOEVY, &
#9325 FH OEFIHRE»HZ (ZEF>XALANI:
E-3)

¥IAK— MIEDORX Y T7TF Y T AL VDS, B
D 3k — MFGEEDSTEAE L — O RSB S hTn
2L Ela & L7z

FH BZ oS HERMILEDOH TELZLE0EE L
THRLEELZDORIEHRKETH L7, EEIRERIC
Nz TR IR B SEBIRWAILIEICDOWT S JE FH
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LB L CTHEICAEWRESBVEOMRE (AT T 1y
LY a—/ XYW HdHrSY, —) TR
LCiX, ZOREBIWMHETRWVETIHENZ W, K
PR AR - FRIBE CREIIRIE. KREVIRFIRZASRE. I 1 5k%e
) L TIX, EFICFOBEMEZ R L2 X
WS, ENS AP LTWS FH OREBI i 1385
H5o

FH OA&GTFHRICET ST v 7 2L ER (random-
ized controlled trial : RCT) Y AF=74 v 27 - L
Yo — 38 TdHh 5% Mabuchi 51, HAEIZHIF
HAZF VB H O L B HOMAICEIT S FH
AT OEAEKRB L FH S EHEAEKOTFHEZ LKL 72
B2 RELTWB Y, ZoWKIcksE, 25 F
CVEEENE. FTH AT 0 S KROBED73%. LD
64% DSBILTH o722 &, FH AT O EEAROET
FEWE. A5 F VBN THIRTH > 72DOWNA 5 F
VESBICRTeR I CREELZZ . /2 FH ST
BERIZBWTH R 5 F VBRI T2 TH - 7258
EMAVEGRIISIR T TR L7228, AVRENT W5,

FH N7 OO HEMBRIC VT A X F
VEE-ERICHERTZ SN ?

FH AT OESEDBEICIZ. XR2F L 25— EIRE
ETRIRIBLIBESEEHET S, (ZEFT XA
3. HELAIA)

FH A7 u#EskicBiF 5285 o LDL-C TR
REMIL L7729 v & MEEEMRRBIZIH ™ 5 0,
957 I AR IEEIL 9 H (KA FH N7 ofE&1K
G2 P NE~TFEY FH AT oA AT2 6
W] FH A7 u #4146 FH S EBHEAK» ORRD
VIR FH &% 1Y) fFE L. RAG - NEBIE &
AR -« I L T\WwWh, 7o, FH R EHES
KT v ¥y 2L EER Y 0 24— =3k 1 H12
TEDOHBEIRENT VS, DHBEDPS BN, /NE
BlE HIZAYF U NIRICE S LDL-C K PRI 2R L 72
WENFEESNTBEY 2D, 2G> S O RKR
BrofER s —3%3 5,

BRI DO TR R A MG L7125 v ¥ ML EEHR
R BRI, AN 2heh 1 T o%E S
NTBH, WABITIERER ¥ F VEHE (7 PV R
% F 80 mg. AIAFEHED 2 15) HELHERE R ¥ 5
VW (Y UNAEF 40 mg. ARIFARBEHEO 2 %)
LT NIRRT RERREE A & F VG (7T VA
% F 2 20-40 mg. AFRTIZKFEHE20 mg T/HIEHEIG
L) B7IERICHLT, ZhER IMT ED R
RAEBICHHILCwb, LT ANEFORE D TR
T, TORMLAS 25 F 2B L2E9 A IMT
EOMIEATH S D 2 EARIhTwa?, F72,
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T VIO D2ATHIOBIEIIE L D A ¥ F 5
BIREEFERE TR 2 CRE T EHELTWE D
HEDH 5, EHHKIC X 2 BIREALIE A BB O
BETFHORZWORVE T oL g2 2vwbon,
FHICBUI2EBELRIETF VAT 2 5 LN T
R TF DR OBIER SN DIEWHERLEZ BN D,
FH #RG L L7z A% F v LMo F A FEECco LDLC
MR 2 belehesd U7z BRIRATZE & L i, BaAf 4 0%
Bl (LY V) THHILAFTI VLR
MWAEREINT VD (TRTEARGRE, TINAYF
EHL FH AT 282252 #i FH 02552 #0o
TINAYF 40 mg WIRBEE I L AF T I v 4g (D
LI3aLAFHE =5 g) PIIREEZ ik L7375 ' Tld,
WL HBXR—ATA VPO HEEEE D > T LDL-C MK
TLZR, TINAYF HARBETIEII VAT T I U
CHLTHE®% S 5T LDLC MEETH 5 720 —
Fiv TINAZF40mg AL AF T3 1624g (K
HAEKZHEDLS-245) L OB EIT 72ME > 7T
BB DAEEFEE L > TR—A5 4 UH 513 LDLC
BETLTW2Ho0, WRICEREZRD LRI,
INEOBGEHILI90EBRITHD T TN F F 7 & Flv 7z
RETH Y., LWt D 2 ¥ F 0 Tld & Y iR IR
TRIBEAEHDLZEDS, IVLAFTIVEDDEVE)
BEPWHETES, B, Ay Frerara—, Mg
ILAFO—V TV AR—F —[HERK (ZEFI7),
proprotein convertase subtilisin/kexin type 9 (PCSK9)
RLAESR & OEBEHABIIFE L2V OO0, T¥F 3
7L PCSKORHZEHICH L Tld A 7 F >~ L3R
BHE R TV BB,

FH & E#&%E & OEMReEabivE o fiE
ATFuESHIC LTI, IDL 772y
ZEPEA RS B H 7

FH R EEEAHS JUEYBEEEREOEEN T OE
SHEICHLTIE. LDL 77z LY XiBEEITL T LDL
JLZXFO—JLERIRICOAL FO—ILT B2 & 5HRT
3, (IEFZLANJ: 3, #HELAIL A

2019 ESC/EAS Guidelines for the Management of
Dyslipidaemias : Lipid Modification to Reduce Cardio-
vascular Risk? 12T, ZEF Y AL RXVEOH I 4
W oo, LDL 77 = L ¥ 213 FH K EHGKO B
HE LTI TV A,

0164 ICHME SN2V AFITF A4 vy - LE2=9T
k. GRS OFN L GEEMERIR SR 8 . BIZHIZE1l
W, VEa—/ A KT A V173, RN EM 2 )
DA ENT W5, RCT IX&FEN T2, LDLC
TR R R lipoprotein(a) [Lp(a)] FRIR. L IL%E
A XY MR 20T, BRI A1) v PAUVRE

NTwb, £ETFH ZHKE, 77zl Y REEND
TRASE)F 14— (ATFOBE) 277 EA, G,
Hi, TR MG ERELR L2012, bAEORIZED
B2 D SHRLEEEZ 5NLH, BEO GRS
MAIHIZEAET 200, BB X O T T 7
7 ALRTVHRICBW T, BT RME
AESNZ% W FH BFEICLDL 77 = L ¥ RI3HERS
NHEEZ D,

INB® FH REHESEIZOWTIITEHOIE B H (209
%) BELORVATITA v - LY 2 —9320194E1C
HWEINTWEY, LET7Y M AICOWT LDL 7
7 = L ¥ ADSEYIGIRE M I L CH A B IR S
NTwinwbon, FEHEP DL BRUTEEIR
LDLC # KT &8¢, ®OE4E3 2 2 ehHFsn
TWh,

2. K

FHx. 1) % LDL 2L x5 ua—) (LDL-C) IijE.
2) REMaEsiikEE. 3) M- EEfaEs 3 e
T 5P EEEIRETH 5o Ml SN 5% Y
R (B maL 25— viifE (Autosomal Re-
cessive Hypercholesterolemia : ARH) PAA4 i3 BEME A=
(BElEZ) Bz s s,

FH B TIZAETED S5 LDL-C MAEA R L. 4
R OB IRBELRE DA 2GR b, ZD 729, FH
FHACE DD TEEIREERDY A7 BEVIREATH Y.,
KIGHE DB ET30~505%. 21 T50~70i% D B O AR
JE, FROMER EOEBIRERZRIET 5 2 D%V,
RKEFED FH AT 0 HEEERTIOEBIREEIEIEY X &
ARG E N T A STV A %5 @ LDL-C I
SEHRIZEREIRTH B, L72d3> T, & LDL-C i &
Ha BT AYAICIE FH 2 IC2HEICE S, B2
Wrd X OB R EE T REAZ ) —=2 7 (B R
r—=FKAZ2)—==v7) #EiT 5 EIEEILO TR
D% 5%,

HARANIZBWT HAbE & FER200~500 121 A& v
AT FH N7 B AR L. 30 AL Lo/
FHAVD EHEESNSEY . BRSBTS FH OBKRIC
B3 % EfE RS IE R0 RnZ TSI NE 720,
FH OZMEON FIZBEBEOBETH 5,

T/ ~ANOFH BEXZWMTHILICLD, 20
KIEOHFIZ FH BEEZFHA L, RINCHEHET A2 &8
WHETH D, FH BELZDHT L REEHE L. AHRE
WELE L THROARBESESE (BiE) HRETHS
ZLEILCHEBL, CORBEOBM LBEHFICHEDLSL Z
ERDOEND,

2.1 FH OKN#Es T
FZWILHE I BEHOE ) T L b BEFOMRAIT L

p3
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LDLREIEF

tf 1t

HiREEAEF
True Homozygotes

D . LDLREIGF
W PCSKIBIF

HTIATOESHE
Double Heterozygotes

Chr1
LDLRAP1EIEF

BREAEY(HM) &S0 X FO0—JVIE
ARH (Autosomal Recessive Hypercholesterolemia)

= LDLRAPI

"ENTOEAHE ER Eewor
Compound Heterozygotes E pesKs =
; =
E &
A =
= =
= =
= = e LDIR
5 E 8
= 8 B
Chr2 Chri19

E1 BERAKREYIC FH R EEESHREZRTEGTFEROEAEDHE

TldZw2s, & LDL-C MIEICM . LDL &Kk LD
LDL fCHHCE D % B AR IR PR B S g
fEEBW & %0 50 BIZFIMAIE FH OFKi% X 1 s
HbHDLT LN, BIZFEIRAEITE B MEIER SN T
Wb, F7, B OBLFEIREN L SN TV LGS
X, KIiEO FH b iEFEE % 5%,

FH N7 a#Z A RO R & 72 5Dk LDL 2RO 5
PEETEROIE,, 7R REHA B100 (7K B-100)
DIREVEBIEFZE R B X O Proprotein Convertase Sub-
tilisin/Kexin type 9 (PCSK9) 35 5B AEMEAS R (=
FZ % (Gain-of-function mutation) T. W3 ND45F
b LDL RN B W CTEELKE#E 2R3, BIRZH
N7z FH N7 uAKD 6 ~ 8 HCRIKNER T O HA
MRENL>, FH & EHAKE &S BT
LDL ZZ4E, 78 B-100. F 7213 HAEHAF O PCSK9
DORFEELOLDOELEEREINS (K1), FithEt (&%
) ma L AFua—iijE (ARH) 1% low-density lipo-
protein receptor adaptor protein 1 (LDLRAPI) &A1=
F O FE A RIS R 3 5 5 OB S s (B HEEE)
MEE T, ZOREHAKRIERNICIE FH S EHSA
ROFHA L 2, FH R EHSERIZEDTER b,

WHE, Fko X9 7% LDL B AL ZFOEEA O
A DR EAR T A RIS FH A T, LDL A
RS- 2 B TFIEOEHIEEETFLZROERIME ) »
bW H%ZNT FH (polygenic FH) DFFEI/REEI NS
£ ho72%, L L. BUATEAO VA% 5 A
HFheEEE L TOREHERETEZMOEROATHD
W5 FH #3$ET 2 M IIAAFEE T, FH OFEICH
bblws Xh FH (LOZF oMo LDL-C IfihE) O

p4

KM E 2GR EZOND,

2.1.1 LDL 2%k

FH »% < (6#E) 13 LDL ZEAROEE TR
BEHNTHH, TN F TITHATLOOMELL EiIgk L5
Z L OREWBIZTERDS FH ORI E LTSN
Tw5b (http//www.hgmd.cf.ac.uk/ac/gene.php?gene=
LDLR)o HHENIER - T3H100H L. E o s s h
.(‘1)639)0

212 7KV F&A B-100 (7&K B-100)

LDL Z BRI TH A Y FTH DT R B1000 &
ZFERTH FH OEIKRGEEZ R L. REWEXGET R
A& H B-1001f % (Familial Defective Apolipoprotein
B-100 : FDB) &IN5, FRKOH A TIREHERDS
i BB TS BE 2SNV IMiE LDL-C i LDL =274k
ERIZHARD EEBRIEDTH S, HRAAZBWTH#H
EDPEAET B 7H B 345637 I VA5 % AT
#2500 kDa DEKREHTH b, HE-> T FFICHIREDN
WAL TR 2 & CIBH S RO BIZ T ERPHERIN S
A5 FH % R39S 72 R Arg3527GIn 28512
FIZBR SN S (Arg3527Trp bIREMZERTHL L X
Z))ztl)O

2.1.3 Proprotein Convertase Subtilisin/Kexin type 9
(PCSK9)

PCSK9iZ LDL ZZEARD 3 HIZBS- L. PREEER A
13 LDL /5 Kz WP 8¢ 57:0. & LDL-C I %
&72%, PCSKOBERBMMAR IR DR B AR O EREHL,
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LDL 2R RAREHA R HR EXRI2Onmn e 9,
V3 Lb FH OREEORE LDL-C IUEZ 723 &1
R &3, bAE TR ERREEMAT T, LDLC LA 3
WBRHIE 22 E32K B8R % —MAD 1~ 2 %, RS H
FH ® 6% & EHEICHED TS, E32K 2585 LDL <
BRICE B FH A7 uBARICAEIT 5L FH A EES
RIPDOEERIE % B3 555 W iEHA~O s LDL
SRAD FH A EHEARICHRL L AIFTHLY, [
KEIZ VAL Z58% FH @ 6 %2389, VA 2558 LDL %
BIRERICEPET 5 & FH R SR OBIEG %
B32%, BRLE FH R EHAEKEXNT S 2 LI1ER
R0 H HH. LDL &k e PCSKIE R % Zh &
MO LT IO YA IR MIEF N IR EHEAAT
E % FTuANT AR E %5, PCSKI#EIRF2
BWHAFH 2&72LTWAEHNED IOV TITEH Mk
TOHMZLE LT 5,

2.1.4 LDL Receptor Adapter Protein 1 (LDLRAP1)

LDL ZHEO Ty FH 4 b= RAICHE5 L. #faT
R A WP S Z TN 7S Rt RiE Y (1)
HWaILAT7Ta—)VIIE (Autosomal Recessive Hyper-
cholesterolemia : ARH) & LCHIET 5. ARH IZE K
ZEAEIE L & LDL-C MyEAD S FH KEHEEI%5E
bNDH, MBICE LDL-C MO LN\ E X
BEO) NEIEWICHMAEETH L™ Y, AHEBIE FH &
EHAEKRE LTS

2.2 FH O¥s%

INFTESL FH AT OEAEROBHEEIZS00A12 1
ANRREEZ 2 5N TE 7255 Mabuchi H1i&, JbkEH )5
2B 5 LDL Z7RZ B, PCSKOEAE 157 2 B o figt
Wik E2 5. FH R EHAROHEH» SFHH L2 FH A
FOEAROBEEIZT A28 AIC T AERERI D L
B L HESNDZ L2 MELTWEY, EIEDSTE
FHIRFZED A F M CIc ks b, HRO—BALICE
7% FH OMEEIIMEARQ300AIZ 1 AREEFET S EE 2
bMd, TNHORTEFNIIIED X 5 FITIZIZ. DA
HOF— 7 & FNE v 7VEBIEBE T AN E B2 5
bOTHY)., AREOHEICHT L7 —5 & LTHBRDT
HETH D, SOCIIEHREEBEZIIBIFS FH O
BEEEIZ30 A 1 AR, Wtk BER ICB T 5
FH OBFEIZIBAIC T ABEEEZEZ SN TS, 1o T,
FH 3R EEATIE R, BFEZZF TR LDLC
M B H DRI8E% & i b & T HHENH L,

2.3 FH DEiKE

FH 3. & LDL-C I, FFMEEBIRE A, B - 5%
JEEtEL 3 BB E T 5T LTt Rtk E(s (B
B MRETH %,

23.1 & LDL 2L A5 9 —)UIE

JE A SR AT e e v e R I AR e 2 [ESs
BRIMAEC BE 3 2 FAITE ] FEAS1996~ 199745 BE 12 St L
7oA RE I B W T Bujo b, HAA FH A7 o $
EK6414 O RIE I LDL-C 13248 mg/dL (351
2964, L3454, FIHAERSLR) THEEEI L1 -
72 LTS, FH B¥ L ZORKEOIMIERT L
AFa—UEIZZEN 2R L, EH#%13179+26. FO
AT OEAAKIZ338£63, FH R EHEAEKTIZTIZ£122
(N2 + SD (mg/dL)) &, FH ~Fa#ékid
EHEZOIZIZ 2. FH A EHBEEKIE 4502 57TY,
L2L. IEHHEE FH AT &Ko R, FH N7
Gk FH A EHEAEKOMIZA— 1= v 72H Y, I
WIREM 720 TIPS HELR G GRS 5 (K2),

¥ 7, BERADS LDL-C v s hTtn
LYgERe. Ay F vie EEYHHFHITHT S LDL-C KT
RNRDO SN A IIIRMIYIC FH 259 XETH
Z)S())o

2.3.2  WIEVERDE)IRYE I

R R B EE T LDLC SfETdh L FH %
B MEDND L. BB, BREMEEINRE EIX B AR
W 65 AR THIE L 2 BHIRIEE L EHRT S
LDL-C IfiLiE (3 B IR AEALAE O o T & -1 BB IR AL %
HAT SR D720, WIEHEO FH N7 04130 IE
H360% Hite & %\ B LDL-C ILAE & i 45 k13 B

100 -

90 -

80 -

70 A

60 - - EgE
E ?;_EHFH
5l 501
7

40 -

30 A

20 A

10 A

ORI — PN

% 5100 200 300 400 500 600 700 800 900 1000
mE#RIL X7FO0—JViE (mg/dL)
K2 FEMEIALATO-IIMERIOESEE, NFO#E
Ak, FREESEOHBIL XAFO—JViE CTHT7ICHE
5% B m L Tee%)

pd
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140

F# ()
K4 FHATOEAEICHEITIEER CT 77— X237 (CCHG2X h %)

WA B EENBD, FH AT AR TIZ5 ~10% 7%
BET% A e O T LR 305 LA 12O i A 2 S
ZIF—EDOEEG TN 25, &M Tl505 LInT Tl
ThY, HoDRBLENEDLNL TS (B 3), /2
BAETIR20 A 5. K TIZ30A8 A SR EIIR CT
MAETOBEINRT 7 — 7 OBESHRE LTV 57 (F
4), L2Lads, REBHzTw. 28 F U EF% [
Wz FEMIY 7 LDL-C K F#Ek% 479 2 & T FH AT
DHEAROEEIIREEEIIE L BIE S5 2 &g TF ik
RYESEDL T EHMRETH L P,

2.3.3 B - B2 H o iR

FH OGRS CEE 2 BRI ISl 1% #%
WEDHFHETH Ho ~NT HEERICHR, FEHEAERT
FESICHOEIIAERIVERE LS (B5), #Hf
I, K2R TN - BT oM, T, BB LR
BRI AN B EAC % { AT 5 IR HflfIE FH

pb6

130 - 0o ®°’
120 |
110 |
100 1
90 -
80 1 Bt (n:138)
£ o
% o | % (n:55) «©
40 1
30 -
20 -
10 |
0 : : : Q : ‘ ‘
0 10 20 30 40 50 60 70 80 90
F# ()
K3 FHATFOBEGHICET2O0HIEERBESR USSR %81 L %
R % U
B oy
N 60 A 60
Il Il
P( 50* P( 50,
T 40 - T 40 -
N i N J
D ) D )
(@) (@)
% 10 | % 10 |
B 01, R 01 ‘

A

DAHTHREDD L DLz, FFREDKL .,
flifiEid i < Z2vAS, FH #5880 i Cldd 5. M@
7 FLUARIEE LTS Z EH% L, 2
DBHEETHD, LL, HEEIZVWEAICH FH %
HRELTIE R SR, EEE, BEEPMRAET FH LiEE
ZW S NIZBEHD D H20~30% Tl 2 2D 2\,
— RIS AR X T BEIddH > THEET, e &b
WCHAIEATHIREC 2 B ADZ VAS, W ER T D B
% R IEBIBIFAET o T2 7 XL ARMRET
FHEREETH B, L2do T, EmE2Z K AT,
RIEGRA R B F MBS EE L 25, %B. FH Tk
TELABEBIZE DT F L AR OER &2 HBEH
Hbo Tlow THERUVAEHIHE L & H 12, AKRILER
D5 XD BEEAITEERL FH 2589,

2.3.4 )i
B 6 2R3 &9 MBS FH KM AT R TH S
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FieftEtEEE

BERFEEhE
A i —

2m B, REBLUREMREE

GERY © E ARG > & — Mk Pl Ui i)

K5 FH REEASFICEOHONhIEEE

ZREMDERE

BTN e i

X6 FHICEH5N2AER

A5, 50REAI GO FH BH IS BT 5 0B 1L 38
BES P Ch o, HiHEOS AEARPBESh, &
WA WEE S5 S B B 5% S0MARMOBE RO SN L
SR 135 WA it 0 85 o

235 FH IZBF3Z0fny 2 20T

FH N7 044K EE 2B 5 EBIRE RO &0,
FEBIC X o TRIEERR MR BE IR E RIFSH D 2 &
WHLENTWED, ULTFORED L HIZhBEIZB VT
EBIREEIIEICE L TY) 2 7 RFOMS 238G S T
Wb, Yagi 5Lk T FH ~F 0#EAK1174 Ok
ST X b, BRI &K HDL-C I %2 A 5 2= fa k1 &
LCHI L™, ik 53R U Edi i o FH ~F 0%

IMBR. RERGE
CEG : SRR BPEGEIRAL)

LHRICERDH SNDFARO AR

CGREBY  FEARBREHRIITE £ > & — Wik B ¥ I fit)

BROIFHTIC & 0 B2, BRI B ORIKEE, 7F L A
MR, LDL-C #fili. #% HDL-C IfiyE, & TG e, B
FRIE. EIE 2 HiE L7z Hirobe 5 & FH O EIRE
IS B A48 HDL-C MU D5 24845 L°", Yan-
agl O IZBERME, THHERER Y OS5 2%, Nakamura 5
BRI O EELEEY, Ogura H1E A% F >~ 2Nk
LCTws FH AT HESGKRBHEICBITAERY A7 &
L CEIMESE & & HDL-C IilfE (BX O I L AFu—)v
FlERHEROET) D 2IHL T2, F72, FREMSE
i i RE B ZEBE 20 S b BRI A BE FH 1B VT
TG MES L MK HDL-C MIED BN L 0o 722 & H
e ENnTnsY, FAME o4 7#H T, SHERD
IMT O IEME HDL-C M¥EB L N HIMEDBE 5 L
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THY, LDL-C 2T TId % { BN R EMABLET
HHIEPHWEER TS, Tada 51d FH BHICH
JAEREED 2T 4 v 7 3 A LEBIIREER & o B 2 )
HBLTWwBEY, 72, @ Lpla) MAEA FH BFICBW
THREEREED ) A7 WTFTH 5 &) FHidiasigs ¢
B S 2% RIS Sh7z FH ©9 b, FH
B 2 BIR T AR E AT 2 B8 OEEIRELY 27
BEVEVIREDLH 27, & 512 Tada B & U Doi
5% ATP-binding Cassette Transporter G5 (ABCG5).
ATP-binding Cassette Transporter G8 (ABCGS).
apolipoprotein E (APOE). LDLRAP1. PCSK97%: & o
LDL 2 L A7 1 — )V B8 AL - 0 Ay i I R 28 5 % [
BRCAHT S FH TIREHICHEETHLHZ L2 MELTw

68. 69)
% o

GiER) : ENLARRARE L > 5 — Wi AT
7 FHICEEHSNB7F L AREE

-

Rt

40EBH &®KE22 mm
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2.4 FH O&Wi

FH 135 LDL-C IiJE, 7 3 L A BN R0 57 i 2% fo i
BIUORBERBICXVBHT 5, 7% L ABREEIZHD,
flFB TRl 20 (R7). k) & ik X Mk
B LIBEERAZITV. 7T F L ARORAEZ N
E L. X BIEOLAIE B T80 mm L, T
75 mm B ETHES ) EZH LY (R8). @ikt
OB IIEBEET60 mm PLE, ZETid55 mm DB
THES ) LW 5™ (R9)o MM - BHEELT,
I R 7 MRS 5. T, FoEEE
E FRNICRENEEIREEDOTIEZ RO D 2 W%
S FHBEZIELCBEIT A2 &5 FLVWZH2T5
ECWMOTEETH S, £/ FH L4546,
VFTIMEDA T ) == 7 (WA —=FKAZ ) == 7)
AT %o

FH A EHEAKOL  FMiEHR I L A5 17— )Liti600
mg/dL PA b, NI S A SN B R - T i & )
WRAEALVEE . WiBlAS FH N7 oAk Tdh 5 5%
B 5o WD 72OI/NBHN G R % R Z2

LT LNHY. TOREETEERED FH AEHAHK
ZRBE LW EDHMOTKRYTH S, FH ~NT S
ROERER & XV HELREEDH Y. FH A EHEEKE
DREEBZWIIE, BIEFNRENLETH Do LFE. M
HESEA =) > /8ERIC BT 5 LDL ZEMIEEOKT (F
HD20%LT) MICEBBMIIITEALERIN TV
W,

2.4.1 FH Oi2liLie
FH OZWEHEZR1 25 FIZTHO0D 70—
Fr—1 (F10) 2T MM - HREIEY 8w

29 BE M ®/AE19 mm
(R - BTG BRI Ze ~ & — ik BRI
8 FHICHWTFBZ7FL X X i85
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I FIVICy R

i -

R RBERs
. K&
7R A
OARBIIRTAL 2 - OARB G SS -

[RAREEE IV AT O = VIIREAR 7 1) —= ¥ IV A BEREIC L 5 7 F U AR E OEERNFEGE: ] 2018& b

K9 FHICEII37FLARIO— (REWELR)

SEX BRI L7 LT3 L, 3 CICEIBRT oA, b
WOESNTE R IREMESEICT S, THFL R
JEE D FHMN3245% BIR$ B o K8 s ko f i 2 A
HHEIEE . R1DO3IHEEHOS b 2 HH Y%
72813, FH £ 2Wi+ 5, 2HHEU LR SR04
Td., LDL-C #3250 mg/dL DA Eo¥é, HoH 02 ¥
721% 3 %72 L LDL-C #160 mg/dL VL o413 FH
ZHCEE) . INHICHNLEZWEETH-oTH, 1 F
7203 2 &l 72 LS — B #% @ LDL-C 5180 mg/dL LA
E. 5V BRI B OB F 72 D
HYAICIE FH W fetEddH 5 L E A2, ARIRED Y
ERSBBIER TV, A Y R Y OFEBTIIRRN 2 B
B EEET 5, WL WA BRI )S
FHTHY., BEMENOMHN%EET 5. FH FRE M
ETER D HY4E13 FH LM+ 5, FH S EHAMAK
WEEON D GATEEFIREICE 2ZHHPE T Lu,
ZWi s HE L v FH A7 0 #ESREE W b BRZRAE D
HRTHbH, 5B, ZoOBWikiE FH S EHEAKICD
MTidFEF b, F72. FH &E3BW LA, RikICOWT
HIRLZ MR EINS, B, HEDO FH Tl
1 L2z s 2nabd Y. 72 LDL-C 180 mg/dL
W72 WIEED DD, EEILETH S,
FEITREEE LT, A0l ESoEELRES
P L72BIZIE—EMIC LDL-C 2MEF 3 4 35083207 5
M. LDL-C fl13#930% MR T T2 & ShTWwE™,
L7zh3o T, AUl REEZDBET I, TF
L A OfZ R RIREORE L2 ET & TH L, BE
WEEROYA. FFICHETRETHL, B, Z0F

W DK « JRREEICOWTIISHBEA IR — T
WEE % D D LEDDH D,

2.4.2 TH 12X § 38ROV T

FH ISR 2 B w5 (AaRy e b By
RURAS) 1I2OWTIHRATHIL, /NETHI, MHEWE
BALETH L, BIZFIMEZE/TLBONAL KT
4 e LT, HAERESES [ERICBT 5 BIZFHIMRE -
BT AHA NIA4 2] HdHsr™, §TICHRIELT
W2 E#E (LDLC ") o3Mix e LTiTb
N D BIZFRADY G AT 0@ Y) 2 R ICZ D
HRHMWOBHMAAITH T LM T, FHEI LN
DRI, B X O R DM B2 5 2 B hetE
WD EFEZOVWTHHHEL, AR ENL 2 T5
IR L 72 BT MR ZT A DZIT RV OVWTAR
ADPHFEMICERRETELII)ICKETLILEDLD S,
TR E TEO®RIIE, HHICEXAMEEZEL &
MR X N D, NS BEFEREDO TR OFI L [
T ORACBIAAL T —LAF -y b,
REAEZHEIIBIFBA YT+ —LF - 7Ry ) O
. FRNE LCTEBEIMTY . T2, LIS UTHM
RICEDEEAT V) V7R BRREDTZODTIER
ZUFHNE L) ICEET 5. ISERKNEZK (LDL-C
PDIEH TEOMOIERE D FIGE) 13, BE MRS
ERIEETIHBOULED L WHITHT 2MAETH Y, JEH
HIIZiE. RADOMEDE S N VIR TOMAIZEER
BEEHA R WIRY) FEME TR E TlE RV,

RIBAEIH L CHREZ EiET 25613, AANIb -

P9
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#£1 KA (15mEE) FH OBME%E

1. & LDL-C M (RiakEksd LDL-C €180 mg/dL LI L)
2. RERE (F&. M. BREFE7FUARESR) $5VEKREREEEERE
3. FH %25V IRERUEHIREBORERE (F—EILRE)

@ thDEFM - ERMUIBEEEEERIN L /- L TR2HT 5,

@ T CILEMABIDIFEE. ABEDZI P ITEL - LIEEEESEICIT 5,

@ 7XLARIEEIF X FBHICL ) BMHS8.0mm LI, Z7.5 mm LlE. 3 W EEBEKICE ) BEME.0 mm LIE. 7455
mm LIS TE2HT 3,

@ EREMEREICRBREREIESE RV,

@ ERMUTBEIIREE LB M5 KM, LSRR CREL -BHMREEETET %,

@ 2EBULEE®BATHBEIC FH C2WT .

@ 2IERBLEEFE /S EWVGETH. LDL-C 7250 mg/dL I EDIFZE., 2\ d 2 £7/-18 3 %% 7= L LDL-C #*160 mg/dL
LIEDBEIE FH #58< &5,

O FH WERMEEFEEN HDBEE FH E2HT %,

O FH R EEESEI LN IG5 ILEEFHREICL M EE L, ZBRIFHE LV FH AT OEAKREVHERFRE
PERTH S,

@ COPMIEEIF FH REEEBFICHYETIE TS,

OFH ML ABE. FIRICDOWTHANS Z EN5ECHEIh S,

1. &LDL-CME (FKAEEEEDLDL-CHE180 mg/dLRIE)
2. REGE (FY5. K. BEx-37X L IREE) 6503 EERKEMEERE
3. FH® 2 W IIBERMBERKEBORKE (F—EIRE)

(0]

Yes

A 4
IEB1-3D 55 2IEBLUEE®BAT

No

\ 4
+ LDL-C #*250 mg/dL Ll _E

H DWW
2% /2133 %7~ LLDL-C »*160 mg/dLLl E

Yes
No

A\ 4
1 E 32 B LE—REOREE O LDL-C 4180 mg/dL LI E
Yes HBIE

- BRMTBEEHIEEDZR £ /- [ BEERE

Yes l l No
v v

FH & 25 FH%#E&< 525 FHDR]EEME & V) FH O FIREM 12K

O FH B L BB IEBEND 7O—F v — ko

O FHA TR SO NBIBAIIFHICE U BBV RCHEI N S,

® FHDTJEEM DN H 215 & T EFIEED S LBBHR 2TV NTUXVDOEFICEVNTIE
EIRAY B EBEAEEET 5,

10 A (15&LlE) FH 2O 70—Fv— k
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THREOERZKET HI L DTELUIIH HHOM
HRIBDUEDR D HH, F OIS B E OREDF)
WETFICEBINETH L. T2, PRE OBREIC
U723 Z T, AANDOTH ([ v 74+—2F -7+

UR) AL ENRLTE L, LEIS U THEES Y Y
) 7RSS, BICHELTWS (AL ATFa—
EDTE W &) A OMEEZ I THBLEDOH WA T
DD, BRFEIIBVWTHLEICRLTEEL) 5. —
HCIHEBEREZZW (I L AT 00— V%230 TRED
G AEG) d. RAPRA L HEEMICHBIcE 5 X912
5 EFCHEBEEYTRETH S,

TP A & LT OBIZFRIMRAE TOMIER K
BT RO Y o id, ERZNOMRETEE 8% %
D, BINMEBEPOHA VT A—LF -y MEZITHE
WXL HWLCHMZELZ L ETH™,

B, FH R EEHHISH T 5 BIA2 M A1$20224F
AHX VBB S NAZ LR, TOMESHSB X
ORI DBIR: I S NG 2 e ifs s b,

243 FH ICBJ 58 v VT
ARSI « BWHICER LT LEIS U Ol 2 i
McEfzhry o) 2% 5. Bz o) v
ZiE. IR 2 TIE R L BE - BRESO B
HIRDTRE L 22 5 & 9 OB SN TENEETH S
CEMD. UHEBOBEREES BT 2L Bm Y
) U TITHMBL B L. T AEHEE LTHE
Mg 52 EAEE L, FH ORI H Yett AR BEM:H
fz (BEMEE) MREBTHLOT, T2 TR 320K
#15F (LDLR. APOB. PCSK9) B \ZoWTHBIT %,
F7 FH AT 0GR THNIE L 520805 FH ~F
OHEARTH D, FHEA FH N7 SR THILE50%
OERTT S FH AT RESKRERD, WHIHC FH A
FOHEARTHIUR, FII75% DHERTIHAE (25% : FH
REEGIR 50% : FH A7 041K 5, FH A7
O EAREIR OIS HIRIICRE O ROo0 5 % Vi
Wid, BRI E 2 RER, WEOERSEVY, $5
W ETETHOMBEERE R WA EOWRENEE % 2 %
VBN H B, WAEMZERERIZE O —EHTHALN
TWAHH, 7282 FH REHGARTH > TH ARG
A BED AT HOT, HEICEZLLEN D 5,

2.4.4 FH 12X 2 @IsFZRAR RO BN

FH IZBRS$H 5w 5@ EMREE b ILET 25 #
ROBIEHMRAIC SRR D 5. BRI FH &2
Wr S 72BN RS 2 AT T OHREMEA R o #1360~
0% FLEE L s X Twa Y, £5121% FH OB R #EE
FERD ) H10%FEE X LDLR B o Ees L X
NTWaEY, LdioT, B FEICE-oTIRZD LD
BEEERPFETE RV OEEPLETH 5,

2.4.5 7% U ARIEIEL O
2451 7V AKX B

THEE E RIKH0EE DL IRYYa=rr L, Ml
107 & BEE AR AU AT % HoEHiEE120 cm & L.
P 4E1350 kV, 50 mAs (1212, 100 mA X 0.05%,
50 mA x0.1f) &35, AZET, BRSO mm UL,
ZVE7S mm LEZED ) EZWT 5, SNHDh v
N TR YA FH R 2 B b
2PN 5KE, FFREIZZENEN82%. 89% THDH
L s TnwsY, £ FH OV OBREI2IE
FH WEMEEETEAREEERE 2 TS 2 KB, R
ZZFNZENI6%. 83% THhDH I EDBHMETNTNDY,

2452 73X U AT R

7 ¥ L A (Achilles tendon thickness : ATT) @
X BRI X 2EHMIIIc oW TIE. —RER,»S X ik
WOEBNFIHEETH S L) BRP, X MatEokRic
g L7 % L AOBFRSA AR TH 5 720 IZFHIAS
WS D Z 2 H > 720 © 2 T, Michikura & 1x FH
BT L7F L ABEEOFcB W TBEREE X
MEEPHET LI ER L, DPETHD T FH %
TS H7-ODOBEFREICELDL ATT OH v b+ 71
RBEL, MHELTWE™Y, ZhaZF, 2018 ICHA

TS - HARBIRIELESAT T TRAR R
IV ATFE—VIEARZ ) —= ¥ I A S %P
57 F VAR EOREEYFEAMGL ] BSAERI N,
ATT ME oS WML, BH60 mm LLE, M55
mm PLEIZERE E N,

WEEIZOW TS 2B, BE DERMIE~Ry
L OB BMEZIZ@ELTIT ) ATT 25 —FE
WALETHIET 525, 7 F L ARIZIEN 2 A% 5 JE g 124
BT B0, HMICAENSEMEEZMBLTOELY
ATT BFFHIICTE v, 22T, G TORMEM%ICRK
KIEEZ FE LT, s hmeE/E L CRMET ATT
DOHARPIET 2R L2214 T ATT 23045 (®9),
F7o, ARG a—-¥) =2 W TlEL (7
oSy AR, 7 CREZmEB LT X awn
XHICHEET S,

2.4.6 B IEFEPENE REIE T K OB IETENR B 2
I & D2 W

FH L ol % 25 595803, & LDL-C MAE%E 2§
LSRR EE (BRRE, HORIRARREAC T E, 7
O —CREGERE G, IRV o MR E, R (R
T4 N &) EHPBEEBTH S RKEEEESR S IRIE
(Familial Combined Hyperlipidemia. LA F FCHL) 2%
FThHb, FCHL IZHEMaEL2 50 L 222 &, small
dense LDL OfFFE. KARWIHLD ¥ £ 7 OIRE R EAE
(Ia %4, b A, NVH) 251352 &, LDLC 2% FH
BEEALEWZELRERLERN LS %5, FCHL &0
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®2 FH (REMEILXTO0-JVIE) & FCHL (REMEAESRENE) & OE7=

FH N7 O#&E &%

FCHL

FRRE=T
E—E8ETER

LDL &, PCSK9. 7K B-100% &

USF-1. LPL ZEMRBE LTEZ SN TVB N,
REEGEFREE. ZEETFER

S 200~500A(2 1 A

FI100AIC 1 A

fEE 07711 %< (3Ta. BICTb

ik, AN EHRBFITa ©Ib ©SNVD 3 DNHKRE
BERNBS

TXLAREE. EEEGRE | &) &L
EEMAER HY &L
Small dense LDL DTFEFE Pin Zu
122 UERMEAG DhL Zu

EHHAaR2I1I2F D,

M s 2 A3 2 FRRERERERELE LT, Y MAT
O — )V IAE & Bl i e DS h T S .

¥ M AT U= VIIGE X R R R (SRR
X Z R L, B & D B2 0 0l 0l v el 232 B <
MADOFPATE—) (¥ FATHE—, SV RATH—
V) O LA TER S NS, [iiE LDL-C IZIEHEH I L
LS, PEED O LA EZESEA S D, FH %
ARH LM VEN R 5o FHEET1E ABCGhdH 5 \»
X ABCG8TH 2™, @iz Pseudohomozygous type
2 hypercholesterolemia & L C. MjHIZEHEI S 0%
VAT —)VIEIZR & §EFRERCE A 4 > 5
B (LY V) WX RT 23 EME IR I Tn:
L REELSHBATIEY PATE—VIEE E 2 Sbh
"Cl/\ é 78. 79)o

i e 9% €00 A A L B e R M R (i (R) R R
Ry THFVABEEAEICAR I L HE0NE, Mgk
T EEICH, SEEEE. AEL EREIR 2 EOFEIR,
BIUMADIVRAY ) —VORETHI S NS, 27a-
hydroxylase ®KIHIZ & % AFR ARk B 55 2595 S D A RE
VC&) z) 80. 81)O

2.5 FH 2k 2WRE{LEREBOZ 7)) —= v 5 -
T7AR—=T 27T

FH (3SR YR % & &4 S M O BIIRAE AL MO 155 95
B (ASCVD) ZRIELR TV, L72-> T, ASCVD
OFEMA 7 ) —= 0 7B X ORHEEE EEs 5 LE)
HbH,. HZAH LML, i (OFB X OMmEHES (1
Bk - SHE T EDIR - BFEDIR - REREDIRSEI) ). filig % .0
2T 5. Wb, WEIREEZ 5D R H L, OB
X, SEEIEAMOER (FLy FIV, TVITA—F—),
DT a— A, SHIAN T RO Y v TSR
WifT3 %0 NSO TEENRE BSOS B,
TEBIIRPEAEERAL 2 B & 202§ 5 7201 Bk CT b L <
(LB AR 5 & ATV IR A I E T b e d. FH

pl2

WBWTIAKILNEZH T 52 0% <, dEHIk CT
S OB RS LETH S, FH NT a0 HEEEROR
EREEITR O E LTk, BATTISRE DR 2
LRy IR GEEIRE) 2SR o5 2 &k LT
bbb,

FH N7 A ROSHBIIR O REIIRBEIL O FFAG 121,
BECOIMAE T ORI E L B2, SHB)IRT 2 — 247w,
erenEtbNA%EE MR 7 ¥4, CT 74, i
BEwELIT ). T2, WHEDAH KOG IZ MRI
% CT db#HEAT)

FH N7 u A ARO EisE T REIRE 2 &b 4065
5 Z D%, M RENIRIE O FFAR I IZIE X i
2 CT. WEFKEIIRIE O3~ o — ks CT
Z AT Ly DI AR & b il L T 2179,

FH N7 0 AR TIE KM EIRZE S (Peripheral Ar-
tery Disease : PAD) #5097 256 bH 555 MZT
FE DR R ERATOFHIZOWTEINL ., EEFH)
MR G EIROMGE 2179 « KEREVIR O BHIRTEAL D FF
I B AT B+t (Ankle Brachial Pressure In-
dex : ABI) ZMET 5, X 5T, HEPFHEDLNLLAE
FERBERO I —#E (Fvy7F—i) 2 CT 7~
¥+, MR 7 v ¥+ %179,

KEPRFPZERE (AS) HEORBRE O M2 130 a—
WA AT DEIS U COIE D 7 — 7 VIRTE % 19
%o REINRIT IR DHME L. REVIRF OB AR
& EREOHAIIIREIRDEIRL TN F 721380 7 —
FOVKENR A AT (Transcatheter Aortic Valve Im-
plantation : TAVI) %479, FH A EEGHDLGITE
KERF LARZZOFHMT S LETH S (R11),

3. FH N7 ufEaHoinm#E (X12)
3.1 FH NTuiiHkiciir 3 LDL-C 85810 H B

FH N7 0 #EAKIZE DO T ASCVD DIEfEY A 7
A, EICEBIREERD Y A7 BEWRETH S 2
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EATREDR

E11 FH R EESEHICEED 5 h 3 KXERFA _LIRE

END, —RFBHICBITDIED A7 3P & hEw
DZRFHIHBTLEEZONL, L72d> T, —K
FHio FH N7 o6 KEE O HEMIZ100 mg/
dL Rt §Z LD ZLE L, T2, —RTBiZ0%
L L7 FH @#E#H %2179 FIZBWTIZ H ABIRIEAL A
AEPOLHENTVWDBRY A7 F ¥ — M2 X B A7
WETE W EIZHET 5,

ZRFHio FH AT uESREHEICBWTIIESILE
VA7 Lz 5057280, LDL-C HFHHEMEIZ70 mg/
dL Kifiz HiE L 4 5,

B, FH 2058 & U CREKTHREEZIT DR VTR
REFEEIT) S ERHAMCHI N VW0, 50K
EHECELCHEZ T Y ADH BT TIE% L,
LDL-C 2HEMEICEEL TV TH, A XY RIS
LW ERREET A DO TIE RV,

3.2 FH ~NTOEAEICH T 5 T9HHEE

FHIZH LT BEFFEIHEEITRETH), 20K
BIMMOREREIEICHET 5, T4abb, HARBIRTEAL
FRIZX D E LDL-C MIEBEDEIFHRETHEET L5
ELTHEITON-ORIANVF—FEL2BEIEIEHRL, @
B FIIR il O B 4 L F — FLER134.5% Lh F7 % il
@b Y ARPIBOBINEZRS T, @aLAFa—N
200 mg/ HLULF, ®KE 72 AE L R S oORm
B, & E%RET S,

3.3 FH A7 REAHICE T 5 MEINEE

FH 1239 2 BB LB A PRI 33 R Y 72 5 7%
WS FH A7 A HICB VT, EBkd 2% R
TREDDOTH 2o 72721, BIREALIEHRED Y 2 7 9
F\ 7z, SEEHED A B0 BRI LR S0 2 7

LITRENR

P

REDRF

AanzE EDE

CREG : SPURF W T8I )

V==V IHPLETH L, ML, LEX, EEEALE
B, 0T — AR ABI 24T o TEIRMALIER B0
sl & ATV BN IREE R KRBAR R ZE. PAD OF
PEABEDN D & LMY 2R e 0T > T b
HEERIEZ MG %o

3.4 FH N7 a5l 5 ek

FH N7 0#a B H IcB W3 ages, Eahpes,
g, BRI e SAEEEEANON AT T R
BEMZRONGVWEEDNE L, R F Ui RPUE
& LYo R S b, FH N7 a4k
BE329% % BT hDE T b N B A N ERIT T,
A& F Y PIMRIZ & 5 LDL-C K T H# D W B IR B 03¢
FEAHFICRBES S22 E2RERTWw5Y, LDLC
DTN SEZLE, WDOWALANA VYT AYF
P R R B L X b

FH NFu#EaRIcBn Ty, SRtz et
B A7 OFMEICEY (2358M), “LDL-C £FHE " 13
B0, ASCVD OFERARIIEY A 7 B % 5.2 %
720, HADY A7 %E 8L 72 BERGE (the earlier,
the better) &45HHEAE% e T 2L EADH 5% 8,
bAENC BT S FH OBIIFETH S FAME Tld, 5
P 405 LI B AT OA&AR FH A 2 7200500 ., &
ME. % HDL-C fihe. SZRISEBREEZZD D, &
EWREBIREB DI A7 Th o727,

A7 F L EEHEL VBB L, ZoxhEB X ORIE
HOFEXBR L 200MET 5, A¥FVI2L5
LDL-C O TR H AL IR 3 2 25, RmITER
DEEREFEE DT Z EPDHLOTEEILETH 5,
A8 F VAR ERE IS L TR, DR ST F > DhLR
BHMEE TR B, H2mE2E) L, mAHHES

I
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FH AT OESHOZE

A

(LDL-LDLC EIEEEE —KFE5: 100

ERTBIENE  c BEAENEECFRICIEEETEREEZAKRT S
mg/dL i, ZKRFBh : 70 mg/dL i)

A

22 FDizE

BRFA+45

A

2B F R

v
D2 EF L DUFPIREREREER

BRFA+5

A 4

2B FUBRAMAE and/or TEF I J#k5

RA+5

A

HBWEITEF I THERARA

LYy - 7O7a—JL - PCSKO EEZEM (X2 F L RAMAZIRSIZEDH)
* SEIGHATIRE. /2. X2 F L AMDIBEE PCSKO AEZL IR TDIEEH

HRF+5

A

LDL77zL YR

12 BmA (15EE) FH ATFOFESFEEO7O—F v — b

TR T,

A5 F v HMPE S TRl R LN R WA, 1F
POIRERTEROBHICE D, E5I12Kk&% LDL-C @
KTFRIEPEOND, BEHZEEE L /NI A7a—
WEFVAR=F—HEE (ZEFI7) OlIr. BA
F U (LY V), a7 a—)v% PCSKIFH %
e LAV SN 2Y, ENHANCE B 12X Y, FH
BEIIBWTHLAIF VI FITRIFHTA I LI
X0 LDL-C OE LR AIEKTRIENPESND 2 &5
Eh/zo FAME #2800 — & FBilcB1F % LDL-C <100
mg/dL ¥ & $%123%. Rk F B (LDL-C <70 mg/
dL) 2BV TiEbT218% Th-7-%, HEIZBIF S
HHEERIZBWTIE, FICA MOy Z AT Uaie 5.8
NTVw2 00Kt HEE CHE L TwAERD %
W2k, ZRFFrEIEYF I TOAMI263% LRV
LA SIS N7, PCSKIFHERICH L TR, A%
Fr (BXUOZEFIT) TTTRHEEZZIT TN
FH NnFofEakBgicorRor<7E-37)ars~<
TORICX D, RG2S 5% % LDL-C K T%)
H (F960%) =% Lpla) METRIREZ RS 250 453
R CORMM 2 REMDPHR IR TWET™, F
7oy AFF UAINFO FH EHETHFEH3B5% o LDL-C K
TR L R HR IR TWEY, Lizd> T, FH
AT OESROIPBEIIBNTH, E—RIREFZA Y F

pl4

YTHY . MEAT SR EA IR R F TolE
L. TEF I T EOMFGHTREE:E ERT 5. £
NTHEAN T REECE. MADY A7 %1512 %E
B L7z LT, PCSKOMESR D BMEL 2 £+ & T
HbH (K12), &I, ZRFPBimE Y AZERICB VT,
HRL A LDLC EZ T, HHT L2 ENFET Ly,
AYF AN ZBEL FH ANF 0 #4546 T, @% 0Nk
BT Z T PCSKOMERK DB HEE EBL TH.
WfF x5 LDL-C I TR S wiaicid, FH
REHAEROWEEDSE 2D, BIEFIREE &GO T
HMEIZHNT HRETH D, 72720, o DOHEHH#
B AYF AT & B HMGRHICH AT FH BF 0L
MEA XY N2 X0 AEMEHET 2 23RS TR
{y SHRICTFTVARERBL T LERD 5,
e (CK LR %&T) - IR ES R
INAYF U RFSTKHERHTAIENTELRVWEET
& LR ORRE TS A FA E 223 TR 5T 5 8
Z OBIRBAL T BiZh Rl I3 L T v, s
ETlix. 7a7a—nvofiifla FO N7 a8 5KICB
FAEIREEOHRZESEL LN, BAIME OB
AP ORI TWEY A, QT EEL EORIEHIZY
HEPVLETH D,
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FH R EESHRDOZHT
(BFEMEICHEH TS 2 &)

\ 4
EERIENE - EIAENEECRBICEERTEESRIEBTS
(LDL-C &EIEEE@E —&FBH: 100 mg/dL K&, —XFBH : 70 meg/dL ki)

\ 4
BEIRE X2 F L EFERHPICRATMAE S CHE

HRF+5

\ 4
IEFIT -PCSKOPRAEZE - MTPEEE - LY > - 7O 7 a—JLEM
(ZEIBtHPT8EE)
and/or
AREER L E LIDLT7 7 L XDEA

X13 HmA (15%EE) FH REESFEEO7O-F v —h

3.5 FH ANTOEAHICHT2 DL 77V VR
FH NFa#EHKRIcOonWTiE, BE, 2y Frb®
F 37, PCSKOMEIHOBH R EITX Y. £ < DIEH
T LDL-C &H HAEEOZEEAREE 2D, LDL 77 =
L ¥ ZADMISFEBIASRAD LT B 25, SHIHEHUTE Tl
DOFEIRIE R Z AT AT A 2 BT 5 I %,
By FH A7 A LCid, miFRa L A7e—
IEASEFHET OBHRE (KERMFETVT I V08
MFFTEBIREE) 12BWVWT400 mg/dL #i#B 2. 250 mg/
dL DATFICTAS 3, 2 e g BIIRIEZE 3 & 7227
Wt EBEESRO SN TWwW5b, 72, LDL 77 =L
YA & PCSKOMEREDHH b THETH 5 4% P PCSKI
PifkIZ LDL 7 7 = L ¥ AR B SN B 720, PRHT
HHAITIE. LDL 7 7 2 LY A BRI TN 208
WdbH, —H Ty LDL 77 x L ¥ AL PCSKORH T
X HBEBOPEICE D, #963% OFEHIT LDL 77 = L
VARHER L, RAeICRIFS LDL-C HHA T TH -
b HEERATVSEY,

4. FH FSEEAHOHEH (K13)

4.1 FH RE#EGHICHIT S LDL IV AF0— L5
B H B

FH REHEAKICBVCIE, WRWHER 2 LDL-C %
TS5 EDNETH Y. BN EREERT 5.
FH SEHESHRICBWCHHEMENZ LDL-C &2 H B
Rk PH B TIX100 me/dL i, Sk TFHEET
1370 mg/dL KifiTH 525, FEREETH 261H %Y,

4.2 FH FEEAHICET 3 EHEEADITA
FH N7 a4 E#H L MRS, FH ARG HREH
ZBWTH EIHE, EERE, S, R R &

HHE~NONATEBOIEARLE B D, FH REHREBIERT
¥ FH N7 oA RICiR LT L < BIRE(L ot
MR ATz, FRIGEENEE: F IR - ERS 2RSS B
MR BB X ORIERE FRICKRBIRAEZE, F& Bpize),
KERFE OFFAM 2 9206 L. EEIHIWS 2 08B 5,

4.3 FH FEEHESHICI T 5 YL

FH R EHSKRTE EZOATFTEE~NOMADATIZ
I b= IVIIATRETH 0. WEIIREE B OFIE R T
Bi o7z o3 S5 % LDL-C K T ia# 2 B3
b0 L2Ly A F yRBEA L Y REBR (LY V),
PCSKOHEIITWI N Z D EELREHET 2 LDL %
HROFHE () B TH 57290, LDL ARG
BHIT NI > T 5B defective type TIEA W25
DRRARD B, LDL ARG EITRIL Tw
% negative type Tlt LDL-C & FxhH% 225 7 4%
BN FH A EHEAEREE L L L L, PCSKIMESHE D
LDL-C {5 F 25 2 Bk L 72308 12 5 T, PCSK9H
E3£ D LDL-C K TR (30% #EE) MR I Tw5
OO, TOXH)HBEB X OERREFENLBIE2 5.
PCSKORHESE 2 £ 4% 5- L CTd LDL-C 2°F o 72 <{&K'F
LaWEAIZEHPIETRETH S, HBAINEOHIETIE
»BH. FH R EBEAGEROWCEOWRDITA Y F VD
HREGERER CThH o7 VA REIEH ST, FH REH
BAREE 2 WG L L THI% 8 172 microsomal triglycer-
ide transfer protein (MTP) FHEZE (n3I ¥ ¥ F) i,
LDL-C Z#50% KT &85 Z LM EhTws®, H
AO FH FEHAERBELZN G L L2BBRLITDRY,
EHENRTWE, L Lads, MTP HESR IS HEE
TR FROBERISERD b b 720, EHP Ol
BTV — VORI Z A ICEET 5 2 EAWFET
»5"", Fu7a—Vid, FH FEHEAEKICHLTH—
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£ LDL-C K FRIELDH V. KF - 7F L AEEDH
Bl ORI EERBD D L OWERH LY, T
LB, LDLCOI Y ha— uicid 1~ 281z 1 [
D LDL 77 = L ¥ ABEWPBELGEN S W, LiET
NTOBRFHPNED L @A 2R THE 1, T
BRLD R ORIN & 72 575, BIED & 2 A HARTOLE
TEBE T K AR TH B 1,

44 IDL77xV VR

441 LDL 77z V¥ ADEIE

FH R EHAMEIE. MO P ClX LDL-C » 1+
SIET S5 L 3EEETH . A X 0 IMEER
%H 72 LDL 77 = L ¥ AW EO S AL IET D 5 )
A%, LDL 77 = L ¥ A, HRIMEEREE 2 H T
Mo LDL 2458, AT 2b0THY), FH KFEH
Gholit o LDL #ET5 2 L2 HIWE LTS
n7z.

442 ILDL 77V Y ADRE

INBIZBWTY LDL 77 = L ¥ ABPRIE LA E i
BETH D, FHERHBITHEN LW b, HEAEOM
NP2 TR KREVIRF S A2/ F LAkze, wEEhIk
SEDBYIR BT ZE O HE SR IR RSB O 38 5 10
F7:, LDLC 2 F X277 T4 <, MilasENT
(ICAM-1. ELAM-1%& &) O3B, 74 79V 247,
BN T OB T 2 S X TR OMEH, 7721y
At ® LDL 2 ibshic{ w2 &, LDL O% 7% 4
THRREST LR 2N L THBRMLER 26T 5
EEHEERTWE Y,
PCSKORLESE R MTP FHES D EiiictEv, LDL 7
7LV AZMBLL TH LDL-C 28T X BIEFIAH
MEBHEETDHE ko720 LAL. LDL77=xb ¥
AWEHCIE LDL-C K FEH O AR 53 ko X 9 &%)
BHHFEINL720, LDL 77 =L ¥ A0 % %
TOBICIE T ICHET 2 2 L LETH LY, S5k,
LDL 77 = L ABEi% D ASCVD HsEE 7 —7 >
MZT AN E AN LEN S,

4.4.3 LDL 7 7 = U ¥ ZBWEO PRI

LDL 7 7 = L ¥ A EHE0 MEBERI. BRI
BRI OO RITNITEVWIETIERWEEZ S
NoHH, BIEALDL 772 L ¥ AHICEEHIMETS &
AN B ETEMAITIIRETH B, BIEM R BHEBO
BEHNE. Xy FECRUR LIRSMEER T AT RE S 72 % 4
~6TAND E DD IHMIEICEHLE L 2Bl o
bH 2, FLEBICT TICEBIRE AP waHE, K
BRI AR I L R AT A B DA L. 105 LIRS
WA LB CRFEIEVEREIATBYY, TX
B RN E RGBT 2 2 o 5, &)
D INEIARAMGERARTEL DA 7\ B S 2 175 % A

pl6

BEAF o LDL Weag i & Hw THAMEBR AR 2 A S & 5
TRZHL THTY %0

44.4 LDL 77 UV ADIFEUBLROFE L T 5 v
K7 27X

LDL 7 7 = L ¥ ADIMAEALEI= 3iA#R @ LDL-C &.
BEOmMISERE (REICH) ICX VeSS, HHF 3~
6L DIMERWIT 22 125D, LDL-C 260~80%1&
T55ZEMTES, LDL-C I3 iRBHATHRE R 2 2 &
L. REOEHEEECTLELALZ® TS, LDL 772 ¥
A DGEHRN RN FERIFE T (Cave) ICHBIT 2 &
Zz25NTEY, Cave = Cmin +0.73 (Cmax-Cmin) T
R TELLEINTWVD, HEIIBWTIE, 2@ LDLC
DR PEZ T S5 X )12, MBELFLE, B
BE, PEHEEA 2R ET So

IDL 772V 3 2AD7 5y K727tk 21%, &Ik,
ERIEIRZ T 5 2 0% v, BRI B ILiEE
AF & H 2 Y I3 EE 1250~150 mL/ S FEETH 5 72
O, Y Y MEERLETNE LS WO S,
FH 3. BASEZLRRY)AT 27 v MPEHTH
HIERENL, VX v MHESEEZR T, EENY
EThbo

445 LDL 77z VY ADNE%
4.4.5.1 HHLIMIFESHE (Plasma Exchange)

19754, Thompson HIZX o TITONIZ DT 7 =
LI A THDH, FH BEHEICBVWTIL AT H— VO
T BRI AE DT %A S PO ORI, A O
BE VS 2BEHRIEROFEW Y S S, L
L. RFEFHCOMAEZREL, e M7V T 3 V8]
CHEBT ALYV I L AT O VO T 2K B ik
Thbo, wEra7y) v ERICLEZYE S IE
BRI ENE, 2008 TlX. FH OBk s
LTI R EHAROL0ERTEO/NBIC DA, RYMESR I
WEZHRSTHNTHWLNRLTWS,

4.4.5.2 _HEIEEMYE (Double Filtration)

FH, FHSICE ) DRETT TICHEINTW L
BRORL 5 ZOo0EE L v, — R X D sk &
PR KBS X ) ARG O TR T OKRE %
LDL & VLDL #3252 HikTh b, HlmAE sk
IZH L. HDL @Rk < VLDL, LDL A5#IRIC
rEREns, 2277L, 773y (10%) Rra7) v
(30~60%) d R THEINLZ &, “REDHG
0 EFNICEBBIE FHO720, ML 2 R A
HHIEREDREERET 5o

4.4.5.3 LDL W#13% (Liposorber System)
LDL 237 % A b 5 Y AREB ISR AT 2 HEE b
LIPS I NI=DH LDL WAEETH 5o MK & MLERK
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a3 & MR L 72t B E L2 TF A T
VIR ) A FELTEAEE - RICBMELZ A T A
WL, B L2 7R B &) R&EH (VLDL.,
LDL. Lipoprotein(a)) Z4FRIGICKRIT 5 ETH L,
INEE (150 mL) ©oF 524 (LA1S) 2 AK%ZHwv, W&
EN7z LDL % &I NaCl (5%) 12k - T s,
RAWHWEHENE LN TWA,

4.4.6 LDL 77z V¥ ZAORIEM. HEEm
FEREER MR DWW X HIMFERT 23805 Z &8
%\ FRICKREIR I B R B R B 2 A5 5 BB
T BHEFERF IS O DOEESLETH 5 SRZVEA M
LLVEIWEHTH 505 HAONRIZE ) MET 5, %#
R LDL WA, ZoEMamEICC LDL o7
A B100& A LT LDL 253 525, — Tl
MEEERE R ZEALLCT I V3= VEEMES NS,
ToVF v oRBEMEL, BEELY 3 v ZiERZT]
SR ITWHEEM2H S ACE HEROHIIRETH 5,

4.5 FH & EHBEHOREHH TH %

FH S EREAGHRIIBE R SIRBIEE I N TS,
R #EL, LDL ARSI B b 2 BE T DM IR0
Wit & %\ LDL AR E I ChEE AT
ENHMEEFNIMZ T ATHEEBE L TEWHLZEa L
AT H—=)VIIE. &5 WIZ/NE X ) o )EEaEOf
TEREANGH I T 2 BEDRBEORNG L 2D, FHE
ORI OoWTIE, EEGEHEERERYE 7 —DFR— A4
NR=TVIZRHHEEIN TS,
https://www.mhlw.go.jp/stf/seisakunitsuite/bunya/
0000084783.html

B, Thit & RHWEHEIIRS ) OREFTCHLY fo
TWwab,

5. MEMRVIHE % Xk FH B

AIEREORIEDEARTH 295, £ OYEIRY D
ZMHWT, LDL-C #IKTF 22480 H 2", 20l
G BEDBFICIRERERBFOHEMERIZT v b
L. HMEIEY A7 OFREL M~ O T & ITHZE L.
SEWIEFEORIG, WO L LD EO TR T2 RE
ThHhb,

MR BT A4 4 o388tz (LY Y) DAtk
YRR IR SRR EOFIE ) A 7 IR E SN L 72D E
|27 HXETHh b, National Institute for Health and
Clinical Excellence & X 7L, SYpiH#E AR AHIH
L7285 a7 b Il EL Ik RETHD, T2
e C B NHEND 2 55120%, TFEx 3 AL
LT SHEZRAALREEEIN TV,

HiR% /e d 5 FH BEIZOWTIE, BEREERERD
MHBLOHEIHZ T, o LOSHkza—7 L

THRMALDIRTE 2 FERRT S0 NA ) A TIEFNIB T
. TEEIIREE R KBRS - I EIAHE DO B PR A
sV —=v 7L, LEICS U THEY ZMEZTHY M,
A Y F A NEFEEDS D L E DY EBRTRENTE
. & bOHIRFOEGICET 2B A 4+ Mg (L
T V) DAAORREI VI OZ ETIIHENL L T i vnizo,
AT AR, REEAKRZ DS, RGO 7% <
L 3MAN. B X OHERORILINIZEA + 55
Mg (LY V) UAMMOIREK TEORMAZFIET 5 X9
T AL, WIRRIOA T V&) Y IHLETH b,
FH R EESERBZOITRICOWTIXEENICITS &
EVREETHY ., RO LT I—, LEX, EHEE
PO, SHBIIR T 2 —5512 X ) BYIRTELRED A 7 1) —
Z YT RITV, BIIRFELRE O RE 2 RS 5, HIRTE
D 3 RAFNIIEA + R HBE (LY Y) DAoIRE
KTEIEPIET %2, FH BEICB W T3EEHIC LDL-C
BLUTCAELXERATHIENMSNTEY., i
#2438 LI 1Z LDL-C THI30%. TG T#100% @ Lt 5-
AERDENLY, FH HFIZAF MR 3\ C LS Bg.
MR R S TOE Ly MO FR BEAS T3 5 2 & 19,
RIS BT 5 FH RS EEAKRO = BEILGIE. 1E
HIHFRICHRTE A2, &5, LDL 7 7L
ARICE D, MRIREET S 2 S5 TnE,
IR, AR ICHER IO RICK X 2 2 b L A3
WA, HEFO LDL 77 2 LY ZADORATHLE L
W RIS LDL 77 2 L Y AEIBIIE4AIIT) &
MNTE, EBHICHEIZE S 2H O WA H 5 100 18120
BRARICOBEA F iy (LY Y) DAoORERT
Hixrpi L, W% LDL 77 = L ¥ AEBEE MG L
T LDLC #@WIZa>y ba— V352 LT Ly,

VATFIYTA 9P - VE2—KRH

TR PH 5 50 (IR Z2B s s el B e N RL) . /N IE e
CRTIEX T4 ANt v 7 —R3 - NawNEL T-3EK
SFREGIR AN TE AR & R 22 . R (A
BREFWRIIZE 2 > & — 9 B O M A N B e BB ) . v
77 () —A7 2 A Y Y RFEFHIESRHER), LHET (=
RUN=TF VREFRBEANT LY - 7Y b7 T RAALS:
B E TG B RR I e v 7 — DRI IR . T
A (EAGERISIIZE Y~ 7 — B HIERES) . A 2
(SRKZEW R mERME L v & — 58RI N
B IARHE (T-3ERSR PR =078 be N - WA -
MK - ZAENEE)
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BYE - BBIICBT A3 EF Y A VNIULDSHE

1+ BowEw RCT *BX U ZENn 5o MA/SR

1 ZFNPH O RCT BLUIZEI 50 MA/SR

2 BimEak— MFEBLOFNR SO MA/SR, (FHRIZED?) RCT % 71#
il

3 T v 7 ALl iER, ikt R, A mE as— MF%E r—2a >
o — VB X O FR S MA/SR. RCT #4409 7w

4 BEWIFZE, JEFIERL

S T 8 WIER, EREZROa vy Y RICK D

RCT : randomized controlled trial (F ¥ % 2 fbILEGAER) . MA : meta-analysis (X % f#r) .
SR : systematic review (Y A5~<754 v 27 - L¥2—)

ROEW RCT &1, OFEB OS7—K) @ZFHEKR, MrfeE, OB (EE%ESR).
K7a s Vil @F ¥ 7 280 A ESHE,. 2R,

FEPMRDIE TV A UL DSHBI

E-la k= MDA ST F ) VA
E-1b I — MiffgE

E-2 JiEBIR GAF7E, BT S

E-3 FLabffzE (r—A ) —2X)
HER L XL

A BRI AE

B Gy\ R

pl8
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Association (AHA).
HAIFA 754 0

K 4% BRI H 1 F/RIEH 2 PH/RIEH 3 PH7RIEH 4 BH7RIEH 5 BH7RIEH 6
(Tt ) BREH 7 BRI 8 BRI H 9 BRI H 10 BREH 1L BRI 12
S MR L FAL S ML TAFIA - TAYx | #5M47% L UL
VeNAF T =%
B, 7 AT T AMIE
(7SN N S A
#, MSD #, K&
BUSEER, BUFTAISEER,
7AW, F-=
Feih, RS G T3E
By 7 74—
B —= 3R BRI AR EEZ P EEZ Y EEL P
KA | M4 %L EAL Y AR EEZ P ML EEZ Y
L EAL Y AL ML EEZ Y EEL Y
[ s 7 B MMk L MMk L BN LS Bl L BRI, HY — R,
W37 7= VR
B L L L L L B L
CIHET U S L L e L L L
B D B S AP ML ML Bk L
/NEIEE MMk L LS MU L T AT T AR, | FH4nL Bk L
TAY VB, T A
FIAR-TAY
INAF T 7 =<,
7 AT 7 A B,
I 7 4R, BRI
UL Mun L ML ML BMURL HM L
FWA | BNk L Bk L CEL Y L L Bt L
AL AL L AL L CELID
Wi s | ML V—F7 75—~ UL TAT T AR, | 4%l AEGERION
TAYV VR, T A PHARMACEUTICALS
FIR-TAY Y . SLzEn - A
NAF T 7 — <R, Yy —=FTari
HANRATF A v A
. 7271400
AEGERION | #N4%L ML B L B L B L
PHARMACEUTICALS
. MSD #, # +
AAT Ay 7 AR, #
FIAISERR, 7 7 1
(bR o FH 3 5t TSR
Lavys4 L7 -
F 4 V=AM
AN URF 2620 Gl MuU%L ML MUnL UL BunL
EAL 3 B3P B3P B3P EE P EEL P
ZHAEN ML ML ML MMkl BMUnL B L
ML UL UL MUnL B L B L
A% ML B L B L B L B L BuUnL
American Heart | &%4% L ML ML UL UL
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T | EuAL U7 L A7 L A7 L Bl L Wiz L
ML e L Mz L ML L8 LS
THE-E | ENaL AL CET s R L EELP
CELQP EERIE EELE EELIE EELIE EELIe
RN | L ML L7 L MALL WL WL
CELQP EEIIe EELe EEIe AL L EELP
BN ER | 6B CureApp CEr e CE e EEL P CEs EELP
EEr e e CEe CE s CE EEL P
WAEKR | &4kl e CEe CEs CE EEL P
EE138 EE138 kL kL kL HURL
HEEY | BN L EE e EEe HE— R A= B L Wz—-7 -
VA=A YN TR BN PR = N /N
A A WAL TR, £
=R e M
F a3V
TAT T ARER, | FLnL Bk L HhkL HhL CE18
RIZBLIERR, T 5E
FEE Y V@R, A
PR N AL N
3 TR, H
L= RIER
WL | BN e L EEr e EErs TAY xR MSD | #%e L AFAANT + b=
(R RIKBLSE R, ]
AR, BR A A 54
FeNA AT,
INNT A AT 7=
<, N4 TOVIEN,
TR, MR,
HH AHAR S
ANBFSE G T, H | 347 L ML Syl L P S L
A=) H—L >
7 NA AR, MSD
)
WA H | ENEL EE1 8 Bk L Bk L HhL B
CELQP EELe EELIE EELE EELIe EELS
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BETFSERER | %%l B L FErI® TAT T ABIEW, | HURL T AT T A B,
TATFSA - ThLYx KIEBSER, KIEE
AT i e LI S
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#R. MSD (#h., /N ¥
T TR, AN gE
FE 1) R, BURNGR.
BFIAISERR. 5 74
B, BE—=Jkm0, K
IERIEE, KIEFIL
Fanth. KHAHK
IR, ST
BN 3
. HRALA =541
U=, HARX=)
I = A VTS
AR, NV T 4 A
T 7=, SR/
VFA AT T 7=
By 7 7 4 —@.
Yrer77—<W

T AT T A, | FEU%L AP UL MuUnL BuUnL
TRy Py vG
[f4x4k. MSD @R, /v
P 5 o SERR, B
(R, BLANGR, BLFIAD
BN E B (N
kR, KIE
R, KIEE LS
(NN ENSEY 3 E
[GENRTN B S e
[0 = 28 SU3RHR, 77
N7 7 =< HE
A —=F4)) =@, H
AXR—=Y) ¥ H—4
TFINA LR 7R
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. 7 74—
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6.
7.

8.
9.

EELEFMBRN L LHGORE, BMKROH ML HWME (1 20483 - Bifs 5340b N R1004 12 E)

2. koA & T oMK SR 5N B FIEE (1 2OMED 1EHROFLRZA 10077 FILLE T 7213 M3 038 0 2 kalo 5 % P EORA)
3.
4 AREREME HINE Lol L D, S0 M (G6) (L. BFJE# 280 L7250 - 9500 LCSgihbh 7z HY GREE 2 &) (—o0

WEREME B & L72HED SR RFHEREIE & LTSN 72 (—2 OFFFF A4 11005 I BLL)

23 - FR» SO IR - H 24 A3 A E15075 I BLE)
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EWFFEENI ST D M7 AETAE 1005 I ELL)

{37 AR B AR (SR MDD T HNHE TR L TWa5E
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11.
12.
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