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n/liﬁiﬂl) %imﬂ[l*’d%c_ tb‘T tTdZDho

HDEIZ UTce DK S IFIRRICHEH

X LDIZ

FiEMEa L 27 a— Vi (Familial Hypercholester-
olemia. \'F FH) 13, & LDL 2L A5 —) (LDL-C)
MR, RIS B IR G, M - B sitalifie 3 e ¥
LR RETH 5. FH 12 & bd TEBIRE
BOFREDY A7 B3 < R, w2 msicm 2.
FBA ) == (DA —FARZ V== ) Hh
WCThb, UHAFITA4 ViE, EFERICBITS FH O
BB X EEOIRE 2 RTI LT, HREID ) 5H)
IREEALIEZ FRIT5Z L2 HE L TW5,

Sl TRV ABNEOILENSE T SNz, fERkoX
BWEZTOH Yy P+ 7 9Imm &, 1977 ICAE SR
25D THY, FERENFHC—T, REIMRNZ L AE
HEINTWz, SN HRIZBWTEIEAWICZI S
7= FH 4856 % & £ 986 Bl DT 22 5. v M4+ 7l
P76 mm. ZPE70 mm & T 520214 0ME 2 b &
BT L, BREZELLELEEZ LIF57-0, Bt
80 mm Vb, W75 mm DLEICEHEFT LI E L,
T 72, BERETOFMIZOWT H IR, S
PORHTAHIEE L, 7272 ENEIEAL By 30X}
DEFIRME ORGSR IR - ffmi*@%fﬂﬁii/\f’ﬁ%?l‘mfbf
WL BEDH D,

F72. INEFH OBIRIZOWTREELTEY., #
LAKESN: [NRFRHRMEES IV AT 90— VIIEDS
HARTA 22222 b EbETIBIMIAX 20,

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

[BQ1.| b ENCHWT FH OAWRIZE OFYEH ?

BWMLT., —MAOD300AIC 1 ATRE. BEREED
30AIC 1 ATRE. BERMUBEREECELES LDL-C M
EDIBAIC 1 ARRERD SN B, (TEF>IALANIL:
E-2)

p2

PeF. FH OFIRFRIZS00ANIZ T A& ENTWz28,
AR, MERTFZER O R — MFZER S, Z1L L ) S »
WCEHEETH L LT 5MEDRKD SHRWTRES N
TWwb, DAED 5 B, Mabuchi 523 LB 2B

O REENHEZRE L, 208 121 AEHEEI NS
TEERBMELTVAY,

mniu%ﬁéhtvx%v%4v7-vel—/x
ZENT (ARANZ&E T ) T — i ATTD250 A 12

1 NOBHEE L Wit s z?s if:\ ZTO®RIIERSI NI
VAFRTFA VY - L¥a—/ XY (HEAEED)

—# A D313 A7, 311AIC 1A6®ﬁﬁk%¢
INTW5B, 250121 AN &3 L7z 2 7 i
W % AlEE R (founder-effect) C:lé@éf)“(%ﬁfﬁf
EDOHEDD D XD BOT T TH - 72DITH LT,
3I3A. BILAIC T A L2 E 2 2 o X 95 %if
REBRILL72DDTH o720 W & > TIZAIEE RS
W EAHEDOWMO BB IGATLEMESNL D
Mabuchi 5O bPENI BT A2HEIEH 2 dOD, £300
NI ANEZZLDOWEKEEZ NS, T2, EHEIR
FEHRBFEICBWTIE30AIC 1T ARE, BRIk
R HEJERE LDL-C I (X 7 T Tl3190 mg/dL YL k&

ZBWTIRISAIC T AREEE2 515, =B,
LA VTR OHEAAD T — ¥ Bz e . —Ebibi%

BB AOBEOR MV Ay 78RR LD
KX Z2HEOHEDHE SN LA, FAHB TOEE
ZHEZRTIEFT Y ARV W A, Lilko X 7 TS
LEREARANCBVWTCHEALTRWEEbN 5,

BQ2.|FH HMEDF#% - ¥ -3 A6PHEICIREDES
BLONHBEN?

OTEEREE | 4 v XLEISFE FH & EEE L 10~201% (T
EF> LA E-1a%)

QO KMEERERE : 4 v XHIEIE FH & EEE L 5 ~101%
(TEF>ZXLANI :E-1a)

@fxzadh  E I TAREL (ZEF > XLAJL E-1a)

@ AFRAMIERE | BEFMABEEIRINTLAEVD,
B9 5 FH OEFHREN $ 2 (TEF AL
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E-3)
OIEBABIE | FFNWARPEGRS A TOELS, &
33 FH OEFREN 52 (TEF>ALAIL:
E-3)

MK — MIZED X Z 7 F ) ¥ ZFHEAEL WAL, #H
Boar— FMAEPGEELH—OEEIE S TW
HZED5 Ela & L7z

FH BZ oG HERMILEDOH TELZL2E0IEE L
TROLEEL D DEBHIRKARTH S, BEIRE RIS
I Z T HRRE B IR B B IR LIE IS DWW T b Ik FH
WL CHEICAREREHOWEOHE (VATF<IT 4 v
V¥ a—/ AYEN) B3HbS Y — TR
LT, TOEBIWHETRVETLHENS V. K
DR - FRBUE  CREIIRIE. KEWIRFPARAIE, Fr Bokse
E) WL T, ERNICE OB E R L2l
VA, FNSEEPEL TS FH OfERHE 128
H5bo

FH OAGTF#HICHET 55 v ¥ 2B (random-
ized controlled trial : RCT) Y AF<T4 v 27 - L
Y2 — 38 Tdh 5AH Mabuchi Hix. bAEIZBIT
DAY T VB E O L BB OBAICBIT S FH
ANTFREAGARB IO FH A EHGROTFHEEZLR L2
B R 2 RBELTWE Y, ZoWEIcksrE, 25 F
YEYENE. FH AT O BA RO BEDOT3%. Ltko
64% HLIBIETH 722 &, FH AF OHSEKOEE
L. A YT VEENT TR TH - 12D A Y F
VELHBICITOR T CHEE LA L, T/ FH A EH
HHRIZBWTH AT F VBN T8 TH - 72581
EWPEBELRIISRE CERE L2 L, 2R SN TwA,

FH ~F 0O EMBREIC VT A 2 F
VAR RINCHEIRTE 25 0

FH AFOEAROBBICIE. R4F L e E—RIRE
ETRIBIRLIEEEREHRET S, (IEFTALANIL:
3. HEELAILA)

FH A7 u#SKIcBIF 5 A5 F o LDL-C KTR)
BAERIEL 72T v ¥ 2L HERABRIIZH " 50,
57T R REBIZIOM KA FH ~7 a4k
2 WP RNR~FAEY FH A7 BSR4 6
WY FH A7 a#414kd FH S EHAK» ORKRO
VA FH b4 1#7) FEE L. RAR - NRBIE D
CERME - eI L TWA, T2, FH R EHE
KT v ¥ 2L EER Y 1 24— 13— 1 )21
TEDOAMENRENT VS, DOBEDLL BN /NE
BlEHIZAZFUIRICE S LDL-C K PR32 R L7
WEPRESNTE 2D, TN S DOFKR

BRofE —%4 5,

FIRFAED FRIRN R Z MG L2 T v ¥ MMEZHER
HEEBIIEAG ™, AREY Z2heh 1 |TFo%ES
NTBY, WABITIEERER Y F ViHEE (7T PR
7 F 80 mg. AFKEINED 2 %) HEEHERE 2 ¥ F
VB (Y UNA Y F 240 mg. AFRREITED 2 f%)
WL T ANRBICIIAEREREE R 7 F ViEHE (T I8 A
% F 2 20-40 mg. ARIFTIEAFEME20 mg T/HEEIE
L) A7 RICHLT, #hEh IMT INED R
FHBICHHEI L TWA, FLT, MNEFIOHE D 7F
WTIZ, LOREASZA5F 2B LZIED A IMT
N O EATIHR SN2 2 EATRERTWBEY, F7,
T T WO DUATHIOBIENIE L Y A ¥ F LA
BIREBSEFRET R CRET EHELTWE ED
WG 5%, HEHLEIC X 2 B IRMALIECIMAS 5RO
FIET R ORFIRIIE T3S 2 vwbon,
FH B L2EBERIET AELHEZ 5 LHRET
FAYF UL IERINDIHEMIGE L EZ SN b,

FH #RHRE LIRS F 2 LMOIREIK FHETo LDLC
TR % et U7 BRIgE & L Cid, BB A+ o %
HWRHE (LY V) THLIALVAFT I v ELEL7-RER
WAMRERINTVD (TRTEARNG, TINRFF
UL FH AT 0BG SAH 2 #. FH 5552 30
TINAYF 40 mg WIRBEE AL AFT3I v 4g (B
L IFTLAFHE—IV 5 g) WIREEZ Hil L7285 2 T,
WHEEDBR=2AF4 v LEEAZ D > T LDL-C 29K
TLZW, TINAFYFUHARBETITIILZAFT I U
CHBLTHE®E%2 S > T LDL-C METH > 720 —
FHy TINATF o 40mg LIV AF T3 r1624g (K
HAKZHBEDOLS24%) L ORBKEIT- 72WED > 7T
BMEELDIAEEZ Lo TR—25 4 9 51d LDL-C
BFETLTW2h00, WERICEEELZBDLED»> 72,
IS OBEFNII90EB D T F ISR F F ¥ &7z
RETHY, LWt D 25+ Tld & Y iav BRI
TRIREZBOLZENS, TLAFTI VI HEVE)
WARHETEX L, B, Ay Frerura—), I
ILVAFE—NV TV AR—F—HEHK (ZEF3I7),
proprotein convertase subtilisin/kexin type 9 (PCSK9)
FHESE & BB BGABRIIAE L2V 0D, ZE¥F 3
7L PCSKORHESIZH LTI A ¥ F v~ LR iR
G STV BY,

FH +E84HH & O®p kit o fiie
AFoEAHICH LTI, IDL7 7L Y
AW AT 5 H 7

FH R EZEEHRS S UEYBEZENEOEEAN 7 O#E
SEHICHLTIE,. LDL 77z LY XiBE#HITL T LDL
OLZXFO—JLERBICO FO—ILTEZ L EHET
3, (TEFLZALANI: 3, HELANIL:A)
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2019 ESC/EAS Guidelines for the Management of
Dyslipidaemias : Lipid Modification to Reduce Cardio-
vascular Risk®? I2C, TEF ¥ 2 LNV RR#RIE 4
WHoN, LDL 77 x L ¥ Ad FH kS EHEARDHE
e LTz Twns,

0I6EICHE SN2V AT T4 v 7 - LE2=YT
(& ARSI OF L GEEMERARRER 8 . BIZEHFZE11
W VEa—/ A4 K54 178, BEREEHE 2 #)
DN ENT W5, RCT IX&FN T, LDL-C
R FRYE = lipoprotein(a) [Lp(a)] & TFEhE, LML
A XY MR FR T E12OWT, BRI A Y v FAURE
NTwb, £ETFH ZW=E, 77 L ¥ XAHEEND
TRAFE) 74— (AFORE) 7 7t A, #b,
HiE AR N REVRRLR D012, bREORKIZED
BRI D S BT E E Z HNLN, BEOHRNHES
WEIZAET 2 b 00, ZGlEE L OE T TR 7
XA LR T VHARIIBW T, EWHETTOLRR
PESNLWFH BHICLDL 7 7 L ¥ AR
NbEEZ S,

ANRO FH REHESERIZOWTIZTOMDIEBIHRE (209
%) RFEEDIIVATRTA VT - LE 2 —020194E12
W shTwa™, LIE7 Y b AI22WT LDL 7
7 LY ADSEEYPRR AN I L AP E 2 IER &
nNTwizndon, FERLPDLRL RLETERE
LDLC 2T &8, WOELHHT A E2HMESN
TWwh,

Y
2. &

FH X, 1) % LDL 2V 25ua—) (LDL-C) IfiLfiE.
2) REsMHEsiRE s, 3) M- EEEAEE 3 EfE
T 5 HEYORE IR TH b HillRO SN L H YA
R (M) w2V A5 —)ViiE (Autosomal Re-
cessive Hypercholesterolemia : ARH) LAAMZ BE M & (%
(EMER) ERE L 5,

FH & TIZA T2 5% LDL-C MIEDFf L. #&
AERED S RENIREILE DR E RO S, ZD720, FH
FHMTEDOTEIREEDY 27 BEWRBTH Y.,
RIEREDOBVET30~50i%. Mk TH0~705% D R L AR
22, PlER EORBHREBRZRIET S 2 LY,
KiEHDO FH N7 0 EA R TIIEBIREEIIEY A 7
DRI E N Z AW STV A% 25, # LDL-C I
SE BRI IEIRTH B, L7223 T, & LDL-C e &
LEDETHLAICIE FH 2 FICHIcE X, R
WiB L WY R ER T, REAZ ) == 7 (FR
r—=FAZ ) ==V 7)) #ET LI EPEFILDO T
D% %,

HARANZBWTHME & FFEE200~500 121 A&wv)
FHET FH N7 OB 5K 2FEIE L. 305 AL Eo 8

p4

FHh 0B EHEE SRS, HARICE T A FH OBHRIC
B9 % LM B 13 R WS, RWZ TR EING 720,
FH O#Z MR om FIZBBOMETH 5,

72, ~AOFH BHEZBWTAHAILICLD, 20
REOWIC FH BEEI R L. RIICHEET L 2 L8
WRETH D, FH BEZ BT 2 IKBIEHE L. ARE
WEE L TE ORI SEE (s RERTH S
2t ICHEHEL. TORIEODM EEHICHHADLB T
EARD SN,

2.1 FH OWHE T

WL IIPITEHOE ) TUT L b BB I A
TlEZWw2S, & LDL-C MUEICIZ. LDL &4k R &0
LDL G D % B AR T IR R AERR S il
FEEZW L 20 b0 BInFWRAIE FH OBz X 0 %
HRdDLT LN, BIZFHRAENTE D HERIER O T
Who F7o, FUnHE OBBFEIREDN L SNTW LA
X, KO FH b iEF e % 5%,

FH "7 a8 KON & 72 % Dix LDL 8RO E
PR TEROIIN,. 7RYREH B-100 (7K B-100)
DIREVERAIEFZE R B X O Proprotein Convertase Sub-
tilisin/Kexin type 9 (PCSK9) @35 M re A A E (=
F75 8 (Gain-of-function mutation) T, W§ D+
b LDL RN B W CTEE L KZE % R7-3 BIRZH
N7z FH N7 uHAKD 6 ~ 8 HI TR KER T O A
RSN, FH & ARG #EE TR
LDL Z#4k, 7R B-100. ¥ 7213 BEpe#E1S5 o> PCSK9
DORFEELOLDEEFREND (K1), FHAENE (&
) ma L xarFua—niisiE (ARH) 12 low-density lipo-
protein receptor adaptor protein 1 (LDLRAPI) &1z
FOMmFEERIGE R 3 5 W OBt dz (BEEz)
MR T, ZOREHRAMITEIRNICIE FH S EHEA
ROFBA L 720, FH A EHAKRICEDOTERZ S,

W, Fko X9 7% LDL B/ AR L ZFOEE A O
A DR EAR A RIS FH IS T, LDL AU
RS- 2 BIZTFIEOEHIEEETFLZROERIHE ) »
bW B%NT FH (polygenic FH) OFFEI/REBEEI NS
£z o72%, L L, BB THEMOVD % 5 A
HEhEEEEL TOEHERETEZMOEROATHD
W5 FH #3ET 2 MIIIAFEE T, FH OFIEICE
bbEw) X FH (KOZ0MoE LDL-C fifE) @
KRR EEH52LE2bN5,

2.1.1 LDL &

FH %< (6#LE) X LDL SAEEKO#E T2 5%
VBEKHTHE, TNF TR TLOOME LB XA
2 OREMLEBERTER) FH 0K E LT sh
Tw5 (http://www.hgmd.cfac.uk/ac/gene.php?gene=
LDLR)o HHENIR > THI00FELL Lo Z R HwE S
fb\%)”)o
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LDLREIEF

ittt

Bk EEEH

True Homozygotes

D , LDLREIGF
W PCSKQJEfE%

A TIATOFESE
Double Heterozygotes

BEANTOEGHE

Compound Heterozygotes

i

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

= LDLRAP1

i APOB
PCSKS

F« LDLR

ALRIRLININIIRIIES (TR

T

=]

=}

1 r2 Chrio

q
(=]
=

LDLRAP1EIEF

E1 BERAKREYIC FH R EEESHREZRTEGTFEROEAEDHE

2.1.2 7KV FEA B-100 (77K B-100)

LDL ZBKIZHTH) 5 K THDH 7R B100D &
{EFAETH FH OFRGEZ R L. REGEXRKRT A1)
R &EH B-1001M%E (Familial Defective Apolipoprotein
B-100 : FDB) &MHEN 5, WCKkO AN TR EHE D5,
1@&755&?032%!5@?75“&&\/‘ i LDL-C fifilZ LDL =734k

RS EEFIVEDTH L. HEARANIBWTHHE
ﬁbfr?—?ﬁ_ﬁ“é“’o 7 R B 1345637 3 /A5 % BT
#500 kDa DEKGEHTD %, > T, SRR
iﬁfi?ﬁﬂﬁ& ETIBELSBOBIZTERIER SN

. FH X 3mENEETERIE Arg3527Gin 25
iﬁﬂ%ﬂ% (Arg3527Trp bIREELERTHL L EN
Z))41>o

2.1.3 Proprotein Convertase Subtilisin/Kexin type 9
(PCSK9)

PCSK9Z LDL A5 IZB G- L, BEREMEIR A2
i3 LDL 2B K2V 85720, & LDL-C ILE %
&7-9 . PCSKOBEREMEAFRIZA RO R BB A RO FEAEHIL
LDL 232 RARTHAR L R EXPIA 0 n™ ¥,
3 Ld FH OffL&EEOR LDL-C MEx & 729 &1
fR &3, bASECTIXEREREREEMNR T, LDLC LA 3
SEEIE 70 E32K A8 % —BAD 1 ~ 2 %, RZ W
FH ® 6% L EHEICHRO TS, E32K £ LDL %
HRIZE D FH AT 0B KICET 5 L FH R EES
HREVOERGEE BT 255 SEWEE~O B HEIE LDL
AR FH FEHEASKICHRZ L BIFTHLY, [
FEIC V4L 25 % FH @ 6 %IZi0, V4 2% LDL %
BRERIZEPT 5 L FH S EEAKREDOWRG %

25257, WKL FH S EHEAGKEXNT 22 L 13H
M hid A5, LDL %%tk PCSKIZLR %+ h 2
NOR T BEFICF OB S ILEEAIE R EEART
u&<\§TWATU%A¢k&éOHEmEE?E
WA FH 2 X72LTWVEHED oW TIEH P %
TOHWELEE T 5,

2.1.4 LDL Receptor Adapter Protein 1 (LDLRAP1)

LDL ZBROT Y FH A4 F =Y A5 L, &Iz5T
BREZWBD 2 TG ITE BT (B
maI L A7Ta—)VifE (Autosomal Recessive Hyper-
cholesterolemia : ARH) & LCTHRIET 5. ARH IZE K
L EZE & 5 LDL-C MyEAD S FH R EHEAKDEE
b s Hs, WBICE LDL-C ML ED bhrne (2
BE) NEIEWICH KR TH L™ Y, AEBIE FH K
EREEKRE LTI o

2.2 FH O¥s%
INFTESL FH A7 T EAROHEIZ500 A1 1
AR L 2 5T X 7225 Mabuchi 1%, dbkEH )
\ZB1F 5 LDL %3R5, PCSKOMERBIEARIZ B oD
HAEREM S, FH S EHAEKOEED SFHE L2 FH ~
T OEAROMHEE X — ﬁkmw‘lkk%%lb§m
WELHEEINLZEZ2HMELTWEY, EEDS
FHIRFGED X 7 > Y 1ck B, HRO— WAD'
7% FH OMEEIIMAS00AIC 1 AREFET L EEZ
bNB, TNEDHEFNITED X 7 f#HTIZIE. Ds
EoF—7 b E&E AR Y ZPVEIIBEE T AZBL S
LDOTHY, NERBEOHEIHT AT —% & LTHWRDT

pd
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FEETHD, SHICITEHIREHBEBZICH TS FH O
BEEIE30NIC 1T ARREE, RBIEEBIIREBEE BT 5
FH OBEEIZISAIC 1 AREEZ 2 5hTwh, itoT,
FH 3BTz, %22 w55 LDLC
MIEBHORIBEY% % 5D 5 & T HHMENH LT,

2.3 FH DK E

FH i3, w LDL-C I, FFMEEBIRE R, B - %
A tELY 3 EBE T 5T E LT Rt Es (8
ME(z) HRETH 5.

2.3.1 & LDL 2V A2 59— UIiiE

JE A SR A T e vh P OO IR g S [RS8
BB IMAEVZ B 3 % B AWESE ] BEAS1996~19974F B 12 F2 0 L
7RIS ICB W T Bujo Hid. HAAN FH A7 0
GR641% O K IGHHFERFTIY LDL-C 13248 mg/dL (31
296%. 3454, FIHEESLH) THRLAEI LD -
72 L TwA, FH B L Z0RKEOIMIERT L
AT U= WEIZZEEEZ/R L. IEWFEIX179+26. FO
AT OFHEARIE338 63, FH FEHSARTIET13+122
(FnFNFH+ SD (mg/dl)) &, FH A7 ookl
EHEZOIFIT 2. FH A EEAKE 450l 73Y,
L7l IE¥#&E FH AT 0ESEOM, FH ~7 o
H1kE FH R EBRAKROMIE A —N—=5 v 7F2H Y, 1
HEIREE 72 TR XIS EE 2 ExH 5 (K2),

F 720 HERE2 D LDL-C 25w EMEHm I Tw

100 -

90

80

70 1

60 - - E¥E
fiE :?£$M
1 501

40 1

30 1

20 A

10

2 oo oo e o— 0o Py

% 5100 200 300 400 500 600 700 800 900 1000
ML X7 A —JLE (mg/dL)
M2 FEMSIAILATFO—IMERZIOESEE. NFOE
Ak, FEESEOBIL XATO—IUE CUik47I2E
Bl % 800 L C8E)

pb6

LYER. AT v EEWE RIS LDL-C KT
WIROPOEDE A IS FH 259 N3 TH
;Q) 50)0

2.3.2  HUSEVEe R YR

PR R B EE T LDLC SfEThH L FH %
B BN D b, BIEEMEEIIREE LS M55 R
iy PGS A CHIE L 7S BRI R & ERT S =
LDL-C MijE i B RTEALAE O v T b 55 1S B IR AL e %
HIT 2720, WHFED FH A7 O HES I OIHIE
H360% Hith & %\, B LDL-C I & A5 e 22 13 B
WASH B L ENLD, FH AT AR TIZ5 ~10% #2
BT Ak e OV B IR 307 DU L2 O A gE 7S
ZIE—ZOEETHIINT %A% 208 TIE505 LLT Tl i
THY, WorRBLENBDLNLTWS (B3), 72
BYETIR20 A 5. L TIE30AL 2 SF Bk CT
BAETOBEINRT F — 7 OBEDSHERE TV 57 (F
4) L22L%aho, REBH2ITWw. Ay F U E2H
W7z FEMIY 7 LDL-C X P8k %479) 2 & C. FH ~ 7
OEAROBHIRIEEISEZ BIES 5 2 L REG TR
RYUEREL I ENTRETHLS Y,

2.3.3 M- Bl

FH ORI C B 72 AP RS R v (0, Bz ) 1
WEDHFHETH 5o ~NT HEERICHR, FEFEEBIEKT
S SICHMEIXAERI DV ERE RS (K5), #Hf
WX, K2R TN - RS OME, T8, Bk SR
RIRIBEASIN D 2 EALCZ AT 5o IR HffE FH
DA THRDH DI E DLW, FREMEL, 2
it % < WA, FH 259 T Cldd 5. B AlE
7 FLVABNEE LTHNEZENE L, S
BHEETH D, LL, HElEFZWEAICH FH %
HRELTIE ROV, FERE, BRFIMRAET FH L
ZW SN2 BED D H20~30% TIE ki ol % 2D 2\,
— AR EIE XD > TOHRET, e &b
W AETEAIRE S 2 B EDL VDS, WIS EE T D
iz R IEBI ST . T2 7TF L ARMRET
TR EREETH S, Lzd> T, mEE2 KA.
RIERA R BIZFWMAENRHE L 25, %3, FH Ti&
TELAREIZE DT XL RABEOEF 2 HRZHEED
Hbo Tlow THFVUVAMEFIEE &Iz, HIkILEER
D5 LD REAIIEmL FH 2589

2.3.4 Ol

61273 &9 Ak D FH IIESMW AR T 5
A5, B0MEANM O FH B&HIC BT 5 20 MBHHE L 34
S Y Th b, BEHEDE EANRPBE S, &
IS 235 D B 575, S0MAM O BEIZED SN D
£ W52 VX RS T AT S 185 o
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MTWEFEL, /20 FH BRI LA, KIRICOWT
LFNDZEHMLHER SN D, B, #4ED FH Tk
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EDEBNIREIBDOIIE) X 7 Th - 72%,

2 FTHEFEHEL DRG L. ZOREB X ORIME
MOAEZBEL2AOMET L, AT FI2X 5
LDL-C DAL RIS AR I2 38509 2 A5, RIVEA
OHERLEIEE DT I VD LOTHEENLETH 5,
A Y F VA ERBEICH L TE, IOR T F OGS
HOHEE TR BH, B2M%E) L, KFHES
<R A HIETY,

A YTV MG CHaRRmB GO N WEA, 1Z
POIRETEOBHICE D, E5I12Kk&% LDL-C @
KTRIEPELND, BEAZEE L /ML AT7a—
W VAR —[EE (ZEFIT) DI BA
F o (LY v), a7 a—)v% PCSKIFH %
xS N2Y, ENHANCE B2 12X Y, FH
BHEIIBVWTHLRAYF VIZZEFITR2EHTA I &I
£ LDL-C &L R AIEKTRIEMDESND 2 &S
Eh/zo FAME #7220 — &k FBilcB1F % LDL-C <100
mg/dL ¥ & $%123%. Rk ¥ B (LDL-C <70 mg/
dL) 2BV TiEbT218% Th-7-%, HEIZBITF S
HEERIZBWTIE, FICA MOy Z Ay F Uaie 5.8
NTW5HHODORKN T TR L TWhAIERN 7%
W2k, AFF BT I TPARI263% &4 nC
LIS I ENTz. PCSKOFESRICH L TIX, R ¥
Fr (BIUOZEFIT) TTTRHEEZZIT TN
FH AnFu#ahBEicorRar~7EizrIar<
TOPRICE D, RN E4eIZE 5% 5 LDL-C K T%)
H (R960%) % Lpla) METFRIREZ RS 250 453
R T CORMM 2 REMDPHR IR TWET™, %
2. AZFUARINMO FH % THF135% @ LDL-C &
TRIE & IR SN TWEY, L2255 T, FH
AT OESROIPBEBNTH, E—RIRIA Y F
YTHY. EAT A RYEIERKIHEE Tols
R, TEF I THH R EoMmFAI G EET 5, F
NTHHEAT L LA, BADY 27 % +553012%
& L7z LC. PCSKOMESR DB % Efid & T
H5 (R12), &I, KT A7 EFIBW T,
LA LDL-C iz T, BT 22 A2 T L,
AZF AL FH AT O#HEEKT, @E oWk
HEHITIN Z T PCSKOMESE D HFE L Eh L Th.
WFEs 5 LDL-C K TRIERD S SN w&iZid, FH
FEEGEROWREED B W20, BIRFRBEZ &0 T
HMEICHANT HRETH D, 2720, TS DR
A A F X B HMEHFEICIRT FH BEHE DL
MAF A4 X2 b2 X0 AMEHIT 2 003K 72H 50 Th

VEBIETVARER LT LEND S,

MAfE (CK LA %2&t) - R ES ORI I
DAY F U T o KMEHTAIENTELVWERT
X, R OBREAT I & Ol E 2230 TR G- 5 28,
ZOBIRTAL T BRI F AL T L T e, baAs
ETiE, 7a7a—Vvofifs FH N7 uHEEKRICE
FAEIREEOHEREZESEL N, BAIME OB
HPORBENRTVEY A, QT EEL EORIEHIZY
HEPVLETH D,

35 FH ANTOEAEICHNTS DL 77V YR

FH ANF O #ESKIZOWTIE, HE, Ay F et
F 37, PCSKOMHEREDPHZ LWL D, £ DREH]
T LDL-C FHHEEDOZER A iEEL 2, LDL 77 =
L ¥ ZDWBISFEBIARAD LT 525, SEHIHRBUME < 1
DOEIIRERZ BT AT A 2 BT 2 FEIZ R,
%B. FH A7 aEAFIS LCd, MR L A7a—
IEAEFFE T OEHRE (RERME T VT I V08
HEFFCTXBIREE) 12BWT400 mg/dL 28 2. 250 mg/
dL DATFICTFAS 9, EE 2 e Wl BRI ZE 25 & 737
WA, BB SEO SN TS, $7-. LDL 77z L
YA L PCSKORHER DI B WHETH %25, $L PCSK9
PUkiZ LDL 77 = L ¥ ARFICBRE SN S 720, BT
HHAEICIE. LDL 77 2 LY A BRI TIENT 205
Wb, —) T, LDL 77 L A& PCSKIREREIZ
X HBEBOPEHICL D, #963% OFERIT LDL 77 = L
VARMBRL, Za&ICBIFR LDL-C FH I RETH -
2z EdbWEERA TV,

4. FH FEeEAEOEE (K13)

O FH REEAEKEZHL ABEICIE. EREEMEHL.
BHICR2 T %FAtA - HME L ZOREEZEED. T
YtFIJT4MAT 3, LDL-CEDEFTI»+ATHITA
¥, PCSKOFREE (THAAy~JFL3171)
Z ). &5 Angiopoietin-like 3 (ANGPTL3) BEE
F (IEFU~T). MTPREEE (O 2EFR) %%
5432, pETHIhIE IHICIDL PI7I LY XA
BERBY 5, 7L T AHOBMNES 21%557 %,

@ ANGPTL3[HEE (TEFU~7J) ¥ FHAREES
FIC3$ 3 IDL-CETIERI»SHEINTHSY,. BA
TFH A EEAHOAEEE L TEBEIATWS,

O MTPRAEE (OIZEFR) (3. JHILEREIR. FFEA
DEEREE L EDRIERERT 2 EN H B /-0, B
Ho TRERE (EEBE [BHEEOIOY -
BIRAHOY-—D20%FiE] 28R T2EE) 2175,

@071, KE - BEREOERBEEINRE
BT39. QTEEDEIEARICEET %,
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FHA EEEEHDEE
(BEMEABZTE &)

A

y

BHARAE(LEFM (SREMART 20—

EEBIEOUE - BEFEDIRE E FFICIEERTEE A
I O— - EEARCT - ABIE)
(LDL-CEIZBEZfE 1XFBH 100 mg/dLEKiE. 2KFFh 70 mg/dLkKiH)

A

y

A RADEXR D IC X 2 F BItA -

CNBILZFA—L T RE

EE (GHREEXLTRAMAE)
—2—[EFE (ZTEF3I7) #H

EEEFMEREE

| PcskomEsE |

ERERBERIE

MTPREEZE (O &ZEKR)
ANGPTL3EES (ZEF 77 7)
LDL7 7 T L 3 2™

* REFEDH LW

Y OEEPIRE - BHRPE

&alddiE

w PBIGEU BB T H 0 ICEA
PEIIELTLY Y, 7ATI-IOFEREER

13 BA (15mklE) FH R EHERFEENIO—F v— b

4.1 FH FEEAHICHEIT S LDL 2V 250 —L5E
B H B

FH EEAERICBWTIE, W R#Z LDLC %
KT XL ZEDFETH Y, Bl REREEET 5,
FH &R EHEAERICB VT H A4 LDL-C 58 H B
— KT B B TIE100 me/dL Kil, kR FBiEEZT
1370 mg/dL KiliTH 525, FEREETH 2601H %7,

4.2 FH FEESGHIZE T 2 EHHEADONH A

FH N7 e & Mk, FH S e8GR EE
IZBWTH AL, Bk, 2, R e &
HHEANON ANTEBFOIEAL B D, FH REHRAEERT
& FH A7 04K LT L < BIRTE L o
VRN, FRIERIEL 1Y - EitS 2 mici3E )
PR BB X O BE (FR I KREIIR AR, I BAk%2) .
KEYIRIE OFF-AM % F2hti L. EEIHIWTT 208D 5,

4.3 FH FEEOHICE T 5 EMk
FH R EESKRTIZ EROEFEEADNAADATIZ

LDL-C ®a ¥ FE = VIIAWHEETH 1, mEIRE E O
SAE AR T B O 72 DI EEL 2 55871 %2 LDL-C XF
HERET S, L2L, AFF v, ZE¥FIT, BAF
YRR (LY ), PCSKORHEHRIZTVWFNLYL 0T
TR EHRE Y LDL 2B/ R0%3 () HimTh s
729, LDL ZBRIEEDSH T 025K > T b defective

pl6

type Tc;wt:lntm\ﬁ; DANR AR B A5, LDL ZHK
HPEASZEAIZRIB LTV B negative type Tld LDL-C
T&Tiﬁ%%?ﬂ&b&w%’%)o B FH R EHAWREE %3
G L7z, PCSKIFHESED LDL-C MK TRhE 2 MGk L 7=
FRRE" 7 DFERICE B ERRIERENTHY (=
Ror<7:309% A7V~ :-168%). ZDX
I RBE B X O BERERE 2 BT 5, PCSKORH &3
MBS LTH LDLC FE o772 KT LAREWEGAIC
EHIETRETH B, BAREOWNFETIED S50, FH
FEHESEROW RO A ¥ F VDA G-
MTHoE VI HMERIH2Y, FH A EHAKRE L
R & LT &7z microsomal triglyceride transfer
protein (MTP) %S (mI & ¥ F) (&, LDLC %%
S50%ET &85 2 s hTwasY, HAD FH
REBORBE LN L LBRLITLNY, Elis
NTwb, L2L%A2S, MTP MHEH I EHE TR
PEFRER TR OEWER D b b 720, BHPONF
BR 7V I — v OEHGE & RS IE T 5 2 EHIFET
»5"", ANGPTLIHEHR (Z¥F 7 <7) I22VWTh,

R O65 N0 FH v EHEGHREHEZN R L L " H
BT I R I MRB2 T bh 22", 15
mg/kg DIV F <7 % 4 FEEIZ 1 b AEEHEICT

LDL-C 13471 % DL 2R L, T¥F < T1F
HAZBWTH FH S EEAKRENGE L OKEI N,
Ju7a— )i, FH S EHESEKRICHLTD —ED
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LDL-C X FRhEAH 0. B - 75 L ARSEo @)
DN R BD B EDHENH LY, ZhTHhEB,
IDLCoOa vy ba—)LiZid 1 ~2#MIZ1 W LDL
T 7 = LY AGEPBELRGEDS v LT RTOH
FECHDIMED L AWM Z R THA 1013, LG
ORI & 7 505, BAED L ZAHARTOERBNLT
SAKTH B, FBMICE 2 LDLC LNV fk
TRIFISBHFE CTid 2 < 51 X e X B 20 i BUR T 989
PLETHLZ L, BRI YRS (BAH x5 95
mE) VLT H I EBHEENR TS,

44 IDL77=xVV R

44.1 LDL 77 =V ¥ AD#EI

FH & THEAMET. MEOEYHETIX LDL-C » 1+
MR TF 8¢5 2 LIHEETH Y. A X 0 IRSVESR
ZHW/2 LDL 7 7 = L ¥ RGO LB T H 5 B
A%, LDL 77 = L ¥ A, RIMEBREEZ W
MiEH o LDL %408 i3T50 THY, FH KEH
HhRolibo LDL #3522 HIWE LTS
nrzz.

442 LDL 77 xzV ¥V ADRR

BV TY LDL 7 7 = L ¥ AEHIT LA FE T
BETHY. FERRBITEEN W &, T E O
INRIHRTET TR L KBRS ARAE /0 L AkZ%E, e Bk
S DBIRAES LIS O R I R U DL H3d 2
F72, LDLC 2K F 285715 T% <, fMlagsR T
(ICAM-1, ELAM-1% &) OZEBIHH, 74 7)) 24,
BFERT- OB T % S X 5 MEEROMH, 7721
A% o LDL it hizc{ wz &, LDL % 7% 4
THNYETHZ R ERN L TR LEH 2 AT 5
s s TWwEY,

PCSKIOMHE# R MTP HEHRE O LiiicftEv, LDL 7
Tz LY AR L TH LDL-C 24T & 2R HHM
MHIFAESTH LI kol LL, LDL 772 ¥
A{EICZIE LDL-C IKTFER O AR 59 Lo X 9 %)
WL SN B2, LDL 77 =L ¥ A0 %2 %
THBIIEHICRE T 2 2 L BRETH LY, S,
LDL 77 = L ¥ ABEBHD ASCVD #HHISIEE 5 —7
MZT BRI &SRB LI N D,

4.4.3 LDL 7 7 = U ¥ AW ORI

LDL 7 7 = L ¥ RGO BIEERT. SR E
BOMEBIH OZOICIERIFIUETREVIEFIERWEEZ S
N575, BB LDL 77 = L ¥ APICLEHIMETS X
A% B TEMATIIWNEETD 5. HENZRIBEIBO
REIE, Xy N ECRUR LIRYMEBRIGT 25T RE L 72 % 4
~6IMTADL LR DD 35 EME L 7B oW
bdH ", LB TICEBIIRE AR e A E, K
PRz F Lz AT BB S AAFE L. 10D

MALZBITRPHEIEVEREIATBYY, Tk
IR RUNEREBIBT A2 Lo 5N, )
B INIARIMEBRARTE DA 70 W LRI AE 2SI 2 554 T3 5 A
WEAF o LDL WA % v CIRAYMEER AR 2 A &2 %
TRz L ChifT3 %,

444 LDL 77z VYV ADIMBNBEOREL T T
F7 27X

LDL 77 = L ¥ ADMAEALIR & ZIE#ERT O LDL-C &,
BEoMmEEE (REIZHE) ICXYRET S, #HEH 3~
6L OMAEZWMIG 2 &12X ), LDL-C 260~80%1K
T45HIENTES, LDL-C I ZEFITHRERLHTIZ 1A
L. REOEHFKEE T LA LXHIT S, LDL 77 L ¥
ADEFR TN, RS (Cave) WHBIT 5 &
256N THD, Cave = Cmin +0.73 (Cmax-Cmin) T
HETELLEEINTVD, HFIZBWVWTIX, 2o LDLC
OFREFHMZ T 285 L) 12, MR, HFEE
JE. PRRISERI 2 2T b0

IDL 7 7xVL Y ADT 5y K77+ A1 FEHR.
LREERZ 5 2 L 2% v, BARAEIZBIT A IME
HF &R 0 i3 HEE 1250~150 mL/ SFEETH 5 72
O, V¥V MEERLARTNEZ S 2 WBIEBR S5,
FH X, BAEBELEL)AT M) v PDBIEFHTH
HI RN, X v MHEMSREER T, HENY
HThb

445 LDL 77 x V¥V ADNk
4.4.5.1 HHIMHELH: (Plasma Exchange)

19754F, Thompson HI2X o TITbNI DT 7 =
LY AETHA, FH BEIZBVWTIL AT = LVOK
T\ EEhIRAZE OUE E S Pl ORI, IR ON
BE Vo ZBEHREROZEW U EI R S, L
L. RFEFZAHCOMEZREEL, e b7V 7 3 v H
EEMTAZLICID IV ATU— VO T 2 X5 )3
THoHIO, fEra7) v ERICLELRYEDIE
BIRMICKREEND, ZO-DBIETIE, FH OBEL
L TR EREERD10m AN O/NEIZ O A, HRYMEBR I
WErHOTHITHWSLENLTWA,

4.4.5.2 _HiiiJE#% (Double Filtration)

FHH FESICE ) DAEETT TICHES N TV L
FEORL 2 o0 L Fvs, — R &0 Bk & i
R0, SR X ) MRS ORTHR T OKE &
LDL & VLDL ZFRET 5 HETH 5. HAMAERR D
2 L. HDL ®FR#ERAME L VLDL., LDL 25BN
BrFEnb, 72720, 773y (10%) Rra7) v
(30~60%) b K THREESNL I L, “RIEDHE
FOLFNICL BT LR O, ML RS
HHI L EDOREEAHT D,
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4.4.5.3 LDL W#i%L (Liposorber System)

LDL 287 F A b I UWBRICEIRISKHEE T HHEEL D
IS ENI=DH LDL WA TH 5o MK % MR
o3 & MBS L 7=, BEEICHBELZTF AN
HfRE VAT FE LTEILHE — RIZREE L7 7 A
Wil BEICWE L2 7 R B #&E ) K& (VLDL.
LDL. Lipoprotein(a)) Z4FRMIkKET 5 ETHEY,
MR (150 mL) ®F 52 (LA1S) 2K % v, W
Eh7z LDL % BiREE NaCl (5%) 12 & - TiHH s,
RHIZHAWVZ ks ohTwnb,

4.4.6 LDL 77z VY ZDORIEM. &M
FRGBR M O WA L B MFAR T %2 325 5 2 LA
% &\ FFRICKEIR IR BRI B IR 2 B3 A BB
T HEBERF IS O DOEEDSLETH b SR ZVEA M
LLVEIERTH %25, SRAIOWIRICE DV MET 5, 3%
R0 LDL W #e:id, ZoBRMUM#EICT LDL v 7
R B100&#E& LT LDL 2#WERETSH25, —H Tl
MR R Z IS L CT I V3 = ViEEMES S,
TITVF=oR#EMEL, BEELRY 3 v ZIEKRETI
SRIITEEMAH S ACE HEFEOIHIIZEZRTH S,

4.5 FH R EEROGHOHEHH Thi 2

FH AEEGMRIITEEERTSEBICREE I TV 5,
eI, LDL RIS IR D 5 B In T OB RS0
WAt & % \id LDL ARG 2 I THEEZ BT
SNDEEFIMZ T, (ZITHEEFE LTEWHL2Ea L
AT 0 —)VIIAE. &2 \VIZ/NEET X ) R aEO LT
TERIHNEHEICIPLT 2 BEDREON G L b 1RE
FERTIZOWTIE, JRAEGEE RGN Y 5 — DR — 4
N=VIIR#HI N TV 5,
https://www.mhlw.go.jp/stf/seisakunitsuite/bunya/
0000084783.html

LB, Tt ERLMWEDHIIRSA ) ORERT T -
TWwb,

5. MRV e & K FH I

BB EORIENERTH 2H, £ ORE3YH#RD:
ZMWT, LDL-C 2K T S22 L8 hH 2", 20
A BB IR RS ERROEMRICT Vv b
L. EMEIEY A7 ORELZ M4~ O Z & 1HE L.
FEWEHROFIG, EY O L EDHEO TR T5RE
Thhbo

IR BT B4 + 358tz (LY ») Dstodk
WIEEIIIRIRE R EOFRE) A 7 &SNS I2HHE
W2 AHNETH5H, National Institute for Health and
Clinical Excellence (2 X 4uE, ZEWIHHE IR
L7322 81k EEZ I TH5RETHY, F72,
PRI IBAED D A2, B3R 3 AL

pl8

LT biFREZRALREELEENTWVS,

R AT 5 FH BFICOWTIE, REeRITED
B L OHEICHA T, HO» LOFEHRT -4 L
THRMALDOREZ T 50 N ) AZIERICBWT
. TEENIREEER RENIRITARZE - I DIRARRE D AP A
7)) ==Y 7 Ly BB U CHY) AR E R TS N,
A FF VBTN D B 2 E B ERTRENTS
0. b NOHRPFOBRSICETEA F o5l (L
T V) UHORRER T EDO LM L Tn vz,
AT OEEME, REREGRE MDD, MIRETE 047 <
D 3MHEL BIOWMEREORIINIIIREA + 55k
BHE (LY V) DHoREETEORHZHIET 5 X9
AT HRE, HRFMOA Y ) ¥ THRLETH 5,

FH s EHEAKRBE OFIRIZOWTIZEIHNIZITH 2
EREETH Y, HEOFI LT T —, LER, EHE
R OFER., SHBEIRT 2 —4512 X Y BREI{LAED 2 7 ) —
Z Y7 ERATO, BREALRE OREZ IR 5, HIRTE
D 3 HFNNZEA F @R (LY V) DA oIRE
KFSIEHIET %, FH BEICB W T3ERHIC LDL-C
BIO TG BESIZERATHEIEPHMOENTEYD, FFIZ
TEAR2438 DIF1d LDL-C T#30%. TG T#100% @ _F5-
D ENLMY, FH HH AR 3\ C IS fe.
IR REASTCHE Ly MRS i B ASTTE 5 2 & 19,
HIRFICBIT 5 FH S EHAKRO T HipRmitit. 1
WIFRICHRTR TS A28, 512, LDL 772 Y
ZHIZ LD MFEREHET S MO TWE™,
IEHRAI, BRI ER ORISR E 2 A R L AHHh
MH720, HiETO LDL 772 LY ADMEITHALEE L
W, IFRPIZY LDL 77 = LY ABEILAIATO &
MNTE, BHICHHEICTE S 2Bl O WENDH 5 1% 1215
BT H A+ oiildig (LY Y) DAAOREKT
I L, EMNZ LDL 77 2 LY XiEEE kL
T LDLC Z#YIca >y ba—n35Z 02T L,

VATYT4 v Y - VE2—RH

B (SRR MR AR B B 2s R . /NEIEE
(HTHEATFT 1 ANy 7 —CH - WwNE T3EK
FRFBEE LR beAR A R R ) . R A (LA
BREFRIIZE X ~ & — % Be Ol A PR BB . e
()= A7 2 A% v RFTPHES#HE), HE (2
NNV REFRREANT Ly - 7 b7 TR LS
B E A EBR BRI GE e v 7 — ORI IR . P
A (FESTAEBR BRI 22~ & — BRHEHEER) . WPAS 2k
(G IROK =B R B e R B s & v & — IR B2 Y
B IARKE (T3R5 K EEBE R 220 78 be N 2 s A3 -
Mg - 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 — Mg

E-2 JEBIR G 7E, BT S

E-3 FLabffzE (r—A ) —2X)
HER L XL

A BRI AE

B G\ R
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KT F—=HAT v 77— 202512 L, HABIIREELY: 2 FH % H 020224 ~ 20244 O FIEH K & TRt 0@ ) R 3 %0

X 4 BRI H 1 BRI H 2 F7RIEH 3 BRI H 4 Fi7RIEH 5 Fi7RIEH 6 F7RIEH 7 Fi7RIEH 8
S
o FZRIEH 9 B7R I H 10 7RI H11 7RI H 12 F7RIEH13 Bl 7R3 H 14 7RI H 15
[l EWY | RE e L B LD BUnL B LD B LD UL UL ML
UL L AP UL L ML AP UL UL
NEOIEME | ML B LD B P BAR, 7oAV | B4R L WY —M. A | Z4%L EEY IS
v (. Ultrage- AR A
nyx Japan
L3S e S L Y® LS ML MnnL ML
AR A | MR L B ® ML MMk L LS BLAIEN, =7 | 4%l MMk L
=47
B P EEY IS HMnL EEY IS EEY IS ML BARAS
Wik B | Bk L Y—=F77— | &4%L ARRLZ-TVx | 4% EELY® BELS EEY S
- IR, BFIER,
VAP NIVZESVA N
I NV T 4R
77 =<,
¥—>-Th-x
V., W7o bk
7. Ultragenyx
Japan
EM L MMk L HM L ML ML ML FAM L
LW N | EURL MMk L EM L T ATy EMRL ML FM L FM L
I NV T 4R
77—
A ML A BML L B LD UL UL
EH OB | Euk B LD A=A TAY v | ENEL = | TATA—=T | TAT4—=TA
TRy MAT 4 EA 7 7 — < | AWRREARTHL, | B, 7Ry MU
DI AN R, FFHEIE | 7K v b x| 3y (FH). B
(1), MSD @, My 22T | FTAHINVI Y | FAHAT L9
KIFBLIE R, B 77 =< | Ny (), H| A Y—=T 4R
i, —=3t INAZVHEG | AKX Mo | F4hv 7
(SN EEE T . GE~N WV | =v 7 A | VEH =7u
HR, HARN— AFT7T -V | M T @ B8 W77 A
DI R Ry 7Y | =R RN
VoNA AER, A MV <A TAT xR,
NV T 4R XY —ZXAr A4 KAy 4
77— 7 7. PRA ~ STATA Y
KINVT A4 AY VA A LY A PADY N
7 7 — < A . CSL Ky AT A4 H
7 7 A Y — . N—=1 ¥ 7. WY x 8y (),
FEHI SR GR, 7 AMI @, / HAZXFFu
VER, NS T RKINVF 4 A 4 NE N
WVEERE, 7 7 777 —= FTA T4 VR,
4 ¥ =M. 7 & NAF ra=>
[N i (7N VARV AR N
A Y v @R, A N
HAXF B F—=NZ R A F
=4 "N A T4 VR,
tr77—<M T4 vr s
V—"T T xR
YR HARN—
D
WNA B
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e —E | BuAL | B%AL BUBL | EuEL BEMLL | BN CETP Bn L
BEAL | BEAL | BEAL BM L BEMLL | BN HnnL
WEOKfE | BMAL | B%AL | BNAL | BNsL BEAL | KEBEW. | BEL Bn L
HAA =74
vy = 7
Nt
NNV T A4 A
77— <
MSD @
BEAL | BNAL | BNBL | BNRL BEMLL | BN Bk L
A MR | BMAL | %KL | MNAL | BNAL BEMLL | BN Bk L B L
EuAL | EuAL | muml | Eunl BEMLL | BN Bk L
WEOMH | MMAL | MNAL | MNAL | BNAL BELL | BN BELL Bn L
BEAL | BEAL | MNAL | BNAL BELL | BN AL
(PR H]
I EUH 5 E S O 58

1 REREAMHW E L2NEKOBE S, HEMBk oA & i (BRIEEEEI00H M / 3% / 4)
2. RO & 2O SO NDFIE (Bl 1 AEROARKRRIC L 2F0128) (1 2ORFED 1EM ORI F 7213430 5% DL Eots) (BRkilE
1005 1 / A% / 4F)

3 REREME HIY L L2FAD AR & LT dhb -3l (BH/R2EHEZHLI00 5 1 / 3 / 4F)

4 RFEREMNEHNE LAECHERE D, SO M (5632) xt L. WeE 20 L2KER - 003 LCefib - HY GEERZR &) (BIR3E
RS0 1 / A%/ 4E)

 RERLEME HIY L L2FERD S 7 Ly M e EOEEITH LT 72 ERE (BRZEHEZS00T Y / 2 / 4F)

R E AT HIY & L7zBRA et 5 2 0F2e% (BIRIEHEAHI005 M / &3 / 4F)

CAREREAE B L LBk 2455 (B35h) w04 (BRIEHER100 M / 3% / 4F)
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