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HENLOTEARBBEERFECHA2ZXEME S I L X7 0 —)VILfE (Familial Hyper-
cholesterolemia : FH) KREEAMAKIE, FAENEMANS LDL-CEETHALZ E0b, HHED R
LDL-C {EXF I FIMEIZ 2 L C, &4 T CVD (Cardiovascular disease) DISIEIZEV FHENR
b EEZEZH6NTNWD, 20, FHIZH - RN EETH D, 201746 HIZ [RiEtES
IV AT A= VIEZFEST A T4 > 2017] »HHEFKIN, LDL-C OFHHEHES RN TH
bo [KiRMEE I V2T 0 — VIIEBIFE A A K F 4 > 2017) OFEREZHES LT FH KEH
GEANOBELEEE N DDOH DD, BWIFRIIKKRE L TEWEITNW R I,

Z ZC, FHREESEOFIAZE « 16EE X DHEE L T < 212, 1BIRSEIO Rz X
LTCIE 2% F %2 PCSK9 (Proprotein Convertase Subtilisin/Kexin type 9) PHEHRZEEH L TH
LDL-C 2V&HE H B EIC 2 U AW EEIZR LT, BRI ORI 2w R L, BiE T
HEOLENEZ GO CHEMEITHET 2 &0 D FURHE « GED 7 o — 2584 « ZREIE TN Z
ERRETH 5,

HKERIZ FH R B4 TlE, PCSK9 FHEIIZH 4 2 IR EWFIA %W, ZOE1N5 D,
PCSK9 PHEZIL FH A EEEGHOZKEN LM, H 5 &b %, PCSKI BEIE % 3 [MfeE
BGL7=boD, CVD OFEEA e < LDL-C fiEiA% 100 mg/dL A 2 #E 5 T & 7o\ K 5 IehEFlic
OWCIE FH REEEGR]RZRE - TCH RN EEZXBNDS, FTz, BIEFHRECHIERI MR T 0
WZ EbbhDHD, BFEDEF TR Ia84121E, FH R EEZGEORERETF L ED
THME MRS D2LELIDH D,

2016 4 12 A1, FH A EHEAHEREEE LT, FIORBEETERZ43 %5 MTP (Microsomal
Triglyceride transfer Protein) PHERK THH O I ¥ VR XV IVIBIE S T2V hFiizic Eilidh
oo B3I Y EFRENADERAERICE N CHENL LDL-CIE MERZRLTEY, 4%, FH
REBEGHEEOH - N & Uit b Tn 5,
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HENLOTEARLIFERFEIECHS FH K EH
HiRE, AER2S LDL-CEETH L E0D,
A ED 2B LDL-C a0 PN BB E L ¢, BF
TCVDDRIEICRHEEZEZ BN TS, ZDd,
FHIZW « WIRLEETH S, 20176 HIZ X
WEVEE 2 LV 2T a— )VIMEZE AT A K= 4 > 2017
NERIN, ZOFTFHFREESED LDL-C D
B HEEIE kTP & LT 100 mg/dL Kiiii, CVD
DEEFERED & HIEGNT — Kk TBh & LT 70 mg/dL &
R EINTWAD, FH REEZEEEANDORELIEE
FNOoOH5HHOD, BEIRIIMKARE L TENWEIL
W T2,

AR TlE, FH REEGHEOEREHE, FEIKP
Fit, W ek, BREFREOBURERE X5
WZIEHHIBESECH D MTP BLEHRE O I ¥ © ROl
PR % A I a3 9 %

KEES AL ATAO—I)LMEREESEL

1) FHREZRESEDTERE LHE
FiEtEEm o L 27 a— )VIngE (FH) 1%, {KEE

SREEHIE - 55 W15 (201841 H)—

) R¥EH (Low Density Lipoprotein : LDL) &1k
F3xZoB#EEE T 7 AR B-100 (7R RKEH
B-100), PCSK9 MZE#IZ X VW IRIET 5 EE LEE
REETHY, WHREOEEEEREEEAZ 52 &N
HMHNTWS, £z, FHAEEAEE, N&EE
FOMRITIZ LDL 284k, 7K B-100, HEEEEST
DPCSKIDRFEZHTHHDEERINTND
RN

M U FH CT® LDL Z &R REICE TS FH T
OHEAERIIR A A DD 200 ~ 300 Al 1 A?
L, WENEHEE TAONHDIZH L, FH AEHE
HRIEIR16 5N AFAET B EfHEEI N T b,
BYOOHSIZINZ 17T HAIZ 1L AFETSED
ZZ2HNTW5S Y, LDL 2B DOBILTHE I
X2bDuEHLHE, HEELTROTHLENWSD
O Tiden, b2AEIZEWT, FH REZEAIL
2009 F X VD FEE R BRI IEE I B T S X8 0%
BTHY, 2015 4K OFEE IR BB SZAG # 5 ik
L 168 A720y, BIEMREEBIIID LN &
HPHEE I NS,

2) FH REESADERRIVFH

FH A EBEGEOERERIERIZOW T, /NEIHX

HEOREEAK
True Homozygotes

LDLREILF

W PCSK9&IET

FTINATOEEE

Double Heterozygotes

T

BHE~T OESHE
Compound Heterozygotes

i %Pﬁi{zﬁ

BREALESILRTO—ILME

ARH (autosomal recessive hypercholesterolemia)
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VEZHE « Bt - sl iz a L 27o—WikEIC XS
HEENRHHN, 30 wEH E TITIZHEBOERC
W5, £7o, FAERMAIroMER IV X T 0—
)V (Total Cholesterol : TC) & Ifii#5 LDL-C @ 3
e EADRSH BN, —#EYIZid LDL-C id = 500
mg/dL A< IZET 5 Y, ZDXHIZ FH REHAK
BETIE, #AERA,S LDL-CENEETH Y,
A2 I D B FE LDL-C il 3 -3 By IR BE AL 8 iE o BRI i
ZET HZ END, BIREEIIE & /N R K 0 AT
L, EERC KBRS HET L, FEE o KEDR
bR 2L, HEFEMEY CVD 7 3E
THEEZBNTNWS (B2, CVD LIAHIZH A
BIRIEALAE, PAZEMEBHIRBE(LAE, KENIRR 22 F
HIZRIET 5728, HFEXDNANXNZIFHPZT

NABEELEE T HIEFHEEL T b,

Z DO &I, FH REZEGEIZ/NEL XV Bk
(LDHESTEED D Z IR THRO TTEARTH
H5ZEMm6 7, BN 6 ORMRIEENEREE kb,

[REME L X7 0—)LImE
%$ﬁ4b74/2m11L&H5
FH R EZRESEDZHE

D IREESALVATO—-VMEZSENA S
1> 20171 DK

2017 6 A, HABHIREL XD [KEES

IV AT a—)VIIEZET A N F 4> 2017)" 2%

FIXNlz, #KDOHA RS54 THFHIZET 5
WiIH-7-bDD, GRIDOHA KT A TIEFHIZ
B 2ok n T3, FH AEESEIZO
WCHEEO7o—Fv— b+ (B3) HEVAEN
TEY, INFEERNENEE R >TNWDEZEND,
TN BRI R IR I SRR, EICHEE X N
LZENEEND,

FH 2B 2t ke S /- = i2id, JaRE
DHERPABNI-Z ENKE LRHEAD—D & LTH
FHnnbd, BEMARIZIE, 2016 412 PCSK9 FHESE &
MTP FHESENEE L2 &C, ZnH oo FH
REEGIRIBE CORED T % I 5 LA
T2 kizk s,

FH R EHEAMAIE, O TC{E 600 mg/dL Bl E, @

B A BN S EIE & BRI LR E, O
B OQBELA) O FH AT uES R0 R RS
WREEACAE DK I ED HERIRZ WD 0 RE L 72 > T b,
LU, SEHIERIR CIXATRE O P Ve Tl 7e W iE
B> FH A7 0 # 5 RO FAEF] & DX B AR 7
BN < E#BT 5, 2O KD IEGNIFINC
HMEICHHEL C, BETREOLERSEDHTH
W « e xbillad 5 Z EnEEE 85,

2) FH R E#EEFICX T 2 mi& 7% LDL-C EED

B

FH R EEERITHHR L7 XD ICTFERRDOKER

ThdHZEND, FmMLIERETFEET 52 EHK
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FH R EZEE DL
WIEMECHERT D L)

.

(LDL-C BB Z(E

4EBIENE - BEAEDRE L FBFCKEEERT2MAT 2
—XRFBh 1 100 mg/dL kil  ZRFBH : 70 mg/dL EKiH)

v

FE—RIRE | R F U EFEPHIC
RAMAEE CHE

|

v

IEF3I7J - PCSK9 PHEE -
MTPPEHESE - LYY - 7O7a—)L

HABIRE 2 R KM 2 L 27 o — VIESE S 1 K 1 >~ 2017,

v

AT RHE L 7R
LDL7 7z LY ZMEA

HABNREE L2, 2017

K3 A (155&L ) FH REHESEKROBEO 70 —F v — b

HHNTEHEY, LDL-CILIEAT R oA &3 nl
FHELPICE F XS5 Z EQFETH S, LDL-C
O HEEEIX— R B85 4 Tl 100 mg/dL i,
IR TR T 70 mg/dL A & B T E AR
HHNLHD, [EROIEYNERE CIEE I B EEICF)E
WEE 7232\ B RIRNFETHDH XY F /1ITHER

MR (&) FTCHET S, RS0

HI2IE, T F I 79 PCSKIHEEN A I N5,
ZNTHLDL-C %+ FE W5 2 &N
$4, LDL 7 7 = L ¥ ZDEA R MTP BHEZED#HK
5% EBETDHIENTARNITA VIZEWTHHEREX
nTns,

FH /R ERAERICH T 2 BLFIRED
B EFEE

FH R EHEGEOMEEZW T, B TFREN S
& T2 DIEGIA R 2%\, EEEORGIRBLS Tl
FH N7 0 &K1 5 BH T L CHEET
BEMEREIN TS, L LEXSERLRTHRED
IZMIIZ, FHANT oESGROBERBEIRS

ZEND, FHAT G Esgbn 5 BE 34X
TIZBETHREZERT 52 L1, REHEXIOA
FIEIE 2> S8 L W OREIRTH 5,

FH R EEGEROBLFHREL, FFEEBEEY
BEDOHE « BETLERBREICRDZ 0D D,
MERRIZ X OBEDERIIHH DD, BUROBELT
BRAETIEHIZ 30 ~ 40% FEE T B A T AR R

é:tﬁf%&mtmé%ﬁﬁ@é

FH R E#HGEOHEEZW O 7= I B R TR
W EBbNnsDIE, A RTA /@%E‘E%?ﬁf:
X7V, BERIICIEFH A EEAEIEDON D
“TUL—y—=2" OIEFITH D, BARWIIERE L
T, FHMED CVD OBEELH Y, /RO
PV HPIMEZ 7R U LDL-C B & WEE B 72 23K Jk R
DA (BENOHERTCX W), EYKERTD
LDL-C fEDTE (BEI R L Thiedhr 720,
REN ), HEECT XV ABIPELSED BN
e (TXVZRBOBIEN T A KT A > DOFEHE % i
LTz EThb,

WINIZE &K FH R EEGEZEE - 723561371
CHEMBEICHRT 52 ENHA KT A VTHHERES
ncns,

BIZFIRETO FH REESEOBREE &
SEMRICDOWT

1) BLFRETEEI/ERTZRWVEE
— B R 5 DR —

FH R EEAEEKICHT 2BETFHRET, FT0#E
m% ERIMBHTE WG ELRH L, TDEI 7%
56 C FH R ERGHROMEEZHZ T 57251213,
FIEHEICINZ CHEFTRZ L > VEET 52 &
NEEE 05, FEIZIE, RERE, 7% 2RIEE
L OENFAE L, LDL-C SENA A BN H5E,
PCSK9 PHFEH 72 & DOBEAF DG CRIR A T57 7



FEGI e IR LT, BRI TE B A EREEAE
ThdrEWEOT5Z ENTENR, BIETHRE
DIERN I &, FEFTE» B OZM DA T FH
REEGHRE L UREERBEDOFELTETHD, £
DEFNZH, BREREZHDHRREER L TS LDL-C
2400 ~ 500 mg/dL Zi#Z TW\Wa X5 28%a, FH
REBEGEROHERI DD ENLD LB 5,

DX, BETHRETCEEN/HR T WY
HETH, GRHTRESD THEEL, MFEOKREERD
LDL7 7 = LY X THRATHT, s3Iy ERNIC
KDWBIELLEL W I N L5512, FEEEDH
HOEDTHEHMEEMHRT 52 EPNETH D,

2) BERHBEECKT 2 REAZE 7 0—0R4% -

BREROKEMN

FH R EHESEDOZWIC SN T O X VAR iR
& LT, FH AT OESEROZEERBEIIERIC
EBNWZ EDRZETHNS 7, FH OBZKIRTH H A
MR ATHIES, FRRZENIL 10%I1Z B
RNEWSIBRYE DD, 2D, EEKRBSIZE N
T HEBAZER TR BR 2 RHEE 28 FH ARG AKIZHS
LTRELEZdL, BKiET5X510kbZE0n—A
THELDBEFEZR W LT TN TdIc LI s
%o LAR, BIRKEMEREE DO/ R TG L7z & 2
7, WEREY « @IE T FH R EBHESIKEHEE TX
Fe FEGIH, £ 8096 1 EE IR 1Y 1 72 Wi vl BB A fE 41 C
Hotee ZORERPO D, BIKEHEZFERTLHZ &
DEEUENID TORENTNDHENZ XD,

I HI12% < O FH AEHEEOBEH IR U CTHEIK
2N 2SN 5=DI21E, FH AEEESEEND
REHBZEEL TN ZENBURTCIEEZEIC
b EHROBEIL, BRI CEEM /DK
HFEHIIHS L THHBEIZ T > TWL ZENRETH
5o Tek, RHEOBRIIOWCUL, EEEZHET
HZEBLEETHDH, EHE LT, EEZEREIC
LDL-CEDIEF IZmW BB Z EEEI R A L5,
HMEIZED XD IRV RDO T L EELH D, &
DI Il EAL, —ATHE < DO FH REHEA
KEBEE ORI 5DV EIFIC o2 > T D
b5,

FH R EEEGEROTRIAZE 2 XV HEAEL T < 72
HIZE, TERSBROERICA LIy F o
PCSK9 BHE# % # 5L C 4 LDL-C 2% H il 1= 2
LisWEHE FRCHR3ME CVD OB ED H 5 B H)

PIREHHE 55 % 15 (20181 H)— 55  (55)

XL T, BERIEIR KR I E 2 fsfE L, EiR
THREDOLEN: & & O TRINICEMEICHRKT 2 &
WO, FIIRZKT - IO 7 0 — 2R BRI YT
WS ZEDRHEELIRD,

PCSK9 BHEEMEA+RBINSD
FH R EESEDBWVEFICOWT

1) PCSK9 #hERAR+5HIICEN TL S FH R E#
akEE

FH R EEAGEHEEEICH L TE, CVD OFIELER
T8 D7 I A E A B DR ) 7 LDL-C (K F 4
a5, LhrLanbd, 29 F % PCSK9
PHE#E 72 &0 LDL-C & FEAIZ W $d, LDL-C
ZREDT v TV Fa b — a VORRIZH D20,
LDL-C 2 BAKIGEHEL AT L T B B E (defective
type) OFITIIENRZRT DD, LDL-C ZHAKIE
PEASELIZRIA L TV 5 negative type X LDL-C %
BARIEVED D RAE L TRV R (defective type)
TIZLDL-CIE M RIEFED BN N Y, FHE,
PCSK9 PHEH# £ 5L C$ LDL-C K Fh 58
ENIEWEREDEL D, FHAEESAN RO
Mo TWb, HEEIZZNWDHDOD, 40 KT
BEFEZ RFEL Tk, 2% F = PCSK9 HEHE %
BELTHHREATDT, ZO% FH REEGKE
IV BRI EBRICEBL CWE, &
DXDIZ, FHARE#EEKROEE TIE, PCSK9 M
EIRIZH T DRI ENFIN % A B D, LDL
ZERIEEDER O 20% K 7 Thi, FHARE
AT RS TAD I EHRBICENWARL O,
b L,

2) PCSK9 PFHEZEDMRA+7(Cxtd 2 HIrEAE
FRROXD iz E x5 &, PCSK9 BHERIX
FH R EEAGROZEEN LMHEHI2H D EBbh
%o T H, PCSKI PHEHR% 3 [MfRELR G L/
H DD, LDL-C i)’ 100 mg/dL A % 2B T X 7
WD RBFIZOWTE, FH AEEEEESE - T
bEWwekEzo6N5, b, B S TIE PCSKI BH
4 () hypo-responder 17 B4~ % & 1L 72 W\ 23,
LDL-C 2NEHERTED 5 30%fRE LK T L anh;
#121%, hypo-responder 5%t H Z & HLEIT /e D
bOEEbN5,
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£1 26 HEHZEITD LDL-C DR— 25 A 96 DE LEE X UZ{L%E (LOCF)
LDL-C AIZEfE (mg/dL) LDL-C Z{tE (mg/dL) LDL-C Z1kZE (%)
R—25( >
n 9
F (SD) 199.3 (65.93)
thaf 199.0 o o
N, R 121.0, 331.0
[95% CI] [148.6, 250.0]
26 R
n 9 9 9
¥ (SD) 117.9 (62.07) — 81.4 (37.26) —42.2 (18.16)
bS] 106.0 — 835 —46.9
o, WK 56.0, 238.0 —141.5, —27.0 —64.5, —12.2
[95% CI] [70.2, 165.6] [—110.0, —52.7] [—56.2, —28.3]
p fiE*! <0.0001
p fiE™? 0.0001

R AR S BT Harada-Shiba M, et al: ] Atheroscler Thromb 2017; 24: 402-411

HELRHED B Bt BE

(%)
10+

-10-

=20+

H==o-ror
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T
46 56 G&)

156 21.7 194 16.1 219 194 175 181 18.1
n 9 9 9 9 9 9 9 8 9 8 8 8

Harada-Shiba M, et al: ] Atheroscler Thromb 2017; 24: 402-411

B4 LDL-C DXR—=ZZF A vhbDBbE (et & 0% MR HHE)

(EANSFMAEEERAER] GR1, X4)

SR EBB : 18 LD A FH R EHEGHREL 9GlZ 2 E LT, RAMEDTI ¥ E NB XU

DOIFBEERTERE (77 2 V= X% 8L) 20 L& & Oha%MES X 0Lt 5 L,

HERTHA > Sk itFE, EEH, HEEAR

A OE:uIYENELH L OgkER (Y% 2 REIDEE) 12, 5mg ZBRHAEE LT, KHERE

DI KA EICET 5 £ T, 10, 20, 40, 60 mg Wi (HERFEIE, 5 mg 225 10 mg T 2 #@H],

Z ST 48D L, 26 BEIZHMEZ R L7z, AoitErriiikl ok K e R KHH=EE L,

56 B E THE L CLeMa i i Uiz, 7z, EAM (6HM) 2 5FRhRHER (26 HE) 1,

PR BIREUE FREEZZHE L2 & &L, ABRIEHIE, IR A™ & RBElas™ 28 H

BRTAZEELL,

U R RO 5 1) —2MER I 8 ) — 0 20% K

2.8 I VE (001U), Y/ —VEE (200 mg), a Y /L v (ALA) (210 mg), =4 a %XV ¥ T Vi
(EPA) (110 mg) XK ay~FH Vg (DHA) (80mg) Z&ir

Harada-Shiba M, et al: ] Atheroscler Thromb 2017; 24: 402-411




FH R EEAARDBEICE TS O0IYEFR

1) AIYEFDENT LDL-C ETHR

WIHZ BT FH A EEGEHEOEREE S LT
DOE 2 TERBINTWS MTPIHEHKTHA O I ¥
ERNAVIVERES T2V (D% 727 Ey K®: [
T, oI ER) & bOHAEIZENTSH 2016 F 12
HiZHzic bifidhi, oI ¥ ERNiE, LDLZH
KENXFTICVLDL OERE LA 270y
EREFLETHZ LICLY, LDL-CEZEFIE5
EWOHBORBERTIEFRZAET 2 THL, /&
KDIRFEHRL LDL 77 = L ¥ R B+~ D
BRI BT 2 H /@ s LTl EnTnh %,
03 %R, WAFHSEHAEEOEE I HI%
R EUEWNSMHRRAROM R, FEFHGHE
HTd % 26 HKIZF 115 LDL-C O FHE LRI
N—=ZAF A VZHART— 42.2% &, HEs LDL-C K
TRIREHEDHTND (p <0.0001, X1V, F7-,
eVl AR T 5 5 56 BIZ &1 5 FHE LRI
— 375N ER=ZT A VIZHARNEERE T ZED T
Y (p=0.0032, ®4), N/ LDL-C{E FhR
DEMEIC D > TR SN S Z EpVREN TN 5,
Iz <, EIRGHETE Ch HMOIEE/NF A —4 T
HbH, 8alLxAF7o—), apoB, U7 x1 K,
non-HDL-C, VLDL-C 2> W T #, 26 @K F A
TWITNOAERE FEAN RS BN,

2k, uIYENOEIFAE LT, &M T M
IR ERAEERE RO OND Z &6, KR
BOMEE TV a— VEIREZBEKICERES L2 &

MNERDHHEN TS,
2) IDL-CT7 7z LY RBAICEIFZOIFER
DENT- LDL-C K TR

LDL7 7 = V¥ 2% EELCH LDL-CH IV k
O — )VSREE I REFNZ S L C, v ¥ EREPEFHT
%5 Z & TLDL-C N3 Y o — Vv EH#FET 5
TEMNAREE RS TNWA Y, &z, uIFERD
BEHIZ &Y, LDL 7 7 = L ¥ Z D f7 15 % (K%
IELZENIREEIN D, EERICEMNSIHEERIC
BT oIy EReG LICEBOERICHE N T,
LDL 7 7 = ¥ X OEfr R Z 5 L % LDL-C
Dayhbao—raggtle->7=2 N6, FHARE
LA AREE D QOLBEEIZH D7 > Th b,

LU 6, LDL7 7 = Ly ZIZDOW T,

PR 55 % H15 (20181 H)— 57  (57)

LDL-CAX TYERAZ T Tld7e <, ICAM-1 7z & Oty
EERTORBEIMEHY 2, 747V /750
PAIL-1 75 & OREE AR T OB ZEIC X 2 kR D
ME 2 zmz, 7599F =R NOEAIC XS
BFHREREORZELREIN TS Y, XH5ITI,
FIREEA L E RO E WY REH TH S small dense
LDL ZrESE5Z AN TWS Y, FH ARE
BEEEREEIZCVD BIED Y 27 3@ NnWZ &b,
EFEM RN HIZILDL 7 7Ly 2EaI g ER
X DFEMEE DT 5 2 &C, LDL-C Z k&
IZa v ho— )T B ENEELZEBDNS,

F bbb, CVD ORIELX X VHERIZHH 5 &
WO ENHIE, T3 ¥ERIZ PCSKI FHESE LDL
772y AT AMEIZRKENWEEZTH
5 BRIZuIYERELDLT7 7 = Ly ZEDHEH
BT AEIC DWW L, HARIZHEARWIZ & B 7
WILDL 7 7 = VY ZDFEBETHLZ E0b, 5
BHAPS DREMIFIN TV S, &k, BlREA
TuI ¥ EREPCSKI FHERIHICE T2 AR
ni-Tr—4%13kn,

3 & 9

HABIRELFS KD 2017 SEICREI N [H
e 2 U 2T a— ) VIMERBIEN A N 4 > 2017
T3, FH REESERICH T 2EYERIZE T 5,
03 % EROMESITREZ OV TCEHIN TNV S,

03I Y ERNDOEBIZLY, FH AEESERICHT
2 SRR OBRIREE SR DS 5 120 KM HED Z ¥
F, HDHNWIEPCSKIHER R EZ K LG L TH
LDL-C ® 2 ~ k&0 — U R+-4% 72 FH FEGNZ X L
T, FIC FH R EEGHROMEZNZ Dl Co
IV ENORSEHGT A LMD EED
nd, o3I 7R, LDL7 7Ly Z2ED
DA T HEN/- LDL-CE FEAAVREN T 5,

(ZiEtEma Vv 27 a— VIMEBZET A K5 A
2017) OFREPLTI Y ERNOELZHSIZ, FH R
EEARITETLELAEEDDDHLEDOD, %
SOBFIFRINTIZ, I - BE ST
R ENWSBURD D B, FH REEEGERIL, AT &1
RN LDL-C # K F X2 Z EXEETHIE
M I iG xS 5 Z EnRDHN TN S,

—ATH%< O FH REZAEKOBEEZ TR
HUTHBIZORIT T DI d, SHRISEER
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FHIIHNT D FH R EESGEOREZIITMZ T,
FRICTEBR S RHIS LI R - 16Dz D 7
O—%BA s ERLTWS ZEREEIZRLLDE
A,
FKHFRIZCE W C FH R EHERZ R - 254
FFIZHA T4 Vv ORMEE R BRI e
“TUV— =" JERE RIS E) R, FHAT B
KEG & U CBEAF OFEY)IEHE T LDL-C BN G R 1
Bz 2 ) 7 CEWIEGNCES L5613, FH
REEGHRTFINCEN L, #Y)mEL it 5
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