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o FRIREE TESHREEEREEDCRRE LY BIRE(LZERT 5. FRIRRILVESOH
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ORI RN TR IC X 2 IR EAE 2 % 2 5 B,
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BREN TV WD,

HFIRIBB R T REIL, A F UL 2 BEEDG
BT CTH 512, HIREFIVE Y 2T HRIICA
FFUHRFEEENTW 20, BEEEEIC X 5
BB A T SE L 72 B FURIR B B AR T BT B ik
HINTBY, FIRBERETEERELZ ) RE
BRI ERSEORKNERTH S,

i BRI g EHIRBRE R AT 5 A
HTIE BRI Rl TcavEsL{HENTS
& Wolf-Chaikoff #h % 7 &712 X ) FURBREEREAME T 5
50T, EERERTIEDRK & % 5 FAREEERE
BTE2BWT 25613 BEFNEEZERLCavH
DOBFEID 20 &9 ITHRET 5 2 EREHEIZD
HMET 5.

L
o X7O—CEMRBIIBREEEERTEOFERELY . BRELERBRELDREELTRINT

W2,

A 70— VIEBEREIZ BT 5 IR I OB
LT R ~o&EHRLCEY REM RO
VLDL & - 5Tt & 2125 &5 < LDL O,
)R\ Y S—+E (LPL) WY f—+¥ (HL) @
EHETICLA2 TG vy FIUREHADZ )T TV A
DT, HDL il &55-3 51319, F/2
EAE, LDLZEBRD Y — v F—N—1ZH5 75
PCSK9 %%, # 7 1 — Ui fhE O IR 5% 58 (2 B
5452 ENTHEY, x 70— VIERER

B LR R L 7- B TgE <L, 1%t PCSK9
EFE DM AR A 70— BIEBER R E CTH B
<. PCSKO A TC B X O LDLC it & & 7
EOMHBEZRL TV, afr— MgIcBW T,
ZWIREOB ML - BYECHIE L7227 ¥ = v F NI
T, A 70 —BREEEICB 5.0 2O
FE135.5 (95% CI: 1.6-18.3). EEIRIE DHINHE B
F£132.8 (95% CL: 0.7-11.3) TH DI EARENT
L\Z)m)o

& PRI

it M I R e o S




70— BIEBEHANO LI L B5MAMET, Vv
4% 4Ly 5. TC, LDL-C. HDL-C. 7HA. 7
RKBOAERET., BXUOREADHLE D267
EHE SR TWAIT I, 03 ZAAMANRMRIZ. TG,
VLDL-C. small dense LDL, L A& F >~ bEEY REH
B2l A5a—) (RLP-C), RLP-TG %A &2
DERFLZEDRRENTVBY, £ 70— VR
W23 B IRERFEREEONMAICBVT, AFF
B4\ TC, LDL-C. TG 2 A 2852
ERRCT R EIZLNVRENTWEN, AFF O
77 b ANOREERTIEIED R NE0, T 4
75— FRETIE, YA T4 T IMIZL BTG,
TC. LDL-C. 7K BOHELRMA & HDL-C DA E
BHMATRENTVDLA, ET7 7 b ANOUEE
EHGE ISR TWRWn2D, FRT T4 75— &
51213 EF I TIConTIE % 70— YiEREREOIR
BREENORHIT F 72 Cld v, PCSKI M
FIZTCKD IZBIT A2 HEHMIEAONSE, L LaH

LA 7u—XBITd 2 HEHEICOWTIEHGEI NS
M GHROTERLMEEET 5200, —J, HEIK
Yotk o AR BRI - & 7 0 — VIERE RS
W BIDLT 7Ly AETL F= v DT
3. LDL-C 3BT L. 47.7-71.0% D B HIC
BOWTAH 70— CIEBEROEMRPHLNTNSE20,
Ne B BB EREIE D % 7 0 — BIREGEREEZIC BT
B A RV D &l L7z A 7 IRITIC BT,
P BEIE RO, (GBI, FEBEHEL
I SEFIENDOEZEIZFED STV RV,
AR A 7 0 —BREBEEEICB W TIZ, X704 Fij
WTE N RPIEEALT 5 & & DITIREREREDS
UGS 5 7o O AR EIE R REOLEIIR & %
2oN 505, HEEER 70— BRERRZ 2T 5 Rk
BHEXTRETOBIENSKZHTH D 2 &, BFfk
MBEREZER LT VI E, AT T4 FRED
BiMbZ: &2 Z8 T 5 L AR EERREO LI
EEWEEZHNBD),

2.3 EBHBE® (chronic kidney disease: CKD)
N

CKD iZB\WTid, k7 ¥ F—v A, K, R
LA PV A, REBREZEZED A 22 Y HBIEDS
BRIND, ZHIZX Y, VLDL A& OB, LPL
OGP 2 HL % P2 & ) VLDL, IDL,
RLP-C 2388/13 % WiEMED S 527, CKD 1. BYRAE

2.4 REEMERAERER - AEMSE

{LEREIEVIRETH L EEZ 515D, CKD D
P2 —, TEF U ALN), BIIREAL E O,
BRI LZEME ) REAICHE L Cid, BHEOE - 1
EER I N0,

L
o FRRMBTHREL - FAEURER. HRUEBERBEDRRELDH. BRBLERERREL

DEETATHS.

F3ERRTEBEX (PBC)

P b v ¥ THURREEO B CREEIRET
Hbo AL AT T VRHITEEOJHITF D 53
BEINLDIEIVATFT—LD R EZHD 5,
COHREBIZHALNLRERTEORFB IR A
F—VICEb ST IDLCAEWZ & & R R
FCTHDLC 2SEWw2 & TH 52, PBC & EBRE
BYR7 LOMBEERF LIV AT<YT 47 - L
Yo —Tld, &Kot LTk, PBC &Rk
B OBFBERBEEZRD Do 122%9, 12% D PBC
B IEBRERBIC X A E 2R L2 S 530,

D Z kid, PBC DA THD 2O ITIREE AW
HTHLEBAEFIEAT S EZRELT W5,
BT 7 S BYIREA L O f& e R F- ASAFETE$ 5 PBC
BEIIEHEZET 5%,

PAZEMEE

FIZEME AL, MBS ICIEA, EE R &ICX 5
PZEZ Sk L7720 it o ATEEE S, FFLC
JRA2S9 -3 2B TH 50 BENOIRAHEERE
& HALE TORBINEEAEZ ), HLERET
DAVAT U= VOEEPTLH#T B, /2. KT



OEREE, BHBRARIC X 2 B8 oK
Eh LX) HDLC 3§ %, REREEEL LT
13 LDL-C 2555 < %2 ). HDL-CIZ&<L %%, V) “IF

2.5 ¥EPRS - BB

B, L ATFO—VIZEARE R BKEQ.
UREAX O#MENES 2 EASN2),

A VA Y RZEENE T 5 1 HIBERKE T,
RIFHEAY v 7 ¥ F—3 2 %385 LB, LG TG
1,000 mg/dL 2Bz 5Em»4a3Irzary (CM) I
MEZELAMHREZFIZRITIELNH L, TN,
£ VA VRZIZE B LPLIEEOZF W 2K T ISk N
Tho A VA VIEFRIZE D IMEIRIET S E LD
12, 5 CM IME IR A EH T b0 2 id—lk:
DIHETH 57290, BRI E OBEEIIR SN T
W\

2 BUBERR . IEGC BV TIE, A Y A Y bk
W& D IRERFENER SN %, RGBT
B HRIVE VEZMY) X=X (HSL) OWEMEAILET
52 L&Y M OHERENRIIERAEE T %, WL

2.6 UvIUUERE

7o MR R SRR A% 2 &1 & ) VLDL ©
BRATCHES B, 4 ¥ A VPiMEIX LPL 0% %
fKF & VIDL OfU#iEEZF &R L, 2543
VLDL o¥% 7259, VLDL O kEE 1 HDL
DT HEI &, 2 BHERMHICBWTiE, LDL
ZHRRGEEOR T, ML AFa—Vv b7 v 2
A —% — (Niemann-Pick C1 Like 1) ®¥hnz & v
LDL-C O¥imd A b b, 2 TUBEFR I & 52 2 Bhk
HLOfEBETFTH %,

BERRIG - B OY <) —, TEFT ALY, B
IRAEAL & DR, BHIRAE LA ) REFICBI L C
. BEoRE - HEZSR SN2 v,

L
o Uy IV JERBIIRREEERBTECRRERY. BIRELEREDBEENTREIN TS,

7y v SRR I NVTF Y — VO BRE 5 &
AT ZEHEET, ORI, WERERERH, IUE.
RERFEREREEET S, INVF YV —IVIZIZHET
O VIDL 52 Ry 25N o b 720, 7 v 2>

2.7 tetaimAanE

FHEGEHAZ TRIMBEIL AT e — VB L OTG 8
BN 53, X ZMIICT, 7y ¥ v FIEBEED
IMT OIRE, EEIIR T 5 — 2 O, M55 P kERE
BB LTV B 2 E ARG SR TwaY,

o BEMREIIGHREREREEDRRELS.

AR B L OB OESE TH . S VT R
VPNl h7as I ymEsmEns 2o
P s U AE & e TEVERE IR & S5 B o S 7
71737 I &) IR 351 5 HSL 255 1EAL
S AU HEEEIRIDI A Uy B U 7258 BENR T 1%

PHFIEICHAT 5 Z 12X b VLDL & RAITHES
Bo LA L., BfMllElcsiy s REREREDOEN
BIRE M O R E R REN ORI LT EBIHRE
TO—ED LRI SN TN 3638,

177

& PRI

it M I R e o S




2.8 ZEAl

o FFRZEE. BEMEE. X704 K. TAMASFY - 7O A70OY. EEHRBEWRE. HIVEA
Z (7O77—tEREER). REIHE. LF/ A4 RREOFERIIGREBREREEORREL

%O

FIpREE

FA 7L FRAREEIE, 4 2 VP2 E
L& EHFBIZ B 5 VLDL O EAIMEHE L, Z 0%k
TG ZHIMEED L ENTWEY, ZOEFIX
BTEZ 72 5 Tz, LDL-C 2 HDL-C ~D—%E L
7B I N TVW AW, 2L, B THA R
RARIIZLF O & 5 % m AR TERRE~OREL
WHEESNTVEY, BAEOGAIE LTHEH ST
LHE, HEH5VITHATH ARBMEEETA K
4 Y THERIN TS HETIE TG, LDLC & &
DWBIL R NEN B0,

B SR

BRI 5 B R EAEEH  (intrinsic sym-
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* 7 VY v EOIERTIBURE MR, R,
A VA VPRI &R LY, & TG IifE. K
HDL-CIMEZF| EHZ T I EFW LN ITH > T
%5,

LF/AR

LF /4 Fix, €73 v AEBLEMoOBHTH
0 SRR BEYE 00 R0 B R R RO EHRIC T S
NTwb, @ TGIMENE L. VF /A4 FEHES
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