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Bl & AT AE 3 K OF (9 #2550 99 (coronary
heart disease, CHD) & Ji FR & 4F Ty . ¥ il I %5 FE R
2 F IH# B (low density lipoprotein cholesterol, LDL-C) 7k
2 H AT IRIGYY CHD M E iz —, HokiZ
(B SEAIE S, /N 1T %5 1K %5 B2 BE & 1 (small dense low
density lipoprotein cholesterol, sdLDL-C) £ & LDL-C
4 5y 2 — , M He % LDL-C, i T sdLDL-C Y 1 &
ek, HoW 5 S 2080 Bk its & 4 {1k (atherosclerosis,
AS)., B h % W CHD iy it o7 f& B [ 2. A BF 58 %
sdLDL-C & CHD Ay 45k .

1 sdLDL-C HJKiR

R B VA R R JRE B R L vk ¥ T2 T LDL-C
M4 . X L7 B4 LDL-C Fikr4r J 3 sk 4
25 A KA B & 11 (LDL-C 1) R I R & M
(LDL-C 1) /MIK% B g & 11 (LDL-C Nl) , A5 — 2L
FEIL LG /MR % BE g & 1 (LDL-C VO, LDL-C Il
I LDL-C IV #%#% &y sdLDL-C. 1 — Tl £ % {a BE A Fl
e = B I LA S A B B A B, Y I = R
(TG K IEHB, I EE 3T FHBEN E
(apolipoprotein E. ApoE) [ i £ F (VLDL-C), iX %t
VLDL-C #f 1 3 P& 5 H 3 B 5 28 0, 76 i H il — B 1l
i T e 43 W 1) B A & A T = Y ApoC-IL A TG,
X R AR 2R R BRI [E] B, 9 4% ko sdLDL-C, #]
BLAIL A % sdLDL-C 7™ A= iy I8 75 e dke 5 24 if 14 48 8¢
REE,

2 sdLDL-C & AS #l#l

AS 11 1 B8 K B0 4G N R 20 M 45 L g B AR LA
AR EF 4t AL Lok B 5 B Bl . sdLDL-CHL A B/ 1Y
JE /8 T LU AR . ANREAR AT B T 28 3 Bl Bk N Bz 5 v i
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() ApoC Il fi£ i/t sdLDL-C fE 5 3 bk BE 3 o H 9 B IR 4K
HREOZHETRLE S, NS YIE K T
ApoB100 144 (1 ¥ 7% , sdLDL-C 5 iF 41 i % i LDL-C
SRR RN 7 ek 55 T H AR 45 G AL s IR 32 1RO S R g
S o S BOME LA B A, < B 1) 450 BA FE 0l i b 5L AR 2
B 01 CEZ AR 2R 1 It i sdLDL-C AU 5 #%
A AR AB I T TEE R AR Y O AR AR T L S Bk
T LA AB U . W T Ak 5 40 A (RO SF T L AN I R
W 4 b 1& i 1 sdLDL-C, JE A% ¥ UK 40 fa >, B i,
sdLDL-C 1 T I & ¢ 1k, 7E 42 i AS JE BL 4> B Bt
JLT-#R L LDL-C ik BK

3 sdLDL-C 5 CHD

3.1 sdLDL-C ¥ 5 Bl ke ik K& [ N 4k 58 0E
W] ./EA LDL-C W4 4» Z — ) sdLDL-C /& CHD ¥ f&
K N 2%, Balling ' & ¥k % JH] Denka seiken i 46 J5
%t 38 322 i~ A A 1fiL 7 sdLDL-C i 17 Aij BE ML 5%
75 Hi 15 sdLDL-C ¥k & 2 34 i LB ZEFI AS 00 1l 55
P9 B9 XUBS: . sdLDL-C #: Z= 7e F 3 AS b & 15,
Koba %17l %2 T 571 4] CHD J% A FiI 263 f4i] % B 3 11
LDL-C V- #pRiAz , ik B IfiL 8 o 25 M 0 800 i N 5 0 i
ZHAH I . LDL-C ks B 5 sk /)y , % B sdLDL-C Wl g ¥
SRR AS B F/E I A

3.2 sdLDL-C 5z} ik i< o J2 J& B (carotid intima
media thickness.CA-IMD  CA-IMT i #% ik b & AS
) LB R B, T SO R LA R . XA AR
I Lipoprint 88 4128 & 48 .t LDL-C 4fi 44 LDL-C1~
LDL-C7.LDL-C3~LDL-C7 #Fx & sdLDL-C. LDL-C #f
[t .sdLDL-C 5 CA-IMT 7 5 1 % (%) A 3¢ ¥ . sdLDL-C
T ol B N B AS N &K, BEHE LH
CA-IMT 3 JE£ 41 If 7% sdLDL-C &5 T % B4 (P <<0.01),
H1#4J52H sdLDL-C 7K F-5 CA-IMT &L iFAH5E (P <<0.001),
Aoki %3 3 291 2 ikOHE PSR A 97 % A & B, CA-IMT
5 sdLDL-C 2 IEH5¢,{H 5 LDL-C JoAf K1k,

3.3 sdLDL-C 5 AR F M Sakai % 55 &M, 7
HARE CHD &4 A, sdLDL-C /K F-FH & 5 3=
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FLOIME A B 3/ (major adverse cardiovascular events,
MACE) & & A il 5P, i BL7E T A fg B A= W An & 9
H, A5 sdLDL-C ZEfdf AT 22 25 W3R 97 idm A b 5
MACE <741 5¢, — i %t 353 il & 1.0 ILAE 5E CAMI)
25 Hy SR 3 Bk A AR (PCD 5 5 A 19 BE 7 5078 5 Il 3
sdLDL-C==0.78 mmol/L 5 A B R K .0 i 3 25 & A= R
(P =0.035)""%, #J L, Ifl 7 sdLDL-C /K ¥ A X
P71 CHD %5 A a8 4k 2h ik i 6 72 B, 8 AR 4y b e e T
CHD. AR Bk /- AA (PCD R A %4 MACE (1) ] BEHE:
3.4 sdLDL-C 5 CHD j™“H f# )&
341 JEHEFM  Gensini P73 2 IR Bh ik kA A
i K R 7™ E FR A . Kwon 250 3 Gensini T 431K
M CHD £ 5 LDL-C ik K /A 48 C 1, LDL-C ~F-
¥Ikiiz 5 Gensini PF53-2 A E (r =—0.188,P <<0.001) ;
Ll sdLDL-C A1t # 1y B & LDL-C 11y Gensini ¥/
TR KR A % LDL-C(P <<0.001), 3K /NI &L
5% & 9 sdLDL-C J& CHD = % iy #i il 5l ¥, CHD 4
Fb X 8 26 1fiL 7 LDL-C 567 8 /s . sdLDL-C & FF Lt f3i] 5
i s HAE CHD i A H, 22 329 748 41 Lb B S0 A8 241 I 3
LDL-C ki 8 /v, sdLDL-C ¥ & b i) 3 = . MR A %
#.Gensini 43 WA A B 4r B, ¥ REF # sdLDL-C 5
gk R 20 Jok s 78 e B A TE AR OC
4.2 RIKRJFH A HEETIX 105 #] A B A %
HAR P 2 250 I A 43 2312 Wi A 1 43 O B B 0 B
(SAP) . AFaERLL 4 F (UAP) L AMI K A, BF 98 & BRL
SAP 41 .UAP 41 H1 AMI 41 1(iL3% sdLDL-C 7K~ X5 0] &2
=X IR 2H (P <C0.05) . {H SAP £, UAP 4 il AMI 21
M3 sdLDL-C 7K LAk 22 5 LG 17 2 X s SAP 41
sdLDL-C 4 Gensini ¥ 7 JC # 3¢ ¥, UAP. AMI 41
sdLDL-C 5 Gensini 143 & iF #H %, Koba Z-" B 5%
R AL SAP. AMI, Il 4 £ 28 PR .0 20 W AN Z TH]
sdLDL-C W& ZF LG L. =% #5102
151 CHD 5 ALY #2245 SR 4 7, UAP 28 &2 AMI 4 1L
7% sdLDL-C /K& T SAP 41, H AMI 41 & T UAP
41, HEEHEET Meta 4 #1r (& CHD J5 A 1 571 i,
SAP Jii A\ 854 il ,UAP Hi5 A\ 717 1) 15 i 4518 , UAP J
A% sdLDL-C 7K -5 T SAP 5 A .

sdLDL-C 5 5tk 2y [k o5 A B 40 72 B 52 0E AH OG5
sdLDL-C 5l )R E MY & R WA 43 1Bz, AT fig A1 CHD
NI ARE TR 9 BEAS 78 42— BUA %,
4 sdLDL-C HIZ5¥3&Fr
41 JHEEES A H ] T2 2 35 B3
I T RRPA A A 18 JE (3-hydroxy-3-methyl glutaryl
coenzyme A reductase, HMG-CoA) 11 ] 71 . & AH [#] iz

Mg F R E Y, —Txt 91 41 CHD i Ak 3 M 4
(14 T BE T A0F 9 2 3, YT 2 25 4 ml B B 0 2D AMIL 1) &
A=D8 Kucera %509 %47 BTG AR A 7T 36 97 A = IH [ f
IML5E RS A B35 3 4 A J& & . TC. TG, LDL-C.sdLDL-C,
apoB ¥ B &g B& I . i L BT FC AR A VT 7 v T i AR
SALDL-C #7480 K T 42 ) ks . % 1R 25 & 1
s NN 2 BUBE PRI N At 7T 25 25 ) 5, HMG-CoA il
il 571 2 B A% LDL-C A 560 1 IXUBS: 1 — 2R 25 4 . 3 0%
fFA LDL-C W& (f34% sdLDL-C) /K 3 [ % 30% & T
Lol TG 4 191 B4 PCl A By 200k 76 bk 25 &
fIECACS) 5 A\ 1 Z rht iF 5% & B, Bl 6 AR Al 7T 78 30 d
WA T MACE By & A= 28, Ho b ST B4 vy AL LA
RPN IR TE A
4.2 JREEE S HR KT A AT R
S BT R B IR YT . A WF I A B, T R A T 25 ]
PLBEAR M7 sdLDL-C 7K F280 i /Nl AR AT 2 A Bk
ANFI AL YT 25 W36 97 5 AT 38 B ) VT 225
[ RE R TT R A I R A 9% 22 BH L i FHAR 3T 2 A
BT 4 JA 5 T AR E A sdLDL-C /K, H A A
i M 10 W 4 W U280 . ACS i Al AR A A2 A BE A o
AT VAT J5 - AT BEAK P = £ ACS J5 A0 fii I 7 55 14
JRUS: - R 8L AR AT 22 A1 o] T CHD A9 — 2 g2,
4.3 PCSKO #i#il# H 2003 4E % ¥ PCSK9 LI 3%,
SR TR AR AR E., AR RN, Ik
W PR 959 A i PCSK9 5 sdLDL-C £ IF AH 3,
i IA K . PCSKO Hy Tk 43 36 21 138 v 8 1% %% B i 2.
H3Z & (LDL-C-R) & & 3 iF 40 i 2 i . T~ 9 LDL-C-R
T I 55 ML A& X LDL-C i) 3 bR 2722, (B — I o 48 /K
BEHLAT 7T 42 5 O ILAE 8955 N PCSKO AH AV 5 A8 5 5
LDL-C FFiE Al e ML HESS 10 17, 7E [ 35 #5 H PCSK9
AV 261,78 S X o FLARE B6 IR 52 o A B E 2 3 4%, W]
I, PCSK9 5.0 WILEE B 1Y 5¢ & W] BB B 4 B 2% LR
B LDL-C SZAkJ5 1) o

PCSK9 X 5. I 200 M A i 4 1 H , il o A ik 4% 1t P
T LW UL M (SMC) 3 5 1T #212 vE AS, [ It
05 20 1t = 2B 25 BT 42 )& 4R 1 28 (MMPS) . MMPS %
AN AN LT B AR, S B R R Y,

48— %) 4 465 555 A A HE 1 AR A oY R B
PCSK9 HLpt BEHUIRIR G T 2R 2 Y6 97 . L8 AT
25 ) TR AR RIS O 005 SR 0 XU, H AT PCSK9
# ACS ZPE 1Y 2 4 vk g sk i = PG S 3E L 4
ACS 1A N FH 2% 25 F1RURS: 76 I R B 75 2250 2 19 15T .

YT 28 2459 1R IO i 550 A PCSKO 1l il 5]
Al DA R 0 i3 sdLDL-C /K °F-, Jf 4E 2% CHD %5 A
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ok BE Bt JEE
5 B =

PLA B AUBIR 25 52 Wi 5 1LY sdLDL-C RY7KF, i

T sdLDL-C [ S 45dE . i 3 LDL-C T 5 51 AS, 1%
5 CHD #4237 0 [ F . sdLDL-C 7 % 1Y - 309 5k
Al LI$E 7~ CHD.AS 19 %4 LA & CHD %% A PCI KJ5 1
5 1E O, H sdLDL-C M 2 J7 i AT LA B AS B Bt
JT AR L {H SAP.UAP 2 AMI 3% A 22 [8] 1fi.3#% sdLDL-C 7k
FESE I EL . ARHERAMIIR., tiTZ259 K
Pz 10 DL & PCSKO i ifil 71 ¥ 7] LA B it sdLDL-C /K
VL JF B E 52 AT DL AT 880 R AR O I A R e R R
sALDL-C 1% 4= [l i A 1 R R 4T B 22 A KL i
WEFE LA sdLDL-C 1% 42 7K -, LA B8 NG oA 3%
R ELRIGYT CHD ABE.
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