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(atherosclerotic cardiovascular disease , ASCVD ) Y Z
g P £ I PR 3R, I i G T R4S LR T A R R AT
ASCVD JAUSS: Y DB It 2 — o Rt AL ARl AR
T 30 E 52 e AT AIC %% 32 A 2 11 E [ B (low-density
lipoprotein cholesterol, LDL-C) 7K ~F A I & B Ik
ASCVD KU, LDL-C B4 27 ASCVD A 5 KUK I
fiti () B AR AR AR AR B ARBET 12 0 T Im PRVF5E

RIFRCFHr o SRTT, I PR S e e 1L, 7E 42252 H Hii b
HE T % (5253 FEAIK LDL-C , #2341 1ML | A , ik 2 A=
7 S IRIT IR A I AL A i B 55 1) R
Ak ASCVD XU AT5 8K f 2 7= (R ASCVD 3R 43 AL
B, R EPK LDL-C AE A Bl ASCVD KUBS: P-4k 1
ME—FE bR AR B brAT — & R B, 75 22 0 M IR
SR A T A B DA U — 2 GO A 25 R
AR, AR R % B2 B £ 1 IE [ P (high-density
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lipoprotein cholesterol, HDL-C) , Bl “4F HDL-C” , #{
] N AMSUELEE RS HEFEAE R ASCVD XU PF-Ak Al FEAIG
ASCVD AR 1 B 21 f5 46 b5 . 2013—2014 4E55 Y
Y R s 5 A R 2 W I H R A A5 SR R
K E =18 2 A B &\ UL Il g SR 28 8 2 IR
HDL-C IfiL5E (I 2 20.4% ) Fl v b = B8 i CH
T =ME>1.7 mmol/L, K ik 25.8%) ", i X P 2
I 5% 09 CBE IE J& 3E HDL-C T = AR R A
T BRI, R TR [ 2016 4F 1M A5 15 W A 75
4k HDL-C HF ASCVD XU & B, 2023 4F fie 7 46
- UCGR IE IR HDL-C Ry FAIR ASCVD JRURS: ) T R
RIS E B 2 AR XTI AE A i = AN
HURLT fi#% , AF HDL-C % 4 3 oK 9 78 43 b i FH T
ASCVD B A I R S 8 . 45 Ttk AR B 2= 25 0
I 22 43 2 AR M O I A e 22 L (56— ) 5
AR I AR A R R 22 SSRGS R IR ATt
PSS G RS 55 R 2L S5 BN SR bt
FEUEYE R4S FE I, B HE HDL-C B A A & A i
IRAGBRHATRLF BRI T R IR, B 7E
3 [E 4E HDL-C Il PR A8 38 $2 LR} 2 A B 1] B 5
F 2%, i i — 25 32 5 3 [E ASCVD 1y B 4%
KA

— AE HDL-C 1 22 S AG

1. 4E HDL-C % % X : 4F HDL-C /2 45 1l ¥ 1 BR
EEFEREA (high—density lipoprotein, HDL) DL 4
AR & 11 (X R B sh bk ok HE a4 AR B 1) Jor 5 R
[ W %) 5 A, A 45 LDL-C | Jig 25 11 (a) [lipoprotein
(a),Lp(a) JAH & B v a) 45 B2 B 2 1 00 [ et 4 AT
5 FE R AR 1 JE G L R Ok K H A e JIE [
(1), 9E HDL-C JU7 75 55 A3 S g 8 1 ok 4 ]
HEAIMAE BE N -9 B W 20 e s, 3 B sh ks i it
iy K R R — A AR A BB Hh A 14K
JIg # H (apolipoprotein, Apo) B 43, Kl It ApoB J2 IfiL

VT Bl Ik B RE Ak i 2 1 TR B0AY HE
AETF LDL-C, 4F HDL-C fi 55 4> 1 iy 5 e il 8 b 2
S Ik A B Ak i 1 B L 48 114 I ] /K SF B
i, Rz .
2.4 HDL-C A 15 1) 23 ko e hif 4k il 2 1
JIEL T < R NI T K, S Apo 45 A TE IR &
A BBV T I, st A 2. IRE A
o7 R AR BE g 25 H (low-density lipoprotein, LDL) |
HDL AR A2 B R & 1 o ) %% 3 i 2 11 W FLIBE SOk
FHF R Lp(a) . B 7 HDL &b, HoAt 34 4 Sesh ik
s REAL IR B . — B S0 T, dE HDL-C /K- 7]
J2 W3 B Jig 2 1 FURE 7K ST, (L ZE R iR CRE OB PR
g e T =R CRE A ZE S AR A B B B A
LDL-C 7K F- 11 5 KBS A HE H , v] RE TS 45 & ApoB
£ BB, LLF %HEE HDL-C AH G By B8 85 11 JIH [#] i
T A4 B ER A B E HDL-C A9 I R A
(1)LDL-C: LDL F Ifil & H iy v [ 25 B2 i 2 1
AR, T v () 85 B RS A 1 Eh IV v AR I
B Aok o v () %% B R B 1 N AR H i =
fis 5 R0 [ BE R Ao KA IR EA R A
ApoB-100; Fifi %5 H i — g2 K i, 6 R BT 32
B IR [ EE R , M T F% A5 28 LDL, LDL J5URE iR &
P (1) LU 24 50% , B0 AR S IR BEAR 2 1 . LDL
e 53 bk 6 BERE AL BURE 1 709%~75% , LDL-C 7K
F-Tt R 5 ASCVD BAT PR 56 &, 1T LDL-C RGN
LDL UKL 85 ok 2038 5 — 30 205 PRI i H b =
i I 25155 LR W AN — S0, nf DL i ApoB iF
— PR
(2) & & H il = BR AR H A AR R IE [
B H IR =R B AR A L ORI % R R
L H M =EE S8 5, ApoB & Hifk FE N 4h &
Mo &4 ApoB-100 Y H 1L % 4 IR 28 11 b I IE 6
Jei PR B AR AT 22 R Al A 11 33 e B v [ 285 2 g
A, ) i R A AT e — b

s T I W I T 1 L 4 Ao 19701
- ﬁifiﬂﬂfﬁﬂ% & ﬁJE , Eﬁz/ﬁj/t , Eiﬁlﬁf

o FLEE SR B . EVFLIE R S 4
amas 00| T (s AR X PSR A H i =

TE:HDL & % B G 86 11, LDL AR S BE AR AR (1, Lp(a) WAREE (1 (a) , IDL Ay v W] 25 B2 i 25
I, VLDL Wi IR 25 B G 25 11, CMR 7L BESORL 3Rk , CM Ry ZLBERORE , HDL-C 5 %5 B i
FE A IEE P LDL-C %8 5 A 2 11 BE B, TRL/RC R & 2 H i =g B8 2 1 & Lk i e
[ B, non-HDT-C A1 15 2 FE i 26 1 IEL T2, Apo M2 86 1 K 6 X B8R “ | & Hih =
e i 2 10 B B3R 5 257 11 e 2 10 B [ 52 5 o JU G0 45 B b 9 “LDL-C” 4. % LDL &5

Lp(a) A 74 JIH [5 P 5 53

B 1 JREH A N R FROR I 5 R

i G — R YR B e B
Mo B K fift , fie i e 78 Pl 5 ML I e
i B BRI A 1, T 5 1 AL ]
PSR o SRR AR B & 5 H Il =R
Ji 2 B R ORE 5/ N AR R AR 3 B

A 1 TR A Bh K A IR B 2
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L 0 2 T 2 A Ry 6L VR A B 5 (AT 5 H Il — g
JI B 110k M8 R 1 G 4 A I — R S T e 2 R i
T3 1 P T 2 ) L5 JR3 5 1) 9 i S, e 2 3 3 B
Bk REREAL Y & R RS . T E S H I = ERAR
1 SRR R T WA 1 PR AS BB R R , i HH
3 HDL-C 2 Jz Wt K < BI2S H 3 = Fe T = i, 27
4 LDL-C B iAFR M dF HDL-C A& ik %5 , W) 25 0k 5
B H R R AR R SRR R [ B KO T, W
B — DA R AR AT L4 55 A RS

(3)Lp(a) JH[E B . Lp (a) 1 LDL A 350K A1 Apo
(a) AL, Wi LA B s 3N 456 o Apo(a) I FRAR
SERIV H AR 2 W F B FROIR 25 F0 A 2~40 45 DAL
NG HAth T B AT — A48 DB, PRI Apo(a) 3
2B T Lp(a) B4 T K/, A 1M Lp
(a) K FAEAN AR AEAER K 2ZES . Lpla) 5
LDL AR, AS B Hh A 15 % B g 2R A G fb ok, oA
RBSE Ak S LA AR 2 1, 2 — 2 ST 1) H I B 1)
NRE . WAYEEH FoRE  Lp(a) iTRERA H
LDL 558 i £l bRk AR AL RRPE™ . B4R Lp (a)
B2 Y AR [ B S &S LDL R I I (5 30%~
45%) A5 Lp(a) B& 725l LDL J5UHE 4 3k [ AR [ 2 1)
HORIEASE , Lp(a) LAY A LB AR 282 & H Apo(a)
PR bR R, PR A O 1 2R A S o AR SE 1l A
TEVER . A48 Lp (a) I8 2 58 5 1.
BRI A R AL i AN I A

3.4E HDL-C A4 - 4l HDL-C 3 523 7 20 2
T3S JE HDL-C= BUH E E-HDL-C* . A=
F14) L T R Rl 32 0 T AR AR ke A 45
HDL-C R b 24 DLIE L R nT 5 o HER B AN
Z e H I =l AUIE LDL-C K iy 5, th T 28
J, RS InaR s . R, S5 A0 e s T
LDL-C #H F , 76 H il = 1R A7 7 s i A, 3R
HDL-C T ASCVD JXUKS: A% vE o 5 8 = . i Tk
HDL-C 7] 3 i JF 75 B i A 46 0 3% 75 07 7 1A
ASCVD JXURS: , PG 0 38 F T L EE B4 N I iR
Ve R R SRR AR DL R e 202 A I
PRAFHL

[£% i 1]3E HDL-C &% T A & ApoB
R BB Bk OREERE L BE = A BRI BB EN B, @ T
X “JEHDL-C=2 B EEE-HDL-C"it B KT, Hie
MERTE, LETHERNBEREMEFIIER, £
HEGEHERRK. . SHB=ZBMESSHRAES, IE
HDL-CAIRME S Him=BEEZEa R EKMBE
MR X RO MEH SRR,

— AEHDL-C 5 ASCVD JXUK 1 56 &

1.9E HDL-C J& ASCVD JUS: it it ~7 Tt (K H.
5 BE 1 7T BE 48 LDL-C B 5% « EPIC-Norfolk fff 55 44
A T O 0 L TG BE IR e R 45~79 % 32 il 3
21 448 {71, ¥ KE VT 11 4F , 853 R, 9F HDL-C ¢
LDL-C 5 5 .0 9k KU ¢ Bk 35 58 (HR °h 1.54 L
1.22) , B fff 7 LDL-C<2.6 mmol/L Y A4~ {4 | 9k
HDL-C>3.37 mmol/L 3 5 /Lo 55 XU 475 4 2 15 i ik
84%' " HTIT K R — AT HETE BRI R | i
AR (18~30 %) K I ¥ 4E HDL-C % LDL-C 7K
Al W 40 % LS ASCVD FE 4 (7 ¥ B 5
19.24F) , H 4E HDL-C B9 #ti & /1 38 F LDL-C (HR
HF 4.6 4.0) 0 —IEL A ARG oM T UK A
(n=119 146) IfiL g FH 3¢ I P 2% WL AR A AR 55, 44
T AR KIS R G, 45 W on R HDL-C it /%
AU 175355 e IR B Ik 8 P AF DG 1 i, 8 R T
LDL-C(P<0.001) ; 7£ % &3k HDL-C J& , HoAth 35t 1% X
B P43 35 5 el AR sl ks T

2.4 HDL-C X0 PR 45 7R A HEAY ASCVD XL
W5 T 0L T - DABE R S AR O i A A
P99 I I B LG 25 L2 H Il = ER = (HDL-C %
{5 /N 28 LDL 34 22 {H LDL-C /K- T+ 5 A WA o Al
Mo Strong Heart ©f 5% W 7, # IR 9 B8 3 19 AE
HDL-C 7K V-5 6095 KU 1) 3K BE L LDL-C 5% H
R, HORZ H i = ER K B2 2 i IR
9 KB OB & e 0 9 e T AR R TR IR R, HOAR
MEGA 55 5 )5 20 B - UE 2 , 3E HDL-C 2 Tt p
PR £ o I A9 0 IXUSS: () e A I A 8 A

— TG 5% XoF 40 (] A A AR P 4 R DR 2 DG R 43
B S5 58 0 BAAZ A R 22 S MR kAT R b R L IR
HDL-C 5 70055 KU 9 PSR I A A% 1T i 2 28
PER 100 & & H il —Fg g & A K H a8 0
[ ) B 26 1 (R LDL-C) B3 (OR Jy 1.4 1L
1.15) 5 1 NEAASBORE 2 18T 10 7, & & H v = BE iR AR
I B HL AR 114 230 Jikows A i AL RE 1 20 4 LDL 5k
() 4457 o A AFFEUE S HDL-C X /& H v = g i
i (B & H il =R AR & o SRR T ) AR
ASCVD JAUS: T 2A &AM E

TR RIS 4N A 7 931 44 TCO ML A5 B0
KA BERG 251 1 >40 % B 1 S BEV 5.5 4, 78
4 827 4, LDL-C<3.1 mmol/L(*F-44 2.46 mmol/L) {52
i #H, 4E HDL-C /K 3F->3.26 mmol/L 40 i) 2 Ve L
FEZEFIAEBEIRRS: 1 25 48w , 1] LDL-C/KF- 5 — 3 1Y
JRUBS: TG 3 AR DG f il R 2R A — T K TR T s
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PEWFFE A R L ZLC 5 A1 21 126 45 53,
S B 1 35 4, 45 3 B oR, JL R HDL-C Al
LDL-C 7K ~F A 3 i rf 4F 3] ASCVD =, H 4
HDL-C fi. T LDL-C, Jt H: J& 7 LDL-C A & 1y A
LR

— IR ZEFE BTN A 1994—2008 4F 8 T il 7T [
Jig 36 J7 Bl AL X BRI R 2 58 (=38 153) , TF Al
LDL-C ., dE HDL-C £ ApoB T 32 B K0 1fiL 45 5
4 (major adverse cardiovascular event, MACE) K
HR, 453 7R, AE HDL-C % LDL-C Tl MACE JXU:
HIAE I3 (HR M 1.16 FE 1.13,P=0.002) ; %} LDL-C
JKF-C 545 3 1 dE HDL-C 3545 5 7 JEAT 4040 1L
B MACE AU, 454 R, JE HDL-C Rk br ik
Fr 2 MACE U B 34 i 329% (P<0.001) , 2 7w 3
HDL-C J& LDL-C ik #5 2 J5 1Y B ZE AR A5 AU >0 R
FH 2 [ A= YRR A 2 v 68 649 iR Al TT % i JE2s
L I e 50 5 O I AR B o 7 A A e XL
FIOMAR A | 45 5 B, 36T LDL-C AR 5 44 ) A A7l
H 4 5 in AAE HDL-C 5% ApoB 78 8 B} £ 1] i 3 5
TR ) T 1 i L H 7 3 T3 HDL-C A% & 44 2 ) 5
RIep Al A LDL-C 5%, ApoB , 1 & fig i — A B 35 A5
TP i, #2785 AF HDL-C %8 LDL-C SHi /TG )7 2
J&i ASCVD F4x KURS: i T 8 ) BEAR o % B ARG
MR8 ATERF ST b 13 015 9 IR A VT A9 A TR T
8 4F , 45 LW, 4 LDL-C I T fir K “F 1t , 4E
HDL-C 54 R BE T FLC IR B 11 % 4 IXUSS: fnb 254
5, 1 2434k HDL-CAIX F 7 7K B, LDL-C & Fh
DA AN T3 ik A AU 2

3. A 3E HDL-C T 5 BUR B ASCVD XU 15
UEHE : DYSIS-China 5% 7w , 7T 3697 5 1 A
BEP TS A R ik 47.6% 1 5 H I = B8 IAE A (s IR
HDL-C IfiLfiE , 76 ASCVD 2% 1 [ AT Eb 3] 58 v
K 74.29% X RN 0LAE - H ) 5 A HDL-C/KF-F+
TR R BE AR OG o ARAR Y M e FE B I 2 M AL A
TR, 2018 4F [ J& Y AE HDL-C - 47K - 24
9 4 mmol/L, ik B Sl T T 15 2 06 R A K
T, PURE-China B 5% & 7 , 4 HDL-C J 5 /&2 3%
FE]Co I A P B — KT el R fa s PRI 2R, HOZ O L
FEAE B 55 — KGR 2%, JE HDL-C>4.0 mmol/L %<
3.2 mmol/L & ASCVD KUK & & T+ 51 20%~27% " .
I E ARSI ST B, R A L2 A2 1% 7 =M
OB AU bR AR PR B KR A
FEBC 45 TR 25 HE B HDL-C A5 500 B /N ek g
a2 N AR S B TG R) 8 JOR DR v A R UL B 1T T)

J& , AE HDL-CATS 5.0 M 48908 A 1 S AR OG , 7%
e il 48 T 1Y 35 4 XU J , 3F HDL-C % 4500 I
g A HR A 2139 (95%CI: 1.152~3.972, P=
0.016)™,

[ £ 1£i0 2)4E HDL-C 2 ASCVD X% i It
SFMEF, M FHERF. SEHEELE.E%
LDL-C &~ & . fit iT & 97 )| A\ & , 3F HDL-C *t
ASCVD JXLE& B9 Uil g€ 71 /£ F LDL-C, F[E A B
JEHDL-C £ KFERKS,EHDL-CXKEHABSE
ASCVD JRUBs S 37 HE 5K o

= 4k HDL-C 1] T ASCVD XU 3T ik i 45 B
[ives

1. R SEHE B : 2019 4 8 [0 I 2 2 I A 2 [
SO B2 R A 1O L 9 — S T B 4 i SR
I AEBAS 5 FRPEAS 10 4F ASCVD S AR KUK (445 .0
MAESET AESAEHE O NUESE JE B ) 1%
77 5 T B I B FE FR b A BE [ BN HDL-C 1 A
LDL-C, [a)3% S e T HDL-C X T XU A 5 oy &
T W Ah %38 B AR A I BA S O R IEAN KUK
R S AR 7 245 5 JRURS: 184 i PR 2R R4 AU P91
i, Horp3E HDL-G 7K F- 4.9~5.6 mmol/L B B A e 45
Sy R B i PR 2019 4F Wi O T 9 2 4y
(European Society of Cardiology , ESC) Ifil ii5 45 Fd BH
HEFZAE HDL-C 00 1 A8 RURS PEA , e = 7 £
A H =BT = B PR IE B s AIK LDL-C /K-
B ATERT S 2021 4F ESC /O I 48 %95 BT 48 B A
4 4 HDL-C 5 ASCVD 9 G ¢ JE 2= A S5 W T
LDL-C, 77 % FAE HDL-C 8454 N fE R R R 22—
HEAT XU PEAR L B RI4E ESC % A5 14 SR 3 ik XURS: %
45 VF 4 2 (systematic coronary risk evaluation 2,
SCORE2) il SCORE2-OP i il 45 7Y | 2 i %045 |
HDL-C 1E 2k — W 85 22 A% £ (40 o 4 AN X [A] : 3~3.9,
4~4.9 .5~5.9.6~6.9 mmol/L) , B 2 B 1Y 28 5 EH
[ 0, 2025 4F ESC LG 48 RS A9 20 2 —
B2 2% ] SCORE2 il SCORE2-OP 5% 15 15 il £ i i
B () — 2L T ARERY 104F ASCVD A4 XU

2. R R £ 2020 4F LG IS — L TP 4R
B AT 1 2023 A H [ AR A5 BSR4 — B
3k HDL-C F FIRE AHER ASCVD KU P4l , 4 -
72 4l HDL-C>5.2 mmol/L A A 0y L f& 6 [ 2K
FHT 55 % AT (104E ASCVD KU A Sk b 1 A B
[ 4% A UGS DA 5 4 47 JE HDL-C>4.9 mmol/L A A
JRUG: 3845 IR 25, F T 10 4F ASCVD XU P4l | 4l
Bl & A5 A sh T T2 25 3R 7



- 522 - PR M AR 2026 455 A5G 54 4555 5 Chin J Cardiol, May 2026, Vol. 54, No. 5

[ £ 512 3)#F3E HDL-C B F ASCVD R
BT, L EEX FH M= BEA S HERE . BRE
WK LDL-C/K ) A8, KEIEHDL-CAH T
ASCVD R it 1 52 {E 4 >4.9 mmol/L,

VY 3 HDL-CAE > FUfE i B H H AR (i

4k HDL-C 7 3% T £04% LDL7E N B I & ApoB
14 B0 Ik ok Ao B Ak i 2 11 BT BR 311 ASCVD RS
HARZUEESE R AR I BEIR AT B bR RO 3
PR L ] P A1 F6 AR 3 R HDL-C AR Ry i
SN ERR LA T AN HEE T T R B T A
AR X PN 5 7 2 [l Jot

1. L R AR R i 2023 A b [ i s
FHE B AR ASCVD XU 43 2 1 2 A VL [ R N
HArME , LDL-C 2 F7 1A ASCVD 1y 1 & T #ise i4 , JF
HDL-C 2 Yk ZE A A5 o Ol PR R8I S 45 2
rh [ R AEIR (2024 JiR0) Y SO T8 PR 3 B
LDL-C #14E HDL-C [R] B /4 ASCVD XU 8 45 1 B
FREARHL AT, FRRISH T 5 ASCVD KU 432 AH
X AE HDL-C H A5 ME , #E#EAR 3% LDL-C H 43 {E
fa] #2315 HDL-C, BP 4k HDL-C H 45 {8 =41 K (1)
LDL-C H #% {8 +0.8 mmol/L, DL f T IIfi K 52 B
UE =3 B

R1ASCVD R4S LRI F A

JEHDL-C
XI5 2524 LDL-
RIEHE ¢ (mmol/L)
s <3.4 mmol/L <42
RN <2.6 mmol/L 3.4
e & <1.8 mmol/L H AL AR IRE >50% <2.6
B <1.4 mmol/L, H 5 3ELE [ AR IR & >50% <22

T - ASCVD A Sl IR KRR Lk 200 LA 90 , LDL-C R A% 1 I
B AU R R HDL-C Al = 2% B A 25 (1 H [T 5 *ASCVD # fE A
T rPos PR £ T B H BRI S5 1 55/ ASCVD J A TR

2. RN 38 B+ 2025 ESC IfiL g 5 H 45 R4S 7 .
2023 ESC H5 i g £ 5 0 45 IXURS: 48 BT R 2 7
I HDL-C 1E A B 16 ASCVD ) U B T i 41 bR 2+
T fE 43 )2 A, A% R A9 E HDL-C H PR {E A
[, {H ¥ R 78 LDL-C B % ff I i 0.8 mmol/L.
2023 e 5] [E B 5 I RS AR 55 I 1l R 46 R 1Y
Wb A 0 F LR E B H8 g, — T Bj LR HDL-C
R A H s, RV B2 IR 2o 40% 5 — 93 AN
g — 2 K 43 )2, Ph <2.6 mmol/L A M — H
PRfE o

[ &5 410 4)# 7 E HDL-C A 4ER R R4

A1E. 5 Hil =B M %E . #{KX LDL-C & ASCVD
REFHROAELS, PERERNBRES
2023 [E M A5 EE e EF— 2 (E HDL-C B4R
{E=4H 5z A9 LDL-C BH#Rx{E+0.8 mmol/L), Bl : K f&<
42mmol/L, B 5 f& <34mmol/L, 1 & f& <
2.6 mmol/L , ¥ 5 f&<2.2 mmol/L,

. AE HDL-C ik bR4S PR IS

4k HDL-C () 35 45 & B R 281 43 )2 T BUE
TR W2 A DAY T o BE Ak Y B LDL-C 7 S il
LDL-C ik#5. 4 LDL-C ik#75 )5 3E HDL-C AN 3545 B
IO VR H I = FR K, AR = R T Gl e >
1.7 mmol/L) 7] % [& J73 2 VL BEAR H Il =8 M A2 0 /Y
UCELSEME , LATH R B 2 H i = e i 25 1 5 s R
B A KU o A SRR I8 B AR Lp () AT 5
HDL-C B4 & FBL .

LA AT 7 2 R R PR IR S5 2 1 Ag 5
() TR L P a5t A% SR R B 5 PR R R A B
FHA1E 1A 1% 77 O i ig 7K - A R A H B2
S, A R R Y FNas BT A2 3 E P ANE RS Y
—EE AL AT R BRI ROR B
A Pk 3t PR R JE HDL-C 25 L JR 48 457 s — T
Bl AL 700 BT X 25 SR R B B A Pk B i 1
B shk —H S A, YT i B AT b R R
i .LDL-C FHE HDL-C K2 O PR S £ AR 3
B b L G AL (2024 W) ) BB S 1, X T PR
B LDL-Cistrfa A3 e HDL-C R ik 45 H
0 =R KF T Bk — 2B SR A IR B Y B sy
e IBOIE A5 AR G O S L, O Ak R RN R =
P SR

2. B AE HDL-C iy 25 3 4%« (1) FEAIX LDL-C
J E W25 OMTT - Ah T 2259 0 B IR BRI 7
F) 35 it 25 47, 30 sk 0 ) AR A R PR A 3-2
HE-3-FP LY T R A A G SR, a0 A S
AT R it L 908 440 2 1T 7 LD L 3Z 4, £ 2 44 g
RO W B I Y LDL R, 58 25 B A i 3 i
[ B . LDL-C., [m] i B AR H il =8 #1 F+ = HDL-C, LA
EERA RN AR I 1 2 FEARAE HDL-Co 3 30 A il
VT2 25 W5 W IR s O 1A% 5 fE AR HDL-C 7
B R G LR 5 AR ZS 22 0 BT o , AN Rl T2
% 5% 8 6 AE HDL-C R ARFR 25 A K™ %
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