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El

NT RS (g r E20307IRIANELY (o e [ 45 B 06 T SCREAR IR B b B R Ak 2
FGEATREXE Y « CESEEC T sehtif@ R EATaE L) (Ek (2019) 135) (RN
N RBUR S TAT A Fe b [ “PRYIFERSC B St ) BRI (2020) 25°5) Al (IR DAAE e G o
SR HERE BRSO A A A 2 B T A R (W SCAAS R, N ST R e S v i TIUGE 7 327 A 5%
AR, BECFTERAE ATV ATFSECGE I AR AR HE . ARSI I A R 55 AR T 1776 1 S vt g ILE PR [X 35K
—RALRE e, A AR S TR 2 BT B 1192 R AT e 5 TR (i B B A o o A B o v L A
THmfEE IIE S ME™ B TR SEURAE NG 7 8 1 . S v I LA P s 6 v g IAGE R B,
X BT v S A LT 5 8, 40 3 T e 6 v i IR AT AT 09 =2 i, B v i BN T v 6 e i IUE A RN e
25 T v G e IR A 3 s A T T R IR DT, X T BRI T O I BRI A B Sl R EEE S
JRER AR IER . B, FRARED 2 AT ) LAE T R A AR HE MR
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ASCHERGE T m IR IUE R E S 7228 MATHSE . fa® . 2. 2iayr e, HAta)T (i
B - R A, T

ARSI TR & BRI HUE T 18 LB b5« RN T i B S b0 L AL FRe b i iR T S
FRE S UG ™ BT h e SRR IR 3 W 48 v . SR e IR IRE S5 v A v IR LA R B . AR ST v R
A R B R LR 3 2 B 7 WA s s i IUAE 2R M — AL PS5

2 HeMsImxH

ARSCAFEAT G PE S S

3 ARIBMEX

FHIARGERE SGE A F A
3.1 SEEEEMmE
B RS B S, B 5. 2mmol/L, THM=REEEIER, BIHh =8/ T 1.7mmol/L.
32 SHM=EEME
Mg Hh =B S B, Hid 1.7mmol/L, TS IHE R 2 B 1EH, HILSIH RS /N T 5.2mmol/L.
33 SIREBEREEBBEREIME

{22 EENS SR A HFEEE (LDL-C) &, 8t 3.4mmol/L, TimE NS AHER (HDL-C) 4
#I1E%, B HDL-C KT 1.0mmol/L.

3.4 REZFEEEAEEELE
LY i 25 B A A A E 8 5 & R, /N T 1.0mmol/L.

3.5 RAMEEME
B fEE JEE BT (BB LDL-CERAFHDL-C) FH =8 (TG) T} & mAs 5%
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UERRVE

AN S T A

ANGPTL-3: K&K EMTTAEEE (Angiopoietin-like protein)

APACHE score: 24P 58 MA@V (Acute Physiology and Chronic Health Evaluation score)
Apo: #HJEHE A (Apolipoprotein)

Apo-C III: #flF&E FIC3 (Apolipoprotein CIII)

Apo-B: #HfFEE B (Apolipoprotein B)

ASCVD: BhikilFERE A0 I3 0 (Atherosclerotic cardiovascular disease)
ASO: R AZH R (Antisense oligonucleotide)

CH: JH[EEE (Cholesterol)

CKD: 128 F% (Chronic kidney disease)

CM: FLEEfRL (Chylomicron)

DFPP: X{EE MK E#: (Double filtration plasmapheresis)

EL: W Z MRS (Endothelin)

FCS: KM FLEERCN M AELE & 4E (Familial chylomicronemia syndrome)

FH: ZjGE s iEE EE M AE (Familial Hypercholesterolemia)

HDL: =% ENREH (High-density lipoprotein)

HDL-C: =% g&E AEEEE (High-density lipoprotein cholesterol)

HeFH: & T XGEMEEAHEBE MAE (Heterozygous familial hypercholesterolaemia)
HoFH: 4li& -+ 5 m IH & BE L %E (Homozygous familial hypercholesterolemia)
IDL: (A% EE5 1 (Intermediate density lipoprotein)

LDL: K% 5% (Low-density lipoprotein)

LDL-C: 1% EH5&E HAHERE (Low-density lipoprotein cholesterol )

LDL-R: 1% E & 52/ (Low density lipoprotein cholesterol receptor)

Lp (a) : JEEHE (a)

LPL: JlE&EH /A (Lipoprotein lipase)

PL: f#f§ (Phospholipid)

TC: EJH[EEE (Total cholesterol)

TG: Hil =& (Triacylglycerol)

TGRL: Hih=M=£MIFEE (Glyceride rich lipoprotein)

PSCK-9: il & 1 #L AL B A 55 B 22 /Kexin9 8 (Proprotein convertase subtilisin/kexin type 9)
siRNA: /NFHERNA (Small interfering RNA)
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VLDL: MRAKZ FENRE EHE EE (Very low-density lipoprotein)

JEHDL-C: FRHDL-CUASM AR R A i 8 (1 o547 (O AE [ B2 2 A, 486 VLDL. IDL. LDL A1 Lp(a)
e ) L P

PPARa: I AIEE ARG 52 Ko (Peroxisome proliferator-activated receptor alpha)

DGAT2: —FalkH B3 282 (Acyl CoA:Diacylgycerol Acyltransferase 2)

MI: ULFESE  (Myocardial Infarction)

STEMI: STE A =0 UAESE (ST-elevated myocardial infarction)

NSTEMI: JESTEAA AL AL (Non-ST elevated myocardial infarction)

TIA: FE MRS AAE (Transient ischemic attack)

PAD: #MN&EZMk#EI% (Peripheral artery disease)

5 EfeEismiEE X RS

e M TLRE A2 W PR AR & % WL B 500 o I G 2 i 2% i IE [5] B (Cholesterol, CH)  H il =5
(Triacylglycerol, TG) HMIZEfE (BEAR. FElE. [IEE. SREIRESE) KA, 5ilmPRE IR LG 322
& CH M TG. s AET/K, 5#EAEEE (Apolipoprotein, Apo) &5& TG & A @ AR H. 1
FKAREAZH Apo Ml CH. TG. /i (Phospholipid, PL) %4 MMIERIE Ko ¥ H &M, MIAKNEE A
96 2 FLEERRL (Chylomicron, CM) BRI FE g 2 U IH[E] B (Very low-density lipoprotein, VLDL).
rh [] % B A 85 1 (Intermediate density lipoprotein, IDL) « 1% 585 1 (Low-density lipoprotein, LDL )+
I E MR EE 1 (High-density lipoprotein, HDL) A fii#& [ a[Lipoprotein (a), Lp (a) ], #RAEEHME
ZRFPEA DI RE AR 1.

%=1 SXEEANEERF I

S FERERBS iR IhgE
CM TG ANI7EEdE HSEAMEYE TG R A8 E 4H 2R
VLDL TG FEIE A R Az URYE TG 240 EH
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IDL | TG, CH VLDL 4G LDL Ak, HHPRER S

4z CH B4MNEH L, 4 LDL 24N 3 HiR
HCRRIF A ik ok R R Ak 1 s 1 5 22 9

LDL CH VLDL 1 IDL 4 f# A€ it
( Atherosclerotic cardiovascular disease,
ASCVD) fitH5k
HDL CH. PL FFHRE RN i B i %3z CH. HDL-C 5 ASCVD fifH %

Apo (a) Fl LDL JERLHI .
Lp (a) CH Alfit5 ASCVD A%
I=RELY)

B A w5 i I 2 U224 LDL TCL TG /K SF Bl 2 (A /K T3l A B2 90 AN E /024K, 50 HDL
ACPAR T30 NBERI S 10 AN A8 5T 6 ASCVD. TEHE R % M2 18 B IEJ% ( Chronic kidney disease,
CKD) Z5:ati s N B2, T E il fEaAs Tt = i 22 b L3k 2081,

% 2 T ASCVD/#EFR#%/CKD R A B E MAREIRAS S E RE (mmol/L)

S TC LDL-C TG HDL 3E HDL-C
FRAR K - <2.6 - - <3.4
HIEIK <52 <3.4 <1.7 - <4.1
iz Saut] >5.2 >34 >1.7 - >4.1
H<62 H<4.1 H<23 H<49
T >6.2 >4.1 >2.3 - >4.9
FEAIK - - - <1.0 .
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vk RAPIEAE R T IRT I 12 /NS f i KT

F B T e e IR MRE o 48— itk KoE S AR 98 R AR 85 A /KT J2 0 I 2R At Ja Rz Al
REEMSAT ZE . W WA SEA BAG m ML . BESRPE . ASCVD. CKD 4§, fal K3 A5, 1% HDL-C
MAE s BYEFRE>45 & BAVEFIe>55 B 5% . AR RARIUAE V8, JUHAE & SRR B 75 G 6 R 3R
M8, BURFPRAEFLIRGS (gD  JLE. mEZFEN, W CH BTG &, Al FHUEE Hils)
kORI R Co L 0 B L A SRR AE R . SRR A L AR I R 0 P A P E O AOAE BN R A
BRI, RIA R g LA o

AR, mfE e i EN TR AR LR AR

1) T T6 B L Al e 1Y AR, ™ B v IH [T B IfhE (LDL-C > 4.9mmol/L 8{ TC > 7.2mmol/L) 5™
Him TG MUAE (TG >5.6mmol/L) , HEH >2 BifakiKz (L ek &= A& M. K HDL-C HiLjE .
FEERE =45 & SRR =55 $45)

RFIR N WHEYR L ILEE . B E L EE NIRRT, R ARG I = g A
‘LAl P 24 ek g 0 R 5 A DU v UL L SR S 5

3)ENRIAYT IS ML AS RIS bR, BOA ™ E 2 B RS 5

4)E LW ASCVD (175 JI| ML jE 23

5) EL VS WORHE PR ) & I ILE 8% 24 1.8mmol/L < LDL-C<4.9mmol/L, (&) 3.Immol/L < TC<
7.2mmol/L HAFRETE 40 5 UL |,

6) & o 7™ E 5 1D e i L

7)C 12 W I 9 0 e R e R 2403, 1mmol/L < TC < 4.1mmol/L B¢ 1.8 mmol/L< LDL-C <

2.6mmol/L, BIEME 3 MEGHEZE, @TC >4.lmmol/L B LDL-C > 2.6mmol/L HfF#E /L E =
falA % .

X 8 W v I 93 1 o A TURE A8, e R R a0 R s 048 K =160 mmHg 5E7 7K & =100 mmHg;
JE HDL-C=5.2 mmol/L; BMI=28 kg/m2; HDL-C < 1.0 mmol/L; /.

8)CLiZ W A M AR 4% (1 = B I E B 3. QA JFIMEFLERIR, 1% TG /K F AT 5.65-11.30 mmol/L;
@AM IR % A I TG > 11.3mmol/L.

6 SRITRF

e I IR 2 A A BR A B B2 1) i R el 2 — o FEARERVE [N, 1980 £E % 2018 4R [H] 3K TC Ak
HDL-C 7KV LAt (H—eti X — L e S B0 T R FRML: sl NEF I CH K1

8
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BN 1980 4F, JTAERIMAK CH KSFRME TR, AR RSB E SR I CH A1 TG ZK-F K
i b LY. L T I R A DL L S T X, 50 I R 0 % o R 5 T A 2H 20
(1411168101, 2008 4 4Bk 25 % LL_E A A I3 TC 7K-F- T BRI 3N 39%, 2 E e 53 Lot
TC >200mg/dL (5.2 mmol/L) 1 LDL-C > 130mg/dL (3.4mmol/L) FJELHI 55 32.8%F1 36.2%. L3¢
LDL-C /K-F- Ty E AT R R 3 2 —, 2017 4F3E HDL-C Jhis 8042k 390 5 ASET, Hrp—2¢
RAAEZRI REEAFEEIE, 2019 4 LDL-C AP FHmSE T XU K 38 BT 255 8 fiz. i LDL-C /KF.
w1 TG /KFAUE HDL-C /K P25 5 SRSk FEIEML, 7Em & . CKD. Bi IR s AR 45 A fiE o ik
A, BE KRR AE S R, RN T A AT SO MU 1 KU, BT XU B

L 7 P E S e 0 1) — B DI T, v g ILE SoF e 4 1) S5 90 5 XL P v 1K) R 20 0 P B R AT %
U R4 T B AR B () B T =, 7 IR AR UR Y, TC A LDL-C 7KK 293541 30-50%, HDL-C 3411 20-40%,
TG H/1 50-100%, WFFERI, WEGRMIMAR 8 SRR (FIanseIb 70 GEgRIImEpRp . ARBER G L.
ARMEFREE FULE BlnEP=, KTHEIL. SIOBFEELRTRE. ARIERE MAR COIMmE)
gifRp oty RE 1 TG MU 7 S ECAME IR & FIAE g Lo MEAE T 26 T i, AT ik 20%tH2 B,

1T 30 4Fk, HE BRI AKCPIZ 0 T, G e R 2R i g n . — 10078 75 4Bk 200 M E X
R 7E 5 BoRte),  BEAE A B e A TC F19E HDL-C (-7 37K VB3 AR T 5 B 5%, HIL 4Rk 2k 35
HE T — P Oy B KK 2018 4R A E A HGE oY RE > 18 B A MLIE TC N
4.8mmol/L, LDL-C A 2.9mmol/L, TG A 1.7mmol/L, 18 % DL_FR4E A I fig 7 B B RN 35.6%, FL
i TC HILAE S5 26 1 38 Iy B 8, TI(E 75 /048 B LEE pUIS), i TC MUhe S0ps 26 R AE B BTt .
TC LY 5 2 ¥ T w5 S0 L O U 8 SR 380, vl [0 e N LT S5 5 SE0I03 BAH DG S7 HE0e 4k 58 o
AFL I T v L] INLSRE I S 3 CEAR KFR RS ATV SRR A 7 A 2 W AR 7, RO 20 A (B2
NEZ) R IEFRSFE 210, e E, M5 B AR MBEER JHIT R IAIT AR
By ARHO11, i E > 35 5 i AT I G S5 1 ABE AN 16.1%, 7E ASCVD = fa ABEH, BEAR 2541
BT HRAN 5.5-14.5%, e mEENEE O >2 ™8 ASCVD FHA R A 1 ™ & ASCVD 14,
HEIF 22 A mal N EHARPD , LDL-C 547 %UH 6.6-13%.

PRI, oF 3 e A e Mg ILEE R )L AR 7 5 A A B A o AR A 58 o

7 TRIAESRSENENREE

r IR MAEEA R AR R FAFAEZE SR, WO M PR B . JERHENRE. AR RNEE. RS
FA, HILRE SR MR FEREIOR b A 07 sUE DI ¢ SR AN A A0 i BE AT 8 25 B I v MR
IMREAR SR I AAE, B KIS -

7.1 SELECHERE
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e R MUAE S 5 ML D UAR T B B . ML S8 T B, 38 S B8O 4R, & L g it — 0 4 3 18 D dg,
Gy R ke T EAE M Y IR AR, B RE DR -, IR R HEHT, (RS kR
R LREAEH S I @M  EIhE, T RSCBYEIEFR, SEAnPEFE WU e MUK 55 e LI P 50453005 1 58 1 B
SECE . AR AR KR B Bk A 2E

e IR MURE S BB K O REREAL 4K 1T 512 AR 2 AR OGN, e 28 0o« O WLBESE O IEAR TR 5
MEENEREE. BREMIE. FER &R BRBN AN EELERREE. QIUERPIF RV, Mk
S ML BRI APE A BRI REE AR KSR s AR, i S B G
BT LR 5 5 2 1 i P (078 S e 5 R 5 3 0 A AN JE S R N AR R e T IR, S I g 7K P F
BN, =35 2 IAVRH ELAE R BOR I 0T O i 1L 555 1 R A AU o

EFEUE ORI 2 RS, MR R NEZ, ZIF5ASCVD KRS AIHH & T 15k b 1 3t TC
FILDL-CTF & Al {2 A6 5h Bk sk B Ak, PR TCRI/BRLDL-C Al ff s FERE AL R AR 2%, H 2 T HiE. Tt
HIR RN FFICLDL-C, RN B iR et O A0 ik R f g 22 H bR, BEMIKLDL-C, AME AT LAFRAR e O
TR, BT AE RGO TR A A R A R, AE AR IR G E AR E R WATH Y Bk
AN PR T TR 8046 78 70 E 5%, LDL-CA& ASCVD 1850 M fa i R 2 210 Hovr, SR04 v L ] 2 i i
(Familial Hypercholesterolemia, FH) {EJy—Fhig L 50, 2GR T B S/K-FHILDL-C, 2% W
5L A ASCVDELAR R , 5 IR IR 7K T B NREAH B, FHIAUAE &35 A 42 ASCVD XU 16 0 15~
20%, 2 il PR L% LDL-C /K P 75 B AR St Rl A 7T BA S5 PRARASC VDI R IR 3, B &4y B e 3%
T BEREIRYTT JE TR A T ASCVD, X 1] e 52 34 43 ik B MR [ B ) B2 me 2223, G 4ok mfF e 8 W, Bk s
LDL-CLMh, BEEEA (a) /K PTHER R AEASCVDRIMOT BN &, HoKOF 32 BAz ik [H & F i P4,

ASCVD & —H BN FE AL 51 AL . B R4 B i A8 A0 0o I PR R PR, 32 SR e i 2 o0 U
3~ Gt A rh R H A A JE I 5 2525, AARLDL-CoK P AR 420 18] 5 ASCVD IR XK B B A .
KFHILDL-CO S A E 5~ KASCVDSER R &, (X T =ik,

72 SEMEIJMRBAREE

IS Hih =B R = RN, S 8000 F RN A Z 5. B P BT A I = S 0 1
IS P AR DU, T B2 v P T Vel = D A 2 e P i 58 1 R A 2 BRI iR . CHRISTIANZR A 50K
W, MIFTG/KF > 500 mg/dl (5.65 mmol/L) & H M =8 MLAE 38 R AR R B R F A R MIFTG/KF <
500 mg/dl (5.65 mmol/L) ABFI215201, - HAM R Ew, Hith =B 5K T 5 S AR 45 1™ E 72
JE AT S JRARIRIE . S R A R SR AR S JRR R % S ROE I R A RS A OGS, H R F e
JIg HOLSEE 1 S P JR AR 28 ) AR LIS AS T2 B T, TR R 2, 24TG > 1000mg/dL (11.3mmolL) B,
FUBEORLAE 3% o 5, s FLBE MR 51 ML i KA IR S, 15 R IR AL BRI I 51 R 28 5 #0E, JEwT
RS BURRMERR . WUBAR ME . AP OR. PPIR IR il A e ns S H Al R R IR 28],
(T =l [ B 2 S BUR DI R R AR 28 Bt

10
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7.3 MEREHEME M

O O 7 SRS R v SO B L R JBR B B SRR RN, VR A O B 1B R SR A AT (Insulin
resistance, IR) [7=E . TRAEHE P IV 2505 (0 7 AL A A7 B I 00 20 e, 3 UM A 25 IR I R (Fatty
acid, FA) WRETHEP, S EH IR ARE AL, AR, SR YRIAFA G ORI G 2 1 e 5 1
8, (R EREUEIS PTG, EFA. TG. TCHBEAR MK T-Z Wi FF v, JF— B L 2 4R 5130,
SEURI MM 7K T E LE 5 1 FE P9 B T v mT DA R REARRIG LA AR B R, L H R LA KR A,
(B 24 HER e I AR PR KCP B PR, RO ELIR S o AR 15 B AR B AR T S SUT SRS R L TR
W MR Z . FIRATIA AR . B A E K LSS A RIEIRES J5 . EAMIF TR R, MR K 229~
AT UGET S, Z31~36/8ikmie, P a24/Ne TR, P ad4~6EWE IEH B, W LA i fg /KT 2
WA, FEAER— 7 A

TP AT IR I IR MUAE 2 5 B AR IR I AR AN R SR K FL e S B s 14 % A= 2 14
XFEHA KRG L AEA R L2 P EOET W RHMAT S, (RO RR . R m M . SR GRS
FURE SV IR 28 5538 22 0 (1 U 380 2 A A il . BUCHERZEB2IRE e R 01, S iRAS iR ) Lok 5 2 — Ff
MR AP EE, BBt 22 AR LI ACUR, BEAE REORAC B AR BERE, I B AR R AR 22 4 i A i) AR AL
il ez 2l — S, SEUSAATRETIGACRE . M0 55 R ASCVDE a8, H A3 m 2, Tk
WG IF PRI R 5 5 AN TIGR L. BUH . PR ER SRS AR B IR LAE T A RAEYRSES B B V1A
Ko [N, ZAMITCIRIE R T 120% 1EH S5 LR, KA E W RS8N 7 3%l . w5 i
S S R 1 5 ) 5 100 IR P v ) S 23 R P B AR A G v LI B MO AR DG 1) M T e AR 218, H E TG
ISR T 5 B0 AR 2 AR OR Lo PEAE T 26 578 20%. WG LI, 22 HITGZK P al B AR K TR 8 L
FNER ) LR E TR R o [ oA A ORI e s, BRAARZA T ol =g ] e/ o 5 2 s 2 1 DL I
BRI G B 1 -AS JE AR R A Qo & A RS 52 IEAH G 121310 53 A, o 4R iR 6 9 v IR IAE 1) AR 2
Ty T 258 2 BB 1, DARZR AR MR R, S BOEYT SN A fa s, 3G N 1wl
HLRE PR e T A2
74 ik &R MEE

RN I B MUAE (FHD AE Ry —Fhig M PR, 288 T8 S /K FIILDL-C & 5 i WL 3
R MEASCVDHLIE R B, K% B R 8 H 52 (Low density lipoprotein cholesterol receptor, LDL-R) .
#Jl5 55 F1B (Apolipoprotein, Apo-B) . i 54T B ¥4 B 29 (Proprotein convertase subtilisin/kexin 9, PCSK9)
BE R IDNAAS 5 FHAR % OLA0 5], LDLRJE PR 1 B BUR HE R, S0 a6 LA /2 FH LDLAZ 4 5%
P B FC Al 52 M LDLR Ty e (¥ 56 R AR 5| 2 i 8L MR, RS RUCR 53 T I LDL-C KPR A R 1) o
A RG220, % TFHE R, BASCVDRY KR @ N R, SR 5 0 8 R i
20451330 5 i g L e L P SRR 26 N 1/500 N, AR AR SR, 5 IR RR W EAT () — 2 5108 B 1 1 BA 41

WoR, BRI e T — P,
11
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FH AR H8 %5 fr 5 R 8 8 40 H AN R 0] o3 A 4 & B R sl & B o & 1 5% Je 1 v B[] 52 i
(Heterozygous familial hypercholesterolaemia, HeFH) HHE BEAKF L IEH N m2E345, ais 7Rk
751 B [ % IfLAE - (Homozygous familial hypercholesterolemia, HoFH) I [ % 7K F bt 1E 7K F i3 8 64
St R A SRR 1 v g TLEE F) A 3 T 5 L KR 28 13 AU LDIL-C KT 5 5030 Fik o 3 A o 100857 0 1 XU
BEHING35), SHeFHEF AL, HoFHAEMREH ™ £ IF LR TR E R . ZERETHN
JIEL ] P LR B 5 0L A P B 434 R B K B R I s, KR I 7 R AR e R Bl ks« 41 JE Bl bk e
AN RE o5 1) AR o[RBT, JIEL ] 2 I 6 R0 12 40 X 3 R JUUBEER B Jok ) (g R 2= 3 3 600 iR ok
TE R A 15 1 AR 5 S50 A SR AR Py S T pe 36381,

8 —MRIATr RENETT

8.1 JBTT M TEA Rz

M6 55 5 AR B AN A S O SR DIAR G, R 1R T RNt A 6 05 3 G 57 5 VAT IR SR mb 8 i o 7635
R H S R A G B B T LR b, s VR IR i R R s xR I R P i, R RN [ i <
300mg, JUH & ASCVD %= fa B, ANRM AR S A8 E I 20%-30%. = IH [ B I 35 1 A s
AR NE RN T RBEE N 7%, RABIERENER /N T REEDN 1%, SHM=0E (TG) MjEH M
SRR H R BB, A H 2R T 30g. ARG IR B E & o-3 2 AR I R
(e CanRi o ol A o BRI TS TS . OFR I 44 . ZERF (@ B /A 8(BMI 20.0~23.9 kg/m2),
AR T MRS @R E B OBUH: @RHIRIN,

ASCVD &5 i 1 J o AR 7 s S AR R LK 3.

x3 EFEARNTEAESR

12
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S

EESY

PRI LDL-C Ft & ) & Bl o

VR I 7 PR <KBEE 7%
P B L[] P <300mg
19 1A LDL-C HIfE £ a5y
FELA) [ 2-3g/d
IR I 27 4 10-25g/d
BREE R ATS R Gy e RN
(N TRFF SRR, B8R E /D HE 200kcal H i
8.2 ZAHiATT
8.2.1 TEMHRABERZHI 254

XL 3= AR RIAL A & 400 1) P 4 i A JOEL ol ) 5 e 3

LDL 7> A B/ i

TE PA JE ]

AR, 2 R 25 T SRR 251, AR RIARTT R 2907 E AR 4. 1AM 25 s . (ORH [ i

WA AR AT e A . REAT Rt sl 3 P9 AEL [ 8 (Rl s @B DA% 5 2 A 5 0
et SN fiE B 40, LDL 25l id 4F 2 @i giin b ORI 2 fir

JBi, T BEL DT f T A JEL TR v L[] 5 ) 2 IR AL

F4 B PAREBEMIT AT

i$45 N\ LDL ki

BEA: Jumdi A B 1AL

BT 25254

o 9 B K5 &

% LDL-C 55 /% >50% 30%-49% <30%

B FEAR AT

” ST ABIT 10-20mg

40-80mg

B AR AT

" S BIT 5-10me

20mg

FARAMTT 20-40mg

FARARYT 10mg

Mt YT 40-80mg

AT 10-20mg

BAARTT 40-80mg

EARABYT 20mg

AT R F 80

mg

FARANIT 20-40mg

13
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FA%AhYT 40mg BID
VLA AT 1-4mg

e HEIMARE IR (FERRR 2024 )

BT RR R IL -

YR ZHNKHIT R Z P RAF, HARRNZ W T IGREMITRITE, % MR~ . O
ThEE SR : FERIUNEEIT R, BAERL 0.5%-3.0%, EHIEMEE, M5 AR RAEEBEM (3D
KA FREIL BT Ik EHE 3 50 B ARSI R R T B, Nigmskis2s; @fhiTRe9H
KNLPAA R BEALFENLIR « WL FRE SOV R s KR Aty TG 84 s R IR IR fa e, R AR 3N
10%-12%, J& T yT 2205, AR FEX o ML P55 1 S 2 Ak 3ze XT3 W PR (¥ F s, A AV T ¥R 7 I 8
S #0 N R IR E 2R 250 ORI T iR T Al BRI T RERE RS, HZ 8 —idM:, RAEMEARE: ©HAb
AR RPOEARERRE . IR SACLLIE A R IE75 . IR, O S AIE R .

8.2.2 EEMEX TG HIZ4)

A 350 PTG 2 VIR . MHBRISAIAL J7 P Al FE f bl 77 . DURR R BRI TGN 25 3 2
Foi: AR DURE, R UURE, SRR, DARCHZERGAY . DURER 2454 3 B0d@ i Wos i S s (E /R s
% 4ka (Peroxisome proliferator-activated receptor alpha, PPARa) , i g fifE B A1k /b Apo-CIII K] & B o
A BB TG 25~50%, LDL-C 20%, A JtEHDL-C 5~20%. fE44xPEJrmm, AR DU S SusgUil
VAR AR AR B, UL EE A & E K S TR (858 . & 3R DR 5AVT 2825 & Rt L
RT3 R A BB RE SOVL A AR IE PT AHX F HoAh DURE 254, 5 JF DURRE fh 7T 2
LI IR FE G I 1.8~2.8, M0 T Ab YT R R FH AR AR 10, 202544, NMPAJE T I
4 DURE Fr ) SRR FRE R, AR T JC AL DURE S 25 W0t S Th e s L/

MRRR A My de o 2 R P I AR 2457, FLAR PRI 2 S L R 07 20 e B R D R - o it 7 S, I

B2 AT DL 40 B 1) — B e H yl 6 2L % 2 i 2(Diacylgycerol Acyltransferase 2,DGAT2)AE s fPESE &, /b
TGHIA R Ik T HF41HE P Apo-BIIF4ME, M i s/> VLDL LA & LDLERL R 41, [ a7 = A AR
HFR A IR R s 5 A P 25 WD B Y I 22 Ve

Bo 5 S = A R SRR AU, A FH T R 52 Ak - LA T st 9y = AR g, 2k 81 A oL 355 U 29 g DT
JRHE/>VLDL. LDLIJRH. BFHLDL-CAITGR TSI, wl AR AT/ DURE R 25 M)A 52 B i) & ik
LA R R B IR R R AR 58, AN R R, HHUATT 7R R R 5 m] 5 R R b 5 A S5 A0
EZTBLR Y AR S i AN

T B B 67 (AR b T 2 v 5 f 3t A7) 038 = ZBNIE R (DHAD - —HBRALEER (EPA)
TR IG5 (IPE) , )8 T-Omege-3 2 AMIAN AR E . [ P4 3k4E 117 (Omege-3 i i R b 7 256
F& ARG ER 215 3 e B ( 32 B2 R4 NIPE) LA J Omega-3 i i R . B 90 %K ik B ( 32 L /i 73 A EPA+DHA),

\
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R HFEAES4g. w2l iU E NETGRIBENGTTY, AefRB TS, E&MAsRE &
BT B 2T a6 AT i B, LR E 3R — 2RI M G TG A A B (s B 251420, -0
MEA B EA 0 =B, maiE sl (EPA) 1] & BR19%MASCVD R A Z . SR X T 00 I

EARFM R, EPAFH AR ZEFICASCVDII R ER 4,
x5 EERERTGHAY)
LS wHZY Flkss AR A B
s e DR A 0.1g, 3¥k/d AAEHE. LA, | &SR,
TRk A DURE 0.2g, 1¥%/d (Eflixe s 5 S5 R R
Ak DURF SR I 2 0.25g, 1%/ PHRHLEL
Jir DRI RR 8 14 1 1
EENIE 0.2g, 3¥/d R E; g
R IURR 2R 0.4g, 1%/ g e EE )
w5 AF DURE 0.6g, 2¥%/d REsZ2di; R &
MF 7L
IPE ( W EMGER | 1.0g, 2.0g2k/d | BRpiEx M, K7 | fimidd; S
RACE MBI | 72 R ) RTREM NS | MR R E
EPA+DHA 1.0g, 2.0g2Wk/d | L Bk CEeE | A IE; ~E
(Omega-3/RITAR | uk B A BERRIR . TR £
90K [ 3E) 4.0g/17%/d &

THER S THER 22 7% Fv 0.37~1.00g, 17/d | BIEEILT . B pesk | “E /T &

i 5 22 ] 0.25~0.50g, 27/d | B K& RS | X B

FH R MLYE
Fe LR R R i A
THALTEANE S

&k PEIRE YRR (EER 2024 4)
8.2.3 HHZGHIEASIATT
FA T B AR YR IT (b B 259 - B FE I AR B IR AN AE L R I B . —F 15 1 A B o, BT 154k
B VE AR (8BS R R TR, AR B 32 A AR B A IR R £ il B, R H R 1 I A R
(1200mg) Z1% 10mgigA%AthyT, FIBEIKLDL 28.5%, J& T rF25am (M AR (I fig B A N %
FIAR (201749 ) FaH, AREMT A2 &38R I7 I3, ] DU A I AR 3 &5 AR E & B A /N R & A
T, IR FRR—Fa il 5 2lng . FE. ARKEAH. A EHN0.24-0.48g/1%, 2Uud, H
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A REARRE B BEAE Y o A5 2 A8 —Fh B N L0 (K e 24, IR BN ., B g
Zhr MR ZUEME . IR IR T, R E80.9-1.05g/, 200d. TREEERZE, L ERIA i E
¥ SR 2 280 S AT 20, S A0TSR 2G5 RIS, 75 22 U) ST D i DL SRR SV il S AR DR AN R SR

8.2.4 ¥EYEREZA4)

BIE A LS AR 9/kexin9 B! (Proprotein convertase subtilisin/kexin type 9, PCSK9) B
FlIF: PCSKO & FFNE & B 4 W B 42 5 1% BRI, 7T 5 LDL 5244 45 & 718 L 4 A AT k2D LDL 52 %o
7% LDL-C [)i&RR . B #0H| PCsK9, FTFH 1 LDL SZ2/&kB&f#, {2k LDL-C [11i&Fk. PCSK9 #il 5] LA
PCSK9 ot P R JE SOl , @R E B E0FRFERME P (Tafolecimab) , JGI B 7 ¢
it (Alirocumab) - #K& JLEHT (Evolocumab) AT AI PUERBL4T (Bococizumab) A7t #0%, A f#{X LDL-C
2] 43%~64%, A FHTIT 8K ITZ AT 2510 HeFH. %2524 i — OB B FiEdt e 25, B 2~4 i —
Wo 2024 4E 5 H, H=ACH ALK %% PCSK9 %7 Lerodacibep U315 NMPA itk iA 77 v A & B 1M &
H U, H AT IEAE A S5 e L AR PRI PR T 5240 . 2024 4F 9 F, FRE B B 0K 105 U7 B hi Al &)
K P PR E IR BT, 3 ZA FIRYT HeFH.

=M N-Z B FLHE (N-acetylgalactosamine, GalNac) 1&1Ha9/vF# RNA (Small interfere RNA,
siRNA) PCSK-9 #J#l5: %58 2% (Inclisiran) {EN—Ff siRNA, @i 7EH L H GalNac 5L, {2
A0S, 7R A0 A RNA FHEHLH], 33 PCSK9 ) mRNA FIHEALFEAE, A in LDL-C
SZRTERF TR ¥k, BT LDL-C 18 . 9958 7 22 % LDL-C [R5 PCSKO S40if felifi
VEFIFR A, VRS — 797 20T e 2 4R 100 A0 T 2021 4 12 H 3K ZE[E FDA (38 SIRE A B4 BT
2%, HTRYT R M HeFH B HoFH B & R IMLIR 7, B3 A2 i R 32 A AtV T R 2T AR TovE ik 2
LDL-C HARKIEE, MAbIT o A B IS 2606 . 2023 46 7 H, FDA §7 K T 9850 @) 223E SO, S0
T ASCVD XU AR A% LDL-C (39717,

#AEZE B CIII (Apolipoprotein CIII, Apo-CIII) BJ ASO #J#I5: Volanesorsen A& —F 4] Apo-CIII
() ASOM®, "B i@ it LPL MOr &2k ke Hith = & 48 & 1 (Triglyceride rich lipoprotein, TGRL) ,
7 11 3RS H DL 240 1) 77 0K Apo-CIIT ¥ FE B# AR 40-80%,  IfLiF TG B#AK 31-71%, %AWE e P
fik LPL k= ) FCS B M IMLTE TG56-86% . HI 147 ML /ME b (1) XK, FDA ¥ A7 #ik#E Volanesoren H
TP, AH e 7ERR P T BRI 2 16 FCS &3

ATP-#Ti5EA ZLERREHNEIF] . I £ (Bempedoic acid) & —F HMG-CoA L /KF ATP-F745 1%
SHARBEANRI R, 7T A R BELIT T Py RE [ A A 8 B R 1) A % LDL 24 i 30 A ik /> 1fi i LDL-C 1
Ko ULREZ B FDA HLHER3E NJE N HeFH J5UR 1 = i IMURE LA Je ASCVD.  ULRE Z B AE Al 25 R AE AT
FIEARY i e 53, AN B tH ST S 2540 it SR (1 JULSR A G RIS R RSE o 122 245 i AR 4T 2241 1k F P i
LDL-C P#fIk 48%, PRI LDL-C FEIK 21.1%, SRR B AR AT,

LIMEH REFTHER-3 (Angiopoietin-like protein-3, ANGPLT3) ##I%]: Evinacumab & AJE{t
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Pifk ANGPTL3 HoaBEdifk, it 4 ANGPTL3 i&4 LPL A EL MM f#{% LDL-C. HDL-C #1 TG, X
e — AR T IS PR AR 259 . 2021 4F f 3 [ FDA #itifE, H-FI697 5 % UL R HoFH i3, 7& HeFH
B T IT RO e A AR I . AR SR — AN H Bk I — IR, T AR LDL-C 50%°%,
WRLA TG 3B ERINHIF: 1B FEAIR (Lomitapid) £ —FHU/N I =B E A, Wi HANGR
W4 AT BELWT 25 ApoB 1) I 25 11 7E 1% 40 B R0 AT Uk 4 PR Py 2EL %, AT ik — 20 BELIST VLDL 0L BERRORE (¥ &
B, B30 IfdE LDL-C 7K. 2012 4F H 36 [H & i 2 i B & B2 )%) (Food and Drug Administration,
FDA) fitifE B, FEHTIAJT HoFH, A& T HeFH. Al f# LDL-C /K- F&1K 40~59%01,
#AEZEH B100 (Apolipoprotein B100, ApoB100) & k&I : K34 (Mipomersen) 25 2 48
X EAZAR (Antisense oligonucleotide, ASO) , 2013 4F FDA fitifi n s a5 HoAd i e 25 & T4
J7 HoFH. FAEFANLHIZEIE FEIE Apo B100 {5 RNA (mRNA) LABEEERC XS i 77 KAedl, 755300
R A ALK AR AE P R IR B8 (Ribonuclease H, RNAseH) ik, MTFHET ApoB100 f#1E %

A2,
8.1.2.5 B RIBRR IJE TG FIZAH

PR R R MR E A2 T hubaYT, (HF 3 rd s i b B 40 R i LPL, 1AL
PN TG RIFEAR, AT 2375 B Mg 1 £F FID3), 75 7% 8 s R e AR, R ATEE 72 /NI s TG 1%
£ 11.3mmol/L VAR . JESFRJGM 1 /N5, LPL BIRBCK 2k . 285, FEX LPL AR ik
ROSL R B IIGE,  FE 5T 45 2 I LDL B EE R BBk 3 IR GA 2R TR W BN ) 15-35% 0 AR 1
&, AR S FECLPL #64, 1 LPL 188 & T B K. ik, iR T A
Jik e I TR S SR R 5456, SRR s RAR TR, — R SCBRER 323, 41 A 377 e IR i
PR 5 10 BT 2 R R0 5 AN 0.1-0.3w/kg hB7, (L 2 AR 45 2 2 BHMDT) 12 16 2 R & (B %6)2015)
Fe b, o R R AE PR RR A8, AT R 2 TR 5000 TU B H 1 REEF 12 h B2 RS 1 ik, 38
R P TG o L BE AR B A 158

RBE: BOHRIAMOAE ZiaH TR SRR % (Hypertriglyceridemia acute pancreatitis )
HTG-AP W s flg MAE & . AR, BRE ] Lodid 42 & LPL 25 F mRNA #IA7/KF, & LPL,
I CM. e fift 1 S5t 35 PEAR IS TG /Ko R, e & 32t mr Uil 2503% HTG-AP &35 WA 25 6L Ik
FEAUHZREL A1 B S SCE AR TS o BRI, 8 2R T DA i I W Ahad v] DABEAR LI TG 7K
SPBY. B o H T = R v S AR 21278 Ris T IR @UUAYT HTG-AP [ 5 R FIE N 0.1~
0.3 U/(kg-h)EEBKIEN, & 12~24 h TR 1 R I3E TG /KF, 1 TG /KF<500 mg/dL (5.65 mmol/L)
15 R S FRIET o AR I s, BE LIRS 4E RS A 110~150 mg/dL (6.1~8.3 mmol/L) B9,

8.1.2.6 W& _EHHIER A

#0E ANGPTL-3 BY siRNA:Zodasiran & —Ff siRNA, 8348 5 T30 E ANGPLT-3 1314 M
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WD H M =R —I0 2024 1 Iib IR 7R, EIR GV R g MLE 152 1838 Zodasiran 200mg 77| & 20
A TG F&1K 63%!°01,

£3F Lp (a) B9 ASO: Pelacarsen »& — P40 T 171 (1) ASO Zj#), T GalNac %% 5 St A4
i, 5 Lp (a) mRNA 454, $] Apo-A TERFIE &R, MR Lp (a) o HHl I IR
O IEAERTH, FEARIT Pelacarsen X0 L A R FH A (Major Adverse Cardiovascular Event, MACE)
FER MO,

£t3%F Lp (a) BY siRNA: Olpasiran & —#f siRNA, 7] LUEIS IR S&E H a AEARE A 100 FEA
g A A, AIMRLIE Lp () . THAIRIRES IR, =4 HEH —IK Olpasiran, A[FE1K Lp

(a)7KF 95% LA b, H A VAl e 4o 0L 85 252 1 T A0 10 PR T R0 (EAEHH S, TOUEE 2026 48 56 (621,

Lp (a) W/ FZ54): Muvalaplin 52 —F/N3, Bl EAT Olpasiran —F¢, W] U B 26 8
H a MG 100 AR Mgl &t i, ARLIE Lp (a) k. T WK SE 57K, Muvalaplin 4
H EARZA 25 7] LA LDL-C F&1E 65%LL_E (63,

£+ %} Apo-CIII B9 siRNA: Plozasiran {f 4—#F GalNac #&4/iff] siRNA, BILITER Apo-CIII ik Mifi
ek TGRL AR Jak /D M TG HI7K P — 0 Tib I RAF 727~ , Plozasiran 7] 45 2 F#(% TG 7K°F
% 500mg/dl AT (f&F RVRPE IR AR 28 00 RS B » & 9R97 "™ HE M R IMLSE (Severe hypertriglyceridemia,
SHTG) R 1E 25104,

8.1.3 EREZANIBE A R

VR IR 25 B N FH PT R LT S o T TR M IR A, R BAE T B MU IR I s AR 2, TR PEARAS R
RN RAEZ . HTAITRAYERE €. AR, ATFRAIET R, BEFETFEZ TSR —
T RIS F R IR 25 4 . BT RIS R AT 2240, DURE2E . PCSKOFMIHIAI. n-3 JENiERIN &
JS7 A5 o FEARTT SR 254 (1 Bt b VS Jon A R 7 AR Hr 22 A0 W] LA VT 28 24905 LDL-C 1) B 23 ) 384
15%~30%H113%~20%, i k& PCSKOFM il 77 7] LG IN43% ~46%. XF TAhiT K254 5. 25477 LDL-C
RiERRF, AT CLIEFH BE [ EE R S 770, PCSKOTMAIF, Bl AT -+ 1L [ W UAc 460 81 77+ PC S KO 1) 751 o
X FAth T B 2457697 S5 LDL-CIAFR{ETG 2.3~5.7mmol/L, 7] HkHomega-3 g iR (IPE/EPA+ .+ Rk NJ
% (Docosahexaenoic acid, DHA) BAET DURF. X TARIT HL2Z5697 5 TG > 5. 7mmol/L, #E# DURFRZ54)
¥k Aromege-3 g T R[ .+ U782 2.1 (Icosapent ethnyl, IPE) mif¢/f 82 (Eicosapentaenoic acid,
EPA) E{DHAJ#E4T AT,
8.1.3.1 ANEI=BE M fE A B HYIATT SR B

RSB EEF I E AR ™ e I [ B fURE 7T B € A LDL-C > 4.9mmol/L, %57 N7k T 4 & (1
. BRI, SRS NHE R S AtV T 2R 250768 97 R HLIG 7R L T ASCVD 43« X§ T LDL-C > 4.9mmol/L
1) 20~75 &I B, HERFAE ORI 32 & Al VT /& X3 LDL-C > 4.9mmol/L 1] 20~75 % ] &%,
A i R ORI 52 B At T 7 S A7 6% F# % LDL-C 50%LA |, 8¢ LDL-C 45 >2.6mmol/L, BXHKITZAiiA
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SY RGN &2 M H M =MAE<3.4mmol, BXHMBELEZSHZEHA: X T 30~50 &) HeFH £%,
5 e FH B KT 52 B (AR YT K & 4K 4T 22 410 LDL-C 1598 > 2.6mmol/L, BXH] PCSK-9 &2 & FEf; X T-H 4
LDL-C > 5.7mmol/L 1] 40~75 % (¥ S5, FIAEAE Y 5 Ky 52 8 A VT 25 W) k5 W 3t %2 A1 J1 1) LDL-C >
3.4mmol/L, T LA RS PCSK-9 il 77]l05],

=REMAEERRTRARE: X T 40~75 S HIBEIREARE, TGik 10 4F ASCVD AU anfer, 4 o &
FIEIIATTVRIT 5T 40~75 % 18RI AHBE, 402 LDL-C /1T 1.7~4.8mmol/L, # 1% 10 4£ ASCVD
RSB AT A I 2 s 0T — MRS AR R A, ISR 2 100 ASCVD JRU:, L 3] v 58 5 71
EIMITIEIT, HARMER D LDL-C £/ 50%; AT 75 % UL S AR R I H O 4l i T 32004 g
MINEE, AR ITIRYT . AT 10 45 ASCVD KUK KT 20%IM N BE, HEFEE BRI 32 Aty T 17 1
Behith BRI AT LARRAK > 50%(1 LDL-Cs T 20~39 % 2 [A) (¥ # R s A HE, 40 536 /2 DL R 4644
MR S Shth VTV Y7 : T2DM i 52 > 10 4F, TIDM Fi s >20 4F, (&R, eGFR < 60ml/min/1.73m2,
IR A, #hEpiAs, BRARFEEL <0.906),

TREHSEMAEAR: Hil=E/KF>2000mg/dL (22.6mmol/L) &3 8N fiR % X, FE&
T HAs ks H i =8P 2 <400mg/dL (4.52mmol/L) AR R 4 MK 1697 83 1) IR .
g 0 B R H 2 & H 15%20%. 2) iR IT: RS R CHELRRKE) il k%

(TG>500mg/dL/5.65mmol/L)  FHIAED F5/4E1# DIy (C K%y, BUERELEMA) o 3) HAhyrik: J8k

Hl=mE. R, MK E#R EEIE HTG) 5. M HE S TG: Egrt I EHo-3 BN, moheE .
i 3% B w7 AT 5000, Sl [ 5 g 2> @ 2, Hih = Es et 500mg/dL (5.65mmol/L) 4«
P AT DURR A8 e AT, 38 i e A 3% 5 S0 -3 AR DT IR, BICTE I 4 11 5 0 4 P =l i DUl 4R 2 5k
T, JFHIX Gy m] IER ZLIARAE ] (B ) o 0T g m FUBERORL IfLAE (FCS) ZAA 7
FAWN TG, #>2000mg/dL ] GE 75 £ 1L UE R Bl i 2% B 46t

SRR A I ven LB B R OO SRR M s PR B IRE s FHD 36T 75 - B A0 A XU 5 8L
2 A PELOTO8 fihyT 25, PCSKO #MifI . IRHT 22 A S5 RAEE gRAT 20 1 N AIEH (FDA 4K X/0)
A e LT BR A7) (2% KA k46 G, FDA 202K B) , LRI, 2245 .
RGO NG, THFIREELEER (ADEK) o IRE AP RAEH T HoFH 5k HeFH & 30 i 4
PR, I MPEAK LDL-C (2 55%) , 5 JA sl g b A7 1000 B P 90 ot oA A 0 IE S b 7T S50
EERZ KW LA R & Hd . =R ot (HoFH B & 3F ASCVD) AT BUHT A K, 78 40 4 v o 307 18 1
RS AATT Gk, IREFERMK) .

Kkt BERMAE (FH) ABf: U FH BILTE 6-10 HIFAMIT R0 TT, ABRRIREE
fig & (A AEEEE (LDL-C) /K FUY, @it B # (Cascade screening) RBIZ Wb M 3, FHIT
TS, AhyT 2% FH IGIT I —2R 254, 1K LDL-C /KT 20%-50%. LB A 38 75 it B T
BIT . WRITZEAN (Ezetimibe) FH —Z25%), Wk —BFE{K LDL-C /K-F 15%-20%. PCSK9 i 7

(Alirocumab f1 Evolocumab) & T e AN M4y JLE B3, W MK LDL-C 7/K°F 30%-40%. X T-4li& 1
19



T/SZSMDA 012—2025

FH (HoFH) ¥, WA EA % EMIR (Lomitapide) 5% ANGPTL3 #lI#7] (Evinacumab) 257
24U, figdE i3k B ¥ (Lipoprotein Apheresis) 3% ] - HoFH 3™ & FH 4, JUH IR R
e, T ELERR M 1) LDL-CU2), X T 4F 4% FH &3, SE0R IR 545 F AR YT 2880 PCSKO i 7),
{H = A 2ot (4 HoFH B VA O ML ) 1) 5 R 4k A Fl 5 (R fth VT (Pravastatin) BREAT i 2 1 10
B EU AR AR VRAG, (R E Ry A g s, LDL-C Hix: (1) JLE: <3.5
mmol/L;  (2) FA: RO IME R, HFFA<2.5 mmol/L (J& CAD) . <1.8 mmol/L (5 CAD)
8i<1.4 mmol/L (&M CAD) VN, M IR, BRI, SR« & o4k
AP R ARN o [FIE, RONE . BRI 2 R ORA fgk e A o

JLESBEILAE AR : AR ) LB H RS AL I (8] N2 PR BIZE 2 /NEF P, TR EE ORATE 2220 1 /N (1 v v it
FEigsh, D4ERrfem T, B B LT BMI 4% 6I7E R AR FYER S 85 AL T, JFMeis ik
B KA o JE B e B LA R IR R MR A R E , 8 BeR AP ETT &
(1) BARMHERE 25%-30%, WIFIHE TR <8%-10%, RH[EEE<300mg/d; (2D 584k 77 58 BRI g i R
<7%, MH[EEE<200 mg/d. H =88 (TG) FmrhE#: 75 RGIE I HLEE (<10%-15%) , HF5 TG<5.65
mmol/L. Zi¥)F & T =8 % HAEWE A+ 6 NH LM E)L, B (1D LDL-C>4.91 mmol/L;
(2) LDL-C>4.14 mmol/L &I 5 AR LMW K s (3) LDL-C>3.36 mmol/L -0 IfiL 5974 22 Bl 850 &
PRIBH M o 4l 7 AU SR P I [ B IfE (HoFHD B(E &% & FH BLHRTE 6 S5 &M+,
FH &)1, LDL-C F<3.49 mmol/L, IMij>14 % & 4 bR 55 K5l 0o S s 3 5 10— 35 B 22.<2.48 mmol/L,
DA A 322 3030 1L 2 KU 731,

9 FEkEREIATT R M

MEE . PR, #00 Bl 55 M T AR R S Bk i AR, (EMBhIR T 16, H T FHEH R
WA MK BB E .
9.1 M ATT

B8 4 K H R (Indications for Lipoprotein Apheresis) , 7£ 5 it i H B B I (HoFH) 3,
T I 25497 ik M DL 78 40 BRI 25 B2 IR 2 I B[ B (LDL-C) /K, VR 220 9 A ) L B I L 3 75 2245
SEEAT IR AR A LK B R . R 1 LR B R AR SMIB IR R SRR BE e S L 4 B IR R
ZIT ISR B HoFH AR M P I 2 B AR 2R i T R 1

M35 B R I PR b —Ffi WA AR SN IE ER M7V, AT DAk BIPROs B AR 080, 2 il e R
B WA BRI I, 0SS R R R A R e YT, By A R BRI K E B
(Plasmaexchange, PE) 14 ), PE AT i 3 b () H- irh = 156 R 2L B AWORE 55 K23 507 ¥ i /K 1
WG R R W E I B 4 (Double filtration plasmapheresis, DFPP) , DFPPH] L[/ T
ERME A, T TS A KR A& 8512/ LR Ay T Ay L7 760,
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Mg B B 1A T LDL-CElE & S35 TH e, B AT E Ah 2 80 i #0R R E A v iR 5 ia
7B, H A [ TE St i 2K B 46 I3 BERE 7 T A7 E 3 22 5, Bk LRSU7 781, kT s, WiRArrES)
ik R AR RE AR I L I BRI R, 245 TR MAYNAYT, TiRIEFILDL-CIAYT HiR, W% &I+
BT MK ERA, XFFH, BAAERBTHEEEH K, BERZ KA 71X, HEHRExR,
11 252 8 4 T LA S 4 b o) L7 M [ B ESO), AR B R YT 28 254387 TR A A TR, DFPPIRYT
FIFEXTLDL-C TCHEBRA B R AT BB, 534k, Zhlkos R asr kR 5 2 — & Lp (a) AUIKJE
T2, K2 Bl 3 B 3 05 0 E B ARLDLIR BE [ RIS, 7R T DABSARLp () 9B, [ f)— T0imf 583
7, LDL-CHILp (a) FSPEREACER I 71968.6% £ 70.4%, U I F 4 12 2 PG

S I B et T AR R A H i =R IR R R B, T AR R LIRPER YT L K TG R i 7] ik
84% 341, {H Al % B ¢ T 1 AR B HE 00 H x40 1 2 B 45 R o v H vl = IR URE T E IR AERE . AR
i S e TR PR AR TG /K 7 i e OV I 85, i TG/K-F 5% T =i [>10000 mg/dl (112.9
mmol/L) B HAT % s R (UndEdR) &, XTGHE T s e 24 3080 87, fE & [ & TGHE (>
S6mmol/L) FIAMEREAR R EF b, HE2AL 50T iAN EF AL, DFPPIRYT Rl W2 3 48 A B b ] (881,
2 2Pk SR A A I K AL BER M B h =6 > 11.3mmol/L T B 12 W7 s g MUAE v vk AR &, 75
SR FH B8 P e 0 855 1 K B e 25 DA PO PR TGRS, HEFE R PR S < 5.65mmol/L 261,

I3 B 4 AN R SR B R S R AR T A I BB R SR BRI AR R
I IR O RS MAE . SRR M S, (HR AR, Hodr, 12 & 4 va 7 # ) B eI
R _EBR TR EEUKIR LR, A 5% NS A, T AN R 0 B B e Ay, %o S Wk 1L T R e i 22
BE, "SR EE NIRRT . TRER, EES%AME A EAE MBS, MK 5 550 R £ 4k
KT B R B 1k 80%: 1 I PR b XCEE IfiL 3 B M vy T AR R LR R R LR T R, TR
B N AR K, B I 5 v e A i R D0 91

2% BE R B (LDL) W Bk e ik T-M10 % B IR B Pl PR R 45 & TR R A SR X — s R R 1o 1l
TG 8 g L0 L B o3 RO LR s i o LR G0 2 A T R i SR M Al S F A (R TRC A4 1) 22 FLER T IO AR /N
R (150 ZFb)  (LALS) ZEHHT, WIERAREBEN B SIEEA (MREEREN . (K5
MR, BEEA () ) HokBek R0, W A% 52 A 8 il vk B I S (5%) Bt

% 6 HEMRS AT REEED)

Ex HeTE
a4 FH:
BT IR 25697, LDL-C > 500 mg/dl (12.9mmol/L)
M FH:
FH R .
LDL-C > 300 mg/dl (7.8mmol/L) (0-1 MMM MfEfF %) , LDL- C > 200mg/dl
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(5.2mmol/L) (=2 MHAhfE SR &= sl A i (a) ), LDL-C > 160mg/dl
(4.1mmol/L) (R 4bT-AEH m fa ki)

v ERE RGO L0 MESW: 2.3 w3t slEE A
(a)

4§51 FH:

7 S (1) 7 AE [ R I CEURE R IR T 24 &1 FHD « 44 TR MM24MiaIT, LDL-C
THm (G5 RE R RBA R

A (a) :

RECRERIAMNR R, DI ERmEEE (EmKMEER 7 R . B
FH (a) >60mg/dl (3.36mmol /L)

it 7 FH:

HA AT FH: BT RZGNAST, RIHEE >250mg/dl (6.5 mmol /L)

4§51 FH:

BT YWIRYT, LDL-C F#K<50% 8¢ LDL-C > 350mg/dl (9.1 mmol/L)

e oAl B AE E AT (L35 2% &b FHD -

CVD # & il LDL-C > 190mg/d1(4.9mmol/L) s ik T ik /KT, %54 A (a)Th sk
LDL-C F&fik <40%itf .

a4 F FH:

BT R ZYNEIT . LDL-C > 270 mg/dl (7.0mmol/L) ;

JEF FH:
L CVD £l LDL-C > 193mg/dl (5.0mmol/L)

EPEARME (44T FH M4 FH) -

BT R ZYIRTT, LDL-C FF$<50%

4i&f FH M2 & F FH: LDL-C >200mg/dl (5.2mmol/L) A CVD 2 > 300mg/dl

PR (7.8mmol/L) J&U» ML 957

9.2 FFHIEMINEIFEAR

AT A B S R A AR A, BARE — M R T SR, (BRI AR S I RCAE 2 MR T 3
N AN e 9 AR 1 Bl il i 7R VA el N

10 RHFE. T

10.1 BRHHE
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10.1.1 BEATHETR

ST B R e IR URE N AT 0 2, (il o8 i v IR ITURE R R B 12 WP RE T, AT oekb 7= 5
e g LS 5162 0 9 SRCRE M 06 G 28 BB TR TR o SRR E LT S S e 5 9 2 O, 5 SRk ASC VD
FBPERRRR 2 R A2, AT SRR T AT 900, o] LAk /b 7 5 g g LA 51 A 1) 5 JRE

1L HE S T ER AT AR, AR 22998 N ALE T2 A e Bl s o, ARG AR Bt g S o DG s i v MR
IS IR AT, FRAE e DXRR A A A B P [ SRR 20244 ) HERE, N AN [ A BEREAT A FIAIR K 2 4
P b ) 0 A2 42,

e AR AR S8 AR AT R R R I o IS I AT 4 ) AR A s BRAE SE AN 58, 4G VP0G (A
g IR, LTI (AR ERE R

FEE DLTR 26 1 N T R o G v R T O 2 et R 00%Le S F > 408 Bk, K > 508 B4 A 5 1
Lok, BINGHAT MR A . B LU NEM —FE R R, RN EER A (1) Bk
WHIGARIESS ;s (2) BEEZEOR: (3D BER: (4 shfikmiis; (5 HBIE; (6 IMAFRH
WARTE AL S . PR, EOR: (D FROMEFEBNZFES: (8 MIEFHNREE: (9
B, B/NERIEE % <60 mL/min/1.73 m?8ifR H & H/WIEF . >3 mg/mmol;  (10) BMI > 30 kg/m?
MIARRE AR (11D REEBBWHERBERT R REVELBRIE., WBERECT R, BEETER.
KM (12) HIVIES;  (13) FhiDhReleng; (14 1BHERRZEMMER . (15) MEgRIAm L5
T

10.12 REAGERS

AR PR AR R F5TC. TGy LDL-CHIHDL-C. TCHS MR AT Ag 8% (A B3 JE I3 e 1 s & o
LDL-C/2ASCVDRIEUR G R, ZFERRT I EEZ T EF. —H&IEH T, HDL-C/KF5ASCVD
R 2 AAHE . 1 IEHDL-CATCIR EHDL-CHIEE 4y, AR T FT A &4 Apo-BI1 IR 8 11 I ] B 114 S
JEHDL-C 0] £ 5 ASCVD— 2RI — L T 1) 70 H s o

XA AR ER ARG (D g s (2 ffEmiEiE: TC. LDL-C. HDL-C. i
HDL-C. TG; (3) ZEMmpEsbmeasEE; 4 BAARRESR; (5 Lp(), MESHHE—EFit
17—, FERIRTH A R . BRIt Ah, Apo-BRIAEy— R Al i UM LAxh se A, 5 T /N BRI R <
60 mL/min/1.73 m?, A K ie ML R sObd pos A TEE, R U AR 1 85 1 LT EL S
10.1.3 RHAGER SR BHIRE

BE TG PR B AT 8 2 S5 FOUES S, SN H bR NHERE R T FEE s (1) WEFCHEFELDL-CAE A
ASCVDJAG T T 1 Z4E 2 098, (2) dEHDL-CHEAREIR . REEAE. TG, WARLDL-CH
ASCVD XS T FIHE . (3) Apo-BAEAHEIRG . MRMELEAIE. BTG, WKLDL-C & # ASCVD XK
TFH A R B 5 991001 (4) S TGAE NLDL-CIAHR 5 ASCVD i i 3 B H AR bR 101103), (5) HiLp(a)
YENASCVD & fa 3 1 B Fa hrl104 1051, (6) AHEFEHDL-CIEA T H#E A1
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Xt ASCVD . KU VT Ak & T JRe I AR - T R SR iy, 45 &5 o SR & I 9 A 78, BALDL-C N
AR AT, AN R R R N B 5 B HARE AT T 7. (D 8fE < 34 mmol/Ls (2) 1, mifs < 2.6
mmol/L; (3) &G < 1.8mmol/L, HBIELFEMIELE > 50%: (4 #&fa < 1.4mmol/L, H
B IRRIEE > 50%[106-113],

10.2 BHIF

BT

—RIAREARE: W THDE (10~19%) FMIFFEN (20~39%) , HEFELASEE A TG LA K& S5
F, ZAEAL LA RS BUHESE A Sh 259097 « 7 B IR [E B2 (L E (LDL-C > 4.1~4.9mmol/L) ; %f 40~
758 (FBE PRI NFE, TC R — 2D VP Al R 0 HE JR B — L TBT . W T40~758 ISEN, —EFRER)
R I 245 4k 2 — G 195 ) 5 VP A ASCVD IR 173« —LEASCVD s XU TS 55 : 7 ASCVD Kk 52
CKD. fREHZEEIE. F. RATHL . RUEZRM BT & B . HIV) | mIE B0,

ZRTARE A T RALIGIKASCVDIHE A, B LA (Myocardial infarction, MI) ,
ST%i44 = L U BE ( ST-elevated myocardial infarction, STEMI) , AESTEHA i 8o ILAH AL (Non-ST elevated
myocardial infarction, NSTEMD) , JZ&PEfxift i A4 (Transient ischemic attack, TIA) , A& ZhkE
J#% (Peripheral artery disease, PAD) 5%, B % HArZFFIKLDL-C/KF >50%. Wn5AEA A & KMhyT 2844
Pyifif %2 57 5 JSLDL-CA58R > 1.8mmol/L, I FAKHT 224 & A BRI« 6f T JC I 52 re ik Ay T 771 B 1) 2R
HH 5 PEE A Y TR BRI A T 2 A AT LA RGO U SR RS s T > 75% HLAEAT ASCVDIF &3,
) 5 B PP A AT T 22 R 3T R I ASCVD UG [ (B 3, HERR AT 22 A Aty T 2RI & A A
A T BE HA B 259, @SRRI 22410, W SRy 7 80 (WILDL-C 7348 > 1.8mmol/LEdFHDL
>2.6mmol/L) , x5 Bk PCSK-9 I 77l . 2544 U % J7 M, PCSK-94 il 71 1) 1 & it R8O b
(Incremental cost-effectiveness ratio) ICER4141700~450000E 7 i #4F (Quality-adjusted life year,
QALY) [631,

FEHYTF -

1L 58 0 B2 B OR B S A T IR S SRR s R e A v 7 2 IR R R T R B A
Tt TCR S 75 e R 2P 1R I 6T #8200 MR 2 ) A0 S A S0 AR v T A LT S T B AR R SR B 3R
gt k42 £l LR 7K ST R AR A S (R AR S R T SO A fE B TR 3R

10.2.1 REisH

EIRETI ASCVDH R SRS I Cale) 2 W 7T« U PR B B 42 41 P e i x4 &9 IR BT 3R (A
ML AR I B UK 7K 1D 8 5 M0 S S M o ML 50 FR) o

AR AE TR L TASCVD S BB (IR —E IR R ZIRKRR. FATH 0T
FORIIESE — 2R Y], BOmmACR . AR RS AR B, Mk, Y. RN EBYKRAR,

PLR R AT LL AN AR S Rk fil AR AL S B d AT ER RN B 5 0 IS AR B R AR A R
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Gb, IXECRRGER A, REYDRIER AR AN 2 AMEFIEIIE (PUFA) BARSIWIEDT (BFEAE Whes
BERAEG o I B2 1y XU L1 1151,

BERARRRA = 8 S AT A7 S IR 7 O8N 2 TR B T O 0L AP 5 ) DB e o 3502 A ALt v 7 2 11
SASENTR 5 BN T II80%. Tt A S %% ), i 22 10-154F b e R 7 BR I 48 N & O Kb

EFRAAET, RN ER/NT BB NI10%, 75 w0 0H E FEE S 00 R Rt — 5 Oh T
SEEEMT%) o ST REZEHAKUL, T2 RN 2 v A2 1, IR BGR T N i B FVRFAE
SR, G 07 SN B e PR 119 3.5-40 % 5 5 v AN g J0 AN BB g s 4B N A 5% M, TG ol 1) 4%
NE SR G e A2 ZEAN 5 IR TR BN AN 2 (R, FF AT B S EHDL-C I /b .

HE W BN 8 5 B ok B B AN AT IS T R, 3 -6 Fo-3 2 AU RIIS IR - H RSO L8 (1 Bt K HE#7
LM o-3 IR WTER LA o PR B r L] £ N B> (VN300 mg/ KD 5 AR il e R I 24 1L Tl g 7K S48
%—E(Jj\[lm, 117]0

BER BRI SR T4 : & P TR K AL SR LDL-C A P 2, 3 B8\ 206 2% TGFIHDL-C
KPPEARREmM. g R4 FETEH KR BRnesyay g
KFED , FHATFER [ R ROR, AR I R AF G & B A, DL KRR FE b R & W LDL-C/K
RIRZI, I dR MG TR KA S 0 IR A IR 25 1 ¥ S TR S

KA B BN B R RE A N 11945-55%, DR B8 e R AR LU (R oK A A 0 IR S5 30 T R
WA DG . TFR25-40g M RGBT 4k, BHE > 7-13gnl W VEEF 4k, JRHMEFE T4 M s o A Ak FLit 32 74
RAFI AR IR & MR, A B R R BRI AR & . IIDRE RN BN I A R
1110% (B 2K RANZLHI G R g RAABE 3D+ W T F BB R A @ MR TGE . AR 2R G 1R BB R
AR L, BSOS ™A BB o — B NTREIE B A R B Ck), T e TGAE i Tk oA JFE g iy 358 m ) N
IO P B FR R R R BN 8L,

ROBETERAT R A 7038 0, R A g 28 5 0 M s« Oy UURE BB SO I IR BB T R T2
TR 7 5 b XS SR A DG o SR, — THURAT I8 “F A T IR 25 28 0 i B BioK AL S BN 528 T 2 [0 2
UERR: B EYRN I 70% K T-40% MK & 5 B mdb T30 6, MRk SN & S fE &
TENIIA5-55% T, W08 3] i R e /N [119-121

10.2.2 SFARAEE

REREMASEEG: HTHE (BMI: 24279 kg/m?) . JERE (BMI > 28 kg/m?) , 452N
TURE 3 S B 5, SRR R, FEH R EERE, DAk SRl AR R 1 1
FEBEIEN T, RME ISR MRE CGERAERS-10%) , WEEMENRR AW, 6T o i 5
B AN E L A L RS R 2R . AR CLEE B T Uk EE AT e AR AR AT 2 e, (H R
SO T B0 ML 45 B IR f A0 MR W o T LS I sk g B 2 SE AL D AR SE L, B 8 H
300-500T R AU RE P T A H BT A R LR R E A KE, e M AR el AU AR
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Ty A U MRS AR G RE B I BT VA 2 R AR RE RN AE S R 1 K e, R L
PIFIE BT D Rl A2 AR Ao U R e AN, BSR4 R AR IE WG, R AE R AT
25 /D303 ) Hh A5 1) 5 B AL 2 1230,

AU ROHEASCVDI F EE AR R 3R . O AT RE A AR G 77 U TR S . S8 A RO 2K
BRI T, AR THTASCVD, FTHEHDL-C/AKEI24, Ay DUk MR 1 112 . AR 2 BL A
25K by By a2, 1260,

PREUCKGE: RN (BMRR20~30gL8E, ZMHERR10~20gLEE) HETHmHDL-C/KF. H
Bl > B Rt W] A = TG HILAE £ 8 TGK P 1 — 5 Tk i o WIS T ML S A1 (R 52 0 i o i D03, 4
BRI o IR/ A A - 288, IR AR 2R T IE R RS AR I 5 5, Rt 2 2> 38
TG/, S e £ SR E, O, 58k b R 28],
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