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[ Abstract] Familial hypercholesterolemia (FH) is a group of autosomal co-dominant genetic diseases
mainly characterized by abnormal low-density lipoprotein related metabolism. It is one of the most common in-
herited diseases in children and one of the most serious lipid metabolism diseases which results in various life-
threatening cardiovascular diseases and the complications. In recent years, the treatment protocols for FH have
diversified thanks to the deeper understanding of the disease in China and abroad and the development of new
lipid-lowering drugs. However, the current awareness and diagnosis rate of FH are very low. The treatment of
the disease is much inadequate. This paper summarizes the clinical characteristics, diagnosis, screening strate-
gy, and treatment of FH hoping to enhance the understanding and awareness of the disease in the society.
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K v IH [ B L AE  ( familial hypercholestero-
lemia, FH, OMIM#143890), XFRF MR B IEE MM
IE, JEHACE AR 2K (low-density lipoprotein re-
ceptor, LDLR, OMIM ™ 606945) 4 5AYy LDL 1C it #H 3¢
SRR AEBUR RS, 2 FH B R TC AR s
HEHAHREEE (low-density lipoprotein cholesterol, LDL-C)
KRBT, EZ AR (R A B EETTRUE
JRAIBERR ) e Fh . Z2ERAL ., ke i) Sl ok ok A Al
AR L 2598 (atherosclerotic cardiovascular disease
ASCVD) ', HETC ZMIHf FH A B0 PER A £
RAETEH S LDLR, # 8 & 1 B (apolipoprotein B,
ApoB, OMIM™107730) , il & 1 %% fb i Aili 75 7 % 9
( proprotein convertase subtilin/kexin type 9, PCSK9,
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OMIM *607786) Al LDLR f #% #£ 1 1 ( LDL receptor
adaptor protein 1, LDLRAP1) My, H 80% L I
#12 LDLR 275" . 5 LDLR | APOB. PCSK9 3N 25745
ShEmE g Ek (3 RrEs s s B E R A (auto-
somal dominant hypercholesterolemia, ADH) Mgt fEHR
AN, LDLRAPT FEPN 58725 5 S A 2 6 e 40 1k b it %
= T B AE (‘autosomal recessive hypercholesterole-
mia, ARH, OMIM#603813), ARH 4R T H [ & F1 5
WL, HHE5 ADH HAIGARMIBIE | J5SA -l
i, ARk, BT EEENTEARNE L, Caf
20 AANFEFEBEIE S 5 LDL-CAKT A, MR4E AR
RARARPELE R, S AHOCHED | e A8 1
AT TR (D

x1 SEEEIEEAMEE (LDL-C) KFHERR

Tab. 1 Genes associated with low-density lipoprotein cholesterol (LDL-C) levels

AR~ o

2o A FR PRURENT I Ly
wHEAK (3L R
LDLR R EMREMZK 19p13.3 2597
APOB BIEEA B 2p24~p23 492
PCSK9 AR LB AG BE 1p32.3 144
WHZR9
APOE HIEEA E 19q13.2 86

LDLR %75 J& FH R0 F 2 BOW A, 1%L N g i Y
LDLR 4 A A8 7R (138 i3 98 4% LDL (M A1EH, Al 45
PEIRS LDL ks F 1 B100 Mg 25 1. SLEE Ok #% 14 B
TR NS LAY APOE, 2875 F:5( LDL Joik i
NGNS RS, SEIRIN LDL-C KFHE, s
KBkt FERE AL 55— R BRI L

APOB ZFLEERCKI AN VLDL A LM T, N ETR
AT PRV 7 A G AR AT S R A 0 2 A 4
MR T S 254, A% APOB JE IH 4 i B A
RNA $4527%, it mRNA 288 P 8% 2 Fbar Ay
APOB-48 il APOB-100, 7, APOB-48 %54
PR, JSRFLBE OB Ay LA L5 R L5y T APOB-100
B P47 4, & VLDL F LDL 1 5L A< 45 49 R 53
APOB-100 %f LDL-LDLR & & ¥ sk % =%, APOB
SEP D) REG G A ZE AR 23 BEAIX LDL 5 LDLR Y51
MIPRAE FH 09 % A5 meAh, B 80FE S R A T LIS
AL B W& A ED

PCSK9 J&4% LDLR 1 APOB Z J5 % 3 A5 FH AHG )3
[Hl6] | PCSK9 £ 5 LDLR 1Y S it o 45, 4 45 &
LDLR i Fobl %38 S R SEAT A, M1 LDLR P50
HEN AR m, 530 LDL MK #itE LDL-C KAy IR,
HIh ek %A S LDL-C AE TR, dEmi 5 FH,
APOE & LDLR ZEM LAz —, Ho 5 1 2 IR FE K 7
ALY

UL W i 245 W 1 ik
AR, T 22y
Y. PCSK9 il 1
B AERT I

KifZEA

PCSK9 111 il 71 4n 4k
I BT, B AP
Ju B AL T PG >

H /i 41 % APOE fy
2B K B kT
13U R B B
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(2E3k) F1 H5IUEEREAMER (LDL-C) AKFHICHR
| LR PSRN A Ve TyRefi/ Bl
HMGCR 33 HIHE Y 5q13.3~ql4 6 HMGCR Y&y S BEVR T TTA- 45 4 3 LR IR S B, XAy AT 2%
T B-CoA W5 IR E R RS LA RGBS
ACLY ATPAPIE TR AR 17¢21.2 8 ATP-FPETR AR CBEARE A P2 A1 £/, OBt NEZm
i A 2508076 WS B B R, KIS 57 A 8
R = [ R A LS
ANGPTL3 AR RE 1p31.1~p22.3 58 MAFAE MR 3 R S ARG FTN B AR i N IR KRR IR
HH3 ORI, ©BE I AT = A 9 VLDL K, 78 AZ4AR
H ARG AE ], ANGPTL3 B BUR 8 5 C 4T K
AR £ AT L1125 ) AT, S s A R R
Frf VLDL, LDL H1 HDL {3 B p k0100
LIPC JH NG 15q21 ~q23 51 LIPC Yifie kA 585 T O NG 107 i i IS ¢ e Sk, 80 Wik
BEIEEHEVET w1 LIPC 4K ANGPTL3 2 )5 55 2 M k&
P B R A AR B AR A SR 012
MTTP G TR LN I 4q24 115 MTTP {57 F A AR ATF AR G P ST, #E VLDL FIFLEERL R AbIR
s H BLI A h RAR T EAE ], MTTP B R & S BHX S5
APOB # R A BBt , T30 B e 14 ILAE,
HR R I AR A VLR 2k s L3
LIPG P I 18¢21. 1 47 P B BT ER A N A, B35 HDL AR | i
ABCAI ATP &5 E AT 9¢31.1 331 Cenarro 2[5 % 31 ABCAT 1) R219K £ SPE 50 FH B & ML
KRR 1 S Lo Y RURS: . ABCAL J& — Rl B A% 38 2 1, ] Jfl 38 [
BEANWENG SN B 48 K (1 A-1, £ Mm% HDL-C F1 2
BEHE FA-LACH PR SCBAE
AKTI AKT 225 [/ AR 14932.32 16 W52 LA P Y AKT1 2 Al BERAF 4R 0R 7L, 5 WG
1 HUT RSO X T
AMPDI B AT BB R B & 1p13 17 AMPD1 J2 B4 4 1 At 2 v SR VE T Y i i
fitf 1
APOA4 HAEHE A A4 11q23 24 APOA4-360-2 % B K 5 FH B & XK B A Hk
KT APOAL B—FhE/ M & BB B, 78 i 1
Wead A vp 5 B AR B — A, AR R A H I = BRI A
[ A HDL Ay A b 2
APOAS BIEEF A5 1123 97 APOAS FER Z 3515 T E S R MUAE 4 A BTl =Rk T8
JU8T ARMRTR T AS LEH I I =R R G
CBLC CBL JFU#3E A C 19¢13.2 4 CBLC %l E3 12 Z 4, SANMBRIEA X, i JC
C54R2 MRS Sa Zfk 2 19q13.33 4 AMABLSY Sa ZAREAME R G0 — A B A RS ¥ JC
GPIHBPI WS AL B NS BE LA 8q24.3 51 GPIHBP1 $£ PR 8 B 25 5% Wi 2L BE AU 14 23 A A AU E X JL W e
i R A SREAPIRRIR, TS 3 R TG AKFT
SEEA L
WY R MR
LDLRAPI R AR B A2 1p36~p35 54 LDLRAP1 il %4 LDLR M40 N B AN As B, S 59 HE
(e A= fis LDL Ay e,
ABCGS ATP 4546 G T 2p21 115 ABCGS F1ABCGS H: R 43 I i ATP 45 & &4 18TH M G5 M W
TR 5 G8, HIm S B IS, 51 —Fpd Y ek ot s
ERR—— S REINAE o 3 — 28 A8 28 A AR 4 55 1 0 L [ s 7k
U SE 5, I R RS FH M, Reeskamp %5200 i i#
2. 4% 1y FH BH I EORTE ABCGS T ABCGS 2 RA, HA
LDLR Z78 4 54537 % LDL-C /K-FREAIE,
ABCGS ATP 68 G 2p21 119 ke ABCGS 75

KGR 8

8
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(%) F1 H5MEEREAMEE (LDL-C) AKFAHHEN
| ek PfafREN AR rfef A 2
LIPA WEHARRIE M A 10¢23.2~q23.3 123 LIPA 375 ] RE 5| 3 5% L Ay B b 7 A O - ARG ——— % iU 1 G

YENREE (LAL) SRz, LAL ZhAERES 5280 [ Bhs A TG
TENFANM . B AR AR fE FH BEA R LIPA 5878

M O BER T RERIAH 52

CHE20224E9 H 27 B, NI RAER LSS (hup: //www. hgmd. cf. ac. uk/ac/index. php) ; FH. Z e lHEELIILAE; VLDL, AR g

HH; HDL-C: F%BENR R AR EE ;. LAL: WS RBIRERYENR s i

1 RITRZFE

FH AR 3L PR 9 48 8 RV ] 43 o0 22 6 F R IG5
AU B2 0 AE - ( heterozygote FH, HeFH) F14li& T %
T v H [ P I AE ( homozygote FH, HoFH) P Ff
el Hoh HoFH 2845 28 Y S AT DL Al 43 Sy ] — 3 (A
RAMFER LA T F—RHFRERRNEGHE
T B AE WL R A7 AR AR WL E 4 A 98 AR 3 Fif
KR, HUEGRAGTHENZI (64.8%), HeFH
M HoFH BE B S KM, MMELERRE, IHKE
bR 1K= S VOSSR A d (AR B R ER N
S

I R LA HeFH 2 WL, &H*N 1/250~1/200,
e E FH AR RN 0.31 %, B &0 WU ¥
o FH Y06 %] w6 4. 4% %) HoFH J&—Fh ™ &
MBS, ©F 2018 AR AE (A —HE 7
FESERE ) f, BIRRR (1~3) /100 J7 22
ARG DL s e R AR 5, P HoFH R & A1
2000 ~ 5000 A, ¥ 7E ) HeFH H % 4 300 ~ 700 J7
N3V A% HeFH B3, HoFH &3 ASCVD & 4k
FHEERL SR A HE A A B A O I 9 E R
HoFH & D1 4F W DL 2 & Ve (0 R o EE R,
H R LA 2 M 6 3R R RS T R IR R A iR
WE L AR, A SR BUT AT T B
T, HoFH # E @ % T 18 # Z i & J& & ASCVD,
30 % Z RIS F ki BT HoFH B P &
Az O IURE BE - 12 32 6 0 3 ik ofi 2 3 R AR L,
PR 90K 15, 19% 1 28. 3% , F V-4 & 5 4F i
SR 24,5 32,2 BT

2 LWEKE

FH I NSRRI ARAEAR B AT,

T 25 RS W20 1) A TS L T9UR)7 3 ks A Tt
b, K&K ASCVD falb | /b SO A sk vk O 1 4
PR e BT TR R R S

1 TR [R) ) RN I 22 1) FH Y B R A A 2
5, HtfeAE g4, Hui2Wibsfifise —e R R
P, R FH 0912 W8 e 48— (9 [ Prdr > FH
I RAE PR 1 SR W% 52 12 W 1) R S P R M AN, FH
AR PAME R E AU 20% HA % 56 0o i s 0
1M H i TR R R TR IRRYY, AR K%
SBIERGE TR BRI Ay, 4 FH Y
WX ERS , BRI o i LDLR . APOB |
LDLRAPI B PCSK9 5 7% fif B 1) FH & & I ] 5 i
15.25%, RASBAVER) FH B3 77 7E 22 3 N 20w 10 nT fig
(£ DPY R TS FHI2W RS, IR L
FRAE MR K | A A ERRAE PRI R BN B 20 i
I o e VL T IE R S, DA SR B0 L R Y
O F AL S A T 25 W

FI AT PR32 R F B FH G PR 2 Wiks i a0 45 3 T
43251 Simon Broome AR UEN | T PES 187 22 I
RAG B 4% ( Dutch Lipid Clinic Network, DLCN) #5
WS DARIET (BRI AT e B ) Y [ PR e
A3Y) 510 BT (ICD10—E78.01) B2 Wb
e, TE FH 2 Wibs dESE T 2018 4F (G P e B [
B AT O A S5 i29A th B B K 30R) . HPLIGRiZ Wl
F, USHEZESE R Stnk, HPIPES R ARSI
FHPY | EEENE, 2 FH B T 7% B HEBR 46 &
A v L[ R A A T 68 A A [ AL | e TR
GOBEPETR A 7 e i I S5 B AR i s LA, AR 3R
F (lipoprotein, Lp) a 7] A8 T4t LDL-C (17K,
Lp (a) MUK 20% ~30% A 57 p AT B A, 3
55 LDL 50k e i 0 [ B 5 AL, (R Lp (a) H90RE
AR R R IF A & L LDLR S 3, AR, I
)48 LDL-C /KSE Y Friedwald 2428, B LDL-C =
TC-HDL-C-TG/5 (mg/dL) & LDL-C =TC-HDL-C -

Vol.2 No. 1 9



T i

i

&

TG/2.2 (mmol/L), ¥HAEMI5 Lp (a) WORAHICHIIH
B EEALIHZE R LDL-C, Bk, MAMEIM Lp (a) K
BETHEE, R Ok 0 LDL-C K4
IR T PR LDL-C K-, A SCIACH 78 S612 5 i 12
B FH & F, 20K —) Lp (a) KFEEA
H

FH &A™ 30k Hfa A A g, [l o 2
ST AR RGRIT T O BRI, A
WHO FEF A i A 5 1 Wilson-Jungner Frifel 3300
FHERFH W KR E AR GERENE, FRIGKRERN
LDL-C /K FH s A & e, R ImT Jeaek, ik
Xt FH AT W S — R R IR T A R By,
E L F IR, X7 FH A5 AR 06 20 3 47 17
LDL-CACF-AG DA K 5838 R s (& ASCVD M
FH) | IGARE S GO A B, BRohk & 1 = IHE
BEIMAE) FIAASAG A (O MILS | & 5 5 R
VORI SRR AE ) B4

JUE FH J&— A F B A R BR R (e R A, (H =
EZBCFH ARG EN2ET S i T % 1
IRAR, IR R B, K H % E CASCADE K
FH JWHUE 46 75 48 R W, 7812 W7 i B0 R B i (AT
g R (FPALAERE N 39 %) FI2 W FH (H 4R
Wk 47 %) ZIAIAFEAE % B3 A i Ia) ZE R Y
— T LS AR AT BRI R T i BT
TR 2 (1 HoFH R, b7 & 05 i ] 512 W
BRI T 7.5 AF 2 A, FH 08 19 B 2 AT 5%
R EERTS AR I L IF UGy, BRI
A & BB B B AR 825 1 ik, (BRI
AR BT A T, A0 G T A= £ Mt 400 38 14 & Jie mT K

I FH B 6105, A B8 dh s 2 &
Beifidy, pboh, JLERE D4R RI B BUR 2 M FH,
DL I A RAERF 2 BB YT | 45 P FH FI ASCVD SR B%
M FER Tl (AHAS T RN, L5 | e 4k & M e AR [
P IMLAE A SR B g A0 L) o BRLG, AE h BE R K 3E R
AFERE Y AR SCREE T AR IR TR A FH (9045
Wo(F2),

FUAT FH IR YT 7 S0 A6 07 Uk | R AELIE
BE25697 . BRI & 4 (lipoprotein apheresis,
LA) FUFRER AN T ARG 75
3.1 AFEARYE

ML 30% A [ 1 S SRR S, SRR AR A AN
I 1 TV JEL 2T e £ 0o LA v i A ) 2k A
W, EAA R AR e, T SRS A
FRE R E SR, A BT IRER RN, F
FERW], FH B P Ry v i A X R 1Y
LDL-C, APOB RUEH§ C J i 2 (/K PARSE kil
PR RCHRRRI | 72 AT 52 3 FLE S ik F iz 8h
R B B Ao P e B AL AT R B FH YR T RO
Tt
3.2 ZWRT
FH 2 W7 J5 B 57 BIVRS 2l Fe I8 1 i 25 9036 97, G
W HE DG TN 45 52 A B K B, 3 4 R Bl ) 27
DLRRARIEEE AR, AR A8 i i 2R P 2 A G
AR E DRI 7 B B 42 98, BRI L T R X i
Jig 5 B2 MR AR R 25, B TR YT 22y

® 2 VIR DAREPHAERHAE RS I EEE (FH) 8995 il

Tab. 2 Tentative recommendations for screening by age for familial hypercholesterolemia (FH) in primary care

(%) FEIR I LDL-C 7K SFAG I 75 il R e DRG0 £ 195 T2 J5 Gk i A Y TRl
0~2 T, BRAESCHEERUT ) LDL-C=3. 6 mmol/L ACHE XU 493 RS W BH A4 ACHE AL S A I
3~11 >2 4 HAFEL,; JOHRMAE S ~ 11 2 ZmifT LDL-C=3. 6 mmol/L % FH: 575 AL L0 B A
12~29 WERZ ARSI TR, BIFfE 21 2 Z R T (1) LDL-C=4.7 mmol/L ACRE RS o A ok
(2) KR/ M R kB AL (<45 %)
(3) —YCERTA FH B4R & ASCVD ¥
WL 3 &H 1 &E
30~60 WA ChE A& Py O, it 20~40 L i —%E)R
B RAENE /DA S AR 1 RIME; 40 2 LI B
Y 23] ) Lok A AEAG I it
>60 [ ] k. T — IR

* TRk P N B ILAE , O WS AudE FH R ASCVD (3 1k<Ss B ali&etices 2) MEIES

10 January, 2023



R R e UL T P 1

Yy, PCSKOMIH AT ATP -7 45 i 24 fige 18 1 o) 750 410 2
FEA% LDL-C BT R 25 W) 5 oesbh, & & H il =R r9 s
FEM Lp (a) 5200 4 KOG,
Hilp (a), BIEHE A 3. MEEREHEN3
(‘angiopoietin-like 3, ANGPTL3) #14, J& LDLR Z
SR AFRERR 25 R0 s, JF BAE> ASCVD XU T
T IR T 28 M PR 0 R, AR SO A DG R NG 24 4 B L
WA TR (K1),
3.2.1 T2k

b IT 2 S B R AT | PR TT 5 £
P A JHL e 5 410 5] FEF O v LI e G ) S
iff——E W 3L I B G A AR5, 9F LDLR 1Y
Fik, MHF30 LDL KX H A& 4 APOB ¥ 5 & 11 45
W, LAk B AR LDL-C FIR 52 3 ko Af b 1k B
By e

b T 225 WA A I g S 5 IR T I — R 2, AE
FH B # ASCVD B — 9 fl — 9% Wi By b ke 3 2 4
FES D SEE L, FH HELE 8~ 10 % 2 fa] i A

R T 2R 2Y6YT, IR,
BEELER LDL-C /KF, H HoFH M # HeFH
AT EEZ WAL A7) HoFH 1 HeFH Xt
b7 T2 25 A S R A TR], HeFH H 35 X6 24549 B4 B i
B, T HoFH B X 25 A RO o %t Ty T
FGY IS AAS B, SRR TR, W FH EE R )
FeRE VG 97 J5, LDL-C 7K P [ 4k B I = 50%, 5%
LDL-C<1. 8 mmol/L (#dF HDL-C<2.6 mmol/L), M
AREATT R AYR I M2 AN B RO, FFARUE AR
H RN . 0 TR K SZ M T T 225 W03R 7 R AR
THIAE, WA BB PATIERITEAL, RIS 2y
T o
3.2.2 kI

WRPT w2 2 -VE 38 C1 B 1 (Nie-
mann-Pick Cl-like 1, NPCIL1) #:iziEH, W/ /NG
X TR R, (O st o P P B 5 /L, O
£ [ LDLR 25353350 LDL-C /KF AR, Rt ]
DABEAIL TC. APOB il TG /K F-H-FHE5 HDL-C K-+

SIRESIHIRIEETC, LDL-COMYEINDR : ,
o 7 = /> WERRR, FREARAS ‘é’ <\
b. IS : @ |p.c
o BT, FRITERS g P
o, KA o B e _m
e HA%E gib) £ e Eg<e _,;‘Agmo ; ’ ’
LEEW LS_CRH; MiEZEH — (AcLY | 3 v
9. (R / -
h. R : : ZEiCoA —_— o
" ¥
X HMG-CoA '
HMG-CoAEIEAS i L %
— R IR § :
N
PEERS |
Af(%B TG LPLT =5 ANGPTL3
LDL-C. TGHf#E

\

e

eile mtEmAn

elelele’e’e’e’e’eleole lelelelelele

L]

s

l

> %Eﬂ)ﬁzﬂﬁll

iRt NPCIL1#EER

B

@

B 1 SRR AL
Fig. 1 Mechanism of lipid-lowering drugs
BEIEI AR Figdraw 227 ; hs-CRP: #8485 C IV ; HMG-CoA WG, #H K% —BHAiREF A 858§, APOB 100; #FHis%E
F B100; LPL: BRHEFNGNIME; EL: NERWEE; NPCILI: 2Jg&-ILtsi C1 HH 1
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AT 2 A0 28 A ik it 2 vk R R A
EHECHEMNT 10 Z LI EILE, 25MITHA MM
—ZR 25, BIF5E S WK A fof FH s i A 25 4 v DL {75
69% f1 755 g A JL #3521 LDL-C 3R 97 HARDP
FIRXHRAT 22 A0 (0 N AF AR 22 5, (AT T A
M5z . MVTIRITBOR R B AR, 75 B AAME AL LDL-C
B, TR Z A 10 mg/d™
3.2.3  PCSK9 il

PCSKO il 5] F ZALFHAKIE JC 4T (evolocumab) |
BATFIPG JC B4 (alirocumab) FIHE 5P % (inclisiran )
FLr A o BT RN ) P G BTk B e BEPLAR B
P22 M2 KU RNA #1575, 5 RNA #5519 3T
REGWEG, EHEEMILDTUER PCSK9, M1 PCSK9
AR BRI, AT R AR Y LDLR %5
¥, 5 PCSK9 HpifE Al sb sl A AR, 3o
VG == AE 40 ML PN 1 2 s K P il PCSK9 19774, H
AR AT IA AR Z A

PCSK9 #1177 HeFH Fl HoFH £ & o J7 20
—: HeFH & H 0] LIFEAL>50% Y LDL-C 7K,
{BX] T HoFH 85 ki, AU 1729 20% 1) LDL-C 7K
SRR, W K B IEALG PCSKO # IR %T FH &
AT, R R T I R T i 32 50 e b 7 T
BA KT & A 10 mg/d {H LDL-C {5 K kAR A9 FH &
F, AL AR i bk R P e Y 2
LDL-CFEARAK 4TS <50% , W Af 25 j it — 25 i3 i ARy
MRS (R4 ) Mok IR 8 H L o F
A&

34h, BT PCSK M F ok 2 RSt 4h 25, 4+
FELIREAE R & . AN ) A7 I 3% v B A R A
BFRMPER2E ) 2021 4F, RIS U BAH I ST
BT 1 VG G B BT 3 S A R A T CE S A
(EREAREITRE . TR AT K250 H
(2021 4F) ), MJEUKE 9 A R BT T S B =
#1300 JTCLAT, i FH B3 BYIRT7 R 25 9 AT R 4 it
TH MR, HIEFE T E FHIRIT R,
3.2.4 ANGPTL3 15|

ANGPTL3 F Z7E JIFME K3k, 3l o 9 1) 43 i 2
1L e e R N R B Dl L R Y B AR AR
5 PCSK9 il AR, ANGPTL3 1 il 77 A
AT LDLR @fE AL, PRt o B AR 16 7 1Y B
PLRARHE A 24 AR KR ik AR 4R I3 BRI YT AT Al
HoFH [ 11 2% LDL-C 7K FREAK 49% 4 %325
o SRR 32 P R, FE YR T 0T R R WL ZE 2™ 5 A AN

12 January, 2023

R
B
3.2.5 NiiZzm

ML (bempedoic acid) ZHORAZ, B—
Foo4m o AEL 5 B2 RGO A H ATTP -7 A8 R 24 A Tl 1 /N
+, OB LDLR & 42, T D3k 22 R 5 w40 i v
MR EEMESE G A & B0 1 BOE , ASAELE LR 0 &I
YER, IR R T T RT 52 8 5 2 Aa YT . e
WAT 2 i R/ PCSK9 40 J5 7 2 i — 20 [ K
LDL-C, ] % g 2>
3.2.6  IEKAMIR

WEARMIR (lomitapide) J& fHORAR H il = B ¥4 12
A (microsomal triglyceride transfer protein, MTTP)
B MR B R, HEW AR AR E A (very low-
density lipoprotein, VLDL) F1ZLEE fCk: 41 %% 1 5 1 By
Bo S, AR R4S VLDL, LDL FIFLEE ROk
TEN A & APOB I3 /K -1

TERAIRAE A5 1E 25 W06 97 o RUR & AT
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