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Abstract

Proprotein convertase subtilisin/kexin type 9 (PCSK9) is a serine protease predominantly synthesized by
the liver, with expression also found in the gastrointestinal tract, pancreas, kidneys, and central nervous
system. PCSK9 is involved in regulating lipid metabolism with numerous molecular targets both inside
and outside hepatocytes. In the liver, it mainly targets lysosomal degradation through binding to low-
density lipoprotein receptor (LDLR) on the cell membrane surface, thereby increasing plasma levels of
low-density lipoprotein cholesterol. PCSK9 has garnered widespread attention in familial

hypercholesterolemia, atherosclerosis, myocardial infarction, cancer, and other diseases, which has
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accelerated the rapid development of PCSK9 inhibitors, and played a significant role in the treatment of

hypercholesterolemia and reducing the risk of cardiovascular diseases. As research on PCSK9 deepens

and the prevalence of chronic liver diseases increases, the relationship between PCSK9 and the

development of chronic liver diseases is gradually being revealed. Given the aforementioned

background, this article elaborates on the role of PCSK9 in various common chronic liver diseases in

clinical practice, including alcoholic liver disease, non-alcoholic fatty liver disease, non-alcoholic

steatohepatitis, viral hepatitis, and liver cancer, aiming to offer new perspectives for the clinical

diagnosis and treatment of chronic liver diseases.
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B 35 H 5% AL B RS RO B OER 9 (proprotein
convertase subtilisin/kexin type 9, PCSK9) ZmiE H
AR BER IR, B T2 REHE".
PCSKO i i [ fiff I 240 Jd 1 =% T I % B i 45 1 32 1A
(low-density lipoprotein receptor, LDLR) Tfij F+ = Ifil 3%
X % B B £ A A & B (low-density lipoprotein
cholesterol, LDL-C) , & I 18 P4 BT kB (9 % 7B K
JEES, ARk, ORI Z R BESE R W], PCSK9 1
i B K b R S e vh R O BEAE T, AR R
Pom e M om B I hE (familial
hypercholesterolemia, FH) ™ 0 Jili . F
Ji R 45 3l gt PCSKO 390441 3] mT A 48k vk 2 v
e P LA T B e MR R 1 R A, JFH S S
005 22 Fof Je 98 B9 A I A 235 H B A PCSKO 1
15 P T U 5 0 E R v i A T S AL, AR R )
PCSKO 718 ¥ T I B 10 97 vh B TE N (i

1 PCSKOI#iA

1.1 PCSKO4&#I51EH

PCSK9 M I AT 45 /30 . 155 Ik . b 451
B C o 25 M S 2 A, A A A RS A
EEGE . AR, FRER AR 2 R %
ik, PCSK9 3 A7 T NG Ak 1p32.3 |, H A
PUEAE oy Ry PRl 26 A . THRE R E 2848 (gain of
GOF) 1 I fig 3% & %€ 48 (loss of
function, LOF), H 1 PCSK9 Y GOF %8 48 & 5 LDLR
Mk . IR ARG H, L% LDL-C 2 iE it
JFF 40 i JB 3% 1 LDLR %542 ZERFAM N, NS 25
JHF 408 i f) A BEE By, RS o e I A R A .
Hp 385 A E T B A9 LDLR 76 I 40 B P9 5 0 1 2 fie 5%

function ,

I 73 1% 28 LDLR A 7 A 587 [l 380 JH 40 Jifg 15 ¢ 1
DAL 2, mml o) 16 22 T i IR R A1

PCSKO fE AL i AR £, # W2 5 R BuAUi) ik
Y 53 F AU AL 45 LDLR | IR %5 B2 IR 2R 11 A2 1A G
1 (low-density lipoprotein receptor-related protein
1, LRP1) . #HIEHEHE Z K2 (apolipoprotein E
receptor-2, ApoER2) . K% AR & A Z 4K (very
low density lipoprotein receptor, VLDLR) . #J8EH
B (apolipoprotein B, ApoB) FI [ 4 Jifd 73 1k Hit it 36
(cluster of differentiation 36, CD36) Z¢EU-121 PCSK9
S5 548 UR A T 0 O A RN T R AR, i
Hh i 4% 4 PCSKO 3 4 1 o 5 i 40 g 3% 18 LDLR |
VLDLR. LRP1. ApoER2 il CD36 45 & 5 &
It UL ¥ (41 =X o ¥ 18 14 e i, 98070 LDLR A i
I Je M 46 JfL 2% i LDLR . VLDLR. LRP1. ApoER2
1 CD36 Y Ktk JFJ1 & 40 & i LDL-C K S5 i
W AR R 4R O LAY PCSKO 76 43 W6 % il 4 2Z 1
AP I 3 A R R SRR 5 T AR B LDLR . ApoER2
I CD36 45 4 h 52 4 1y 40 1o ¥ T R B A 120 4 i
N PCSKO & F 4% 5 ApoB ZH 11 FIL UKL /& H il = iR %
iz & H
MTP) FEAHEAEH], JF40H] B 40k T8 -2 25 F AR
AR ot il 425 85 1 1 (B-cell lymphoma-2-
interacting myosin-like coiled-coil protein 1, Beclinl) /
H M A o5& 25 H (autophagy related proteins, ATG)
4LE B R AR, R ER T4 ApoB
o R R e ME, B VLDL. K% E IR R G
LDL) 7K P, fE B A
LDLR & LDLR/PCSK9 XU J P i B /> B 3% Bt AH {2
(1 IEL i AR A, 2% B PCSKO = %238 jib LDLR 4 15 Jif
IR EL 1 it 3 25 S-S, H PCSKO 1 i 57 4 24 B4

(microsomal triglyceride transfer protein,

(low density lipoprotein ,
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% H T PCSK9 5 LDLR Z [ (K &, ARk EHE
428 PCSK9 5 LDLR 7£ 12 V£ JH- o i i1 52

PCSKO 411 i 7 & 76 llm PR T34 97 PCSK9 2 35
JIT 50 v L[ L 38 5 S 4 PR M 45 A PCSK9,
U /> LDLR Y B fift , 4E 7 1F % 09 i 2% A5 [ s 7K
N = I 1111 7 SO i 3 = £ O o R 1
(alirocumab ) . K% JL¥HT (evolocumab) © #% H F
BIT FH . A TT 28259 AT 32 507 E 4 /PR IK LDL-C
1) 15 16 B Jok o5 B B8 £ A G0 I 45 0 1 R T
A SCHRUORAE , AR PCSKO i 790 T e g 44t A AR
A5 v IR ] R O RE AR A I K LDL-C ¥R 37 2 T R
50%~60% , {H P JH 40 B P J8 g [l % e A5t 1 1S
PCSKO 43 6 , #1 {#i 1fl 3% PCSK9 ¥ & b T+ 2 10 % .
e v BE 1 1L 2 PCSKO S A5 23 7E 45 1] PCSKO 11 i1l 5] 5
7S W B KR I LDL-C, S8R EWIEE L H
FENE 7 X T BN PCSKO 411 i 77 2E 47 5 A ) B
58, OB X I PR PCSKO #7019 7 & . RN R
T K525 KA BEIR S E XL
1.2 PCSKOMHEXIAZEEF

B B 96 5 JTMF 45 5 B F1 2 (sterol regulatory
element binding protein 2, SREBP-2) 5 4 457 16 [F s
e 25 5 UIRH OGP0, 24t B P IR [ s g /0 P 5T IR
BT KBS SREBP-2,  fi A H: 1) 40 M A% B RS AL
IF % S 0 R YT 3 A BT, £ 45 PCSKO .
LDLR Al = 3% 5& = W JE 5 e %l B A (3-hydroxy-3-
methyl-glutaryl-coenzyme A, HMG-CoA ) FERRU B
FEPR B, A AR A R AR T e R R R
AN = A = O N ) o 11 O RO T A
SR L B[] e B AR 1Y =00 AR I L B 3
ol ( phosphatidylinositol-3-kinases , PI3K) /% =N
22 2 1R I8 R R ( protein-serine-threonine kinase ,
Akt) 155 18 #% T 5 SREBP-2 %% 5%, #11#] PCSK9 1
Feik, DT I 95 HepG2 41 B8 (19 NG B AR >, £
R 11 2 WO e A1 A0 2 v T 40 PN 5 P 5 5 K-
BEL 0BT 170 5 18 15 PCSK9 1) SREBP-2 J [ (1) 5 5% 300
H4 7 LDLR A9 235 1 LDL-C A9 35 PR .

2 PCSK9 5i&rmig+8 k1
Bk A PCSKO £ 8 B Gt . 2l ik ok A+ Al £k 401 da
ARz K TE, PCSK 1 il 57 7636 T 2 1 v v R [

B ILAE AR Bl K s R R A R RS TR B L
RCo T A 20 45 AL A JIEL T e A3 - A v O 4 O
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YER, PCSKO TEJF AL R &G 1, 2540
JA G AR . — AR R JRR S B — R A R
i ) & A e o 35 IR T PCSKO 5 W 92 9 2 1] 4
KPEMAESR H 235 2, R A58 PCSK9 75 T IE 92
Joa R VR AL ) S 1a] PCSKO 36 T T HIE 95 9 HL A
FEIGIRE X
2.1 B4R (alcoholic liver disease,ALD)
2.1.1 PCSK9 5 ALD ALD J& 45 B £ i & il 5
B T AR 3 e, e U 2R B Dk I A i B
05 A8 Pk, 4k i R] Sk R S R D A L AR 4E AL
JEOE AR o R N Bl BT AR 25 L J2 ALD B9 —
A CBERRAE 12 R RS 2 5E A T 40 i PCSK9 #%
SE VB, R4 I X 13K LDL-C (i $ e, 33X
e L ] B 0 RE PO ] A A M R IR R R AN T L)
/AR R AN T (TNF-oc, IL-1B. IL-22. IL-33.
IL-17a, IL-2) FEEHF (BEREdERPEEH 2.
M ARG E A 15 BRI, 3 n] a1
fin PCSK9 % ik 14 5k T E B8 o A 1k ¥ e
(myeloperoxidase, MPO) {1, 2 [m] {2 i i E b
7 R 9 S g BT
2.1.2 PCSK9 4745 5 ALD  PCSK9 ¥ 55 B Hi KGR
57 A LA ] SREBP-2 3 [A 9 7 S5 i b 25 R AIG HF J0E
PCSK9 ik, W3 ALD FT S0 & IH [ B i 5 [ B
PCSKO .58 B Bt 7K B 02 30 1 B 107 1R 5 B 16 1, &
TS S 25000 N 7 1R 43 fire A R 45 Y 7 3 A AL ) 1
VA 184 B 0 VA 1 52 A oo 0 DR B A TR 2 8 il 1 1 R A
TR, G RN A3 i T T e 2D A e Y B 5T AR
R, WURIRE 5 2 R 5 A2 PE . PCSK9 FR b
P A0 PCSKO A 5 () MPO 76 1, 2038 ALD [ R
TSN = W W A O LI a1 T =30 1 O 1
PCSK9 ¥& 97 T fiE A ALD f6 47 42 it — FhoBr i a7 8
B, AR ATY R R HLARL I PR 32 5 R Al Bt PCSK9 16 97
TE ALD 3G 7 Hh 0 A R e ko
2.2 JEBF51%ERE B 1 BTAS (non-alcoholic fatty liver
diseases,NAFLD)

NAFLD & 5 Fdd Wy Rz —, SHIEHE.
WEIRSG . AR R G AE . I 5 3R H BT AN =i 8 I T A
RPN g e 1 AR R RS MR R Al b R T
(‘nonalcoholic fatty liver, NAFL) . JF 78 K5 v B8 W5 7
B 48 (nonalcoholic steatohepatitis, NASH) FlI T i
b, W5y BB S ik A M 9 (hepatocellular
carcinoma, HCC) B3

2.2.1 PCSK9 5 NAFL 2 E 48 % I8k & imE
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CS7BL/6J /IN BT AT Jig 107 75 14 5 0N J50 0 3 38 % 7
5 5 I IE PCSK9 2 35 FE 2R PCSKO K- T i, &
RE [ P AR B 1) 37 B PCSKO 5 PRI i B /0N B s B 4 A
ZIN BRUPFF U dife 2 AL [ e B L R A IR O
RAEAL . R O KU B R T, SRR, PCSK9 ]
DLl o 8§ BE 9 95 T fF (sterol regulatory element,
SRE) & dF SRE #& £2 ¥4 4% NAFL H T 28 it i g 5 AC
Wt TENR DT A= LAY SRE & 42 J5 T, PCSK9 3 /b i 4
Jil F2 18 LDLR (9 33k, B 1K 40 ff 79 [ sk oF-, =
40 N 2 5 SRE 8 42 F AR [ B A A Y 56 B
FRBE I, MRS B TS A EA T (sterol
regulatory element binding protein 1, SREBP1) A
HMG-CoA i Ji i 19 &% s W 45, DL K i 7 12 5 i g
) 5 SR VR L JR IDT R G B S B 2B AR T A B
B T 7E I D A B A IR SRE & 4% J5 1, PCSK9
%553 ApoB/ApoE I MTP £ [ iy ik ¥g m, {2 i B8 Wi
Az S i X R R Y — T R SRR
PCSK9 #J LOF %875 {& 5 NAFLD JXU: B I AH 56 .
MZ, {ENAFL W, PCSK9 i i % 5 i & 2k
A, E NAFL 89 % 9 #E %, PCSK9 5 NAFL £ iE
FHX
2.2.2 PCSKY 55 NASH £ fi #8% 1 & Jf NASH KJ
C57BL/6) /N AR N, 76 ¥R PCSK9 7K 3F K JiT I PCSK9
JHE DR IR 1A Gk 3 W S R ARDY, $EOR7E NASH %
g R h PCSK9 R GA 7K -9 W5 il . — Tl sh )
SEESUT R, PCSK9 3 [N @ BR () CSTBL6) /1N LAY
NASH 55 PCSK9 %t (Al i LA I, RIS EZH
T =R AN R R AR R, S EOE M Y s TR
IR T2 A fb g . BF5EUIR ], NASHIE S
RAE [N A DL G ok B0 E2F B s I 1 (E2F
transcription factor 1, E2F1) F1¥IE I FL ) ¥ 75 10 2
EMEHE S5 1 (mammalian target of rapamycin
complex 1, mTORC1) F i PCSK9 [ FKik, MIMF
SYONH [ FEEAE S Am e v B, 0 NASH Ry 3 e
PCSKO #11 il /N B 41 il CD36 () 3k, I 5 T
20 Y g & A, 7E PCSKO 5 H R /N B, 3R
ik ¥4 hn 9 CD36 4 T KR Wi B2 R = mE H
(triacylglycerol, TAG) T P48 1, {2 ¥k NASH
HEREO BRAE AR ST R WY, PCSKO 7E I FE A= i A2
R SR R B RE KO W LR, T AR I AR T A
FEAEM . BT RIEN, PCSK9 fik = 75 NASH #
J& A S e R] AR 2 T PCSKO T IR 4 i T 40
it A i 3K

Zi LTk, NASH | PCSKO ik, & i 40
L F JIEL [ s g, IR R 3K Y PCSKO 5% CD36 3%
ik b OF T P 40 M P A, iF — 25 in B NASH
R
2.2.3 PCSK9 #74] #] 5 NAFLD 48 4 2 I 78 1T 41 Jfd
FH NAFL {8 22y NASH . i 2F 4 1k K IR Ak i) 2o 72
rp ke B AR AP, 4 PCSKO AT LAY % NAFL K F
IS L 7 T i 0 I N i = B 7 T I
Toll B 5Z K 4 (toll-like receptor 4, TLR4) /¥ AT B
(nuclear factor-kB, NF-kB) 155 i & 19 800G &%
JE T TNF-a . IL-1B . IL-6 /K3, 3¢ PCSK9 i $2
TLR4/NF- kB {7 5 i # hin & K Bl NAFLD ™ & &
JEW X TG R b E UL A IR R P A AL,
PCSKO 174§l 771 1T LA A ARG JEL 905 s A /)N B A i 2 R
[ K, e R U A I B Ak O R 4 B R E R
N, A FZ /N B DR L 0 S AE S G ST
PRI 1 & AR R — TG R B, 11 A
JER PR g 8 e ad K249 18 4~ A 19 PCSKO 41 il 7196 97
Je . WERE RS B AR PR AR B 58 e B R, IF AR LAY
£

Zix BTk, PCSK9 # i ) 75 NAFLD w19 4 H]
JE XU T X P JE ), 3 I PCSK9 fiE 22 fi% NAFL ik
1%, A% NASH & A /R . Bk, m R I PCSK9
T 0 X% NAFLD 19 255 5 5 W T3 A7 76 i, 5 2L
JHET 2 W R B T NAFL ib 2 NASH,  [a] it 75
L 2 (1) i Aty S 56 AR S I DR B 43 B R R 1
rE AL, 3 XK ke fifE T PCSKO i 5 v 9T
NAFLD $2 {1 i3 4 5
2.3 PCSK9 5 & 2! i & 7% & (hepatitis C virus,

HCV)

2 Pk HCV & Y S T A 1k AT 9 0 2
PRI HCV 1Y A i J5 3915 1 3 00 g Q3 25 DT AH
&, HCVE AR E Ak A fm R4, 5l&mE =
20 B o 2 AR Ak, AN S HCV 52 1 42 43t 3 B
R . A 7 DL IR B AR 0K 1 T8 X R ik 3]
PER T, B - MOR. (LVP), LVP 14
AT Al A B s AR . H T R LVP
WURLAH OC IR B 1 2 5 1 8 32 R = 09 7 K
e, IE X HCV 5 5 0K A 240 i P R G 56 B AR
FHE, PCSKO AT 4101 il HCV #2E AT 40 A 9 DU A 2 1
%M, fU%5 LDLR. VLDLR. 4l 2> 1k 4t 5 81
(cluster of differentiation 81, CD81) HIB A 1 25 iE
I+ 2Kk (scavenger receptor class B typel, SR-B1) .
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33 &

A 92 B OE B, PCSKO 768 A4E Pk B (7 pg/ml)
i, AT /0 AT HU-7 20 g % i LDLR 1 CD81 Y %
ik, NTTBH Ik HOV 5 35 A By o 55— SR g1k B,
HCV % g% /9 JIF 240 g rp 8 B W 35 o 45 & &
(sterol regulatory element binding protein, SREBP) A
AR AT 1 (hepatocyte nuclear factor 1, HNF1)
FIKHGM, A BE PCSKO B 1% 1M 3 0 1M 3¢ PCSK9 #k
JE . H X HCV g% gL 8 i 58 I B B (total
cholesterol, TC) . LDL-C #1 TAG /K - JC B .52,
HALH S HCV & 9 ik B nl 30 3 AT 988 Huh7 40 i 0
HCV 83 19 JIF 412 b 1 LDLR 26 3K 17 1 Al PSCK9 15
S 11 LDLR £ fi%

O AT UL, Ak Ah PR P Kb 52 4 PCSK R S
P % i JTT 40 0 156 26 17 LDLR 7K SF- {1 SF- % HOV J8e e i
HWIRIT BA B S BT AR ST HCV i
T3 M1 PCSKO 22 8] 5§ £ 52 7% I HK 38 S PCSKO i 5 1 #
] JFJUE /996 97 J7 2, LA O TE A 3 15 PCSK9
BII6 97 J7 1k S B BB KR
2.4 HCC
2.4.1 PCSK9 5 HCC AT 2R DL A% % 1 i e
Z—, HoHCC )2 EEM I R eI, sk
Dy {e R I e 2 T 26 9 2 U PY  PCSKO i 45
it 96 200 B PN S5 O N R ZRORLARBE T L MR O B
55 5 o kR, U] PCSKO 7 iR G 4 L
il K HE 16] PCSKO 75 i 6 7 Hh B AT 3 21l PR A1

SCHRPYHRIE , PCSKO 745 FL i . B FEIE .
FLR I b ARGk, dl a5 R A0 R R T A 32
M AEMEE AT (the major histocompa-tibility
complex class-1, MHC-1) %54 JE il PCSK9-MHC-1 &
B, I E YR T I TR AN T T A R L IR
ik 96 40 JHJE 3 T MHC-T 55 4, 52 35 CD8T ik T2 40 i
FM T AL Z A& (T cell receptor, TCR) 455 M0
J31) ek 96 240 i J5E 9 T MHC-T A7 s il 2D, 51 2% i 6 40 i
PRk iR . PCSKO 75 T Hh i g e ik, AL
TG A R A G, T HA7E A S e I R 98 20 0 i 5
5T, (RN B TR L
PCSKO 5 B9 200 1 9 IR o2 5 32 AR 3R K B 8 1) g
s T I I D g T P i< D < e o
HOIRIE , PCSKO 7E i 2H 21 b 1) 3R 3k 7K1 B i
T 90 55 AR IR AT, LR R 1% 9 40
FIK M PCSK9 7K V- A, PCSKO £ 7 45 Dk H Ik 4 -
R PL( glutathione S-transferase P1, GSTP1) 5
c-Jun 2 KL K U B (c-Jun N-terminal kinase, JNK)
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(454, POl INK B IR Ak, S 2 30 T i 40 i 3
B FNEERS

7 i 968 % 105 40 M D)5 T, PCSKO 138 T 7k 2 41 ity
FERICLDL, 006 T 9k B 200 0 s 3 97 185 B oy 40 i 7
RNV R Y NIV A e 0 =5 o T YA S A B =
T, U T AE M BT e T . [, PCSK9
I /> CD8*T bk [ 4fl Jifg A5 3% 1ff LDLR , {45 LDLR LA i
FEHIER 5 TCR 1Y CD3 W3 45 A0 /b5 I H PCSK9
0 TCR G, U8 /> CD8*T ik I 2 Jifd JI% 55 1/ TCR,
HE— 2 U055 CDS*T ik I 40 B He iR B RE . — 3t
] 1 FH A 45 CD3 WV 3 K H T Vil % % iR 1k K %
5 11 I 2 11 o N N1 B R s R T
K, 5553 6T JHF- 96 41 B %) % 473 e 110

T Ji I8 13 PR 55 7 i, PCSKO 1 35 i g A 56 B
W% 40 Bl (tumor-associated macrophages, TAMs) 37
BeAb, AE MR ROA BT, ML RL I 40 AR A HE 4%
KON, M2 BB A MR 4% 4 WA 1L-4 . IL-10, IL-
13, ¥4 AE K N F B (transforming growth factor B,
TGF-B) 55 Z Fl o 52 410 il DX 412 32 ok 98 4 i A= <
T TAMs [5) M2 %9 B g 40 i i Ak B 220G R A
B e iy — TR 5807 % B PCSKO 7 44 41 3 2o 12 1F
JH 98 40 B 3% 38 0X40 BC & (0X40 ligand, OX40L)
TR A N ERAZ A B I 4 2 Chuman monocyte
leukemia cells, THP-1) &R E W46 Jg m) M2 B 5 g
Y AR AL, DT X IS A A 4 4
2.4.2 PCSKY ¥4 # 5 HCC E4ER, HIERITE
FE N R BT 1A 97 U R A AL, PCSK9 i i /R
o HC TR g 0 S T VA P Y RN (B . ] PCSK9
7 BEAS . (1) 30 PCSKO X} MHC-T [ fi , 3% fin
ifr 9 40 At S 9 v MILC-T, 87 b 98 200 J O ) 9 P s %
Do e, el e e e Bk ik . (2) # ] PCSKO X
CDS*T ¥ 4 40 ffd i LDLR (%) % /% , K & CDS'T ¥ 2
2 B 5 LDLR (9 &5 dat , 3 0 WK 52 400 O 75 8 T bk 8 44
JiLXoF Fifr 98 1 A T RE Ty o WIFSRDUIER B, RRPMESE TS
FA1 (programmed cell death protein 1, PD-1) PA T
R B A 5 & PCSKO #1770 v o7 far 98 /N L, LT AL
35 6T B PD-1 B 5 RE BT AR B PCSKO #1101 571 o

gi LTIk, g 40 i P9 PCSKO 410 i1 INK 15
530 [ Wl IR Ak T R 559 E R A0 0% 3 5 5 A 2R 4R
B, b 2 BT 40 Ah PCSKO A 5 A4 i 98 o 92 ik
R AE B SR 7 T R ok #E— 2D F 5% PCSKO 1E iT 9
B P B FRIR K, LAPE AR AT X 9 IR 9T S AN R
PE#D 78 PCSK9 i 2 i 1] PCSKO o sE B b iAo 41 % T



511 o R

B B B LR AR OB T R O 1B 1 AT B0 1R R G AL A 5 119

T BLA (Y PD-1 I i) 42 236 7Y, R R B A ]
PCSKO 41 fi 77 A B2 i s 88 1936 97 A4CR

3 IMNEERE

Zi LTk, PCSK9 2 5 i 4 itd % 3% i1 LDLR £
[ A =1 I =S 1 B 72 s o 21t O el e
5 e B e AR, L O TR A ORE
ﬁﬁ%ﬁﬁ%ﬁﬁ,ﬁ—$%MH%ﬁﬁoﬁﬁ
PCSKO i 7] F#: 2 5 I NE R E RN . 98 0 kAR R
J'& . PCSKO 1 il 551 30 © A I PR L L e F TR 97 2%
P 1 L [ B IfAE , ¥ 1) PCSKO A 2 i A VAT ALD |
NAFLD . 5 8 M 4 55 1% M T DE 952 9 19 387 977 ¥
AL, PCSKO 5% Wi [if 96 2l Py A5 A0 v 5 W 48 i . T bk
CU40 . NK 400 . Bk 40 i py 3= 5 o hE, 4%
7 PCSKO 7E i 983 i 92 316 97 v i e o {80, % 1)
PCSKO XJ 9 IR T7 208 . 4h 2500 it . % fe 2 40 g
1) 5% ) DL R K B A I e 408 1) 4 28 245 ) 02 7 i
B A IR T RO . AR — PR E . PCSK9 A
O VR 25 25 W A B O A8 I 9 IR T B AL R
D51

H 5 o PR B AR A A
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