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W OE.BN MR hFHAEBAEEERF 9(PCSKY) . & & i fr &% B F (vWF) = & 5 & & M(apoM)
KFE 2 BBERBIFRARDEREPOSBNA, Fik &#F 201845 1 A £ 2021 6 A £#ZK#HD 6 210
B2 RABE IR B HIN2 BB RIAE, RBERNEZRATERAE 75 IR F AN RS RE, RER R
EIRE LW ATEN 2 AR R B E 5 A LR R A (118 #)) Fo K o 9w T4 (92 #]), MR K4 f ik PC-
SK9 . vWF #2 apoM K-F AL, 4 2 BBERABIF AR ERERTLRA XS BE M, K 2 B M RRBES
o5 95 AT )6 ik PCSK9 .vWE Fo apoM K-F T AL, 3 547 3 AGARAE 2 AL ¥E oo F & K %8 % % 49 57 7 2L Ak
R 2 AR e F PCSKI A2 vWF AP0 2 & T4 xF B4, M i apoM K P 9 B AK T4 e sd 8 4,
E2FH%TFENL(P<0.05), %7 K% mEMnE PCSKI fo vWF KPR R ZH TR RBA, 2 FH
it F H L (P<C0.05) ;495 6 B4 f ik PCSKO #» vWFE K- EHEEFTATHRIK.EX T RmEHANRS T
W R, £ it E L (P<<0.05), 97 8T K fo & 9% & 20 fo ik apoM K -F 88 BAK T £ 4648 fRoma, £
FAGTFEL(P<0.05) ;87 EHARE apopM K FHEEFTARA D 2K 0EHETHAAIKT L4
Fgmth, 2R A% FEL(P<0.05), PR ELSMEF. K FRBEAFH =60 ¥ BMERABAHAZ =10 1k
Bl i ZEAREEREORE KT RS TEAERERRA, ZFALRTFEL(P<0.05)., $HRE,>H
27 PCSK9 . vWF K-F I3 2 2 B4R A5 A K f By Lo 4k = & e B & (P<0. 05) , f 7 apoM K -F 7+ & £
2 A Fogm A R R R AR B & (P<<0.05), ik PCSK9,vWF = apoM B A4l 4 i 2 B 48 Jk % 5
B KRBT LA 89 1Y HFFHEH 90. 7% . & F@ARCAUC) A 0. 956, AUC 9 2 & T PCSKI(Z =
4.167,P<C0.01) .wvWF(Z=4.056,P<C0.01)#= apoM(Z =5. 183, P<0. 01) £ 3R 35 A7t il , fy 3 T 45 4% X Ja] 49
AUC 2 F R4t 2 &L (P>0.05), % PCSK9,vWF = apoM £ 5 T 2 B ¥ Rk F A K ¥ m % it
A2,3 MAGAFIR AR M AT 47 2 A BB R A IF R KB m X A& &0 2Lak,
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Diagnostic value of serum PCSK9,vWF and apoM levels in type 2 diabetes mellitus
complicated with macrovascular disease”
LIU Zhiwen ,NA Risu ,MA Cong
Department of Endocrinology .Central Hospital of Xuhui District sShanghai 200031 ,China
Abstract: Objective To observe the diagnostic value of proprotein convertase subtilisin/kexin type 9 (PC-
SK9) ,von Willebrand factor (vWF) and apolipoprotein M (apoM) levels in type 2 diabetes mellitus compli-
cated with macrovascular disease. Methods A total of 210 patients with type 2 diabetes mellitus who were
treated in Central Hospital of Xuhui District from January 2018 to June 2021 were selected as the type 2 diabe-
tes group. A total of 75 healthy persons who underwent physical examination in this hospital during the same
period were selected as the healthy control group. According to the diagnostic criteria of macrovascular dis-
ease,type 2 diabetes mellitus patients were divided into simple diabetes group (118 cases) and macrovascular
disease group (92 cases). Serum PCSK9,vWF and apoM levels were observed in each group,the univariate and
multivariate analysis of macrovascular disease in type 2 diabetes mellitus were conducted. The diagnostic effi-

cacy of macrovascular disease was valued in patients with type 2 diabetes mellitus. Results The levels of ser-
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um PCSK9 and vWF in type 2 diabetes group were significant higher than those in healthy control group.
while the level of serum apoM was significant lower than that in healthy control group (P <C0. 05). Before
treatment,the serum levels of PCSK9 and vWF in macrovascular disease group were significant higher than
those in simple diabetes group (P <C0.05),after treatment, the levels of serum PCSK9 and vWF in the two
groups were significantly lower than those before treatment, and the levels in macrovascular disease group
were still higher than those in simple diabetes group (P <C0. 05). Before treatment, the serum apoM level in
macrovascular disease group was significant lower than that in simple diabetes group (P<<0. 05). After treat-
ment,the level of serum apoM in the two groups was significantly higher than that before treatment, but the
level in macrovascular disease group was still lower than that in simple diabetes group (P <<0. 05). Univariate
analysis showed that the porpotions of age =60 years old and diabetes course =10 years, triglycerides and
low-density lipoprotein cholesterol levels in macrovascular disease group were significantly higher than those
in simple diabetes group (P <C0. 05). Multivariate analysis showed that increased PCSK9 and vWF levels were
independent risk factors for type 2 diabetes mellitus complicated with macrovascular disease (P <C0. 05),and
increased serum apoM level was protective factor for type 2 diabetes mellitus complicated with macrovascular
disease (P<C0. 05). The sensitivity,specificity and area under the curve (AUC) of the combined determination
of serum PCSK9,vWF and apoM levels in the diagnosis of type 2 diabetes complicated with macrovascular dis-
case were 89. 1%,90. 7% and 0. 956 respectively. AUC was significant higher than those of PCSK9 (Z =
4.167,P<<0.01),vWF (Z=4.056,P<C0.01) and apoM (Z=5.183,P<C0.01),but there was no significant
difference on AUC among the three indexes (P>>0. 05). Conclusion The PCSK9,vWF and apoM are involved
in the process of macrovascular disease in type 2 diabetes mellitus,and combined detection of the three indica-
tors has higher diagnostic efficiency.

proprotein convertase subtilisin/kexin
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NZRfd Bl . 2 RUME RS DABEAR 5 2860 O 32 ZARAE R
HRFLL T B E RO R AR A B AT 70 %6 BB A
PRI A G AR . R L B K B I A O A Y S A
NHE S B Bt SR BORH 7 B 7905 it 2 R AIG O & & A
BT AR T TR A OGS L R X K i A A AR Y
ELR R s AL AS 35 28 . 35 22 5 10045 3l ko ofs A 1 fk L
BH—EMER . BT, K % 28 /912 B 3 22K 5 30
Jok 3 5 AE LA AR B S, LR ORI A8 0 8 B R 2 AR AT
B AR VR AR A % B I R R
M AR W2 B A SR . AL mRS R T % 9
(PCSK9) H JFFHE & B 5 A2 — B 22 24 R 8 1 » 38 2 ik >
%% B2 Mg 25 100 40 o n 2 T o AR 3 2 L 0 I A5 P B
PG L I AR I A BT (VWF) J2 I P 4
i 27 453 43 0 140 400 JEL TR 7 2 P B A4 i T i 35 AL T A2
M EEAREY Y . EIEE A M (apoM) Xt 4 5 H A i
PR .25 T RSB B2 . A BT 5% i o A6
2 R PR 95 8 3 1% PCSK9 . vWFE il apoM 7K, Wi
F% 3 WS AR AE 2 BB JR e B3 O & Kl A 9 A8 T i
LW, AR E I .

1 #ERl5A%
1.1 — %R 28 2018 48 1 H & 2021 4E 6 A fEA
BESEIZ Y 210 ] 2 RUBEFRIG B AN 2 BURE PR 4L, Horp

B 124 B, & 86 ] AE IR 45 ~79 &, F 1 (63, 28+
7.82) % KBS E(BMD H(23. 844+ 1. 54)kg/m’ .
WHPR IR FE R (9. 323, 2714, Yy AFRUE. T 5 BB &
BIfs G 2 RUBE DRI 0912 Wb 1 5 2315k F E JIR 360 24
BT IRHATIRIT R L R B R0 . HEBR AR
HE R AUBE IR s A7 AE O T E AR B T RE T E R
55 5 JF 2008 P IR UL 92 0 5 & JF B AE R b 3 50 HoAth
T EEHE PRI I RRE 5 4 W 3 R R 2L 2 1k 5 A Rk
Jib TR ol M B e e R . 2 BUBE R v 112 W bR
Y SRy FL AT B TR AR PR s R IR L IR A B R S AR HE B A
— & 25 IMBE (FPG) =7, 0 mmol/L; & J5 2 h Ifil ¥
(2 h PG)>=11. 1 mmol/L; & 2 B ] Ifil B = 11. 1
mmol/L. HBREMFEG U TRESR AR 1 IR 2
W7 g I R AR < A I T A sl m AT Sk
fiii CT 5 MRI £ A & AT S 1Lk A7 289 A AILEE
B B B8 28 e R B0 ik 1 512 W ek O s R L 2
Ay 7S R A 3B Pk o B 2 R BE (IMT) =1, 0
mm ; B 6 2385 ) 75 R A T B A BTz A B
BerE R BT Btk P ZE i 3 A 2 <3 mm) . BEFR ]
FEAS Bt AT it 3 AR A 1) i B 35 75 19 S ikt B X RE 4
Hr 541 ], % 34 fl; 4E ¥ 45 ~ 79 %,
(62.93+8.28)% ;BMI H(23. 18+ 1. 63)kg/m*,
ZHAFF I8 X AR PR A BMI 25 3L 28 %R iR, 25 5
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Fe 2 B X (P =>0. 05) . FLA T ke, B W 5
G5 BN B A AR B R I R

i BRI X REAS ¢ 4G 6 5 T B BERE LA 51 el 7 >
FRFTR A LEBCR AT X7 A s AR 2 BB B SR

I R KA RIS R A 1T 2 &K Logistic 1543875
1.2 ik F 2R # TAERAE (ROC) i 2643 #7 1l % PCSKO,
1.2.1 JR97 ik 2 BUBEIRIG A ABE G T LAz 8 vWFE Fl apoM /KEFE 2 B PR 9 1 & K 148 9 22
PR VR EERI M YIGIT AR BN A RERA M2ERGE. Y P<<0.05 WESHSITHE L.
TR 0.5 g BRPUGHER IR e 2 & F

W 100 mg, BFR 1 K. AR 15 B 8 4% 25 4, 10 il
WA H ARV . A B PR AR B SR YT LR
57 6 ™ H G AT .

1.2.2 SEIEfEbRkeil OB R B 7R A BERTFG
57 6 N H G o B X B3 76 1192 B WA 1) 5 Jok it A
A6 mL, ¥ 3 mL tEAPEE LA 3 000 r/min
B0 10 min, BCE T WOBCELAE — 70 C B VKA O T
Fr i 35 PCSK9 . vWFE il apoM 7K -, i it i & U
A, 534 3 mL ML bR AR F AR T8 A5 kI . FPG
F1 2 h PG R FH 4 % M 40 fh il 32 2 77 A6 T 5 SR A B 4L
MLLE A (HbAle) M % HbAlc; R 4 A shE 1k
A3 BT ASCRE I H il = g (TGO LS IB [ B (TC) AR5 i
5 H [E R (LDL-C) #il 5 % B Mg 8 A IH A BE (HDL-
CYZKE . 2R FH i R 6 28 Wi 86 4k 360 A6 0 1 3 PCSK9 .
vWE Fl apoM 7K il & B LigEa By TRA
R

1.2.3  FEH IMT Bk SR AR @ 238 85 (R
7 PHLIP-7500) f I 58 25 3 2 ik . 8 75 88 3k i % Ry
7.5~10.0 MHz, HAR#EAE . 35 840, L5 M, Bk
it 1] — M, 7273 %% i 000, FH R Sk % 2 U0 35058 3 ik
TE BB Jiom i 4 SUERAE 1 e A RS T P R P 2% 1 &)
w4 3 T T MR L R AR 3 ik Y 7 S5 (8 BD
IMT,

1.3 WM WL M PCSK9, vWFE Al
apoM K54k, A A 2 BUBE PR 5 I & K I B R AR /Y

2.1 WAHIMWE PCSK9.vWF Hl apoM K [big 2
TR PR 20 A B I Il % PCSK9 Fil vWF 7K F B &k 5
Tl e E BB ZH L T I 7 apoM. 7K S B 5 ARG T £t B o IR
M. ZRAGITFEX(P<0.05, WLE1,
2.2 2 AUBEIRE BB E IR T IS I PCSK9 . vWE Al
apoM JK P84k MR A il A8 95 72 1912 W s 1 2
AR DR 93 S8 37 43 Ry R GOBE DR 4H (118 491 R K i 45
AR (92 ) . AT T K LA R AR 41 I T PCSK9 Al
vWE JK VB 8 & s iR 4, Z R A gih 8 X
(P<C0. 05) ;3R¥7 Ja PR AL L3 PCSK9 1 vWF 7K
AEIR T F I S ARG L E K it A S AR AT v T Al IR
FGAH . 22 F A G F R X (P<<0.05), 697 H KM
Ja A8 21 MLV apoM 7K - B S A1 T BRL 408 R e A, 25
G20 L (P <C0. 05) 367 )5 PR 4L 1L % apoM 7K
SR EY i 1R T =1 = N (1= 5 A S L o Rl R
WEPRI AL . 22 5 A it 2= B X (P<<0.05), WL 2,
2.3 2 AUREIRWIE R KIMAERZWBRHER SN K
I 95 28 AL AR Y =60 2 JoOBE PR 9 9 B2 =10 4F L 1]
TG Al LDL-C 7KV i 5 TR alib IR 4, 2 R A 4
HEE L (P<<0.05), B . BMI=23 kg/m” It
# . FPG. 2 h PG, HbAlc. I 4i J& (SBP) . £F 5k J&
(DBP) . TC Fl HDL-C /K b8, 22 # B4t % 8 X
(P>>0.05), W3,

=1 7 4A I & PCSK9 . vWF #1 apoM 7K FE b8 (7 £5)

‘ : ’ - } PCSK9 vWF apoM
W R 2, 2 BB TR B IR 9T A0 S I3 PCSK9, (ng/mL) (pmol/L) (ug/mL)
vWF Fll apoM 7K VA28 4k , DL SCHAE 2 BIBE IR IF B K pegexgma 75 85.47+23.82 8.114+2.18  12.43+2.18
A8 22 TP 2 W AKCRE 2 BUBEIRAAL 210 110.38427.81 20.74+6.61 8.52+2.11
L4 GEiAEL R SPSS22. 0 SEIHKIEMEATE 600t
AT R SEI AT . RIESA G H R 2 s . . oot
FR PR A) R A ST BEAS ¢ K 36, 16 T IS 4R
* 2 2 BIHEFR % B E AT AT EIiE PCSK9 vWF 1 apoM 7Kk R4k (7 £ )
PCSK9(ng/mlL) vWF (gmol/L) apoM(pg/mL)
20 51 n
AT T RITIE RYITHT RITIE AT AT JR
KMFFREH 92 129.78+26.19 98.73+17. 29° 24.35+6. 66 18. 4244, 28" 7.21+1.76 9.13+2.18"
AP RGA118 95,25+ 17. 94 90. 82+15. 82° 17.92+5.03 14. 3843, 84" 9.54+1.77 11.82+2. 82°
t 10. 823 3.451 7.700 7.193 9.473 7.556
P <20. 001 <20. 001 <0. 001 <20. 001 <0. 001 <0. 001

5 AR IT ET R, P<<0. 05,



I EE G 0K 2023 422 A% 20 6% 4 W

Lab Med Clin,February 2023, Vol. 20, No. 4

+ 503 -

2.4 2 RUBEIRIOIFE KIMEREMZHEZ NN I
KM AS A 5o B IR AL L E R A S22 &
I FE bR CAF 8% L OB% R 9% 9% #2 L TG LDL-C, PCSK9.,
vWF 1 apoM)YE R A 28 &, 1T Z &K Logistic [l1H
I3HT L 2B PCSKO . vWF K- Th A2 2 AURH BRI I &
TR AL AR B 40 57 A8 B R & (P <0, 05) 4 IfiL i apoM
I FH IR 2 B PR I & K I AE 9 A8 1 AR 9 [ R
(P<<0.05), W34,

2.5 i PCSK9,.vWF il apoM /KF-7E 2 RUME IR ok
JEERMERZTRZKREE  miE PCSK9,.vWF

Fl apoM 7K F-7E 2 BUE PRI 1 A i 459 22 b HL AT 35
WS RE . R P52 BUOBE R R E S A kA K
B E XTI PCSK9,vWE Fll apoM 7K - i#E47 £ [H
& Logistic M IH 387, H M5 7 Y =0. 08X pesko 1
0. 24X swp—0. 96X o — 6. 33 NEEA KIS 45, BEA
Her I By 2 BORE Sl 89. 106, KRS BE R 90. 706, AUC
0.956, H AUC B W & T 5 3 48 48 PCSK9 (Z =
4.167,P<<0. 01), vWF (Z = 4. 056, P < 0. 01) Fl
apoM(Z =5.183,P<C0.01), 1] 3 W45 hrZ E# AUC
A, 22 R G2 X (P>0.05), W5 MK 1,

x3 2BEBRFBRHEARNEFRZTHBRZSN (0 FHats)

- 51 LRI PR 993 93 22 (4 BMI(kg/m®)
A ! %' % =60 <60 =10 <10 =23 <23
HALE G 118 67 51 61 7 53 65 68 50
KIMERAH 92 57 35 63 29 56 36 56 36
X/t 0.379 5. 348 4. 651 0.111
P 0.538 0.021 0.031 0. 739
4 51 n FPG(mmol/L) 2 h PG(mmol/L) HbAlc(%) SBP(mm Hg) DBP(mm Hg)
PR PR 118 8.44+2.32 10. 67+2. 27 8.95+0.84 133.444+15.11 75.68410. 37
R i A 9 A8 4 92 8. 7421, 40 10. 9442, 45 9.1021. 09 137.7616. 66 74.7649.71
X%/t 1.166 0. 803 1.079 1. 965 0.653
P 0.272 0.423 0.282 0.051 0.514
2 5 n TG(mmol/L) TC(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
AR 118 2.85+0.83 4.36+1.12 3.4140.88 1.16+0. 31
KA 55 A% 41 92 3.1241.05 4.5340.99 3.9240.93 1.18+0. 33
xX*/t 2.103 1.182 4.042 0.238
P 0. 037 0.238 <<0. 001 0.758
x4 2EBRRAAKRODERTENSEESN

Ei=L7N B T s 22 WaldX* P OR 95%CI
A —1.532 1.355 1.279 0. 258 0.216 0.015~3.076
5 DR 95 o TR 2. 285 1.333 2. 940 0.086 9.829 0.721~133. 944
TG 0. 500 0. 345 2.097 0.148 1. 649 0. 838~3. 245
LDL-C 0. 569 0.354 2.591 0.107 1.767 0.883~3.535
PCSK9 0. 090 0.019 22. 868 <0. 001 1.094 1.054~1.135
vWF 0.194 0. 052 13. 666 <<0. 001 1.214 1.095~1. 345
apoM —0.911 0.211 18. 606 <<0. 001 0. 402 0.266~0. 608

#5 M PCSKOWWE 1 apoM 7k F7E 2 BURE IR % IF & K & s 25 o 015 B S B
e T R D S BE (D) AUC 95%CI
PCSK9 112.71 ng/mL 72.8 86. 4 0. 857 0. 803~0. 902
vWE 22.39 pmol/L 71.7 82.2 0. 821 0.762~0. 870
apoM 8.00 pg/mL 70.7 83.1 0. 828 0.770~0. 876
PCSK9+ vWF+apoM — 89.1 90. 7 0. 956 0.919~0. 980

T — RoR T
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1 1MmiEF PCSK9.vWF #l apoM 7k Ei2 B 2 BY #E IR IR
FHEAMEHFETH ROC ML

3 i i

W PRI 19 5 32 2T K 0E S R IS 28, A4S
A1) I A AR |G I A e AR O I A R AR R R
R B 0 B R A L R AR KL A R AR ) R
S B | A PR SR B bk ks R A AL L BEAR I X AL B AR Y
PN IV S 5 BBl ik o R A Ak i BB R AYY L PC-
SK9 7K - 76 7k 9 B A 8 K B3 o . & e B T
TS E g R A N E W Y s = o
55 E B A R e AR ST A SR R, 2 OB IR
Jog A1 I PCSKO 7K1 BH f iy F fa B X BE 4, JF HOoK
LA 96 728 21 1L 3 PCSK9 7K - B @ & T 50 4 % IR 9%
2H G IT I R LA 0 A8 4 B A R O 4 1 i T PC-
SK9 7K H BLIA i B L AR 97 T KL 45 9 A8 2 1 35
PCSKO 7K F-AT5 4R =5 T B0 4l 8 R 41 . 16 B PCSK9 7K
V5 2 BUBE R AR M AE R TR A E LR,
AR T A FL Al AF 78 E 52 PCSKO fE 8 i /0 1T 41 M 2% 1
LDL-C SZ &35 . Wi b AR X LDL-C By 45 B, #F
i 1AL 1 7% LDL-C KT @ 55 A BF 58 E 52, ik
5 B 4 B B B PCSKO /K E B W FH 5. Ik
PCSK9 &5 T HR W W & A= & R b 72, ml DL 3 2o 17
il PCSKO 1143 3 I8 17 i % W V3 Bt DA T o I ot b 7K
U AR g A T g B DR R AT B Rt A A 4
I =60 % KM R R FE =10 4F L] . TG 1 LDL-
C 7K B J & F SR 4l R 4 (P <<0. 05) , 11 P 41 )
P51 . BMI=23 kg/m” ] .FPG.2 h PG.HbAlc,
SBP.DBP.,TC fl HDL-C /Kt 45, 2 % R& it % &
X(P>0.05), ZHZE 58 &I PCSK9 /KFF+ &
2 B PRI I 2 ORI A8 s 722 1 it ST A I PR 3R L 5 SOk
(11 RGBSR —3. B0Ah PCSK9 KF 1 k5
KM AR 0 & A KRG —E R, A EL
A T E— 2B 9Y . ARWFIT IR & B Y 1l PCSK9 /K
oA 112, 71 ng/mL, Hoaz W K 45 s A8 1Y R BUE
72.8% RS R 86. 4%, AUC K 0. 857, HAT 5 & Y
ZWIELRE , T R X o R O A TR B — 2 T R A
5%,

vWE 32 2230 2 175 5 0 /N 9 3 1 AR 2 At A4
TE B s LA K /N M A I A5 P9 R T 28 B AR 4R T S
i A8 TE B, LA K R i A8 6 AR B R AR R . I A
N 7 20 B B 45 ) AR Wei-Palade /MABE IR 2
B vWE, [ B IfiL 45 56 IS 8 1 2% 2%t ol PN D2 2 i ML
B S BON B A0 A AR vWEN R IR, vWE
ALY I /MR B AZ AR 25 G S B /N R 5 N R 40 i G
RAF o 380555 /I AR L 2 O R B R AR B g 4 R
T -2 TR FR 9 4 IS vWE 2K O B i T i B X IR
209 H & B I A 9% 28 3G 97 HI S L3S vWE JK S
R T Bl PR 4, BB vWE 5 2 U AR 95 A
KA AR TE B HAT B VIR R, 5 SCmk[ 14 4l 2 &Y
Wi PR I & R IR AR B E vWE K 8@ TR G
FERIM A WA BE L IE — 8. AR R BRI
T vWF K TF 8 2 K 0% 28 & A 09 4l 7 1 6 R
RLOEEE R R B, 20 KR 5 80 8N
S R0 AR SRR ) vWE ZKSE T . R i /N 1 2
FRFER A 45 1 A1 0F I35 905 8 I T B . AR WIF 9% 245 4R o
W PR R LK vWE S 22. 39 pwmol/L i, Hi2 Wk
MR AR 0 RABUE R 71. 7% 7R 82. 2%, AUC
0. 821, ULHAIML Y vWF 7E T 2 BURE PRI - & K i
B AR T BT B R I BRI RE

apoM J& —Fh B % 5 M5 it 45 & 19 25 11 5, B A%
LA R e S R AN N R el S NN A R S i e
HOtEmEB S5REAZKES A, 2 505 AR iE
L) R SE R apoM J& HDL-C 4 5 1
P 5, %5 HDL-C (A B H A P8 5 1E L DA 52 il B
BRI . A B 5T 45 R o, 2 DR R R 41 iE
apoM 7K B A T8 BE X FR 4, IF H & 8L K & W
A2 LT apoM 7K - W S A1 T 2R 4l % PR 4, 69T IS
P23 BRI apoM ZKSE (9 i ] apoM 2 5
W PR g Jo A3 0 045 s A8 T ik B . AS I 5T 4
R, ML apoM ZKF- T & 2 B RS I & K i 4
W58 B AR R L SCRRC 17 J9RE , MUK apoM [ AR 2
IMT 32 0 fa 6 A & L s S5 5 ik 52 B apoM 7K -
T 4 /s BRURT LA sk 4 3l ik o B B Ak 09 % B, Ak
apoM X 2 Jik ot K 6 4k B A 4R /R Y . AR HFSE 4
J R L KM 5 A8 41 1ML apoM 7K - B g AIK T 54
BE PRI A IR YT S5 AL IS apoM 7K #5367 i B 12
Fh i R ML 95 78 20 1T apo ML 7K - A7 ¢ B0 4l M IR o
AR . DL apoM X B 5 AR i 25 L A 3 ik ks ke i 1k 2L
A O RV S 2 BOBE PR I & K A AR Y R
P F, AR AE R R, I apoM R 8. 00
pg/mL PN 2 AR PR I A& K4 0 A2 1 R U R
70. 7% FERE R 83. 1%, AUC & 0. 828, it B 1 35
apoM Ji 2 HUBE PRI - K K45 e AR 1) IO 48 b . AR
fFF 58 45 S R L BECA R IU IL 3 PCSK9 . vWF l apoM
IKEAE 2 B PR IF & K4S 6 AR A 32 B AL RE A
e bR R, MR E N 89 1M R E N
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90. 7% UL B 3 TUFE bR AE TN K I A 6 A2 1T EL A A
HANFERIVE . B 08 £ 55 12 W 3 fe  H 2L AR AL ) 2
E—2B 5 . AW G R R Y 3 48 AR K R
SRR B X 2 RUWE PR AR B R A R A e AR B A R
AR S R T3 2 fR AR 5 R B — 20 IR YT R A
it — oY .

25 b Ar ik ,PCSK9.vWF Hl apoM £ 5 71 2 Bk
PR I S R LA A8 1 e R L 3 TLEE B R A A T X 2
W 2 TR R I S K I 45 e R HAT B R 12 BT AR .
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