— 1320 — BERERKFZR 2026 £5 51 &5 9 #5 (Journal of Chongging Medical University 2026.Vol.51 No.9 )

GIEWEIE  DOI:10.13406/.cnki.cyxh.004047

WA P O A 93 P 19 £ 4 2 1 SR AR T S5 O JF il
P S v 1 I A 32 W T

% %, BKE
(HEPRERIR AR R — B R A B, FR 400016)

[ E]BR AN AE S H KA I A PG B A 7 1 A& R F (von Willebrand factor, VWF) 55 £F 2 85 4 144 (fibrin
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cholesterol, TC) (H=78.253,P<0.001) . H i =& (wriglyceride, TG ) (H=8.107, P=0.017) K% J& g & 11 IR [E B (low—density lipopro-
tein cholesterol, LDL-C) (H=74.927, P<0.001) . /= % B N8 & (1 IH E%_(high—density lipoprotein cholesterol , HDL-C) (H=7.040, P=
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Value of von Willebrand factor and fibrin monomer in the clinical diagnosis of

patients with dyslipidemia and thrombotic diseases
Chen Ling ,Sht Yongjun
(Department of Medical Laboratory , The First Affiliated Hospital of Chongqing Medical University)
[ Abstract] Objective : To measure the levels of von Willebrand factor (VWF) and fibrin monomer (FM) in patients with dyslipidemia
alone and those with dyslipidemia and thrombotic diseases, and to investigate their value in predicting and diagnosing the progression
to thrombotic diseases in patients with dyslipidemia. Methods : A total of 119 patients who attended The First Affiliated Hospital of
Chongqing Medical University from March to April 2024 were enrolled as subjects, among whom 46 patients had dyslipidemia alone

(dyslipidemia group) and 32 patients had dyslipidemia comorbid with thrombotic diseases (thrombosis group) , and 41 individuals who

underwent physical examination during the same period of time
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(2026-02-26) Kruskal-Wallis H test was used to compare the general characteris-

were enrolled as control group. Related data and laboratory test re-

sults were collected, and the plasma levels of VWF and FM were
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tics and laboratory test results of the three groups of patients. Statistically significant differences were observed in age (F=13.276, P<
0.001) , total cholesterol (TC) (H=78.253, P<0.001) , triglyceride (TG ) (H=8.107, P=0.017) , low—density lipoprotein cholesterol (LDL~
C) (H=74.927,P<0.001) , high—density lipoprotein cholesterol (HDL-C) (H=7.040, P=0.030) , prothrombin time (PT) (H=15.366, P<
0.001), VWF (H=64.804,P<0.001) , FM(H=20.243, P<0.001) , total protein(TP) (H=6.719,P=0.035) , albumin(ALB) (H=33.591, P<
0.001) , indirect bilirubin (IBIL) (H=9.648, P=0.008) , gamma—glutamyl transferase (GGT) (H=11.973, P=0.003) , cholinesterase
(CHE) (F=6.498, P=0.039) , urea (UREA) (H=12.400, P=0.002) , glucose (GLU) (H=7.585, P=0.023) , calcium (Ca) (F=8.913, P<
0.001) , procalcitonin (PCT) (H=13.134, P=0.001) , and C—reactive protein(CRP) (H=11.624,P=0.003).The linear regression analysis
and the logistic regression analysis were performed for the indicators with differences between groups , and the results showed that VWF
was an important risk factor for thrombosis (odds ratio=1.020, 95%CI=1.006-1.033, P=0.005). The receiver operating characteristic
(ROC) curve analysis showed that VWF had a sensitivity of 81.3%, a specificity of 80.5%,and an area under the ROC curve (AUC) of
0.853(95%C1=0.786-0.921) in predicting the risk of thrombosis in the whole study population, while it had a sensitivity of 96.9%, a
specificity of 84.7% ,and an AUC of 0.950(95%CI1=0.898—-1.000) in predicting the risk of thrombosis in the population with hyperlipid-
emia. The chi-square test was conducted to analyze the proportion of FM elevation , revealing a significantly higher rate in the thrombo-
sis group (21.9%) compared to the dyslipidemia group (2.2%) (}*=5.961, P=0.015). Conclusion : Patients with dyslipidemia and
thrombotic diseases have significantly higher levels of VWF and FM than other populations. VWF may be a risk factor for the onset of
thrombotic diseases in patients with dyslipidemia, and measurement of VWF has a good value in diagnosing the progression to throm-
botic diseases in patients with dyslipidemia.
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=i (iglyceride, TG) . 151 % AR 2 11 I [E] B2 (high—density Li-
poprotein cholesterol, HDL-C) .LDL-C . & % [ (total protein,
TP) . 1 # 1 (albumin, ALB) . & Il £& & (total bilirubin,
TBIL) . B #2121 % (direct bilirubin, DBIL) , [} 4% B £1. 3 (in-
direct bilirubin, IBIL) | 7§ % B2 & %t % #% i (alanine amino-
transferase, ALT) | K 2 & R & Ik % #% [il (aspartate amino-
transferase, AST) | Bl 4 % 2 /i (alkaline phosphatase, ALP) |
V-4 R BEFE % Wi (gamma—glutamyl transferase , GGT) \FLER MG
Z( [ (lactate dehydrogenase, LDH) ., H it fi§ /i (choline ester-
ase, CHE) . JK 12 (uric acid, UA) | JR Z (urea, UREA) | JJLIF
(creatinine , CREA) | Il #f# (glucose , GLU) %5 ( calcium, Ca) EE
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Hr R G EA BRI, B T TR B A BR A B ) e B 1K)
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partial thromboplastin time, APTT) | #E 1. & B 18] (thrombin
time, TT) . £F 4 % [ J& (fibrinogen, FIB) ., D- —. & {& (D-
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0.001;Z=-6.749,P<0.001) .TG(Z=-2.469,P=0.041;Z=-2.431,
P=0.045) . LDL~C (Z=-7.854, P<0.001; Z=—6.970, P<0.001)
TR E MR A M 2R G E S
Xob R I i 2 bR A, iR A1 B HDL-C K S AR (2=
2.252,P=0.024;Z=-2.474,P=0.040) . W32,

F1 3A—MBRMLLE (n,%;x £5)

T H XJIREH (n=41) 1iLNEEH (n=46) 120 (n=32) X/F1H Py
P51 0.637 0.727
% 25(61.0) 25(54.3) 20(62.5)
L 16(39.0) 21(45.7) 12(37.5)
AR (%) 54.70 + 14.10 55.90 + 8.90 67.50 = 11.10™ 13.276 <0.001
E i (em) 163.32+9.32 163.40 + 7.81 163.88 + 8.10 0.041 0.960
PR (kg) 64.97 £ 10.87 66.24 = 12.34 64.67 +10.32 0.212 0.809
BMI(kg/m’) 2428293 2472 + 3.64 23.77 +2.59 0.817 0.444
T a, HXRALE FLAS, P<0.0015b, S IR 2H HL 42, P<0.001

%2 3AMASATFHLRM, Py, P,)]

e XFHEZ (n=41) MAE4 (n=46) M2 (n=32) HAH Pii

TC(mmol/L) 3.67(3.34,3.95) 5.16(4.79,5.94)" 5.10(4.44,5.58)" 78.253 <0.001
TG (mmol/L) 1.09(0.85,1.37) 1.29(1.00,2.05)" 1.37(1.00,1.88)* 8.107 0.017
LDL-C(mmol/L) 1.85(1.60,2.07) 3.32(2.84,3.87)" 3.20(2.93,3.64)" 74.927 <0.001
HDL-C(mmol/L) 1.22(1.10,1.47) 1.23(1.13,1.48) 1.09(0.95,1.35)™ 7.040 0.030

e ca, S0 HRAL HLEL , P<0.05;b, 5 IMARZ 4L, P<0.05
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M VWE B i Fh i (£=2.527, P=0.034; Z=7.705, P<0.001) ; 5 0.001) .IBIL(H=9.648, P=0.008) .GGT(H=11.973, P=0.003) .
Xt B 2H R 20 He s, FM7E IR 2 B v (Z2=2.954, P=0.010; CHE (F=6.498, P=0.039) . UREA (H=12.400, P=0.002) .GLU

£3 SEBMIEXIEROLRIM,(P,,P.,)]

LD X AL (n=41) IiAEZH (n=46) M4 (n=32) HAE P
PT(s) 11.10(10.80,11.50) 10.70(10.40,11.05)* 11.80(10.70,13.20)" 15.366 <0.001
APTT(s) 27.40(26.45,29.10) 27.20(26.05,28.70) 27.70(26.00,31.10) 1.322 0.516
TT(s) 18.05(17.70, 18.50) 18.10(17.30,18.35) 18.00(17.40,19.10) 0.180 0.914
FIB(g/L) 2.76(2.50,3.28) 2.63(2.55,3.13) 2.89(2.36,3.85) 0.270 0.874
D-dimer( wg/mL ) 0.64(0.22,2.77) 0.23(0.14,3.98) 0.88(0.46,1.92) 2.363 0.307
VWF(%) 127.00(95.00,162.50) 36.00(24.25,70.25)" 178.50(142.25,249.00)" 64.804 <0.001
FM(g/mL ) 2.59(2.11,3.35) 2.27(1.67,3.03) 3.86(3.01,5.50)® 20.243 <0.001
1 a, SR HRZH LEL, P<0.05 b, 5 AR 4H 4, P<0.001
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(H=1.585,P=0.023) .Ca(F=8.913,P<0.001) .PCT(H=13.134,
P=0.001) .CRP(H=11.624, P=0.003) 7E 3 £1 |i] 25 S 4 G i 2#

21 (] PR LA 8 s, 55 0 LA R i Al 4 bl i A A Y
TP ALB Fl Ca 7K - BEAG, 1M UREA K- TH i, 22 6 58
g5 X[ TP: 2=2.318, P=0.020; Z=2.269, P=0.023; ALB: Z=
-4.829, -5.393, 14 P<0.001; UREA: Z=3.496, P=0.001; Z=
-2.557,P=0.011; Ca:1=-0.476, P<0.001;1=—3.035, P=0.012] ;
55 %F BALH A AR 20 b g, iR 40 B CRP B 8 Tt 5 (7=4.584,

0.177~0.732)].LDL~C 5 TC[r=0.877, P<0.001(95%C1=0.828~
0.913)].VWF 5 PT[r=0.508 , P<0.001(95%CI=0.360~0.631)].
PT 5 CHE[r=-0.576 , P=0.001 (95%C1=-0.775~-0.272) ] . PT
5 CRP[r=0.534, P<0.001 (95%C1=0.270~0.772)] . VWF 5
CRP[r=0.630 , P<0.001 ( 95%CI=0.406~0.782)] . TP 5 ALB
[r=0.558 , P<0.001 (95%C1=0.420~0.671)]. TP 5 Ca[r=0.613,
P<0.001 (95%(C1=0.425~0.750)]. ALB 5 Ca[r=0.539, P<0.001
(95%C1=0.331~0.698 ) | . UREA #l CRP[r=0.707 , P<0.001
(95%C1=0.476~0.847) J#H K R B X IH>0.5,

P=0.013;7=4.713, P=0.016) , (E X M 21 5 1ML A5 41 2 5 e &t i 99 &

ST g 0 B LE AR 1L B LRI R 4L GG 775 (2= boBBueEEn880EE (3R

2.871, P=0.012; Z=3.076, P=0.006) , {F1 fi. & £HL A1 1 b 2 2 57 = | I::.:.: H0

Togeit2# 8 3 5 AR Fe AL, AR 40 () CHE (1=-2.924, P= E[f)’ﬁ:cc |

0.005) . PCT (Z=-3.507, P=0.001) 4 B & B A ; 5 1 jg 4 Lk TC 0.5

B, M4 AY GLU T (Z=-2.715, P=0.020) ; 5 % e 25 Fl 1 w\Ia)E

e 41 L B, i i 4 9 IBIL T (Z=-2.483, P=0.039; Z= FT¥£ 0

2,923, P=0.010) , {5 B 251 1 1 44 26 2 5 T 56 325 2% X ax

W4, sl —

2.5 BFFRARAT AR K ST UREA 0.5

THRAEAE 22 57 1 45 A DF ST AR 47 1Y Pearson AH G R4, 44 (CIL{IPJ
R 2 s, Hdp 4R 5 CHE[r=-0.639, P<0.001(95%Cl= PCTHI _1.0
-0.810~-0.369)]. HDL-C 5 PCT[r=0.505, P=0.004 (95%Cl= B2 KHRIEMNEXESTRE
£ 4 SEEN HKERBIFAILLEIM,(P,,P,) ;x £5]

S XFREZ (n=41) I fE4 (n=46) M4 (n=32) H/F A4 Pii
TP(g/L) 73.00(70.50,75.00) 73.00(71.00,75.00) 69.00(66.00,75.75)™ 6.719 0.035
ALB(g/L) 45.00(43.50,46.50) 45.00(43.50,47.00) 41.00(36.00,43.75)™ 33.591 <0.001
TBIL( wmol/L) 13.70(10.00,17.40) 14.60(11.25,18.80) 12.00(8.63,18.78) 2.548 0.293
DBIL(mol/L) 4.80(3.75,6.30) 4.00(3.45,5.45) 4.05(1.98,6.38) 2.683 0.261
IBIL( pmol/L) 7.50(6.20,11.80) 11.10(8.45,14.55)* 7.40(5.35,11.98)" 9.648 0.008
ALT(U/L) 19.00(14.50,26.50) 23.00(15.00,32.00) 18.50(14.25,29.00) 1.288 0.541
AST(U/L) 20.00(17.00,24.50) 21.00(18.50,26.00) 23.00(20.00,27.75) 5.413 0.067
ALP(U/L) 71.00(54.00,88.00) 78.50(58.25,88.75) 73.00(62.25,89.00) 0.172 0.917
GGT(U/L) 19.00(14.00,28.50) 29.00(18.00,53.00)* 29.50(18.25,56.25)" 11.973 0.003
LDH(U/L) 154.50(130.25,174.00) 161.00(139.50,171.00) 168.50(133.00,197.00) 1.853 0.396
CHE(U/L) 8 806.25 + 1 484.37 9700.69 + 2 284.92 7 865.59 + 1 774.04" 6.498 0.039
UA(pmol/L) 316.46 + 83.66 321.59 +76.68 348.66 + 131.80 1.109 0.333
UREA (mmol/L) 4.70(4.20,5.50) 5.30(4.30,6.10) 6.90(4.50,8.70)™ 12.400 0.002
CREA (pmol/L) 71.00(57.50,85.00) 68.50(56.00,81.50) 72.5(54.25,85.00) 0.991 0.609
GLU(mmol/L) 5.45(5.10,6.23) 5.40(5.00,5.75) 6.05(5.25,7.93)" 7.585 0.023
Ca(mmol/L) 2.39 £ 0.06 2.34 +0.07 2.25+0.14" 8.913 <0.001
Mg(mmol/L) 0.86 = 0.07 0.90 + 0.08 0.86 = 0.09 1.003 0.379
P(mmol/L) 1.05+0.14 1.15+0.14 1.25+0.32 2.547 0.095
PCT(ng/mlL) 3.24(0.13,8.00) 2.19(1.04,4.46) 0.07(0.04,0.20)" 13.134 0.001
CRP(mg/L) 0.92(0.53,3.09) 0.81(0.42,4.72) 7.40(2.08,23.4)™ 11.624 0.003

1 a, HXHBA HLE, P<0.05;b, SR ZH HL# , P<0.05
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2.6 mRgIt @ ARRAG S Al K A R F e B & 6 AT

X L il R A R AR 2, XA ) AT 25 S AR A, SR Rk
I ASE TR A 708 i i) L 2 M R R O AR 22 I ik IR T
(variance inflation factor, VIF) FI & 22 {8 , X 7€ VIF<5 HA& 2
H>0.1 A2l o HeAh , HEBR B 56 B <90% MY A8 4
L0 TE  AF R AR IR, WS,

K F logistic [0 05 43 87 0 26 5 A 550 5, 4528, W3R 6, 1Y
VW J2 Il #4328 XU X 2 (OR=1.020,95%C1=1.006~
1.033,P=0.005) .

2.7 VWF.MCPT TR o0 5 55 & & A ofn Ao sk 9 09 5
M1E,

37 FH VWE $8 AR 5000 4 35 R i A4 e 2 XU, A Sy
81.3%, 157 5 ¥ 1y 80.5%, I £ T i #H (area under the curve,
AUC)=0.853,95%CI=0.786~0.921 ; FUiM =5 1 jig A BE (M B 25
AR ZH ) AR 2B XU, SRR K 96.9% , 45 57 12 0 84.7% ,
AUC=0.950, 95%C1=0.898~1.000, Il P& % fifi FHI 25 3y fok #8 75
SR A U A R AP A B IR A . MCPT S5 Bk 1) 5 43
PEBETIRIET, R, ASHF 58 98 A MCPT S T 438 AR Al

x5 MmigRkEERLZERIEEFEERNER N \ B N
e e - ren IR AR AR 2 A IR, SR FH 249 585 5 BIO6E I BB R cut—off
b 0326 3008 H,HE R T 5555 JFRI/EROC I, A R IR T,
PT 0.392 2.551 3.
VWF 0.481 2078 2.8 34LFM a4 69 thix
M 0.705 1.418 FM 258 ML00G A BR R 9) , A8 HIE I FUEA 2R 5 i
TP 0.222 4.503 T U TH 8 o FEASBF ST GE 3t FM T 0 BB X R4
UREA 0.440 2.274 4.9% , MELHH 2.2%, A& 2K 21.9% , R AR J5 ke 5 430
oLy 0.328 3.047 KB A1 G 241 58 THE (x¥=5.961,P=0.015)
%*6 MmABAS m#ZAH logistic [ I3 53> #7
R % B SE Wald y? P OR OR 1 95%CI
AR 0.012 0.053 0.050 0.822 1.012 0.913~1.122
PT 1.484 0.791 3.518 0.061 4.410 0.935~20.796
VWF 0.019 0.007 7.887 0.005 1.020 1.006~1.033
FM -0.005 0.039 0.020 0.887 0.995 0.922~1.073
TP 0.000 0.111 0.000 0.997 1.000 0.805~1.243
UREA 0.145 0.149 0.942 0.332 1.156 0.863~1.549
GLU 0.306 0.246 1.549 0.213 1.358 0.839~2.198
£7 VWF.MCPTHill e M &mw 4 £ 82 B &
N Bzt an Cut—off & EARE iR RHUE (%) PSR (%) AUC(95%CI)
LB (n=119) VWF 139.5% 0.617 81.3 80.5 0.853(0.786~0.921)
MCPT 2.50 mm 0.551 63.6 91.5 0.757(0.568~0.946)
e ML AHF (n=78) VWF 85.0% 0.817 96.9 84.7 0.950(0.898~1.000)
MCPT 2.50 mm 0.559 63.6 923 0.773(0.581~0.964)
100 1007 100 100
~ 807 ~ 807 ~ 807 ~ 80
S 60 s 60 s 60 § 60-
% 40 % 40 % 401 % 40+
™ 20 ™ 201 ™ 204 ™ 20-
TH B o ¢ ¢ 0

0 20 40 60 80 100
100%—~455 £ %

B. MCPTHi 4= A A

AR 2 A RS

100%-4555 %%
A. VWEFN 4350 A
I A A

0 20 40 60 80 100
100%—455 5 %

D. MCPTH i i g A

AR PR A R

20 40 60 80 100
100%~F555 %

C. VWF i &= M fig A
IR PERIE & A XU

3 VWF.MCPT #ill fn 14 %% & 4 9 ROC #i 2%
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3 3t it

O ML 2 %% (cardiovascular disease, CVD) &4
BRI PRl P ol N S A i i R 1 B 2 g PR AL
YePEZRE Y, ASCVD 4 =Y CVD (e i 0 B
IV o A g A o 45 ) S TR R 9 & i RBE T 1 R
, b SERAE B B 40% LA B, PEAl ASCVD XU Y
LM IEFE bR AUFE TC .LDL-C . HDL-C FI TG, Z#
A3 M % LDL~C BEREAR 1 mmol/L, ASCVD {4 XU
FEAIK 209%~23 %", PR K 22 % ] 5% sk b X %)l g
PR TS MR LDL-C HE72  FE IR IR YT 1 1 2 H xR .
AN AT WORRR IR B R B H AR, B 25 &
FENR 259 FEARWEZE D, AR 2 | AR 2 244 0 A
T IS EEREAR 2 . AT 2259 R 3 63 3 P 3 1 —
LA A A ST o 3910, 2 1 i S BRI 2 3R T
(A ST, B A% 400 o FIEL ) 5275 i O Sk g, i /0 L[] e
A, _E R 20 2 T LDL A2 A, sk il 3 LDL ) fif
R PRI, Al 7T 2525 W) AN (B 8 35 R A M 3 TC
LDL-C FI# AR 2 11 B 7KF, i B 42 B B AR 1L 7 TG
JKEFITH 5 HDL-C K- BbAh My T 2258 B
O IS N R DI RE RN AR SR . by T 2259
n] 3@ i 8 Y — S Ak & A B (nitric oxide synthase,
NOS) [l ik e 35 N Rz 4 Th g . HLRg 30 i 1E % &%
15 NOS mRNA 2 B2 3k, Jf3m ok 4] 3 2 5L 3
P S5 13 Tk 2l it A 0 D 6 % o 8 R B8 TR - X6 2R
1235 00 T JRE P L5458 NOS 1 11 K 41 i i 5 £ 151
B4 R ) = 4 2 5 G O B A G, DT L R NOS
mRNA #3580 N DI EE . i/ N T RE 5 2R
5 5 BB kR RERE AL Y & A RS O TR A, Al T 2
254 AT 8 1 3 PN R 40 A 0 i R T G Rk
FNTIIBE | 22 /N BT 43 A2 2 I /NS % — 4
A ZR0 A R | R AT LS M) 2 A0 5 /DA 1) 4
YRR, AT A4 A B, A Aok BT T 2 2h
) il 3 3 5 M B A L (T S R DB SR A 0 o 5
B Rk D DT 88 27 24k B 7 3 ik R0 I A i, 08
SMLTE R G, R R PURARTE e,

I 5 ) 2 A T A B2 A R [ 2R
] S8, W A R TFAR A R Sk A
ST A K MR ROR R & A
FEde R, A S H T T R A P R D Re R A
LDL-C i i il 45 P9 e 1 A I 45 BE P O B 45 1 41

AR, I 240 i W B AR AR 1% LDL-C 5 T2 i A 4
JL, B 2T W Bl Dk s R AL BREBR R g A% 0> o TG
BHEETE SHM=6EMREAH (trigly(zeride rich
lipoprotein, TRL) H1"® | 4, 45 % A1 2% £ g £ FFLBE
fICRL, >4 TRL 3% = B ] B H2 300407 138 9 B2 A e, 378
i P Rz o Itk A S JikORE R, I A TT REARE 1E i
FIIE AL . ASIIA 2R 2(prostacyclin 2, PGI2) & —Fi il
VANY R kit v Bt O = W S (B = R 7 L BT
1 T UL AH Af 3 5 A VR, HDL RT3 2o £ #F PGI2
BT, RAEDUMAR DI RE . FEADFSR H, 5 XTI [
B, MR ALRN M AR 410 TC . TG .LDL-C ¥ T} 55 ; 5 %t
R ZH A A 4 b, A% 2H B9 HDL-C F&AIX, 5 £ 1
FER M T 25 R — 3

AP R AR M S R AR B FE R TR 2R B A AT
FRBE N, I A A A A B o= ARBF S I
e 4L AR 3 T b 2 4, 5 il =
IIF TR s R — 8. AEAA ST bR, S g4
FeAR, If A 4% TP ALB . IBIL . CHE . Ca . PCT [,
UREA .GLU .CRP F} 5, i B 1 fig 5 5 A HF ik Jig hy
I Mg 2ok A v Dl e A2 246, CRP i
YRR VAR PN B S E S N LI B 0TS o PCT [RIRE 2
PRI A F ) SR ™, AN S 5 RAE S )
PT35Ik I R VIR DG . PCT AT REIE 8
15 JRE 40 B BT AR E A 3T 55 34 A58 () 42 52 T 1L A8
PN EZ 20 B DI B , A1 1AE o /I ) 2R A R RE 1t PR 7Y
PG, TS5 AR B T8 A o ot 0 e e o e o e i
A rp a2 O TURE B B i DL A O AE ) R
JESBEET N EEENZ —, A HRE BRTE
S0P e P G 2 T AT AR RS R8I R g kA
0] Ik 31.8%, il Y R PCT A &t i %
PR FEAB G, AR ALY PCT 5 REAE 1A
AN —F0 o B SRR — 7 T AT g R D R A AR
BEBIRILRRE 22, 7 W B I Z R SRR B L
PEIREREAR , 76 A Be il B 20 & A IR e H 283 Hridge
IGIT 3 73— J7 THI AT RE A= o BB 3 A B I 7R IR T 1)
R B P D) B 15 W A S B S S e B R A
| A2 A R T R I R R AR 2R A0 S 0 2 A5
X R L, Y AR B P I PCT PR BRI . FR
T PCT A2 5 % CRP %, R 7 s 30 1] 2R 1fi 4G 0
AR I PCT REAR, CRPAIAL T 2. PT S BRAME
PEBE I A2, S PEN BE ML D BE Y HZHE A5 . PT 4
FEU SRR ALARAL TR BEIR A . BRI A TE
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R EE N EZ 2, AR, SR s,
I 2 1) PT B, 5548 30 S5 VRIF 98 25 3 A I, (H Al
FFFREEAAR B TRER K AT iR 2iRdT s
BILAAR I Y0 e IR A B, T R PT AE K

FM 2 2T 24 55 1 J5 A B8 00 0 A T, B R A
55K B ST LI, 2 T B WL 6 I 350 5 R R S 1
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S NTE RN FM KA Bl T 50 e 9 A
W& SRR 4518 — 2L

VW & — Bl P S 40 6 0 A2 40 it A B 1 2
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PO I8 5 AR BT ot e b RSO A 5 5 1 S B
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B, VWF J2 Il ¥ & A 19 8 22 XU X 25 (OR=1.020,
95%CI=1.006~1.033, P=0.005) , 5 F: # B4 [
WA — 2, B ROC i & 30, VWE i
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e, RAUE N 81.3%, 18 5 4 80.5%, AUC=0.853,
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84.7% ,AUC=0.950,95%CI1=0.898~1.000.
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