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Clinical value of combined detection of sd-LDL,LPA and hs-CRP in atherosclerosis
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Abstract: Objective To explore the clinical value of combined detection of small and dense low density
lipoprotein (sd-LLDL) ,lipoprotein a (LLPA) and hypersensitive C-reactive protein (hs-CRP) in atherosclerosis.
Methods 150 patients with atherosclerosis in our hospital from March 2018 to February 2019 were selected as
the observation group. Another 150 health examinees in the same period were selected as the control group.
All subjects were tested for sd-LDL,LPA and hs-CRP. Results The levels of sd-LLDL,hs-CRP and LPA in the
observation group were higher than those in the control group. The difference was statistically significant
(P <C0.05). Serum levels of sd-LLDL,hs-CRP and LLPA were independent risk factors for atherosclerosis (P <C
0.05). The area under ROC curve of sd-LLDL, hs-CRP, LPA and combined detection of them was 0. 803,
0.638,0.792 and 0. 877 among which the area under the curve of combined detection was the largest. It is sug-
gested that the diagnostic efficiency of combined detection of sd-LDL,hs-CRP and LLPA is higher than each
single detection. Conclusion Combined detection of sd-LDL,LPA and hs-CRP is helpful to improve the sensi-
tivity and specificity of diagnosis of atherosclerosis. Combined detection which is clinical significance can pre-
dict the occurrence of atherosclerosis more accurately.
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1.2 U5 F A5 ds-LDL 1 LPA 2#{# H
TEE VYT F 2 A 4R AL 4 A 3 4 L 2 BT iU (ADVIA
2400) FEATRLI , hs-CRP fiff FH 48 [ 94 ] 12 ml 24619
4 [ R E R AT A (BN2) #EAT R I, LPA R L
SOILRAEYHEOR B A PR Al 4 Y iR & L ds-LDL
Al hs-CRP fiff FH 78 [ 74 ] 1 B= 2232 W7 7= i A PR 2 A 4
YRS Wl i S Al B S B PR xS
F) 5 Uk BH A5 $ 4R  k IE AT R I, R IR A R [ e vk K
0 HEBR AR R 5 M T 0 DR 4l S 0 v afe 4

1.3 ik MAAWFRXZ 0 0l REUAR Y B, R
££ 3 mL F ki 2o 42 AL B L 1k 15 min J5 L 3 000
r/min .0 15 min, 43 & M, T —20 CKFERT %
L2 S TR sd-LDL,LPA #1 hs-CRP, Frf &
5 I [ 349 7" A% e BRORR) & Ul W1 B B R O Tk R AT L ORR
FH TR — 65 1 3390 [0 B 4G 00, B IR e S5 0 4,
PRI A 0 25 S % Ao M R AT L

1.4 Siitephb3 R SPSS22. 0 48 it 244k 1 vk 47

I EROR R s FoRVALR LR ¢ K
5 s Z % logistic [543 #7 L 5 2l ik o8 A B3 1 52 9
FI52 m PR2 5 ol ol 42 ) ROC il £k, 31 8 4% 38 4R 1
ROC HHZE T AL (AUC) , LB AS [A] 48 b 1) 2R 450 L RF
SR ISWRE, P<<0.05 HZESAHESIEE XL,

2 % R
2.1 PIEHAAKRMAE AR ZS R i WY sd-LDL,
hs-CRP,LPA /K¥F-H 5 TXF R4, H 22 3 B A G

BN (P<<0.05), W% 1,
£1 TFARNSERLEE(TLs)

24 5 n  sd-LDL (mol/L) hs-CRP(mg/L) LPA(mol/L)
M4 150 1.20+0. 34 6.67+2.54 86.91+15.18
X4 150 0.6540.15 4.49+2, 34 45. 74+ 20. 26
¢ 6. 652 2.784 6.015
P 0. 000 0. 000 0.003

2.2 Bk FE A A A R 48 AR logistic 15 23 A
R BIE5E 45 FH DG FE A 5 B0 Ik ok A B K 8 0 A AR DG 3
A 5 ko ok e A b s 1 Sy BRI S £, 4 AH DG HR B o HE 2
w7 Z A K logistic [FIH AT, 45 5 87w, MLE sd-
LDL . hs-CRP.LPA 7K J2& 3 Jik o#5 4 A 4 % 5 1) it 57
fERHE. Wk 2,

F2 BNk B ZHE 4R logistic BIA S

A5 B 8 S.E. Wald P OR 95%CI

sd-LDL 0.077 0.018 18.237 0.000 0.926 0.894~0.959
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