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Clinical significance of soluble CD163 in acute coronary syndrome patients

Li Qing, Liu Xin, Lin Lin, Yan Rui, Wei Jin ( Department of Cardiology, Second Affiliated Hospital of Xi’ an Jiaotong

University, Xi’ an, Shaanxi Province, 710004, China)

[ Abstract ]
patients with acute coronary syndrome ( ACS) and its clinical significance. Methods A total of 672 patients
with ACS admitted to the hospital from February 2013 to December 2014 were enrolled, and 305 healthy
volunteers were taken as controls. Blood samples were obtained in 24 h, 72 h, and 30 d after ACS. ELISA

Objective  To investigate the expression of serum soluble CD163 (sCD163) in the

was used to determine the expression of sCD163. The correlation between sCD163 level and Gensini score was
evaluated. Results The patients with ACS showed higher expression of sCD163 than the controls in 24 h,
72 h and 30 d after ACS (P <0.05). Furthermore, serum sCD163 level was positively related with the
Gensini score (P <0.05). Based on the ROC curve, the boundary value of sCD163 was 651.5 ng/mL. The
sensitivity and specificity of sCD163 in diagnosis of ACS were 85.40% and 91.52% , respectively. The area
under the ROC curve was 0.931 3. Conclusion Increased serum sCD163 level may be an early predictor of
outcome in patients with ACS.
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WA B E, s B i e R D Rz i 78 Be vy, ¥
J& A B BeVE 4y ) S R Gensini 1743, 2R PE4)
F 24 A 28 56 10 A B DT 37 BF 4, e 2 45 3 B
FE,
1.5 %t o

K SPSS 18.0 GEit 4, Bl Ll v =5 Fon , 241
B () FL 3R LN 2 7 229011, sCD163 7KF- 5 Gensi-
ni P43 [] 1 5C 22 2R Spearman 8 PEAH M3 #r o Al
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ZIAR R B A ACS Z AT BR A Ry — 402 P AR
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F1 ACS BATXRA—RER

20 31 n (%) P/ Z)  WAE(E])  BMI(kg/m®) e I LA CK(U/L)
ACS 4
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Xof B2 305 59.2 £14.3 181/124 150 25.8 3.3 68.9% 102.3 +31.9
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®3 ACS RERBKEZRRMEXEST

. . " prifEfk
HGHE  OR 95%CI  [IFARE S PAg
sCDI63  1.018 1.04~1.45 0.0180 0.357  <0.001
LDL  1.062 1.23~1.34 0.0619 0.233  <0.001
HDL  0.966 1.03~1.92 -0.0340 -0.012  <0.001
BMI  1.019 1.23~1.35 0.0186 0.330 0.023
WK 1.064 1.09~1.43 0.064 2 0.490 0.042
BIMJE 1.055 1.08~1.57 0.0547 0.440 0.037
MH[EEE 1.034 1.20~1.44  0.0340 0.340 0.015
3 itie

B DK RERE Ak 2 TR 06 B R SRR ST AR AR ST
KIR sCD163 A L& 35471 5h ik s ke B Ak i 1 150
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T K 55 1 A4 ) 88 BV T BR R AR B Pl SRR
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DI — % S ZmEm 1 Rx" . ®mE,
sCD163 i i 430G AN 95 S5 75 5, s iR bt R A
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sCD163, 7 5 /0> g K& & ~1 JA) I 50 4% 41 B 5t 3¢ T
sCD163 {2615 W B TH s> | 9 5 S bk 3 bk ) e 4 7
5 S OE A O, B s R I A1 ] o S A% 41 i sCD163
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AR, FLAEHE PR I R0 10055 o B 2 1) T s S i
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Wt ACS 1 R G Ky 85. 4% , ¥ 5 K 91. 52% , ROC
th<k R AR 0. 931 3, H Logistic [A] )93~ sCD163 J&
ACS B—ANIEAHCAERR R 2R o ax el SRR T A
ACS BE 1175 sCD163 A& X5 T KM ACS &Y
W IE B IZ W B —E S B MME . AR LT Y HTR
FHE ACS 12 W48 br WLES 35 11, sCD163 5 56 Jhkope 75 12
JE 2 E T H A SRIE A G, X — RS2 U e L
FEAE AR B WS & A B A 1Y, [FIi} sCD163 7 ST
B E AL URESE AR ST Brf s B0 IS AR E
DGR B T e R B B AN AR [A], 33X — ¢ A s T
L HENZWHE— D EE R AN T, GRS B X 43IE ST Bt
fa s AL U AE R ASRR e B0 208, D R R T2
ST RIS E A —E NS E N E.
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UL IMEA RS, A5t A 45 2R AT fg 5 ELSE
15 OUAETE—E VL N R 22, Ak Edk T 2t K
FEARIBESE, Ry sCD163 i FH T ACS 1 [ 35 112 B il
Joa 1 FI AT T U S A A
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