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[ ABSTRACT] Aim To investigate the sCD40L levels in acute coronary syndrome and stable coronary heart disease and its

relationship with serum lipids.

ble CD40 ligand (sCDA4OL) .

Methods Enzyme linked Immunosorbent Assay ( ELIA) was used to measure the serum solu-
Results sCD40L level was significantly higher in patients with acute coronary syndrome (3. 17

£2.84 Ug/L) than in control (1. 19 £1.05 Vg/L, P< 0.01) and in stable coronary heart disease patients (1. 61 £1.46 Ug/L,

P< 0.05).
HDLC (r= - 0.253, P< 0.05).

Soluble CD40L level was significantly related to TG (r= 0.23, P< 0.05),

apoB (r= 0.248, P< 0.05), and

Conclusions This study showed that sCD40L level was elevated in ACS, suggesting the

possible relation of CD40L to the pathogenesis of ACS and it may save as a potential marker of plaque stability.
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Table 1.  Clinical characteristics of three group.
Tdes iy o

(n=30) SCHD (n=23) ACS(n= 27)
Age( years) 51.3%£15.6  61.0%7.1 62.0X8. 19
Sex(M/F) 20/10 17/6 19/8
BMI( kg/m?) 22.49%2. 14 23.66%2.14  24.07%2.52
TG(mmol/L) 1.21+0.35  1.68%1.17 1. 56 10. 80
TC(mmol/L) 4.3910.98  4.6910.85 4.53%1.10
HDLC( mmol/L) 1.28%£0.51  1.16%0.27 1. 15 20. 30
LDLC( mmol/L) 2.5610.97  2.78%0.80 2. 66 0. 89
ApoAl(g/L) 1.31%0.26  1.32%0.20 1.16 0. 16
ApoB(g/L) 1.03£0.45  1.04%0.28 1.36 0. 43
BUN(mmol/L) 6.8916.34  5.16%1.51 6.43 12.28
Cr( Hmol/L) 109 £24 106 £27 121 £37
UA(Hmol/L) 358 £101 345197 409 £132
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Figure 1. Boxplots of sCD40L distribution in three groups.
The lines from top to bottom represented 75th percentile, median and 25th

percentile respectively, * : extreme value, O: outlying vlaue.
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Table 2. Linear relation between sCD40L and lipids.
TG TC LDL HDL  APOA1 APOB
sCD40L  0.230° 0.001  0.005 - 0.253" — 0.110 0.248"
TG 0.374*  0.116 - 0.214 0.192 0.365
TC 0.788"  0.155 0.335" 0.396"
LDL -0.024 0.207 0.170
HDL 0.396" - .094

a: P< 0.05; b: P< 0.01.
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