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ABSTRACT
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monocytes and sera soluble CD40L (sCD40L) changes in patients with unstable angina.
patients including 20 with SA( 8 patients by PTCA), 20 with UA entered in this study.

was analyzed by indirect- immonofluorescence flow cytometry and sera sCD40L levels were measured by ELISA.

Coronary Syndromes, Acute;

Atherosclerosis;  Angina, Unstable;  Patients

Aim To investigate the clinical implications of the expression of CD40 ligand ( CD40L) on peripheral blood

Methods 16 normal controls and 40
The expression of CD40L on monocytes

Results (1)

The expression of CD40L on monocytes in UA were higher compared with SA and controls ( P< 0. 01), while no significant differ-

ence was found between SA and controls( P> 0. 05) .

compared with patients with SA and controls( P< 0. 01) .

(2) Patients with UA had significantly raised sCD40L sera levels when
Values also differed significantly between patients with SA and conr

trols.  (3) PI'CA induced a marked rise in sCD40L levels in all patients, while the expression of CD40L on monocytes showed no

significantly difference between patients with PTCA before and after.

sera concentrations and the number of complex lesions(r= 0.54, P< 0.01).

ed with disease extent and range. Conclusions

(4) A significant correlation was observed between sCD40L

sCD40L, however, was not significantly associat-

The enhanced level of serum soluble CD40L may play an important role in

coronary plaque instability and disruption, and may represent a marker of coronary disease activity.
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1. SEEKREREE(x T

Table 1. Characteristic of the study groups
Index Control group  SA group UA group
n 16 20 20
Age (years) 51.0%10.4 62.4%8.4 59.7%11.3
Sex (men/women) 12/4 18/6 13/7
Smoking (%) 21 23 47.1°
TC (mmol/L) 4.9%0.8 5010  51%0.9
HDL (mmol/L) 1.2%0.5 1.030.4 1.1%0.7
TG (mmol/L) 1.5%0.7 1.7%0.5 1.6%0.9
Drugs (%)
Calcium antagonist 0 19 26
Nitroglycerin 0 13 21
ACEI 0 9 8
B-blockers 0 82 78
HMG-COARI 0 61 64
Asprin 0 ) 93

b, P< 0.0l compared with control and SA group.

2.2 1LEREEBEMBZMETRIA CDLO0 Bk R I17E
LA M CD40 B iRk E

%40 A B 1 2R A CDAOL J% I3 sCDA40L 7K
L3R 2 (Table 2) » A WL UA ZH1f13% sCD4OL 7K *F- 1
BE T SA 4RI FRZL(P< 0.001), SA 41t #%t iR
HE(P< 0.01) o UA ZH I 54% 40 il % 3% CD4OL 3]
B SA FIXF R R (P< 0.001), SA 5% MR ZHAH B
TER. * 3 (Table 3) 7 6 5l SA FH#F AN UA
J&, L% sCD40L /K ~F f28 4k, o
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Table 2. The monocytes expression CD40L and sera sCD40L

CD40 BZ A& Fn

levels among control and patients with angina

Groups sCD40L (Hg/L) CD40L (MFI)
Control 3.87%0.13 12.8%3.6
SA 51110 14. 0 4. 2°
UA 13. 6 3. 2¢ 27.4 %5, 8

a, P>0.05 b, P<0.01; ¢, P< 0.001; compared with control group.
d, P< 0.001 compared with SA group
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Table 3. The changes of sCD40L levels in patients with SA
developing to UA

x4 RERLKBEEZEFRNIKEEARE ARG L
FE AR M CD40 BL i K I B 4% 40 B 3R5E CD40 Foiiry e 4k
Table 4.  Sera sCD40L levels and CD40L expression in mono-
cytes before and after PTCA ( n= 8, x Ts)

Groups sCD40L (Hg/L) Parameter Before PTCA After PTCA
Patients with SA 5.12%1.33 sCD40L (Mg/L) 4.277%0. 14 8.06*1.51°
SA developing to UA 9.72+4.17° CDAOL (MFI) 13.533.6 12.713.9°

a: P< 0.0l compared with SA

a: P> 0.05 b: P< 0.01, compared with before PTCA.

sCMO0L. (ng/L)
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The correlation between number of complex lessions and sCD40L
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FaE 515 FIBUR LI - 38 4%, B 78 A Bl T 1 50
Wb, AR —E BB, B TAER it — 2B RN .

&3 ik
[1] Laman JD, Desmet BJGL, Schonevld A, et al. CD40-CD40L inter

Immunol Today, 1997, 18: 272277
[2] Schonbeck U, Mach F, Sukhova GK, et al.

actions in atherosclerosis [ J] .

Regulation of matrix
metalloproteinase expression in human vascular smooth muscle cells by
T lymphocytes [J].  Circ Res, 1997, 81: 448454

[3] Mach F, Schonbeck U, Bonnefoy JY, et al.  Activiation of monocyte/
macrophage functions related to acute atheroma complication by ligation
of CD40 [J].  Circulation, 1997, 96: 396399

[4] Shah PK, Forrester JS.  Pathophysiology of acute coronary syndromes
[J1. AmJ Cardial, 1991, 68 (Suppl C): 623

[5] Mach F, S chonbeck U, Sukhova GK, et al.  Functional CD40 li-
gand is expressed on human vascular endothelial cells, smooth muscle
cells, and macrophaes: Implication for CD40-CD40 ligand signaling in
atherosclerosis [ J].  Prac Natl Acad Sci USA, 1997, 94: 1931-936

[6] Mach F, Schonbeck U, Libby P.  CD40 signaling in vascular cells: A

key role in atherosclerosis [ J] ? Atherosclerosis, 1998, 137 ( Sup-
pl): S89595

(71 &), RES, Bell, %
CD40 F1 CD4OL FsZm [ J].
(2): 127-129

[ 81  Aukrust P. Muller F. Ueland Thor BS. et al.

4 B IR -6 N B A% 40 i Rk
¥ —F EKFFIK, 2001, 22

Fnhanced levels of
soluble and membranebound CD40 ligand in patients with unstable an-
gina [J].  Circulation, 1999, 100: 614620

[9] LeeY, Halee W, Chollee S, et al. CD40L activation in circulating

platelets in patients with acute coronary syndrome [J].  Cardiology,
1999, 92: 11-16

[10] Mach F, Schonbeck U, Galina KS, et al.  Reduction of atheroscle-

rosis in mice by inhibition of CD40 sinalling [ J].  Nature, 1998,
394 (9): 200-203

(32 2001-02- 10 W 2, 2001-09-24 & [F])

(B W F)





