B EZ 5 2015 4 5 A% 12 %% 10 %] Lab Med Clin, May 2015, Vol. 12, No. 010

AEFESEMBREXIE ST REFEERESIEEEME
sCD40L ByE = 57

HAB(ETRFTANRPEREAFAA 402160)

[HE] BH HEHARAANZTAUBTHRECHES LFTERG @ LIR 40 Btk (sCDLOL) K F ¢4 %
AR EZREANEETBCR, MG LERRFHFGLARBSLAS, Hik MALRZRCLFEAFH
2014 F 1~8 Adkit g 128 B A CHmBEL L FPREZHACKASAP) 246 A [ A HMMLs A [a. [ ba,.Fu
36 4, JF STER#EZHA LM AMRLESMENST-ACOS6 # A4 M4 ;KL rmpsh Da, b, £ 28 4,34 F 300
mg AHERARBSTE»NL T HFHMNT 75,150 mg/d.7d A 1 74, SIREMREMEESRE 30 0] A 4 E xR
MRS RBART ST, KRABKEARMREMNE ST AN Z 24 hoA2HE 5 dhiF sCDIOL K F.
R OB 440 sCDAOL R AR S T ETBA, 14 sCDIL FHERESTIA.2ZFHHLEITFEL
(P<<0.05); T4 . 4% # 24 hFe 25 /5 sCDAOL ¥R BEW 2K FIR B AT (P<0.05 ., Ja. [ b fih® 24 h#
MR 25 )6 sCDAOL K-F ¥ 2T La. I b (P<<0.0D ., Fit JwiEHF mF sCDIOL K-F & T RAF,RA
FUb A E A ) o B E AL, AR 7 sCDAOL ARF, 55 A7) F A kA T 475 L R A bn, 3t T SAP 49 %) L 2 # 3%,

[xgRA1 Bok; Aw#EF; @oF sCDIOL; hlREH

DOI:10. 3969/j. issn. 1672-9455. 2015.10. 031 #k#rEM:A X EHS:1672-9455(2015)10-1411-03

Effects of different dose of clopidogrel on serum sCD40L levels in patients with with non-ST-segment elevation acute cor-
onary syndrome GAO Zu-ling (Department of Nephrology , Traditional Chinese Medicine Hospital of Yongchuan
District ,Chongqing 402160 ,China)

[ Abstract] Objective

with coronary heart disease for determining the most appropriate dose for clinical treatment of coronary heart disease

To explore the effect of different dose of clopidogrel on serum sCD40L levels in patients
and preventing cardiovascular adverse events. Methods A total of 128 coronary heart disease patients were selected
randomly in this study from January to August 2014,72 patients with stable angina pectoris(SAP) were assigned into
group | .then divided into group [ a, | b,36 patients in each group. A total of 56 patients with non-ST-segment ele-
vation acute coronary syndrome(NST-ACS) were selected into group [l ,then divided into group Il a, [[ b,28 patients
in each group. Group [l a, [[ b were gave maintenance dose of clopidogrel as 75,150 mg/d respectively after giving
loading dose clopidogrel as 300 mg/d,seven days as a period treatment. A total of 30 healthy persons were recruited
into control group,and didn’t gave drug intervation. Enzyme-linked immunosorbent assay were used to detected the
serum level of sCD40L before treatment, during 24 h after giving loading dose of clopidogrel and after treating 5
days. Results The average concentration of sCD40L in four groups were all higher than that in control group (P<C
0. 05) ,that of the group [l was higher than that of group [ (P<C0. 05). The level of sCD40L in group I and group [l
during 24 h after taking the load dose of clopidogrel and after taking drug was significant lower than that before tak-
ing drug (P<C0. 05). The sCD40L levels in group | a, | b during 24 h after taking the load dose of clopidogrel and
after taking drug were significant lower than those of group Il a, [ b (P<C0.01). Conclusion Serum sCD40L level in
patients with coronary heart disease is higher than that in healthy population, clopidogrel could inhibit platelet activa-
tion, reduce serum sCD40L level, the inhibit effect of load dose of clopidogrel is sure, the inhibition effect of it is
stronger for SAP.
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