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[ Abstract] Objective: To investigate the influence of atorvastatin on heme oxygenase-1/carbon mon-
oxide (HO-1/CO) system and T helper cells (Th) and their cell factors of patients with acute coronary
syndrome (ACS). Methods: Two hundred and seven patients with ACS were randomly divided into
atorvastatin group and control group. Thl/Th2 cell frequencies, related cytokine concentrations in pe-
ripheral blood, and levels of HO-1,CO and lipid were detected before and after treatment of atorvasta-
tin. Results: Lipid levels did not change significantly in the two groups (P >0.05). Levels of HO-1,
CO and IL-10 increased significantly, while Levels of IFN-y and IL-2, and Thl cell frequency de-
creased significantly in atorvaststin group than these in the control group (P <0.01). There was not
statistically significant difference of Th2 cell frequency between the two groups (P >0.05). Conclu-
sions: Atorvastatin could modulate imbalance of Thl/Th2, and promote expressions of HO-1and CO as
well, which can educe protective function to heart and blood vessels including immuno-modulating re-
action, inflammation inhibit, and endothelial function improvement.
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F 1 WALEIT A e Ml AP B (x £5)
Tab.1 Comparison of lipid levels of the two groups before and after treatment
/R 15)%% TC(mmol/L) TG ( mmol/L) LDL-C( mmol/L) HDL-C( mmol/L)
BIFCEAMLITA  RYTHT 104 4.6=0.8 1.8+0.6 2.6+0.5 0.97 £0. 12
b IgE] 4.4 0.7 1.9+0.6 2.8+0.6 1.01 £0.22
Xf HEZH IRITHT 103 4.5£0.8 1.8£0.4 2.7+0.6 1.10£0.15
R 4.6£0.8 1.8+0.5 2.5+0.5 1.08 +0. 14
%2 W4IEITH E HO-1 ,CO Thl/Th2 4 & & H 40 o B F 8 (w0 £5)
Tab.2  Comparison of HO-1, CO, cytokine levels, and Th cell frequencies
of the two groups before and after treatment
41 fi% HO-1(pg/L) CO(% ) IFN-y(mg/L)  1L2(mg/L) IL-10(mg/L)  Thl #i# (%)  Th2 Ji=(% )
PEMRAITAL 104
BITHT 74.1£8.2 6.50 £0. 60 146.2 £41.2 83.7 +31.3 14.7 +4.3 24.69 +7.53 0.71 £0. 19
AT 85.4+9.1V 7,98 +0.80"¥101. 8 +38.2"¥50.3 £28.6V*19. 1 £3.57* 16.20 +5.90"" 0. 75 £0. 21
gl 103
BITHT 73.6£8.3 6.30 £0.70 132.7 £42. 1 81.9+£16.4 15.1+4.1 23.98 +7.01 0.79 £0.23
BTG 75.1£8.3 6.60 +0. 70 131.9 +43.4 83.4 £15.8 14.8 £4.3 24.12 +7.33 0.84 £0.24
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iNOS/NO %%, Fifl NF-kB  TNF-o \ET-1 ,c-myc I
c-fos &K , NIl A AE S 7 ~F- T JUL 40 e 1% 4 A
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