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Change of TLR4 in patients with acute coronary syndrome undergoing

selective PCI and intensive atorvastatin treatment
Hu Zeping' Wang Bangning' Li Jiajia® et al
(' Dept of Cardiology *Central Laboratory The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective
syndrome (ACS) undergoing selective percutaneous coronary intervention (PCI) and intensive atorvastatin treat—
ment. Methods
tive PCI and 20 healthy subjects as controls were enrolled and the TLR4 levels of their peripheral blood CD14 *
cells were detected. Then these patients were divided into routine-dose atorvastatin group (RD group) and inten—
and the TLR4 levels after 4 weeks were detected. Results (1) Compared
with controls the TLR4 levels in ACS patients were significantly higher and the levels of TLR4 in AMI and triple

To investigate the change of Tolldike receptor 4 (TLR4) in patients with acute coronary

Twenty patients with AMI and 55 patients with unstable angina pectoris (UP) undergoing selec—

sive-dose atorvastatin group (ID group)
branch lesions groups were significantly higher than them in UP single and double branch lesion groups (P <
0.01). Correlation analysis and stepwise multiple linear regression showed that ACS category Gensini scores and
branches of coronary arteries lesion were were positively associated with the levels of TLR4 (P <0.05). (2 After
the levels of TLR4 total cholesterol (TCH)
and triglyceride (TG) decreased and high density lipoprotein cholesterol (HDL-C) increased significantly in ei-
ther group (P <0.01) compared with RD group the TLR4 levels TCH and LDL-C in ID group were ignificantly
decreased and HDL-C significantly increased (P <0.01). Conclusion The TLR4 level of peripheral blood

CD14 " cell is closely related with ACS and the severity of coronary artery lesion. Intensive atorvastatin treatment

treatment for 4 weeks low density lipoprotein cholesterol (LDL-C)

can decrease significantly TLR4 level of the patient with ACS undergoing selective PCIL.
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