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The Effect of Qi-enhancing and Stagnation-removing Therapy on EPCs Mobilization
and homing in PCI Perioperative Period
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Abstract Objective:To observe the effect of Qi-enhancing and Stagnation-removing therapy on EPCs mobilization and homing in
PCI perioperative period. Methods: A randomized, double blind, placebo controlled trial was conducted. A total of 64 NSTE-ACS
patients who received PCI and belongs to Qi-deficiency and blood-stasis syndrome were concluded in this study. Patients were ran-
domized into Shen Yuan Dan(SYD) group (n =33) and the control group (n =31). The control group was given conventional
western medicine treatment + placebo, on that basis, the treatment group was given SYD. Using flow cytometry instrument and
ELISA method to detect EPCs count and VEGF levels of the two groups before and after elective PCI 3 points ( preoperative and
postoperative 24 hours, after 1 week ) . Results; Before treatment,the EPCs count and VEGF level were of no statistically significant
difference between the two group (P =0.35,P =0.48). After treatment,the EPCs count in the peripheral blood and VEGF levels
increased in both groups (P <0.05). While SYD group had higher VEGF than the control group. After treatment 7 d and 24 h,
EPCs count and the level of VEGF in the peripheral blood of the two groups had no significant difference (P >0. 05) . Conclusion ;
Shen Yuan Dan in patients can promote bone marrow EPCs mobilization and homing in patients with NSTE-ACS PCI in periopera-
tive period,it may be related to boosting VEGF levels.
Key Words Coronary heart disease; Shen Yuan Dan; Perioperative myocardial injury( PMI) ; Endothelial progenitor cells
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