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Effect of emodin on secretion of INE , IL-1, IL-6, and level of intracellular Ca® by
rat peritoneal macrophage
ZHANG Jun, WENG Fu-hai, LI Huiqiang, YAO Zhi

(College of Pharmacy, Tianjin University of Medical Sciences, Tianjn 300203, China)

Abstract Object To study the effect of emodin, the active principle in thubarb on the secretion of
TNE, IL-1, IL-6, and [Ca™ } by rat peritoneal macrophage under different conditions. Methods Hyper—
nomic inflammation models of isolated rat peritoneal macrophage were prepared by lipopolysaccharide exci-
tation and the levels of [Caz+ } and the proinflammatory cytokines TNE, IL-1 and I1-6 secreated deter—
mined by fluorescence spectrophotometry and bioassay. Results Emodin showed a dual regulatory effect
on the secretion of proinflammatory cytokines and [Ca® }. Conclusion It seemed that emodin has a
biphasic immuno-—regulatory effect.
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Beneficial effect of ecdysterone on rat myocardial infarction induced by coronary occlusion
WU Xu', JIN Jun’, LIANG Zi-wen’, SHI Fu-sheng’

(1. Institute of Field Surgery, Affiliated DAPIN G Hospital, Third Military Medical University, Chongqing 400042,
Chinas 2 Department of Cardiology, Affiliated XIN QIAO Hospital, Third Military Medical University, Chongqing 400039,
China; 3. Department of Endocrnology, Affiliated Southwestern Hospital, Third Military Medical University, Chongqing
400038, China; 4. Department of Burn, No. 322 Hospital, PLA, Datong Shanxi 037006, China)

Abstract Object To explore the beneficial effect of phytoecdysone ( EDS) on myocardial infarction
and its mechanism of action. Methods Rat myocardial infarction model was prepared by ligating the left
anterior descending coronary artery, and EDS was injected ip for seven consecutive days. Serum creatine
phosphokinase ( CPK) glutamic-oxalacetic transaminase ( GOT), lactic dehydrogenase ( LDH) activities,
infarct size( IS), coronary blood flow, capillary vessel density and vascular endothelial growth factor
(VEGF) expression were determined. Results 0.5, 5, and 50 mg /kg of phytoecdysone were able to ef-
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