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[Abstract] Objective: To investigate the role of sulfotanshinone sodium (F}Z§8) for treatment of acute
cerebral infarction (ACI) and its mechanism by accessing the expression of adhesion molecules of
polymorphonuclear (PMN) cells. Methods: Eighty adult patients with ACI were randomly divided into
sulfotanshinone group and control group according to double-blind, randomized and controlled study.
Sulfotanshinone sodium (2 ml) dissolved in 250 ml of normal saline was intravenously dripped once a day in
sulfotanshinone group (# = 65), while water injectio (2 ml) in 250 ml of normal saline was intravenously
dripped once a day in control group (#n=15), the therapeutic course being 7 days. The percentages of CDl1a,
CD18 and CD18/CDl11la (LFA - 1) expression originated from PMN cells were measured with indirect
immunofluorescence and flow cytometry, cellular ultrastructures of PMN cells in peripheral blood were
observed by a transmission electron microscope before and after treatment and the two groups were compared.
Results: Sulfotanshinone sodium could obviously decrease the numbers of immunopositive CD11a, CD18 and
LFA -1 cells in blood. In comparison between the control group and the treatment group, the ultrastructural
changes showed that the following items were more marked in the former group than those in the latter group:
decrease in cytoplasmic electron density, dilatation of endoplasmic reticulum, breaks of mitochondria cristae,
enlargement of perinuclear space and increase in karyoplasm proportion. Cenclusion: Sulfotanshinone sodium
may inhibit the expressions of CD11la, CD18 and LFA - 1 adhesion molecules on the surface of white blood
cells, prevent the adhesion of the cells onto the endothelium of microvessels and play a protective role on nerve
cells in cases with ACI.
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