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[Abstract] Objective To investigate the effects of the administration of injection of salvia miltiorrhiza
(48 I 5 W) with differentiation of symptoms and signs on the levels of serum cytokines of patients with
acute cerebral infarction. Methods Forty enrolled patients were randomly divided into two groups.
administration of injection of salvia miltiorrhiza with differentiation of symptoms and signs (A group,
22 patients) and administration of injection of salvia miltiorrhiza without differentiation of symptoms and signs
(B group, 18 patients). After being differentiated, the patients with fever signs and symptoms (#{E) were
enrolled. Patients in both groups received the injection of salvia miltiorrhiza 400 mg in 250 ml normal saline
once every day for 14 days, one therapeutic course. The other treatments were the same. The levels of tumor
necrosis factor-a (TNF-a), interleukin-18 (IL-1B) and IL-6 in serum were measured by radicimmunoassays.
Results The levels of TNF-a (P =0.087), IL-18 (P=0.043), IL-6 (P=0.619) in patients of group A
treated with differentiation of symptoms and signs were decreased in the therapeutic course of 14 days, while
those levels in group B without differentiation of symptoms and signs were not decreased in the same period
(P,=0. 393, P,=0.741, P,=0.470). Conclusion Although the decreased levels of serum TNF-a and IL-6
before and after treatment in A group are not significant, their general tendency is to decrease, suggesting that
the administration of traditional Chinese medicine injection with differentiation of symptoms and signs be very
important that may directly affect the therapeutic effect.
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