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Level of Anti — oxidative Damage and Cytokine in Patients of HbH Disease Treated by Yisui Shengxue Granule. Chu Nali, Wu Zhikut,
Zhang Xinhua, et al. Guang'anmen Hospital Affiliated to China Academy of Chinese Medical Sciences, Beijing 100053, China

Abstract Objective To study the influence of Yisui Shengxue granule on the levels of anti — oxidative damage and cytokine of pa-
tients with HbH disease. Methods A randomized single — blinde d trial was designed. Thirty patients with HbH disease were divided in-
to two groups:15 patients in YSSXG - treated group and 15 in placebo parallel control group. The patients in the two groups were assigned

to receive either YSSXG or placebo for three months. The blood parameters [ hemoglobin ( Hb) ,red blood cell (RBC) and reticulocytes
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(Ret) ] were detected dynamically. We also detected the SOD,MDA and GSH - PX from blood serum as well as red blood cell and the ac-
tivity of SCF,GM - CSF and IL -3 from blood serum. Results After the treatment of Yisui Shengxue granule,the levels of blood parame-
ter Hb of patients in the treatment group from the first to the end of months were still significantly higher than those of pre — treatment ( P
<0.01 or P<0.05) and the levels of RBC at the first and the third month were significantly higher than those of pre — treatment ;the level
of Ret had a rising tendency. The measurements of blood parameters in the placebo group had no statistically changing compared with those
of pre — treatment. The activities of erythrocytic SOD and GSH - Px and the serum SOD were significantly higher than those of pre — treat-
ment (P <0.01) and the activity of erythrocytic MDA was significantly lower than that of pre — treatment( P <0.01). The indicators of an-
ti — oxidative damage of the placebo group were no remarkable changing. The level of SCF was significantly higer than that of pre — treat-
ment (P <0.05)and the levels of GM — CSF and IL -3 had no significant difference with those of pre — treatment in the treatment group
as well as in the placebo group. Conclusion Yisui Shengxue granule has a positive effect for the patients with HbH disease and dramatic-
ally improves the levels of blood parameters. One of biological mechanisms of curative effecacy was to increase the ability of anti — oxida-

tive damage and positively regulate the activity of hematopoietic SCF.

Key words Thalassemias; Yisui Shengxue Granule; Blood parameters; Anti — oxidative damage; Cytokine
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